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(A 1) 245K 2[Rl B
3.2 Ml

BRI 38 T 259 B i e X5 R a st
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e v 2 IS R R A ik 24 5 PR Kz IR P 53 B
MR ARET E-% BRA

(¥ ZE] B& Xml ek 86T R0 (CRE) #E 471 25 3L VR R J8 Pk B, T e S0 A7
IR 2E AT, R I R G B BT 25 W R BERL 2K . AR RPASBE I K 43 B3 1) 60 Bk CRE #E4T 0 R
Hodge i 5 () R Y E , IEXF KPC . IMP .\ VIM .\NDM 5 OXA-48 L i WL 10 i 7 25 I il 32 PR A 4G 0 5 %of
17 ¥f7™ KPC il 1) it 48 52 % 10 18 (CRKP) i 4 7 A1 i 55 [ (0] 8 52 /791 (ERIC )PCR 43+#r. #5560 £k CRE
B, LU va T A 0 BB L 5 88.33%(53/60) . 7T Bk T B KL R AT 58 Bk, Hirh KPC A 50
Fk(86.21% ) ,NDM 47 9 # (15.52%) , IMP 45 2 ¥k (3.45%) . 14 KPC FI IMP (R MEAT 2 ¥k (3.45% ) , 17 14
t KPC F NDM TR 18R (1.72%) , K9 191 OXA-48 5 VIMTit 255, %} ERIC-PCR 45 F i1 824y
B, G55 B =20, FOP MR 8 R 17 R4 R MO R B =3k 81 T 0.76, IR 14 F1 16 #H5C R 5t
KENT 0.75, X BT AR R A E G RITEYE . 4518 CRKP AR ] R Ao, H 5 20 B R A 6 2R B0
15 , CRE 1) 22 J i 25045 25 15 PR FH 2454 ok BE R R Bk, 7 5 1 B g S 8 ) 1% v B TR

[REIA] Tk 7 2 B I 5 MRk 7 B M S I A8 S TR (0147 5 Tk s (R o3 B

Alternative genes and homology analysis of carbapenem-resistant Enterobacteriaceae
CHEN Chen, ZHOU Junying*, LI Yirong, YANG Jingdong
(Department of Clinical Laboratory , Zhongnan Hospital, Wuhan, Hubei, China, 430071)

[ABSTRACT] Objective To investigate the resistance genes and homology of carbapenem -resistant
Enterobacteriaceae to understand their epidemiological characteristics and provide scientific basis for rational
clinical use of antibiotics. Methods The phenotype identification of the modified Hodge test was carried out on
60 CRE strains isolated from our hospital, and the five common carbapenemase genes KPC, IMP, VIM, NDM
and OXA-48 were tested. 17 strains producing KPC enzyme Klebsiella pneumoniae (CRKP) was subjected to
PCR analysis of Enterobacter intergenic repeat sequence (ERIC). Cluster analysis was applied to analyze their
homology. Results Among the 60 CRE strains, Klebsiella pneumoniae was the main pathogen, accounting for
88.33% (53/60). There are 58 carbapenemase-resistant genes, of which 50 are KPC (86.21% ), 9 are NDM
(15.52% ) , and 2 are IMP (3.45% ). Two strains (3.45% ) of KPC and IMP were amplified, and one strain
(1.72%) of KPC and NDM were amplified. No OXA-48 and VIM resistance genes were amplified. The cluster
analysis of ERIC-PCR results can be grouped into three categories. Among them, strain 8 and 17 have the
closest genetic relationship, with the highest correlation coefficient reaching 0.76, and the correlation
coefficient of strain 14 and 16 also reaching 0.75. Those two pairs of strains show high homology. Conclusion
The overall homology of CRKP is not strong, but some strains have high correlation coefficients. The multi-
drug resistance of CRE will bring greater challenges to clinical medication, which should attract the attention of
hospital infection departments.

[KEY WORDS] Carbapenemase gene; Carbapenem-resistant Klebsiella pneumoniae ; Drug resistance ;

Homology analysis
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AR TR 259 A A B, (A5 I IR
3 B 1A A0 AR TR 245 00 1) R SR T R AT 251 R
PUBGRYTH R RME . H G R L5552 AR 2™
)RS B- PN I ) 2 BT TR, P LA 4R e
AT KM% A o 55 2 I 245 ) B A AR R 5
NATR TG BB ARG T R I 22 A G 3l
FHFECH BTk 206 2 T R T (Carbap-
enem resistant Enterobacteriaceae, CRE)™" . T &
FE [H 6] # & )7 5] (enterobacterial repetitive intergen-
ic consensus sequence, ERIC) | {Z f£1¢ T 17 18 41 1
H K2 124~127 bp !, HA AR B B AR ST 2 40
bp MIAZC T B, P T 52 )5 4 7 1 38 240 T 56 PR 4
HAETEE R HRIKOT 1 43 A RS DB 1Y) 25
S, XSO AT P YA B AR AL R b B B Y )
SEE, ERIC-PCR HA P ] 51 43 B3 A ]
B T S = R [ L = NP 4 221 N s e 1 G
YA A T R RS . ABFSE R
WU W %5 0 25 B R Ge AT CRE WY 2, PRIEXT
e 355 e AN BURR A I AT R R TR, 22 R Hodge 555
AT F B % , PCR K CRE BRI AR B9 10 5 UL i
25 3 ] (KPC . VIM . IMP .NDM F1 OXA) ., £ 17
PR ES H ICU R EE R R4 KPC T ik 75 B 1 2%
fifi % % F5 1A 12 ( Carbapenem resistant Enterobacteria-
ceae Klebsiella pneumoniae , CRKP) #£47 ERIC-PCR
TR 537, 40 0y BERE B 2 B2 9 1Y CRKP T8 B
SBR[l — A B[] — s iR , NI 1 i 4 o ) i
TR 2FRHIE

1 HESHE

1.1
111 BRI

18 i v [E Mg B VITEK 2 COMPACT X} A<
Bt 2017 4F 2 H % 2017 4F 11 H [8] 60 4 il % 7 5%
W 2 I AT RN B (CRE) 1756 22, 254 R &
H8 CLSIM100(2017) , H ¥t K Hodge 5% 4% /4] i
25 0 R PR 5 40 28 5 08 I B —40°C1E IR VKA
{47, B K Hodge 5256 DL K 1 2 4 1 ATCC25922
Ry Jo A5 TR R
1.1.2 AR

XX R R e A R B 9 E OXOID
oSl 40 B SR 4 DNA R BGR ) & (B O
%1)DP302, Taq fif} .dNTPs . MgCl, . 10x buffer (Mg+
2 plus/free ) DNA 100 bp/DS5000 Marker, Hi K AR 4=

fEBHE (b0 A BR A w424, PCR 5197 51 i At
FERHO A Y B AR R A L. Bio-Rad
i# PCR {¥ (Bio-Rad / FJ/3€ [ ) , NanoDrop 2000
(Thermo Scientific/J¢ [ ) , H1 3k [ (PAC3000) F1 £
HMEEIE AR S 53 BT 7 524 (Bio-Rad A Rl/ZE H ) o
1.2 Jrik
1.2 M

HEHL 60 Pk Hodge 5255 4 BH M ) CRE BBk , A7
AR 43 85 B 97 5 5 AR 4 I R R 30 45
VEGRE) CEF U j) ™ A T
1.2.2 (K Hodge 555

DL 15 mE R IS 4G #4720 R Hodge 5K
5, AP R ED B S5 W AR . D
K54 ATCC25922 BT IR, #54F — 24 %
4% N TR MR -5 R 3% A B ATCC25922 1)1 B P8l A8
Ak KA 35 7 T A K3 i B4, R AT i 5%
S K Hodge S50 25 L BHE
1.2.3  ZHE DNA $2H

Fie IR AR 20 14 3 D 4 DNA 2 50 7 £ 156 9]
FEAT, L 7 T LR AR A AR R (b ) A B
IS EAE TR A T L DK 4 DNA BEEGR R & (B0
1), DP302 H-S- i B .

¥ DNA W 45 2] 2 .0 45, % 8 NanoDrop
2000 i 2 58 40 43 ) 06 B T H SR AR T 0 R T
DNA Wk 4l Ifid sk . IR LI DNA 1E R f 4L
PCR 2 W 50 T-—40Cok 48 575 .
1.2.4 PCR 5914 W51

KPC .IMP,0OXA-48.VIM .NDM 5 # PCR 5|

YIFsI =1,

X1 BREEHEBEERMAKPCRIIMFT

Table 1 PCR primer sequence of carbapenase gene

LA Sequence, 5 — 3’ bp

KPC F:CGTCTAGTTCTGCTGTCTTG 708
R:CTTGTCATCCTTGTTAGGCG

IMP F:GGAATAGAGTGGCTTAAYTCTCC 939
R:GGTTTAAYAAAACAACCACC '

oxaqg ~ F:OCGTGGTTAAGGATGAACAC 138
i R:CATCAAGTTCAACCCAACCG

VIM F:GATGGTGTTTGGTCGCATA 390
R:CGAATGCGCAGCACCAG ’

NDM F:GGTTTGGCGATCTGGTTTTC 621
R:CGGAATGGCTCATCACGATC

1.2.5 T 255 HY
P 1K 2 . Buffer 2.5 wL, Mg®* 2.5 pL, dNTPs
1 pL, 31 EMR% 1 pL,Taq(5 U/pL) 1.5 pL,
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DNA 2 pL, H.0, 14.5 pL. IMP i 52 I 5 18 4
9475 P 10 min; 94 30 s,55C 40 s, 72C 50 s, 36
MG ; T2°CHEMH 5 min; KPC B RN 444K 1 94C 78
£ 10 min;94°C 30 s,56C 40 s,72C 50 s, 36 MEH;
72CHEMH 5 min; OXA .\ VIM }2 NDM [ 2 i 55444 -
94CZF 1 10 min; 94°C 30 s, 58°C 40 s,72C 50 s, 36
AMIEIR ; 72°CHEM 5 min, HLIKSECH 90 V, 20 min.
1.2.6  JWAFFHEEEH [ & ¥ 51 PCR 5 [FUEYE 54T

K W A7 5L N ) & 2 — 0¥ 41 PCR
( Enterobacterial repetitive intergenic consensus PCR,
ERIC-PCR) i 17 56 [K 4 14, ERIC-2 $.5] ¥ I3 51 Ay
AAGTAAGTGACTGGGGTGAGCG (5'-3")"",

J2 W& 2 : Buffer 2 pL, Mg** 1.25 pL, dNTPs
1.6 pL, 5% 1 pL, Taq(5 U/uL)0.6 wL,DNA 1 pL,
H.0. 12.55 wL; S 55y : 94C 722 ¥k 5 min; 94°C
30 s,44.5°C 45 s, 72C 2 min, 35 PME ; 72°CLE i
10 min, PEHU 17 #RFEH LA KPC [ ik 75 B 4 25
Jiti 9% 5 F5 A1 R (CRKP) £ 47 [ U84 4387, SR FH A9
& BB 8 F (Bionumerics ) 5 43 #4542 %o H: ik
TR, PIWAR T - 4% B8 Tenover' " 1 4] Wi b
e, OB 52 A A Dy — B @FH 2% — A1 A (A
— B AS [A) I 7 5 D AH 22 2~3 A4 77 Ry B AH %
DFHZE 4~6 A5 R ] BEAH G ; @FHZE 7 LA 44

2 HR

2.1 YRR 5 iGIK A

60 #& CRE " 43 & ifi & 3¢ & 10 W 53 tk
(88.33%) , KIHIR 4 3 ¥k (5% ) , FHIA A FF 3 i
(5%) , 3 [CFPETRFE 1 4K (1.67% ) 5 b A LU FN4F
ARHEVR WA T, PRI VR 4 S 28 Bk A K
b R 46.67% , H I JR W R 16 BE , 44 1 L
26.67% , 13 11 4y W W) ML A 4 Kk L A R EE R
6.67% . T 5 2 v KN 51 PR, S 3 MR, A L
5.00% ; Bt % 43 A0 3B R FAE R 2E R, b 21 %, B
YT AE LB 7 Bk, P W R A5 30 B8 22 A
S KR, MRt 5 8k, W R AMEHG H 3 # , HA R}
EHRH 16 Bk
2.2 AEJEPIEL B Hodge 525045 2R

PLJE Al 55 B (10 we/r ) 48 7 9 I % 60 H
CRE F M f0% B Hodge SEH:, Kt 57 ¥R B AL B RS
2 [ Hodge 5255 FHME PR . 2t R Hodge {50 25 1 .
WA,

1 PR Hodge iRIE4 R
Figure 1 Modified Hodge test results
FEXT IR AR 3 R ARSI HH el 55 R RS 4 4K A Bl
K Hodge 52 36 FH P & Bk , 0 5] [R] ik BE 47 30 Ji 475 1
GEPEE R R Hodge SEEAGIN, 252 W3 2.
F2 3HBR Hodge SKIBAMRIE ML R
Table 2 Results of 3 strains of modified Hodge negative

A P 2 A Rl hodge &5 MR ZGHEH A

BA ¥4 3 Fh W IR ANEL E(=)I(+)M(+) NDM

KI5 4 v W IR ANRE E(=)I(+)M(-) NDM
g e P G B B

Jifi 5 5 B B B A IX E(=)I(+)M(-) NDM

LR 3 PR ALK S5 5L, JE Al 2 X Hodge
SR KPC 1 A SR 7 55 M T 1) BRI FH PR 3y
100% (50 #£/50 #% ) , 33.3% (3 ££/9 £k ) i 7= NDM %!
B K4 JE B- N e i 0 Bk A T At 3 e ek R
Hodge SZ56 ih 25 5 0 M  H AN S He s 556 %0
il . Hodge S0 e A1 m] 45 Ay FHAERE
2.3 Tt ZFHY L,

60 1k CRE Hf7 58 By 18t AHOCTIZ LR . KPC
A 50 Bk i 86.21% ,NDM A 9tk 5 15.52% ,IMP £ 2
PR 3.45% . [AIAF 438 1 KPC Rl IMP BOAT 2 Bk 5
3.45% , [RI 3% H KPC F NDM A5 1 Bk 5 1.72%,
Hr 60 BRIIAY i OXA-48 .VIM., TLIE 2,

T 1-9 MRS .
B2 AMMZGEETIBER

Figure 2 PCR results of five drug-resistant genes
2.4 ERIC-PCR [l JE1E 53 H7

I 1 bionumerics #7447 B 2870 M, 5 R
B3 BT o LAAH G 3 B (£0.50~0.80) Jy 8 3 AH
XK, M OE R E(£0.80~21.00) 2 = FEAH G . 17 #%
CRKP HJ " 45 00T By 3260 Bbk 14.16.10,
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13,17 8 A RN — K2 HP bk 8 T 17 SR % &R
B, A R B = A 2 T 0.76, TR 14 81 16 A1
ZBGEE T 075, kK 10 1 16 X R EGAF T
0.71, 33X 3 XF AR ZR I A8 w8 A [R5 TR 11,15
Boh—2R M RECH 0.57, BFEH R H k2.4,
12.1.5.6.3.9.7 73R h—RIE H PR R 112
R RFGRE] 0.72, R B R FEVEME . WLE 3,

100

1=}
<]

60

Jhiki

B3 CRKPHREIRMES
Figure 3 Romology analysis of CRKP

3 it

60 t& CRE B £k, LT R 50 B A B o~ 5
88.33% ; FRAS 25 1 3= 2R WP IR G A A (R S S
FEVE) b7 46.67% , BRI MR S REAR YA 4315, X
PR A REAETE Z WA B gy s B DL E Wi & o
F 15 35% , I B R AT KRB B R A
PE3RAE S B Ye CRE B £ 5 S fa R E ™ B Be b i
558 [ PN JER A T e R SRR A T A A T
2GR AT R WA T AR DL RO sE IX R S e
A AT B S5 A A ) e RS Y A

CRE 4 ifi 2 56 K B L KPC (86.21% ) il NDM
(15.52% )0 % , X H ki "™ %1 L KPC FIMP 4518
AR, $ED AT A S sl A e . ARBF T kB
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4% (1CG) /e R AR -F2 5L £ R (PLGA) e it h . 45 PMINPs HoA7 W & (W k% /7e 4544, RiA2 357, 4
OGS, R K/ R (211.10£2.66 )nm , B K (-17.50+0.65) mV ., i i 48 4h- 1] UL- 3T 21 48436 6 BE T
15 1CG AL % 0 (76.38+0.32) %o . BT 2T MG BRI, ICG 7T RIS SGHE fb A #4724 1 44 i il ok
PTT 00 % e 7 A6 R I R 80CR o aX — 3 3 ] DLtk — 25 filh & PMINPs % 24 125 52 77 MnCL 11
FEOR R 7 385 5% 7 PFP RS o 858 IR Z0AMEOGIA 5 1 Z D) RE A1 K KL PMINPs 75 88 7 /% a4
BUARREL R TG T 7 TR BRI T
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Near-infrared triggered PLGA nanoparticles for US/MR imaging and breast cancer therapy
ZUO Fengmei, LU Jiahui, LIU Yawen, NI Chen, SHI Meilin, HU Junfeng*
(School of Medical Imaging , Xuzhou Medical University, Xuzhou, Jiangsu, China, 221006)

[ABSTRACT] Objective At present, cancer diagnosis or treatment based on nano-medicine has prob-
lems such as fast circulation clearance and limited efficacy. Here, we report a near-infrared laser-induced ultra-
sound/magnetic resonance imaging combined with photothermal treatment of breast cancer nanospheres PFP/
MnCI2/ICG@PLGA NPs (PMINPs). Methods Manganese (I1) chloride (MnCl,) , Perfluoropentane (PFP)
and Indocyanine green (ICG) were embedded in the poly (lactic-co-glycolic) acid (PLGA) shell membrane
via a double emulsion approach. Results The obtained PMINPs have an obvious core/shell structure, uniform
particle size, and good dispersibility. The particle size is (211.10+2.66) nm, and the potential is (-17.50+
0.65) mV. The ICG encapsulation rate measured by ultraviolet - visible - near - infrared spectrophotometer is
(76.38+0.32) %. When irradiated by a near-infrared laser, ICG can convert light into heat. The heat generated
has a good killing effect on tumors through the PTT effect. This process can further trigger the release of the
magnetic resonance contrast agent MnCl, in the PMINPs and the liquid-to-gas phase change of the ultrasound
contrast agent PFP. Conclusion Near-infrared laser-induced multifunctional nanoparticles PMINPs have great
potential in ultrasound/magnetic resonance imaging and breast cancer treatment.

[KEY WORDS] US/MR imaging; Near infrared laser; Phase-shifted nanoparticles; Photothermal therapy
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Relationship between PCT, lactate clearance, CRP and prognosis of postoperative
pneumonia of esophageal cancer and ARDS

HUANG Yingming, ZOU Longtao, YUAN Xiaojin, JIANG Wenyan, LI Jianxiang, HE Yili, XIE Xianlong*
(Department of Critical Care Medicine, Guangxi Medical University Cancer Hospital, Nanning, Guangxi,
China, 530021)

[ABSTRACT] Objective To analyze the correlation between the levels of procalcitonin (PCT) ,
lactate clearance rate and C-reactive protein (CRP) and the prognosis of patients with postoperative pneumonia
combined with acute respiratory distress syndrome (ARDS) after surgery for esophageal cancer. Method 689
postoperative patients with esophageal cancer treated in this hospital from January 2015 to August 2019 were
selected, including 200 cases with pneumonia (group A) and 489 cases without pneumonia (group B). In
group A, 86 cases had ARDS (group Al) , and 114 cases had no ARDS (group A2). According to the
survival and death of patients in the medical records, the Al group was divided into the death group (n=34)
and the survival group (n=52). 630 people who had normal result of physical examination in the same period
were regarded as the group C. The differences in PCT, lactate clearance and CRP levels were compared, and
the independent risk factors affecting the prognosis of patients were analyzed by Logistic. Result The levels

of PCT and CRP in group A, B and C were as follows: group A>group B>group C, the 24h lactic acid

AERA ] B Lt & g 522§ AHBTRAL(22015582)
A et B KRS WEI G B E R EFA, S, d T 530021
*ABAZAHEF R A, E-mail : xianlong-gxmu@163.com

%
2t



- 692 - NTEWEIEITAGE 20214E5 ] 45134 4551 J Mol Diagn Ther, May 2021, Vol. 13 No. 5

clearance rate is as follows: group A <group B <group C, and the differences were statistically significant (P<
0.05). The PCT and CRP levels in the Al group was higher than that in the A2 group, and the 24 lactate
clearance rate was lower than that in the A2 group, and the differences were statistically significant (P<0.05).
The survival group had fewer patients with breathings =30 breaths/min, heart rate =100 beats/min, oxygenation
index <150 mmHg, dyspnea course =12 h, multiple organ dysfunction syndrome and open surgery than in the
death group. PCT and CRP were lower than those in the death group, and the 24 h lactate clearance rate was
higher than that in the death group, and the differences were statistically significant (P<0.05). Oxygenation
index, duration of dyspnea, multiple organ dysfunction syndrome, surgical methods, PCT, CRP, and 24 h
lactate clearance were independent risk factors that affect the prognosis of patients with postoperative pneumonia
combined with ARDS after surgery for esophageal cancer (P<0.05). Conclusion PCT, lactate clearance, and

CRP of the three is an independent risk factor for the prognosis of patients with postoperative pneumonia and

ARDS after esophageal cancer. It has certain clinical value for the patient’s survival assessment.
[KEY WORDS] PCT; Lactic acid clearance rate ; CRP; Esophageal cancer; ARDS

TR T 58 S48 A il A 2 R UL 3
22, WK RS sz 0 s ], SOV R AR MK, 5
LS A AT WAy B S B I B AR ek B
I RS i 58 ™ E A AT R S R I 38 25 A AR
(Acute Respiratory Distress Syndrome , ARDS) , ™
HI A At 4 SO PEAR S R S R
A IF ARDS [ F R 1 A A D0, X s (R U
A EEE L, K452 5 (Procalcitonin, PCT) 7£ &
HRG PG B A TR S, E R A2
WG PEAR vE I AT AR W hn i . FLIR 2 AR
it A A T AR AR B 7 0, B S A B s A AR
I EACH R U0 1 i BURAR AR . AR BIEST L
PCT . FL & ¥ B& % I C [ i 25 F1 (C-reactive pro-
tein, CRP) X B4 A5 it 8 5 3F ARDS i % Bl
AT FEAT TS, BLARIE LR .

1 —mEM

1.1 RSk

YEHL 2015 4F 1 H & 2019 4F 8 H A BEd Ik (1) 694
B A G BB IR TR, g8 A b : O 2 B
T2 WibR e AR 18 & DL I s QI R B} 58 2
& s HEGARE . DAZHRT 3 A WA DA R Y B
2 R SE 2 s 2 s Q& I TR BH ZE
s 4542 S e R @B IFBR R LS
PUETER RGN A . RGN AHEBRARIE, IR HA
689 191] , 53 457 ], £ 232 ] ; P-4 (52.36+4.97)
% . MR RIZWIARIE 73 A H CRA IR H n=
200) A1 B 4 (R EA Nl R & ,n=480) . AP EIH
ARDS 71 86 19| (A1 ) , K5 Jf ARDS 7 114 14 (A2
41) o AR DT TR AR A BB T IE O, AL 4

43 BT (n=34) R A7 (n=52) . EHL 680 {4 [F]
TR B e 32 (g AR 25 R 1 & LI IR TR e 3
FHAE R C A, Hod B 360 ], 40 320 4] ; AR IR
(53.41%5.01)% . A.B K C 4 [a]— 9ok A 2 57
Tt X (P>0.05) , BA AT ik,
1.2 Kk
1.2.1 PCT.CRP ¥l

W BT B A ALE T RS 0 5 mL,
B0 (3 500 r/min, 5 min, 7=8 cm) Ji5 BU4r B8 L7 ,
TP ICE411 42 A i A6 RO o3 B A A
PCT /K-F- o 3 i g HK 4 92 W v (Enzyme Linked
Immune Sorbent Assay , ELISA) i | % £ 41 CRP
WeBE , At SE R AE W EOR W5 huo A BR TR AT
Jy w) B AR I BT A AR, AR B8 ELISA 3K 57 &
UL P20 BRERAE . 1E T (EYE . PCT<0.05 ng/mL .
CRP:0.068~8.2 mg/L'",
1.2.2  FUAZLERTE bRk

B 32388 20 0 T ALk K A4 24 h i, R
H GEM Premier 3000 1% #5612 ik 1fi 2L 2 7K °F
IFHE 24 h IURTHFER R, 24 h LR TR Z =(WIth
I 3L R {8 - 24 h 5 i 2L R (8 ) /40 46 1 7L R (B x
100%™ o LA 24 h ZLIRTE BRFE K 10% 0 F IR , 5 B
=10% M =i BRF THBRR<10 ARG FRE"
1.3 Gtk

K H1 SPSS 18.0 B AF AT S 114007, THEHER
Phn(%)Fm, R 28, Fm sk (x+s) %
N AR EGEAT K30, Z2 20 R bR AT F AR50 5 SR
2 I Logistic [71 5 43 41 5 Wi 73 B 52 i £ 48 i R 5
Jiti ¢ £ I ARDS & il i k7 fa B R 2, DL P<
0.05 A ERAG = X,
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2 #HR
2.1 A.B J C#[a] PCT.FLER T B R I CRP /K-
Feis

=21 PCT.CRP /K H. %5 : A 41>B 41 >C 41,
24 h FLIRIER K i . A 41<B 4l<C 41, 2 7
gt L (P<0.05), WEE1,
#F1 AB.CAHBPCT.FEREMRZFER CRPKFELLE (v+s)
Table 1

comparison of PCT, lactate clearance rate and CRP

levels among A ,B,C group (x+s)

% n  PCT(ng/mL) CRP(mg/L) 24 hFLIRWER%(%)
AZHl 190 9.35£1.67  45.69+4.28 1.33+0.65

B4 489  7.81%1.52  33.21%3.52 4.87+2.31

CZ 680  1.52+0.43 5.87+1.33 6.12+2.15

FH - 5968.77 21795.61 398.28

PH - <0.001 <0.001 <0.001

2.2 Al A2 PCT FLERIGFRZ M CRP /K- LA
Al 41 PCT J¢ CRP /K V-t T A2 4,24 h 3L
PRIGERR R T A2 41, ZR WA G2 E L (P<
0.05), WL#E2,
2.3 WS HT R AR AR5 It R 5 IF ARDS i
UG IR R
He A ZH I =30 Y- /min 20> =100 YK /min | %8,
A 18 <150 mmHg  FF W FER FE=12 h /I £
v E e AT LR G AR E MO FARE BT A
/b PCT ,CRP AL T- 411K, 24 h FLER T BR R AT

x=3
Table 3

HmoEMAEEREMHRE

single factor analysis of influencing factors on prognosis of patients with pneumonia and ARDS after esophageal

R2 ALA2APCT FEREMRZER CRPKFLLE (vts)
Table 2 Comparison of PCT, lactate clearance rate and
CRP levels between A1, A2 group (x+s)

0% n  PCT(ng/mL) CRP(mg/L) 24hFEBHHRZE(%)
Al4l 86  9.86x1.33  47.31+4.52 7.31£1.59
A241 114 8.92+£1.25  43.15+4.36 6.20+1.47
tHE - 5.122 6.576 5.104
P - 0.001 <0.001 0.001
Hm, ZFHASIEE L (P<0.05), W33,
2.4 S2 GBI B AR RS I 48 6 91 ARDS &

eSS EAS e i

A TRE(<150) PR RMERFE (=12 h) &
W E R LE A F AR X OOt F
AR) PCT (5 ) .CRP (5 ) I 24 h FLIWR W B %
(i) M52 45 i R 5 il 8 A 9F ARDS H34 s
AT fE e R & (P<0.05) . ILEE 4.

3 it

W BN, B R 5 il R & ARDS %
(4 T J AHOG 5 22, L B s B0 2L A A g 1 BUOAE
RO M 2 R AT TR RS B H s A
RN 2 38 U 1 B Al 5 T4

REAE SCHREE ), JAE — RO LT AR B4 L [
AR AR 5 I R AE I R B R R
R4 IF ARDS (KA I B E UG " . AR5
ZER G R  PCT (5% ) \CRP (%) M 24 h FLIRTH

3 ARDS EEFEHREEZE S

cancer surgery

ESES % (n=86) A (n=52) SET-4 (n=34) PR AL PAE
AR >60 34 21(40.38 13(38.24
Bl (%) 60 3 (40.38) (38.24) 0040 0.842
<60 52 31(59.62) 21(61.76)
] -
{51 S 50 34(65.38) 16(47.06) 2.837 0.092
E’8 36 18(34.62) 18(52.94)
I (YK /mi =30 41 11(21.15 30(82.24
% (Y% /min ) ! ( ) (82.24) 37084 <0.001
<30 45 41(78.85) 4(11.76)
N2 (YR Imi > . .
2 (YK /min ) 100 40 9(17.31) 31(91.18) 45.000 <0.001
<100 46 43(82.69) 3(8.82)
HATRE H =15 32 4(7.69 28(82.35
HATEE (mmHg) 0 (7.69) (8 ) 49.048 <0.001
<150 54 48(92.31) 6(17.65)
23} i = . )
o R K 2 (h ) 12 36 4(7.69) 32(94.12) 63.004 <0001
<12 50 48(92.31) 2(5.88)
BILL A E e LE A1 7 22 2(3.85 20(58.82
GBI AR B ERATEEA JE ( ) ( ) 39,640 0.001
G 64 50(96.15) 14.(41.18)
N, . -, "'2 vl >,
FAI K H@&L«’E;%/l? 51 42(80.77) 9_(26.47) 95 114 <0001
F R TFAR 35 10(19.23) 25(73.53)
PCT (ng/mL) - 8.87+1.52 10.03+1.18 3.767 <0.001
CRP(mg/L) - 47.80£2.45 49.51%2.61 3.084 0.003
24 h FLIRWEFRF (%) - 8.21+1.37 7.45+1.24 2.610 0.011
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Table 4 multivariate analysis of prognostic factors in patients with pneumonia and ARDS after esophageal cancer surgery

AN EIEESs FrifEis Wald »* {8 ORfH 95%CI PE

IS (=30 YK /minvs<30 ¥X/min ) 0.861 0.765 4.591 2.366 0.528~10.595 0.591

>3 (=100 YK /minvs<100 ¥X /min ) 0.894 0.759 4.835 2.445 0.552~10.823 0.543
A ATEE(<150 mmHgvs=150 mmHg) 0.833 0.191 4.107 2.300 1.582~3.345 <0.001
I W PR XA 2 (=12 hvs<12 h) 0.997 0.192 4.320 2.71 1.860~3.948 <0.001

B E RS vs ) 0.825 0.247 4.985 2.282 1.406~3.703 0.006
FARIT X Mg F A vs FHiEFAR) 0.889 0.181 4.875 2433 1.706~3.469 <0.001
PCT (5% vs IEH ) 0.933 0.298 4.188 2.542 1.418~4.559 <0.001
CRP (5% vs IEH) 0.981 0.334 4.028 2.667 1.386~5.133 <0.001
24 h FLIR W B2 (IR BR 2 vs SIHER %) 0.922 0.141 4.364 2.697 2.045~3.555 <0.001
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S Bt R 1 S A e S A S B E R AR
ARDS %A, FRE BT 3 FE LA 2 1E AR AR
MAE | ZH AV AR P F N A2, AL P IREE A it & A
AL, FEUE AR E ML, R, Ak i LR
Fr R TEVTAL ARDS B9 8 A8 v ) s AR AR

H 253 s . A4S Rkl 24 h ZLRRTE BRF 0]
B8R WA LR G IR DI RE A SRR I 0L

ZE [ firik ,PCT .CRP .24 h FLFR i 5 R &2
ARJG Il % & JF ARDS f#F PR FH Rk, —H 7
RN R EEEAG M ARSI ARDS B fUGE
FER I ST GBS 2R, X B W A A VP4l B AT —
I R A A

S % 3k

[1]  Beale R, Grover ER, Smithies M, et al. Acute respiratory
distress syndrome ( “ARDS”) : no more than a severe acute
lung injury?[J]. BMJ , 1993,26(6915) :1335-1339.

(2] B0, WL, ARIBEbR . i 3 R 5 2R ISR & il 45 1 i K 45
HCHE B A DX AR A5 P I 48 B P 30 £ B i R T
JE VARG A (R D] O B A E S SRR, 2020, 17
(4):32-35.

[3] Legriel S, Grigoresco B, Martel P, et al. Diagnostic Accura-
cy of Procalcitonin for Early Aspiration Pneumonia in Critical-
ly Il Patients with Coma: A Prospective Study[J ]. Neurocrit-
ical Care, 2018, 30(32):8971-8973.

(4]  #4%,5K%, 2846 . CRP, PCT Bt 45 il i B Y 1743 € ICU Jil
TR IR YL W7 B TS g T E L], 43 12 5 IR 97 44
&, 2020, 12(8) :86-90.

[5]  ZFED, ZRa7 . o[ ilm R IR %4 2 (CSCO) B B g2 ih 1
T 2020 RRAMRI RIS B 5 i 1 (7] o [ O i 4 A1
IR Ze 7, 2020,26(8) : 857-859.

[6] Dinglas VD, Aronson FL, Colantuoni E, et al. Muscle
Weakness and 5-Year Survival in Acute Respiratory Distress
Syndrome Survivors[J . Critic Care Med, 2017,45(3) :1-2.

[7]  Gluck E, Nguyen HB, Yalamanchili K, et al. Real - world
use of procalcitonin and other biomarkers among sepsis hospi-
talizations in the United States: A retrospective, observation-
al study[J]. PLoS One, 2018, 13(10) : 5941-5943.

[8] Chenggong H, Yongfang Z, Chang L, et al. Pentraxin-3, pro-
calcitonin and lactate as prognostic markers in patients with sep-

sis and septic shock[J]. Oncotarget, 2018, 9(4):5125-5136.

(T#% 698 1)



NTEWi SR s 20214E5 4 45134 4558 T Mol Diagn Ther, May 2021, Vol. 13 No. 5 - 695 -

B 10 ML G Hhuo A e 10105 S s AR AIE 20

Ik RW4E A LA AAREC

(¥ ZE] BB 0 i 0 XS U B e B IR IG RAEE . ik BEBGE R 0 HLIX
20154F 1 7 % 2020 45 1 A2 W8 B i 85 297 6], 0 A B 4 s BUR T 100 44 3 (A Ae # , g A )
TR, X E R AL X IR A A bk B AR L AR5 (NKO A S 1 TR TR - 22 5%, IF o0 B s & 4L
REEAE, 58 HBE CD3 T HRE AN . CDAT #RE 41 . CDST Ik L 41 i A 8 T4 BB 4, H 3 41 NK
4 fifs .CD19"B ik B 4 A IR F X IR AL, 2 A G i 24 E L (P<0.05) . i #4] IL-6.1L-8 IL-18 . IL-15,
TNF-a IFN-y 7K -2 5 T X IR, 22 A Ge it 22 08 L (P<0.05) o SR I R B LL R A ARk it 45
K, 205 & 100.00% .90.91% . 70.03% ., H 3 OT He P 51 1) Karpiﬁllﬂﬂji,;56263%,,\{)\7\7G1111amﬂ£” ;5
17.85% . [AIIEAE AT 25 IR, 207 ()35 HUs JR 3 36 B AR 5 R (OT) AR R MR 5 514 KMO08 . KMO5 [A] R 1 45
o GEIR IR I M DX O AR AR AR I S e 07, I AR S pE G R AN G BRI 58 S AR 4 Rl
RN, B IR R T PEE B, e OT LK 2 B 2R MEH ) Karp AU4 3, SRR R 7% .

[EEIA]  BH; BB IR

Analysis of immune damage and clinical characteristics of tsutsugamushi disease in Haik-
ou, Hainan Province

WANG Qiang, ZHANG Liyuan, YU Yazhuan, DU Yongguo*

(Department of Tropical Diseases, Second Affiliated Hospital of Hainan Medical College, Haikou, Hainan,
China, 570311)

[ABSTRACT] Objective To analyze the immune damage and clinical characteristics in patients with
tsutsugamushi disease in Haikou, Hainan Province. Methods 297 patients diagnosed with tsutsugamushi dis-
ease from January 2015 to January 2020 in Haikou District of Hainan Province were selected and included in the
patient group, and 100 healthy persons in the same period were selected as the control group. The levels of pe-
ripheral blood lymphocytes, natural killer (NK) cells and inflammatory factors were measured and compared
between the two groups, and the clinical characteristics and molecular epidemiological characteristics of the pa-
tient group were analyzed. Results The number of CD3" T lymphocytes, CD4'T lymphocytes and CD8'T lym-
phocytes in the patient group were higher than those in the control group, and the number of NK cells and
CD19 * B lymphocytes in the patient group were lower than those in the control group (P<0.05). The levels of
IL-6, IL-8, IL-18, IL-15, TNF - a and IFN - v in the patient group were significantly higher than those in the
control group (P<0.05). The main clinical manifestations were fever, eschar or ulcer, and chills, accounting
for 100.00% , 90.91% and 70.03% respectively. Karp genotype was the main genotype, accounting for 62.63%,
followed by Gilliam genotype, accounting for 17.85%. The results of homology analysis showed that the repre-
sentative strains of Orientia tsutsugamushi (OT) from 297 patients with Tsutsugamushi had high homology with
Taiwan km08 and kmO5 strains. Conclusion Patients with tsutsugamushi disease in Haikou area of Hainan
have obvious immune damage, and they are mainly characterized by enhanced humoral immunity, weakened
cellular immunity and large release of pro-inflammatory factors. The specificity of the clinical manifestations of
patients is limited. Their OT genotypes are diverse but mainly Karp type. The source is also more complicated.

[KEY WORDS] Tsutsugamushi disease ; Immune damage ; Clinical characteristics
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& HU PR AMREEIZ AL IE | J2 i U AR 7 1R
(Orientia tsutsugamushi, OT) 5| & F) H & 32 I PE %<
95, LA RN R EAL YL IR, 2 365 4 T A5 4%
A& U B DL R A AR EE 0 IR LA R
5 R F LG R FRAE , ™ B B AT O R PP I 2R A
IE RO A P EE I L B W 1 i AT
BT 5 U LI PR R A PR il iR
P FE | L E W SE RS AR SRR , R R YT
Blo [AI, OT JEPFIHIAR 2, AN [m] ik R AU (1) 53 07 T3
s TMAFEI 22 S PR, TR S U AR
PER R A, JT AR I RRR A5, X T A U 1
WA W SR A R L, I AR BE
IBCTEF B VR T ML DX 12 W R U Y R AT IR
EWT

1 M&E5FE

1.1 54

VRO R I D HBIX 2015 4F 1 H % 2020 4F 1 H
WG BRI B 207 ], WA BB A, BE AL
Y - (D2 JE v 1525 T 87 4 il ro 1 2 1) s U 12
Wibn e BHERIZ I @ ABERT AR B2 1A RIRIT, &
PRI A AR R AR SE A . HEBRARIE : DB I
AL Je i ; @ B IF R TIREA 2 @A IO JH
B SRR E AR . BEREIRII 100 AR AKE T, 7E
AR AT RS , AR IR, 4 13241,
2165 1], AE V- 44 (56.24+11.87) % ; % IR 4H 5 43
S 5T AR (55.91£12.04) %, P4 ZAR
BRI AR, 22 R SRR L (P>0.05) . H&EKE
SEACHRZE DLt R A R
1.2 W7k
1.2 R RI

A3 F A A2 AR AL BOLAME bR A
oz 0 HE A ] i 96k 28 BfL . 98 2% 45 (Natural killer
cell, NK) 20l . 48 1 17K, A1 J] 1L 7k B2 200 i A6
DA A 37t 2 200 SRS DU, AGx 000 4 A A2 5 CD3*T ik
L 41 JfL . CD4* T 9k B 41 Jifd . CD8 ™ T itk EL 4 it J¢
CD19"B ik & 41 Afg s NK £ g 6 3 7R o5 A 9 =X 4t

o RN FIEPREE 4/ %= -6(IL-6) \IL-8 .
IL-10.IL-15 F Ji 98 PR 4E 1A 5 - o (Tumor necrosis
factor-au, TNF-« ) , T4t & -y (Interferon-vy, IFN-vy ) ,
1.2.2 I IRFFAES AT

BT AR E A I R R AR, L4 12 58 B
BRI B | S B R R A TR A T
IRFEIG .
1.2.3 AT ST

BB A dr A, $2 LS DNA 17 OT Hiw
SR, s AT SRS B 4 SO (PCR) |,
PCR % 2 % J i 7= ¥ {fi FH QIAxcel Advanced 4=
F 2l S5 B B 4045 UK &R 4840 B, 1E 500 bp S5
PHPE RO RE Sk T . B R T 9 &Pk il
FH MegAlign A7 3 tr kb 28, HAL A T2 ey
FRERR P51 T 25 H GenBank , 45 & AW 58 3R 15 1)
J¥ 51, {fi J§ BLAST 17 [a] ¥ 46: % , Clustal X #E 47
JF A HEBN , XA R bR 3 51 i2E A7 W)U 1 0 A bR
1.3 Geit2eotr

fifi FH SPSS 22.0 Ge 124 54 47 5080 43 7 5 31
BB n(%) 3R, IR K T BE R
A IERDA, P (x+s) Fem , SR R ¢ 46565 5 24
P<0.05 N2 A G Lo

2 R

2.1 GRS

HBE4 CD3'T.CD4'T.CD8'T . IL-6.IL-8 IL-18
IL-15, TNF-a , IFN-y 75 B 41 i 7K S 25 F % R 4, i
20 NK 21 i1 .CD19"B ik L 40 i /K P AR T X B 4
ERAGIHFE XL (P<0.05), WHE1~2,
2.2 ImIRARHE

R R 2 I DA & #R AR sl 5t 0 1R TR
+, 435 5 100.00% .90.91% . 70.03% , W3 3.,
2.3 LA

207 {9l 3& AU HUE P DL OT JE R B L Karp Y
HFE, A 186 (62.63% ) , H Ik M Gilliam Y, &
53 (17.85% ) , MK K A& Kato, 1 39(13.13% ) \.TA763,
17 18(6.06% ) , Horb A 1 912 AR e 1 .

F1 MAZREIEMMEHEMERE NK HREKTFLLE (v+s)
Table 1 Comparison of peripheral blood lymphocytes and NK cells between the two groups (x +s)

A5 Fl% CD3THEAIME (%) CDATHEANM(x107L) CD8T AN (x107L) NKZ0jE(%) CD19'B k=41 (%)
BEH 207 74.31%1.82 574.49+40.81 597.92+94.11 15.52+0.69 9.12+0.99
YR 100 56.12+2.43 215.33+17.95 208.87+60.51 23.26+2.16 19.51+1.03

t1H 79.040 85.220 38.715 54.191 89.851

P{H <0.001 <0.001 <0.001 <0.001 <0.001
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F2 WAHAZRERXEEFKELE (ng/L,x+s)
Table 2 Comparison of inflammatory factors between the two groups (ng/L,x +s)
4141 n IL-6 IL-8 IL-10 IL-15 TNF-a IFN-y
BEA 297 39.1527.21 14.13+1.29 33.15+2.96 7.1320.88 37.19+5.24 45.43+3.99
Xl BE 4L 100 2.91x0.48 2.68+0.55 2.74+0.39 1.0120.12 10.810.69 4.11x0.78
HH 50.184 86.106 102.354 69.272 50.156 102.817
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
F3 297 BlIEHREEIGKFED R A AE I SR S 5 12 W B R LT B,
Table 3 Clinical characteristics of 297 cases of (H 2 R B0 B S TR, MELL A2 f s
tsutsugamushi disease W H B, Iz U i R B 2% | i PR
Ll Hit e PR B, 2 (R RS % RS AL F Bk
HIE 208 70.0: : N
;‘;,{ﬂz 142 47.81 SR IR E RIS IR 1 R R IRA
E%@#ﬁ . 297 100.00 T I, o (o F8 3 22 U S AR o, B 2 PR 1
HEIT B 270 90.91 . 12]
g o oo Bl 2 RG0S 2 TR A TR . R,
BE 5 155 52.19 HHEJ%MEJ%E’J Il PR AR AIE - I Je B2 0R ,z'?'i:ﬁ‘fﬁﬂ
PONERNSERT LN 138 46.46
P 71 sote BEAIE I B3 S TR 1 R _
= Hm% 67 22.56 T E 1 S 2k A% Gl 1) B EEEUR AL
| w 181 4o T3 4 36 UG 25 10 S0 8 5L X TR
RN A R R ] 18 6.06 " .
Il A2 Wr S 7 RO Al A 4 B 258 L, NK 4i fifd &
2.4 LTI FRITEI BT P 5 .08 I 225 ) 56§ 0 L, 7 140 7 5 s 74
IRTIRPE I BT 2R s, 207 PSR OT ey anu 51, 15 HLIABUR 5 S ple B U0 6 36
fRRHRS 595 KMO8 KMO5 [RIIRIERZ T IR 4o dufig s 2% NK 4L 9 T g SR 25 Hh NKC 24 55
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Table 4 Homology of 56 kDa protein gene between OT representative and reference strain in 297 of tsutsugamushi disease (%)

) Hualien-1 ~ Hualien-3  Taitun-7  OI07 KMO05 KM08 KM21-2 Gilliam CDC Kato Kawasaki CDC Karp

(HH) ail) am) (Bl (A () (AW i) (HA)  (HA)  GHJLNIE)
2017HN0529 73.5 74.1 94.5 93.6 95.8 77.6 77.1 76.1 74.3 73.5 94.6
2017HNO117 73.5 74.1 94.5 93.6 95.8 77.6 77.1 76.1 74.3 73.5 94.6
2016HN0109 75.8 77.6 78.4 78.4 77.6 100.0 77.1 75.8 74.1 74.1 77.6
2015HN1129 74.1 75.5 98.5 99.2 94.1 79.5 77.1 85.7 75.5 73.1 98.4
2016HN1104 97.5 77.8 73.2 74.2 74.5 4.7 75.6 94.7 772 91.6 74.9
2017HN1205 73.3 74.3 94.9 94.7 100.0 78.4 77.3 77.6 74.9 73.4 95.5
2019HN1019 73.4 74.2 94.7 93.5 95.6 77.1 77.3 76.5 74.5 74.5 94.3
2016HN0508 75.2 85.7 79.6 80.6 79.7 75.2 76.5 79.7 85.4 78.2 79.2
2017HK0622 75.9 99.9 75.5 75.6 74.1 74.2 75.9 77.6 99.3 77.3 74.2
2019LC0705 72.8 73.5 76.1 76.8 76.3 97.5 388.8 76.4 73.2 4.7 76.1
2019HN0425 72.6 74.1 92.4 91.7 91.3 78.4 79.4 76.3 74.5 72.1 92.0
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(8 E] B FI50 84N 2-UVELAIE(GBS) B3 4 i 1 40 i A % -27 (IL-27) K 28 4k
FEOIEA T G R 2 X . FiE YEHUAR B% 2 4E GBS H3 44 1l4F Jy GBS ZH , & i [] 10 {akt e 1A 46 3 44
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HHRA B, X L GBS 4 [R5 17 H 35 I R BORE AP i IL-27 (IL-17 \IL-10 /KF-, 23 B & 46 bRk 1
ARG R L, S5 GBS AN I IL-27  IL-17 /K55 T % B 4H , TL-10 /KPR T X5 IR 41, 22 57 1
A #E L (P<0.05) ; EAIEH TS | H B E DI RRER A5 B R D) AR A5 R Bl kA R & TR
RIS  ZRWH G X (P<0.05) s AR EHME M IL-27 IL-17 & TR AR H  IL-10 K FRm
(P<0.05) 3 % 975 5 W S0 I PR R AR 43 55 40 J8) i TL-27  IL-17 52 0F A 26, 5 IL-10 2 1 4H 56 (r.=0.554 .
0.594,-0.650,, P<0.05) ; #M&E Il IL-27 \IL-17 . IL-10 Tl £ 4F GBS 4% ™ 1 F2 /9 1) il 26 T i AL (AUC)
>0.7, 28 bRECA TN AY AUC ek, 0 0.898, £5i8 4 GBS 4 4MAE I 1L-27 \1L-17 7K I & 7t
1o, IL-10 K- REAIR , 25 48 b5 5 8 28 Ak nT R B (2 20995 15 I 2 A9 /5 P, L 26 T 00 A8 2 9 o )™ o R B Il
FLAT 85 v A 1A

[REI] & 22-UHESGAE; AAEA£-27; AN E-17; F4UEA %E-10

Changes of IL - 27 level in peripheral blood of elderly patients with Guillain - Barré
syndrome and its clinical significance

ZHANG Huifang'*, ZHAO Hongying', YANG Guotao’, LI Ying', LIU Yunfeng'

(1. Department of Geriatrics, Cangzhou Central Hospital, Cangzhou, Hebei, China, 061001 ; 2. Department
of Neurology, Cangzhou Central Hospital, Cangzhou, Heibei, China, 061001 )

[ABSTRACT] Objective To explore the changes in peripheral blood interleukin-27 (IL-27) levels in
elderly patients with Guillain - Barré syndrome (GBS) and analyze its clinical significance. Methods We
selected 44 elderly GBS patients in our hospital as the GBS group, and 44 healthy patients during the same
period as the control group. The levels of 1L-27, IL-17, and IL-10 in the peripheral blood of the two groups
were compared. According to the severity of the disease at the peak of the onset of the GBS group, the patients
were divided into severe patients and mild patients. The clinical data, peripheral blood IL-27, IL-17, and IL-10
levels of patients with different conditions in the GBS group were compared, and the clinical significance of
changes in the levels of each indicator were analyzed. Results The levels of IL-27 and IL-17 in the peripheral
blood of the GBS group were higher than those of the control group, and the level of IL-10 was lower than that
of the control group (P<0.05). The incidence of severe diarrhea, autonomic dysfunction, bulbar dysfunction,
and axonal injury are higher than those of mild patients (P<0.05). IL-27 and IL-17 in peripheral blood in severe
patients are higher than those in mild patients, IL-10 was lower than that in mild patients (P<0.05). The clinical
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symptom score at the peak of the disease was positively correlated with peripheral blood IL-27 and IL-17, and
negatively correlated with IL - 10 (r=0.554, 0.594, —0.650, P<0.05). The area under the curve (AUC) of
peripheral blood IL-27, IL-17, and IL-10 predicting the severity of GBS disease in the elderly are all greater

than 0.7, and the combined prediction of each indicator is the largest with 0.898. Conclusion The levels of

IL-27 and IL-17 in the peripheral blood of elderly GBS patients are significantly increased , and the level of

IL-10 is decreased. Abnormal changes in various indicators may have a role in accelerating the severity of the

disease, and have a high application value in predicting the severity of the disease.
[KEY WORDS] Guillain-Barre Syndrome ; Interleukin-27; Interleukin-17; Interleukin-10
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Table 1 Comparison of IL-27 IL-17 .IL-10 levels of

peripheral blood between 2 groups (x+s)

2H 5 n  IL-27(pg/mL) IL-17(pg/mL) IL-10(pg/mL)
GBSl 44  185.69+35.46 24.78£522  40.25+10.06
XRAL 44 115.24+23.58 13.36+4.05 55.18+12.37

i 10.974 11.466 6.211

P1E <0.001 <0.001 <0.001
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Table 2 Clinical data of patients with different disease
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Figure 1 GBS levels of peripheral blood I1L-27 \IL-17 |

IL-10 in patients with different disease severity
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Table 3 Multiple linear regression analysis

poasg WA AR REDIREC gy
EY 0 1R (brifEfk)

B -1.796

IL-27 0.698 0.061 0.710 11443 <0.001

IL-17 0.523 0.052 0.551 10.058  <0.001

IL-10  —0.556 0.048 -0.573  -11.583 <0.001

2.6 A IM IL-27 IL-17 . IL-10 X} % 4F GBS %95
1 E R A T AR

ROC S5 R BIR , S FRPREC A TN £ 4F- GBS
P B AR BE Y AUC B K, 2R 0.898, e Tl fuek
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R4 SMEIMIL-271L-17,IL-10 X4 2 £ GBS Ffx M Ei2 BN M &
Table 4 Predictive value of peripheral blood IL-27 \IL-17 \IL-10 on the severity of GBS diseases in the elderly

bR AUC 95% CI ZAi G U (%) TR (%) PAH

1L-27 0.785 0.636~0.895 3.941 >210.82 pg/mL 75.00 85.00 <0.001
IL-17 0.765 0.613~0.879 3.710 >27.57 pg/mL 54.17 95.00 <0.001
IL-10 0.810 0.664~0.913 4.826 <46.06 pg/mL 87.50 60.00 <0.001
i 0.898 0.769~0.969 8.437 83.33 90.00 <0.001

S S S
0 20 40 60 80 100
100-4554 4

B2 SMEMIL-27,IL-17.IL-10 Fiifll# £ GBS &K =&
2 ER ROC M2k
Figure 2 ROC curve of peripheral blood IL-27 \IL-17 \IL-10
in predicting the severity of GBS disease in the elderly
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TIF1-vy #2H 5 A 94638 S AL DL TIF1 -y HLiAk ELISA
S UpRr e i I E AR

HEE HRRE BRF MK BAEBT BT REA"
[ E) B AR TR b T 1y (TIRLy) ALK EF ORI

Pt TIFL-y HUA A ML B HAME . Ak RARBFFRE R RARGERSENENA, IPHEHAEN
B AE R 05 ) A6 S BT TIFL-y IgG Piik ELISA 8 vk, 258 Wsh ik IF4lifb TIF1-y F4 &
Mo A8 TIF1-ylgG FiiAR-ELISA #1121 3T TIF1-y IgG il BHPEREA , 4 H 20 100% ; 46T 44, 451
FREXT B ZH A1 25 (15 4 IR REAR B N 97.1% ., 538 45 10 TIF1-y 41 & (3 E Wl AR 4 M2 Wik
T 5 T A e B4 I8 P T, 56 T G T 4 4R 02 ST O BT TIF1-v1gG PR -ELISA J&—Ffvir 53 A R S
LT 2 A 73, XoF I R W AR T B LA J8 8 A — 5 I AN

[REWF] HERHPAHET 1y, BHEA; IR

Expression of transcriptional intermediary factor 1-gamma recombinant protein and its
application in ELISA for detection of anti-TIF1-y antibody

HAN Guanhua'?, LIN Xiaotao’, MENG Qingyong', HE Lin®, QIAN Chungen’, CHENG Bangning®*, XU Junfa"™
(1. Institute of Laboratory Medicine, Guangdong Medical University, Dongguan, Guangdong, China, 523808 ;
2. Shenzhen YHLO Biotech Co., Ltd, Shenzhen, Guangdong, China, 518000)

[ABSTRACT]

recombinant protein by genetic engineering technology and explore its application value in the development of

Objective To prepare transcriptional intermediary factor 1 - gamma (TIF1 - vy)

anti- TIF1 -y antibody detection reagent. Methods Insect baculovirus expression vector system was used to
express the recombinant protein and the purified recombinant protein was used as the coated antigen in ELISA to
detect anti-TIF1-v antibody. Results The TIF1-vy recombinant protein was successfully expressed and purified.
Anti-TIF1-vy antibody-ELISA was used to detect 21 positive samples of anti-TIF1-vy antibody, and the positive
rate was 100%. The specificity in the healthy control group and disease control group was 97.1%. Conclusion
The TIF1 -y recombinant protein has a good application prospect in the development of in vitro diagnostic
reagents. The anti- TIF1-vy antibody-ELISA is a specific and sensitive serological detection method. It has certain
application value for clinical diagnosis and treatment of patients with dermatomyositis.

[KEY WORDS] Transcriptional intermediary factor 1-gamma; ELISA; Dermatomyositis
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opathy , IIM ) & —ZH LI B DU IR 30 s LG ) Ay
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1-gamma, TIF1-y)#i & J& TARGOFF %™ 2006 4F:
18 1 B 22 YU IE ¥ ( immunoprecipitation , IP) B YK 7
LA 8 1MLV rh A IR —F B B biA 5 22 2 0
WFFEAE BT TIF1-y ST AT VR 9 il DM 2% 4k %
MG R A bR AR . R TIFL-y $TR Y
EARERE IP, (H T2 AW R i 3% Kl 40
A BREH, AU bR e, A E T
Il PRASI . H Al R A BT TIFL -y S i s
AEHTILRBUATE 1gG Al iR & (RRSZER I )
B TR [A] O 12 2 22 T e S M N BURR B S A
— 0 25 5, N4 A lm PRARE PR A A i Oy sk (n
ELISA b 27 & G 1L 48 ) Xk i 45 SR 17 25 65
Breels BET B 50, AW 34T TIFL-y B2 4R
HAE A2 T 5 By R AR, I & 3T TIFL-y
1gG HUIAAGIN 5 A A% 0 SRk

1 MEfA*®

1.1 ME
1.1 AR50

DH10Bac /#5275 41 il . SFO 41 fitd iy A 52 56 2= {4
FE 5 R B G 65 Mg A A Y 10 £ 04 ) Ther-
mo /2 1) ; Flag J2Hr B H MBL 2w ; Bt Flag b
2 R e REUIAR I A Bt AR MR A TRA R
HIEA W BB FE E )  TMB SIS B 9 M BB AR
YR A FRA 71 5 BT 1gG-HRP 1 [ FE M 4 4 115
A B2 F] s PCR AX L B# 71 BioRad 24 Rl 7™ i o
1.1.2  FRASRE

Pt TIF1-vy 1gG B ik BH 4 i 35 21 6], it Jo-1
IgG Pt #& . $iT Scl-701gG Fi 1K . HT W 5% DNA
( dsDNA) #1128 KU A F (RF) Al g 4 bt 1K
(ANA) £ 5 i, 2 25 5] (5 9 XoF B EH ) DL K& fi B Ak
i 2 LT 44 1) (g RRE X R 2H ) | ph AR 52 56 2 Wi 4 5
PRAF B 0 B TE IR AFTE-80C VKA -
12 Fik
1.2.1 KUK pFastBacl-TIF1-y [+
M Uniprot £ 4% & 46 2275 2]\ TIF1-y & R ¥ 5]
(ID: QOUPNO) , Fiz HE & H AFIR 93 5 32 18 2R Gt M 4
XF TIF1-y 780 A7 % 05 A4k, 78 C-i [l i 5] A
3xFlag JT74 , 460 HAEY R 5 (L HO A BRA T
A . AR TIF1-y 2K A 3 462 bp, Hrf 57557
BamHI [ U] 47 15, , 3" 3 7 Xhol EFYI7 45 , 28 BamHI
1 Xhol W] )5 i A %] pFastBacl # 4 , 33k ki
L5 B KU U] 68 R B ARG S A I A o

1.2.2 TIFl-y EAEAMNEL Sk

H pFastBac1-TIF1-vy ¥ {£ DH10Bac /&2 75 4
Jitd, f# B LB 35 F M (7% 50 we/mL RAREE &K |
10 wg/mL PUFR % 7 wg/mL KR E % 100 pwg/mL
X-gal F140 pg/mL IPTG) #4175 (A BEGR 1E , 73519k
IO BEFN B KRG 9%, 55 37 W F T B B 4L 4T
wr, HARERAES % ok R BOR ) & Ui . ]
M13 Forward/M13 Reverse 5| 4] %] T 2H #F k7 35 17
PCR %55 o F %5 IE 1 1Y Bacmid-TIF1-vy % 4 &
SFO 4iifits , 27°CH5 % 72 h, 500 g B> 15 min W4 |
5BV — R E A W5 (PL) ; P TR B 3
SFO 2l , 4" 3855 B¢ 15 2] P2 ; 8 12 A1 W] 1) 7 145 3
P34 P3 A B B PR 35 R 19 SFO 4 /it , 27C, 110
rpm K5 7% 72 h, WOIR A0 I 7 7 5500 R A5 AR B, i
LR AN M L AH IR, 38 i Flag 25 FUZ M kEdEFT 44k, Uk
EFIRFEY) 4T SDS-PAGE # Western-Blot 7347 .
1.2.3  $i TIF1-vy IgG HiA-ELISA {37

TIF1-y 41 & (A 40 8% 96 FLH (400 ng/fL) , 7
i Ak 5 P 35 BAT 5 0l 9 4% 12 100 6 R, B AL 100
pL,37CHEE 1 h; PBS-T Yk 3 IS IA 1:10 000
i B HRP Fric B9 BT A 1gG, 100 wL A:FL, 37C
I E 30 min; FRKIE VRS , INA TMB Y , 37CHiF
A 10 min; iz J5 AL, BRI OD fH .
1.2.4 SGuit2ahb s

fifi FH SPSS 26.0 ¢ i 43 B 14 %) £5 4 32F 47 Ak
o 2 i) 52 1 T AR R 26 (receiver opera-
tion characteristic, ROC) , #fi &8 H #: i TIF1-v IgG
PUAR-ELISA il i £ (cut-off ) {EL

2 R

2.1  FAJFUk: pFastBacl-TIF1-y [k # I % 5

LUK A5 A s I 5 R ek S, o — 4%
{7 B ZITE 3 400 bp Ab K TIF1-y KK, 55— 5 fir B 24
1F 4 700 bp &b A # A pFastBacl, VLK 1

1 M bp

— 5000
— 4000
— 3000

14 pFastBacl-TIF1-y £ BamHI/Xhol X{#§1]]; M 5 DNA Marker.
B 1 pFastBacl-TIF1-y MESHI L E LR
Figure 1 Restriction enzyme identification of
pFastBacl-TIF1-y
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2.2 HHFK Bacmid-TIF1-y )% 5E

B & A %5 3 1Y) Bacmid- TIF1-vy &5 {7 B 278
5 700 bp &b, A &A= F HE ) Bacmid 457 {7 B 29 7F
300 bp &b, VLI 2,

bp M 1 2

7500 —
5000 —

1000 —

250 —

7 :M iy DNA Marker; 1 *& Bacmid- TIF1-vy; 2 MBI IE
2 Bacmid-TIF1-y #1845 R
Figure 2 PCR result of the Bacmid- TIF1-vy

2.3 TIFl-y H 2 &ALl

FIRFEY) 4 SDS-PAGE 70 #r, H 14 A 4% s
B AILE 150 kD 4b . Western-Blot Z5 % 78 , 1iZ H 1Y
S e 5P Flag b Piiibe k4 &0 ILIE 3~4.

TE 1 N RAAEHEA ;2 T AL ZF % ; M O 81 73 T 5 Marker; 3~5
NEAEREAR

B3 RIEF=¥HI SDS-PAGE 9347
Figure 3 SDS-PAGE analysis of expression protein products

kDa

&
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130 — |8 By
100 —|
0 — :‘g
55 — BN il

W0 —[ .. e

M N E A5 T & Marker; 1-2 M4 fbAEAR
4 TIF1-y EZA&E B Western-Blot #2ill
Figure 4 The detection of TIF1-y recombinant protein by
Western Blot

2.4 PUTIF1-y IgG HiR-ELISA £ 25 5

ZE B R, OD {=0.273 I 29 548 $ok K, A
I cut-off (H 28 E 4 0.273, M IHEUREE H 100% ,
PPN 971%, WK 5,

HURE (%)

= 2
a
g2
1
1
0
0.

I
S
00 02 04 06 08 10 Y »
X

155524 (% )
B 5 #iTIFl-y IgG Hiff-ELISA ROC Hi £k
Figure 5 ROC curve of anti-TIF1-vy antibody-ELISA

3 iTig
TIF1-v # [ J& T TRIMs (Tripartite motif-con-
taining) Z 5 H , HA —> RING Z5#438, nT1E iz
RIEFENG B3 AR FEIE & A R rh i i
B, IS 5 TSGR 1 PS3 R B
TGF-B {5538 F A TG R4S X 2o 8 Y | St
VAT fig 2 g A o R v 7 A 1, DT AR i 1Y)
BT, B TIFL-y BT ATVEA Wl TIM 85 4k k%
PERRE YIRS o IR EXS T4 TIFL-y iR
PR TIM 3, B B VIBETT , S A TR G i
AR, TP B RN %S H SR i) & prifE (2
BIFANIE FH T R A I RASIN TR0 X6 AN BT S 1) 1R
R T AR TR CPRSEURI R BT TIFL-y Bt
PRREN AR A LB, S T S uEEA R i e R
DLSTF S AT I R oK B9HT TIFL -y HrAAA it
7, Aggarwal %' OriGene A &) i) 2lifk 44 TIF1-y
AR AR MR P R E S T 5T ELISA BBt
TIF1-y HUAR A 52 5 1P HE47 U, BARST A%
4 93.9% , A 5 BE Y — 2 (k=0.87) . Mahler 55" H]
RIS BNk 5 TP AL —4k DM B Iy , For
PUTIF1 -y FUIRI H SRSF 5% 0 94.9% ,k=0.71(P<
0.05) , —FhEils.  FRIFFERM, LIBRSEHILAR BT
PRI 1gG At & A QR 1Y 1B Al 7 ik 5 axbmife
1P A3 55 () — 350k, [RIRE Y, LA ELISA S SR BT 5T
ARSI 7 it A B R TP,
A FE IR R 2 B 2 (1) 5 W 52 B e gk
SE L RFFROREAS S BRSSO R R AT LR LA,
— SR URALE . AU S R4 24l
b5t SDS-PAGE 73 #7 , A AERE A i A H 1% 5%
AR B R R 2 A A TR
SRRSO FFRAE . T A AR R AR
], ELISA F1 1B Y [ AR 87350 o R 2 06 Fi i
MR R, b T AR S frE 2R, Wk
H A AEEIR R A LENS , — T E AT — 2 i)
(] AP RE T, e Rk 2R 1 O 36 P 1T R 23 s il — 2 1)
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S T 2R F 55 TR AR 114 235 D) A ek 0y L R o
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T RN B 2 T ZEA MBS M B A7 Bk
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A-BLISA J2& —Ff i S5 R 28 A5 00% i 37 7 46 00y 3%
X I R 12 W R T B LR B8 3 AT — 2 19 0L FH A
(B, PTVE S B G Rl i3 70 1) R AP #h 7e o

[1]  Betteridge Z, Mchugh N. Myositis - specific autoantibodies :
an important tool to support diagnosis of myositis [J]. J Int
Med, 2016, 280(1): 8-23.

(2] =TI, B, B0, 5 . LR A 427 BILR 4 5

[4]

[10]

[11]

[12]

[13]

PEGUA T K 500 PRAFAEAR DCE AT (7], A XU 27 2
i, 2017, 21(9) : 585-594.

Targoff IN, Mamyrova G, Trieu EP, et al. A novel autoanti-
body to a 155-kd protein is associated with dermatomyositis
[J]. Arthrit rheumatism, 2006, 54(11): 3682-3689.

Shimizu K, Kobayashi T, Kano M, et al. Anti-transcription-
al intermediary factor 1-+y antibody as a biomarker in patients
with dermatomyositis [J]. J dermatol, 2020,47(1): 64-68.
Tansley SL, Snowball J, Pauling JD, et al. The promise, per-
ceptions, and pitfalls of immunoassays for autoantibody test-
ing in myositis [J]. Arthr Res Ther, 2020, 22(1): 117.
MK, X RN, SKHLST , 45 . ELISA 1515 S IR A pAAG
L MDAS B Bt TIFLy PO E XS 4307 [T]. FE bRk 56 22
2R, 2019, 40(9) : 1028-1031.

Fujimoto M, Hamaguchi Y, Kaji K, et al. Myositis - specific
anti-155/140 autoantibodies target transcription intermediary fac-
tor 1 family proteins [J]. Arthr rheumat, 2012, 64(2): 513-522.
s g, ARiE, ARMBME . TRIMs 52 1% 85 (1 16 W40 s P i
MR [0 ] IR 222575, 2019, 24(10) : 938-942.
Aggarwal R, Oddis CV, Goudeau D, et al. Anti-transcrip-
tion intermediary factor 1-gamma autoantibody ELISA devel-
opment and validation [J]. Rheumatology (Oxford), 2014,
53(3): 433-437.

Mahler M, Betteridge Z, Bentow C, et al. Comparison of
Three Immunoassays for the Detection of Myositis Specific
Antibodies [J]. Front Immunol, 2019, 10: 848.

HKME, SkTIFE, A . A BRI SR B R (1]
B A 3 PR 2 247, 2019, 40(11) 1 1368-1373.
Damoiseaux J, Vulsteke JB, Tseng CW, et al. Autoantibod-
ies in idiopathic inflammatory myopathies: Clinical associa-
tions and laboratory evaluation by mono- and multispecific im-
munoassays [ J]. Autoimm Rev, 2019, 18(3): 293-305.
Fujimoto M, Murakami A, Kurei S, et al. Enzyme-linked im-
munosorbent assays for detection of anti-transcriptional inter-
mediary factor-1 gamma and anti-Mi-2 autoantibodies in der-
matomyositis [ J]. J Dermatol Sci, 2016, 84(3): 272-281.

(#5702 1)

[6] Chen X, Deng R, Chi W, et al. IL-27 signaling deficiency
develops Th17-enhanced Th2-dominant inflammation in mu-
rine allergic conjunctivitis model [ J ]. Allergy, 2019, 74(5) :
910-921.

(7] BABURL. JET STATL A7 5 0 K AR 1 0 Wiy 77 JURE X 1 Wi
KB Th1/Th2 fe e P A i P45 (D). Jb ot e st B
25K, 2019.

[8]  Willison HJ, Jacobs BC, van Doorn PA. Guillain-Barré syn-
drome|[J]. Lancet, 2016,388(10045) : 717-727.

[9]  SLI¥, A E A Hughes 340K bk BRI 254 4F A L 2R
PRy SR A B SIS A BT [T ). BE 2R R Ak, 2020, 41
(7):120-123.

[10]  EV4l . IL-37 X742 1 M 5 58 28 5 AR DG 20 M IH] 1 e i i 4

(11]

[12]

[13]

[14]

W] 2 F2WH S IRIF A4S, 2021, 13(1) : 99-102+106.
Montes de Oca M, de Labastida Rivera F, Winterford C, et
al. IL-27 signalling regulates glycolysis in Thl cells to limit
immunopathology during infection [J]. PLoS Pathog, 2020,
16(10) : 1008994

Zhang L, Zhang J, Su S, et al. Changes in interleukin-27 lev-
els in patients with acute coronary syndrome and their clinical
significance[J . PeerJ, 2019,7(1) :e5652.
AT AR, TR, AF . A R0 MR
-27 TEAS PRS- B S 5 SO HL TP AT e e [ ] [ B
W IR Sk S RL 2%, 2020,44(6) £ 359-363.

WRIVZS B 40%E . Thl7 40 S TL-17 528 RURIGTT R OCRIF
FEHERE[ ] BRI RS 37538, 2019,28(16):1814-1818.



NTEWi SR s 20214E5 4 45134 4558 T Mol Diagn Ther, May 2021, Vol. 13 No. 5 - 707 -

9t PCRASIG i HIZAHOGHE PR 28 55 ity o

X FHW FrX* & &

[ ZE] BM r AR e 2 3L N 28 W58 PCR Kl vk . Ak &xt
CYP2D6*10, CYP2C9*3 . ADRBI (1165G>C) ,AGTRI (1166A>C ) ,ACE (I/D )5 7 {51 5. 43 W 345 Sk 5
YRR ED , AL 5L %8 PCR AR R o B0 UE % 7 % A9 SRR ME R S b R R B BT e
e 4&%4&%2017$6H§2019$1FJZIK&%EDTA-K)ﬁ@%émlﬁZIK%MﬂH PRFEAS, 23 5l 5k
PCR i FE BRSO i A RGN, DA R RS 79 S ) L O v W 1R A e, PPN 9 PCR 5 1Y
RS PEmAETY: . HR LiE’J}U‘(,PCR{zEXT?i/\MIEE’]&UJCVfEﬂJ/J NT 5%, K BR AR 5.
10.20.5.20 ng/uL . 362 il lfi PRAEAS Y A5 0 25 51 5 D0 P 92 19 — B30k S 100% , S50 R S5 1 L HET
PRV IS ik Gi8 H ST WA A I v I 24 3L I 2 25 M1 5 0k PCR i B AR 4 119
TR RS R N A M ELERAE AR SRR AR S, T e I 24 0l R A AR S

[RgiE] s ; R LM, CYP2D6; CYP2CY9 ; ADRBI ; AGTRI ; ACE

Establishment of real - time PCR assay for detection of hypertension drug-related gene
polymorphism

LIU Xiuqing, LI Yanwu*, HUANG Lei

(Department of Laboratory Medicine, The Second People’s Hospital of ShenZhen, ShenZhen, GuangDong,
China, 518035)

[ABSTRACT] Objective To establish a real-time PCR assay for detecting drug-related genes polymor-
phism in hypertension. Methods A set of allele-specific PCR primers and probes were designed for CYP2D6*
10, CYP2C9*3, ADRBI (1165G>C), AGTRI (1166A>C) , ACE (I/D ). A real-time PCR reaction system was
established and optimized. The accuracy, susceptibility, specificity and repeatability of the assay was evaluated.
A total of 362 clinical samples of EDTA-K2 anticoagulant whole blood samples from Shenzhen Second People’s
Hospital from June 2017 to January 2019 were collected, and tested with fluorescence PCR, gene chip method,
and sequencing method respectively. The gene chip method was used as the comparison method, and the se-
quencing method was used as the gold standard to evaluate the specificity and accuracy of the fluorescent PCR
method. Results The established fluorescence PCR method has detected CV values of less than 5% for the five
loci, and the detection limits are 5,10.,20.5.20 ng/pL. The consistency of the test results of 362 clinical sam-
ples with the sequencing method was 100% , and the sensitivity, specificity, and accuracy were higher than
those of the gene chip method. Conclusion The established fluorescent PCR method for detecting gene poly-
morphisms of hypertension drugs has good accuracy, specificity, sensitivity and reproducibility, simple opera-
tion and easy interpretation of results, which can provide reference for the clinical use of hypertension drugs.

[KEY WORDS] Hypertension; polymorphism; CYP2D6; CYP2C9; ADRBI ; AGTRI ; ACE
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CYP2C9*3 . ADRBI (1165G>C) .AGTRI (1166A>C) .
ACE (/D) %57, HAj & i H 25 B R A £ 22
YA T I  PCR-RELP 3 K HS F il PCR-1 i
M2k, 1i = FEAE SR, Pt 2% 77, xE LU 2 IR
BRI 2R, T PCR-JA 7 2 (AR R S B 2 5]
Wir (%) 1 5 2 AR S 9 6 PCR, %6 PCR HLAT 55 2
CPE R S ERAE AT S5 R A AR A
TG PR HAT I o ASBIFGY B A J 57—l 157 BRL YA
) % 6 PCR ¥ , £ Il CYP2D6%10, CYP2C9%3,
ADRBI (1165G>C) .AGTRI (1166A>C) .ACE (I/D)
P Z A1, e IR 25 PR Al RS2

1 #MRTE

R
PRk

W BE 2017 4F 6 A % 2019 4F 1 H B EDTA-K,
PrEEA MAEA 362 03 (R LT 93 1)) o AN AFRIfE:
L 52 18 e I 5 AR R Rl 7 e B R o HEBR b
1 : OBEAA RGO L V0 Jpogg i s i s @ik
SE U I A REAS s QFT AT B IR ILTC R G K R &
TN AR BE B2 by 2t , i FH 2 52 %
IR ARAEAS , A e I [l 2

1.1.2 G 22

GHINFEMS 10x Taq buffer(Mg™ plus) .25 mmol/L
dNTP (5 dUTP) HS-Taq Ex(5 U/uL) .UNG i . JT.
I 3 Ayt 20 % 1R i B 5] (50326) I e 22
I 35 PRLES A G 3R 57 (201811001) 5 R YIIE fE
YN-16 2% 22 % . 35 |6 3 45 Genepix 4100A £ 4 ith
A AL BN H FQD-96A %5 PCR Y | 1 [
Implen P-330-31 M T
12 ik

PEBUARAS DNA B -70CKA AT . 514
B 4H 1% 7T F Primer Premier 5.0 /2 Primer Express
3.0 AV AR 2 . WK 1,

PCR ¥ 31 7= 3% 2 FE B IRBHEE ) )3
HCHEAT R ) FE AN E o PR e 4 E 2 I
SRR eI 15

PG PCR N 43 5877, IRWIAZR 20 uL, 2
4% Taq Buffer 2 puL, HS-Taq Ex 0.2 pL, UNG i 0.05
uL, dNTP2 pL, 10 pmol/L 51 ¥ % K45 4F 45 0.2 uL;
DNA 1.5 pL, ddH,0 13.45 pL. 1§ ¥ £ % . 37C
10 min; 95C 5 min; 95°C 15 s, 60C 30 s, 1t 40 M
W TEREMRT B 60 CIUER DO RS . WK 2,

1.1
1.1.1

F1 SIFniRE

Table 1 Primers and probes

514 519 HE P (5'—3")
¥ 41 TCATATACCCCTGAATTGCTACA
CCAGAAATTCCAGCCCAA
789640 GCCACATGCCCTACACAGATG
GCAGTGTAGGAGAAACAAACTTACCTT
WP  FAM-TCCAGAGATACCTTGAC-MGB
MP  VIC-TCCAGAGATACATTGAC-MGB
M4 CGACCGCCTCTTCGTCT
CTTTTCTCTTTGCCTCGGAT
784 CCTTCAACCCCATCATCTACTGC
CCGGGCCAGACAGCC
FAM-CCTTCCAGCGACTGC-MGB
VIC-CCTTCCAGGGACTGC-MGB
GTATTGATTCAACTAGGCATCATACG
GTACAAAATGTGCAGTACCAGGTG
CCTCTGCAGCACTTCACTACCA
ATGCATTTTCTCCTTCAATTCTGA
FAM-AATGAGCCTTAGCTACTT-MGB
VIC-AATGAGCATTAGCTACTTT-MGB
ACTGGCAGCACAGTCAACACA
GAAAATCCAGTCCTTCATGCCA
TGCTCCTGGTGGACCTGATG
TCCACATGCAGCAGGTTGC
FAM-CTGCACGCTACTCA-MGB
VIC-CTGCACGCTACCCA-MGB
CATGCCTGTAGTCCTAGCTGC
GGATCTACCTTTTCCTAGGCTTG
CTTAGCTCACCTCTGCTTGTAAGG
ATCTCCTGACCTCGTGATCCG
ACTCCCATCCTTTCTCCCATTT
VIC-GTGCTGGGATTACAGGCGTGA
TACAGTCA -BHQ1
FAM-GCCTATACAGTCACTTTTA
TGTGGTTTCGCC-BHQ1

1« FAM b 52 3L 58 0% & | VIC 75 S %€t £ . MGB N Minor
Groove Binder .BHQ1 Jy B I v K LA 1,
R2 FEIHPCR G R

Table 2 Results interpretation of fluorescence PCR

s 1 G

CYP2C9*3
rs1057910

ADRBI
rs1801253
MP
WP

W)y 2H

AGTRI %64
rs5186
WP
MP

DS il

CYP2D6*10 %é3t4H
rs1065852
WP

MP

M4

ACE

YL
54340
rs: P

Dp

FAM iliii VIC il ii

R AP (Ctfi)  (CtiiD)
CYP2C9 AGTRI AL (W) <34 =38k
CYP\2D6 ’ JRET(H) <34 <34
ZRAFH (M) =38t <34
AL (W) HEARI(TD) =388 <34
ADRBI \ACE Ze5 I (H) <34 <34
AR (M) (D) <34 =388k

PEREPEAN A6 0 FR B A H A W B M A
%8 H TE 22 th il 43 0 76 B 22 50.30.20, 10 F1 5
ng/pL, F%¢ 56 PCR Rl 3 vk, 780 51 1F #f BRI 47 & o
T B 20 ng/pL 43 3 HEAS I, ALK DU 8
K, HE FAM F VIC 838 Ct-F-H{E A ifE 2 F17AE 57
FHL,CV<5D R etk HUTHEEETT 40 BImA 3 200
mg/dL H il =& . 200 g/dL Il £L % . 150 mg/dL fIH
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Z1F 2 F5I6 7 VR B 1w IR H T 254, 3 90 AR
A PRGN 5 PRAE AS A DU B o B - A =
b 0 SR 362 FIFEA
1.3 Gtk

K JH SPSS 19.0 Ecdg 73 Hr 5 SR FH UA% & 70 7
5L kAR H, PR 260 PCR YA AR A %
SR I HEAT R R AR s 50 A b, PR 2
7 PCR L AF A 28 EfR M 217 B R 7 K 565
DL P<0.05 h2ERA G EE Lo

2 FR

2.1 bR

25 WK 20 ng/pL IYFEAS 3 YR A I 32 24 1] 1E
ffi . CYP2C9*3 5 ng/pL fl ADRBI (1165G>C) 10
ng/pL HAFEA FAM G B HA 2 RG34 ACE
(I/D) 10 ng/pL H FIFEA FAM F1 VIC il iE # LA
2UEY I, WK1,

CYP2C9*3
W H A M 74

TOTIANNNN T T i
ADRBI (1165G>C)
w Rl H# M %

Todusnanans i P ERTET TR IR DRI T
EEFREEEREREER FEEEEEEE

AGTRI (1166A>C)
WA H# M#

CYP2D6*10

WA H#Y M 74
IENENRERERY F - ._.é/ Inu
TR LI ey T i Tt T e

ACE(I/D)
D # H# 1%

B 1 WHPCRIEMER

Figure 1  The results real-time PCR

22 WEM
H & WA M UL Py 22 Kb a) 228 /N T 5% .
k3,

xk3 EEUHKRMNER (%)
Table 3 Repeatability test results (%)

FHe R Y HR 1 CV H#Hk 2 CV #HEk 3 CV bl 22 vV
W FAM 0.79 1.78 3.87 247
) FAM 123 2.04 3.38 2.33
CYP2Co H oy a7 1.98 3.76 2.54
M VIC 123 3.88 0.37 2.40
W VIC 168 0.78 1.25 2.79
H FAM 0.64 0.64 0.95 242
ADRBI
VvIC  0.72 0.76 0.95 2.54
M FAM 0.71 0.77 0.90 1.19
W  FAM 143 1.27 1.23 1.43
FAM 125 2.66 1.82 1.25
AGIRL H 10 gop 2.84 1.52 0.92
M VIC 210 0.94 0.89 2.10
W FAM 1.75 1.39 1.05 1.37
) FAM  0.54 1.19 4.11 3.08
CYP2poH - 10 om 1.01 4.16 3.20
M VIC 083 0.68 0.61 0.69
D FAM 0.73 0.98 1.51 1.49
FAM 0.78 0.54 1.25 2.57
ACE B vic 099 2.30 1.62 3.06
I VIC 029 1.01 1.26 2.38

2.3 Hitikhg

FEA A TP 3 i FE A A I CT 8 5 I 4
FEA CTEM ZESE 1D CT N . W4,
2.4 I IRFEAS B UE 5 v

H A 5 4 CYP2D6*10 % 56 PCR i W L fij
FEPLES R A H A, 5345 1 61985 PCR 2 H AL M
YT 3 LS R o MOBLRT H 7Y 5 3845 3 6] ACE(I/D)
2 PCR 2 W BRI L PRLES oA H B 5 95t PCR 2
PR 43 50 5 0 e 485 51 58 42— B0, 75 AR 100% , UL 3%
5o AL L 2. 362 Bl EEAR 43 5 IR A
e R, FER A6, IR 6,

3 it

CYP2D6*10 Z 35 0] 52 SEHLIK R R4 it
G PAER N A TR CYP2C9*3 RERFIRAK
DIvbR WO T IR RN TR R
ADRBI J& B1 5 L IR E Z R 25 M1 FH A A,
2RI 258097 50 s AGTR1 (1166A>C ) E 5 i B 2 -
I 77 B e 2% - [ R G 4 R 2R 2 W T Ak
ACE (I/D)fig 52 ACE 1 il 77 F1 B 52 (A4 4157 2
YW AR O FE R I AR L R A TR R
AN TR) B R 245 90 10 97 805 g T 3, B G M 1 44
PEARIRTT o PRI PR 20 i 37— o bkt 75 46 ] LA
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Table 4 Test results of anti-interference ability

A A H-iih = ML HEH JIBELER Je bt [IEERETN AR F A
w FAM 0.12 -0.18 0.04 0.18 0 0.37
; FAM —-0.17 —-0.24 0.05 0.58 -0.43 -0.37
Crp2co H VIC 0.6 —-0.19 0.15 0.95 —0.12 0.49
M VIC 0.58 1 0.64 0.03 0.53 —-0.13
W VIC —-0.02 —-0.03 0 0.07 —-0.86 0.25
FAM —-0.55 —-0.58 -0.6 —-0.07 0.11 0.32
ADRBI H VIC 0.26 —-0.42 -0.17 -0.32 0.03 0.26
M FAM 0.1 0.13 0.12 —-0.17 0.07 0.14
w FAM 0.29 0.24 0.66 —-0.19 0.4 0.81
FAM 0.01 0.16 0.67 0.47 0.75 0.15
AGTRI H VIC 0.68 0.29 0.7 0.33 0.35 —-0.05
M VIC 0.1 0.19 0.12 0.51 0.39 0.54
\\ FAM 0.59 0.42 -0.75 —-0.89 0.83 -0.94
. FAM 0.74 0.77 0.48 0.27 —-0.03 0.53
CYP2D6 H VIC -0.73 —-0.18 0.45 -0.37 —-0.61 —-0.36
M VIC 0.6 —-0.04 0.1 0.44 0.13 -0.57
1 VIC 0.08 —-0.01 0.02 0 0.1 —-0.13
ACE H FAM 0.31 0.2(_) 0.68 -0.17 0.42 0.83
VIC 0.16 0.25 0.18 0.57 0.6 0.06
D FAM 0.23 -0.5 0.27 -0.61 -0.55 -0.91
R5 3G TT IR LS RX L 24
Table 5 Comparative Analysis of the results of three detection methods
SN N ETRTIN s s AvsB AvsC
S FOEPCRILA  HEHEFEB MTFLC WEE %) 7 PE AR 7B PHE
w 324 324 324 100 0.00 1.00 100 0.00 1.00
CYP2C9*3 H 37 37 37 100 0.00 1.00 100 0.00 1.00
M 1 1 1 100 0.00 1.00 100 0.00 1.00
N 23 23 23 100 0.00 1.00 100 0.00 1.00
ADRBI H 124 124 124 100 0.00 1.00 100 0.00 1.00
M 215 215 215 100 0.00 1.00 100 0.00 1.00
w 334 334 334 100 0.00 1.00 100 0.00 1.00
AGTRI H 26 26 26 100 0.00 1.00 100 0.00 1.00
M 2 2 2 100 0.00 1.00 100 0.00 1.00
W 96 91 96 98.62 3.20  0.063 100 0.00 1.00
CYP2D6*10 H 152 157 152 98.07 229  0.125 100 0.00 1.00
M 114 114 114 99.45 0.50 1.00 100 0.00 1.00
1 169 166 169 99.17 1.33  0.250 100 0.00 1.00
ACE H 148 151 148 99.17 1.33  0.250 100 0.00 1.00
D 45 45 45 100 0.00 1.00 100 0.00 1.00

xo BhEAMESOEAEEESH
Table 6 Distribution of genes in hypertension group and non
hypertension group
1 1L 2H (n=93 ) A MR 4L (n=269)

s
H M w H M
CYP2C9*3 36 7 0 238 30 1
ADRBI 5 21 67 18 103 148
AGTRI 36 6 1 248 20 1
CYP2D6*10 22 43 28 74 109 86
ACE 40 40 13 129 108 32

B DN sy ot s FH 24 A DG S R Y v

%% Jt PCR & X} 362 fi Il IR # A i 17 #
-, B & CcYP2C9*3 ., ADRBI (1165G>C) ,AGTRI
(1166A>C ) H) PRI 43 A 55 5K KSR 46 N B SCHR

B —E 2 M CYP2D6*10 I ACE (I/D ¥ PR 11 43
5B MEE NWHGE AR —30, X 5 BE R
FEREARM T HA G ARSI G 2R YA X
AR EDURE ANBER) ADRBI 3K 2 5 PEWF IR 45 A1
— 5, X /R ADRBI 3E K C S5 FE A T fig &
R I 1 1) B T AL

¢ PCR K CYP2C9*3 . ADRBI £l AGTRI
53K H 100% 454, CYP2D6*10 . ACE 1) 3 [H
FIFF A R 2 98.07% .99.17% , K5 i 45 R T 58
e 5. LA Sanger M ¥ R 4 AR ME L 56 ) PCR 1LY
HERA I RS OB Y O 100% , UE 52 T 2t
PCR % ) HERA M v T2 DS i o MERR 286
RLE PR S B 5 X L B DL R TE A 1 T H
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S W SIRTT 26
CYP2C9*3
W H %Y M

] 0 0 a0

shhe6rcCaaferarcrct i TaTCTCT 66T CAABGTATCT CTOOA
| I | 1

L \/\ ﬁl/\/\g

W H#! M A

10 ¥ 0
6CAGTCBCTGGAAGCAGTCECTG G AA

G TCRBCTG 6 4A

WA H#! M A

g
........
.....................

i \ \ I I ‘ |
Aty i A \3\ A (\ \‘{
M A U T |
AINARAARARN RNARA ARANARAT A R
CYP2D6*10

W H A M7
GGGGGC(TZénGTGGG775513n7 scszéusccws?cszéuhcccf acczénccc:utcgzéﬁrsccc:‘

I \ ,'
ACE(I/D)
17 D #l H#

T

M (\‘ .';ulﬁ\/\\ N q}f
P AR

B2 MFLER

Figure 2 Sequencing results

ESHL, B B RS R 25 R A . Ak, ACE
3 i AL RS R 4 G 8, AR T4 A BRI
B 2 RV — B i FE AR 1Y 1y 91 3 2L ; CYP2D6%*10
A 7 B S R 5 00PN —2, T e CYP2De 1/
*10 fF /N BE R 5 AR 1, B¢ PCR IR HIE 52
CYP2D6 224 T4y I C: TAEAE 1:1.1:2.1:3 1
M4 A VIC {5 FEHA LT FAM 172, it
Sanger Ml J3>  FE PRLES i i J& 2¢Ot PCR, HiF I Ab #E K
FOMI], i Z 3557 )5 AL BR 2R B 2% 77, 91 PCR 48
VR B R 5 RE S e E A AT A G
HERHAE5 5 B B IR SS M ANSIEIR. 4
SR PCR WA R BRM: , AT AT 2 %0 9 SNP iz
ST ANBE & A FI Y SNP o7 251

Zi L PriR |, 9t PCR 5 e 18 Tl 3 ot i ) 7 3
o I A 5% 8 T i 7 Sy L A A v i 3
R AR A7 43 AL, W SR BRI 4 K AEAC & 9 H kAT
Z b Im PREIE, B EAA T R 0 R

&% 3k
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HEONHLX. EV71 2% e hiok -5 32 109 B dr
MyeAE M

[ ZE] B# 7MEMNTmERS EVIL BL(EVTL) K% BRI KO SRR T 2 TR
IFAEN . FiE PL20144F 1 H & 2018 4F 12 A FAR I BEIIA 1) 4 692 1T /2 11155 A Be v 1 R ik 5
4 KRB IUIT T A, RS 2062 & PCR 7 LR B iE R s IR . &R 2014 £ 2018
AE BN TH T 2 U 4 4E R R 3 91 636/10 J7 .601/10 73 .555/10 J7.607/10 J3 F1478.5210 7T, 2017 &
2018 4E LN TH EV71 58 1 A% B R R0 91 0 8.82% 1 14.52% , A5 W2 Th o 38 B 432 b Aif 1 26 I 2 s
571 B(EVT) M HE o 6.97% 5 T 5T 4046 8 el 27.73% o P B 42 T R 42 Rl 8 B 9 4 BV T #
R 21.95% 5 oA 4 b 8 i BT £ B M R HE A 14.83% 5 & FE R 8 1 B0 4H A A8 R EE R 0.00% 5 E 4% b
W AE AL A LA 0.00% . 2518 2014 2 2018 4F M T F 2 DR IR R Fm A T EVTL RE 50
KA R . BVTL BG4 P AE A AU B AR LZE EVT1 BT 2 R I & %

[X$ER] FRI0; EVILEEE; s

Inoculation of enterovirus 71 vaccine and pathogen analysis of hand-foot-mouth disease in
Huizhou

YANG Kunxiang', HUANG Bin**

(1. Huizhou First Women and Children’s Hospital, Huizhou, Guangdong, China, 516003 ; 2. Department of
Laboratory Medicine, The first affiliated hospital of Sun Yat-sen university , Guangzhou, Guangdong, China,
510080)

[ABSTRACT] Objective To analyze the inoculation of enterovirus 71 (EV71) inactivated vaccine
and pathogen characteristics of hand-foot-mouth disease (HFMD) in Huizhou. Methods A total of 4692 pa-
tients with severe HFMD admitted to in Huizhou children’s hospital from January 2014 to December 2018
were selected as study subjects. The anal swabs of the children were collected, and the enterovirus RNA was
extracted. The enterovirus nucleic acid was detected by real - time fluorescence quantitative PCR. Results
From 2014 to 2018, the annual incidence of HFMD in Huizhou was 636/100 000, 600/100 000, 555/100 000,
606/100 000 and 478/100 000, respectively. The estimated EV71 vaccination rate in Huizhou from 2017 to
2018 was 8.82% and 14.52% , with a significant increase. Before vaccination, the proportion of EV71 was
6.97% and 27.73% , respectively in the mild group and severe group. After vaccination, the proportion of
EV71 of the unvaccinated was 21.95% and 14.83% , the proportion of EV71 of the vaccinated was 0.00% and
0.00% , respectively in the mild group and the severe group. Conclusion From 2014 to 2018, the incidence
of HFMD in Huizhou remained high, and the EV71 vaccination rate needs to be improved. The vaccination of
the inactivated EV71 vaccine can effectively reduce the incidence of EV71 infection in children with HFMD.

[KEY WORDS] Hand-foot-mouth disease ; Enterotirus 71 vaccine; Pathogen
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F B 9% (hand-foot-mouth disease, HFMD ) /&
iy % 18 9% 2% (Enterovirus, EV) B Y4 5| i) —Fl L
FAYR" . 2008 4F 5 H, TUAEFOR T ARAA
Do N R . SR TR DR e E 2
Ji 18 6 B 28 B A i 18 0% 2 71 %Y (Enterovirus71,
EV71) ST 2 5 A 21 6 5 .10 B F1 16 74 (Cox-
sackievirusA, CA6, CA10, CA16)4E ,1ff EV71 &
WA SR ER L LT 2 K BAE AP T /) 32 B
JRARR HHETX BEVT1 S i Bk = A 3P0 B 24
Yy, T Pk g A R R EVTL SRS R TR O
i B A R R, 2016 AFE BN T IE S B
EV71 KGR o A5 38 38 20 B B 7 3
FARM T2 PR AR R EVTL ZE R R 456
A EVT1 RE 1 2R e B 18] B i = 2 171955 97 651
B S 2 R AR, R 26 T i EVT1 8 R 2 1
o URAT A SR, Shy i) R 5 A SR B AR A

1 ARSI

1.1 kIR

OF 2 FU &5 TRk B T 45 K =7 LA 3
Tk e B W A B R G iR 1 2014~
2018 4F 217 F & i 117kt s @QEVT1 K R 11
FEADGERE I b [ o gz LR 5 B B R G R
2017 4F 1 H 2 2018 4F 12 AT A N H 4
B EVTL IO RE RIS LR R 5k ; (32014 45
1 H % 2018 4F 12 A HAR R A BT 2 H 9 L RHIGE
() 4 692 1] F & 1A B UL AR R4 BT AL
P Z G B AR G A ek 55 8 LAY IZ 8T, 9 1]
AR SR RN 4> A TERELL” 5 el o AR —
P R A3 Sk R E A 5 AR R A B ) B A3 Sy 92 v
FEFPHT (2014 4F 2 2016 4 ) A B #2805 (2017 47
% 20184F),
1.2 EV71 R LR AR )ik

R 4l 75 P PP AR R GEORE T B EVTL 8 B 2
FNUE AR S5 F2 0300 R A 391 e 0 25 2 5]
U (n) BR DL 2, 153 B 5 A (a) 5 SR 5 A4
FEMEBELL 6 A i ~5 % JLE N A AZ(b) , 153
R (D) o AN ra=n/2, f =a/b,
1.3 FRACRAEE

i 38 95 A IR A I A A R A BE 24 h PIRAE 1Y
LT FhRAS . H BT 35 5 SR G B SR R 41 4
SRR T AR LUITT T 2~3 cm, [ 111 JE 4
SRR, BAE AT T R R e e v 48, AR ) S B 4K

THEANA 1 mL A FRER K TC R T REE .
1.4 AU FT

IX#S A ABI 7500 HI S 9¢6 5E B: PCR & K4
R4 CABI, 2 [ ) ; 38 975 s A% R RS I 28 913 77 6
(EV71 54 [ CAl6 #Y 8 F i s 5 &Y ) | 1l R
TR B HE R AR AT BR A ml B L
1.5 JREEAL IR PR U D¢ 5 5E 1 PCR Kl

FEARL TR B IOR v Ll R 28 22 JE I ey A
RS F) A 7= A% TR P2 BUR ) & (B A ), Bk
PEAE BN 58 A i IR0 Ul B B s 5 1 k471, 37
N A R N S e BE i B 9 8 EVT1/CAL6/
EVs A% W K 2 51 1050) &5 1 P R VE R, Bk
BRI AN 25 0T R TP S 4 A B 4
T FEL IO o B SR B A A TR 5 SR
1.6 Gil2Er

J5; 1 SPSS 20.0 84 i 47 43 B, 1A R
n (%) F7m , AN IR g 38 95 B FHAS [R) 445 18] 1) AR
2 K25, DL P<0.05 R =S A Gt o

2 #R

21 FROWmERR

2014 % 2018 47 B 7 F 2 H R BRAE i K
NEU 510 29 590,28 160 .26 397 .28 961 i1 22 859
], K965 510 636/10 11 .601/10 T3 .556/10 J7 .
607/10 J3 F1479/10 77, WL 1,

35 000 700

30 000 600 ~
= 25000 500 3
& 20000 400 =
£ 15000 300 %
4 10 000 200 £
5000 100 &

0 0
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B 2014~2018 EEMTFEABREFERER
Figure 1 The incidence of HFMD from 2014 to 2018 in

Huizhou

2.2 EVTI BEMABE IR
20174F 1 2 12 H, BN TSRS EVTL R i 4
TR ECH 78 896 AR, B A £ JLE (6 Hlg~5%)
PRI 17.64 NI, Al R0 250 8.82%
20184F 1 & 12 J1, BUN AT HE4R 45 EV 71 % He A )
ACH 130 675 AR, B E 24 L (6 Ak ~5 % ) 4%
FFIRECH 29.04 AWK, bSR3 14.52%
2.3 EVTL L F RN ET S W 18 6 1 R 1 L A
EV 71 R 1 42 R 5 i 18 555 1548 1% B0 A ge 1
SFEER IR 1~2,
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Table 1 Enterovirus composition before and after EV71 vaccination [(n(%)]

o R " . . g S5 %%
ZH 5 SRR HFMD #il% (EV FHPESD)  FHTER (%) VI CALG Vs
e 2014~2016 o i) 1218(760) 62.40 53(6.97) 141(18.56)  566(74.47)
2017~2018 EEi 579(328) 56.65 72(21.95) 58(17.68) 198(60.37)
2017~2018 CEEA 133(90) 67.67 0(0.00) 12(13.33) 78(86.67)
TREA 2014~2016 ki) 1419(1190) 83.86 330(27.73)  147(12.35)  713(59.92)
2017~2018 KA 1173(1 005) 85.68 149(14.83) 65(6.47) 791(78.71)
2017~2018 £ 4 AP 170(130) 76.47 0(0.00) 17(13.08) 113(86.92)

F2 EVII EHEMIERERSHRBRSGITELE
Table 2  Statistical comparison of Enterovirus composition
before and after EV71 vaccination

eiEd] HEA
7 P 2 PIE
FERET EVTL 5 R R EVTL 50.54 <0.01 53.16 <0.01
HEMHTEVTI S EVTL 6.69  <0.01 48.07 <0.01
FEFIHT CALe 5 K40 CAl6 0.12  >0.05 21.63 <0.01
JEFIAT CAl6 5 E4%FP CAl6 149 >0.05 0.06 >0.05

A A

$ERIHT EVs 5 K427 EVs 253 >005 123 >0.05
AT EVs 5 2 4% EVs 1.89  >0.05 228 >0.05

KALFIEVTI SE M EVTL 23.87 <0.01 2219 <0.01
KALFh CAl6 5 E 3P CAl6 096 >0.05 7.50 <0.01

KEEFNEVs HE M EVs 4.67  <0.05 0.10 >0.05
3 itig

EV71 KGR HAE NI A B0 R, B
AT AT A JLGE S s A R I 2
Xof A Y 9 1) B 8 AR B AR FRATT 85 B O . AT
R BT 2014 2 2017 4R T /2 CUG &0 R B
AEFTE 500/10 J7 L) b o 2018 4F 4 5 RN P AIL— L&
k1 479/10 77, {5 T4 [ 2008 & 2017 4EAE - 34 & 9%
(13510 J3)" W T AR HLIX 2014 2 2018 4F
T2 PR AR R R (16710 T T R
2016 & 2017 4F A9 4F & 9 7K - 5 (356/10 J7)
ot B B b DT 2 G R 7R & 1K, X i g 1)
WS A EVT1 RE 4R E A 2, BNTT A
2016 4E %A 3 EVTL i/ Lok, 2017 42 F 2 1
I R IR I R, RO /IR BE TR . R PR T R
B 2017 4E BT CA6 Ui s i KA T4 6,

ATFSE R, BT 2017 4R EVT1 #E f f
FEFN AL N 8.82% , K T R4 2017 4E 1)~ 187 4%
PR (10.07% ), LRI (19.76% ) " Rl i
(14.49% ) "4 48 P 3k T #RAIG,  il Sk T B2 A R AL
H1.39% " PR A S 4T KSR AKSE TR LA X
B R H M R A BRI, BT 2018
AE BN T B EVTL ORE B AN R R B F

14.52% , 8 2 Wi A KR B A $E T, B BH R KA1 13
b B A B85 R R S (R i /N5 58 I 2 B, B
EV71 S 52080 &, ITTXE EV 71 58 1 (1 453%
TR B i, B X BV 71 8 1 350 S 45 0 B
1, SR E BRI EVT B LR K
AR T LA R EVT1 ST AR

AT 5T 485 TR I 2 A EVT1 B BE T , A Bl
Tl s L = AR BRI AR 201G R B, s b
Y BVT1 B iR d 5 R T 2 TR R & . B
iR I BVT1 BB 1, W R o Beph o e v
FEAE BT I DR, TR BIE R BTG . [
PRSI ST R BRI EV 71 B TG 8 v e b
J&i 28 d, K i ¥ PR BH % 2R N 88.1%~91.7% , Xif
EV71 B AH ST 2 L AR 3380138 90% L) | o
JIr LA EVT1 B K S 1 B Rl oA 8 AR )L EV T
JEY TR TR Y &R, U AR T 2 TR 1
SEMAET B AR EFESENE L., HTh
TE B A5 ) 22 (A 58 SUAR PP AR I, BT LA
EV71 5 1 N 8 10 B i A7 28 B 1) F 2 H g, X
EV71 BT R 8, (HREFR AR A0 R A AR R
S H AT oA 3 i B

25 F R, 2014 2 2018 AE BN 1 T 2 5 &
R JE = AN T EVTL B R G R L, EVTL
YT P B R BE A PR LE EVTL IR T
JE T IR 0 2

5% ik

(1] 22, ¥, BEIG L, %5 | Wil a 71 10 O30 3 i o FH 32
REGE[T]. P EZEEMGEE, 2016, 22(4) : 458-164.

(2] Fle. T8 FUps B B AT IR A F o b e (U], i pdn
&, 2009, 89(24) : 1724-1725.

[3] &Kz, Z2M0F . RETF L IRRAT 2R R HER Y
[7]. e LRHRAE, 2018, 56(5): 321-323.

(4] By, £8, B, 5. i 71 B Km s LA
T $ R AS LS N =6 Bl W IR 5 [0 ). o o R A,
2019, 25(5): 557-561. (F#FT197)
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YN 141 B HIV HUA AN @A IS5 B

HAE gt FE OREE BaAR R LRE R4

(8 =] HE 141§ HIV SUEARHE RS B S5 I T 00T, o FF R HIV B e A I B2 v A
SORAERTG . F73E SR WB AT 2017 28 2019 AR X P9 45 £ S 96 25 24 4 0 HIV LRI A A
N AREAR BEAT R IEIRTG , 141 FIRERAIE R B 5 25 SR AU RE AR Z5-4 CDAT Ik B 20 i AG: i 25 SR 2R AT 255 20 # o
SR 141 PR EREAS T, p24 457 B o Lot , R 77.3% , JLUROZ gpl60 4571, 4 32.6% . SRR
M 22.7% AESR T 109 324034 w0, 1 5 37.6% (41 41)) , BEIFHLI 5 45.0% (49 1)) . FEBETTRIAY 32 ()%
K g 11 I BE%S 11 B FHEL RS (1) CDA'T Ik I 40 i 46 X 450FN CD4'/CDS 4l i FL Lk 4%, 25 5% T Geit2#
B (P>0.05), 21 40 RV ZHE TG 1 CDA'T ik A4 X4 L 48, 22 R BG4 L (P>0.05) ,
H: CD4*/CD8 4l LU AE 38, 22 A G298 L (P<0.05) o 11 BB E 5 21 1] 5015 AR 0 i 55— 1)
R —ai7 AL, 55 AP RN SE —AF ALY CDAYT Ik EL 4N At 4 X 4 % H: CDAY/CDS i i LA 40t %, 22 A 40
TEE X (P<0.05) . Z5i8  VRYIIN S AL S B LA ARG (1) HIV 15 ORI 2 52 40 19 5 S i U7 B R T
A B Ay S0 A (A AH AN 45 SRS A DB , 3k G 3R HIV B i T 5 L —ARAL % 14 XU .

[XEA] HIV; PUARHE ; BH%L; WBAr#l; CDA'T itk 40

Analysis of uncertainty test results of 141 cases of HIV antibody in Shenzhen

GAN Yongxia, YANG Zhengrong*, LI Hao, LI Guilian, SHI Xiangdong, LIU Shaochu, WANG Xiaohui,
ZHAO Jin

(Shenzhen Center for Disease Control and Prevention, Shenzhen, Guangdong, China, 518055 )

[ABSTRACT] Objective To analyze the results of 141 cases of HIV antibody from indeterminate
samples and provide an accurate and effective basis for the implementation of HIV confirmation testing. Meth-
ods Western blot analysis was used to confirm the HIV antibody screening response samples submitted by
various screening laboratories in Shenzhen from 2017 to 2019. 141 samples confirmed as uncertain results were
comprehensively analyzed combined with CD4 * T lymphocyte test results. Results Among the 141 uncertain
samples, the p24 band appeared in the highest proportion at 77.3%, followed by the gp160 band at 32.6%. The
total follow-up rate was 22.7% , among the 109 cases lost to follow-up, blood stations accounted for 37.6%
(41 cases) and medical institutions accounted for 45.0% (49 cases). Among the 32 cases, there were 11 cases
of positive conversion. The absolute number of CD4 " T lymphocytes and the ratio of CD4 /CD8 * cells in 11
cases before and after positive conversion showed no significant difference (P>0.05). There was no significant
difference in the absolute number of CD4 " T lymphocytes before and after the test in 21 cases of unprogressive
bands (P>0.05), and the difference in the ratio of CD4'/CD8" cells was statistically significant (P<0.05). The
absolute number of CD4* T lymphocytes and the ratio of CD4 */CD8 " cells in the first band type, the first band
type, the second band type and the second band type were significantly different between 11 positive cases and
21 unprogressive cases (P<0.05). Conclusion Shenzhen should pay attention to strengthening the follow-up

follow-up work of medical institutions and blood stations for HIV-indeterminate subjects for the first time , and

EATAB .S ABEFAHZHAFTLE LT A (A2019474) ; i€ I F F H # % 5 B (JCYJ20140410171018515,
JCYJ20150402102135492) ; iR 7 31 i % B R E S H AR B “= 4% TA427(SZSM201811071) ; iR 7 2 A
A AT B (SZGW2018003 )

A AL ORI TR IR TAG 328 P, 7 AR Y| 518055

*BAZAEH %%, E-mail : yangzr@szede.net

%
2t



© 716 - TSR E 20214E5 1 B 13E 5

J Mol Diagn Ther, May 2021, Vol. 13 No. 5

make judgments as soon as possible in close conjunction with the relevant laboratory test results to avoid the

risk of delaying the diagnosis of HIV infection and causing the risk of second-generation transmission.

[KEY WORDS]

S 2 K3 P49% (Human Immunodeficien-
cy Virus, HIV) BG83 Al S I 85 K PR EE i A A
12 W7 ¢ IS 08% s R G 3 S A R BEL OB S e A H 1)
FEIRAT (4 SO R I AR B ) (2015 4F
BT BT T %R A IAE Ry HIV-1 B2 B i) b
FeialI , {EUXT A2 A 2 ar 0 AT %) 30 99 9 A BB A T
22 A A RS I 235 SR B 0 T A AT A ) B
WASBEHERR HIV-1 /8R4 HurE N 2
19 7 2475 72 3 1 B i 56 (Western blotting, WB) ,
TR AR AT R S SRR,
TE W AN 22 7 R HIV B 2 (A ) O 2R, $2 05
HIV B2 W%, 30K 2017 & 2019 4RI
(4 141§l HIV HTHA T E S5 R B an o

1 X&5FHE

1.1 FEACKE

PEH 2017 2 2019 4 BRI T 95 0 i 7 4 il v
O 3L B IE S 6 = 2 WY HIV HTAK T A A J
B B IEAEAS AL HG [ IS IR I A (VCT) |
=57 LA | ol s A 40 WG A I T A5 . XA WB
B2 AN E G5 R I RE AR G i — 25 B BIF SN
38T . 141 B2k & b, BB v 82 ), Lot 59 ), 4F
WK 83 %, /16 %, T 13 (34.99£14.23)
% o I IR AN 230 52 4 3 i UM L BEAR
22 RN T P TRy 4 il v O S B DL
1.2 k5

K FH 1 MP A ) 2 22 KR N B 7 A 7
(4 1 3l 5 2 B R AN K N SIS A g Tl g o
(HIV 1+2 A1) S 45 00 2 5510 & 3 17 288 1 B e ik
5. CDA'T Ik U0 40 M 3+ Bk T DL v 2 28 /) A 7 1Y
Cytomics FC 500MPL {3 % A& H g £ (%) U €5, 328 571
CD45/CD4/CD8/CD3 i il i 77l] £ (Syto-STATtetro
CHROME CD45 - FITC/CD4-RD1/CD8 - ECD/CD3 -
PC5) . FIr A7 K6 I 3 A R 455 S5 ) 2 A% i R (4 [
R T AR R ) R R AT o
1.3 Gl

fili FH SASO.4 B A T B G 50T 5 TR BTk
Ph(x£5) R, 1 e K30 53 0 UG BH 5 5 2Rl Ak
i 1) CDA'T Ik L 4R U2 %5 £50F1 CD4Y/CD8" i ifd Lt

HIV; Antibody uncertainty ; Positive conversion; WB band type; CD4 " T lymphocyte

IS L P<0.05 HESFREGITFE X,
2 R

2.1 AL

141 BIAHGEREA T, B4 p24 B9 i e
77.3% , 5571 gpl60 N 32.6% , HoB 4575 M - gp120 0
3(2.1%) ,gp4l } 5(3.5%) ,p55 4 2(1.4%) ,p17 N
10(7.1%) ,p66 7 4(2.8% ) ,p51 4 1(0.7%) ,p31 N
1(0.7%) .
2.2 A[A WB A B B S i

109§ 2 5 5 v, B2 I7 ML 7 45.0% (49 1))
o i B8R — () p24. 7 B Bk 60 1, I
50.0%(30/60) ., W1,

®1 109 BIRBWERATRE WB HE ML ER
Table 1

Not follow-up in 109 uncertain samples with different
WB band type

B B AR R U s YT AR VCT S
gpl60.p24 .pl7 2 0 0 0 0 0
gpl160 .p24 27 17 2 10 3 2
2pl60.,gpl120 3 3 0 3 0 0
p24 73 60 30 22 7 1
gp4l .pl7 2 1 1 0 0 0
gpl60 .pl7 1 1 1 0 0 0
p24..pl7 5 4 1 1 1 1
po6 . p24 1 1 0 1 0 0
p51.p24 1 1 0 1 0 0
P55 2 2 0 2 0 0
p31 1 1 1 0 0 0
2pl160 13 10 3 5 1 1
gp4dl 3 2 0 2 0 0
P66 : 0 2 0 1
pl7 4 3 2 0 1 0
At 141 109 41 49 13 6

2.3 iy PHER T
32 15l B 5 1 52 R T, 11(34.4% ) il
S PHAE 21 B Ak ok . 2 5 — Al R
(gpl60.p24.p17) WY BHFE 4 1(50% ) il , 10 ] 55 —
15 N (gpl60 . p24) 1 BH % 2 8(80% ) il , 13 il 25
— 7By (p24) B BHEE R 1(7.7% ) ], 3 9 5 — s
AU (gp160) B FHEE A 1(33.3%) 1] W3 2.
2.4 1151 PREE I BE T 32K S D BEARI A B
PR T Y 32 B 32K E A 11 B R A T A



TSR AR

20214E5 H 13 %

58 T Mol Diagn Ther, May 2021, Vol. 13 No. 5

© 717 -

®2 2B AHERAR WBHEEREER

Table 2 Positive conversion of WB band type in

32 uncertain samples

28 PH TS 19 CDA'T I B 41 g 46 X %% Fn
CDA/CDS" 4 jg FLAE 4331 L%, 22 57 R 127 7
(P>0.05), W#*3,

o T P N ) Ay
ot g PN SRR 2.5 21 AHAIERH 19 SRR T
I ! o { (% N “_y —
2pl60 .p24 .pl7 2 2 100.0 1 50.0 32 ﬁﬂ %ﬁ Fﬁlﬁ E/:J '_XA *ﬁ %‘ EF‘ ﬁ 21 Wﬂ ILH }ﬂ %%
@lo0.p2t 20 10 30 8 800 KR SRR 2 K % WIS 19 CDAT ik
160 .gp120 3 0 0.0 0 0.0 5 - ey m 5
& szp a1 s ) . L 20 i 26 0 B LB, 25 S R G i o R L (P>
epdl .pl7 2 1 50.0 0 0.0 0.05) . 70 A iF 32 K & 10 )5 /) CD4'/CD8* 4H
U071 0 00000 M G (B B, 2 5345 5 T 2% B L (P<0.05) .
p24 .pl7 5 1 20.0 0 0.0
P66 p24 10 0.0 0 0.0 k4,
plezt 1 0 00 0 00 2.6 11 IFHE &5 21 S8 R 45 G DD i
po5 2 0 0.0 0 0.0
; YA
p31 1 0 0.0 0 0.0 [ Lo B
el 133 20 1 33 V1 {0165 15 20 491 4 SO R 34 00 (35— %
41 3 1 33.3 0 0.0 N . o SN S
o6 s 0 on o 00 i FUABE L B 4 R H A ) CDATT Ik L4 400 ffa 468 % 4
pl7 41 25.0 0 0.0 CD4'/CD8" 4ii it L AR5l LA, 22 R A Giit =225 X
PSS :
&1 141 32 22.7 11 34.4 <P<0.05) .
x3 11 BGIHRAEGZREEEAENRREINERERS T (xs)
Table 3  Analysis of immune function indexes of 11 cases were followed up before and after positive rotation (x#s)
CDA'T
v NI FAEE R TARR cpa/ Hf— o
N B #%ﬂ/ B‘ Hf Eé e
?i ﬂ;;gm (1‘111) ‘ﬂ;@ ; &Eﬂ cp4 CDY ffi PR CD8 R R o P
7 - Q\ /L) o 3%} o X% MM HOE R[]
1 gpl60.p24 .pl7 334 418.09+£190.04 383.18+97.18 0.620 0.549  0.48  0.48+0.22 0.56+0.27 —1.028 0.328
1o EP160.2p120.p66.p51 69 105 0.3
gp4l.p31.p24 .pl7
2 gpl60 . p24 395 1.08
gpl160 .gp120 .p66 .p51 116
2a apdl .31 .p24 549 1.19
3 gpl60.p24 229 0.28
5, EP100.2p120.gpdl p24, 34 o1 062
pl7
4 gpl60.p24 2% 265 0.42
4a gpl60.gpl20.p24 .pl7 304 0.36
5 gpl60.p24 278 0.57
5, EP160.gp120.gp4l p24. 34 256 050
pl7
6 gpl60.p24 553 0.36
2pl60.gp120 . p66.p51 . 92 » .
6a opdl .31 .p24 303 0.32
7 gpl60.p24 523 0.42
-, EP100.2p120.p06. gpdl. 32 206 045
p24
8 gpl60.p24 " 553 0.48
8a gpl60.gpl20.gpdl .p24 432 0.52
9 gpl60.p24 14 229 0.28
9a gpl60.gpl20.gpdl .p24 249 0.62
10 p24 384 0.55
10q EP100.2p120.gp41.p24. 32 s 081
pl7
11 gpl60 856 0.32
C
, &p160.gp120.p66 .p51. 90 - 095
gpdl .p31.p24
TE B RR NS —aff B, 5 3R 80 A B, S T
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Fa4 21 BIEHFRERBENEHIREIBERIRIN (vxs)

Table 4 Analysis of the immune function indexes of 21 cases with no progress of banding (x +s)
A g COVTMRE 5 Bl CD4'/CDS" 45—l 45— s
FeE e () R CDa’ CD4’ HH P g W i i P{H
(PMpL) ERIE H XA
1 gpl60 . p24 78 557 568.86+190.53 583.90+219.82 —0.442 0.663 1.29 1.31+0.44  1.45+0.45 -2.835 0.01
la gpl60 602 1.40
2 p24 31 322 0.90
2a — 411 0.94
3 p24 35 724 1.22
3a — 804 1.19
4 p24 55 758 1.31
4a p24 587 1.54
5 p24 a1 855 2.01
5a — 603 2.17
6 p24 39 725 1.19
6a p24 656 1.08
7 p24 75 552 1.63
Ta p24 586 1.86
p24 65 325 0.92
8a — 361 1.39
9 p24 31 456 1.67
9a p24 769 1.76
10 p24 16 438 1.13
10a p24 432 1.08
11 p24 37 459 0.90
1la p24 603 0.94
12 p24 a1 570 1.15
12a p24 644 1.30
13 p2Apl7 216 0.65
13a p24 188 0.54
14 p24 32 537 1.10
14a — 697 1.41
15 gpdlpl7 o 574 0.66
15a pl7 504 1.34
16 p2a.pl7 oo 443 1.30
16a pl7 363 1.47
17 po6.p24 o 540 114
17a — 665 1.21
18 gp160 . 754 1.56
18a  gpl60 508 1.66
19 gp4l 05 903 1.45
19a — 770 1.73
20 po6 47 847 1.99
20a po6 1201 2.43
21 p35.plT 391 2.40
2la — 248 2.04

< T SR A HUBL =
3 it

AR AN 2 5 SR T ) L A9 A ol 5 BB ) SC
HRBIFFE B ARABL >, $2 a5 & A0 1 G e, Hh B —
4% env i Fl— 2% gag A7 ] HE  HIV HLARBHE , 2
LPRTAE AL, WB SR 2 A 7Y 8 B S
JO7 A%, o0 Fif A BH P 48 2R T BE 2 X 52 A 3 i R AR
RIS B 2 B B U By 3 A 46
sz, Horp 1 40t 69 KJG BB 2 4, Skl
A7 WY 4 R B TE D PR, T 5 1 4] 52 A Ok
Vio 75MT 2 Z5A Y 3L 40 9], b BE DT R HY 10

Bl A7 8(80% ) 9l e 24 Al R FHAE o PRI, ANiff
SR 2 PHAG 1 mT REPE R ™

141 BIANHR 2 1) 32 k7 v, BT 22.7%(32/
141) , A SCERFRE AR, 109 612 173 H B A
— 1 p24.(+) 8 60 Bl , 17 p24.(+) KU ABEF R A F
I3 AT ARG o 3BT LD - O] BE R 1k A
BT AIUA A 4150 R 1 e s A 55 DA A T3
), B A R AR R R S s @p24(+) I AT g
55259 . B B pe g S Ay i
I IRAGE IR R A O Qp24(+) I L de s i3 oy
ST NBEXT G R BB — 457 AN e 2 R LR
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7% uMtCK . AHSG J: NGAL 5 9% B B PR 5 8
Fellm AR PRI &

R 3%

(# ZE] BRI Z BSOR A IR E (uMCK) JIRBREE 1 A (AHSG) K s 4 i AH
KPR 1 (NGAL) K- 5 B i B H I KR B S B R BS X R . ik SEBORBEIH LN EL 2017
AE 1 H % 2019 4F 1 H WA 1Y 85 1 S 9 BB E AR A BIFIT AL, 50 dBE R0 A B 1 1S fa ARG 1) R I 85 1
M Sy o FE A, Tt E66 A 3 12 BFHaR 30 (ELISA) A8 1M1 3 uMtCK , AHSG & NGAL /KF, 731 uMtCK . AHSG K
NGAL 5 B B F RGBSR 56 2 BB HAYT 2~3 4F , St Wr ot i) B o SR 2B T 15 00, H 40 A7
2H (n=62) FIBET-4H (n=23 ) ; Cox Z X K /3 Hr uMtCK , AHSG & NGAL /K-S & 75 M 5 0 15 e (8 5 U
HfERHE, &R W54 MTE uMICK . AHSG & NGAL /K ¥ T XA, 2 5/ G it E L (pP<
0.05) o ANFEAERE PE ZHZUZERY  Lauren’s 437 B i U35 00 uMtCK . AHSG A NGAL /K- L34 22
TG4 L (P>0.05) s AR LR B  TNM 4331 R R B Mk L4 7 88 m b 88 A R0 8
Jit JB I uMItCK . AHSG & NGAL 7K V- L 835 22 5 A e i1 2 8 L (P<0.05) o 1716 241 B 98 K I
uM(CK . AHSG J NGAL /K- F-BHILFIET- 4, 2 5 A G it 5 L (P<0.05) . Cox ZHZE MIAAHr4i R n
7, uMtCK \AHSG & NGAL Tt 5 #2592 JR & UG S fER R %, 4518 B 98 S 1T uMiCK |
AHSG J NGAL fA7E 55 THm G i, HL 5 B i e R JOR B HUS A7 76 25 DDA e | RS AH DG 46 b
IKEA BT B R R A2 R T B
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Relationship between serum uMtCK, AHSG and NGAL levels with pathological parame-
ters and clinical prognosis of patients with gastric cancer

CHEN Yao

(Department of Gastroenterology, West China Branch Hospital of Ganzi Tibetan Autonomous Prefecture,
Kangding, Sichuan, China, 626000)

[ABSTRACT] Objective To explore the relationship between the serum levels of extensive mitochon-
drial creatine kinase (uMtCK) , fetuin A (AHSG) and neutrophil - associated apolipoprotein (NGAL) with
clinicopathological parameters and clinical prognosis of patients with gastric cancer. Methods Eighty-five pa-
tients with gastric cancer admitted to the Department of Gastroenterology , Ganzi Prefecture People’s Hospital ,
Sichuan Province from January 2017 to January 2019 were selected as the research group, and 85 volunteers
who received physical examination in the outpatient clinic of this hospital during the same period were selected
as the control group. ELISA was used to detect the serum levels of uMtCK, AHSG, and NGAL, and analyze
the relationship between uMtCK, AHSG, and NGAL and clinicopathological parameters of gastric cancer pa-
tients; patients were followed up for 2 to 3 years, and the deaths of gastric cancer patients during the study
were counted and divided into the survival groups (n=62) and the death group (7n=23). Cox multivariate analy-

sis of whether abnormal levels of uMtCK, AHSG and NGAL are the risk factors affecting the prognosis of gas-

F AR A v E AR X R B (20181163)
Ve 45 v | HFOE R B 08 M AL 0 o IR AL AR, m N, B T 626000
W#AEVE 4 %, E-mail : hangban20085@163.com
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tric cancer patients. Results The serum levels of uMtCK, AHSG and NGAL in the study group were significant-
ly higher than those in the control group, and the difference was statistically significant (P<0.05). There was no
significant difference in serum uMtCK, AHSG and NGAL levels in patients with gastric cancer of different ages,
genders, tissue types and Lauren’s classification (P>0.05). There were statistically significant differences in se-
rum levels of uMtCK, AHSG and NGAL in patients with different tumor differentiation, TNM stages, depth of
invasion, lymph node metastasis, distant metastasis, and vascular invasion of gastric cancer (P<0.05). The se-
rum levels of uMtCK, AHSG and NGAL in the survival group were lower than those in the death group, and the
difference was statistically significant (P<0.05). Cox multivariate regression analysis showed that the increase of
uMtCK, AHSG and NGAL were independent risk factors affecting the prognosis of gastric cancer patients. Con-
clusion The serum uMtCK, AHSG, and NGAL levels in patients with gastric cancer are abnormally elevated,

and they are closely related to the progression, metastasis and poor prognosis of gastric cancer. The detection of

relevant indicator levels is helpful for the diagnosis and prognosis evaluation of gastric cancer patients.

[KEY WORDS] Extensive mitochondrial creatine kinase ; Fetuin A ; Neutrophil-associated apolipopro-

tein

B 9 TR H UL AT A T IR e —
HZ3088 B R e sz 2 T4 T8
i P S, R A A IS R 25 . BRI, X T
PR ARG 1Y I br A5 ) AL~ Aa s, S e 1
Jo 1 2R ) 2 e A B I W R A R B R AR
— FLRIG RIS ZS o S AER, E Tl
2k ki AR WL B2 3 B (mitochondrial creatine kinase,
MtCK) 7E i H i s 2Rk AR I T il R
e, FALHE) 2 B 2R AR LR 3 (uMtCK) il
WL 4k AR LR 4 (sMtCK) 2 Fi, HiH uMtCK #
INHTERGHN B 90 S v I h A E e S Rk
B ER#E 1 A (alpha2-Heremans-Schmid glycoprotein,
AHSG) 4 AL BOFH 73 WA i — 2B 1, o] 3
a2 2 98 240 L ) (=2 28 5% % , AHSG FE 2 Fh
AGPE MR Th AR S i RAR S R 4 M e il
HH 25 85 H (neutrophil gelatinase-associated lipo-
calin, NGAL) # lipocalin % Ji% () — 5 , BF 5% iE BA
NGAL 5 R4E AIML A5 U8 T S S 4141
4 e Z2 T o ged 1) et R e UTAH OG5 HHR R 5 i
SR FR TS SR E Y I, AWEFERT Il
7 uUMtCK \AHSG } NGAL 5 5 Ji & I B S 40 %
Il PRI A OC R IEAT 7RI, AR =515 0 B
AROSWATUGHEPR I Al T

1 AHESHE

1.1 —Bgek

PEEUAS R AL R 2017 4E 1 H & 20194F 1 H
WA ) 85 i 1 i AR B AR AR AL, I AR : (D
FFa AR 22 AL N BE 27 o 23 b E o h 2

Jiggg P oMl 2 B 2 a1 o ) R B S o O A I
WEZIAIERE WL (2014 4F) Y56 T B2 Wibs
HE s QPR AT G AN A IR AE R & Gt
HIE A2 2 AR IT T AR B LA 4T s 25 036 97
DGR R . HEBRARE : O I B A o
AR s @A I HA A R A @& &1 g R
A E PR DR e RGN i
RGP QTIE B A e s . Hd, 5
4461, 2 41 B, AR (61.53.8) %, lE 412K
A Lauren’s 4371 g - AL F2 BE  TNM 433 1211
REE 255678 G b e ISR AL S 43 A UL
F 2, JIIEEEM T AR 112 fd FE AR ) i
85 B M %t BA L, Horb 3 46 1], 4 39 9], A% -3
(61.1£3.5) % ¥ A IE S 5 , BetE e & 76 &
TWKGAY . AWFFEIRAT BB e 32 Dy St o .
1.2 ik
1.21 WHESHSIT

et A B e R PR AR (<60 %, >60
) AU RO BRI RSV IR IR
ER 7 40 it J )  Lauren’s 435 (i A4 B 9 ok H
i RSB E ) R AR R (R4 A Ak
) CTNM - C T3 T I Vi) =
TR (T1.T2. T3 . T4) K EL 455 (NO N1 N2,
N3) A F (MO ML) | LR AL (A 3078 ) 45 i
RAGHL S B,
1.2.2  IMEFE bR

BT A BIF 58 XF 42 ¥ 04 5 mL 2SR KOO
3 000 r/min 0> 10 min, WCAE L7 o SR FHBEC 5038
W52 BF328 56 6 0 137 uMItCK . AHSG 2 NGAL /K-,
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uMtCK A & W [ i AR A R A E]
AHSG {7 &1 A 3% [¥ Epitope Diagnostics , Inc 2
A, NGAL iR ) & 1 [ AR B8 AE 1 i 5 A BR
] o YF RGN 6 U0 W A TR E AT 20 IR A
(508 - [ 2 el 1 S A e = A 11
uMtCK . AHSG M NGAL %% .
1.2.3 [V

Fir A B s R W 2~3 4F, Ge ) s AT A
J PR B BE TG O, 50 A AR A FNBE T 40,
kb 2 2H ' 9 HR 3 1% uMItCK . AHSG & NGAL 7K
2= FAE L
1.3 GEil2eatr

K H SPSS 20.0 Gei 21 A i A v 8 o3 bt L i
PR (% £5) FoR, BT LLESH ¢4 56, Z2 4 1) 2R
HLRZ I 225501 ; Cox Z2 A R [IIA /05 i 1 9 iR
HPE ST 2, P<0.05 hERA SR E X,

2 #HR
2.1 WF 9T 4 M % IR 4 1 3 uMtCK . AHSG &
NGAL /K- e

IFFT L IM3% uMtCK . AHSG 52 NGAL 7K1 7
TR, 2 RA G L (P<0.05), WK1,
R 1 WEAXEBAMFE uMCK,AHSG B NGAL tb &
Table 1 Comparison of serum uMtCK, AHSG and NGAL

levels between the study group and the control group

45 n uMtCK(w/L) AHSG(pg/mL) NGAL(ng/mL)

XTHR4 85 3.3+0.8 192.3+16.7 3.4+0.3
o4l 85 24.3+2.9 322.5+41.6 16.9+1.7
tHE 64.358 514.866 72.100
P1H 0.000 0.000 0.000

2.2 HIE B I uMtCK . AHSG M NGAL /K -
55 R B SO AH M 53 B

AFEVAERY PR 2R Lauren’s 43 1 5 i
FBH LY uMtCK . AHSG & NGAL 7K - L 45 ¥4 24
SRG I E XL (P>0.05) o AR L FE FE
TNM 70 R THTR B R 25568 (e Ab 6 8% il
R0 1 e B I uMItCK . AHSG }2 NGAL 7K
T, Z R A% L (P<0.05) . L2,
2.3 fF i 4l 5 A0 1o 41 I 7 uMtCK , AHSG ¢
NGAL 7K He s

HEARWIEREVISS R, 85 1] 15 9 /B A7
62 7l , FET= 23 Bl . 775 41 98 HOE LT uMItCK
AHSG M NGAL /KPR ToeT-4, 2R B A5
i L (P<0.05), W3,

*2 BEBEEME uMCK.AHSG & NGAL kF5
I Rm RS HE AR ST (x+5)
Table 2 Correlation analysis of serum uMtCK, AHSG and
NGAL levels and clinicopathological parameters in patients

with gastric cancer (x+s)

P uMtCK AHSG NGAL
- (p/L) (pg/mL) (ng/mL)
P
5 44 24.2+#3.1  325.7+44.6  16.9%1.9
& 41 24.5£3.6  322.2+41.2  16.8%1.5
A 0.413 0.375 0.268
PAE 0.681 0.709 0.789
Y (L)
<60 39 24.0£2.8  318.7+44.2  16.6£2.0
>60 46 24.4+24  324.3+409  17.0%1.6
A 0.705 0.605 1.013
P 0.483 0.547 0.314
Mg /N (em)
<4 37 20.1#2.2  295.7+39.9  14.4+1.9
>4 48 26.1+2.9  332.1%55.1  17.8%1.3
t{E 10.792 3.467 9.684
P 0.000 0.001 0.000
Lauren’s 43 %!
fi 1 S g 44 24.2+3.2  320.2#43.4  16.71.9
VR 34 24.1£29  323.8+44.1  16.8+1.5
A T 7 24.4+3.1  3265+47.1  17.1x1.8
F1H 0.307 0.671 1.047
P 0.759 0.504 0.298
EEEAE S|
Eaxtd e 3 24.0£3.0  323.6:44.5  16.6£1.7
(RN 54 24.3+3.1  327.9+49.1  17.0+22
R 16 24.5+3.6  321.1+41.8  17.1x2.3
EfV 7 20 it g 12 24.1#3.4  322.7+40.6  16.8+1.8
Fi& 0.146 0.101 0.560
P 0.885 0.922 0.571
il eegs A S
i1k 36 17.522.2  265.1%#33.5  15.0+1.2
- ok 16 27.4+29  341.9+56.9  17.4+1.9
X 17.001 7.621 6.973
P1H 0.000 0.000 0.000
TNM 3
T+1 38 192425  275.2+36.6  15.1%1.1
m+1v 47 26.1£3.2  336.7+41.5  17.3%1.6
X 10.873 7.157 7.488
P1H 0.000 0.000 0.000
TR
T1/T2 33 17.0£2.0  301.3%39.2 15515
T3/T4 52 272428  320.7+451  17.8+2.3
1 19.558 2.973 5.580
Py 0.000 0.004 0.000
MEESE R
NO 31 17.122.6  296.3+46.5  12.5x1.2
N1+N2+N3 54 27.8#25  360.4+55.1  18.5+2.9
i 18.720 5.454 13.343
P1H 0.000 0.000 0.000
A
MO 63 175224  299.2+36.7  15.1%1.5
M1 22 26.8£2.3  331.6+42.5  17.6x1.9
tE 15.812 3.420 6.268
PiE 0.000 0.001 0.000
IKER !
i 69 27.1#3.0  360.8+43.8  18.2+1.9
e 16 185+1.9  244.8+3.1 13.1+1.5
A 10.940 21.765 10.021
P1H 0.000 0.000 0.000
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*3 HFRASETAMB uMICK.AHSG & NGAL tb %
Table 3 Comparison of serum uMtCK, AHSG and NGAL

levels between the survival group and the death group

21 51 n  uMtCK(p/L) AHSG(pg/mL) NGAL(ng/mL)
i 62 19.4+2.4 241.6+33.7 12.2+1.6
serodl 23 27.0+3.6 361.9+50.9 18.7+2.2

A 9.381 10.512 14.967

P1E 0.000 0.000 0.000

2.4 Cox ZHZE[FIHHF
Cox Z [ & [l 19 43 # 45 R B /R, uMtCK .
AHSG } NGAL Ft = hy 5% e B 98 8 35 TS 1 37
fEki R, W4,
4 Cox ZERZEEADER

Table 4 Cox multivariate regression analysis results
SES B bRtk B ME Walr  RR{E  P1H
uMtCK  0.365 0.238 4.211  8.060 1.429  0.030
AHSG  0.349 0.274 6.328 8.592 1417 0.010
NGAL  0.402 0.166 6.675 7.303 1492 0.011

3 itip

AR, G IR ) R A A R L 2
B TR R R TN S B AR (g RN
AT, R SR e i R e B S e
RE), PR T I R SR SR R R S
Tt Zy e B AR R A i A B R

MtCK 4 LR 4 it ( creatine kinase , CK) [ [7) T
itf 2 — , AR LR RN — Bl AR 2 i) A R e v
WEERS AL HE = BERR AR AT AR . MtCK X n] 43h
uMtCK 5 sMtCK , uMtCK A % 5 i 26 R4 CK, J&
Ei 4> Bl —Ff , uMCK 78 B I i A7 8 L4540
Ay B RIS IRk Z WY i E uMCK 7E i
Jo KB B B 2k CR) it 375 v A7 e i 638, uMtCK
P BE AP e B, $R R T B S — R R v
TEMR AR 7 . AHSG J2 I 40 it & i iy — R
FRAL IR AR 11, by It 2 B 1 0 ) PR 8 20
o AHSG 25 T AN S ZHEHT A A5 ACHHR Ty
N R R AR B R, WFAE R ™, AHSG
A5 iR 20 M G BV A, L mT 0 s 400 e MAP
FIP13K/AKT S5 , 18 0] A g SN UAMATE B
fEFEp R A K G2 S AR 78 . NGAL 7E L
R R R A R AR (DA AR R o v i
YERA T ES . B8 0™ NGAL nl il il ML A4S
T4 R ARG, S5 B8 U S e a0
ML oAk AR ZEFNEE RS, I LA s e i e 9 1
Mo ABFIEEs R BN, 76 5 B P TE uMCK

AHSG J¢ NGAL 7K~V A # Tt e AR Il 7K 7 1
T ZERFGE T NGAL TV R T L (437 16 76 2
BRI HEAR™  Shi S BFFTIN , AHSG 5 B9 1)
KR IR BY], WIER A S B2 MR
Yl s TS T uMtCK A4 9~ 4 1 i ik
g, H S R G 2 A kR R U e R

AHWFFELEFALR , 1L uMtCK ., AHSG } NGAL
5 B R B AE AR PR A AR 2 DIAH G . uMItCK
AT i IR A B FE e R R A N 1 L R R 2
MBI T, 355 ORI A T34 45 R 8 20 3
MPEFCHHE R . ARFFEEE Y, AHSG WIHEN ML fE
25| A I AR bR A R AR 2R . FSR
N NGAL i v fiE e -[A] B4 Ak, DA I e 2% g
TUERERE , HE MAE MR R 2 R h AR . A
WS4 AR, 13 uMtCK . AHSG K NGAL &7k
S S5 B A A A S 1 B 7 B0 ) TR I R R SR T AL
B, Cox ZHZE [ Hr 45 F 47K , uMtCK . AHSG
J NGAL TR AU B A R B St ™ s A
JEAEAEA D B B A WS AR, il EN
P i EE PP 7 T R RN T OV A E R b

zi b ik, B R B LT uMtCK . AHSG &
NGAL fAAE 55 Fhm i ol , B 5 Bt e 58 &%
AN R TRE A7 AE 2 DA DG, K AH G A8 K F- 4 Bl
T B B 2 W T PEA

S % 3Tk
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& AE AR /) 4 R il 958 3 & 9T Rl hS Treg B2 Foxp3
mRNA 1484k

ek ALmah | MR HHR

[ E] B8 WiTEEIE/DNMME (NSCLC) B U7 RS 4 T 410 (Treg) M 34k
SZERE SN T (Foxp3) mRNA 9284k, J5i%  PEHUAR BE 2019 4F 1 A 2 2019 4F 12 A WA #) 40 4l NSCLC
FEE AR R e 4, e BRI 3 50 (51 £t S ARG 2 A1 S ) B ZEL , SR S Il e 2L B T B0y 7 S0 ) (4B © YKB0IT)
e XoF B A A1 JE K AL , 3 3 2 40 M AR (FCMD) Tl 5 Treg 5 CDA'T bk EL 40 it 77 43 L, 32 S 98 l iE +e
1 5 S B4 Wl 4 S (RT-PCR) F AR M 5E Treg (1) 8 B2 5% ST Foxp3 mRNA [ AHXS KB KTF-, &R
i 4L A1 ) 0L P Treg o5 CDAT k20 HI T 43 b A % Foxp3 mRNA S 28 3 ik (35 085 T % B 41, 22 S 1Y
G2 X (P<0.05) o i, Treg T 43 Fo Al Foxp3 mRNA A% ik & A BT S -G ETL, Treg &
55 18 IR I+ Z f i {H , Foxp3 mRNA 45 12 T+ 2 i i, 39 8 35 0 THUT T, 2 R A ST # X (P<
0.05) , SR B N e, 2255 30 W S BUT T A 22 R RS2 E L (P>0.05) . 4518 7 AT NSCLC
HF Treg MYZARAL , 7™ 5L 52 M B o s DI RE .

[R8iE] Ml THREUANA; AT JA T PE T 4iAl

Changes of Treg and Foxp3 mRNA in elderly patients with non- small cell lung cancer
before and after radiotherapy

HOU Panfei ', ZHU Lijing ', PU Juan *, PAN Yan '*

(1. Department of Clinical Laboratory, 2 Department of Radiation Oncology, Lianshui People’ s Hospital
Affiliated Kangda College of Nanjing Medical University, Lianshui, 223400, China)

[ABSTRACT] Objective To investigate changes of regulatory T cells and Forkhead helix family
transcription factor 3 (Foxp3) mRNA in elderly patients with non - small cell lung cancer before and after
radiotherapy. Methods A total of 40 patients with non-small cell lung cancer admitted during January 2019
and December 2019 were chosen as the carcinoma group, and 50 healthy examinees at the same period were
chosen as the control group. Peripheral venous blood was collected from the lung cancer group (before and
during radiotherapy, every 6 times of radiotherapy) and the control group. Serum Treg accounting for CD4* T
cell proportions was monitored by flow cytometry. The expression of Foxp3 mRNA was monitored by reverse-
transcription PCR. Results Compared with those in the control group, Treg accounting for CD4 " T cell
proportions and relative expression of Foxp3 mRNA were significantly increased in the carcinoma group (P<
0.05). After radiotherapy, Treg number for CD4" T cell proportions and relative expression of Foxp3 mRNA
were gradually increased, which were significantly different from those before radiotherapy (P<0.05). The
highest peaks of Treg and Foxp3 mRNA were 18th and 12th, respectively. Then they gradually decreased until
the 30th time, which had no significant difference compared to those before radiotherapy (P>0.05).

Conclusion Radiotherapy can exacerbate the changes of Treg in NSCLC and affect the anti-tumor immune

AERA LT A RAFEHR R R B (HAB201847)

M A5 1. By R BA R SR PR E i R AR E AR 3R, T 5 i K 223400
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function of the body, which provide theoretical basis for radiotherapy combined with immunotherapy in lung

cancer.

[KEY WORDS] Lung cancer; T-Lymphocytes; Radiotherapy; Regulatory T cells

i 9 25 S XA R 56 1 L, T0% DL L A
TS I C SR e 3, 0T AR R 1A T R S A R
B SR (ER T PR S AL A
RE W [RIE , tnBE 5 | R AL B G e F ], s 30 e %
SERHCHT . UL, QRO R T BE S AR BRAIL
TR By S e ], BT B S G T, AT LA A AL
by 3 SR BLAAR BB R A5 , O R RS . A
I YE T 41 M (regulatory T cells, Treg) fEHLIA N &
PR B R M HIVEN , B ST S DI, A
Wi 5% 2 i A AR (Flow Cytometry, FCM) J 5K
I 28 't o 1t 300 5 ok 5 G i BE S R (reverse-
transcription PCR, RT-PCR) il %& 3 /)N 4 Jifd fifi 98
(non-small cell lung cancer, NSCLC) il J7 i 2
Treg DA S H S SR 2 5 5% R 1 3 (Forkhead helix
family transcription factor 3, Foxp3) mRNA 7E il J7
bR R AR A R R R OT R G e E ih T 4R
A0 A R AR R T R

1 ABESHE

1.1 —gEveR

PEHUAS ¢ 2019 4F 1 H-2019 4F 12 H WA 1 40
{5l NSCLC {4 i 4, Jorb 53 23 {41, 4 17 3] 5 4F
WAF- 1 (68.55+7.82) % . A AFRifE: DA =60 % ;
QR HLHNI2 R NSCLC™ s @ K 12% HAbIBIT
HIFRERAG 1 A IATTFR KLY, %%
BAAlHCT I R o HERR RS o - OO18 o BE 2 il
TG S R R QAT A B R RGN ;
@G IR s @3l — F i FH b b Fz o 8 3% o e
PR o 2 T AR AR g A A 1Y 50 451 it B A 2
YE N XF BR 2], Hip 58 27 4], 2 23 f] 5 4F 8 3
(67.38+£7.99) % . B4R AR LA 22 S RS 1T
S L(P>0.05), AR Pk, %0 H AR
HZE B oAb LT 2 5 5 B2 8 s R .
1.2 FEALER AN

Varian 23-Ex B £k I # 25 H 35 [E Varian 2
] , Navios It 20 40 fg £ 1 B 2€ [ Beckman Coulter
A, ABI7T500PCR 4 4 IH 11 3% [ ABI A A, A
Treg K 37 £ [ 9% BD A 7], RT-PCR X 7
& RNA FEHURH 245 A0 A= fb iR e 3 iR T

YT RBANARAF . Foxp3 JEH 54 P1:5'-
CTGGGCTCCTCGCCTGAC-3', P2: 5' - CTCTCT-
GCCCTCAGCCTTGC-3', iy A4 T A TR %
By A1 FRAF A o
1.3 BT

K FH Varian 23-Ex B £ INE %, il 20 & 15
FKH 6 MV X £ IMRT 4h &S, 5 #iL5r#] 2.0 Gy/f,
R DT 60 Gy/30f,
1.4 IMmFERAE

XoF HE 20 3 f= 25 R AR R K ML 5 mL, SR 2
Uk, Mt 413 5 T OT T BT ) (RERS 6 1k
T ) REERAS, Ir ik [l B2
1.5  Treg £l

HCEs Bk 1 100 WL A B AR iC 1 3 204, o
WA FITC Mouse Anti-Human CD4 . PE Mouse
Anti-Human CD25 | Alexa FluorR647 Mouse anti-Hu-
man CD127 4% 20 pL, iR #OLIET 15 min; il A
ZLMR W, 7% IR A1 2 R 15 min, 1 200 r/min 2
> 5 min, # ¥ 5 A 2 mL PBS, 1 200 r/min &
L5 min; 3 B S MA 500 wL PBS 2% )5 , 2
A M ASAS I Treg (5 CDAT #hk I 40 M0 75 43 L o
1.6 Foxp3 mRNA K5l

Trizol VEFEIUIM ¥ 5 RNA , FHBfHLS | 430 s 5%
B cDNA, L cDNA VE R #5i i , 4% B8 325 1 B 45 e
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Table 1 Comparison of Treg percentage and Foxp3 mRNA

relative expression between 2 groups (v +s)

2531 Treg Foxp3 mRNA
Xt R4 5.36+2.85 1.38+0.71
Jiti g 20 7.71+2.83 2.59+0.86
tHE 7.385 22.367
PiE 0.013 <0.001
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- 1000 10°
z 3 3 s X (freg
Z 500 5 ; 10° x
@ r o [(‘nw] é o
0 ,‘_“ 1o L A . | B
10° 10° 10° 10° 10° 10° 100 10°
CD4 FITC CD25 PE
B 1
Figure 1

F2 BHEERUT &M Treg. Foxp3 mRNA BIZE (vxs)
Table 2 Changes of Treg and Foxp3 mRNA in different

stages of lung cancer radiotherapy ( x +s)

I Treg Foxp3 mRNA
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=
S
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Flow cytometry of Treg detection in peripheral blood
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Ph KA AT i 52 A SR GK L AT 75 Treg 138
B . Treg I L 3d 2 24H i - 240 B Th] (%) 42 ok 410 )
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[ Z] B# S8R EEPER % (VE) shZS I (ABEG ) B2 5 1l 35 # 28 o0 5 Sk s Ak
fiff (NSE) K F-AHSEME . Ak HEUARBE 2017 4F 8 H 2 2020 4F 8 H 108 #i 5E Ll VE &L, 17 AEEG £ 4
(58 100 6], LUIG R 2 Wi b kR i, 43 A ABEG K6 2512 Wi (8 5 511 AR 12 W s 155 7 B — ik AR 9
ABEG i 5 5 FE BE 0 A B S w24 (12 ) o B S (25 1)) R i 4 (o4 1)), EL A 3 A IV
NSE 7K .34 A W5 1§ 00, 5081 ABEG A A5 5 F2 B 5 175 NSE M6t X S HE e R, &R 108
Bl el VE B L, I RH112 103 # . AEEG K 4% i2 Wi VE UKl 98.06% , 5 5 B2 4 100% , 1 B2 4
98.15% ., AEEG 5 F2 1 5G R IZ W 18 12 B — 0t (P<0.05) . Bl VE L AEEG 55 T2 N
T, L7 NSE /K- B TH 5, 25 HA G245 X (P<0.05) . AEEG 6 # 58 F2 55 5 1ML 3 NSE /K FA7A4E
EAEHE(P<0.05), EESHEABGARES THESEH REREH, ZRAARITFEL(P<
0.05) . AEEG ¥ 2 5 FL 5 5 15 &L IE A (P<0.05) . AEEG #6851 8 5 58 LTS A BUAH XU HR
K, 86207, 48 AEEG KA = /N VE R W12 -5 15 PRAL A9 — 004 35040 Bh F B .
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Correlation between changes of ambulatory electroencephalogram and serum NSE level
in children with viral encephalitis

FENG Hui*, MA Jin, CAI Jinbiao

(Department of Pediatrics, General Hospital of Anhui Wanbei Coal and Power Group, Suzhou, Anhui, Chi-
na, 234000)

[ABSTRACT] Objective To analyze the correlation between ambulatory electroencephalogram
(AEEG) changes and serum neuron - specific enolase (NSE) level in children with viral encephalitis (VE).
Methods A total of 108 children with suspected VE from August 2017 to August 2020 in our hospital were
selected for AEEG examination. The clinical diagnosis was adopted as the standard, and the diagnostic value
of AEEG examination and its consistency with clinical diagnosis were analyzed. According to the degree of ab-
normality in AEEG examination, they are divided into the severe abnormality group, the moderate abnormali-
ty group, and the mild abnormality group. Serum NSE level and prognosis at 3 months were compared among
the 3 groups, and the correlation between abnormal degree of AEEG and serum NSE and prognosis was ana-
lyzed. Results Among 108 children with suspected VE, 103 cases were clinically confirmed. The sensitivity
of AEEG diagnosis of VE was 98.06% , the specificity was 100% , and the accuracy was 98.15%. The degree
of abnormality in AEEG examination was consistent with the degree of clinical diagnosis (P<0.05). With the
aggravation of the abnormal degree of AEEG in children with VE, the serum NSE level increased significant-
ly, and the difference was statistically significant (P<0.05). The degree of abnormality of AEEG examination

was positively correlated with serum NSE level (P<0.05). The poor prognosis rate of the severe abnormality

AR B &R 2016 S S AR B R B LB S 3R] R B (16040804007 )
VB A S A o 4R ) E TR UAL B, 78 N 234000
*BAEVEE LS, E-mail :th101101@163.com
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group was higher than that of the moderate abnormality group and the mild abnormality group, and the differ-

ence was statistically significant (P<0.05). The degree of abnormality in AEEG examination was positively

correlated with the prognosis (P<0.05). The relative risk of poor prognosis in children with severe abnormali-

ties in AEEG examination was the highest, which was 6.207. Conclusion AEEG examination is expected to

be an effective aid for early diagnosis and prognostic evaluation of VE in children.

[KEY WORDS]
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Figure 1 ROC curve of AEEG in diagnosis of VE
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Figure 2 changes in children with different degrees of
AEEG abnormalities
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Table 2 Comparison of serum NSE levels among three

groups (x+s)

4151 1% NSE (ng/mL )
R 12 24.34+3.61"
R S A 25 20.79£2.57
BESEA 64 18.36+1.21°
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P{H <0.001
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Table 3 Comparison of prognosis among 3 groups[n(%) ]
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Relationship between complement, immunoglobulin and auditory vestibular function in
patients with Meniere’s disease and its diagnostic value

LIN Hongyan'*, PAN Liping', LI Xiao®

(1. Department of Otolaryngology , Anyang Sixth People’s Hospital, Anyang, Henan, China, 455000 ;
2. Department of Otolaryngology, the First Affiliated Hospital of Xinxiang Medical University, Xinxiang,
Henan, China, 453000)

[ABSTRACT] Objective To investigate the relationship between complement, immunoglobulin (Ig)
and auditory vestibular function in patients with Meniere’s disease (MD) and its diagnostic value. Methods A
total of 102 MD patients (the MD group) and 39 healthy people (the control group) admitted to our hospital
from September 2017 to September 2020 were selected. The baseline data, auditory vestibular function [ minus
vestibular function, speech frequency, interval period of I ~V wave of auditory brainstem response (ABR) ],
C3, C4, IgA, IgG, IgM were compared between the two groups. The related influencing factors of MD were
analyzed, and the relationship between complement, immunoglobulin and auditory vestibular function and the
diagnostic value of MD were evaluated. Results The vestibular function reduction value, speech frequency,
ABR I~V wave interval, C3, C4, IgA, IgG, IgM, in the MD group were greater than those in the control
group, the difference was statistically significant (P<0.05). C3, C4, IgA, IgG, IgM were positively correlated
with the vestibular function reduction value, speech frequency, ABR I~V wave interval in MD patients (P<
0.05). C3, C4, IgA, IgG, IgM are important factors influencing the occurrence of MD (P<0.05). The area
under the curve (AUC) of C3, C4, IgA, IgG, IgM combination for the diagnosis of MD is 0.945, which is the

largest. Conclusion There is a good linear relationship between complement, Ig and auditory vestibular
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function in patients with MD. The combined detection of the two can provide an effective auxiliary means for

clinical MD diagnosis and auditory vestibular function assessment.

[KEY WORDS] Meniere’s disease ; Complement ; Immunoglobulin; Vestibular function; Diagnosis
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The effect of laparoscopic reduction therapy on the levels of T lymphocyte subsets, NO and

MDA in children with intussusception

WEI Hong*, WANG Guibo, WU Na

(Department of Pediatrics, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000)

[ABSTRACT] Objective To analyze the effect of laparoscopic reduction therapy on the levels of T
lymphocyte subsets, nitric oxide (NO) and malondialdehyde (MDA) in children with intussusception.
Method The clinical data of 105 children with intussusception admitted to our hospital from June 2019 to June
2020 were retrospectively analyzed. According to the differences in surgical methods, they were divided into the
laparoscopic group and the traditional group. 56 cases in the laparoscopic group underwent laparoscopic
reduction surgery, and 49 cases in the traditional group underwent traditional laparotomy. The operation
conditions, incidence of complication, and recurrence rate between the two groups were compared, and the
levels of T lymphocyte subsets, NO and MDA were compared before operation and 24 hours after the operation.
Result There was no difference in the success rate of reduction between the two groups (P>0.05). The time of
eating recovery and hospital stay in the laparoscopic group were shorter than those in the traditional group, and
the operation time was longer than that in the traditional group. The differences were statistically significant (P<

0.05). Comparison between groups: There were no differences in the levels of T cell subgroups between the two

AR A A AR EE T AHAHRA (20190815)
Ve B4z A F R B H — EILINE, 7k, K K v 075000
*iEAEAEF #4T, E-mail : xie05874jiangd58@163.com
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groups before operation (P>0.05). The levels of CD4+ and CD8+ decreased, and the level of CD4+/CD8+
increased in the two groups after operation. 24 hours after operation, the CD4+ and CD8+ levels of the
laparoscopic group were higher than those of the traditional group, and the CD4+/CD8+ level was lower than
that of the traditional group. The differences were statistically significant (P<0.05). There were no differences
in the levels of NO and MDA between the two groups before operation (P>0.05). After treatment, NO
decreased and MDA level increased in the two groups. Comparison between groups: The NO of the
laparoscopic group was lower than that of the traditional group 24 hours after operation, and the level of MDA
was lower than that of the traditional group. The differences were statistically significant (P<0.05). The
incidence of complications in the laparoscopic group (5.36% ) was lower than that in the traditional group
(18.37%) , and the difference was statistically significant (P<0.05). There was no difference in the recurrence
rate between the laparoscopic group and the traditional group (3.57% vs 6.12% ) (P>0.05). Conclusion
Laparoscopic reduction surgery has a definite effect on the treatment of intussusception in children. It can
reduce intestinal ischemia - reperfusion injury, effectively protect the intestinal mucosal barrier, and reduce
postoperative stress. It is worthy of promotion.

[KEY WORDS]
NO; MDA

Laparoscopic reduction therapy; Pediatric intussusception; T lymphocyte subsets;
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Change and significance of Q-T interval dispersion in breast cancer patients undergoing

chemotherapy

AN Xiaofei'*, LI Zhihui', HAN Fengjuan®

(1. Department of Function, the Third People’s Hospital of Henan Province, Zhengzhou, Henan, China,
450000; 2. Department of Laboratory Medicine, the Third People’s Hospital of Henan Province, Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To investigate the relationship between Q - T interval dispersion and
myocardial injury, microRNA (miR) - 19b/caspase - 3 apoptosis pathway of breast cancer patients undergoing
chemotherapy. Methods 80 cases of breast cancer patients who received postoperative chemotherapy in our
hospital from September 2016 to December 2019 were selected as the breast cancer group, and 60 cases of
health subjects in our hospital during the same period were selected as the control group. The Q-T interval
dispersion, cardiac troponin I (c¢Tnl), creatine kinase isoenzyme (CK-MB), miR-19b and caspase-3 were
measured before and after chemotherapy in the breast cancer group, and at physical examination in the control
group. Results the Q-T interval dispersion (42.83+9.93) ms, serum cTnl (0.124+0.024) ng/mL, CK-MB
(16.61+3.58) U/L, caspase-3 (44.57+8.49) ng/mL of breast cancer patients after chemotherapy were higher
than those before chemotherapy and the control group, and the expression level of mir-19b in peripheral blood
(0.73+0.17) was lower than that before chemotherapy and the control group, the difference was statistically
significant (P<0.05). Q- T interval dispersion of breast cancer patients after chemotherapy was positively
correlated with serum cTnl, CK-MB, Caspase-3, and negatively correlated with miR-19b. Conclusion The
increase of Q-T interval dispersion in breast cancer patients after chemotherapy is associated with aggravation of
myocardial damage and activation of miR-19b/caspase-3 transmission.

[KEY WORDS] Breast cancer; Myocardial injury; Q-T dispersion; miR-19b; Caspase-3

EARA T EFA S R (KA 32 )3 B (LHGJ20190855)
Ve AL 1. T h A% ZARERI A, 7T, # M 450000

2. B A AS ZARERERA, TE, %M1 450000
*BAZAEH %K, E-mail : sikong3263@163.com



NTEWi SR s 20214E5 4 45134 4558 T Mol Diagn Ther, May 2021, Vol. 13 No. 5 - 741 -

L IR 2 e R L 2 P R R, 32
BO0IT T B TARVIRI & A5 f B by o
GRUIMEYT A . IR 2GR T By FL g S B Ak
S BB E R D). (R IR R A A
O MEFETE , AT 5 RO WL 5, R B0 T 3 0
R DNEY KA, E A L MR e
IR0 WLHEVE AR OC 10 48 Al S 5 2 B, O
25438 N 1 miR-19b IR AR I N2 2 D 2R 1Y
K42 R & K ff i -3 (cysteinyl aspartate specific
proteinase-3 , caspase-3) 1Y) 3k , #1175 S0 L2 Y
RAEPHT S 250 LA AR & 2B R T 20 R E A7
R o M S S () 20 M 38 45 T A el 7 ek v R
I Q-T 7] 191 2 #0E RE A% T4 O FIL A0 JEL 1% P A3
BN BRI . ARG HRIE , Q-T [a] e Hi B
Xf PR 255 R O LA A B A A i
H Q-T [A] 40 B #8275 55 0 LA A A 32 B0 L4
ML A CTFATERE . S T AR W] Q-T [8] 4 5
OB TE A2 25 5 RS0 WL 3 v B P4 A0 1 S
ATREALAR , A FEAR ST T Q-T M B i % 5.0 ML
W45 72 K miR-19b/caspase-3 ] T-IRAR A KR .

1 AHESHE

1.1 %K

PEFE 2016 4F 9 H 2019 4F 12 H W 18] 7 A Be £
ZARJEARST 19 80 14 2L IR F8 A Ay FL IR ER 4, 2
Abrife: QAR JE B2 W A LE" @482 &
B GY0AyT J7 58 A7 E =2, I T RS
Fz 3z 0 L IR A s 2 Z AV [P o HEBRBRUE
OASTRTAEAEC N7 ; @R 4232 1507 s @6 T
JFEDhRe S5 o Dy BRI AEAS Be AR 1) 60 151 fdt B
HUEHAVE AR IR . LIRS AL AR IS 41~60 %7 P2
(55.85+9.93) % , BMI( 22.38+5.82)kg/m’; Xf HRZH4F
1% 40~58 % F-1J (54.344+9.77) % ,BM (I 22.92+
7.14)kg/m’, WA ] — M BER LR, 22 R ICGE T
B (P>0.05), AR5 LEEPEe Iz it o4tk
1.2 Q-T A} B %R A6 N

LI AT AT M AT 2 A TR A #EA T 0
IR A, X BZH A ZH IR 70 L L R A, B K
D 3 4~ Q-T M, Q-T ] M A9 AL 55 o QRS I i
RS HWITE  OFBRAML S TR AL
QAL T RSVl AAL ; BT k5 U ik
Z WYL . FriAs Q-T Ml & KME 5 Je/ME Y
ZAH BNy Q-T [A) 3 B |

1.3 M3 O WL b 2 P e

BRI AL 7 i AT 2 AR S 00 103, X
HRZL ARSI 3 , SR FH LAk 2 2 ek SR &
I LS & (T (cTnl) | B R L AR 3% A W) T /i
(CK-MB)I & i, Fie R St B Tac s
1.4 H}JE I miR-19b {14

BRI AL AR 7 A B ARTT 2 4 RIS i S E St
BE I, X RELH AR I B SRR I . 1 SR A A I
RNA #EBGAG & (b mt FAR LS 7D $EESNE Bt i
RNA, /5% miR cDNA 25554 s & (b etk
KRN ED) HEAT U 55256, LA miR AR &) cDNA;
B e, R miR %€ )6 A2 PCR K I 38 7] & 462
miR-19b (IR, e B0 & Ui B P Be B s A
R G R 96 RE B PCR A L EAT R, S 7 A
94T TP 3 min, 94T 15 5.60T 40 s T 40 MF
P, MR SN AEER AR L miR-19b FUFEIA7K
1.5 MLy Caspase-3 1Kl

HUCPL B LAk 97 1 B ARy 2 AN RS B i
X FEEHL AR Ay T 1 L 9, SR PR T BG83 3K 71
G R Caspase-3 175 & o #4% IR & Uil B ikTT
SHGHERAE
1.6 Giilik

K FH SPSS 21.0 F A THAE 4307 5 1Tt Bk
(x+s)Zm , PHLILIA] FLBER R A ST AR AS ¢ 45750, 4N
PRI7 RS H AR T BT REAR ¢ 4656 5 AR SEE BT R
JH Pearson £ 50, P<0.05 N 22 R A Gt #E L,

2 R

2.1 Y Q-T Al B HURE i bl A

LR g R AT TR Q- [) 40 5 18 5 %)
MR L3, 22 RG22 L (P>0.05) , b7 5 1Y
Q-T IR B W . i T X R A, 22 R A G it2r g X
(P<0.05) ; FLIRIES 4 A8 AT 5 1 Q- [i) ) B i
A TALITRT, Z R AR L (P<0.05) . W& 1,

®1 WAQT HMBEMEMLE (x+5)
Table 1 Comparison of Q-T interval dispersion between

2 groups (x+s)

2H 51 n i ] Q-T [a] ] B L (ms)

LI A 80 A 42.83+9.93
7 e 51.88+12.18"
X FRZH 60 AL 40.49+11.45
/P {H 1.292/0.199
/P {4 5.617/0.000

T S0 IRAL IR A, *P<0.05 5 5 FLIE 4LAL Y7 T UL, P<0.05



- 742 - NTEWEIEITAGE 20214E5 ] 45134 4551 J Mol Diagn Ther, May 2021, Vol. 13 No. 5

2.2 I CK-MB .cTnl

L9 4 BB AR T R Y LT CK-MB . cTnl 7%
XTI A, 2 R G F R L (P>0.05) , 1k
JT 5 WML CK-MB . cTnl & & I i & T X BR 4,
2% BB G2 5 L (P<0.05) 5 FLIR I 240 B3 7
J& I CK-MB . cTnl & i TALI7 Al , 254
it X (P<0.05), W2,

%2 WAME CK-MB .cTnl L% (x+s)
Table 2 Comparison of CK-MB ,cTnl between 2 groups

F4 REAQTHHERESLIBRGIREY.
miR-19b . Caspase-3 B8 % 14

Table 4 Correlation between Q-T interval dispersion and

myocardial injury markers, miR-19b, caspase-3 in breast

cancer group

(x+s)
21 n st ] CK-MB(U/L)  cTnl(ng/mL)
A 80 AbI7 i 7.38+2.21 0.072+0.017
1bI7 e 16.61+3.58"  0.12420.024 "
Xt R4 60 AL 6.72+2.09 0.069+0.020
/P 1§ 1.790/0.076 0.958/0.340
/P {8 19.088/0.000 14.392/0.000

T X IR LLAL, P<0.05; S FLIRR A ALY T HT L AL, *P<0.05.

2.3 P4} 1M miR-19b | [fiLiF Caspase-3 1) 35
L9 4H A AT R RS A JE I miR-19b Kk
JKAF ML Caspase-3 & 1 5 %) BR4H Hd, 22 57 o458
TR L(P>0.05) 5 4657 5 195 JE Il miR-19b KA
JKF-BH BRI, 1L Caspase-3 & & I W34 n , 2 5%
At L (P<0.05), WK 3,

X3 PHZH miR-19b,Caspase-3 BIELER (x£5s)
Table 3 Comparison of miR-19b, Caspase-3 between
2 groups (x+s)

2 n s} [1] miR-19b Caspase-3 (ng/mL)
FLEEAH 80 ALITHET 1.0420.21 28.49+9.91
IFfE 0732017 44.57+8.49%
X HE 21 60  AYIH} 1.00+0.24 31.29+7.63
/P {8 1.049/0.296 1.820/0.071
/P {8 7.792/0.000 9.560/0.000

T 5] A LA, "P<0.05 ;5 FLAR R 2L AR Y7 I LU L "P<0.05

2.4 FLERFEA Q-T )M & #UE 5.0 ML fids ik
¥ .miR-19b , Caspase-3 F*JAH I

AT T, FLARE 4 Q-T [ 5 % 5 CK-MB |
cTnl ,miR-19b , Caspase-3 J&HH I8 A e 14 (P>0.05) ;
Iy n , FUIE L Q-T AU S HU¥ 5 CK-MB cTnl |
Caspase-3 ‘£ IEAH2K, 5 miR-19b £ HAHK . WLk 4.

3 it

AR S22 B 4 AR 0 e 9
B2, FR SR A M50 M R SR ) , (Lt LA
NG, 5 T 5 S K 25 ey
] 2 %t LS 093 B0 22 R O 5 0 19 % %

e (il li%ids
B 1‘4\
r {8 P{H r {8 P1H
CK-MB 0.114 0.231 0.374 0.006
c¢Tnl 0.074 0.372 0.412 0.002
miR-19b 0.094 0.241 -0.317 0.015
Caspase-3 -0.107 0.194 0.342 0.011

PR ] fE oAy . DR VERR AL IR 2R 25
I WA ]2 A & AR O LR IR AR B 252
W5 O WLAR A5 19 20 T BIL A Bl T 57 30 95 5 0 AL
PG AR R IR WL A3 8 ) B T s

O LB G PR 1 T 3P O WL 55 4 o I 3
b, AR 43 7L g £ 3 2 A2 AR 25 25 ) Ak T 10 1)
O LT 1) T S AR PR, 53 A8 38 43 5B O WL IE
OB, 3 VA T — s P, ASA]
THERR PG B E 259 Ak 7 W 1l O LA
20 LGN & A B A0 s A1 e A7 R e v e B
e [ A5 Pk ¥ 25 e A il A, L3 — B AR ) B AT i
FLF 0 LA A A 28 o JULTRE A B i, R B Xt L
200 6 %) R A7 R P B B A ()2 P R A T OEAG A B T
IR L o Q-T [l M s 15 2 ik o0
R P B AA o JUL A0 i R A7 B 5415 O i G B 36 s
Z 00 B O IL4 B I R AIF 52 UE 5, Q-T [A]
BT RN 5 O A R A O

I SE AR A ISR B Q- [a) B 8 % B ok
T K PEAG BRI 255 R 0 WL A A
ALK Z AR b F T 2L B AR R 2T e
O WU PR . Abd7 24N E IS, LR 5 1
Q-T ] 34 8 3 A e iy e e s R o 1 B g 3
i, e BH RS2y T g T LR g R E O L
20 6 %) R A RS P B B R L AR DL 3 4y
BT Q- (| 3 25 803 X 0o LA 493 1 DAy 1L, 3 2o
CK-MB . cTnl P F5 b 52 B0 L 43 O R B, 245
KB - FURE B AT 2 RS BT CK-MB |
cTnl 7 & ¥R ALY 1y S i3 75 I8 2 1 B B 3 i
R FLI I B B AR YT 5 il T 0L
P43 5 I H 2L F8 3 AT S A Q- [l 390 B8 1 B
5175 CK-MB . cTnl &% 5 HA EA KRR, £
Q-T [] 30 B 1 E 1 384 o 5 L AR AR A8 R 249
057 J5 O WL R B2 i 45 56
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SR 250 R B PE 19 4 F LR 2 4 HoR 5F
S B, Z IS AR E T S B R 2
7| A o JUL A B 453 495 %8 VD AR G 1 2R ) 2 R4 00
] A TR P 00 i S 5 e TR, U IS 24 i e 41 )
miR-19b KRBT O NI caspase-3 ik
s, AR AR A A A T o ASBIFSE T miR-19b
e caspase-3 1K I A B - L AR g AR B ALY 2 T
W15 B9 A1 i miR-19b R 3K 7K - B AL YT i S fgt 3
R I S R AIG, 1LY caspase-3 B B ALY HI
Ko A A SR A W B0, 5 R B ) A 25 R )
A, W JH % miR-19b/caspase-3 i T- iR 728 & B
25951 O R 5 19 3 FHLEI 2 — o RO UL A
It R b A 430 LA L 2 A R T 2 5 i 248
B S S, ARG 38 3o AH SR 2 B e B - L s A
FALIT S Q-T [ 25 #U 5 miR-19b 2 ARG,
5 caspase-3 % IE A OC , R W] Q-T [a] 1] &5 H Bz 1Y 3
I 5 3L R e A8 5 O 28 259 {697 J5 miR-19b/cas-
pase-3 T IRAR UL A Ko

Zr LR UL BT IS Q-T [Tk
RN 5O I E \miR-19b/caspase-3 A T-184%
PG A G, ARG Q-T Al 25 WU A B A
Aty K PN 2L M 28 AT IS O AR A 0 TR FE
miR-19b/caspase-3 JHT-iB A AR IR
29 NEREME ST S Biia T B e

&% 3k

[1]  O’Brien P, Matheson K, Jeyakumar A, et al. The clinical
utility of baseline cardiac assessments prior to adjuvant anthra-
cycline chemotherapy in breast cancer: a systematic review
and meta-analysis [J]. Breast Cancer Res Treat, 2019, 174
(2):357-363.

(2] JAR, X, 96HL, 25 . miR-19b i Rk P R Fh9
Hoc2 L LA T [0 ] vp [ e~ 2k, 2020, 36(17)
2077-2081.

(3] RaB4E, 5%/ . Q- ] 3UY 8 i 38 A0 UL U i 1 R 26 2

[11]

(12]

[13]

[14]

[15]

Py B30 LA s b B N A (B DT ). BT A 4, 2020, 33
(18): 106-107.

LT, WHEWE, FPXUFT, A5 O IERE S A Q-T I B L
JIE X A PR 2 24 0 00 JULAA 003 A 1 000 A1 (L0 . ol PR R 5
g RAk, 2019, 18(15) 1 1670-1673.

TE TR U Ll 22 b2 BT AT U2 TRTR
RS RE (2013 O LY ], MBI, 2015, 25(9):641-703.
Henry ML, Niu J, Zhang N, et al. Cardiotoxicity and Cardi-
ac Monitoring Among Chemotherapy - Treated Breast Cancer
Patients [ J |. JACC Cardiovasc Imaging, 2018, 11(8) :1084-
1093.

Michel L, Rassaf T, Totzeck M. Biomarkers for the detection
of apparent and subclinical cancer therapy-related cardiotoxici-
ty[J]. J Thorac Dis, 2018, 10(Suppl 35) : S4282-S4295.

Song L, Zhang ZF, Hu LK, et al. Curcumin, a Multi-Ion
Channel Blocker That Preferentially Blocks Late Na+ Current
and Prevents I/R - Induced Arrhythmias [J]. Front Physiol,
2020, 11: 978.

Bernikova OG, Sedova KA, Arteyeva NV, et al. Repolariza-
tion in perfused myocardium predicts reperfusion ventricular
tachyarrhythmias[J . J Electrocardiol , 2018, 51(3) :542-548.
Rodriguez-Jiménez AE, Cruz-Inerarity H, Negrin-Valdés T,
et al. Corrected QT - Interval Dispersion: An Electrocardio-
graphic Tool to Predict Recurrence of Myocardial Infarction
[J]. MEDICC Rev, 2019, 21(2-3): 22-25.

Eshraghi A, Hoseinjani E, Jalalyazdi M, et al. QT interval
and P wave dispersion in slow coronary flow phenomenon
[J]. ARYA Atheroscler, 2018, 14(5):212-217.

Ucar FM, Ozturk C, Yilmaztepe MA. Evaluation of Tp-e in-
terval, Tp-e/QT ratio and Tp-e/QTc ratio in patients with acute
myocarditis[ J ]. BMC Cardiovasc Disord, 2019, 19(1):232.
Dadson K, Calvillo - Argiielles O, Thavendiranathan P, et al.
Anthracycline-induced cardiomyopathy: cellular and molecular
mechanisms[J]. Clin Sci (Lond), 2020, 134(13):1859-1885.
Sala V, Della Sala A, Hirsch E, et al. Signaling Pathways
Underlying Anthracycline Cardiotoxicity [J]. Antioxid Redox
Signal, 2020, 32(15):1098-1114.

Prathumsap N, Shinlapawittayatorn K, Chattipakorn SC, et
al. Effects of doxorubicin on the heart: From molecular mech-
anisms to intervention strategies [ J]. Eur J Pharmacol, 2020,
5(866) : 172818.

(L% 739 )

[12] Horiike M, Ohno K. Investigation of Recurrence Factors for
Idiopathic Intussusception in Children: Focusing on Ultrason-
ic Findings at Terminal Ileum [J]. J Japan Society Pediat
Surg, 2017, 53(45):691-697.

[13] Haba Y, Maeda T, Kyuno T, et al. A Case of Intussuscep-
tion Caused by Cancer of the Sigmoid Colon in an Adult[J].
Gan to Kagaku Ryoho, 2020, 47(13) : 1866-1368.

[14] Rajendharan KA, Balakrishnan G, Sundaramurthi S, et al. II-

[15]

eal intussusception due to primary intestinal melanoma with
generalized lymph node metastases- a rare cause of small bow-
el obstruction[J ]. Intern Surg J, 2021,8(2) : 739-743.

Pham LV, Ta QV, Nguyen DT, et al. Intussusception char-
acteristics and ultrasound guided pneumatic reduction A clini-
cal experience in children less than 24 months old in Vietnam
[J]. Curr Pediat Res, 2020, 24(6) :243-236.



2V NTEWEIEITAGE 20214E5 ] 45134 4551 J Mol Diagn Ther, May 2021, Vol. 13 No. 5

. a
.’I,/a 3 e

SPAG9 mRNA . Livin mRNA . Caspase-9 mRNA 12
JURIN Y Revhah 84k B 5 5

IFWT FR 24 HR Awm BEFH BB

[ ZE] B8 FIPE FH P 9(SPAGY) mRNA | T4 H 4 il I+ (Livin ) mRNA 2 B4
iR K 4 54 IR B 71 1 -9 ( Caspase-9 ) mRNA 7€ 5 4 53 A 23 A8 iR 3 2 ] AR IV R h sl 828 A 1 o
Tk 2017 4F 6 H & 2020 4F 5 A AR BEGA B 126 B F B PO BEIE A= 200538 o AR 1R )R 6 IR
HZE R i 2] (n=101) AEZZ M 20 (n=25) , LL P41 SPAGY . Livin . Caspase-9 mRNA Fik /K- H 4k
ML (PBAC) P4 T8 N R I B AT 81 ot . B8R SMALIAIT ) 3.6 ™ H SPAGY . Livin
mRNA \PBAC W50 . 75 WIRE AL FAEE M AL, Caspase-9 mRNA & FAEZEMAL, 22 56 Gt 24 L (P<
0.05) ;AT 5 3.6 I H SPAGY . Livin mRNA 5 PBAC PE/43 . 155 P JIE J5 JiE 5L TF A1 54 (P<0.05) , Caspase-9
mRNA 5 PBAC 143 . 757 P 5 JEE )3 £ 17 AH 56 (P<0.05) ;397 )5 6 1 H SPAGY . Livin mRNA | Caspase-9
mRNA il il 2% fift (1Y) AUC HK YK M 0.843 . 0.831 . 0.772 , 45 $5 b 156 & T 2% f#t 1) AUC 4 0.902 (P<0.05) o
%t EAHHMIEEC 2 H RHIF R 75 WKL S SPAGY | Livin mRNA [1% 2 Caspase-9 mRNA T J216
TEAT R — S R, AT 00 8 35 37 25 0, A3 BT i e R R T T R

[X$2i7] SPAGY mRNA; Livin mRNA ; Caspase-9 mRNA; EAH; EEC; 2 H /R¥f

The dynamic changes and significance of SPAG9 mRNA, Livin mRNA and Caspase -9
mRNA in the course of treatment of Mirena

WANG Xuebo*, LI Song, REN Hongjuan, YANG Ran, SUN Li, XUE Guoyong, Qu Xiaoling

(Department of Gynecology , Nanyang Central Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To investigate the dynamic changes and significance of sperm-associated
antigen 9 (SPAG9) mRNA, livin mRNA, and the caspase-9 mRNA in the course of treatment of Mirena of
endometrial atypical hyperplasia (EAH) and early endometriod adenoncarcinoma (EEC). Methods A total
of 126 endometrial hyperplasia patients admitted to our hospital from June 2017 to May 2020 were selected and
divided into the remission group (n=101) and the non-remission group (n=25) based on the pathological re-
sults 6 months after treatment. The 2 groups of SPAGY9 mRNA, livin mRNA, caspase-9 mRNA expression lev-
els, menstrual blood loss chart (PBAC) score, endometrial thickness were compared and analyzed. Results
The SPAG9 mRNA, livin mRNA, PBAC score and endometrial thickness in the remission group were lower
than those in the non-remission group at 3 and 6 months after treatment, and caspase-9 mRNA was higher than
that in the non-remission group, the difference was statistically significant (P<0.05). SPAG9 mRNA and livin
mRNA were positively correlated with PBAC score and endometrial thickness at 3 and 6 months after treat-
ment, and caspase-9 mRNA was negatively correlated with PBAC score and endometrial thickness (P<0.05) ;
SPAG9 mRNA at 6 months after treatment, the AUC predicted by /ivin mRNA and caspase-9 mRNA for re-
mission were 0.843, 0.831, and 0.772, respectively, and the combination of each indicator predicted remis-

sion AUC of 0.902 (P<0.05). Conclusion The decrease of SPAG9 mRNA, livin mRNA and the increase of

AR A A AHEIT R B (201905025)
Ve 4x . @M P E R4 =4, 7 d, & M8 473000
*EAEEH 25, E-mail : hyzewyyx1996_01_01@126.com
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caspase-9 mRNA in endometrial tissue during the treatment course of Mirena of EAH and EEC is a reflection

of the effectiveness of treatment, which can predict the benefit of patients and help to guide the adjustment of

treatment plan in time.

[KEY WORDS] SPAG9 mRNA; Livin mRNA; Caspase-9 mRNA ; EAH; EEC; Mirena

P AR 2 H IR R Ry P TR A R
(endometrial atypical hyperplasia, EAH) M f- 405
N i &% (early endometriod adenoncarcinoma, EEC)
) H BN IR YT O AR B R AR e (HOR
AN AR YR 7 B P 22 S Aok, A T & 1 2R 34
ST R, X8 S R e A S ik R, K
F#H K Pr ) 9 (Sperm associated antigen 9, SPAGO)
& c-Jun 28 5 R v B AH AR FH 20 1) — A L
B, L1 SPAGO, 1l SPAGO {55 53 it , T BHIKF +
B PN TR g A 17 ME A S 1 0 T A
AN e WA ) A e = e S i
PR T R T A - (Livin) 7875
B 8Uh Rk B E TR L IF SN2 RIE IR E
AR, PR K 4 % W2 25 1 -9 (Caspase-9)
S PRAT AR A T ) B IS AT O g 2 B Y O
= ARWFFEHRTT SPAGY | Livin , Caspase-9 mRNA
2 RAITFRP SN E L, BENIEIR
ORI S s I F .

1 X&fMF*E

1.1 fFRxT%

YL 2017 4F 6 A & 2020 4F 5 J A Bk G 1
126 175 N IREG A= S A48 R 5 R, J0h EAH 13
% ,BEC 113 {7l . ARIHIAIT G 6 > H LR h
i (n=101) AEZMHH (n=25) . O AbRHE FF
4 EAH .EEC 2 WibrifE™ s ¥4 - B A B DI hg ok
A F AR EOR S ORSIRIT & s AR AR 232 3 A
FIRIT o QHEBRBRE B MR BE LR, RIS
FHAE H I 3 AURE s 8 BRI s IR R B
B ARG PR A TR T R BRI
JE>10 em o ABFFTARIE Befe B2 R 2 it
B RFREF AN, A B E SR E .
1.2 Fik
1.2.1 JRIT L ST ROTE

BEYEENCE PRI N T E RE
(5 Ze i 421 52 mg/> (20 ff 9e./24 /NI ) |, Bayer
Yakuhin, Ltd, #t#E 05 H20140237) , TIEI7RT A
J7 )5 3.6 N HATIARHE 7 A Al i 7 N IR R

I 4% B8 H 28 2k 1L K] (Pictorial Blood Loss Assess-
ment Chart, PBAC) - 73 P14 it # ] £ & , PBAC>
100 3 A H &3t 2, s a s , &z [6
N TR 6 D AAT T E WIRH ZUE K, 22 - w
AR SEL R, JG EAH \EEC [ 41 200 B~ UE 4 ; E
Gefitt - SRR MEA AT
1.2.2 SPAGY.Livin,Caspase-9 mRNA K5l

IBIFHT BT 3.6 D SR S22 & &
PCR 754500 5 NS 4H 21 SPAGY . Livin , Caspase-9
mRNA K35, KGR RS ik f=22 2,
1.3 WEAEIR

O ML TR, QM AIRYTRT Jh
I7JE 31 H JRYF A 6 1~ H SPAGY . Livin . Caspase-9
mRNA Z1 85742, @B MARITHT JAITE 31
H3RI7 IR 6 H PBAC 4y FENBEIERE . @5
¥t SPAGY Livin ,Caspase-9 mRNA 5 PBAC P£43 . 1
BN A G . Q5T & H AR PR AE DG
m %, ©@ainyriE 3 A JRITE 6
SPAG9 . Livin Caspase-9 mRNA T ZEf#ri {6 .
1.4 GEileEirik

K SPSS 22.0 FAF AT Ak B , i BTk
Ph(x£5) R, PIAL ] LLBA TS AR e R 5, 1N
FEEATRCNT e 53, THECE BV n (%) %o, ] fa
55, & H Pearson i#f 7 #H )& 1 43 Hr , Logistic A1 14
Ti FEAT Z R 3 b, R 2 i AR R AR it £k
(Receiver operating characteristic, ROC) &2 ROC |
Il F ( Area under the curve , AUC) 43 b7 4% 15 b5 T
FMNE . P<0.05 W2ZESAHGITFE L,

2 #HR

2.1 TR
VL AT g S AR AR T R AR R S
USRS EF S BEfE S i, 2R TSI R
X (P>0.05). W1,
2.2 M4 SPAGY Livin Caspase-9 mRNA sh275 4k,
G IR YT IS 3.6 1~ H SPAGY . Livin mRNA
K FAEZZf# 4 , Caspase-9 mRNA & TAF it 4,
EZRAGIFE L (P<0.05), WLFK2,
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K1 FWHEEXERXIL (n(%), (x+s)]

Table 1 Comparison of baseline data between 2 groups

[n(%),(x+s)]

ol ARZEfRAL .
bEH (n=101) (n=25) iy Pl

EE (%) 31.97+6.85 33.58+8.02 1.016 0.312
P A
EAH 12(11.88)  1(4.00)

0.628 0.428
EEC 89(88.12)  24(96.00)
TR0 46 £k (kg/m®)
{9 20(19.80)  2(8.00)
EH 42(41.58)  14(56.00) , .
e 25(24.75)  4(16.00) 31030295
A fie 14(13.86)  5(20.00)
VR TE sy
EAH 62(61.39)  10(40.00)

3743 0.053
EEC 39(38.61) 15(60.00)
IS IRIRTS
(/e 47(46.53)  8(32.00)
FN 54(53.47) 17(68.00) Ll 0190
AR
Jo 69(68.32) 20(80.00) 1319 0951
B 32(31.68)  5(20.00)
WEAE
ST S 18(17.82)  7(28.00) 0.744 0.388
RZEIRE RS 13(1287)  1(4.00) 0825 0.364
i 2 B N AR 1 SR 9(891)  5(20.00) 1499 0.221
R H R 14(13.86)  6(24.00) 0.877 0.349
Wi IR 8(7.92)  4(16.00) 0.725 0.394
el 2(1.98) 0(0) 0.034  0.854
1o I 1(0.99) 2(8.00) 1.758 0.185

2.3 W4 PBAC PF4) . & IR L

G HIBIT )G 3.6 1 H PBAC PE4)y . 75 N I
JERE R AR i 4 0 B B AIR, 2 A it s L (P<
0.05), W3,

2.4  SPAGY, Livin, Caspase-9 mRNA 5 PBAC i
o7 T ENIRIERE G R

WBIT )G 3.6 1 A SPAGY9 mRNA (r=0.369 .
0.385, P 3J<0.001 ) . Livin mRNA (r=0.497 .0.566 , P
$1<0.001) 5 PBAC P4 2 IEAHC ,1GIT /3.6 1
H SPAGY9 mRNA (r=0.401.0.427, P ¥J<0.001) . Liv-
in mRNA (r=0.428.0.519, P }J<0.001) 5 7 & P fist
JE B IEA G V697 5 3.6 1~ H Caspase-9 mRNA
5 PBAC 143 &2 T A 3¢ (r=-0.514.-0.633, P <
0.001);78Y7 )5 3.6 1 H Caspase-9 mRNA 515 N
JIESJEE i 5 47 K 56 (r=—0.486 . —0.597 , P $4J<0.001 ) .
2.5 SPAGY . Livin . Caspase-9 mRNA Tl {l| 2% i 1)
R g

WBIY JE 3.6 1 H SPAGY. Livin, Caspase - 9
mRNA BPES AR &R (P<0.05) ., W3 4.

BIT G 6 A XY &G i i OR i K TR
J70E 3 A B LURYT I 6 A~ A AR bR AE b T 5K
54T ROC £ 43 r , 45 R B % 1R T G 6 4>
H SPAGY9 mRNA i il i) AUC 4 0.843 (95%CI :
0.768~0.902 ) , %% W1 8 <0.24 , BURE Ty 74.26% , Fi
S 88.00% , Livin mRNA i illl iy AUC Jy 0.831
(95% CI : 0.754~0.892) , #% Wi {6 <7.1, )& &
75.25% , 5 5t B N 84.00% , Caspase-9 mRNA T5i ]
) AUC K 0.772(95%CI : 0.688~0.842) , # ¥ {f >
0.62, HURE HJ 51.49% , F5 55 4 92.00% ; 4518 b
56 & T 2% % 1) AUC A 0.902 (95% CI: 0.836~
0.947) , BURFE R 73.27% , 5 5 FE N 96.00% (P<
0.05), WLIE 1,

NS

F2 W4 SPAGY. Livin,Caspase-9 mRNA BIEZTW (v+s)
Table 2 The dynamic changes of SPAG9, Livin and Caspase-9 mRNA between 2 groups (x +s)

wml B SPAG9 mRNA Livin mRNA Caspase-9 mRNA
WITH BITRE 3N RTE 6 M A RITET WRITE 3 WRIFEe M A TN IRITRE 3N RITE 6 A
R4l 101 0.39+0.16 0.21x0.10" 0.15+£0.05"  8.15£2.65 6.04+1.97* 5.14+1.69° 0.38+0.13  0.56+0.15 0.69+0.21°
Gl 25 0.42+0.18  0.40+0.14 0.43+0.13  7.96+2.31 8.11+2.59 8.20+2.67 0.41+0.15 0.42+0.14 0.40+0.13
18 0.819 7.811 17.238 0.357 4.404 7.138 1.001 4.231 6.588
P1E 0.415 <0.001 <0.001 0.722 <0.001 <0.001 0.319 <0.001 <0.001
T HARHIRYTHT LR, 'P<0.05,
®3 WMAPBACHS . FENEEELLE (x+s5)
Table 3 Comparison of PBAC score and endometrial thickness between 2 groups (x+s)
- - PBAC 1143 (/1) TENBEE (mm)
B IRITHT BITE 3 H BITIE 6 H IBITHT BITE 31 BT 6 1)1
i 101 192.56+30.14 81.66x15.08 34.48+7.29 12.51£2.09 5.59+0.92 4.08+0.74
E|sE575 1445 | 189.67+34.28 105.45+20.63 91.59+30.05 11.87+2.25 8.26+2.34 7.55%2.18
tfH 0.418 6.533 17.330 1.350 9.055 13.313
PiE 0.677 <0.001 <0.001 0.179 <0.001 <0.001
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&4 Logistic B3 A

Table 5 Logistic regression equation analysis

AN BIH SEH Wald y* ORH  95%CI  P1H
WBITIE 34 H
SPAGY9 mRNA  0.184 0.062 8.845 1.202 1.064~1.359 <0.001
Livin mRNA  0.343 0.097 12.536 1.410 1.236~1.608 <0.001

Caspase-9 mRNA —1.241 0.355 12.230 0.289 0.168~0.497 <0.001
IR 641 H
SPAGY9 mRNA  0.244 0.079 9.546 1.276 1.158~1.407 <0.001
Livin mRNA 0.577 0.154 14.035 1.781 1.598~1.984 <0.001
Caspase-9 mRNA —1.020 0.255 16.007 0.361 0.205~0.634 <0.001

100 |

80 e

g OO
& |

E a0f

61 J1 Caspase-9 mRNA
20 67~/ Livin mRNA
- 67~J1 SPAG9 mRNA

—IRITJR 6 N ARG

1 . . | . .
0 2 40 60 80 100
100-45 5411

B 1 il ROC
Figure 1 ROC for prediction

SPAGY9 mRNA & i T AZKYe a1k 17¢21, J2: c-
Jun ZBE A S 5 58 B L SO R L, AR AR
Y IG A PH T AR EAEH . AR BN,
SPAGY9 mRNA 7E2 H /R IR YT I 345 0 HL 2% i 18
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Effects of LINC01088 on proliferation, migration, and angiogenesis of glioma U251 cells
WANG Wei', MA Qinhai*, ZHANG Xiaoling®’, SU Wuyun', CHANG Lijuan', WANG Xiaolan', LI Yao',
YAN Haicheng™*
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[ABSTRACT] Objective To investigate the effects of LINC01088 on proliferation, migration, inva-
sion and angiogenesis of glioma U251 cells. Methods The expression of LINC0O1088 in glioma was analyzed
by GEPIA. The shRNA-LINC01088 (sh-LINC01088) was used to infect U251 cells to establish the stable cell
line. The effect of silencing LINC0OI1088 on the proliferation, migration and invasion, angiogenesis of U251
cells were detected by MTT, Transwell, tube formation, respectively. The expression of PI3K, p-AKT and
AKT in U251 cells was measured by Western blot. Results GEPIA analysis showed that the relative expres-
sion level of LINC01088 in glioma tissues was significantly higher than that in normal tissues (P<0.05). Trans-
fection of sh-LINC0I1088 could down-regulate the expression of LINC01088 in U251 cells (P<0.05), and
U251 cell lines with stable and low expression of LINC0O1088 was obtained. Compared with the control group,
the proliferation, the cell number of migration and invasion, the numbers of tube, and the expression of PI3K

and p- AKT in the sh-LINC01088 group were significantly decreased (P<0.05). Conclusion Silencing
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LINC01088 inhibits proliferation, migration, invasion and angiogenesis of U251 cells, and its mechanism

might be related to the inhibition of PI3K/AKT signaling pathway.
Glioma; LINC01088; PI3K signaling pathway
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Figure 1 The relative expression level of LINC01088 in

glioma tissues and normal tissues was analyzed
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Table 1  Effect of transfected with si-LINC01088 on the
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PA{H 0.008 <0.001 <0.001
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Figure 2 Sh-LINCO0108 lentivirus recombinant vector
infected 293T cells and U251 cells. (GFP fluorescence, X200)
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Table 3  Effect of silencing LINC0I1088 on proliferation and migration of U251 cells (x+s)
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Figure 3 Cell migration in control group and LINC01088 silencing group. (Crystal violet staining, X200)
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Figure 4 Cell angiogenesis of control (x200)
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The expression and diagnostic value of D-dimer, CA125, PD-L1 in patients with ovarian
cancer

LI Renhe', LI Miao'*, LIANG Yuping®, SHEN Xiaomiao'

(1. Department of Gynecology, the Second Affiliated Hospital of Guangdong Medical University , Zhanjiang,
China, 524100; 2. Department of Hematology, The Second Affiliated Hospital of Guangdong Medical Univer-
sity, Zhanjiang, China, 524100)

[ABSTRACT] Objective To analyze the expression and diagnostic value of D-dimer (D-D), carbohy-
drate antigen (CA) 125, and programmed death ligand 1 (PD-L1) in patients with ovarian cancer. Methods A
total of 103 patients who received ovarian tumor treatment in our hospital from October 2019 to November 2020
were selected as the research objects. According to their pathological diagnosis, they were divided into the ovari-
an cancer group (n=40) and the benign tumor group (n=63). In the same period, 50 women with healthy physi-
cal examination in our hospital were selected as the control group. Compare the expression of DD, CA125, PD-
L1 in the three groups and the ovarian cancer group with different clinicopathological characteristics, analyze the
correlation between DD, CA125, PD-L1 expression and the correlation with clinicopathological characteristics,
and evaluate DD, CA125, PD-L1 expression in the diagnosis of ovarian cancer. Results Comparison of the
positive rates of DD, CA125, PD-L1, ovarian cancer group >benign tumor group >control group, the difference
was statistically significant (P<0.05). The positive rates of DD, CA125, PD-L1 were related to the tumor diame-

ter and FIGO of patients with ovarian cancer staging, tumor involvement, lymph node metastasis, muscle inva-
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sion, and malignant ascites were all positively correlated (P<0.05). DD was positively correlated with CA125

and PD-L1 positive rates, and CA125 and PD-L1 positive rates were positively correlated (P<0.05). The area un-
der the curve (AUC) of DD, CA125, and PD-L1 in the combined diagnosis of ovarian cancer is the largest,

which is 0.937. Conclusion The increased expression of D-D, CA125, and PD-L1 is positively correlated with

the clinicopathological characteristics of patients with ovarian cancer. The joint detection of the above indicators

can provide a basis for clinical diagnosis of ovarian cancer and assessment of disease progression.
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Figure 2 diagnostic ROC curve
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Effects of miR-200b targeting MAP2 on the damage of rat cortical nerve cells induced by
hypoxia and hypoglycemia

WANG Hongyu'*, DONG Junxing®, CHEN Zhenren', REN Haonan'

(1. Department of Emergency, Zhengzhou Seventh People’s Hospital , Zhengzhou, Henan, China, 450000 ;
2. Department of Neurology, Seventh People’s Hospital of Zhengzhou City, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To investigate the effect of mir-200b on the injury of rat cortical neurons in-
duced by hypoxia and glucose deficiency and its potential mechanism. Methods The cortical neurons of rats
were divided into the normal control group (without treatment) , hypoxia and glucose deficiency model group
(cells were cultured in sugar-free Earle’s solution containing 0.5 mmol/L sodium dithionite for 48 h), anti-miR-NC
group, anti-miR-200b group, miR-NC group and miR-200b group. qRT-PCR was used to detect the levels of
miR-200b, calpain]l mRNA and MAP2 mRNA in the rat cortical neurons. Western blot was applied to measure
the levels of MAP2, calpainl, pro-caspase3 and cl-caspase3. CCK8 assay and flow cytometry were performed
to detect the cell survival rate and apoptosis rate respectively. Dual- luciferase reporting system was used to ver-
ify the targeting relationship between miR-200b and MAP2. Results Compared with the control group, the
levels of miR-200b and calpainl mRNA in cortical neuron cells of rats in the hypoxia-glucose deprivation mod-

el group were increased, the level of MAP2 mRNA was decreased, cell survival rate was decreased, and cell
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apoptosis rate was increased, with statistical significance (P<0.05). Inhibiting miR-200b in rat cortical neuron

cells of the hypoxia-glucose deprivation model group improved cell survival rate, reduced cell apoptosis rate,

increased the levels of pro-caspase3, MAP2 mRNA and protein, and reduced the levels of cl-caspase3, cal-

painl mRNA and protein. Over-expression of miR-200b had the opposite result. The results of dual-luciferase

reporting system indicated that MAP2 is the target of miR-200b. Conclusion Mir-200b targets MAP2 to regu-

late the injury and apoptosis of rat cortical neurons induced by hypoxia and glucose deficiency.

[KEY WORDS]

vival rate ; Apoptosis rate
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(RT-PCR ) F Lipofectamine 2000 % Y17 &0 [ 5
AW TR CRE) A R 5514 .miR-200b mimics
(miR-200b) #1171 (anti-miR-200b) . %} B4 (miR-
NC . anti-miR-NC) % MAP2 ¥} 4 %I (WT-MAP2) fil
5 (MUT-MAP2) 4z 45 8K [ 1 75 35 24

Cortical nerve cells of rats; MiR-200b, hypoxia and glucose deficiency ; MAP2; Sur-

AR F] s MAP2 Hii 4K | calpainl $iL{& | pro-caspase3
PUIK | cl-caspase3 i 1K il GAPDH it & ) [ € [
Santa 3 A ; CCK8 X771 & . 40 i ] T a I 3551 6 )
B LR A RAEYHEARA R A A w g A
BD /A F , Real-time PCR ¥ H 5% [# Bio-Rad 23 ] .
12 Hik
1.2, KRR TR 2 40 G S B s

HRAE SCHR" 1 5 i, O B M Bz 4 4L, 8
5 1 0.25% 1) JE 2 1 B Ak, 250 DUTE 41 M, 48
J& & 15% 413 M2 1% B27 #) DEME/F12K 15 37
FEETRANM, K5 FR R AN 100 U/mL 75 5 % -100
pg/mL 55 %, 8 T 37C 5% CO. J 3 i b 1 3%,
48 h JE ALk FE 54 10 wmol/L Bl H Ji 4 310 il fie
A A A, FE R 2 A 1 3 T R, F R S
I75 BEAL T (NSE) F 2 i i b4 e b A7 %5, W
e T WL, 24 R o 41 B s Y oA A o €0 I 3
Ay, PR ZS B A TR S5
1.2.2  Zf i dife AEUR TR ey

HURE R 7 d A e 40 i, W 25 JROR I 1 R %
FH JC ¥ Earle’ s 35 Uk 2 8, SR J5 #e Wil ¥ 45 0.5
mmol/L 7% — V&7 R 4% 1Y JC M Earle’ s Y 4k 2k B 57
48 h, B il SR A 21 5 FL b FLBE 57 48 h i 4 g
FE R XS R
1.2.3  4Affuf% YL F Real-time PCR A&l RNA (%54

HURE B A K 1) B R 2 40 g, AR 3 Lipo-
fectamine 2000 ¥4 55 & U B 45 FE AT e 4E | B 4%
2H # /& (anti-miR-NC . anti-miR-200b . miR-NC . miR-
200b ) % Ye A Bl S 20 K BRSO R 22 g e
SI4E A miR-NC 2H . miR-200b £H . anti-miR-NC £ .
anti-miR-200b 2 .

UL A8 h i, AR N M, B HCAH A S RNA, )R
i 5645 1 cDNA, DL cDNA i #5542 4% I Real - time
PCR 3 71 &5 1 156 B A3 847 07, & B miR-200b
calpain]l mRNA il MAP2 mRNA, F 2 J5 i it
11 BdE T
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1.2.4 YU T30 K A ILAF IS R

W 4 25 21 K BRL B2 T3 i 25 200 B, 42 P 3% 5% 4
Jil, PBS 2% vh ¥ Uk ¥ 2 W, # BR U Tl ) &
CCK8 1 77 & vl W1 5 B A, A6 D0 5 11555 &4t e 4
TR M AETG %
1.25 BEOCEEHRE R TR

fdi 1] PCR ¥ 3% 43, 7 miR-200b 45 & 7 55 1
MAP2 J¥5 Jr Bt , I 5e b 28 9 R Mgk 4k,
AT MAP2 B7 A4 BI /K (WT-MAP2) , ¥ MAP2 ¥
5] ACAGUAUUA % 4F Jj AACCAGAAC, 3k 13
MAP2 2725 B4 (MUT-MAP2) , ¥t WT-MAP2 Fil
MUT-MAP2 B¢ 5 2 B4 844 4351 5 miR-NC
1%, miR-200b F Lipofectamine 2000 fig it {4 3 4% Yy
BERIFRUFIR B B 2 i . AR B K
DU 240 RELAF O] 8 K B 2 G 3R G M o
1.2.6  Western blot £l MAP2 FIH T~ 4H ¢ 8 1

WACHE 4% 20 A U oo 2 20 D, o T 2 i, Wi
17 SDS-PAGE, 8K J5 %% PVDF i, 5% i fig )
B =R E 2 h, A —HT (MAP2 H04K 1:1 000,
calpainl $iL{& 1:1 000, pro-caspase3 L& 1:1 000,
cl-caspase3 HT{A& 1:2 000 F1 GAPDH $i{4 1:3 000) ,
ACH W E , TBST PRI 3 WK, I A B B 1Y il b
“HERME 2h, UL GAPDH NI, &
H7K .
1.3 Geilsaba

K HI SPSS 19.0 #1478 74T , AR
(X)) FE7I s HIZHA] FCHH ¢ A6 , 2220 1) ) e ek
BRI 720007, LA P<0.05 NZESAGFE X,

2 &R

2.1 A BIORE 4 43 455 A0 1Y 2 57 A2 miR-200b . cal-
painl F1 MAP2 {521k

50T REZH AR L afe S o ASE A8 2 K BRL e T
22040 MY miR-200b F1 calpainl mRNA 7K 157
55 (P<0.05) , MAP2 mRNA 7K F-F& 1% (P<0.05) , ZH
A7 35 AR (P<0.05) , U I8 TR W E T+, 22
SAGIEE X (P<0.05), WE1,

R BREGREEX KRB E ST A R miR-200b.
calpain] 1 MAP2 FRIERIZM (v +5,n=9 )
Table 1  Effects of hypoxia and glucose deficiency on the
expression of miR-200b, calpain 1 and MAP2 in rat cortical
neurons (x+s,n=9 )
calpainl ~ MAP2 AT T
mRNA  mRNA (%) (%)
X REZL 1.00£0.05 1.00£0.06 1.00£0.06 100.00£7.94 8.12+1.01
A 3.1940.08 2.25+0.07 0.41+0.04 45.84+5.14 25.19+1.96

t{H 69.642 40.674 24.545 17.178 23.225
P{H 0.000 0.000 0.000 0.000 0.000

0% miR-200b

2.2 Jl miR-200b X 4 B 75 T 10 R B i
ot 28 241 L P 5 )

% J% anti-miR-200b 1 il miR-200b , 45 5 & B,
55 anti-miR-NC £ 4 I , anti-miR-200b £ K fLE 5
B 22 JC A0 i miR-200b 75 BEFRAR , 22 F0H Gi it
H L (P<0.05) , 4 BLAF TG R T, P T3 BEAIK, pro-
caspase3 7%t FI 15 , cl-caspase3 25 [1 7% & [ AL, 2 57
BGiEE L (P<0.05), WET1 .2,

O
A o . B SR
anti-miR-NC anti-miR-200b R

10"y 10 N

10"; o 10‘% L pro-caspase3 e W 35 kDa
E | 103 ' E | 103

10‘;- ,4( 10:"!{ cl-caspase3 ~ wm— e |7 kDa

10" 105

GAPDH - .- )],

i et t
Annexin V—FITE -
A ] miR-200b X e 4 BOREHFS S (04 K BRUKE TPl 28 200 L U 12 1 5
Wil ; B:caspase3 i [ Yk
1 #%) miR-200b X fR SEERYE T S B K R Bt &2 4
BEE =R caspase3 & B RIZ IR0

Figure 1 Effects of miR-200b inhibition on apoptosis and

Annexin V-FITC

expression of caspase3 proteins in rat cortical neurons induced

by hypoxia and glucose deprivation

2.3 itk miR-200b X e EHOE 75 T 10 K U
JoT A4 2 240 L 114 55 Ml

5 miR-NC 41 # kb , miR-200b £ 4i Jiig
miR-200b 7% & 4 il 8 T- % 1 cl-caspase3 7 & FF
151, 20 A7 35 2R 0 pro-caspase3 5 [1 75 & FFEAIK , 2
S G XL (P<0.05), WK 2.3,

&2 ME miR-200b XFER FERYEF S HI K R SIS EMEIRM (x+s)

Table 2  Effect of miR-200b inhibition on rat cortical neurons induced by hypoxia and glucose deficiency (x#s)

203 miR-200b AR (%) JHT-%(%) pro-caspase3 cl-caspase3
anti-miR-NC 1.01+0.06 45.78+5.12 25.12+1.89 0.20+0.02 0.63+0.06
anti-miR-200b 0.25+0.03 84.91+6.38 15.91+1.42 0.54+0.04 0.29+0.03

18 33.988 14.350 11.688 22.808 15.205

P1E 0.000 0.000 0.000 0.000 0.000
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\¢
A . B _Q}AC _qﬁp
miR-NC miR-200b < «
10'g 10' g
1004 10° 2 Pro-caspase3 — www- s 35 kDa
3 = 3 o
= 107 = | 10"
= E ~ E| cl-caspase®
10 M\( 10 ;’ cl-caspase3 — — 17 kDa
1) ey 10" rrmp e GAPDH -—
10° 10" 10* ]O‘J()' 10" 10' 10* 10* l()‘ 40 kDa

Annexin V-FITC Annexin V-FITC

T A i F35 miR-200b X S B 75 5 Y K BB BT 22 200 L 04
TZR 5 B 4 caspase3 4 13815

B2 §FFRiX miR-200b X EREEREF SHK R EFRHE

R T RS
Figure 2 Effects of miR-200b over-expression on apoptosis
and expression of caspase3 proteins in rat cortical neurons
induced by hypoxia and glucose deprivation
3 RIE miR-200b X R FERF T SR KR K RHE
AR M (x+5,n=9)
Table 3  Effect of over-expression of miR-200b on the
hypoxic injury of rat cortical neurons (x+s,n=9)

(%) (%)
miR-NC 1.00£0.05 45.81£5.11 25.16+1.88 0.21x0.02  0.62x0.06
miR-200b 3.55£0.09 30.17%4.19 34.10+2.02 0.07+0.01  0.98+0.08

tE 74.303 7.100 9.719 18.783 10.800

P1H 0.000 0.000 0.000 0.000 0.000

2.4 i itk miR-200b X 4 Bl S K
FUEZ B 22 40 i rP calpainl F1 MAP2 2635 B 520

Y5 anti-miR-NC ZH#f [t , anti-miR -200b 41 41 f{g
W, calpain] mRNA F1 & H & & ¥ AKX, MAP2
mRNA I A &R/ E, ZR AT #E L (P<
0.05) ; 5 miR-NC 204 It , miR-200b 41 4 il cal-
painl mRNA FIE & EITHE , MAP2 mRNA FlE
& mIIREL, 25 A gt X (P<0.05) ., W4,

R4 calpainl 1 MAP2 By R iE
Table 4 Expression of calpainl and MAP2
211 calpain] mRNA MAP2 mRNA calpainl MAP2

A% miR-200b pro-caspase3 cl-caspase3

anti-miR-NC 2.26x0.19 0.40+0.04  0.59+0.05 0.26x0.03
anti-miR-200b 0.99+0.15 0.79£0.05  0.20+0.03 0.52+0.05
miR-NC 2.30+0.20 0.41+0.04  0.60+0.05 0.27+0.03
miR-200b 3.18+0.23 0.14+0.02  0.99+0.07 0.15£0.02
FiH 193.020 422.754 346.778 187.404
P{H 0.000 0.000 0.000 0.000

2.5 miR-200b I [i] MAP2

MAP2 ] 3" UTR J¥8 1% 47 5 miR-200b . #b
PIFA, WIE 3, WHOLER RS R L5 Rk 5
Fi7R, 3 2635 miR-200b 21 7 4= 1 WT-MAP2 fi9% K
PR B ARG 0 2 T, 2R A G E X
(P<0.05) ; 11 278 1 MUT-MAP2 ()75 ' & il A1 XF
TP 22 S RS2 L (P>0.05) . WLk 5,

WT-MAP2 3°UTR 5 UCCAUCUGUUUGAUACAGUAUUA 3

CAGUAGUAAUGGUCCGUCAUAAU s
UCCAUCUGUUUGAUAACCAGAAC 3

miR-200b 3
MUT-MAP23’'UTR 5’

3 MAP2 3’ UTR F&H 5 miR-200b EAMZE B 5
Figrue 3 The sequence of MAP2 3’ UTR contains

complementary nucleotide sequences with miR-200b

R5 WRARBRELR (x+s5,n=9)

Table 5 Dual luciferase reporter assay (x+s,n=9)

2151 WT-MAP2 MUT-MAP2
miR-NC 1.00£0.05 1.01+0.05
miR-200b 0.20+0.03 0.98+0.05
t{H 41.160 1.273
P 0.000 0.221
3 1Tt

miRNA 7£ 2 B il 0 AH JC 5 rf 3R 56 h 9L 57
W, S50 A0 ML SE AR AE TS oA R T
SRR PR I0 Y R T IS NG fe S BB Il A B R
&, G 2, miR-200b 5 BEE S BB % VI
2%, miR-200b 5 miR-200 % J% i) miR-429 M miR-
200a 75k 27 Bl 475 3 500 STl Ak B 21 1) 8 4% 24
L9 (PC12) 48 ffd 12h J5 1% &t i 2 F# I, miR-200b
1 A T Notchl {5538 #% , I T &AL 4S
VS PCI2 N T, AFGT R B, 7 = T AUk
B BR T AR YT AT BRI SR A= Hi i 453475 1, miR-
200b 1 il 3790 %7 242 A B IRLAE A, miR-200b #3)
FIXTT7 A I HER™ . miR-200b-3p 7£ S 4 ik
I A PR FA I B P 22 38 19, 7] miR-200b-3p
AL i) STie2 ok 58 A R B e AR ol O PR A 4
A 45 S0 B miR-200b 1] P A5 k48 o 75 3 1)
PR AT o AR FPLE AN TS £

78 W 5% 3 4 TargetScan il & ¥ , MAP2 5
miR-200b ] fE A7 7E 41 [7] )¢ £ , miR-200b A G838 if
L 1) MAP2 2 5 18 1 Sk Sl SROBH 75 5 10 Ao 28 240 L 40
1. MAP2 X FRIAE A 2% 25 F 85 FH 2 (microtubule-
associated protein 2) , EEAFETF LT, EA AY
Ui M-E 2R ST IR S D Re TR R FEAE AT, FLE R
S QU EZ B0l =11 R R P L 22 ve 1 70 1 R S 1
Frz—" BFSE R, MAP-2 7E K B 25 20 fifo Bk
A BB (OGD) #1755 1 h FR R, Fi )5 12 h ik ik
4,24 h FiETHE " . MAP-2 24545 M -1 (cal-
painl) 4 YY), calpainl 25 28 fil o] 8 P I
pregouAe el BA MR PERY . TERKR
T2 A 22 U AR A B4R 3 h S, MAP2 PRK fi
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2 B AIK, calpainl 7K 7 34, 40 48 & AR
R, MAP2 Fil calpainl 7F #f 25 41 g sk S 451 495 P
¥R AL . ARFSE 45 5 UL B miR-200b 11 8 %
MAP2 [ ik o ASHF 58 1 W C R B R 40
& B, miR-200b 7] §0 1] 45 & MAP2, 25 & 45 %
], miR-200b ¥ ] 17 445 MAP2 [R5 .

ZE b AR R B T 2 40 e ot R A
miR-200b # [i] MAP2 3 £ A FURE o1 28 200 i A7 176
FET . miR-200b F1 MAP2 A 2 i il 48 453 147 1)
I3
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25 P 5ef s A A R i miR-122 . miR-29b . miR-30d
IKEREAE B i Wi i

AL KR FHT KA

(7 E] B& HiTSrEkes &10E(ACS) £ 3% 1% miR-122 . miR-29b .miR-30d 7K VA5 b J2 2
Wit fH. Fi%  #EHC2017 41 7 % 2020 4 1 A AR diif 102 6 2k m Ik Es & Ak B 11 R 7Ry g
2 [v) 399 30 B 40 {514 BREAA G, A BV Jg o R AL, LU A PR 4L 1ML % miR-122 \miR-29b . miR-30d &1k, A K347
H:ROC [k 1) AUC M, H-H5 W ELLH 430 A 4 (IE ST Bedh s BULAEAE) Al B 4 (A Fa e BLL 280 ) , 4% 51
i, % LA [R) 9 55 26 480 () miR-122 . miR-29b . miR-30d ik &, /37 miR-122 . miR-29b . miR-30d 5 2 P &
WkZE A AE e AR B AR G . S5 WAL A miR-122 . miR-30d &5 T X BE 4, 1fif miR-29b % T %) fE 41 ,
ZRAT G5 L (P<0.05), ROC M40 #r 7% , miR-122 . miR-30d . miR-29b . =TI 4 1Y AUC 4331
0.959.,0.966.0.936.0.999( P<0.05) . A 4113 miR-122 . miR-30d & T B 41, Ifii miR-29b fit T° B 41, 2% %44
Gt L (P<0.05) . Spearman AHEME 7R, miR-122 . miR-30d 5 2Pk T Dk 255 AE 35 (0 155 7™ o P
AR (r=-0.937 .-0.857, P<0.05) , miR-29b 15 2 1k 56 Dk £ 5 AF £ 359 55 7™ T AR 5t IR AR K (r=0.854,,
P<0.05). £5i& miR-122 ,miR-30d 7£ 2 4 Jel FkZ5 G AiF A8 8 1 2K rh & =5 2258, T miR-20b R AL FR1k , &bl
ETE T E AR I LT TR, RE I RIS Wt B R

[E@iA]  AaMEkeg a1 ; i3 miR-122; miR-29b; miR-30d

Changes of plasma miR-122, miR-29b, miR-30d levels in patients with acute coronary
syndrome and their diagnostic value

HAO Chunxia'*, ZHANG Xiaoguang', LI Wei >, ZHANG Ying *

(1. Department of Emergency, Fengtai Hospital of Integrated Traditional Chinese and Western Medicine
Beijing, China, 100072; 2. Department of Cardiology, Fengtai Hospital of Integrated Traditional Chinese and
Western Medicine, Beijing, China, 100072)

[ABSTRACT] Objective To investigate the changes of plasma miR-122, miR-29b, miR-30d levels in
patients with acute coronary syndrome (ACS) and their diagnostic value. Methods The clinical data of 102
patients with acute coronary syndrome admitted to this Hospital of Integrated Traditional Chinese and Western
Medicine from January 2017 to January 2020 were selected for retrospective analysis. During the same period,
40 cases of health examination personnel were selected as the control group, and 102 patients with acute
coronary syndrome were set as the observation group. The expression levels of plasma miR-122, miR-29b, and
miR-30d were campared, and the AUC value of the ROC curve was analyzed. The observation group is divided
into group A (non-ST-segment elevation type muscle infarction) and group B ( Unstable angina) , with 51
cases in each group, the expression levels of miR-122, miR-29b, miR-30d in different disease types were
compared, and the relationship between miR - 122, miR -29b, miR-30d and the severity of acute coronary

syndromes was analyzed. Results The miR-122 and miR-30d of the observation group were higher than those
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of the control group, while miR - 29b was lower than the control group, the difference was statistically
significant (P<0.05). The ROC curve analysis showed that the AUC of miR-122, miR-30d, miR-29b, and the
three combination were (0.959, 0.966, 0.936, 0.999, P<0.05) ; Plasma miR-122 and miR-30d in group A

were higher than those in group B, while miR-29b was lower than group B, the difference was statistically

significant (P<0.05). Spearman correlation showed that miR-122 and miR-30d were negatively correlated with

the severity of patients with acute coronary syndromes (r=-0.937, —0.857, P<0.05) , and miR -29b was

positively correlated with patients with acute coronary syndromes (r=0.854, P<0.05). Conclusion miR-122

and miR-30d are highly expressed in the plasma of patients with acute coronary syndrome, while miR-29b is

lowly expressed, which will increase or decrease with the severity of the disease, which can provide important

information for clinical diagnosis.
[KEY WORDS]

A R, 2V ik 25 A 1 (Acute coro-
nary syndrome, ACS) & T 0.0 L4 %9 B A LT
() F2 B PR o [ 2 e tR: 2 Mok o AR e L 2 00
g Y S FERE 5 A O RE A vE AR UM, X 4
i I & e Sk W HoA R L, AR
I R R C RN B A AR AR A e IR Sl ke A
WAL O R & R g R R B E R L, BT
U, BT —Fh e S | RO A i i FE b T T
AN EE SIS & Ty B — ER IR
WA N . AR 8, miRNA R Rk 52
Pk 25 B AE 1) & A= 2 DA G ARG IR B G F L4
SEARIE R L, 14 A5 4 miR-122 . miR-29b , miR-30d
SEAERALE], SRR B AR T S E KR A IE
If12% miR-122 . miR-29b . miR-30d 7K - 754k } 12 Wi
WrfE . PRSI

1 ARSI

1.1 IR R

SR 2017 4E 1 & 2020 4F 1 H 124/ 102 1)
SETE K ZE G AE B LR ) AN 40 i) B ARG A
O BRAL) B IR B2k o 2 Wi i - 45 & (bt
Wk &5 A5 AE 232 R HS TG 48 6 (2019) ) 12 Wb
W, 2R Bk 5 E AR T2 . ARRHE: OF
KB ;s QA >18 % s B JC I I 4580 . HEBR
Bt : OFFLE 4 B PR BRGS0 s @ FEAT S8 KAtk
A 5 B4 22 a8 Tk ik 2R AR YT o WAL v B
PE 52 i LoV 50 ] 5 4F %712 (51.23+2.45) %7 5 H
HidlE ST Brdf i BUNLEE ST 51 1] A Fa 28 800 &0
51 1] s NYHA I fg o9 ™ 1 915 i | 11 9% 28
B M2 35 151 IV 9% 2451 5 XF BRZH H 55 0% 21 ] %
P19 0] ; AR -4 (51.32+2.41) % 5 AL FEPE I AR
W SFTER LR, 22 R G2 E L (P>0.05)

Acute coronary syndrome; Plasma miR-122; miR-29b; miR-30d

1.2 5k

SIS 2 7 B PCR A I 5 (9 1M 2% miR-122
miR-29b .miR-30d S %k, FAELIRINT . T2
PR T HICZ A A AR E K 5 mL, 5 000 rpm
B0 20 min, B VE TR E T RS AR R
FHIMIE RNA 43 251855 & (52 E IR B /R B AR
28 A BEEUM S RNA LK 100 ng & RNA #5177 19%3:

BWHEE I HL VK , LA IE RNA By 58 5 | IR ] 45

AR ECEE T (52 E SRR KR BHECA BRA R K
T SCAA , 5 22 SR HC RNA 4l 2 15 A%, YR
RNA ¥ 4% S ) & (36 [ Takaya BHEA FRA F]) XF
PEHCRNA #4738 5 5%, H % $% SYBR-Green %¢ V(i
i PCR F Il 7) 6 (56 E 280 R /R BHE A BR A
H]) X3¢ miR-122; miR-29b; miR-30d #1759
i+ PCR K3l ; Hip, miR-29b [ )i /& & 4 SYBR
mix12.5 pL, miR-30d 24 25 uL, miR-29b 7 20 wL.
PCR §" #4214/ 957C,40 5;96C, 10 5;59C, 50 s, #f
736 MEH . FatiiE 24431 miR-122 .miR
-29b . miR-30d FHX} Rk i, I AHAR XS SRk ok #
75 il 3% miR-122 . miR-29b . miR-30d ) 2 ik /K .
=I5B A =miR-122+ (B miR-29b/f miR-122)xmiR-
30d (B miR-30d/B miR-122)xmiR-29b, B L £H 5| N
R85, L miR-122 . miR-29b . miR-30d 2 [ 75 & i
1T 7T logistic M A 719 R % . miR-29b L 1iF 5|
¥).5' GGCCTTAAGTCAAATGTCGGCT-3'; R3]
Y .5 - AAAGGATCACTGGAACCTGCC-3’ ; miR -
122 FiE51%) .5 -GTTCGTGGGAGCTACATCTG-
GC-3'; N#514) : 5'-GCAGGGTCCGAGGTATTC-
3";miR-30d F{i#5 4 : 5’ -AACCTGAGTGGAGCA-
GA-3'; #5149 :5-TGTAAACATCCCCGAC-3',,
1.3 WEAER

OIFAk WEE L 5% BE2H A9 1fiL 3% miR-122  miR-
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20b.miR-30d, @74}#T miR-122 . miR-30d.miR-29b
B =T A 1) ROC 4k, HPPAh AU R
a8, OWAN A4S B 411 I K miR-122,
miR-29b . miR-30d, @43 H7 1l % miR-122 . miR-29b
miR-30d 5 2Pk kL A fE 2 P E R A
1.4 G5k

K SPSS 22.0 FAF HEAT 5 43 B7 5 ik Bk
(G xs) 2 AT REAS ¢ 46550 5 O (EPEAf R
H ROC 14643 Bt 5 #H &4 K H Spearman i 7347 5
DL P<0.05 H2ERA G L.

2 #ZR

P20 11 3¢ miR-122 . miR-29b .miR-30d 4%
WL ZZZH 1 miR-122 . miR-30d /55 T % B4, i

2.1

B 441

AN

miR - 29b % T X}
0.05), W1,

2SS ST (P

£1 WHAME miR-122.miR-29b . miR-30d FL3Z (v +s)
Table 1 Comparison of plasma miR-122, miR-29b,
miR-30d between 2 groups (x+s)

2151 n miR-122 miR-29b miR-30d
PR 24| 102 4.83+1.94 0.70+0.23 5.01%1.14
X e 2 40 1.02+0.14 1.45+0.49 1.98+0.32
1 12.382 12.404 13.238
P <0.001 <0.001 <0.001
2.2 ZWiRkhE

ROC 12643 #r i 7% , miR-122 . miR-30d . miR -
20b , —IE G2 W 2 i Bk 28 G AR AUC 43 510
0.959.0.966.0.936 .0.999(P<0.05) ., WLFE2 . K 1,

%2 IM%# miR-122,miR-29b . miR-30d & = BBk & KIS BT 3L BE 3 47
Table 2  Analysis of the diagnostic efficacy of plasma miR-122, miR-29b, miR-30d and the combination of three items

K 4 AR b AUC b g e 95%CI cutoff (.  ZYBHEEL USRS (%) FRE(%) P
miR-122 0.959 0.019 0.922~0.996 1.680 0.941 94.10 100.00 <0.001
miR-30d 0.966 0.019 0.928~1.000 2.835 0.921 97.10 95.00 <0.001
miR-29b 0.936 0.036 0.865~1.000 0.975 0.900 100.00 90.00 <0.001
=IREA 0.999 0.002 0.995~1.000 1.656 0.975 100.00 97.50 <0.001

100 —"I/—‘ — miR-30d 24 *H?@‘fﬁﬁ:ﬂ‘ﬁ
. — miR-29 Y — . .
o i Spearman #1578 , miR-122 \miR-30d 5 &
¥ 60 — =T — s , . \
= PSR 25 45 A R 1 1 7 T PR 52 6700 O (=
= 0.937.-0.857,P<0.05) , 1fi] miR-29b 5 A ML k&5 &
— TR ™ AR 1 IEAH G (r=0.854, P<0.05) o
0 20 40 60 80 100
F 5t (%) 3 .L.\.J. _L/E
B 1 miR-122,miR-29b.miR-30d % = BBk & HY B .
ROC 2 4547 AT P2 T, 2 P K 4 2 I R

Figure 1 ROC curve analysis of miR-122, miR-29b,

miR-30d and the combination of three

2.3 AMEkEAIERERNIE miR-122 miR-20b |
miR-30d 4%

A 4 1fil % miR-122 , miR-30d & T B 41, 1
miR-29b {8 T B 4, 22 5 7 Ge 127 & XL (P<0.05) .
W3,

&3 A.BARME miR-122.miR-29b . miR-30d ELEZ (x+s)
Table 3 Comparison of plasma miR-122, miR-29b,
miR-30d between group A and group B (x+s)

215 n miR-122 miR-29b miR-30d
A4l 51 6.68+0.69 0.450.10 7.95+0.75
B4 51 2.98+0.42 0.95+0.16 2.54+0.47
1 35.775 20.697 47.739
P1E <0.001 <0.001 <0.001

FEHABEERFERET R, 00 &, 1%
9 B & A 5 sl ks A A BRE B e 24 il /IR R 4
MR TR B A PR 2R A5 AT L C R BT
R IR LR A AE B TR S KA I B 5E 42
ANSE 4 A ZE ) B RN B 5 | kO UL A e o,
sRAE T, AT WFSE Y HE L, miRNA B S5 Rk 5
DML PR B R A R R VI G A Fs kR
7N, miRNA 2 5 i85 5 5 BEHE 1% | BB 24 | g
4 I/ R A R0 LA SR B JR T S AR
YT miRNA 58 KI5 5 20w ks Gk 1 & 4
KEHA — MM AR AHT 05K miR-122
miR-29b .miR-30d %5 K F AF, LI R I RI2 W7 2
PRI K 25 A A S P4k U5 16 52 FH A8 A o AR5
45 LR I3 miR-122 . miR-29b . miR-30d 54 2%
RG2S A IE kA R RE I, Hd,
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miR - 122 J& — Ffr Ay JiF 0 465 5 2 4 0 110 22 SR IR 4
i 265007 & B, HF R K32 miR-370 B IE %,
H.Z 50k 09 5 7 B A0 = B H I 6 & . A
2O miR-122 2 5 10 [ B A 0 W R 13T Y
PE 45, A R M miR-122 B k&, BEA AL
ot I s JEL 1 P K S DA B 02 R == 5 o e
W, ERERZEN R FU AT, 2ok e bk
ZRAIELL I TG \TC I 3 5 T Ao 1 0 B9 4 A1
fidt B X IR 20, M P 5B TG TC 7K 4 T 55 RE 14
T 3 Jok ok B AE Ak i XU , S 2 2t e ik 25 B E 1Y)
KMo 1 miR-122 X 2 5 T TG, TC /K 7t
L AR SCHE I miR-122 ] BE 2 IH [ 1 A B R
PR 5, Al LR S St e Ik R A R 2 T
EOEULYE

HWF5E K& L, miR-20b 54 A5 Tk 4n4n
fLsRE | sh Bk RERE AL O WILET 4 Ak S5 9580 1Y) & B 2%
PIM G . B HAe 2ot WURE L 0 LET 4k 45
P A v A RE RS B — R T AR O TRCH L
VEh Z R BRI Wibn 5+ . FEARIESE
tha] I, , miR-29b 5 miR-122 . miR-30d AN [, 75 &
F M %K miR-20b ik 5 B N R 45
B, A5 P 2 24 i H £ miR-20b ELA 4l 4% 7
kB {5 538 BT A, 2R IE 8 R IR 0L, Bedl
il 2 i 5 7 % 4 1 458 T Ao LA PN R 20 A 4
HLNG 22 W5 0 S A7 o 24 1% miR-29b %3k
N R G TE 30 R R kB {5 538 TG AL
If H & R EOREE /K Fh s, i K0 LA A
40 , e8] Kk AbE ks A ™ . miR-30d 1
A microRNA-30 KiGEH I — R, S5 T ZF 40
B34k . B RFFTHE H, miR-30d Z kA2 AL A T
B Ak S0 2 0, A B i ot i SE0IR 2SR B0 L4
il FEA AR 2R T A UL, Atk e kR A
E £ 2 1% 7 19 miR-30d 3 1k B £ il 2 M J Ast (]
B2k, AL miR-30d 2235 23 B 1 &
AR, FEASSC Spearman A& 8, miR-30d 5
SRk EE A E ™ R R S OG , fAE_ LR Tk
(] EEME . TEARSCRIFSE Hr il & 3], miR-122 \miR-
30d . miR-29b I 2 5k Bk 25 5 AiE ) AUC 4390 A
0.959.0.966 .0.936 ; Ui B A (B 45 i, 27 R e A
W, AR T &2 Eihie R, B =4 AUC
}0.999, 156 B H: 30 41 1B 48 miR- 122, miR-30d
miR-29b FLHA I /=5

25 | TR, miR-122 . miR-30d . miR-29b [} T-i2

Wt S e ik £ 5 R B A B B PR (L,
FIR 2 BEE P AR LT R R

5% 3k
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G HPV R YL e S eIk OB 58 i % &

XK wRL*

(5 ZE] BH FifmamAZL LR (HR-HPV ) J& e 2 S 2Ok 0l & 5 8 S C R
ik HEE 2018 4F 6 A & 2020 4F 10 H A B A 1Y 104 1) HR-HPV e g 3 | H e 308 O A 1E 3 A
30 ] (IEH 4) B 3 e ) 1 Bz PR3 A28 36 19 (HISIL 2H ) B Sis 20 ) C B9 20 ) | b5 3 4 — e %okt
CD3'T 4l .CD4"T 41l ifs .CD8'T 41 i . 9 15 T il (Treg) , & H Pearson . Logistic [A1J- 772 \ 32 i # TAF
FRE M4 (ROC) K ROC T T AR (AUC) X &l #E AT 4011 /i 5% 3 41 HR-HPV #4t .CD8'T 4 Jifd
Treg HL#% B S 4 >HSIL 4> 1EH 4, 25 A G ih2# 85 L (P<0.05) ; CD3'T i fifl .CDA'T 40 il Lb 44 - ‘5 30
FE A <HSIL A <1EH A, 22 74 G017 X (P<0.05) 53 41 CD3'T 4l il .CDA'T 4l fitd 5 HR-HPV #5571
HI9(P<0.05),CD8" T 4ilifg  Treg 5 HR-HPV # it 5 IE 156 (P<0.05) ; CD3'T 4ilifd .CD4'T 4 it .CD8'T 4
Ml Treg = T 318 75 & 2B B 350 19 XU 43 A2 AR T34 {8 19 0.657.0.491 . 3.339 .4.054 5 (P<0.05) ; CD3'T
4 il .CDA'T 41 ifs .CD8"T 4il g . Treg i £ #5481 AUC #K YK A 0.850,0.740,0.825 ,0.799 , £ FE bRlpt 45 1
B 3R Y AUC 9 0.935(P<0.05) ., £5i8 & 161 HPV B 35 5 FUR) 30 40 I S e Th Rk S o 5 8 U &
A B ARG A R R R TR B S A T L A bR

[E3A] e HPV &L ; CD3'T 4l ; CD4Té|ﬂﬂ@ HR-HPV # 1 ; CD8'T 4 fl ; Treg & B

Cervical immune status of patients with high-risk HPV infection and its relationship with
cervical cancer

CHENG Wenjun, SHEN Qingwen*

(Department of Obstetrics and Gynecology, the First Affiliated Hospital of Bengbu Medical College, Beng-
bu, Anhui, China, 233000)

[ABSTRACT] Objective To explore the relationship between cervical immune status and cervical
cancer in patients with high-risk human papillomavirus (HR-HPV ) infection. Methods From June 2018 to
October 2020, 104 patients with HR-HPV infection were selected in our hospital. Among them, 39 cases of
normal people (normal group) were detected by cervical cancer screening, 36 cases of cervical high-grade in-
traepithelial neoplasia (HSIL group), and 29 cases of cervical cancer (cervical cancer group). The general da-
ta of the 3 groups, CD3" T cells, CD4" T cells, CD8" T cells, and regulatory T cells (Treg) were compared.
Pearson, Logistic regression equation, receiver operating characteristic curve (ROC) and area under ROC
(AUC) were used for statistical analysis. Results HR-HPV load, CD8" T cells, Treg: cervical cancer
group>HSIL group>normal group (P<0.05). CD3'T cells, CD4'T cells: cervical cancer group <HSIL group <
normal group (P<0.05). CD3" T cells and CD4" T cells were negatively correlated with HR-HPV load, and
CD8" T cells, Treg and HR-HPV load were positively correlated (P<0.05). The risk of cervical cancer with
higher than average CD3" T cells, CD4'T cells, CD8" T cells, and Tregs was 0.657, 0.491, 3.339, 4.054
times lower than the average (P<0.05). The AUC of cervical cancer predicted by CD3'T cells, CD4'T cells,
CD8'T cells and Treg were 0.850, 0.740, 0.825, 0.799, respectively, and the AUC of each index combined

ABR A R BEAHET B (KJ2019A0343)
A A B SR T AR B R S — R IR Beda S A, S, H 3% 233000
*BAFHEE P R L, E-mail : 13909656048@qq.com
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to predict cervical cancer was 0.935 (P<0.05). Conclusion Cervical cellular immune function abnormalities

in patients with high-risk HPV infection are significantly related to the occurrence of cervical cancer, and it is

expected to become a new molecular marker for predicting the occurrence of cervical cancer.

[KEY WORDS]

Treg cervical cancer

B SRR R v R AR T R G R 2
L, R A A IR A 5T H AR
BLA , X T Bl B 09 A A Atk e i LR B J5
ECIRGE B U 2 s A BN FL R (High risk
human papillomavirus , HR-HPV ) Ji& 4t K 41 77.50% ,
2 R R S W AR R B0 0 A OE R R AR
H, ¥E78 HR-HPV JEe 5 57 5098 10 A 25 DI AH ¢
EH AT 9 A 58 4 ) B HGE o ] AL A S T
TR RA . ARAEREETORE HPV BYL AT 22 CD4”
T i .CD4"/CD8" [ Ik , 51 36 B U i S S22 Sl oA g
AR Ak, A R AR Ak 5 R S OC R ) R 3 UL AN A
THIRHIBIG . 4T UABF AT HR-HPV &g
HETRPERI I GBI LR, B NI IRE
XPH B IR B SR P R IR S, IR A

1 X&MTTE

1.1 W%

PEHL 2018 4F 6 F & 2020 4F 10 H A B it 1y
104 1] HR-HPV JakJx i, o sy 800 i 4 15 A
39 ) (IE 8 41) e 9w 200 B B2 98 722 36 1)
(HSIL 41) .5 359 20 i CEr s 1) o i R 4y
G IR

IAFRAE : D3 45 B4 G B B0 T AT 5 A
BE B IS IO b NI AR CE BRI W R E
QA HR-HPV B @ F k12, ToH IRIT
s HEBRARAE : D A B BB QR Bl
B QB I H A 2t BB @ o R
G s R MBI  OA BT AR L FE YRR
B ARLELEBSEEZ St
1.2 ik
1.2.1 Gkl

WS R B AT A T AR IS R AR
BB EE I S WIS L Co I | R 534
PSR EE S AE R 2 A% SR R OB PR e
4, >k FH Epi Data 3.02 XA, 1 7—EER G
1.2.2  FrARE 5K

TR Y7 HIR P38 2145 2 88 5 51, 0%

o}

H

i

High-risk HPV infection; CD3"T cells; CD4"T cells; HR-HPV load; CD8'T cells;

R Rl Sk 45 B SRS v SR AR 1R I 2 %o o AR
TS AT G st AT 4 P 2 A, BT Il Sk, A 3 N e
2FORAFW 38 5 i AN A3 (3 [ Beckman Coul-
ter 2 7 XL ) &1 CD3*T 4 g . CD4"T 40 ifg .
CD8" T 4ifitd . Treg 7K F-, SR 52 5 e o 1k 3R & iy
Bl N 3R HR-HPV 2 4t
1.3 LS R

O 3 AW AR TR 5 IS DR B E
S BHIEVE T B LIRS OB R O IR R I
JE 534 % HR-HPV #ife . @LH# 3 41 CD3'T 4ififd
CD4'T 4iiJffd .CD8'T 4iiJifi. . Treg /KF-., @437 CD3*
T 40 g . CD4'T 40 il .CD8" T 41l it . Treg /K F 5
HR-HPV 1R o @7 B e 30098 AH OG5
% . 47 CD3" T 4 is .CD4'T 4 il .CD8" T 4
M\ Treg 7K Fuim ‘& 2598 i A 16 o
1.4 Geitsorik

K FH SPSS 22.0 Ab PR , T YERH (R £5)
TN, Z 4 B FE LA R R T 22530, PR LR DA ¢ K
5 R n (%) KR L Koy, >R H] Pearson 43
BT By 35 #5545 b5 5 HR-HPV #% & A1 E 1, % ]
Logistic [l)5 77 F253Hr s S AH O R 2, R 32
RH TAEFRIF#h 2 (ROC) K ROC T FL(AUC) 43
Hr CD3" T 4l ifg .CDA'T 4l .CD8" T 4l . Treg i
B BRI . P<0.05 WEFA G5 X,

2 R

21 34—k

3 ARSI AR A SRR O A s
STERT RN 10| B 2 A s I 1 I = 0| 1WA S
Mt , 2 7RG iH2 8 L (P>0.05) ;5 S 41
HR-HPV # & % T HSIL 41 . iE % 4 (P<0.05) ,
HSIL 41 HR-HPV # i & TIE W4, 2 R WA 5t
E U (P<0.05), W1,
2.2 3HE IR

B HEL CD3T T 41 .CD4" T 41 eIk T HSIL
4 IEH 4, CD8" T 4 il  Treg i T HSIL 4 | 1E &
A, 25 H 501 2F 5 L (P<0.05) ; HSIL 4 CD3'T 4
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F1 3A—MERILE (x£5), n(%)]
Table 1 Comparison of general data of 3 groups
[(xxs), n(%)]

IER4l  HSILA  Hovmdl
v (=39)  (n=36)  (n=20) XU P
() 6;22* 65.27+11.30 63.58+10.36 0.144  0.868
NDIRTEiE4

(kg/m*)

e 6(15.38) 5(13.89)  2(6.90)

EH 18(46.15) 20(55.56) 17(58.62)

I 11(2821) 9(25.00) 9(31.03) HOTT 0799
AERE 4(10.26) 2(5.56) 1(3.45)
TS IR

[wy/ 20(51.28) 21(58.33) 19(65.52)

N 19(48.72) 15(41.67) 10(34.48) 1:390°0.499
EHES

1 17(43.59) 20(55.56) 16(55.17) 1358 0.507
o 22(56.41) 16(44.44) 13(44.83)
ERTERT 4

I 3(7.69)  2(5.56) 1(3.45)

I 8(20.51) 7(19.44) 5(17.24) 0984 0.986
I} 23(58.97) 21(58.33) 19(65.52)

v 5(12.82) 6(16.67) 4(13.79)
REfE

IfiL A 5 5 4(10.26) 3(8.33)  2(6.90) 0.245 0.885
RS 2(5.13) 5(13.89) 3(10.34) 1.678 0.432
NNIR 0(0) 2(5.56)  2(6.90) 2574 0.276
e I 3(7.69) 4(11.11) 1(345) 1328 0515
HR-HPV % &

(x10' copies/mL) 3.64+1.05 5.89+2.36 15.66+6.40 94.808 <0.001

VI - SRR s = AR AR A 1 R IR A =1 I
R0 AL

f .CD4" T 4ii AR T 1E# 4, (P<0.05) , CD8'T 4
Jfl Treg & TIEH 4 , 2 WA geit 22 5 L (p<
0.05) W2,
R2 SHEFERBRRLE (v+5)
Table 2 Comparison of cervical immune status in

3 groups (x+s)

CD3'T CDA'T CDS'T
20 HI
I n (e mm(w)  ai(e)  Tee(®)
J‘_Eﬁ’éﬂ 39 43.58+7.06 34.14+6.33 25.17+3.04 5.02+1.36
HSILZH 36 37.19+5.27 28.68+5.79 27.88+2.97 7.29+1.07

A 20 30.91£6.28 22.01+4.15 30.37+3.64 10.04+2.59
FAH 34.251 38.916 22311 71.052
P1H <0.001 <0.001 <0.001 <0.001

2.3 ‘BHHREEIEIRS HR-HPV 38 A1

& i Pearson ¥ 47 A0 3¢ PE o0 #7 , &5 SR B,
CD3" T 4}t (r=—0.560, P<0.001) .CD4'T 4 fifd (r=—
0.529, P<0.001) 5 HR-HPV #} & & {1 A6 , CD8'T
4} (r=0.552, P<0.001) | Treg (r=0.565, P<0.001)
5 HR-HPV #k i 2 1IEAHC (P<0.05) .

2.4 EHUEZIF R I Logistic [ 77 #53#r
PLEr St A S o AR B, TE=0, A=1, A
B BRI AR R DI o 5t 1
B PEREAR A ]y — 2 i AR T EIRE A 1,
= TERIE N 2, K H Logistic [FIH B FE5Hr , 45 5
7%, CD3'T 41fig .CD4'T 4iiffl .CD8'T 41 /it . Treg /5
T R EBUERIRER (P<0.05) . WA 3.
R3 BHEIMERSNT
Table 3 Analysis of factors affecting cervical cancer

WMFE  pIE SEfH Wald ¥ OR{H  95%CI P

CD3' T4l -0.420 0.114 13.598 0.657 0.516~0.836 <0.001

CDATHIfE -0.711 0.205 12.020 0.491 0.318~0.759 <0.001

CD8 T4l 1206 0.274 19.359 3.339 2.315~4.815 <0.001

Treg 1.400  0.336 17.354 4.054 2.984~5.508 <0.001

T :CD3" T 4l itd .CD4" T 4 Jitl .CD8" T 4l i . Treg ¥I{H KK N
37.84% .28.87% .27.56% .7.21%,

2.5 B HURAETR bR IO E i 1) ROC
ROC 45 S W7k, CD3" T 4l ity .CD4" T 41 Jitg .
CD8"T 4l Jfl . Treg k& 15 I KL ¥4 /5 - FR — ot il
B k4 E 1,
R4 ROCHHER
Table 4 ROC analysis results
U FR R
(%) () M
CD3'T 4l 0.850 0.766~0.912 <35.95% 79.31 77.33 <0.001
CDA'T 2l 0.740 0.645~0.821 <27.52% 82.76 61.33 <0.001
CDS'T 4iiffil 0.825 0.738~0.892 >27.56% 86.21 69.33 <0.001

Treg 0.799 0.709~0.871 >7.26% 75.86 73.33 <0.001
e 0.935 0.869~0.974 93.10 80.00 <0.001

Ly AUC  95%CI  cut-off {f

100 |

=60

#

b= — CD3+T 4l
40 — CDA+T 4l
Nl — CD8+T 4l
20 w=sTreg

- BRE
0 20 40 60 80 100
100-45 5

B1 EMMREREETRNE#ERNROC

Figure 1 The ROC of cervical cancer predicted by cervical

immune indexes
3 it
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Za P o Pk g 2 b A8 ML T ApoE L IMA Kz Hey 5l
TS IG5 ey AH S

RABPET  EFA R

[ ] B HITLarkdun i o (CIS) 3 174 205 F 1 E(ApoE) Bl &1 2 4 (IMA)
Je [ e 2 % (Hey ) 5 B 0 S 38 0 R A AR DG E . F73k 2EHL 2015 4F 1 A & 2020 4F 5 A AR B IS 4
80 3] P e it B 2 v B AR LI 43 203 T TR RS2 (3~4 2, n=32) AV TEAS R 41(0~2 94, n=48) ,
(] 30 T2 4% i 5 s SRR 3 40 3 4 DRy o B2, TG 928 W B0 45 (ELIS A) 5 32 303 1ML ApoE . IMA & Hey
IR 5 AR Al A ) S A PR S A o = G (— 2% 27 B, 5 39 9] =G 14 1)) , X LEAS ) 43 % Ul ApoE
IMA & Hey /K ; 2% F 2 J€ Logistic [71 #5581 23#7 1fil. 35 ApoE .IMA J% Hey 5 1o il 2 A6 34 43 9 (1 4 & 1
GER HEE RS AN R AL A T =B (TG) LR EEE(TC) B AR A8 50 (BMI) Lt 2%
ST 2T L (P>0.05) 5 HE AN B 2004 5 I P s B DR sk WA s g I B s &7 5 4 T
I %% ApoE . IMA Hey 7K F A A /R LK NIHSS $F 43 35> W 11 R 4F 40> X B 40, 22 R G it 2% L (p<
0.05) 5 & 0 PE ] AR IR 22 5 ST 2 X (P>0.05) o A [ i 32476 R 62 57 43 ALY ApoE \ IMA M
Hey /K L0325 5 A Ge it 5 L (P<0.05) , H AT 9085, 1% ApoE . IMA & Hey /K Pl 5. CIS 83
IM3% ApoE . IMA J Hey 2 [A] #7175 1F AH 56 1 (P<0.05) , 31 5 451 78 14 B AN NHISS 31 43 77 75 1F #H 56 11 (P<
0.05) o DAVEM: RAFA SR HAS AL Z (8]0 25 5 I R 4T 2 [ % Logistic 7143 Hr 45 5 7R | 1L ApoE
IMA & Hey S5 IR FAFEM N (P<0.05) . Z5iE  CIS BETFAEINLTE ApoE . IMA & Hey 7K,
I 5 R SR 70 0 0 2R %510, BIVIALYE ApoE IMA K Hey /K- 5, Jili 0 <5 476 B4 2t b 5 .

[E48R]  AvEBan PR A S 063; i R IEE A E; Bl iBih s A ; R e iR

Correlation Between Serum ApoE, IMA, Hcy and Cerebral Collateral Circulation Grad-
ing in Patients with Acute Ischemic Stroke

DENG Weisheng*, WANG Hong, XU Kunming

(Department of Neurology , Meizhou People’s Hospital , Meizhou, Guangdong, China, 514031)

[ABSTRACT] Objective To explore the correlation between serum apolipoprotein E (ApoE) , isch-
emia modifying protein (IMA) and homocysteine (Hcy) in patients with acute ischemic stroke (CIS) and the
grading of cerebral collateral circulation. Methods A total of 80 patients with acute ischemic stroke admitted to
our hospital from January 2015 to May 2020 were selected and divided into a good perfusion group (grade 3~4,
n=32) and a poor perfusion group (0~2 Level, n=48) according to the blood flow classification. At the same
time, 40 healthy volunteers were selected as the control group. The serum ApoE, IMA and Hcy levels of the
subjects were detected by the enzyme-linked immunosorbent assay (ELISA). they were divided into three levels
according to the establishment of cerebral collateral circulation (The levels of serum ApoE, IMA and Hcy of dif-
ferent grades were compared with 27 cases of first grade, 39 cases of second grade, and 14 cases of third
grade ). The correlation between serum ApoE, IMA and Hcy and cerebral collateral circulation grades was ana-
lyzed by multivariate logistic regression model. Results There was no significant difference in fasting blood

glucose, triacylglycerol (TG) , total cholesterol (TC), body mass index (BMI) between the well perfusion

AR A AN T E 2 2 A AR A (2020-B-50)
AEF A5 AN AR E AP 2 A A, AR A 514031
*iBAZAEF R4 BE, E-mail : zhichenjing6@163.com
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group and the poor perfusion group (P>0.05). The history of hypertension, diabetes, smoking, history of hy-
perlipidemia, diastolic blood pressure, systolic blood pressure, serum ApoE, IMA, Hcy levels, infarct volume
and NIHSS scores in the poorly perfused group > the well-perfused group > the control group, the difference is
statistically significant (P<0.05). There was no significant difference in gender and age among the groups (P>
0.05). The levels of serum ApoE, IMA and Hcy in different cerebral collateral circulation establishment grades
were significantly different (P<0.05), and the higher the grade, the higher the serum ApoE, IMA and Hcy lev-
els. There was a positive correlation between serum ApoE, IMA and Hcy in patients with CIS, and a positive cor-
relation with infarct volume and NHISS score (P<0.05). Multivariate logistic regression analysis of the different
factors between the well-perfused group and the poorly perfused group showed that serum ApoE, IMA, and Hcy
were correlated with the perfusion blood flow classification (P<0.05). Conclusion CIS patients have high lev-
els of serum ApoE, IMA, and Hcy, which are closely related to the grading of cerebral collateral circulation,

that is, the higher the serum ApoE, IMA, and Hcy levels, the higher the grading of cerebral collateral circulation.

[KEY WORDS] Acute ischemic stroke; Collateral circulation; Serum apolipoprotein E; Ischemia

modified protein; Homocysteine
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CIS ) /2™ 5 i 3 N PR B (A B (195005 , 7 4 3Ry
WEA BRI AR BOERMEEER , H 32
A A 2 EE 2 T I S B I LIRS Y Atk
PRI o PO WU ST B Sy S 8 e A L A L ZE I, %
000 i 5 08 o Willis 25 7 ' B AR 0L RN L4 W)
IR R A A 2 A B 2 BH ZE B A3 LA o
XoF Afe 11 ik 2 2 ) ot 9 AR 7 el A5 ke i 2H 245 B A ]
FREE AR B o™, CIS JE skl f g7
FIEEZE AR 52 e i ) SPGB R . Pl
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YT CIS Bz Wi EZ 32 2O . &IFEMH E
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1.2.2  LEERRA I

Ji A 32 E A B S H IS R 5 mL =S 18
F K I, 3 000 r/min 250> 10 min, YA ML . K
7600 VA=A AT (H A H 372 T RN ZS I A =
ok H i (triglyceride, TG) | & JH [F i (total cholesterol,
TC) Ko SR FH R Fo 92 W 5% (Enzyme-linked
immunosorbent assay, ELISA) £ Il IfiL. 5 ApoE . IMA
K Hey 7K 5 &0 F_EEA TAEY TRARA
A A B S U B T A TR
1.2.3  MSZIEA T HATAL

BT Z 44 1048 1 52 (computed tomo-
graphic angiography, CTA) . H: % 1l 4 B 1% (mag-
netic resonance angiography, MRA) ¥ 7% , 25 & 40
YR LA 15 5% (digital subtraction angiography,DSA)
HEAT ASITN/SIR I 7325, BAR S -0 9,1 2,2 21,
3%, 4K,
1.3 Gif2#ntr

K SPSS 20.0 G i A gt AT 4t o3 B, £k
TR n(%) R, H Rk THEFORLL (k+s) %
AN, P LR o A, 22 21 ) L3R R B IR 2R
75 2273 Ft ; Spearman AH 3G 5 B0 A 4% 48 AR AH G4 5
Z JC Logistic 7] I £ &1 73 H7 1l 35 ApoE . IMA
Hey 5 ik SZIG 3R 43 A G . P<0.05 2557
HGIT2EE L

2 HR

21 KU HORHE

W R SRS R A2 L TC . TG
FL 22 S G2 F 8 X (P>0.05) s BETEAR R 41/
o I B O PR s VR B R I B B LT K
& 4R R L LTS ApoE  IMA | Hey 7K A FE AR
Jo NIHSS P40 > RAF 4> 4], 22 5 A 40
THE L (P<0.05) 5 2 AP0 L AF % BMI LA 22
SEGI B X (P>0.05), WE1,
2.2 AN [A] ik 0] S A A A SN AL CIS BB IS
ApoE . IMA } Hey 7K st

A [) it 000 S A B 57 43 9L ApoE \IMA K¢
Hey KV HUERES SR : —9> " >—% , 27 A 50
U (P<0.05), WFE2,
2.3 CIS &M ApoE . IMA 2 Hey A0 Hr

CIS & ML ApoE . IMA J} Hey 2 [0] f#1E IE
A, 548 S A BN NHISS P23 77 75 1EAH 56 1
(P<0.05), L33,

x1 FAEZHERKR—BIABLLE [(2(%), (x£s)]
Table 1 Comparison of general clinical data of all subjects
(n(%), (x£5)]

T I
mp A g RRa Pt e
(n=32) (n=48)
P (1) 24/16 19/13 28/20  0.026 0.987
EE(S) 58.5#3.9 58.2+3.4  58.9+4.3 0284 0.777
BMI(kg/m®)  24.4%3.1 243230  24.7+#3.6 0256 0.799
(fﬁﬂﬁ 49£1.0  6.3x1.1 6.5£1.2  4.095 0.000
TC(mmol/mL)  4.2+0.7  5.4+0.9 54+0.7  6.363 0.000
TG(mmol/mL) 12+0.3  1.5+0.4 15203  3.616 0.001
o I3 4(125)  16(33.3) 8.076 0.005
W IR 2(6.25)  12(25.0) 4.675 0.031
2 S e 2(6.25)  12(25.0) 4.675 0.031
e I 7 5 2(625) 14(29.2) 6.302 0.012
#FiKE (mmHg) 77.6x7.1  84.5x8.6°  88.4+7.3  4.503 0.000

Wi (mmHg ) 118.2+11.3 144.3£12.8" 153.1£13.7 7.828 0.000

FEIEARFL (em®) 6.4%1.5 11.1+1.9  11.755 0.000
NIHSS ¥-43 (43) 11.2+2.3  26.2#3.4  23.537 0.000
ApoE(mg/L)  39.6x4.7  60.7x6.0°  71.2+6.9° 14.184 0.000
IMA(U/mL)  62.3+41 77.5x4.4* 85.3%5.4" 13.138 0.000
Hey(pmol/L)  8.6x1.6  17.2+2.1'  21.6£2.8" 14.452 0.000

TE: SR LA, P<0.05 s SHETE R A7 20 L HL,"P<0.05,

F2 AEEMZEINEILER CIS £F MiF ApoE. IMA
B Hey K FEEE (xs)
Table 2 Comparison of serum ApoE, IMA and Hcy levels
in CIS patients with different cerebral collateral circulation

establishments (x+s)

2H 5 n  ApoE(mg/L) IMA(U/mL) Hcy(pmol/L)
—%H 27 58.7+6.2 72.7+4.6 15.1+2.2
TR 39 63.5+6.5° 79.3+5.0° 18.8+2.5"
= 14 74.1+6.6° 88.2+6.1° 24.1+2.7%

F1{4 10.472 12.232 15.691

P1H 0.000 0.000 0.000

5 L, P<0.05; 5 A LR, "P<0.05,

#3 CIS &&EIME ApoE.IMA & Hey 18 X145 47
Table 3 Correlation analysis of serum ApoE, IMA and
Hcy in patients with CIS

HiH ApoE IMA Hey
X rfi P o P rfH PME
ApoE 0422  0.000 0.304  0.000
IMA 0.397  0.000 0.440  0.000
Hcy 0.315 0.000 0.433  0.000

FEFEMAFL 0421 0.000 0386  0.000 0385  0.000
NHISS 0.408 0.000 0.394 0.000 0409 0.000

2.4 i3 ApoE .IMA } Hey 5 i il S A7 24 1 3 53
LR AR SN

Logistic [F1JH 73 145 5 7, 113 ApoE \IMA |
Hey N A FEAR B 55V 1 1L 3 43 A7 AF A e (P<
0.05), W34,
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%4 I ApoE.IMA & Hey 5 Bl 3 f&¥A 37 5> 4 4
B XS
Table 4 Correlation analysis of serum ApoE, IMA, Hcy

and cerebral collateral blood flow classification

S B SEfH  Wald df Exp(B) P{H

ApoE 1.775 0396 33882 1 4.178 0.041

IMA 3116 1234 20809 1  3.034  0.006
Hey 2963  0.698 21912 1  4.615  0.017
HAEARR 2352 0537 15437 1 5421 0.002

3 itig
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The clinical significance of dynamic monitoring of LH, FSH, E2, endometrial thickness
before and after treatment of ovulatory disorder infertility

LI Binling*, ZHANG Li, ZHAO Bei, YAN Huili

(Reproductive Technology Center, Henan Academy of Reproductive Health Science and Technology,
Zhengzhou,, Henan, China, 450003 )

[ABSTRACT] Objective To investigate the clinical significance of dynamic monitoring of luteinizing
hormone (LH) , follicle stimulating hormone (FSH) , estradiol (E.), and endometrial thickness before and
after the treatment of ovulatory disorder infertility (ODI). Methods A total of 72 patients with ODI admitted
to our hospital from June 2018 to June 2020 were selected as the research subjects, and all of them were treated
with letrozole assisted ovulation therapy for 3 courses. They were followed up for 3 months after the treatment,
and were divided into the pregnant group (26 cases) and the non-pregnant group (46 cases) according to the
treatment outcome. The changes of LH, FSH, E., and endometrial thickness during the treatment period of the
two groups were dynamically monitored and compared. The relationship between LH, FSH, E., endometrial
thickness and treatment outcome and the predictive value of treatment outcome were analyzed. Results The
LH and FSH of the pregnant group after 1 course, 2 courses and 3 courses of treatment were lower than those of
the non-pregnant group, E, was higher than the non-pregnant group, and the endometrial thickness was greater
than the non-pregnant group (P<0.05). LH and FSH were negatively correlated with treatment outcome, E.,
endometrial thickness were positively correlated with treatment outcome (P<0.05). After 3 courses of
treatment, the AUC value of LH, FSH, E. and endometrial thickness combined to predict the outcome of ODI
treatment was the largest. The sensitivity and specificity were 91.30% and 84.62% , respectively. Conclusion
ODI patients are Dynamic monitoring of the above indicators can provide scientific guidance for evaluating the
treatment effect and predicting the treatment outcome of ODI patients.

[KEY WORDS] Luteinizing hormone; Follicle stimulating hormone; Estradiol; Ovulatory disorder
infertility
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Ve B 4s . Ty B A A A H AR R R A AR P, W, #RM 450003
*iBAEAEH . &2 E-mail : slbingling@163.com



NTEWi SR s 20214E5 4 45134 4558 T Mol Diagn Ther, May 2021, Vol. 13 No. 5 - 775 -

HEGN BE A2 L Va2 ) EE R, KRR
N 20%~40% , " H W R ZEANE SR ERRE o
FHIRHEFEIN  ANAGE KA 5 Z MR ARG, Horp
PR 530 ZE L L R A i DO TR 2R SR
WMEKVFREAELRKME. DA¥EHEL, T
BN 32 MR L M2 R AR B R
T E R B R L E B Ay . SR OC TR B
A% % (luteinizing hormone , LH) . B i3 i ##% 2 (Folli-
cle Stimulating Hormone , FSH) ., #f — i (Estradiol
E.) B PR JEE B0 25 W DU HE B R st AS 22 (Ovu-
latory disorder infertility , ODI) ¥ i FH #/i {B Sz X £
HOIRIT A5 R W IO AL RE I R A TR R Z
BT, A ST 220 B 3l 25 W I LH  FSH (E2 .|
TE N RS AE ODLYR YT i 722 A i il R 32 3
S E W Wi R S AR HETR T T 4 A U

1 FZRFNAE

1.1 — ek

PEIARE 2018 4F 6 H & 2020 4F- 6 H ODI &
72 BIE AR G AR RS (30.8522.04) 7 5 -
R Z2 i) 6] (3.62£0.49) 4F 5 SF ¥4k & F5 5
(24.18+0.72) kg/m’, AN B 40 B 22 b1 25 28 W A% 1T
G A I, WG S G R &

PAFRUE : O¥FFA CAr=Fl) " v ODI 2 Wi
b 1 5 3% 22 Wi 0 35 ik 4 7L 3 A 1 35 5 B A Y
(3B % L2 Wi >3 A~ 1 IC BB L (17~18 mm) B¢
BT DR I (<5 mm) ; @FECAE A FH DI RE IE %, AT
] 1~5 4%, HEBRbRiE : OB I FENUE 75 N AR
SRR S QI A N A BLER S sl
G A QBR A Sk il e 25 1y 5 b 4
DFEIT TR o
1.2 Fik
1.21 RIT L

Jir A B E T H 2R 5 d TR 2 ok i
W (T VL OE 25000 A A RR A E] 25
H20133109) i BIHEOR IR YT, 5 mg/ik , 1 k/d, 14 H
LM LAY AT 3 TR IRITAS RS
BT 3 H iR EIG T 45 R 72 49 ODI & 41k
AR (26 ) 5 AR GEGRZ (46 ) o
1.2.2 kel Jrik

Fr A B TR AT 1T R 24T
3T IE &R A~5 d AT DL T f8 e ke
- D75 18 B 5 mL # Bkl , #-& 32 min 5 3 000

rpm Z5.0 12 min, B , —~70CRR R AF . R A
Autolumo 2000 44> F Sl L2 KL S o3 AL LA
b2 % I 5 LH  FSH B 7K, 4% Z: BRI
B R T AR AR A7 BR 2 w2 A 2 e i 22 1)
SV BERAE . @R M H L RE R F37 B FE
PR WA & 5 R, AR R R H S BT
(7PN A BRAA m R AL AR 10 B 5454
1.3 Sit==iik

K H G124 B i SPSS 22.0 4 FREHE . 114K
TR n (%) Fon PR E TFE TR L (R +s)
R Kz R ] Spearman AH ¢ & Kk 4 B LH.,
FSH.E.. 75 WIRJE & 50 7 4/ G & s k%2
i & T 1E %% 1F (Receiver operating characteristic
curve, ROC) 14 53t LH . FSH . E. . ¥ & N 5 & B
X ODIIA YT 45 Ja () SN A, 3645 F3000 52 s Logis-
tic —JC ML, IR I T AE 2 logit (p) , # HAE K
MG AR . LA P<0.05 NERA G E L,

2 HFR

2.1  WAIAYTRIG LH FSH . E, 15 N B AE Ak i

Wi 413677 Al LH.FSH .\ E, . T & N IK )5 i 75 1k,
H#s, 22 3 G5 L(P>0.05) ; BIHIAIT 1.2,
375 LH FSH &2 P 3, 4tk 20 A iR 132
KTPRIMYRA B, 22T Ea 3, a2 v MR 2R
TAREIRA (P<0.05) ;3697 1.2.3 M7 )5 LH,
FSH AR T ARULURAL , B i TR AT IRAL , 2 R A Gt
N (P<0.05), W1,
2.2 LH.FSH.E2 & N SR 51697 45 R 1 5
EX

Spearman AHICHE 53 4T , LH \FSH 51697 4% ) &2
A, B T8 WIS 53R 97 45 )= &8 1E AH ¢
(P<0.05), WL#3,
2.3 A[a]IHA] & LH FSH . E2 . 75 PN J 5 3 %4
Y7 25 JR i TR0 A1

295 3 4 A [ B 18] o5 LH . FSH . E. . T~ B Y I
JELRE 2 ROC fhZk, 2551 W , B RIS 45 F8 b
T AUC i -k, WZka &1,

3 Wit

BORMEZR 7, TR T -2 - B S e 22 A
L FCA PR 0 JU A A 4 A R M D AR B
WA B EEIAY, L AR — IR R AR 2 2
A B AR I3 I S, TS R R Kk A HE



776

TSRS

202145 H13% H5)

J Mol Diagn Ther, May 2021, Vol. 13 No. 5

*x1

MABITEIE

LH.FSH.E2. FEHNREETERILE (v+s)

Table 1 Comparison of changes of LH, FSH, E, and endometrial thickness changes between 2 groups before and after treatment (x+s)

FER 26 51 n NEEAR:L) HIT 1T AT 2R AT 3 AT RS
LH(IU/L) YR 26 10.41+2.25 8.35+1.14" 6.21+1.18° 4.76+1.02
RIEIRA 46 10.68+2.41 9.46+1.27 8.19+1.20" 7.12+1.13"
tHE 0.468 3.693 6.447 8.808
P 0.642 <0.001 <0.001 <0.001
FSH(IU/L) IR 26 15.18+2.14 12.61+1.71° 10.03£1.62° 8.12+1.13"
RALIRA 46 15.47+2.05 13.87+1.59° 12.38+1.84% 10.29+1.47%
i 0.568 3.143 5.428 6.511
P i 0.572 0.003 <0.001 <0.001
E.(ng/L) IR 26 46.69+7.13 78.76x+12.34° 106.52+21.15" 162.48+42 25"
KR 46 45.28+6.29 62.23+13.06* 85.79+16.77" 102.21238.04™
tHE 0.870 5.260 4.578 6.204
P 0.387 <0.001 <0.001 <0.001
TP IR 6.22+0.47 7.29+0.56° 8.400.65° 9.71+0.74%
¥ RATYRA 6.20£0.50 6.78+0.52" 7.31+0.57" 8.02+0.63"
tHH 0.167 3.888 7.407 10.260
Pl 0.868 <0.001 <0.001 <0.001

e S5 HAIRITRTELEL , *P<0.05; 5 R 41367 1 ARG LR, PP<0.05 5 5 R 41iA T 2 NP R JA L4, °P<0.05.
%*2 LH.FSH.E2. FERNRBEESEITERNXER

Table 2 Relationship between LH, FSH, E2, endometrial

thickness and treatment outcome

100

ORI (%)

JiH LH FSH E.  FEMNBERE
WITA R rfH 0645 -0.660  0.738 0.714 : R
P <0.001  <0.001  <0.001 <0.001 .
fi E1 T\HE-JIETJ,-E\ LH.FSH.E.. FENEEEXETER
N N . RESRITEAS
OB A% . LH FSH ¥ HERRIE , b IAim os MM E
Figure 1 the predictive value of LH, FSH, E. and endome-
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A M R HE R AR HEORAE FH s FSH DU 24k 59 i
'?QIJ R H AR A SR BJRISERERE,

trial thickness at different time points for treatment outcome

T ODI RUEYREE o 455 JH &5 B 5E % IEHLHI

FOKP BRI A A 2 TR 3, m] (2 {5 AL R i)
SEFE AR A RO 2 B SR A D EE

e
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gE R R, ODI IR SR B 1RY7 1 T AR .2 /1*9?

& 34725 LH JFSHAIK T ODI R 4L YR B 5 B i
%3 AFEEEALH.FSH.E.FEHNEE

Al RETE T ODI & T Felii-TE4A- 0P L D e 2L,
(i LH FSH 7}, B, MR, B W DI RE A K, B
LAk 5 D RER A0 , DTN B HE DD B2 65, B2 AR 9T 45
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Table 3 the predictive value of LH, FSH, E, and endometrial thickness at different time points on treatment outcome
D AUC 95%CI VAl PiE Cut-off {H THURAE (%) T (%)
RTINS
LH 0.749 0.633-0.844 4.224 <0.001 >8.43 TU/L 82.61 61.54
FSH 0.714 0.595-0.814 3.386 0.001 >12.83 IU/L 73.91 61.54
E. 0.820 0.712-0.901 6.049 <0.001 <70.09 ng/L 71.74 80.77
TENEERE 0.759 0.644—0.852 4.067 <0.001 <7.23 mm 84.78 65.38
RIT 2 T RIS
LH 0.796 0.684—0.882 4.968 <0.001 >6.88 IU/L 89.13 65.38
FSH 0.774 0.660—0.864 4.724 <0.001 >11.16 IU/L 73.91 73.08
E. 0.842 0.737-0.917 7.267 <0.001 <93.09 ng/L 73.91 80.77
T B NN 0.832 0.725-0.910 6.565 <0.001 <7.60 mm 80.43 73.08
AT 3T RIS
LH 0.823 0.715-0.903 5.936 <0.001 >5.26 IU/L 84.78 76.92
FSH 0.809 0.699-0.892 5.982 <0.001 >9.02 IU/L 78.26 73.08
E 0.866 0.765-0.935 8.919 <0.001 <117.96 ng/L 69.57 88.46
TE N 0.857 0.754-0.928 7.180 <0.001 <8.93 mm 86.96 76.92
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Study on the expression and prognosis of MIF, S1003 protein and SF in acute cerebral
hemorrhage

WANG Yi, LIU Wanping, HE Xinglin, GUAN Nian, YANG Xiaofang, YUAN Siyi, PENG Chuan, CHEN
Qian*

(Department of Neurology , Guang’an people’s Hospital, Guang’an, Sichuan, China, 638000)

[ABSTRACT] Objective To analyze the expressions of MIF, S100B protein and SF detection in pa-
tients with acute cerebral hemorrhage and their correlation with disease severity and prognosis. Method 72 pa-
tients with acute cerebral hemorrhage treated in this hospital from August 2016 to August 2018 were selected
as the study group. According to the prognosis of the patients acute cerebral hemorrhage at the time of dis-
charge, they were divided into the survival group (n=46) and the death group (n=26). At the same time, 61
normal people who underwent physical examination in this hospital were selected as the control group. The clin-
ical data of all research objects were collected to compare the expressions of MIF, S100(3 protein and SF in the
groups. Multivariate logistic regression analysis was used to analyze the risk factors of prognostic death of pa-
tients with acute cerebral hemorrhage, and the ROC curve was used to analyze the predictive value of MIF,
S100B protein and SF for the prognostic death of patients with acute cerebral hemorrhage. Result The MIF,
S100B protein and SF levels in the study group were significantly higher than those in the control group, and
the differences were statistically significant (P<0.05). MIF, S1008 protein and SF levels in the death group
were significantly higher than those in the survival group, and the differences were statistically significant (P<

0.05). The abnormal increase of MIF, S1008 protein and SF is positively correlated with the prognostic death

KA R 2017 Fvg)l B T AFH R AR E R AAHHRA(17PJ090)
Ve ds, R TARERMZ A4, @), )~ 4 638000
*BAZAEF R, E-mail : 605868406@qq.com
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of patients with acute cerebral hemorrhage (P<0.05). The areas under the curve of MIF, S1008 protein, SF

and the three combined curve were 0.702, 0.810, 0.646, 0.915, respectively. The area under the combined

curve was the largest. Conclusion MIF, S100(3 protein and SF levels are highly expressed in patients with

acute cerebral hemorrhage, and can be used as molecular markers to predict the diagnosis, treatment and prog-

nosis of patients with acute cerebral hemorrhage.

[KEY WORDS] MIF; S1008 protein; SF; Acute cerebral hemorrhage
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Table 1 Compare the expression of MIF, S100 3 protein
and SF in the study group and the control group (x+s)

20 MIF(ng/L)  S-1008 FF(ng/L)  SF(ng/mL)
Mo 72 58.42+8.76 0.98+0.28 182.34+12.76
YHRZL 61  41.55+7.34 0.20+0.02 143.24+5.84

A 11.909 21.697 22.046

PAH <0.001 <0.001 <0.001
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Table 1 Compare the expression of MIF, S100 3 protein

and SF in survival group and death group (x+s)

205 n  MIF(ng/L) S-1008 &1 (pg/L) SF(ng/mL)
AR 46 41.72+7.94 0.51+0.19 154.33+15.25
ST 26 61.77+5.41 1.05+0.21 189.67+5.43

1 11.444 11.150 11.385

PiE <0.001 <0.001 <0.001
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Table 4  the prognostic value of MIF, S100 8 protein and

SF in patients with acute cerebral hemorrhage
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Figure 1 The predictive value of MIF, S100 3 protein and

SF in the prognosis of patients with acute cerebral hemorrhage
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Table 3 univariate and multivariate analysis of prognosis and survival in patients with acute cerebral hemorrhage
it TN ZE T ZHE BT
) ORfH 95%CI Py OR 95%CI P
AR (<60 % vs =60 %) 1.162 0.603~2.242 0.673
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Wit 25 5 HA Gl L (P<0.05) . @TNF-a+CA724+CEA [ ROC £k F fiFk 0.529, B — 7
BEAG A i ROC 4 F 1AM 0.507, 45 FRBE A 19 ROC 1148 T i R 4 0.532, 445 ARt 2 F AR LB S
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Value of TNF-a, CA724 and CEA combined with colonoscopy in the diagnosis of colorec-
tal cancer

YUAN Huanjun'*, YAO Lanjie’, CHEN Panli’

(1. Department of Follow-up Office , Zhumadian Central Hospital , Zhumadian, Henan, China, 463000 ;

2. Department of Gastroenterology , Zhumadian Central Hospital , Zhumadian , Henan, China, 463000 ;

3. Department of Endoscopy, Zhumadian Central Hospital , Zhumadian, Henan, China, 463000)

[ABSTRACT] Objective To analyze the value of the levels of tumor necrosis factor-a (TNF-a),
carbohydrate antigen (CA724) and carcinoembryonic antigen (CEA) combined with colonoscopy in the diag-
nosis of colorectal cancer. Method The clinical data of 110 patients with colorectal cancer who underwent
surgical treatment in Zhumadian Central Hospital from June 2017 to June 2020 were collected as the colorectal
cancer group. In addition, 90 patients with benign colorectal diseases were selected as the control group. The
differences in the levels of TNF-a, CA724 and CEA and colonoscopy results of different patients were com-
pared. The result of pathological examination was used as the gold standard, and the accuracies of TNF-a,
CA724, CEA and colonoscopy alone and the accuracy of their combined examination were analyzed. The
ROC curve was drawn to analyze the predictive value of TNF-a, CA724 and CEA combined with colonoscopy
in the diagnosis of colorectal cancer. Result (D The levels of TNF-a, CA724 and CEA in serum of patients

in the colorectal cancer group were higher than those in the control group, and the difference was statistically
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significant (P<0.05). @ The accuracy of TNF-a + CA724 + CEA + colonoscopy was higher than that of single
tumor marker detection and single colonoscopy, and the difference was statistically significant ( P<0.05).
(3 The area under the ROC curve of TNF-a+ CA724 + CEA is 0.529, the area under the ROC curve of a sin-
gle colonoscopy is 0.507, the area under the ROC curve of the combined the two is 0.532, and the area under
the curve of combined detection is the largest (P<0.05). Conclusion The levels of TNF-a, CA724 and CEA

significantly increased in patients with colorectal cancer. The three indicators combined with colonoscopy can

improve the sensitivity and accuracy in the diagnosis of colon cancer, and it is worthy of promotion.
[KEY WORDS] TNF-a; CA724; CEA; Colonoscopy ; Colorectal cancer
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Table 3 predictive value of single or combined detection of TNF - a, CA724, CEA and colonoscopy in colorectal cancer

o A ARG SE U (%) FERRE (%) AEARE AUC 95%CI PH
TNF-a+CA724+CEA 0.636 0.882 0.833 0.715 0.529 0.475~0.797  <0.01

P Bk A 0.5789 0.855 0.878 0.733 0.507 0.649~0.929  <0.01
TNE-a+CA724+CEA 4 W ik A8 0.839 0.998 0.889 0.887 0.532 0.712~0.966  <0.01
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Application of S-ChE and PCT combined with CRP detection in the diagnosis and progno-
sis evaluation of pulmonary tuberculosis complicated with pulmonary infection

DANG Zhang'*, WU Qiong >, WANG Juan®, WANG Ying

(1. Department of Emergency Ward, Beijing Shijitan Hospital Affiliated to Capital Medical University , Bei-
jing, China, 100038; 2. Department of General Neonatology, Children’s Hospital Affiliated to Capital Insti-
tute of Pediatrics, Beijing, China, 100020; 3. Department of Neurosurgery, Beijing Fengtai YouAnMen Hos-
pital, Beijing, China, 100069; 4. Department of General Clinic, Xinjieckou Community Health Service Cen-
ter, Xicheng District, Beijing, China, 100016)

[ABSTRACT] Objective To explore the application of serum cholinesterase (S-ChE) and procalcito-
nin (PCT) combined with C-reactive protein (CRP) detection in the diagnosis and prognosis evaluation of pul-
monary tuberculosis complicated with pulmonary infection. Method The 110 pulmonary tuberculosis patients
admitted to this department from June 2018 to May 2020 were selected as the research objects. According to
whether the patients were combined with infection or not, they were divided into two subgroups: the co-infec-

tion group was set as group A (n=64), and the non-infection group was set as group B (n=46). At the same
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time, 98 patients with normal physical examination results in this hospital were included as the control group.
The levels of S-ChE, PCT and CRP in each group were compared and the sensitivity and specificity of each
level in detecting patients with pulmonary tuberculosis complicated with pulmonary infection. Multivariate Lo-
gistic regression analysis was used to analyze the risk factors of pulmonary infection of patients with pulmo-
nary tuberculosis. Result The S-ChE levels of patients in groups A and B were significantly lower than those
in the control group, and the levels of PCT and CRP in A and B groups were significantly higher than those in
the control group, especially in group A, and the differences were statistically significant (P<0.05). The sensi-
tivity and specificity of S-ChE, PCT, and CRP are respectively 89.06% , 90.62% , 92.18% , and 84.78% ,
86.95% , and 80.43% , respectively, while the sensitivity and specificity of the combined detection of them
were 93.75% and 97.82%. Among them, the specificity of the combined detection of S-ChE+PCT+CRP was
higher than that of PCT, S-ChE, and CRP alone, and the difference was statistically significant (P<0.05).
There were statistically significant differences between group A and group B in age, whether to use glucocorti-
coids for a long time, lung lesions, S-ChE, PCT, and CRP levels (P<0.05). Multivariate logistic regression
analysis showed that age, long-term use of glucocorticoids, S-ChE, PCT, and CRP, levels were independent
risk factors affecting pulmonary infection in patients with tuberculosis (P<0.05). Conclusion S-ChE, PCT

combined with CRP to detect pulmonary tuberculosis with pulmonary infection has a certain diagnostic value.

Clinicians strengthen the detection of its indicators, which can be used as a reference.

[KEY WORDS] S-ChE, PCT, CRP, Tuberculosis complicated with pulmonary infection
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Table 4  Analysis of multiple factors influencing pulmonary infection in patients with pulmonary tuberculosis
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i R BE 75 B T i, 45 P 14D 9 5 48 P 35 e 5 hs-CRP.
APN.TLR4 [ &
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(# ZE] B® HOTIEEFER I S A8 T A 2 & e B R 2 B C B 2 14 (hs-CRP) BRHEE
(APN) \Toll BEAZAK 4(TLR4) R . FiE  LEFE 2018 4F 2 A F 2020 4F 5 A ARz i 1Y 100 432 52 ik
ERRIRTT 1 BRI G WA JE A G RGO, R A BE BT I hs-CRP L APN \ TLR4 /K V-, MR- 42
YRYT A ML 5 A P DA SR I 5T X 42 43 A I A 30 2 P SR A, PRATIA AR TR T IR LA P 2E
AAEN ., BER OALHHRE L T JE R AR N 24.00% L5 T PH JE2H PR O ) 7 L A B ) [0~ ARG
B A e e (NTHSS ) 1743 \D- AR (41 4175 11 7 S L7 hs-CRP L APN \ TLR4 /K- I 35 i 145 P 41
ZRA IR X (P<0.05) ., Logistic Z R 43 BT 7R , W48 ) %7 LA B NIHSS $F4) . D- R R il
FERCIRAEIA YT L8 TP 8 (1 4 7 G B8 TN R (P<0.05) . ROC fiZk 7S, I3 hs-CRP, APN , TLR4. Fijl IfiL
B ZE R 2T AR SR 3R 0.764..0.774.,0.790 , 5B 6.05 mg/L .6.69 pg/mL.4.19 ng/mL i} £ %%
TREURR . S5 hs-CRP . APN  TLRA 45 M5 A48 br vl — & R EEVTA IS P PH 2E XU, Ml IR it 5%

[EEER]  MAEAE; Wk MU PR E s BB C VAR5 IRIEER s Toll HE3Z 14 4

High risk factors of vascular re-occlusion after cerebral infarction thrombolysis and its
relationship with hs-CRP, APN and TLR4

WANG Jiebin*, LIU Hanchen, ZHANG Qi

(Department of Neurology Ward 1, Linxi Hospital Of Kailuan General Hospital, Tangshan, Hebei, China,
063103)

[ABSTRACT] Objective To explore the high-risk factors of vascular re-occlusion after cerebral
infarction thrombolysis and its relationship with high - sensitivity C-reactive protein (hs-CRP) , adiponectin
(APN) and Toll-like receptor 4 (TLR4). Methods 100 patients who underwent intravenous thrombolytic
therapy in the hospital from February 2018 to May 2020 were enrolled as the research objects. Their clinical
data were collected, and the levels of serum hs-CRP, APN and TLR4 at admission were detected. Assess the
occurrence of re-occlusion of blood vessels after thrombolytic therapy. Results The incidence of vascular re-
occlusion in the enrolled patients was 24.00%. The thrombolytic time window, scores of National Institutes of
Health Stroke Scale (NIHSS) , D -dimer and, fibrinogen levels of serum hs- CRP, APN and TLR4 at
admission in the vascular re-occlusion group were significantly higher than those in the vascular re-canalization
group (P<0.05). Logistic multivariate analysis showed that thrombolytic time window , NIHSS score and D-
dimer at admission were independent risk factors of vascular re-occlusion after cerebral infarction thrombolysis
(P<0.05). ROC curves showed that the area under the curve (AUC) values of serum hs-CRP, APN and
TLR4 for predicting vascular re - occlusion were 0.764, 0.774 and 0.790, respectively. When their cut - off
values were 6.05 mg/L, 6.69 pg/mL and 4.19 ng/mL, Youden index was the maximal. Conclusion

Serological indexes such as hs-CRP, APN and TLR4 can assess the risk of vascular re-occlusion after cerebral

EAMA s T A FAS A £ R A (20210578)
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infarction thrombolysis to a certain extent, which can provide clinical reference.

[KEY WORDS]

tive protein; Adiponectin; Toll-like receptor 4
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F KR I 7 hs-CRP . APN , TLR4 4535 7 7£ Tl
A5 PP 26 v B AL, DA R S 4 I I A 1A 28
TR R —E S %

1 RS

1.1 — R

PEFE 2018 4F 2 H & 2020 4F 5 H A B iR B9
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pressure, SBP) | &% 7K [ (diastolic blood pressure,
DBP) . ##ifk Ifil 1 75 1 (Hemoglobin A1C, HbAlc) .
S JHE B ( total cholesterol , TC) | H il =i (triglyc-
erides, TG) X% & Jlg 85 H (low density lipoprotein,
LDL-C) . {5 % F£ 5 5 11 (high density lipoprotein,
HDL-C) .D- 3K | ifil /MM 11 %% (platelet count,
PLT) . £F- 445 B i (fibrinogen, FIB ) .
1.2.2 AT S LA P 28

135 18 2 K A HR B RE R A P P 1 I 5 e S
NIHSS W7 BEA=2 43 A5 1 , E Al 72 h
PN HH B NIHSS 3 50-FE O 5 =2 20 00 8 I 4514
I8 . MR FIGIT T A 2 A 4 AR PP 2R R 5T
Xt G 43 hy L A8 P30 2R I AT SE 4
1.2.3 M= Fabn i

W B A B S5 25 KR K ML, 2 000 r/min 250> 10
min 7385 L3 , R FH B G2 L 5 hs-CRP 7K
- R & S LA R A BR A D R
JFED TR EEK 92 TR 8 325 A 0 1ff 77 APN . TLR4 /K-,
Hr APN IR & 0 B BRI & AR RN ECA TR
F, TLRA I & 0 13 106 e 9 A= B A IR A
Al o Ji A BRI RN U B AT 4R A
1.3 Gt

>R 1 SPSS 19.0 7 17 %4 4b 21, 3+ 80wk A
n (%) 3R AT RS THER R R +s) 2R A7 04
55, KM Logistic ZN R Hr e N %, 21l ROC il
LLPENZHTIN T, DL P<0.05 3mSR A Gii0 .

2 #R

2.1 AL REIA Y5 ML P I8 2 R i AP A 2
LR I RGOR UL
N S A ML P DA 26 24 ), PR 26 O A



- 792 - TSR AR

202145 H13% H5)

J Mol Diagn Ther, May 2021, Vol. 13 No. 5

KK 24.00%

L5 P D) 2 2 R i 4 P30 2 A8 3 M A i
A 5 4 B LA fE B R 2 L 4 B & SBP \DBP,
Glu HbAlc TC.TG .HDL-C .LDL-C &4 L4 %
RIG 7 L (P>0.05) . I35 T ] ZE 41 H 5
PR B % . A BERT NIHSS #7493 \D- 3Rk A4 E M
JEL M 1L 7 hs-CRP . APN . TLR4 /K & 38 & T 1
PR, ZRAGIFE L (P<0.05), W1,
2.2 WML IR YT S LA PR ZEZ RN R 40 bt

DL AE P DA ZEAE Sl DR AR 1, LAV A I (] 2 A
BBt NIHSS P53 D- —5RAK | 2F 45 8 11 5 2 1 3
hs-CRP . APN \TLR4 %548 bR fE K AR #E4T Logis-
tic Z R 3 4y Bt , i R I A] . A B B NIHSS T
41 D- R G AR S AR T IS 1A T JE Y
M7 fERE N2 (P<0.05) . WL 2,

X1 HNERXREE

x2 WERARBTEOLEBAZSEESN
Table 2 multivariate analysm of vascular re occlusion after

thrombolytic therapy in cerebral infarction

I R4 b B SEMH wald ¥ OR  95%CI P
WHEE S 1.245 0.263 22409 3.473 2.074~5.815 <0.001
ABENIHSS ¥4 0.528 0201 6.900  1.696 1.143~2.514 0.009
D-—®{K 0412 0171 5805 1.510 1.080~2.111 0.016
JYEEAIT 0385 0.265 2111 1.470 0.874~2.470 0.147
I35 Hs-CRP  0.526 0.352 2.233  1.692 0.849~3.373 0.136
I APN - —0.201 0.110  3.339  0.818 0.659~1.015 0.068
L% TLRA  —0.310 0.165  3.530  0.733 0.531~1.013 0.061

2.3  hs-CRP . APN . TLR4 il il ifi. 4 ¥ P 2E 09 4

orbr

ROC £k 7=, IfiL 5 hs-CRP . APN . TLR4. Fi il 1fi.
A R 28 T A4 S R 0764, 0.774
0.700, W3 K1,

B E

EmMEFBBARNERAZEBBERAKIHLE (2(%), (xzs) ]

Table 1 Comparison of clinical data between recanalization group and recanalization group after thrombolytic therapy for

cerebral infarction [7n(%), (x+s) ]

IR S5 n M FEEH (n=76) MM ZEH (n=24) 11 P{H
51 5 65 48(73.85) 17(26.15) 0.472 0.492
gy 35 28(80.00) 7(20.00)
() 66.85+9.52 67.12+8.96 0.123 0.903
M A (kg/m?) 22.63+2.52 23.01£2.85 0.624 0.534
K=y A S el 30 25(32.89) 5(20.83) 1.264 0.261
W2 R 24 20(26.32) 4(16.67) 1.674 0.196
i 1L 43 33(43.42) 10(41.67) 0.023 0.880
e B ILAE 56 41(53.95) 15(62.50) 0.541 0.462
WEBRAR 25 20(26.32) 5(20.83) 0.292 0.589
LN 9 7(9.21) 2(8.33) 0.017 0.896
i i 17 15(19.74) 2(8.33) 1.681 0.195
WEAE R FHATC 1l /N 25 4 17 15(19.74) 2(8.33) 1.681 0.195
TOAST 43 # KB ks i hg Ak 37 25(32.89) 12(50.00) 3.201 0.202
sIN I AE PA] 2E 39 30(39.47) 9(37.50)
DR PERR 2E 24 21(27.63) 3(12.50)
Ho Al [ 0 0(0.00) 0(0.00)
J5 AN 0 0(0.00) 0(0.00)
PRSI 8] 5 (min) 140.12+55.26 189.52+45.63 3.957 0.001
ABER NIHSS #F-43 (43) 10.22+3.26 15.26+4.71 5.893 <0.001
TG E SR SBP(mmHg) 152.12+22.63 150.12+19.63 0.389 0.698
DBP(mmHg) 88.96+14.12 82.63+12.45 1.967 0.052
Glu(mmol/L) 8.01£2.15 8.66+5.74 0.827 0.410
HbAlc(%) 6.33+1.65 6.85%1.96 1.285 0.202
TC(mmol/L) 5.05+1.24 5.06+1.01 0.036 0.971
TG (mmol/L) 1.52+0.85 1.60+0.79 0.409 0.684
HDL-C(mmol/L) 1.010.33 0.98+0.42 0.363 0.718
LDL-C (mmol/L) 2.58+0.96 2.85+0.89 1.222 0.225
D- Rk (pg/L) 752.41+142.12 1084.15+152.12 9.803 <0.001
PLT(x10%L) 200.12+45.85 185.62+38.96 1.397 0.166
FIB(g/L) 3.48+0.57 4.52+0.59 7.728 <0.001
hs-CRP(mg/L) 5.27+1.52 8.52+3.71 6.208 <0.001
APN (pg/mL) 5.85+1.96 7.56+2.85 3.318 0.001
TLR4(ng/mL) 3.77+0.52 4.56+0.85 5.499 <0.001
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&3 hs-CRP,APN.TLR4 Fill in & FH A ZE M HHE S 7
Table 3  value analysis of hs CRP, APN and TLR4 in predicting vascular re occlusion

Fbs AUC ekl T {E RIGE (%) F5RE (%) 95%CI P
hs-CRP (mg/L) 0.764 0.389 6.05 83.30 55.60 0.631~0.898 <0.001
APN(pg/mL) 0.774 0.445 6.69 70.80 74.70 0.653~0.894 <0.001
TLR4(ng/mL) 0.790 0.491 4.19 83.30 65.80 0.690~0.890 <0.001

T . KPR I I T DA 00 76 0 1 32 4 00 T
e S Oy D- 3R e 2 D) A O U

il S VLA L sE
ol FUATIA N IR S0 PR P 2 2 5t
[ 15315 IS B 550 B0 0L ) 5 2 DR
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Bl 1 hs-CRP,APN,TLR4 il i & & i ZEH) N E S 7
Figure 1 value analysis of hs CRP, APN and TLR4 in

predicting vascular re occlusion
3 it
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RNE S Y KA e e 88 e B A B BB 3 A AE hs
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MGMT .h MLHI 3R N v e o ggg v iy 2 3k B o i
YLE ALy ¥ U S MR 5

IHEE BF ARA KRF BEA T RRT

(¥ E] HH W58 06-HF 3 5 -DNA H SRS (MGMT) SO & FE K (h MLH1) 2 7
NG 8 SR8 2H 280 1) 22 T 19 150 B R Z2 0 DL 25 WAk T BUE M s . ik F 2017 4F 6 H % 2020 4F
10 HABEAT I ST AR UIBR 80 11 B8 A1 5 U1 brAs , Hie B8 20 1 o A5 ) — Ak Sl B 40 9] 58 3 2 i i
Vol DT BAR 1) 1 5 I 4L 2000 AR, 28R ) G 21 AR I R B A b A< o MGMIT ith MLH1 3 3515 0L, 5
KA LM b5 F5 -2 5 e (0 B HLRR 3 Wi 52 1L (TECTA ) 25450060, LAY B Hoxt 3 W25 9 Ak 7 U e i
R, S5 N | IE R M ZH 4 b MGMT SE 1A P63 %  hMLH1 JE R R Rk R L 4 R I E 5
TR L (P<0.05) o 4 FPAS [a] 9 #2750 g e 598 241 20 MGMT 5 h MLH1 BN ik 22 R o422 (P>
0.05) , TG ER 2 11 2% 2% . IV 22 Jie 98 20 47070 MGMT 45 h MLH1 2 X B PE 2 0 R K T s, 22 2
Giil 2 L (P<0.05) ., EAFENT BRR AT B s B ARURR S B3 2 AT 5 (P<0.05) , H. MGMT  Topo II
PR 26 3R 98 B AT AR B RITT BRI e S A1V T R B e e Rk S 38 B G A T B M e 5k (P<0.05) o
£5i%  MGMT Ml h MLH1 JD57E A il i R b AR v B ek A v, HLHmT 5200 2 b 24 ) Ak v etk

[EEA] AR ; MGMT JE[H ; h MLH1 JE K 5 {7 fUgidt

Expression of MGMT and h MLH1 in glioma and its influence on chemosensitivity to com-
mon drugs

WANG Chuanxi, MEI Jie, YAN Zhaoyue, ZHANG Fengping, DUAN Ran, Ding Genxiao*

(Department of Neurosurgery , Henan people’s Hospital , Zhengzhou, Henan, China, 450007 )

[ABSTRACT] Objective To study the expression of OG6 - methylguanine - DNA methyltransferase
(MGMT) and human mismatches repair gene (h MLHI1 ) in glioma tissues and its influence on chemosensitivi-
ty to common drugs. Methods The paraffin section specimens of 80 patients with glioma treated by cranioto-
my and resection in Zhumadian Central Hospital between June 2017 and October 2020 were collected. Accord-
ing to the ratio of 2: 1, the normal brain tissue section specimens of 40 patients undergoing decompression for
brain trauma were collected during the same period. Immunohistochemistry was used to detect the expression
of MGMT and h MLHI1 in the two kinds of specimens, and the tissue culture end point staining computer im-
age analysis (TECIA) was used for drug sensitivity test to analyze the influence on chemosensitivity to com-
mon drugs. Results There were statistically significant differences in the positive expression rates of MGMT
and h MLH1 in glioma and normal brain tissues (P<0.05). There were no statistically significant differences in
the expression of MGMT and h MLHI in the four different pathological types of glioma tissues (P>0.05). The
positive expression rates of MGMT and h MLH1 in pathological grade I , Il , and IV glioma tissues increased
successively (P<0.05). Lomustine, teniposide, and temozolomide were related to pathological grade (P<
0.05). The sensitivity rates to lomustine, fotemustine, teniposide, nimustine, and temozolomide were all sig-

nificantly lower in patients with positive expression of MGMT and Topo I than in those with negative expres-
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sion (P<0.05). Conclusion The positive expression rates of MGMT and hMLHI in glioma specimens are

high, and they can affect chemosensitivity to multiple drugs.

[KEY WORDS] Glioma; MGMT; h MLH1; Chemosensitivity

N ki s Joe 248 e e [ S 17 Bk i BT 978 7 (glio-
ma) , Ji5 SCH AR JFE T A i N e 72 it N R i
P LR 45% . 80%" . IR BERETT ARBLAEIT
BT Je S EITT R B S — AT 25 TR
e DR il Je BT J8 36 97 T LT b AT 2D B A ) A
FHEE B85 Sy 35 3ok 1t ol e e 2 ) sz g XU ARG 45
o BRI Bl PR b AR 2 AT RO LU
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Prik Pt A h MLH $i /& 3 1 38 T 56 [F Abcam
o) ACHKFE SR E )5 T UL PBS W IR &
WSS BRI 457 280, Z )R EIRK SR E L PBS W)
5 W S R YR 52 1 DAB 5 HLO, i (8 VR I ) L 52
go THOORENIE I R B B R OGS U
T AR
1.2.2 Z55HE

il AL 426 B 5 A v % S0 B B (400 ) P, UL 4%
IH P 240 o) 07 % € 58 B R BT o A b, BT
(1) I B 58 B e 24040 5 FRPE A L JE % (0 B TR B
& ERE A AR ORISR0 15 .25
357, BHEAH I B 5 B 2 e<5% . =5% H.<25% .=
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IF 103208 B A AT 0 4 D B
(=), 1~4.5~8.9~12 23 ¥ 0L R Sy BH 1, 9 00 A
(+) (++) B (+++)
1.2.3  HURMEE

PR A R A VR SR« 2 UL 1Y JE 1LY RPMI-1640
B, B R SRR R WA N 100 w/mL ; H 21U
FEW : 5 10% /A= 1T 19 RPMI-1640 15 579, WE M
WE VR MR FE R 10 mg/mL, 3 a5 A= B ER 7K B i) A 5%
AL P & A BRICEE R RO AE . ST 2459
Ko LR R e BE 2 3 B RITT AR SR TT 3420 10 pg/
mL, B IA 1 20 ppg/mL, B 5 H] 7T 6.5 pug/mL &
DL 7 wg/mL. T H YR 5 2% U
JIT 455 1125 04 e R 356 FH K TR 1 S FH KPR Sk IR 24
o LR IR 2 HOR A 4L e 35 - e a1
B L4 I ¢ (tissue culture - end point staining com -
puter image analysis, TECIA ) , 2 21 1% 3% >4 U £L [F]
ik PRI A e B SR ), B DY L
B2 3L BAETE . S IRSCERY it
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FEI7 250 2 (IR ) , 245 9 UM DL IR VR R P
FRifE , IR>50% J 8% , 30%~50% v BE ek, <30%
R 2y o
1.3 Giit2rorik

K H SPSS 22.0 B R4 7 B b B, THECF R
H n(%) R 4T K5, UL P<0.05 0 22 %4 501

FURERN
E -9

2 #R

AEINHL MGMT 5 h MLH1 R 25150
Fii 1 988 | OE E i 41 20 MGMT 5 h MLH1
HEHRNXRAIBREZSHURIAHITTEE L (P<
0.05), L3 1, MGMT 5 h MLH1 Y75 4 g 4% 2
PRAA BT (o 0k ol PH P S ko A . DL 1

2.1

%1 MGMT.hMLHI1 F5ALE [(n(%) ]

Table 1  expression comparison of MGMT and h-mlh1 (n(%)]
bk A MGMT FHPEZR B TR MGMT h MLH1 BH R AR h MLH1 A%
& - + ++ 4+ BH A FE kR - + ++ +++ Fik R
i e I 9 2H 21 80 29 24 19 8 51(63.75) 36 20 12 12 44(55.00)
1EH A2 40 37 3 0 0 3(7.50) 39 1 0 0 1(2.50)
718 34.091 31.360
PiE 0.000 0.000
s F2 ARBE.SREEWEKFEHALA MGMT 5h

§ 0 A RRY S e s e e
WA IE R i 20 21 MGMT JE K 3R ik (=) 3 B i MR
MGMT &K 33k (+++) 5 C IR 141 h MLHL FEP ik (-) 5
D o I B 508 b MLH1 K &3k (++)
1 MGMT.h MLH1 EF7EM R E . E & MERH
Ri%£ (SP, x400)
expression of MGMT and H MLH1 genes in

glioma and normal brain tissues (SP,x400)

B

15|

Figure 1

2.2 N[FRIEAA A3 TR A 2 MGMT 5
h MLH1 3 A 3R 18 5

A 7] i 2 28 704 i i o 7 A 2 i e S R 4 41
' MGMT 5 h MLHI %[5 BH M 32 3k R ¥ L 4011
R (P>0.05) , M 09 M IV %
il JiE J5 968 2H 23 % MGMIT 5 h MLH1 K BH 1 26
KRR R T, 258 501 % 5 L (P<0.05) .
k2,
2.3 AbyT HUB M 5w HLRRIE &2 MGMT .h MLH1
HE PR S 2H A PR - RR 5 B YOG R

BERTT I 2 B i R 5 B
%% 5 (P<0.05) ,MGMT .h MLH1 BH ¥ 2 ik 3% 51
FIVT AREEEITT B JEIR T JEBER]TT R B
BORBI BT RE, 2R AGRITEE X (P<
0.05), W33,

3 itig

AHFSE & I MGMT .h MLH1 P Fft 32 ] 78 %) o7
i 2 2R A H 28 7 20 it A2 B2 B A € SR i H

MLH1 EREFRE L [n(%) ]
Table 2 Comparison of MGMT and hMLH1 gene
expression in different pathological and grading types of

gliomas [n(%) ]

S| n MGMT fHPE h MLH1 FHE

S H S TR
EIE AN 39 24.(74.36) 21(53.85)
=N 19 10(52.63) 14(73.68)
/5 J5¢ I 4T L 9ed 15 7(46.67) 6(40.00)
A S5 ) 248 L O 7 3(71.43) 3(42.86)
PAL 4.989 4.482
P{a 0.173 0.214

I B 532
I3 25 8(38.10) 5(20.00)
1|43 35 24(68.57)" 21(46.67)"
V% 20 19(95.00)™ 18(90.00)™
Pal:] 15.090 21.966
P1H 0.001 0.000

W5 DI, P<0.05; 5 M4 L #L,*P<0.05.,

A TRES> AR, 1 . MGMT F1 h MLH1 3 R 72 A
I 2 5968 s A v BAPE R 35 657, 5 Deimling' 45 J¢
il gL A G 25 R — 2 [W AT, MGMT Al
h MLH1 X 3R 3K 5 1 e Jo g g BRASHU TEOC , 59
g i AT — o CHK . Hirf MGMT 1 2 —#l DNA
BN, AABE 2 VIR 255 Rr
DNA Bt FEAb 451 3 /5 T, AT 5 el i fie Jo e Ak 97
Rz A AR T R, A 4T O R R
Wen'" 254z 18 IF 552 Fiki e J57 98 2H 20 MGMT K& K] 33k
S T, B P R K TS B UIA G . 5K
| ,h MLH1 [ 5 h MLH & 5§ — 51, 7£ DNA
FEBCAE Z D RE BG4 T2 R R E A 6, B
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K3 WIrBRMESKESFMER MGMT.h MLH1 EFRRIZBEMNXER (n(%)]

Table 3 The relationship between chemosensitivity and pathological features and the expression of MGMT and hMLH1 genes

[(n(%)]
2H 5 n EELET RS AT Bt Je S ET B ML
F 40 23(57.50) 19(47.50) 26(65.00) 18(45.00) 19(47.50)
L 40 22(55.00) 22(55.00) 27(67.50) 21(52.50) 23(57.50)
AL 0.051 0.056 0.450 0.243
P 0.821 0.813 0.502 0.622
<60 % 52 29(55.77) 29(55.77) 31(59.62) 25(48.08) 29(55.77)
=60 % 28 16(57.14) 12(42.86) 22(78.57) 14.(50.00) 13(46.43)
Vel 0.014 2.925 0.027 0.913
PE 0.905 0.087 0.869 0.339
SR A0 R 29 16(55.17) 16(55.17) 20(68.97) 14.(48.28) 15(51.72)
= 24 14(58.33) 11(45.83) 16(66.67) 12(50.00) 13(54.17)
5 Ji 5 AN e 18 10(55.56) 10(55.56) 11(61.11) 9(50.00) 9(50.00)
o) 248 L 9 9 5(55.56) 4(44.44) 6(66.67) 4(44.44) 5(55.56)
2 1H 0.006 0.311 0.096 0.113
P4 0.996 0.958 0.992 0.990
0% 27 20(75.00) 16(59.26) 22(81.48) 14(51.85) 9(33.33)
T 2% 36 20(55.56) 17(47.22) 25(69.44) 18(50.00) 20(55.56)
V& 17 4(23.53) 8(47.06) 6(35.29) 7(81.48) 13(76.47)
P! 11.349 10.252 0.571 6.478
P1a 0.003 0.006 0.772 0.034
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PAi 0.027 0.004 0.000 0.007
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Pl 3.992 8.543 6.004 7.536
P8 0.046 0.003 0.014 0.006
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hMLH1 Kk 507 8k m M c. hT
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5| A P £ B A5 405, R b e e PR A1 2 ek ok
S J52 B 6T Aot A ) 0 5 B ] 7T R e A A ) R
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e 240 it o £ R0 g 24 T 24 1 L AP 3k T I
AR I 22 35 PR M Bl g 38 38 I R MGMIT 3=
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R Ay M 2 S50 98 — 2 247 400 77 A= Tt 245 1) B L A A
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B RAE W 5 5 50 DNA G516 2 D RE Bl bg |, 4k
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BERGRE " . XIFEESFIESE T h MLH]
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AR 2 Pk S 1B LIBYY G IFN-y  IL-1B8 M
IgE A8 fLiFoE

MR '™ RAKRA? R &mHEZ

[ ZE] BH 00RO A i 2855 (W AR T X S e 2ot & VR LI s
PLH (IFN-y) \HA A R-18 (IL-18) M e bR 11 E(IgE) B2 . 77 3%  WREEABE 2018 4F 6 H &
2020 4F 6 A Y 300 0] 3 B b 2ot & AR ULRY IR R RE . AR A [FIAYTY 7 243 X B4 (n=148
B, HRLEGRIT ) SRS AL (=152 ], R A KI5 A7 b 23 1855 (LM ATRYT ) L ELAE T 2N PR T &L I IR
SR 5 A 0 S s (] il A TEN-y \IL-1B JIgE KA R & AE 1L, S8R W IRAAIT G BA RN
80.41% , W E XTI 92.11% , 22 A G4 X (P<0.05) o WFFTLL RN | Fi i | 220 S8 % 5 I 2k
) B S T R A, 25 B AT e B L (P<0.05) o JRIT e , PRI BEFE br FH 1 R AU B (FVC) 5
— R R i U HE R A 43 L (FEV1 %Pred) (WP 5t I {H (Peak expiratory flow , PEF) 7K K i i [
F IFN-y BJBRY7 RT3 ETF IL-1B IgE /K- 3% TR, HAFSEd] RN e o B, 22 A St
HU(P<0.05), PIAYIREATAMM™ERRIN . i FEAA ARG AR R85 b AR
Wi 2tk e VE I R LT AL, AT A LR 2 0 7 , i FB LI T g , HL % - PEd s

[EEER] Rt flobk; s, SO NG Sk & AR s

Study on the changes of IFN-+vy, IL-1p and IgE in children with acute exacerbation of
bronchial asthma after treatment

CHEN Wenxin'*, ZHANG Qiuyue’, WANG Daofang', MENG Guizhi'

(1. Department of Pediatrics, The Second People’s Hospital of Liaocheng, Liaocheng, Shandong, China,
252600; 2. Department of Laboratory, The Second People’s Hospital of Liaocheng, Liaocheng, Shandong,
China, 252600)

[ABSTRACT] Objective To analyze the effect of terbutaline combined with budesonide aerosol
inhalation therapy on interferon gamma-vy (IFN-v), interleukin-1@ (Interleukin, IL-13) and immunoglobulin E
(Immunoglobulin E, IgE) in children with acute exacerbation of bronchial asthma. Methods The clinical data
of 300 children with acute exacerbation of bronchial asthma admitted in this hospital from June 2018 to June
2020 were collected. According to different treatment methods, they were divided into a control group (n=148
cases, conventional comprehensive treatment) and a study group (n=152 cases, terbutaline combined with
budesonide aerosol inhalation therapy). The clinical efficacy, disappearance time of clinical symptoms and
signs, lung function, IFN-+vy, IL-1B, IgE, and adverse reactions were compared between the two groups.
Results  The total effective rate after treatment in the control group was 80.41% , which was significantly lower
than the 92.11% in the study group, and the difference was statistically significant (P<0.05). The disappearance
time of cough, dyspnea, wheezing and moist rales in the study group was significantly shorter than that in the

control group, and the difference was statistically significant (P<0.05). After treatment, the lung function
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indexes forced vital capacity (FVC), the percentage of forced expiratory volume in one second to the predicted

value (FEV1 % Pred) , peak expiratory flow (PEF) and serum factor IFN-v increased in the two groups, and

IL-1P and IgE levels decreased significantly, the above factors in the study group improved more significantly,

and the difference was statistically significant (P<0.05). No other serious adverse reactions occurred in the two

groups. Conclusion

Terbutaline combined with budesonide aerosol inhalation therapy has a clear curative

effect in the treatment of children with acute bronchial asthma, which can reduce the body’s inflammatory

response and improve the lung function of children with high safety.

[KEY WORDS] Terbutaline; Budesonide; Acute attack of bronchial asthma; Serum factor
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8 I T ARE AT L ARIDE 5 A1 b 25 1 25 Ak W AR YT 32
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lin E, IgE) 7K~ X T 05 1% A I Wiz in T 7 24 i
PREESC, PR 25 RN o

1 BREFE

1.1 — ek

WA A BE 2018 4F 6 H & 2020 4F 6 H IR 1)
300 i 3 A 2 M 2 bE R VR BRI IR Bk, 40
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TORFIGE R L ; @ ABERT 6 4~ H A& IR I
F IR @I 6 J8 NG I E g
HEBRARAE : Orbai i A sl th# s @6 IF Ml LA
MR AR o A PR VR BEHLA IR IR YT T &L R
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Table 1 Comparison of general data between the two groups

(x+s)
] . 451 AR TR M@%&‘ﬁ(
(B14) (A7) (d) (kg/m?)
XHIRZL 148 93/55  10.71x0.21  1.78+0.31 14.561.32
W4 152 96/56  10.69+0.36  1.82+0.37 14.69+1.28
PalAl:] 3.365 0.586 1.014 0.866
P1E 0.067 0.559 0.312 0.387

WE (L L AE A AR A, B 2T
H20010552)0.5 mg~1 mg, FFA Ak (il Ae 5= 245
HBRAAT], FEZ5#ET H20010704)5 mg, 5~10 min/iX,
2 R/, AR T A R . PRALERYT 1
1.3 WEHE R
1.3.1  IGIRITAL

JPROTAG  BAL AR O, BARCE=(R
B RO LB EX100% o
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K H SPSS 22.0 A AT S 1140 BT, i Wk
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AT PRI DL P<0.05 W ERA G E X
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P R8O LI RT3
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2.1
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Table 2  clinical comparison between 2 groups [1(%) ]
215 n {25 AL JoRL PR &
XA 148 60(40.54) 59(39.86) 29(19.59) 119(80.41)
Wil 152 96(63.16) 44(28.95) 12(7.89) 140(92.11)
P! 8.700
P{H 0.003

2.2 P RAER T 2% B ) A
PIALIGST I AR G2 i ) Le 85 22 S e e it

HL(P>0.05) , WFFE2H WU e 1 L gy 7 129 %0

O N R B T R, 2 e B S R

M(P<0.05), WLFE 3.
2.3 WAIRITHTE D BeTE b LK
W 203697 J5 il D) e 45 4% FVC \FEV1%Pred
PEF K-V B30 97 A LA, BAF5CAH LA B
FLESAGIFFE L (P<0.05), WLFk4,
2.4 FHHIAITETE IFN-y . IL-1B8 K IgE /K Ho#%
P46 Y7 )5 IFN-y KB 8 BT IL-1B8 \IgE
JKF- 5 25 R R, HFST 4 IEN-y /K- 5 25 5 T R
4, IL-1B . IgE KA T X R4, 2R BRI F &
X (P<0.05), W5,
25 AR
AT A R IR O B R A s T LA 1
5] 11 WA R R G , 200k 11 45 WE Ak B -,
Y IR A A ™ FEN R

3 it

W Mg /) J LIPS T AL ) — o 28 28 s o P 9
I PR O 2 o 17 Mg S i AR I e A IR R A
B FESET 5 BRI TRl SR A B SR LI IR
M, PRAIETE A0 38 /ML AR, B LB IR A
G T v 0 ) SR Y A AR U B

x3 WAMRKER ARMEHE KB ELLE (v+s)

Table 3 Comparison of disappearance time of clinical symptoms and signs between 2 groups (x+s)

Eigl n ULSEES Wi 1 < AL NERIGES RS RIEEN AR LS
Xt M4 148 7.64+2.54 5.1621.69 5.091.06 6.27+1.52 2.69+1.26
e 152 5.59+2.41 3.05£1.01 4.11£1.42 5.03+1.87 2.45x1.19

71E 7.173 13.167 6.760 6.293 1.697

P{H <0.001 <0.001 <0.001 <0.001 0.091

x4 WABTTRIGHMINBEREIRILE (x+5)
Table 4 Comparison of lung function indexes between the two groups before and after treatment (x s )
i FVC(L) FEV1%Pred(%) PEF(v/L-s)
IR TR ST TR ST TR

XJ R ZH 148 1.46+0.74 2.01+0.84" 78.21+17.35 84.06x13.01° 1.89+0.12 2.46x1.21"
e 152 1.41+0.63 3.05£1.01° 77.59+14.76 89.65x12.11° 1.88+0.13 3.01£1.62°

1H 0.631 9.683 0.334 3.853 0.692 3.325

P 0.529 <0.001 0.739 <0.001 0.490 0.001

i HRAEYTRT L, P<0.05,

*®5 TAAAITHIG IFN-y.IL-18 R IgE K E L (v+s)
Table 5 Comparison of IFN - vy, IL-1 8 and IgE levels between the two groups before and after treatment (x %)

5 ; IFN-v(pg/mL) IL-18(ng/L) ‘ IgE(mg/mL)
IBITHET BT IBITHT BT S BT BT S
XT R4 148 4.58+1.42 5.21£1.11° 77.01+16.42 56.34+8.89" 23.19+3.31 15.19+£3.15°
T 9% 4 152 4.41+1.38 6.03+£1.67" 76.84+13.67 34.12+6.25" 23.65%2.46 11.83+2.37"
tH 1.052 4.995 0.098 25.097 1.369 10.458
P1a 0.294 <0.001 0.922 <0.001 0.172 <0.001

1 SRR, P<0.05,
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NSCLC 44+ Apel/Ref-1 Fz microRNA-21 #&3k 5 Hil
Rk &R
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(Apel/Ref-1) J 7]y RNA-21 (microRNA-21) £k 5IFIF LTGRO TR . ik HEH 2015 410 H
% 2017 4F 10 J B ASBE 78 14105 HA NSCLC b7 H 3 4l 80 e Jia 55 21 21, 142 32 NSCLC #rif— £k b7 7
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A A S TOA Apel/Ref-1 . microRNA-21 Fik 1550, R ] Spearman AHIGHE /BT LY 7Y 738 Skl 4l 40
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(P<0.05), %5t NSCLC#EEHL Apel/Ref-1.microRNA-21 HYZ635 53773 8 WS S5 UIAH 5

[SRSBIA ] 0 My g v A T PN D10 it/ 48 AE A R -1 5 /s RNA-21 5 3B /N4 i fili

Relationship between the expressions of Apel/Ref-1 and microRNA-21 in NSCLC tissues
and prognosis

ZHANG Haiyan'*, FENG Ping’, ZHANG Hongyan’, YANG Yating?, LU Yuntao'

(1. Department of Outpatient, The First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000; 2. Department of Respiratory and Critical Care Medicine, The First Affiliated Hospital of
Hebei North University, Zhangjiakou, Hebei, China, 075000; 3. Third Department of Neurology, The First
Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei, China, 075000; 4. Department of
Neurosurgery, The First Hospital of Xingtai, Xingtai, Hebei, China, 054001)

[ABSTRACT] Objective To investigate the relationship between the expression of apurinic/
aprimidinic endonuclease/redox factor-1 (Apel/Ref-1) and microRNA -21 in non-small cell lung cancer
(NSCLC) tissues and chemotherapy efficacy and prognosis. Methods A total of 78 patients with advanced
NSCLC undergoing chemotherapy were included and received NSCLC standard first - line chemotherapy.
Immunohistochemistry was used to detect the expression levels of Apel/Ref-1 and microRNA-21 in cancer
tissues and adjacent tissues in pathological samples obtained before chemotherapy. According to the

chemotherapy efficacy, the patients were divided into the effective group and the ineffective group. The
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expressions of Apel/Ref-1 and microRNA -21 were compared between cancer tissues and adjacent tissues and
between the effective group and the ineffective group. Spearman correlation analysis was used to analyze the
correlation between chemotherapy efficacy and the expression levels of Apel/Ref-1 and microRNA-21 in cancer
tissues. Kaplan-Meier method was used to analyze the correlation between overall survival (OS) and expressions
of Apel/Ref-1 and microRNA -21 in cancer tissues. COX regression model analysis was used to analyze the
independent related factors affecting the survival rate. Results The high expression rate of Apel/Ref-1 and the
relative expression of microRNA -21 in cancer tissues were higher than those in adjacent tissues, and the high
expression rates of Apel/Ref-1 and microRNA-21 in cancer tissues in the effective group were lower than those in
the ineffective group (P<0.05). Chemotherapy efficacy was negatively correlated with the expressions of Apel/
Ref-1 and microRNA-21 in cancer tissues (P<0.05). The 3-year survival rate of patients with low expression of
Apel/Ref-1 was higher than that of patients with high expression of Apel/Ref-1, and the 3-year survival rate of
patients with low expression of microRNA-21 was higher than that of patients with high expression of microRNA-
21 (P<0.05). Expressions of Apel/Ref-1 and microRNA-21 in cancer tissues were independent related factors
affecting the long-term survival of patients with NSCLC (P<0.05). Conclusion The expression of Apel/Ref-1

and microRNA-21 in NSCLC cancer tissues is closely related to the efficacy and prognosis of chemotherapy.

[KEY WORDS]

lung cancer

Jits 8 AR 4R o I 25 1T 43 SRy /0N 4 it 98 (small
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e O T R R A A B, AR R R
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Table 1 Comparison of expression of Apel/Ref-1.microRNA-21 between cancer tissues and adjacent tissues [1n(%), (x+s) ]
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Table2 Comparison of Apel/Ref-1.microRNA-21 expression in cancer tissues between effective group and ineffective group [1(%) ]
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Figure 1 Schematic diagrams in cancer tissues by

immunohistochemical staining (SP, x400)
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Table 3 Cox multivariate regression analysis of prognosis
of NSCLC
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Figure 2 survival curves of patients with different expression
of Apel/Ref-1 and microRNA-21
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TGF-B1.GM-CSF }& TNF-o %} 22 VE#E 2 X i B
W T FEVHIT PR

frae HER kg Iodg Kieh B4 ERE*

[(# Z] BH HTFEAERKKET (TGF-B1) K40 - B W40 J 4R % il 3 K+ (GM-CSF) K i
B F-a (TNF-o) 76 208 22 A0 B F R E A0 m . ik #EI20154F 2 H £ 20184F 2 A A
B 3 Y 136 191 2k 2 1 0006 8 18 R UL A (58 4 DR i 41 58 1], A LR A 21 45 Bl MEIR 2 &k 41 33
), 126 B AR BE (1) 140 191 fi B A 515 S 5t R ZH o X L4541 22 ] TGF-B1 . TNF-o . GM-CSF [ ¢ Ji£ 45
RO, 0T =& K 5 B E R EARE TS MR, SR US4 GM-CSF /K7 B i i T X fi 4,
TGF-B1 . TNF-a 7K V- B B AL T4 AL, 2 5 51248 L (P<0.05) . T2 M4 GM-CSF /K-8 A%
T ARG MR K41, TGF-B1 K TNF-a /K V- B & TR MR R A 4L, 2 R B A G X
(P<0.05) , TGF-B1.TNF-a.GM-CSF /K- 5 S8 & 11 M7 B3 BE SN | fa 165 43 18 38 A OC it
(P<0.05) . TGF-B1 Bz TNF-« 5% [k . GM-CSF 5 5 5 25 (4 2 V6 2 1 100 3 0 T 3R 0 1 (P<
0.05) . BESMEIE SEK /38 TGE-B1 . TNF-a . GM-CSF Jy §% 0 2 P86 2 1 1M H % TS ZE T Al <7 16
6 & (P<0.05), #5i& TGF-p1.TNF-a.GM-CSF 5 2 P86 £ (A M0 B2k 1 E R TS S0 oe , #2
FRIE R AT i = A A, DU PR B AL R TS .

[X$1A] TGFR1l; GM-CSF; TNFo; 2 MhEEE R il

Evaluation of TGF-f31, GM-CSF and TNF-« on the outcome of patients with acute my-
elogenous leukemia

ZHONG Hua, LIN Zhigiang, BO Deying, WANG Yanan, WU Yanwei, ZHAI Zhijia, JIAO Luyang*
(Department of Clinical Laboratory, The First Affiliated Hospital Of Xinxiang Medical University, Weihui,
Henan, China, 453100)

[ABSTRACT] Objective To explore the changes of transforming growth factor (TGF-B1), granulo-
cyte-macrophage colony stimulating factor (GM-CSF) and tumor necrosis factor-a (TNF-a) in the serum of
patients with acute myelogenous leukemia, and the influence of the three indicators on the outcome of the dis-
ease. Methods A total of 136 patients with acute myelogenous leukemia admitted to this hospital from March
2017 to March 2020 were selected as the observation group (58 cases in the complete remission group, 45 cas-
es in the non-remission group, 33 cases in the refractory relapse group), and 140 patients with physical exami-
nation in our hospital during the same period were selected as the control group. The changes in the concentra-
tions of TGF-B1, TNF-a, and GM-CSF between the groups were compared, and the relationships between
the three indicators and the pathological characteristics and prognosis of patients were analyzed. Results The
level of GM-CSF in the observation group was significantly higher than that in the control group, and the lev-
els of TGF-B1 and TNF-a were significantly lower than those in the control group, and the differences were
statistically significant (P<0.05). The level of GM-CSF in the complete remission group was significantly low-
er than that in the non-remission group and the refractory relapse group. The levels of TGF-1 and TNF-«
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were significantly higher than those in the non-remission group and the refractory relapse group. The differenc-
es were statistically significant (P<0.05). The levels of TGF-B1, TNF-a, GM-CSF were correlated with the

extramedullary infiltration and risk classification of patients with acute myelogenous leukemia (P<0.05). The

mortality of patients with acute myelogenous leukemia and abnormal decreasing of TGF-1 and TNF-« and ab-

normal increasing of GM-CSF was higher (P<0.05). Extramedullary infiltration, risk classification, TGF-B1,

TNF-a, GM-CSF were independent factors that affect the prognosis death of patients with acute myelogenous
leukemia (P<0.05). Conclusion TGF-B1, TNF-a, and GM-CSF are closely related to the disease progres-

sion and prognosis of patients with acute myelogenous leukemia, suggesting that the combined detection of the

three can be strengthened in clinical practice to understand the patient’s condition as soon as possible and as-

sess the patient’s prognosis.

[KEY WORDS] TGFB1; GM-CSF; TNFa; Acute myelogenous leukemia
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Table 1 Comparison of TGF-B1, TNF-a and GM-CSF

levels between 2 groups (X +5)

HH  n TGF-Bl1(pg/l) TNF-a(pg/mL) GM-CSF(ng/L)
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Table 5 related risk factors of death in patients with acute leukemia
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Study on the changes of T cell subsets, IL.-6 and IL-10 in the treatment of children with
bronchial asthma

HUANG Guoling, CHEN Hongbing*, TAN Zhongyou

(Department of Children’s Ward, Three Gorges Hospital Affiliated to Chongqing University, Chongqing, Chi-
na, 404000)

[ABSTRACT] Objective To explore the changes of T cell subsets, interleukin-6 (IL-6 ) and interleu-
kin-10(IL-10) in the treatment of children with bronchial asthma. Method 102children with bronchial asthma
admitted to this hospital from August 2018 to January 2020 were selected. According to different treatment
methods, they were divided into a study group (Montelukast combined with budesonide, 52 cases) and a ba-
sic group (budesonide, 50 cases). The treatment effects, T lymphocyte subgroup levels, the levels of IL-6,
IL-10, and the levels of lung function indexes such as forced vital capacity (FVC), forced expiratory volume
in one second (FEV1) and peak expiratory flow (PEF)were compared between the two groups. Result The
total effective rate of treatment between the study group (96.15% ) and the basic group (84.00% ) were com-
pared, and the difference was statistically significant (P<0.05). After treatment, the levels of CD3", CD4",
CD4'/CD8" in the two groups increased, and the level of CD8" decreased. The degree of change in the study
group was significantly higher than that in the basic group, and the difference was statistically significant (P<
0.05). After medication, the level of IL-6 in the two groups decreased and the level of IL-10 increased. The
changes in levels of IL-6 and IL-10 in the study group were higher than those in the basic group, and the differ-
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ence was statistically significant (P<0.05). After medication, the values of lung function indexes such as

FVC, PEF, FEVI and so on in the two groups increased to varying degrees, and the increase in the study

group was significantly higher than that of the basic group, and the difference was statistically significant (P<

0.05). Conclusion Montelukast combined with budesonide has a significant clinical effect in the treatment of

bronchial asthma, which can effectively improve the lung function of children, increase CD3*, CD4", CD4"/CD8"

and IL-10 levels, and reduce CD8" and IL-6 levels.
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IL-6; IL-10
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Table 1 Comparison of baseline data between 2 groups (x +s)
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Table 3 Comparison of T lymphocyte subsets before and after treatment between the two groups (x +s)
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Table 5 Comparison of lung function changes between the two groups before and after treatment (x +s)
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Changes and significance of CP, Hcy and 25(OH )D3 in diabetic peripheral neuropathy
TANG Buyang*, HUANG Yingzhi, HU Henggui, LIU Zhen

(Department of Endocrinology, Wanbei Coal Power Group General Hospital, Suzhou, Anhui, China,
234000)

[ABSTRACT] Objective To analyze the changes and significance of serum C peptide (CP), homo-
cysteine (Hcy) and 25-hydroxyvitamin D3[25(OH) D3] in diabetic peripheral neuropathy (DPN ). Methods
The clinical data of 120 patients with diabetes admitted to the Department of Endocrinology in our hospital was
retrospectively analyzed, including 40 patients with DPN (DPN group) and 80 patients without DPN (non-
DPN group). The two groups were compared with CP, Hcy, 25(OH)D3, Fasting blood glucose (FPG), To-
tal cholesterol (TC), Triacylglycerol (TG) and nerve conduction function. The correlation between CP, Hcy,
25(OH) D3 and other indicators was analyzed. Multivariate Logistic regression analysis was used to analyze
the risk factors that affect diabetic patients with DPN. Results The levels of CP and 25(OH)D3 in the DPN
group were significantly lower than those in the non-DPN group, and Hey, FPG, TC and TG were significant-
ly higher than those in the non-DPN group (P<0.05). The conduction velocity of the median nerve and posteri-
or tibial nerve was slower than that of the non-DPN group, and the differences were statistically significant
(P<0.05). Correlation analysis showed that Hcy level in DPN patients was positively correlated with FPG,
TC, and TG (P<0.05), and negatively correlated with nerve conduction velocity (P<0.05). The levels of CP
and 25(OH) D3 were negatively correlated with FPG, TC, and TG (P<0.05) , and positively correlated with

nerve conduction velocity (P<0.05). According to logistic regression model analysis, the course of disease,

FARMA A 8 R FALF R A (1708085MC13)
Ve 4s AL b B W S R A S bR, Gk, 48 M 234000
*EAEAEE % M, E-mail : 113855705312@163.com
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the decrease of CP and 25(OH) D3 levels, and the increase of Hcy are the risk factors that affect the occur-

rence of DPN in diabetic patients (P<0.05). Conclusion DPN patients have abnormal expressions of CP,
Hcy and 25(OH)D3 levels. Maintaining the body’s CP, Hcy and 25(OH ) D3 levels helps delay the occurrence

and development of DPN.
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Pt @K A I HA R G ™ FHEE W H ; DIE K =18
% o HEBRBRUE O g A SR 1 s @A I HiAlh
WA ORI RIE RGN B RIERH
@i P ST IR 22 1A

Serum C peptide; Homocysteine; 25-hydroxyvitamin D3; Diabetic peripheral neuropa-

HRYE N AHEBRBRAELE G A 120 B85 R AT
Hh 45 Jf DPN % 40 f4] (DPN 41) , & 4 Jf DPN #
80 1] (JC DPN 41 ) . W4 [ JLER Wkl b i 22 5
TGt S, HA T M (P>0.05) , W3R 1,

1.2 Jiik

25 ME AU A 32 K 6 mL #R KL , >R F min-
dray 4= H 30 A= A A % Bic £ 380500 A I JH: 25 1t
(Fasting blood glucose , FPG ) . & iH [& /i ( Total cho-
lesterol, TC) ¢ = Mk H i (Triacylglycerol,, TG) 7K
. CP.Hcy X 25(OH)D3 7K - ¥4 5% i B 6 128
W B A, CP L Hey 38077 &5 i e at s A= 0 A
P4t 25 (OH) D3 i ) & t 55 [ IDS A FR A F] 48
Hb, ELRSRAE A i BRI 5 0F T o

PR AL D RE R F L0 A R T R A
FRLZA ) AR 7 0 JULH, T35 4 i S ASCHEA T A I, 359
Lol N G HEAT I A 0 A AR R R R R B R 32T~
35, 43 6 IE H pR 28 FIE IS i 2 A% T R R A T I
L B2 R BOHSE
1.3 WEAEIR

D44 CP Hey .25(0H) D3 | IfiLBE | 1fi 55
b Mt 4% S D) REAH O ; @743 CP . Hey . 25(OH)
D3 5 H A48 b (1 AH G ; @R H £ 7€ Logistic A1
ST BT SE A BE PR £ I & DPN I falks %R
1.4 Giiteirik

K SPSS 22.0 e it A AT G 0 Hr . T
ORI, (R £5) Fom R e R THECSE R n( %)
P, R K5 s LA P<0.05 R 22 3 BA ST
o FH A Pearson AHSGHE AT 5 50 PR R
K £ 7t Logistic [71 35347 .

®1 WABRE—MERLE (n(%), (x+s)]

Table 1 Comparison of general information between the two groups [1n(%), (x+s) ]

51 . . "
209 n 7 x IGAERS () RETR(AE)  REHEEC(keg/m?) 4 E (mmHg) 479K E (mmHg)
DPN 4 40 23(57.50)  17(42.50) 61.42+3.35 5.14+1.87 23.88%3.05 133.75+11.46 74.85+5.72
JEDPNZHL 80  44(55.00)  36(45.00) 61.22+3.98 5.84+1.96 23.68+2.87 135.69+12.09 75.33+5.14
i 0.068 0.273 1.872 0.352 0.843 0.464
P1H 0.795 0.785 0.064 0.725 0.401 0.643
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2 #HR

2.1 W4l CP Hcy /& 25(0H)D3 /K- b5
DPN 4 CP.25(OH)D3 /K - . ik T JC DPN
41, Hey /KF- 5 2% % T JC DPN 41, 22 R YA G it2%
X (P<0.05), W2,
#2 WIHCP.Hey K 25(0H)D3 /K FLbE (x+s)
Table 2 Comparison of CP, Hcy and 25 (OH) D3 levels

between 2 groups (x+s)

15 ; CP Hcy 25(0H)D3
(pg/l) (wmol/L) (ng/mL)
DPN4 40 3.42+2.73 15.19+2.84 26.71+6.87
JoDPNZH 80  5.1622.16 7.83+1.25 41.67+11.34
t1H 3.802 19.727 7.666
PAE 0.001 <0.001 <0.001

2.2 W4 FPG.TC TG /K S 1E H 4 Fi iz 5
At G LR
DPN 44 FPG . TC K TG /K- & % 5 FJC DPN
4, IE Rl 2 IR S B 4% 5 R 3498 T 6 DPN
WM, 2R BA G HE L (P<0.05), W33,
2.3 CP.Hcy & 25(OH)D3 7/K*¥5 FPG ,TC TG 7K
S K TE A 28 IR I o 20 A S 5 E R S 2 BT
DPN £ # 1 Hey /K-F-5 FPG . TC . TG £ 1EHH
K (P<0.05) , 5 #f & 4% T 1R ¥ 5 1 AH G (P<
0.05) ; 1fii CP.25(0OH)D3 /K¥ 5 FPG . TC .\ TG & i1
G (P<0.05) , 5 #2845 T 3 B 2% 52 1E AH OC (P<
0.05). W4,

2.4 SN PR A T & DPN Y S R R 0 A

2% logistic [0l 5 45 54 43 #7175 , 5 F2 . CP. 25
(OH) D3 7K V- A S Hey T i 2 52 i i R £ 5
Jf & DPN i fa ks R % (P<0.05) . WLE& 5.
3 iTig

DR 95 S — Flv 2 By P12 PR 0 |, Bt 25 s 17 0F
&, &S EA R M BUR R, A B S B0 .
BB, A7 BB TR W R I RE R A X ek B
AR B B T, DPN S e HERR HAt 5
DI LT, W DR R 3 s 0 ] R o 22 1) B I A
FKHREARFMAAE . Yahya %5 8758 % B, Hey /K-
FHaFEORE A =4, FEUR B L. K
IR R, AR R gy S R =
5 Z AP AT 5 MK Hey /KSFE 25 ik
FEM Hey AT iE—255 | & S8 A0SR, I T 45475 1
PN R AR, 3 T S 0 e 20 B e i 2 1 AR
R B CP R R A AR Ik
S Z R 2E =, B B AR i . BRAEFSY
KIL, CP I EW s, e R _AVE Ry FIT e 5 B 2
T RERIFE AR o (BT 95 & B, CP A3 #f 2214
PORBTRET-ER , HRE ARk C 274 FiAL , SELE A
IDRRZEAR ) i R D R IRIA TR SR &R
[F] Fsf -, 2 — o B A% A 4 B A fi B 1) 2 D BB TR -
4R D AAE TR EY T, MR KR 4R
K D% HICIRG ERRIG , fE RN v 5L 54T 1% 25

*3 WHEEFPG.TC.TG/KERIEHRHMATMBEFHEESEELR (v+s)

Table 3 Comparison of FPG, TC, TG levels and conduction velocity of median nerve and posterior tibial nerve among 2 groups (x+s)

ZH 5 n FPG (mmol/L) TC(mmol/L) TG (mmol/L) 1E 245 5 (m/s ) 2 J5 a5 'S (m/s)
DPN 4] 40 7.06+1.81 1.58+0.32 5.58+1.02 1.45+0.57 1.31+0.36
J¢ DPN 41 80 5.62+1.43 1.34+0.24 4.72£1.16 4.01£1.54 3.01+0.86
i 4.749 4.606 3.981 10.154 11.969
P{i <0.001 <0.001 <0.001 <0.001 <0.001

#4 CP.Hcy ® 25(0OH)D3 7K £ 5 FPG.TC. TG 7K £ R
EEh#EFRERMEESEENEXES

Table 4 Correlation Analysis of CP, Hcy and 25 (OH) D3

levels with FPG, TC, TG levels and conduction velocity of

median nerve and posterior tibial nerve

. CP Hey 25(0OH)D3
HREF S P PE rE PH
FPG -0.587 0.002 0301 0.024 -0.295 0.022

TC -0.641 0.001 0485 0.004 —-0.501 0.006

TG -0.465 0.011 0.364 0.008 —0.302 0.018
EPMESE SR 0411 0.006 —0.503 0.003  0.362 0.010
RIGRZAL S 3 E 0356 0.011 -0.324 0.013  0.521 0.001

(OH) D3, JF-7E B Ik N g ik — 20 72 Ak A= i BAT 7%
P11 25(OH) D3, 25 (OH ) D3 7 4 il 44 P4 45 i 7K -
gL L A EZEAEM, EXLOmE RS G
RERGE MG R G A B A M1 5 43 45y T
FBELA EHAE U Alexander S5 WTSE £ TR, 25
(OH)D3 A A7 #h 28 2 R F 1 7= A 2ot
A P ESFRAS  RATE R AR PR, e o b 28R 1
PEAR R I R G R B BAR A ARV ER
AL HIF 58 45 B4 7% CP L Hey K 25(OH) D3 7£
DPN &t fErh al pe A4 S 24EH . H DPN 4/
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x5 HMERFEEEHFELZDPNMEREZRS N
Table 5 Analysis of risk factors of diabetic patients complicated with DPN
- LS ZHZ 5 Hr
= OR fH 95%CI P OR1H 95%CI P1E
PR U (S84 %) 1.239 0.989~1.552 0.724
A : =50 % (S R4 : <50 %) 1.250 0.871~1.793 0.697
it =5 F (S A <5 4F) 1.644 1.312~2.059 0.014 1.749 1.261~2.426  <0.001
FPG :=10.13 mmol/L(ZH84H : <10.13 mmol/L ) 1.260 0.850~1.868 0.514
TC :=5.1 mmol/L (£ #f 41 : <5.1 mmol/L) 1.121 0.756~1.662 0.541
TG :=4.5 mmol/L(Z f& 4 : <4.5 mmol/L) 1.131 0.643~1.514 0.486
CP:<4.22 pg/L(Z 4 : =4.22 pg/L) 1.960 1.595~2.048 0.007 1.842 1.111~3.055  <0.001
Hey : =7.89 wmol/L (2 I8 4] : <7.89 pwmol/L) 1.692 1.269~2.257 0.002 2.401 1.775~3.247  <0.001
25(0H)D3:<22n g/mL(Z 8 4] : =22 ng/mL) 1.571 1.253~1.970 0.014. 2.575 1.949~3.401 <0.001

# FPG.TC K TG /K V¥ 8 # & FILDPN 4L, I
PR 5 % S MU 92 T X DPN 41, 5%
EWFFERIE—2" . DPN B i TG EHEL
Pt B IR T = AR ORI R S
s NP G2 L TR e e I e LY S
SR . M 45 UL HH CP L Hey J¢ 25(OH) D3
JKF-5j DPN H 3 i BBl #f 2205 S D R A8 e 1fi i
KRR EY] . b a1 0 JE AR 280 28 1Y
ToUI A bR, X0 s f8 E #E 1T CP Hey & 25(OH)
D3 KRG, T ) % 20 JE PR b 2 AR I I . AR
WF5E 25 UL 7E DPN & AL b B vh BB DR B IR
M, & 4= DPN i XURS Bk oK, H AT BB A7 7E CP.
Hey J 25(0OH)D3 2 [ /E AR DPN 1 % 4 .
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D3 K1) 558 ik, 4EFEHLIA A CP L Hey K 25
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{BP A
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(# ZE] B SHrEaEnr o B o FE SN E R -1(ET-1) 4N -18(IL-18) XN
PrE—E AL A (NO) KR ER . ik I 2017 4F 4 H = 2020 4F 4 H A BEUIA 4 120 151 8 5E 1 5
Uiy BB B F ST AL, AR A A AR O WL 453 43 SR O LB 58 A (n=37 151 O ILHE T 4 (n=83 1] ), (] Bisf &4
N T AZAS Bt 12 52 (R AR K 225 SR E 5 3% (3 52 1)) VR S0 IRZH . e S Im 7 ET-1.1L-18 & NO ZKF-, HiAs
[f] ABE LS ET-1.1L-18 K NO 7K -2 53, 3% FH £ I Logistic 711 534 5% i o5 0 9P W 6 38 F 2 2 24 O LA
A 6 [ 2, 201 ROC 142 704 ET-1 . IL-18 K NO 7K - 0 0E I W 58 38 B 35 2% 2O JULABE 26 1 39300 44
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B ET-1.1L-18 & NO /K- & & FAE DA F A, 251 G il 8 L (P<0.05) . Logistic 1] 54 %4
5 ET-1.1L-18 \NO S5 T 151 o 5% i) 750 WP W 58 B £ 3 % 260 LI 3 19 ST 6 B3 I 3R (P<0.05) &
ROC 4 A5 ET-1 i Tk 0.780, IL-18 #1 4k T I UM 0.688, NO £k T HIALN 0.784, = H B A
£ R m AR 0.938, IS KM R AU ER K (P<0.05) . #5iE  IMLH ET-1.1L-18 & NO /K- 5 HIE M
Wl e iy R WL 5 2 DR S, I PR TV 3 P Aol i s A 05X = 0 s, DA 6 1 e 5 10U 1 0

(ki) FHAEMPWFEE; ET-1; IL-18; NO; L L F

Relationship between myocardial damage and the levels of serum ET-1, IL-18 and NO in
patients with severe respiratory failure

WU Wei', GUO Xiaohe®, YANG Feiyun', KONG Lingyu', NIU Lidan', SHI Jinhe'*

(1. Department of EICU, the First Affiliated Hospital of Xinxiang Medical College, Weihui, Henan, China,
4531005 2. Department of Gastroenterology, the First Affiliated Hospital of Xinxiang Medical University,
Weihui, Henan, China, 453100)

[ABSTRACT] Objective To analyze the relationship between myocardial damage and endothelin- 1
(ET-1), interleukin-18 (IL-18) and endogenous nitric oxide (NO) levels in patients with severe respiratory
failure. Methods A total of 120 patients with severe respiratory failure admitted to this hospital from April
2017 to April 2020 were selected as the study group. According to whether myocardial injury occurred or not,
they were divided into the myocardial damage group (n=37 cases) and the non-myocardial damage group (n=
83 cases). At the same time, patients with normal physical examination results in this hospital during the same
period (52 cases in total) were included as the control group. The serum ET-1, IL-18 and NO levels were re-
corded, and the differences in serum ET-1, IL-18 and NO levels in different people were compared. Multivari-
ate logistic regression was used to analyze the risk factors of myocardial damage in patients with severe respira-
tory failure, and ROC curve was drawn to analyze the value of ET-1, IL-18, and NO levels in predicting myo-
cardial damage in patients with severe respiratory failure. Results The levels of ET-1, IL-18, and NO in the

study group were significantly higher than those in the control group, and the differences were statistically sig-
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nificant (P<0.05). The levels of ET-1, IL-18 and NO in the myocardial damage group were significantly high-

er than those in the non-myocardial damage group, and the differences were statistically significant (P<0.05).

Logistic regression model showed that the abnormal increasing of ET-1, IL-18 and NO were independent risk

factors affecting myocardial damage in patients with severe respiratory failure (P<0.05). The ROC curve

shows that the area under the ET-1 curve is 0.780, the area under the IL-18 curve is 0.688, the area under the

NO curve is 0.784, and the area under the three combined curve is 0.938, the area under the combined detec-

tion is the largest (P<0.05). Conclusion Serum ET-1, IL-18 and NO levels are closely related to myocardial

damage in patients with severe respiratory failure. Clinicians can strengthen the monitoring of these three indi-

cators to assess disease progression and prognosis.
[KEY WORDS]
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F1 FHEET-1.IL-18 & NO K FLLE (x+s) N Z ik — 24047, 45 1 . ET-1.1L-18 \NO % Tt

Table 1 Comparison of ET-1, IL-18 and no levels between

the two groups (x+s)

217 n ET-1(ng/L)  IL-18(pg/L)  NO(pmol/L)
Bigtd 120 4.85+1.36 95.52+6.63 8.72+1.94
XHRLH 52 2.33+0.73 11.82+3.71 6.12+0.43
tHH - 12.585 85.441 9.548
P{H - <0.001 <0.001 <0.001
22 OHIFEHASIEONHIFEL ET-1.1L-18 &

NO /K- e #
LR EASRF ET-1.0L-18 X NO K- 2 m T
AECNERED, ESRA ST FE L (P<0.05), W2,

®2 DIREASIEOANBEHET-1.L-18 K NO 7K F
EEB (vs)
Table 2 Comparison of ET-1, IL-18 and NO levels between

myocardial damage group and non myocardial damage group

(x+s)
20 5 n  ET-1(ng/L) TL-18(wg/L) NO(pmol/L)
AU 37 5.11£1.10  90.11+12.04 7.94+2.72
e ES 83 3.00x045  71.12#17.77  541+1.37
tH - 14.524 5.916 6.782
P1E - <0.001 <0.001 <0.001
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Figure 1 diagnostic value of ET-1, IL-18 and NO combined
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Table 3 Risk factors of myocardial damage in patients with severe respiratory failure
A LS ESin ZHE 0

] OR1H 95%CI P1E OR1H 95%CI P1E

A% (<65 % vs =65 %) 1.139 0.713~1.513 0.569

BMI (<24 kg/m?®vs =24 kg/m®) 1.065 1.341~1.912 0.727
CK (3 ThiE vs 1IEH) 1.791 1.325~1.616 0.019 1.658 0.892~3.731 0.061
CK-MB (5% Tt vs 1IE%) 1.716 1.236~1.497 0.010 1.162 0.603~2.242 0.084
cTnl (58 THE vs IEH) 1.765 1.212~1.535 0.015 1.181 0.617~2.260 0.091
ET-1(5+% T vs 1IEH ) 1.831 1.644~1.972 0.016 1.636 1.365~1.784 0.035
IL-18 (5% Tk vs IEH) 1.586 1.357~1.867 0.022 1.754 1.452~1.885 0.008
NO (R H THE vs IEH) 1.658 1.575~1.587 0.004 1.658 1.369~1.789 0.017

F4 ET-1IL- 18R NOR=FBKARMNEEMERBEEELECINRENISEHNE

Table4 Diagnostic value of ET-1, IL-18 and NO combined detection in myocardial damage in patients with severe respiratory failure

SUUEER 7N Cut-off i IR (%) PR (%) LB R AUC 95%CI PH
ET-1(ng/L) 25.10 61.94 62.81 123.75 0.780 0.614~0.945 <0.001
IL-18(pg/L) 26.41 72.02 73.57 144.59 0.688 0.487~0.889 <0.001
NO(pmol/L) 25.42 75.81 71.46 146.27 0.784 0.616~0.952 <0.001

SHEEA R 27.59 89.54 89.93 178.47 0.938 0.842~1.000 <0.001
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G R S5 2L RS IR SE AE 1 21 (P<0.05) |, 1T 51 B g 483 55 41 20 CD147 mRNA BHE 3 J MMP-2 ik /K
AL TR MRS A2 2H 2L (P<0.05) 5 HiF 471 g 8 5 o, G DR 233 T3~T4 W i B2 4 =5 9 bk L 45 5%
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Relationship between the expression of CD147, MMP -2 mRNA and clinical stage and

pathological grade in prostate cancer

WU Di'*, DENG Haimei', YAO Ruizhi *, CHEN Ming®

(1. First Clinical Medical College of Guangzhou University of Traditional Chinese Medicine, Guangzhou,
Guangdong, China, 510405; 2. First Affiliated Hospital of Guangzhou University of Traditional Chinese Med-
icine, Guangzhou, Guangdong, China, 510405)

[ABSTRACT] Objective To analyze the relationship between expression of (Extracellular Matrix
Metalloproteinase Induce) CD147, matrix metalloproteinase-2 (MMP-2) mRNA and clinical staging, patho-
logical grading in tissues from prostate cancer (PCA). Methods A total of 58 PCA patients who were admit-
ted to the First Clinical Medical College of Guangzhou University of Traditional Chinese Medicine from April
2015 to December 2018 and 50 patients with benign prostatic hyperplasia (BPH) who underwent surgery in
the same period were enrolled in the study. The tissues and adjacent tissues of PCA patients, and tissue speci-
mens of BPH patients were collected. The expression levels of CDI47 mRNA in all tissues were measured by
in situ hybridization. The reverse transcription-polymerase chain reaction (RT-PCR) was performed to measure
MMP-2 mRNA. The relationship between expression of CDI47 mRNA and clinical staging, pathological grad-
ing was evaluated. Results The positive rate of CD147 mRNA and MMP-2 expression level in PCA tissues
were higher than those in PCA adjacent tissues and BPH tissues (P<0.05). The positive rate of CD147 mRNA
and MMP-2 expression level in PCA adjacent tissues were higher than those in BPH tissues (P<0.05). Among
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PCA patients, the positive rates of CDI47 mRNA and MMP-2 expression level in patients with clinical stage

at T3 to T4 stage, pathological grade of greater than 5 level, lymph node metastasis at N1 stage and distant

metastasis at M1 stage were higher than those with clinical stage at T1 to T2 stage, pathological grade within 2

to 4 level, lymph node metastasis at NO stage and distant metastasis at MO stage (P<0.05). Conclusion The

expression of CD147 and MMP-2 mRNA in PCA tissues is closely related to the clinical staging and pathologi-

cal grading. The detection of both CDI147 and MMP-2 mRNA is of positive significance for evaluating the tu-

mor malignancy degree, biological behavior, and prognosis.
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Figure 1 Interpretation of pathological results (SP, x400)
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Changes of serum HDAC1 and DNMT1 levels in patients with non-small cell lung cancer

and their clinical significance

CHEN Yanhong*, MA Li, LI Feng

(Department of Respiratory and Critical Care Medicine, the First Affiliated Hospital of Hebei North Universi-
ty, Zhangjiakou, Hebei, China, 075000 )

[ABSTRACT] Objective To investigate the changes of serum histone deacetylase 1 gene (HDAC1)
and DNA methyltransferase 1 (DNMT1) levels in patients with non-small cell lung cancer (NSCLC) before
and after surgery and analyze the relationship between the levels of the two and clinicopathological features.
Methods From January 2018 to January 2020, 117 patients with NSCLC who received surgical treatment
were selected as the observation group, and 93 healthy individuals were selected as the control group. Serum
HDACI and DNMT]1 levels were compared between the two groups, and their changes in the observation group
before and after surgery were analyzed. The levels of the two indicators in patients with different clinicopatho-
logical features were compared, and Spearman correlation analysis of the HDAC1 and DNMT1 levels with clini-
cal staging was performed. Results The levels of serum HDACI and DNMT]1 in the observation group were
significantly higher than those in the control group (P<0.05). In the observation group before surgery, serum
HDACI1 and DNMT1 levels were higher in patients with stage Il ~IV than in those with stage I ~II (P<0.05).
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Patients with different pathological types had similar serum HDAC1 and DNMTT1 levels before and after surgery

(P>0.05). After surgery, serum HDACI and DNMTI levels were decreased significantly in the observation

group (P<0.05), which were higher in patients with stage Il ~IV than in those with stage I ~II (P<0.05). Cor-

relation analysis showed that the clinical stage of NSCLC was significantly positively correlated with the levels
of HDAC1 and DNMT1 (P<0.05). Conclusion Serum HDACI1 and DNMT1 levels are relatively high in pa-

tients with NSCLC, and they decrease significantly after surgery, and are related to the clinical stage.

[KEY WORDS] Non-small cell lung cancer; Histone deacetylase 1 gene; DNA methyltransferase 1
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Clinical significance of peripheral blood T cell subsets and expression of IL-17A and IL-23
in patients with psoriasis vulgaris

ZHANG Xiaojing*, CHEN Shaofei, LI Shuo, ZHANG Bing

(Department of Dermatology, the First Affiliated Hospital of Henan University of Traditional Chinese Medi-
cine, Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To explore the structure of peripheral blood T cell subsets, and clinical sig-
nificance of interleukin-17A (IL-17A) and interleukin-23 (IL-23) in patients with psoriasis vulgaris (PV).
Methods A total of 114 PV patients treated in the hospital from April 2018 to March 2020 were enrolled as
the PV group, while another 60 healthy controls during the same period were enrolled as the control group.
The expression levels of peripheral blood T cell subsets [ cluster of differentiation 3 (CD3*) , cluster of differ-
entiation 4 (CD4"), cluster of differentiation 8 (CD8"), CD4*/CD8"] and inflammatory factors [IL-17A, 1L-23,
interleukin-6 (IL-6), tumor necrosis factor-a (TNF-a) | were compared between the two groups. The struc-
ture of T cell subsets and levels of inflammatory factors among PV patients with different severity were com-
pared. The above indicators in PV patients before and after treatment were compared. The correlation between
T cell subsets and inflammatory factors was analyzed. Results CD3", CD4" and CD4"/CD8" in the PV group

were significantly lower than those in the control group, while CD8" was significantly higher than that in the
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control group (P<0.05). The levels of IL-17A, IL-23, IL-6 and TNF-« in the PV group were significantly
higher than those in the control group (P<0.05). The levels of CD3*, CD4" and CD4/CD8" were the highest
in the mild group, followed by the moderate group and the severe group. The levels of CD8", IL-17A, IL-23,

IL-6 and TNF-a were the highest in the severe group, followed by the moderate group and the mild group (P<
0.05). After treatment, levels of CD3", CD4" and CD4"/CD8" were significantly increased, while the levels of
CD8', IL-17A, 1L-23, IL-6 and TNF-« were significantly decreased in the PV group (P<0.05). The levels of
CD3", CD4" and CD4'/CD8" were negatively correlated with IL-17A, IL-23, IL-6 and TNF-«, while CD8"

level was positively correlated with them (P<0.05). Conclusion The detection of T cell subgroup structure

and inflammatory factors in peripheral blood of patients with PV has certain significance for the evaluation and

diagnosis of disease severity.

[KEY WORDS] Psoriasis; T cell subset; Interleukin-17A ; Interleukin-23
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IL-17A) . FA 41 i % -23 (interleukin-23, IL-23) . 4
41 gAY 2= -6 (interleukin-6, IL-6) . IR IR FE A -
(tumor necrosis factor-oc, TNF-o) #EF7 K, 857 &
W B P AR R A BR A R . T i -
F 1 Attune NXT 37 2040 i {2 ( 32 [E ThermoFisher
Scientific 2 7] ) % F 40l & 10 43 ATt 3 (Cluster of
Differentiation 3, CD3") . [ 4 il 2 1 43 fk HT J5 4
(Cluster of Differentiation 4, CD4") . FH 4 fitd 2% If 43
Ak $t J5L 8 (Cluster of Differentiation 8, CD8") /K- i
A, 31153 CD4/CD8H.,
1.4 Gutsorik

K JH SPSS 20.0 F #4741 0 THER BURER
M Gexs) R, L] LR A FEAS c kg, 240
] LR F RS, DL P<0.05 W22 AT Gei 242 X

2 R

2.1 AT A KT LR

PV 4 CD3*.CD4* ,CD4"/CD8" B i % T % I
4 ,CD8 i T XA, 2 R A G IR X
(P<0.05), W1,
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x1 MATHMITEHKFLE (v+s)
Table 1 Comparison on the levels of T cell subsets between

2 groups (x*s)

4% n CD3 (%) CD4(%) CD8(%) CD4"/CD8’
PV4l 114 43.18+4.23 24.88+3.18 35.40+4.19  0.70£0.32
YR 60 64.25£5.28  34.46+4.02 28.25+3.08  1.22+0.47
il 28.612 17.206 11.66 8.620
P <0.001 <0.001 <0.001 <0.001

2.2 W RAEH T KL

PV 24 IL-17A . IL-23 . IL-6 . TNF-a 7K 3B 2 i

TXTHRA, R B G ITE L (P<0.05), WE 2,
®2 FARERFKELE (v+s)

Table 2 Comparison on the levels of inflammatory factors

between 2 groups (v +s)

415 " IL-17A 1L-23 IL-6 TNF-a
j (pg/mL) (pg/mL)  (ng/mL) (pg/mL)

PV 114 563.25+134.28 226.10+34.18 4.59+0.51 39.16+4.15
YHR4] 60  226.46+64.82 144.89+28.54 2.27+0.24 24.37+3.50
tH 18.319 15.736 33315  25.541
P <0.001 <0.001 <0.001  <0.001

2.3 A EEFEE PV EH T 400008 R 45E N
TR L

PV 3 CD3'.CD4" .CD4'/CD8' /K . 52 FE 41

>SHEA>EEFH ,CD8 . IL-17A \IL-23 . IL-6 \,TNF-«
KV R <P EH<TEEA , Z 5 A G FE
X (P<0.05), W33,
2.4 PV EFIRITHIIG T 408 W R 5 48 5E K 17K
i
53897 AiAH b, PV 443697 )5 CD3* . CD4" |
CD4/CD8" . K F-BH & I 7}, CD8" \IL-17A \1L-23 |
IL-6  TNF-a /K0 8 TR, 22 R0 i3 5
(P<0.05), WL#%4,
2.5 PV B T MRS RAE R F KA AT
PV H # CD3" . CD4" . CD4'/CD8" /K ¥ 5
IL-17A . IL-23 . IL-6. TNF-a & 1 4 3¢ (P<0.05) ,
CD8' 7K - 5 IL-17A . IL-23 . IL-6 ., TNF-o 7K V- 5 1F
H1E(P<0.05), WLF 5,

3 it

T 40 AE IR W HLAR S DB b R B ZAEH
CD3" 4 i A% 2% T Ik 4 40 it 550 1 4 i oAb 0 i 3
T 2, A B8 90 9 1) O B 200 it 5 CDA 4 g
Z 5 20 G ARV B P B R AE R 6%5{7;2
PR, Th17 455 AR e s 3 2 2wl 2 —

®3 AEEEREPVEETHMITA RERFKFLE (v+s5)

Table 3 Comparison on the levels of T cell subsets and inflammatory factors in PV patients with different severity (x+s)

fEbs R (n=32) HEE A (n=52) H A (n=30) Fi PiE

CD3"(%) 45.73+2.24 43.04+2.16 40.70+2.61 36.961 <0.001
CD4* (%) 26.63+1.51 24.66+1.02 23.40+1.17 56.446 <0.001
CD8" (%) 32.01+3.54 35.34+2.69 39.11+2.76 44.293 <0.001
CD4'/CD8" 0.83+0.08 0.70+0.09 0.62+0.07 51.967 <0.001
IL-17A (pg/mL) 520.33+31.58 572.00+34.09 594.75+26.21 46.721 <0.001
IL-23 (pg/mL) 198.63+18.02 229.16+24.62 251.58+26.40 39.992 <0.001
IL-6(ng/mL) 3.84+0.30 4.59+0.42 5.39+0.51 106.812 <0.001
TNF-o(pg/mL) 36.01+2.78 39.43%2.15 42.06+3.05 42.726 <0.001

F4 PVEEBRTHETHRIESRERFKFLR &5 PVEETHRITASRKERTFKERXESHF
(xxs) Table 5 Correlation between T cell subsets and

Table 4 Comparison on the levels of T cell subsets and

inflammatory factors in PV patients before and after treatment

(x+s)
_ AT RIT IR
1ar (n=114) (n=114) tE P
CD3"(%) 43.18+4.23 57.31+6.11  20.30 <0.001
CD4" (%) 24.88+3.18 31.49+3.01 16118 <0.001
CD8 (%) 35.40+4.19 28.42+3.23  14.087 <0.001
CD4'/CD8" 0.700.32 1.21£0.15 15408 <0.001

IL-17A(pg/mL)  563.25+134.28 284.89+45.08 20.983 <0.001
IL-23(pg/mL)  226.10+34.18 183.51%24.15 10.866 0.000
IL-6(ng/mL) 4.59+0.51 3.28+0.36  22.406  0.000
TNF-a(pg/mL)  39.16£4.15 3149327 15450 0.000

inflammatory factors in PV patients

CD3" CD4" CDg’ CD4'/CD8"

=N

A2 HL

i PIH rfE P rfH P A6 PIH
IL-17A —0.328 0.003 —0.511 0.024 0.492 0.004 —0.472 0.011
IL-23 —0.421 0.015 -0.483 0.006 0.487 0.007 —0.468 0.009
IL-6  —0.479 0.009 —0.469 0.015 0.513 0.014 —0.502 0.006
TNF-a -0.411 0.005 -0.442 0.017 0.405 0.018 -0.412 0.015

YEFHAIL I A 38 2k 43 b 22 Fh 98 P A 4 IL-17 \IL-6
55 5K RAE OV K A B 9% [ N 5 | EAH
KB =4 . PV R CDA 4 i e AL Bz
S AR, L R TR RR A T AN R 4
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W YUIAH G, CD8" 4l il 78 2 fz v B i e v . AR F
FEEEIRALR PV 1977 A S MUK S DR 55 A %,
510 5 AR A AT o o3 IR R AT BE S PV AR
HRPEDIREANT , B AU = A 1 R A X e
PE D) RE 1 I — a2 5 ], 400 5R 2 PR AU N LT i
CL 248 L 3% A 5 B 88 17 28 I, 5 R O 28 1R
SR

IL-17A 7E R IL-17 QAR N F R 5 2 — , 78
B I B e vh ke HE E AR Y. BRI R B,
IL-17A W] 355 5 0% B 40 i 7= A 20tk JE M A 2R
F, S BUR BB RAE RN Y & E 5 R T ik & 40 i 2
RS, SEUR B, R R LR IL-17
JK -1 v AT S S P A R R A B s K
RAEHF1, IL-23 LA WL ASRE R+, X g
SNt ) B4 5 Ay AR VR . WFST R B, TL-23/
Th17 38 % A 82 8 s & i A% O AL 1 IL-23 2
Th17 Fr A6 AR A AE 4 1 JCHHE R -, PRI TL-23 7K1
SR E R KRB PIA O . TNF-au IL-6 JEHLIA
TE R T, FEHLR — FR 50 A B H e R b &
FEE TR . TNF-o 1] 3005 S5 MU SR8 T RE 2 )
FHICHY T 4 2 W2 . TL-6 X B ik 2 41
BEFE Ak B R B AR R, AT A o Tk
YN IE 5 A3 AL . ASBIFSE 45 5 2 B R B e A
FXF PV e HRE R AT EAA — R A

ARWFFER; PV HEE A LT 40 R 5 A0 e 4
A 7K A O HEA T L8, 45 51 17k CD3*.CD4”
CD4'/CD8* 7K -5 IL-17A . IL-23 . IL-6 .\ TNF-a ‘& 1t
A3, CD8 /K5 IL-17A \IL-23 . IL-6 ., TNF-a 7K F
FLIEMISE, $E% PV HE AN AL T 94k B 40 e 0 A 45
P 5 G P 7K A7 i AR DG, — B K
WX PV B EH W2 W] REEA KA M .

g5 LTk PV 77 A 5 RAER FKOF B
T 1 G D REFEAR 25 DI AH G , PV &AM & Il T 20
JH IV T 235 ) K AR DRT - FA) G 00 T 3 15 R 8 TP A
BWHA —ENE L,

&% 3k
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TRYT SR BUARE 0 IR AL ) (97 00 B HAE T BL R 43
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. a
.’I,/a 3 e

AR R Yt v A 221697 5 BUN. Scr Sz ALb
281t

X B RA R IRk

e

[ ZE] B8 02480 U 68208 B3 L R5 M 003 Bk A I e iR )T JE IR R A
(BUN) Ui ILIEF (Ser) X FHEE A (ALb) B9284k . Foik  #EHR 2018 4F 3 H & 2020 4F 5 H AR BEIIR AY 102 51
LA M B T Rl 0 R VR AR B R R IR T 5 200 S S IR AL 5161 CRRLIMBGE TR YT ) A
S A 51 5 (I IR0 M I A INLRE TR IRYT ) L ELES G 2 I PRI T 2L . BUN  Ser B2 Alb | 44 K T 7K B AR R
RN RO, ER TRANET S BARCE S TSR, ZR A5 E L (P<0.05) . JRITIE, L5
20 BUN . Scr J% ALb & brft 3 A5 B B AL 2 A, 2 R Gt 2% L (P<0.05) s L5 240 1 IL-6 , TNF-a
K CRP 8 b5 /K V- BUGEAR T 2 IAL, R R RN SR AR TSI, 22 5 WA 5027 L (P<0.05) .
G0 HEREPE I RGE MDA I TROHE TR YT AR 18 M B T B R AR I R AR L T A Ak R
BUN . Scr J Alb 7KF-, FEARAEAE P 7K BAS RS2 & A %

[EERE] AR MIBGENT ; MEVED ; &4 12 B DIRE %0 ; BUN; Scr; [

Changes of BUN, Scr and ALD in elderly patients with chronic renal failure after treat-
ment

LIU Bo*, TU Enling, ZHAO Na, GUO Jing

(Hemodialysis Center, Beijing Shijitan Hospital, CMU, Beijing, China, 100038)

[ABSTRACT] Objective To analyze the changes of blood Urea Nitrogen (BUN), Serum Creatinine
(Scr) and Albumin (ALb) of elderly patients with chronic renal failure after maintenance hemodialysis com-
bined with hemoperfusion. Methods 102 elderly patients with chronic renal failure admitted to this hospital
from March 2018 to May 2020 were selected as the object in this study. According to different treatment meth-
ods, they were divided into a reference group, 51 cases (conventional hemodialysis treatment) and an experi-
mental group, 51 cases (hemodialysis combined with hemoperfusion therapy ). The clinical efficacy, BUN,
Scr and Alb, the levels of inflammatory factors and the occurrence of adverse reactions were compared be-
tween the two groups. Results After treatment, the total effective rate of the experimental group was higher
than that of the reference group, and the difference was statistically significant (P<0.05). After treatment, the
improvement of BUN, Scr and ALb indicators in the experimental group was significantly better than that in the
reference group, and the difference was statistically significant (P<0.05). And the improvement of IL-6, TNF-
o and CRP levels in the experimental group was better than that in the reference group, and the total incidence
of adverse reactions was lower than that in the reference group, and the differences all were statistically signifi-
cant (P<0.05). Conclusion Maintenance hemodialysis combined with hemoperfusion has a good clinical ef-
fect in the treatment of elderly patients with chronic renal failure. It can effectively improve the levels of BUN,
Scr and Alb in patients, and reduce the levels of inflammatory factors and the incidence of adverse reactions.

[KEY WORDS] Maintenance hemodialysis; Hemoperfusion; Chronic renal failure in the elderly;
BUN; Scr; Albumin

AR B AR T A ARAF AL A (2018015)
Ve 3 4s  H AR EA K B AL R 2235 B 15 i B AT P00, 46 R 100038
*EAZVEH 21, E-mail : liubo2954@bjsjth.cn
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15 VB T BB S U 2 T A 2 M R A
RS 0 B DD BEGR B RS IR, 18k
B /INERE AR LT I B R DR R A R S R
PR Dy Rl vl 18 DL IR, TR R L 38 RN
7K FEL R SO RN R R T S R AR I L. TR M
THRE U0 1 A B AE T, IMGE T Rz |
T HETAERA P MGE HT R0 T 2RI B s
My BT E . SCERBFSE R 1 18 PR B ) e e i
5 1 )R % % (Blood Urea Nitrogen , BUN ) . Ifil. AL
fif (Serum Creatinine, Scr) 7KV & F ik & H & H
(Albumin , ALb ) 7K B 2 1k S PPl 8 353 15 19 5
BRbR . bR T RSl 4ERE S A i T LR
aob B A5 001 Y U e B Y B U SR T VR B okt
o KBRS B B, AT 03 B ) BUN
Ser K ALb 7K, A SC R TE 43 A 2 2 0 %
HTEK G IV HE TG 7 X 2 AR 1k B T e s vl fR
BUN . Scr J¢ & RS20, i@k

1 ARSI

1.1 — sk

PEH 2018 4F 3 H 2 2020 4F 5 H AR A AT
(1) 102 {51 2 4748 11 B ) i 5 vl B 8 VR S A 5 %oF
%, W EIBRIEIGYT 7 LA [FPRE 102 4] 58055 43 0] 43
J S A MR, 4 51 ], ARRIE: D E
7 At A A 40 21 (World Health Organization,,
WHO) #iLE R BEAE IZ Wb i, K & i 12 18
P B 5 vl 2R HL R 34 >3 A1 QI IR R 58 4
Te B 5 B JC ML v A AR BORE s T A A A
BZH5AMRIFCEE MG R E . HEBRRUE
OE I MR RGE G IE S5 @F I &
JRRYL sl AT ™ T AL R s B RS M R AT
@HE 53 i 8375 A7 i it ok PR 2 R AR 2 25 )
H o AW T RS BE B S B S e, 2 B —
Mgk 2 R G E L (P>0.05) . WK 1,

F1 WHA-RABLLE (2(%), (xzs5)]

Table 1 Comparison of general data between the two groups [1n(%), (x+s) ]

N 5f
apoa WOV R RRG)  PEERGE
ZIRAH 51 32/19 60.59+10.26  70.36+3.52 5.78+1.31 22(43.14) 12(23.53)  7(13.73)  10(19.61)
S 51 30/21 59.15£10.69  71.64+3.21 5.82+1.37 24(47.06) 10(19.61)  8(15.69) 9(17.65)
KItE - 0.001 0.694 0.586 1.014 0.065
P{E - 0.990 0.489 0.559 0.312 0.799
12 ik PREROK Tt vh A8 1, Of BV 1 20 min 5, T4 T AE 3

PHZH S BRI B R ], R B HE R Rb e A
)RR HIRYT & 0T R 45 TR 253h
7, PR R 45 T S A iR A R 2L

Z MR 2N 1 B 0 I 2 5 M VB T IR T, B AT
AR A8 45 A A PR AE S AT W, 6 S5 o T kA T
BT, EAR T R 2R FH B0 JE e I Ak A
BN W, R0 3% AT 2% HF18[ 43 9E 22 %1 50 mL/(h.
mmHg) (1 mmHg=0.133 kPa), JE 2 1.8 m* ], 1L
i BB E O 200~250 mL/min, T LKA T IF & (4=
7775 . Aspen Pharma Trading Limited ; it ¥ C 5 .
H20181136 ) HL it , AR L A, #i 1] 100 Urkg 44
TS, &M B ] 240 min, 15
B 20 L, BE BT 2~3 YGET

S 20 AR S BR A 133 BT iR YT A L 3B Il v
AT HE TR R AR HAS0 FUA AR 1
THE T % , F 500 mL A #ER 7K L 150 mL/min ()2
JEE WP A R A, e A AU
FETLAR BT A IR, 45T 40 mg/L 1 E T R A

£57K 500 mL #hyk . HEGEAT AN 2~2.5 h, HE 45 R
Ji BB ARSI T IMRENT 2 he VEWNEE2 A 1K,
BHTHLAL RS IR, PR EYESEIT 6 M H .
1.3 WELIE bR
1.3.1 GRS R RTAL

I R I7 RCPEAS 43 0 - B AR TR, A
243 = (AR E -+ RO 1 515 <100%
1.3.2 BHIRE B TR0

REW B FBNTHTANGT 6 1 H 5 RS I
# K Il 3 mL, T2 1M 30 min NEEF7E5.0(4°C, 3 000
rpm, 10 min) , B35 E . SR H 57 HITACHI7100
HE AR AT ARG I 9 2H S8 25 1) BUN  Ser J ALb.,
1.3.3 IMiE RMER T4

KAEWA B EBIRIANAYT 6 ™ HJE RS
JiE R DK 1L 3 mL, TR 1L 30 min P HEFTES O (4T,
3 000 rpm, 10 min) , B 35005 o 5% F AU 92 0
i B B % W 6 7 (enzyme linked immunosorbent as-
say, EIISA) Kl 41 % -6(Interleukin-6,1L-6) IR
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BRI T~ (tumor necrosis factor-a., TNF-a) ; 5% R L
TRIEASN C 2 2 F (C-reactive protein, CRP)
1.3.4 RRIEE

PU = STe P e R 7 N 8 A 2 = = RV A )
8 AR B8 L R RIE AR DGR L R KR
FENRRZE SRS,
1.4 Guitirik

K H SPSS 22.0 #AF AT S 140 H , 1 HOR
Ph(x )RR, R e 4 505 THECRORA n (%) 1
K 5 5 L P<0.05 B 2E SR St XL,

2 #ZR

2.1 PRALIm RS Y R 35
RIF R ERARAERREE S TSR, 2
SAG R E L (P<0.05), WFE2,

®2 PAMRKFTRELE (n(%) ]
Table 2 Comparison of clinical efficacy between 2 groups
[n(%)]

215 n WAL GE TR
S 51

SRR
29(56.86) 13(25.49) 9(17.65) 42(82.35)

SCGYH 510 38(74.51) 12(23.53)  1(1.96)  50(98.04)
L 7.095
Pl 0.007

2.2 WYLIAIT TG BUN  Scr & ALb Fb45

TRIT HTSE6 2 R 2 B4 ) BUN  Scr [ ALD 7K
S 22 RS X (P>0.05) . 697 )5 525
41 BUN . Ser K F- 3K F S 1841, ALb KV B3 5
TS, ZRAZRITFE L (P<0.05), W3,

2.3 WHRITETE R F KPR

IRIT T SE B A A S B Y 1L-6 . TNF-a Sz CRP
K- LR L 25 7 TG4 L (P>0.05) o 1R)T
Ji LB 2 1L-6 \ TNF-a J2 CRP /K F 8 E (LTS I
M, =R A SR L (P<0.05), WK 4,
2.4 PHBEAN R ARANE R

TRIT LR, SEIR AN RN e R A R B AR
TS, 2R HAGITE L (P<0.05), W5,

x5 WAHBREARRMEEBERIEE (n(%)]

Table 5 Comparison of adverse reactions between 2 groups

[n(%)]
gl n VRS e s ok At
i LR
ZM4 51 8(15.69) 3(5.88) 2(3.92) 2(3.92) 15(29.41)
S 51 2(3.92)  2(3.92)  1(1.96)  0(0.00) 5(9.80)
71a 6.220
P{H 0.013

3 itig

P VB ) e e v s Tl PR R DL A A PR
I, S5 IS B I R ) e A Iy, HO I E e
e HUE R T R AT N, E R LRI A
J& M IREEAE . B W BT E Rz, R
PRZA MU A5 88 2 A B IE % HE AR AL HERRTE
PRk B T 4 R IE LA . PEAHSCHE Y R
T, 5 B BB o B0 38 1) i R AS Dk e % o0 I
I RIE RAEIRYZE , BUN , Ser 7K -3 725 A ALD
T AR AR 1 U PE R I B R A,
T il /% BUN  Scr Al ALb /K- 2357 i fE v

R3 PHHEEBITEIRE BUN,Scr 2 ALb BYELER (x+s)

Table 3 Comparison of bun, SCR and ALB between the two groups before and after treatment (x +s)

3] i BUN (mmol /L) Scr(pmol /L) ALb(g/L)
NEEAR) BIT A VRIT I IR VAT I RIT IR
e 51 32.59+5.39 28.49+4.59" 334.26+48.28  184.73+42.16" 28.20+3.78 30.67+4.16"
SEEG 2 51 33.48+5.48 16.48%4.05° 337.26+47.17  136.72+39.61" 28.19+3.48 35.49+4.18"
HA 0.827 14.011 0.317 5.869 0.014 5.837
PiE 0.410 <0.001 0.752 <0.001 0.989 <0.001

H SIRIT AT H L P<0.05,

x4 MABFBFTAIFEMERERFKFHLER (x+5)

Table 4 Comparison of serum inflammatory factor levels between the two groups before and after treatment (x +s)

15 ; ‘ IL-6(ng/L) ‘TNF-oc(pg/L) ‘ CRP(mg/L)
JRIT I RIT IR JRIT WRIT IR IRIT A WRIT IR
Z A 51 08.52+15.46 72.42+12.46" 865.23+94.52 786.75+76.23" 17.26+3.20 13.20£2.26°
SEEA 51 96.89+15.76 52.26+12.30° 857.26£95.12  642.23+73.16" 17.23+3.12 10.26+2.21°
1l 0.527 8.223 0.424 9.768 0.047 6.642
P{H 0.599 <0.001 0.672 <0.001 0.962 <0.001

W SIRIT A H L P<0.05,
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ANEZM . HETGA R, 01 2 4 R 18
PR o BB AR A A RO B, LR RGBT L I
0 = R I R T R A LA 3R T O U AR
F BRI 5 LY E M LV I R T A
B DR I VE R

IR 375 AT 2 15 T O R R R T T B,
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Research progress in 3-thalassemia modified gene
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[ABSTRACT]

tation and the excessive a- chain of normal synthes is free accumulation on the erythrocyte membrane, and

- thalassemia is due to the decrease of 3- globin chain synthesis after globin gene mu-

leads to the rupture of cell membrane and hemolytic anemia. Extensive research found that reactivation of +y-
gene expression in adults can combine excess a- globin and relieve anemia symptoms in {3 - thalassemia pa-
tients. In this review, we described the regulatory mechanisms of Xmnl-HBG2 genes, HBSIL-MYB genes,
trans-acting factors, erythroid related transcription factors and zinc finger transcription factors. In order to un-
derstanding their regulatory role and significance of y- genes in [3- thalassemia, and providing guidance for
clinical treatment, and providing treatment possibilities for (3- thalassemia patients.

[KEY WORDS] B-Thalassemia; Modifying Gene ; Fetal Hemoglobin
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Figure 1  +y-globin gene regulation schematic diagram""’
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Status and prospects of quality management elements of high - throughput sequencing in
clinical application of hematological malignancies
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[ABSTRACT] High-throughput sequencing technology (NGS) has important clinical applications in
screening, disease classification, clinical management, prognostic stratification, minimal residual disease
monitoring and relapse prediction in hematological malignancies. Although there are many domestic and inter-
national guidelines have been recommended, the clinical application of NGS in hematological malignancies is
still in the early stage. Strengthening the quality management of the NGS experimental process is an important
part of ensuring the correct application of this technology. The technical principles and experimental procedures
of NGS are complex, and the implementation of high-quality clinical testing has high requirements for the sys-
tematic management of quality management elements such as “human, machine, material, method, and envi-
ronment”. This article proposes insights and prospects based on the status of quality management elements of
NGS in the clinical application of hematological malignancies, hoping to play a positive role in the standardiza-
tion of clinical applications of NGS in hematological malignancies.
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