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Research Progress in Gene Therapyfor 3-thalassemia
DENG Ling, HE Jing*
(1. Meicical School & Affiliated Hospital, Kunming University of Science and Technology, Kunming,
Yunnan, China, 650032; 2. Department of Medical Genetics, the First People’s Hospital of Yunnan, Kunming,
Yunnan, China, 650032 )

[ABSTRACT] With the

development of gene therapy techniques, gene therapy of [B-thalassemia has also made remarkable progress in

Thalassemia is the most common inherited blood disorders globally.

recent years, which mainly focuses on the B-globin (HBB) genes or y-globin genes. This can be reached by
increasing the expression of {3 -globin by in situ gene correction of HBB or delivery of a exogenous normal

gene, or inhibiting the expression of y-globin gene repressors by gene editing to induce the rexpression of fetal

haemoglobin. In this paper, we will review the recent research progress in gene therapy of (3-thalassemia.
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ARG 75 -3 ¥ %% 1. ( Transfusion-Dependent B-
Thalassemia, TDT) & & 15 T H & CD34" 41
Jifd, 7644 48 37 ] LentiGlobin BB305 4% 4< 4 A 345 5
T87Q X — & % M WU By L A Il 21 & A
(HbA™) , £ %% 3 F1 HSCs #% Hi , & # 1k N

[3]

HbA™ ™ 7E 26 A~ H Ja B A It Aa e ik, Hirp 3
B B/B" B & L 5% 1k B i, A 7 4 o = ok D
73% o X T I PR3 560 110 245 SR 7 M B 3 R 3 97 ]
B A b HIRE BT I35 7 A0 e e #
1.2 38 5 shRNA WK BCLIIA 53 #01% HBG it
IS

Hb F W BN oy, St v-BR 8 19 HBG &
RIAE G L AR S B i O P 2GR, T BTG R
&N HBG JER ik | 2R TT sl A Hb 2% 1 — A~
HLRM'™ . HBG B 335 52 Z Fhojd ¥ oo 14
P, oG SR IN 7 BCLIIA B3 i H Rk 1 8
TR K "', {H BCLIIA 1£ & Ifi. T 40 g A AH 40 Ji v
14 5 3R e S 2> 0 RS M U A s i A, PR e X
BCLITA ()21 20 M e 5 P ot 5w LA s 0 8 AL 3 1L
T-40 i FE P10, Brendel 25120 shRNA (short
hairpin RNA) % A microRNA (shRNA™) H1 | Jf-4%
H5 HBB K7 8l LA S AN A 21 200 it s A v e A
FHA IR T TO AR He e — e | B Jm B i A 280
MR R AR T . XS R XA E BCLIIA
DUBR I 5L R 7 VL BE v (248 HBG LR ) 2 47 B
H4H0 HOF (1) 2335 /K8, SCA] $0 il SietR il 21 2
Fik. BRI, 21 R4 R BCLI1A 78 B Ik B 41 fg A
Wi THMMETTRESEZXEEMNMER,
BCLI1A W) 58 2 K36 2% NFR el 4m i iy A% A
AR . M2, 853K BCLIIA 21 & 3458 1
SUEEA KL | Y GATAA JF 5 A2 % 22 4% 77 A 11
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M R, B ETER X BCLITA 52 R (1 B
7%, FEETEENA R R T L, DR
MR Tk
1.3 I e B-BR A A A A Y G 0 ot 5 4 T
S HBG FER &3k

B- YR AR [ 3 PR J8E 1 T2 LA SR G R -, BR oA
{37 JE 4 X (locus control region, LCR) , H ZM41 &
5% DNase | B0 S AL . FELL R AR,
LCR DL & B W Boe Sk Oy U il 25 B-2R 8 1 2 A
DI 5% o d8 e e B b S5 HBG A BLAE
ML X — i B HE A LDBL A S ™ FEAL
NLLRYNME 8 N T RES 8 % LDB1 iE 4% 3
HBG JEH 3 81, (X R J7 12758 LCR 5 HBG &
JAZh FZEIE R T — 3, e & s 17 A
PE y-ZRE PR IR, [A] BF FRAR T gt i 210 88 (1 Y
IR DRl Y e S PR o] DL g i 2R A L R
S P, A I B AT R TR/ RO ZL &
YR HEAT TR (H AR T — R 0y Oy kA T
FEPRYT . B AT AT IR R ET AR AT IR
T IXRh AW AE AR P 1 e PR R

2 ERRERANSHERIEGT

EE A ry L HAE L 5 DA A 4 i B R 1Y % i
O 2] DUFE R A AR P33T 14F 22 AN [] 1 240 fif 28 7R
I IR R T 2N g T H, 4
FEBEFE 1 R i (zinc finger nuclease, ZFN) 5% 514
TEAERN [ F-#% 12 1§ (transcription activator-like ef-
fector nuclease, TALEN ) I i 7% 114 8 132 [] B 114 4
SCH# & ¥ 1) (clustered regularly interspaced short
palindromic repeats, CRISPR)/CRISPR #H 5% & 1
(CRISPR -associated proteins, Cas) & 4",
S 0 o N T A% TR N DG 17 4 1) 175 5 DNA BUE
Wi 24 (DNA double-strand breaks, DSBs) , 816 4 Jitd
Jet Bl AP R SRAE S ML - [R) 5 4118 & (homology-
directed repair, HDR ) 5§ 4F [A] Y K % % 4% (non-ho-
mologous end joining, NHEJ) , %} DSBs #7155 ",

NHEJ & — a8 e e 240, EE 2o i
AEASTE DSBs i i 7™ Az el 5 Bl LA A B 2k | e 2%
| AL A 5T B PR A A, AT 3 R D) R
SEELHE By 3 A RER o 1 HDR 2 — P s R B
&S AL, 5 FH [R5 DNA 1B 18 52 Bidl , 4
AR B % 5 R 2338 o [A] Y5 8 41 o AR SE AR I K A
ST A, SEI R AR FL P R GETY AR NHEJ

A5 1Y 9 B 0K | HDR A S0 9 AR 7 L 2
HDR &5 777 AT LA SRS HE Y DNA 4 .
21 XRARNEABE

51 # A T 0 B DT VA AR AR, R IR 4 i T
FHF X} B-Hb 7% £ 25 19 25K HSC AT IR AL IE , LA
1RYT B-HFE . HAEE LT, AT LAE i HDR X HSC
W) HBB 5 PR iE A7 R T, DT 77 A= fidt e 1) 21 4
i, Patsali %" EF X} B- %% By 42 57 0 b AT THE
&2, 38 i i 3R 5 5 R ¥ o £F (disruption of aberrant
regulatory elements, DARE) i) J7 =, fifi § CRISPR/
Cas9 il TALEN T. B % HBB 3 [H | ) IVS-1-110
(G>A) RAEIAT TIEE o A Xu 55123 5 i
CRISPR/Cas9 #l Cas12a X} B-#b % " % UL 4 HBB
IVS-1-110(G>A) 1 IVS-2-256 (C>T) 28 #1715 A
YR, S50 WoR g o 0 AR T AR AL RS
RBIR S0 BT I A BBk R R

X T A0 - 58 AR T EORS WA 2 A Re K A B A
MIEH DIAE. LS BE T - R HIAERE
fHE 1 4 Bl (induced piuripotent stem cell, iPSC) H
CD41/42 (-TCTT) 2248 , % 5 J5 09 4l e 5 HBB
mRNA 23k, 1M Wattanapanitch %5 F] ] CRIS-
PR/Cas9 Z 4t #L [m] 16 & T HbE/B- 77 B & Sk IR Y
iPSC ' [ CD26 (G>A) 24 | {H & WF 5¢ % 1 HBB
mRNA Fl B-FR & H & 5 o2 B, 4= n] G2
HH HBB [ 35 75 B 1Y e s R 1 40 BCL11A /K-F
R o PR T8 52 % A 2 75 275 18 3
16 5 I W B R RE A5 e Si 1 IE ' 1Y mRNA, I H ##
PEIG BB AR IR B

B XFAR B- MR X 2 By BRI AR 5 | 1Y
WAL PRSI L % T ] CRISPR/Cas9 % A i 47 J5 v
1652 AP A AT L3 5k BB 5 2 B 4 R (base editors,
BEs) X RAZHATHE B85 . Zeng 55 X HBB %
B E1-28(A>G) 5828 HEAT T L B g B, 25 2R 10
A 36.4% MRS THEHIE R, EAR BRI IE Sn
BA SR E IR T I — 4w AR5
b J5 ) 21 240 Jf A4 BRURD TR 285 #0552 28 8 30 filt e K
o ISR 2 I B 5 G e B R A S T 2
(1) IR TT N i ER T J7, AT LR B-Hb 35 1)
Il PRYGYT BB At 42 o
2.2 il r-BR AR 1 FHAE P E0E HOF %5k

Canver 252 % M BCL11A 4T &3 5m 1]
YE & HbF = 31 77 A 9 E A . Wu & 2 BF 5
F W3 1 CRISPR/Cas9 F [H] 4 48 42 A 4 4 B- Ml
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L RGk J1IR #% 1L H 3 HSC H (%) BCL11A B4 5k 1
() DNase I #8807 25+58, 47 F A& HSC #8 4, 1T
DI AR P9 oAb 7 A HoA 5 e 9] HOF & OE 3 T hg
L2146 A 2T 400, %10 CRISPR/Cas9 45 (1) 5E A
AR A IR A B-BRE A R A S L H sl
2.3 %w%E HBG SL1H FH 8 Py 25 & 7 i 455 40l HPFH
A PE IR L 21 25 113 &5 4E (Hereditary per-
sistence of fetal hemoglobin, HPFH ) J&— i K& 4 1.
AR U, IR 1 & A 2 o T 58 R B i HBG 3%
TE AR AR RR 2L IR 45 K™ . Martyn 4827 HF
7% /% B, HPFH J& i HBG F& R 5% S i i B iF 24
115 bp F1 200 bp &b 1Y g 27225 Y, 2L 1 5%
SR 7 (BCL11A F ZBTB7A) SR s T HI45 4
MT# HBG 3R #2535 . Wang 55 2R F L K 4 48
FARM, HBG J3 311X 13 bp B2 F1-114C>T 1% 2
Fl HPFH HAFE I 2828 3R T BCL1IA 45638, A
M ARER X HBG 23Kk 4, K & HOF 7K, LAk 3
BITRCER . AR, A5 N 5] S0 g R B R B
PAE T HBG A 5 2+ X, ffi-114 F1-115 7 5
[ C 5278 A T, B 8% HOF 193635 . 78 Humbert
ST AR N R KW #iAY, #1H] CRISPR-Cas9
FEANG A I B 5] B4 22 1 3 1 20 i A
H 4fl }fd (hematopoietic stem and progenitor cells,
HSPCs) WA 7, G 85 19 200 1A 205 LR B o8
POE T HOF, XHATT 6 4~ A J5 i B A AS B kR
BA SRR 0 40 L D Re . 75—
NIRRT AT S BT S it 200 A AN ] ) 5

3 P FEE BT HIIE R F

I AT R Bt A B R B PR R B- b R Y 3
IRYTIG R IS T i . 2019 412 95 7
FEPYT I Zynteglo, 3R 75 BR A L1 L TT | 3% 02 42 Bk
HAPHHTIRIT B-H A WL YL, 2020 45
Zynteglo 75782 [ #fE th 17, 3% 2197 % H IR
Mo Zynteglo i i F BB305 189 8 8 A 7 S H K
CD34 41 fitd , B 54 1) B-Bk 45 1 LR 1 ThRE PR+ I
W2 #9 HSC b B A2 2] 1E TDT B # £L R 40
M B/a-2R & H V-1, Zynteglo 7E X ¥ I HEHE T
HEAT 22 W im R 5%, 753X 28 im Rl g, ik
75%~80% 1) £ 42 W T X6 . A, B R
T 6 AT VAT B AZ AL, A ) i A B R

—AE K, H20214F2 A izlE R B 215,
JE PRI R 22 2 TN eI TG0 1) 1 44 FR o 2 Wl
PEREL M I B R A R LR AR BARHE
HIA AN RERA A X — AR 5 18 #E 3L R P G R
RS0 T 35 PRI 19 2 P ] 8 22 O | 22, bl IR
TR WA IUE R AR W FB 1 2 4k

H T e 28 H T R 56 1Y CTX001 2 £ X &
A B- LT H 4 R F CRISPR 3 K 4 45  AR A
Y T4y . CTX001 i@ 854 BCLI1A H: A
A HbF i 7= A I S BA Y7 H 89 . 107 A
SRR P 43 B s A, ZE R AN T e AR
S -1 i 2] H & R Y . 2020 4, Frangoul 25 %2 4%
T8 1Y — i B- b X B E AE 252 CTX001 BT )5, I
PRS-, AEFE5 CTX001 1697 )5 , 5% i HbF
TEA IR R B B HA 0.3 g/dL, 697 )5 34 A Ja
It E] 8.4 g/dL, 18 A~ T B g+ #) 13.1 g/dL. 7F
21.5 4 A M BETT P, P& A i AT i . AE
ZMFFE R, CTX001 X B- BT IAREL T H 8 B3R T 3%
W AR Ve LA AT, AR B DT I RLA A5
AR B il — PR AP A

4 HIBEERE

WP SRS B AR Z N — R
FEPREAL NG , 5B e A A Ml R VR I TR R 2R g
K, AR AL 34 1 4 B TEER L0 E A
Jos i JLEE H A, HoA 00% 75 2 i v I R RV A ]
XK, AE G TERMAIL DA G, AEFRE,
bR I L PR AT 2 =38 3 000 7\, HhEE U Ml rh
TR TR M9 £ 3R 30 7N, YT TDT BE R A
KE AP R MBI R™ . Zid ZHE M5,
B- M A LRI P T 4 T E TG, B-H P 2R
AR L VAT IE IRE o X AS [R]85 R YT
M, WAARAE R DO e Gk i A 7 b, LA
fii Sy B-Hiu R M AR A R B TR T e

S22 3Lk
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JE DR 578 O A 6 2 P EPE 3 i s S IR R 1297 1Y 3K
£t EE B

ki EF BRA INF AR AL BT s LR
—%']‘Hﬂ ?ér%/_fz x| 41 B 134x

[ ZE] BM X = W@aKHEUﬁE%u%ETﬁ%EQﬁ # 1 (i (AML) &
PO L B R BRI YT AR AR P B . iR SR AR 1 B O O ik, X 721 B 2
AML B3 7 BT T O Fl 16 Fl A 58 FR L I 28 A8 R . Z5 R i A O B L 16 BRI 58 il 3k A
F 28 78 BHAE 2R 23 51 66.2% . 79.6% FlI 86.4% 5 43 AT 23.2% | 39.4% Fl 56.3% K e 5 B4 I b B DL |- %

PR 98 7% 5 43 A 66 Bl L 186 FiFN 320 FA A i 8 A8 2 & o AH EL T LRI O A | 16 56 R 48 b, K il
58 il K [H EA FBE N 62.4% . 37.9% I i 3 2 43t E%E’Jll*fﬁw%“%ﬂ%ﬁ):#ﬂliﬁﬁﬁﬁ’m B. &it £
1] 1) 35 IR 2% 72 s A A By T S0 A 1 A PP AS I AR R R SRR R AR i A T R AR T A B X
eSS EER.

(eI ] JEE AR, 2PERETE s ; IRk AR

Comparative analysis of the benefit of gene mutation screening in clinical diagnosis and

treatment of patients with acute myeloid leukemia

ZHANG Yang', WANG Fang', FANG lJiancheng', WANG Mingyu', LIU Hong', XU Wen', CHEN Xue',
CAO Panxiang', YU Yafei’, MA Xiaoli', LI Mianyang’, LIU Hongxing'*"*

(1. Department of Laboratory, Hebei Yanda Lu Daopei Hospital, Langfang, Hebei, China, 065201 ; 2. Clini-
cal Laboratory Department, First Medical Center, Chinese PLA General Hospital, Beijing, China, 100853 ;
3. Department of Laboratory, Beijing Lu Daopei Hospital , Beijing, China, 100176; 4. Beijing Lu Daopei In-
stitute of Hematology, Beijing, China, 100176 )

[ABSTRACT] Objective To compare and analyze the three types of gene mutation screening with
different numbers of genes in patients with acute myeloid leukemia (AML ) and the benefits of clinical diagno-
sis and treatment. Methods Using targeted amplicon high-throughput sequencing methods, 721 newly diag-
nosed AML patients were tested for mutations including 9, 16, and 58 genes. Results When 9, 16, and 58
genes were screened, the overall mutation incidence were 66.2% , 79.6% and 86.4% , respectively. Two or
more mutations were detected in 23.2% , 39.4% and 56.3% of patients, respectively. A total of 66, 186 and
329 mutation combinations were detected, respectively. Compared with only 9 and 16 genes were tested, the
detection of 58 genes can provide more information on clinical diagnosis, treatment and prognosis for a total of
62.4% and 37.9% of patients. Conclusions Comprehensive genetic mutation screening is helpful for a more
comprehensive assessment of the disease. This study provides meaningful quantitative reference information for
the selection of genetic mutation screening programs.

[KEY WORDS] Gene mutation; Acute myeloid leukemia; Clinical benefit
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T AR, F BRI B2 AR 8 43 A W) 2
g8 Rk R AR Z 105y T RS, Hohowt il R
W48 WUR 4y 2 KRy B R U 3 A
SEH 4Ok B 2 Ml i A B 1MV R 12T 48 R
H R AR S Y H O EOK . 2018 L
Rl ] (Next generation sequencing, NGS) Ifil. & /'
96 17 P R L GEAER e AMIL HPOl BRI 16 55
P 17 B, B SURHIN 1 58 A L A 21 Fp 2016 4F
Ji 5 T3 4= 40 27 (World Health Organization, WHO)
T I AR L ZH IR 432 o b T B A I e
AR AN 22 AR FE i A 100 2800 . HE, 1M &
Fifrda 1) 32 R 2728 43 A ELAS T JR) BRSO K5 LA
02 e = s (1 19 B S A I % VT (BN < 174
T35 DRUESC L A 38 0 38 i A 32 DR A 2 73 BH P SR
FE DB AR , F5 R 28 725 i A 701 H o iy Yo i %) G2 0 356 [R]
HH B H TR I RS BRI . ARWFSE
FIXF B 43 BT = 42 5 AN [ 35 R 8 B R PR 28725 ff
(4 7 T, DA PTAy H St 2P 6 9 I (Acute my-
eloid leukemia, AML) B & I PRI2Y7 3K 5 1O 1 400 o

1 ARSI

1.1 — R

FEHL 2015 4F 6 H 2 2019 4F 5 A W EI 82 T4
B 1 721 451 AML S8 S BF x5, Horp 55 409 4
2 312 9 AR 1~75 2, 14 (25.44+18.68) % . 4
AR : O AML 275 & 1 5 DA 24141 2016 4F
i I R b 2 2R A AR @ WS R &R
STRYER o HEERPRIUE 3097 AHOC AML 4k & AML
B ARWFIE LT IR Bl 5 PR B AR H R B 2
fee, BE SR FE Y OB ARG R EA
1.2 JEH 4 DNA il %

WS BB B2 I B BE BB RE VR bR A BT
i R A A S A 21 20 i JS AT A0 T, 1.0
1074 2 40 M $2 B3 (R 21 DNA L B B8k F 4i g
FHR W25 A2l 7K R 32 W Bk , FEAS 210 1) 4 i B i 4
B %: [ 4H DNA. £ M8 TGuide S32 Ifil % %= [H 4H
DNA 2 B 71 & (db s RARAE L BHE A BRA F]
1245 : No. DP601-T5C ) 15 B 45 SR FH 0 2R 12 £ B
K2 DNA
1.3 LR ARSI RN 43 BT

K FH M ] B 6 - v A 3 R Y 7 9 (Ton
Torrent PGM M| 77 {% , Thermo Fisher Scientific) , 43
SRS O Fl 16 Fh A 58 FhIEARIEA , AT AL 45

DA G b X A R B A8 A X, O ol A Al 4
£ AML H B W AfI2 W 1005 5006 97 5 SCRY 9 A
LD, BRI 125848190 ASXLI . CEBPA \FLT3 .IDHI .
IDH2 .KIT .NPM1 .RUNXI 1 TP53. 16 F i # 7¢I
i O Fh 5 A8 B R () LAtk -, 300 7 Fh 2 AR SRR
BB A G R E LWL, 46 DNMT3A  ETVG .
KRAS .NRAS .PTPNI11 .PHF6 Fl TET2. 58 #h i £ 7&
iR 16 Fhae AR FL P () JE A T, 8 42 Fh g AR SRR
AR AE 1M 2R 8 I e v EL A T A I R B S
R AR St g R R R R A AT I A S R e
TR B 5 B RE A B ST HRGE
1.4 FEPHZRAE K

WA WHO | 52 [E 274 9 iE X 2% ( National Com-
prehensive Cancer Network, NCCN ) A1 KM 1 1L
I 2% (Buropean Leukemia Net, ELN) & ffi fit) AML
BIT IR L R A T A R BUEL B A 5 R
T N R AR AR I R B LT . D
Wi/ 2% 932 Wi 2 . CEBPA W% 7% (double-mutated
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Figure 1 The positive rates of 9, 16, and 58 mutated genes

were tested
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Mechanisms of Tigecycline Heteroresistance in Carbapenem-Resistant Escherichia coli

LIU Yuyang', LAN Kai*, XIONG Rui', LU Yang®, CAI Yimei*, XIANG Guoxiu', CHEN Cha®, HUANG Bin'*
(1. Department of Laboratory Medicine, the First Affiliated Hospital of Sun Yat-sen University , Guangzhou,
Guangdong, China, 510080; 2. Department of Laboratory Medicine, the Second Affiliated Hospital of Guang-
zhou University of Chinese Medicine, Guangzhou, Guangdong, China, 510120)

[ABSTRACT] Objective To study the molecular mechanism of Carbapenem - Resistant Escherichia
coli (CREC)’s heteroresistance (HR) to tigecycline. Methods ~All strains were collected from January 2017
to March 2019. HR to tigecycline (TGC) was detected by modified E-test, Microtitration population analysis
profiling (MPAP) and confirmed by population analysis profiling (PAP) , and the expressions of efflux pump
related genes and porin genes were analyzed by RT-qPCR. Results The positive rates of modified E-test and
MPAP for CREC-TGC-HR were 25.0% (14/56) and 39.3% (21/56) , respectively. Confirmed by PAP, A
high prevalence 37.5 % (21/56) of HR to tigecycline was observed in this study. The difference of positive
rates between E-test and PAP was statistically significant (P<0.05). The detection rates of 3 Hospital were
43.8 % (7116) , 43.5 % (10/23) and 23.5 % (4/17) , respectively. There was no statistically significant differ-
ence (P>0.05). Mechanistic analysis revealed that efflux gene (acrA.acrB) , the regulatory genes (marA,

marB) , porin gene (ompC, ompF) overexpression and ompX down-regulation contributed to the development
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of this phenomenon. Conclusion We firstly reported the phenotype of tigecycline HR, which has a high prev-

alence in CREC. It is necessary to adopt an effective method to detect CREC-TGC-HR to provide a basis for

clinical treatment and rational use of antibiotics.
[KEY WORDS]
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Hg LR 20 W], RNA $2 B 1) RNAiso Plus . qPCR iz
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Bio-Rad A H] . PCR I A TAY T (L
) YA BR S 7 o
1.3 K E-test
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Table 1 RT-qPCR primer sequence of E.coli-

EE7 PR
HEH (bp)
marA  marA-F CATAGCATTTTGGACTGGAT 187

marA-R TACTTTCCTTCAGCTTTTGC

519 51 (5-37)

marB  marB-F ATAGCAGCTGCGCTTATTC 154
marB-R ACTTATCACTGCCAGTACCC
acrA acrA-F CTATCACCCTACGCGCTATCTTC 189
acrA-R GCGCGCACGAACATACC
acrB acrB-F CGTACACAGAAAGTGCTCAA 183
acrB-R CGCTTCAACTTTGTTTTCTT
ompX  ompX-F ~ ACCTGAAATACCGCTATGAA 208
ompX-R TCAGTGGTCTGGAATTTACC
ompC  ompC-F ~ CTTCAAAGGTGAAACTCAGG 241
ompC-R GTTGTCAGAACCGTAGGTGT
ompF  ompF-F GAACTTCGCTGTTCAGTACC 209
ompF-R CGTACTTCAGACCAGTAGCC
GAPDH GAPDH-F ACTTACGAGCAGATCAAAGC 170
GAPDH-R  AGTTTCACGAAGTTGTCGTT

1.7 Geiteg i
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Figure 1  The results of carbapenem-resistanct E.coli CREC-

HR to tigecycline by microtitration PAP method
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Figure 2 Population analysis profiles (PAP) of TGC-HR in
CREC
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Relationship between IGFBP3, IL-17, Omentin-1 and bone mineral density and bone
metabolism in patients with thoracolumbar osteoporotic fractures

WANG Junjiang'*, WANG Hongjian', SONG Xiaolei', DING Junging®, YUAN Weijie', SANG Zhenfei',

LI Yuqi', ZHANG Bin'

(1. Department of Osteology, New Mileage General Hospital, Anyang, Henan, China, 455004; 2. Clinical
Laboratory Department, New Mileage Anyang Iron and Steel General Hospital, Anyang, Henan, China,
455004)

[ABSTRACT] Objective To investigate the relationship between IGF binding protein 3 (IGFBP3) ,
interleukin-17 (IL-17), omentinin-1 (Omentin-1) and bone mineral density and bone metabolism in patients
with thoracolumbar osteoporotic fracture. Methods A total of 105 patients with thoracolumbar osteoporotic
fractures from June 2017 to October 2019 were selected as the observation group. Another 102 patients with
thoracolumbar osteoporosis in the same period were selected as the control group 1, and 102 healthy people
were selected as the control group 2. The correlation of serum indicators with the occurrence of thoracolumbar
osteoporotic fracture, BMD and bone metabolism was analyzed. Results Serum IGFBP3, Omentin-1: the
observation group < the control group 1 < the control group 2, IL-17: the observation group > the control
group 1 > the control group 2, the difference was statistically significant (P<0.05). Logistic regression

analysis showed that serum IGFBP3, IL-17 and Omentin-1 were significantly associated with the occurrence of
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thoracolumbar osteoporotic fractures (P<0.05). In the observation group, BMD and BGP of patients with high

expression of IGFBP3 and Omentin-1 were higher than those of patients with low expression, P I NP and -

CTX were lower than those of patients with low expression, BMD and BGP of patients with high expression of

IL-17 were lower than those of patients with low expression, P I NP and B-CTX were higher than those of

patients with low expression, the difference was statistically significant (P<0.05). Pearson correlation analysis

showed that serum IGFBP3 and Omentin - 1 were positively correlated with BMD and BGP, negatively
correlated with P I NP and B-CTX, IL-17 was negatively correlated with BMD and BGP, and positively

correlated with P I NP and B-CTX (P<0.05). Conclusion

IGFBP3, IL-17 and Omentin-1 can be used as

important factors to reflect the bone mineral density and bone metabolism of patients with thoracolumbar

osteoporotic fracture, and provide more ways for clinical evaluation and treatment.

[KEY WORDS]

17; Omentin-1; Bone mineral density ; Bone metabolism
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Table 2 Relationship between serum IGFBP3, IL-17, Omen-
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The relationship between serum Cys C, TNF-a, BDNF levels and blood lipid metabolism
in patients with schizophrenia
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2. Department of Psychiatry, Wuhan Jimin Geriatric Hospital, Wuhan, Hubei, China, 430000; 3. Depart-
ment of Psychiatry, Wuhan Wuchang Hospital, Wuhan, Hubei, China, 430000)

[ABSTRACT] Objective To explore the relationship between serum Cystatin C (Cys C), Tumor ne-
crosis factor-a (TNF-a) , Brain-derived neurotrophic factor (BDNF) levels and the characteristics of blood
lipid metabolism in patients with first-episode schizophrenia, and to provide references for clinical diagnosis
and treatment of schizophrenia. Methods To retrospectively analyze the clinical data of 120 patients with first-
onset schizophrenia and 90 normal people in our hospital, and study their serum Cys C, TNF-a, BDNF lev-
els, total cholesterol (TC), triacylglycerol (TG ), The levels of low-density lipoprotein (LDL-C) and high-
density lipoprotein (HDL-C ). Multivariate Logistic regression analysis was used to investigate the serum Cys
C, TNF-a, BDNF levels and their correlation with the characteristics of blood lipid metabolism in patients
with schizophrenia. Results The average levels of TNF-a, BDNF and Cys C in the schizophrenia group were
(33.32 £ 7.65) ng/L, (10.56 = 1.32) ng/L, and (0.71 £ 0.04) mg/L, respectively. The BDNF concentration
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was lower than that in the control population, and the other two were higher than those of the control group. The
difference was statistically significant (P<0.05). The average levels of TC, TG, LDL-C and HDL-C in the
schizophrenia group were (4.66 = 0.86) mmol/L, (2.32 + 1.21) mmol/L, and (2.57 + 0.45) mmol/L, respective-

ly. The abnormal rate was 37.5%, 47.5%, 50.8% and 21.7% , respectively, which were higher than those in the

control group. The blood TC, TG, LDL-C levels of the patient group were higher than those of the control
group, and the HDL-C level was lower than that of the control group. The differences in blood TG, HDLC, LDL-C

were statistically significant (P<0.05). The incidence of dyslipidemia in the schizophrenia group was all higher

than that of the control group, the difference in the incidence of high TG and low HDL-C is statistically signifi-

cant(P<0.05). Conclusion The blood BDNF and TNF-a levels are related to the occurrence of dyslipidemia.
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Short-term efficacy and predictive value of RRM1, PDCD-5 and VEGF expression in non-

small cell lung cancers after radiotherapy

ZHANG Hao'*, XU Xinyu®, CUI Xiujie', GUO Yuhua'

(1. Department of Oncology, Chaoyang Central Hospital, Chaoyang, Liaoning, China, 122000; 2. West
China School of Clinical Medicine, Sichuan University , Chengdu, Sichuan, China, 610207)

[ABSTRACT] Objective To explore the evaluation and predictive value of RRM1, PDCD-5 and
VEGEF expression in the short-term curative effect of non-small cell lung cancer after radiotherapy. Methods
A total of 126 patients with non-small cell lung cancer who received radiotherapy in this hospital from May
2015 to May 2017 were recuited as the research group. According to the short-term efficacy after radiotherapy ,
the research group was further divided into: the complete remission group: 61 cases, the partial remission
group: 36 cases, the non-remission group: 29 cases. At the same time, the normal tissue adjacent to the lung
cancer of the above patients was collected and used as a control group. The expressions of RRM1, PDCD-5
and VEGF were measured and compared between the two groups. Multivariate Logistic regression analysis was
used to analyze the independent risk factors affecting the short-term efficacy of NSCLC patients. The ROC
curve was used to analyze the predictive value of RRM1, PDCD-5 and VEGF on the short-term efficacy of
NSCLC patients. Results The positive expression rates of RRM1, PDCD-5, and VEGF in the research group
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were higher than those in the control group (P<0.05). After radiotherapy, the positive and negative expression

rates of RRM1, PDCD-5, VEGF between the complete remission group and the partial remission group were
compared (P>0.05) , but the positive expression rates of RRM1, PDCD -5 andVEGF in the complete

remission group and the partial remission group were lower than those of the non-remission group (P<0.05).

The clinical stages of Il and IV, the degree of differentiation (low and moderately differentiated) , RRM1,

PDCD-5 and VEGEF positive are independent risk factors that affect the short-term efficacy of NSCLC patients
after radiotherapy (P<0.05). The area under the curve of RRM1, PDCD-5 and VEGF and combined detection
of three are 0.817, 0.705, 0.798, 0.938, respectively, and the area under the combined detection is highest.

Conclusion The short-term efficacy of NSCLC patients after radiotherapy is closely related to the levels of

RM1, PDCD-5 and VEGF. Clinical monitoring of these indicators is of great significance to NSCLC patients.
[KEY WORDS] RRMI1; PDCD-5; VEGF; Non-small cell lung cancer

AT BTG ARG T AR /N2 B R (non-
small cell lung cancer, NSCLC) £ & W) A &% F Bt .
AR5 R IR, — 4E UG T 5 53 F e
ARGt ZR AR, WA AW BR e 35 B i 1 i
FHATIRST TR TR, BRAREE R SO , i FRA 3L
RSN NSCLC 3 B s U PR
INAZ TR I J5 i 1 (ribonucleotide reductase subunitl,
RRM 1) 7E Z vk g vh s ek , H 3w 5 fiti s o
LR EYY, BIFASET ] F 5 (Programmed
death factor 5,PDCD-5) &Il R [ B Z AR T84 7
+, G0N PR S SSE B JHG g £b o7 HAT B[R] 38 i
PEFI™ S i %S ) B2 A2 K P F- (vasclar endothelial
growth factor, VEGF) R IR 1 RZE SRR A G
F B N2 RS H R TR K 5 g 2 41
MELEEFARL U . AWFFEA RRM1 , PDCD-5
S VEGF ik %t NSCLC # & U7 5 i R0
SR B ZREA 54T, RAGE T

1 ARSI

1.1 — sk

FEHL 2015 4F 5 H 2 2017 4F 5 H A B A 1
NSCLC 5 126 i, Hor 55 85 4], % 41 ] 5 4F %
52~78 %, F-14(68.79+3.31) % . MRIEHIT 5 i)
SPRCE DL N < SE AR R4 . 61 9], 550 2B 4 - 36
B, RGBSR 29 6], M AFBRHE: Or 5 B E BT
PLAMEHII B TR B B s B8, 4 G AR IR 2E 23 Jid
S I PR 1297 36 15 (2018 J) bR e s @ AL T8
32— AT ;s QMR E A BE 5L FRNg L A0 AAE i
£ 51~78 & Z [i] ; Wl R G RE oo H B 92, HERR
bt : A I MBS # 5 @)™ RS #h < 2 sl i
R AETCIL LB AW 58 & s BFFEAE BR NSCLC L) Ak
Al 5 R TR s (DG I KU e eE K 5

MBI AEH . AW S E RS 5 S
i, 2R E B R B I A B A
1.2 SHRIT

NSCLC B35 7 LA =4 I oy, iy B4 4
I Akt RN T AR AT LR EL A, = AR
BT R G AR BT R A B SE T V20, V30
(H23Z 20 Gy/30 Gy FESF B fili i 42 il S AR R 7 53
E0) R4 i AR 7
1.3 PRACRAR KR Jy ik

RRMI £ 5 BEHTAR, W b st PSR g AE WA
A PR H] ; PDCD-5 H5g BEHUAR I T st 3L W)
HARA PR F] s VEGF H v e 455 & 74t
Tl AEYEARARAF . Rk R Z DT
AW 3 R 1 — o I i % 422 12 (streptavidin-perosi-
dase, SP) 7%, SP A & A b st b il A W Bk A
PR F] o 25 A0 SR 35 ™ A e BRI G 0 WA 5 1 4 7
FE . Jeta 5 RHNEARIET : DR A b IR o
5K 5 RRM1,PDCD-5 , VEGF FH 1 4 € 41 Jifd .
5K Y] A BEAILIEER 10 A~ i A5 O EF |, 42 B BH 14 41 A
ORI & o T A S 7 A i SR R [
24 % £ B30 1 VT o345 B BH 1 200 28 [R) 2K A
WL 53 LU, TR 1 7 4 R BE PR 2
1.4 PRt T ik

K B A 2 40 (World Health Organiza-
tion, WHO) PEMT AR HE™ 2 43 1y « 58 4 2% it 4 43 2%
fife JCAR AL HE R
1.5 IR0 S o AR AR B 1

MR 4 55 = A 3K & 22 B2 R 48 (American
Joint Committeeon Cancer, AJCC) " @1 #4T TNM
ban IR E QL AN B NS [P\ Y ER A 2
PEE B T 2 VI T A . JFAR 4 UTBR Y
R ERA Y] 7 %) A A A AR B AT



BT SHIT4eaE 2021462 1 45134 #5241 1 Mol Diagn Ther, February 2021, Vol. 13 No. 2 - 193 -

16 SEil¥oik SATBIER L
R SPSS 220 BRAFIATSEIOHHT SPACRR g
BLn(%) % AT 7 Ko s SR £ 56 Logistic 11753 A
BP0 NSCLC M4 30 177 R S 5 R 21 RRMI PDCD-5 J VEGF JkF-3i%
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Table 1 Expression of RRM1, PDCD-5 and VEGF (n(%)]

RRM1 PDCP-5 VEGF
215 n
8RS PR FH B BHPE B
ol 126 99(78.57) 27(21.42) 96(76.19) 30(23.80) 101(80.15) 25(19.84)
X A2 126 16(12.69) 110(87.30) 18(14.28) 108(85.71) 17(13.49) 109(86.50)
Pal! - 110.189 97.455 112.453
PiE - <0.001 <0.001 <0.001
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Table 2 The expression of RRM1, PDCD-5 and VEGF in NSCLC patients after radiotherapy [n(%) ]

RRM1 PDCP-5 VEGF
21151 n
B [ FH 1 Bk FH R
SE AU 61 16(26.22) 45(73.77) 14(22.95) 47(77.04) 12(19.67) 49(80.32)
TR i 21 36 10(27.77) 26(72.22) 8(22.22) 28(77.77) 7(19.44) 29(80.55)
RS 29 23(79.31) 6(20.68) 21(72.41) 8(27.58) 24(82.75) 5(17.24)
P! - 8.6061 3.588 15.246
P1H - <0.001 0.014 <0.001
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Table 3  Analysis of factors affecting the short-term efficacy of radiotherapy in patients with NSCLC

s LGS ZHE B
OR1H 95%CI PiE OR1H 95%CI P1E

AR (<60 vs =60) % 1.775 0.717~4.390 0.594 - - -
IR+ vs M+IV) 1.962 1.535~2.506 0.016 2.125 1.605~2.813  <0.001
SRR (Al vs AR 41k 2.330 1.781~3.048 0.009 2.572 1.865~3.548  <0.001
M B AR (<4 vs > 4)em 1.960 1.595~2.048 0.013 2.330 1.778~3.054  <0.001
RRMI (B4 vs BHPE) 2.155 1.720~2.700 0.045 2.444 1.772~3.371 <0.001
PDCD-5([44 vs FHPE) 2.565 1.984~3.316 0.033 2.401 1.775~3.247 <0.001

VEGF (B4 vs FHHM:) 2.330 1.792~3.030 0.008 2.575 1.949~3.401 <0.001
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Table 4 The predictive value of single and combined
RRMI1, PDCD-5 and VEGEF tests on the short-term efficacy
of NSCLC patients
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Figure 2 Analysis of single and combined detection curves
of RRM1, PDCD-5 and VEGF
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BRI AR TG 6 HO B , TR A BRIER L/ L, 28 K~3 2 41 LN Wity L0 12 R AT

[k8EiR]  JLE; Wi W R

Analysis of the virus etiology of 353 children with wheezing disease in Zhuhai area

HUANG Pianpian', ZOU Shangqun'*, XIAO Gefei', JIA Xiaoyun', TAO Weijing®, DAI Qigiang®

(1. Department of Pediatrics, Zhuhai Maternal and Child Health Care Hospital, Zhuhai, Guangdong, China,
519000 ; 2. Guangzhou DaAn Clinical Laboratory Center, Guangzhou, Guangdong, China, 510665)

[ABSTRACT]

eases and improve the level of clinical diagnosis and treatment. Methods The throat swabs of 353 wheezing

Objective To explore the viral etiological characteristics of children’s wheezing dis-

children from June 2018 to May 2019 were collected from the Pediatric Department of this Hospital , and multi-
ple PCR technology was used to detect the virus and analyze clinical data. Results Eight viruses nucleic ac-
ids were detected by throat swabs in 353 cases. 124 cases (35.13% ) were positive for the virus, 77 cases
(21.81% ) for respiratory syncytial virus (RSV), 14 cases (3.97% ) for parainfluenza virus (PIV), 11 cases
(3.11% ) for Boca virus (HBoV ), Human metapneumovirus (HMPV) 10 cases (2.83%) , rhinovirus (HRV)
9 cases (2.55%) , adenovirus (ADV) 4 cases (1.13%) , influenza virus type A (INF-A) 1 case ( 0.28%), 0
cases (0%) of influenza virus type B (INF-B). There were 3 cases of mixed virus infection (0.85% ), 340 cas-
es of wheezing children from 28 days to 3 years old, accounting for 96.32%. Conclusion The viral pathogen
with a high detection rate of wheezing cases is respiratory syncytial virus, and mixed viral infections are rare.
Children between 28 days and 3 years old are the age at which wheezing diseases occur.

[KEY WORDS] Children; Wheezing; Virus; Pathogen
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TR R 4B (1.13% ) i F B 7% 96 B 40 i
hE 220 B (62.32% ) o il YT HE P 123 )
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281 1 (79.60% ) .
2.2 YRR

s B AG I BHAE 124 61 (35.13% ) , Hovh RSV 77
i (21.81% ) f% = MK K /& PIV, HBoV . HMPV .
HRV . ADV 4 4] (1.13%) . it /2% 7 A %Y (Influenza
A virus, INF-A) , 7t /2%9% 7 B %Y (Influenza B virus,
INF-B). {RAIREEEGL 3 61(0.85%) . WK 1.
2.3 AR =TT AR LR B R R LR

BHRER RS T, 25L&
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Table 1 Seasonal and age distribution of different pathogens [n(% ) ]

=y Ay
) Piseinll

TR ! HE 0 wE &% <% 1-3% >3 %
W1 3 s 7 77 14(18.18)  36(46.75) 12(15.58)  15(19.48) 30(38.96)  46(59.74) 1(1.30)

Tl A S B 14 4(28.57) 1(7.14) 3(21.43) 6(42.86) 2(14.29) 12(85.71) 0(0)
R RE 11 0(0) 7(63.64) 1(9.10) 3(27.27) 2(18.18) 8(72.73) 1(09.10)

A il 975 75 10 5(50.00) 1(10.00) 2(20.00) 2(20.00) 0(0) 10(100.00) 0(0)

ST 9 2(22.22) 1(11.11) 6(66.67) 0(0) 1(11.11) 8(88.89) 0(0)

g 7 4 2(50.00) 1(25.00) 0(0) 1(25.00) 0(0) 4.(100.00) 0(0)

FF R0 35 B 7 1 1(100.00) 0(0) 0(0) 0(0) 0(0) 1(100.00) 0(0)
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x2 AR FTHFRBILNFESEHERER (n(%) ]
Table 2 Comparison of virus detection rates among children

of different genders, seasons and ages [n(%) ]
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K Z(12~2 /1) 89 25(28.09)

() 28 R~<1 80 34(42.50) 4.319 0.115
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350 13 2(15.38)
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Table 3 Comparison of clinical characteristics of children with positive and negative virus detection [1(%) ]
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Relationship between LPA, Hcy and MCP-1 and neurological injury and collateral circu-
lation in patients with ischemic stroke

WU Guofang'*, ZHANG Li', ZHANG Shupei', DUAN Hongxia', YI Zhenghui®

(1. Department of Neurology, Luohe Sixth People’ s Hospital, Luohe, Henan, China, 462000; 2. Mental
Health Center Affiliated to Medical College of Shanghai Jiaotong University , Shanghai, China, 201100)

[ABSTRACT] Objective To investigate the relationship between levels of serum lysophosphatidic ac-
id (LPA), homocysteine (Hcy) and monocyte chemoattractant protein-1 (MCP-1) and neurological deficit de-
gree and collateral circulation formation in patients with ischemic stroke. Methods 108 patients with ischemic
stroke admitted to the Department of this Hospital between March 2017 and August 2020 were selected as the
study group, and another 54 healthy people with physical examination during the same period were selected as
the control group according to a 2: 1 ratio. The levels of serum LPA, Hcy and MCP-1 were detected among all
patients and healthy people. The correlation between levels of serum LPA, Hcy and MCP-1 and NIHSS score
was analyzed among patients with ischemic stroke, and receiver operating characteristic curve (ROC) was
used to analyze the predictive value of serum LPA, Hcy and MCP-1 on good collateral circulation, and the ar-
ea under the curve (AUC value) was recorded. Results The levels of serum LPA, Hcy and MCP-1 in pa-

tients with ischemic stroke were significantly higher than those in healthy people (P<0.05). Comparison of se-
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rum LPA, Hcy and MCP-1 levels among patients in each subgroup showed that the mild injury group < the
moderate injury group < the severe injury group (P<0.05). Pearson correlation analysis results show that the
levels of serum LPA, Hcy and MCP-1 are significantly positively correlated with the NIHSS score (P<0.05).
The levels of serum LPA, Hcy and MCP-1 in the good collateral circulation group were significantly lower
than those in the poor collateral circulation group (P<0.05). ROC curve analysis results showed that the AUC
values of serum LPA, Hcy and MCP-1 in predicting good collateral circulation were 0.834, 0.847 and 0.858
respectively, and the sensitivities were 71.43%, 80.36% and 87.50%. Conclusion Serum LPA, Hcy and MCP-1

are highly expressed in patients with ischemic stroke, all of which can reflect the degree of neurological defi-

cits, or can be used as biological indicators to judge whether the formation of collateral circulation is good.
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Table 1 Comparison of levels of serum LPA, Hcy and
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w5 ; LPA Hey MCP-1
(pmol/L) (pmol/L) (pg/l)
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deficit (x+s)

LPA He MCP-1
4L " (wmol/L) ( ptmoil/L) (pg/l)
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Table 3 Comparison of levels of serum LPA, Hcy and
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Table 4  Analysis of predictive value of serum LPA, Hcy and
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ROC curves of serum LPA, Hcy and MCP-1 in

predicting good collateral circulation
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Predictive value of the combined detection of BNP, Hb and FIB for postpartum hemor-
rhage of women in their third trimester

LI Xiaozhi'*, TANG lianmin', FU Cuifang', XUE Yun®, YAO Liyun '

(1. Department of Obstetrics, the Third Hospital of Xingtai, Xingtai, Hebei, China, 054000; 2. Department
of Laboratory Medicine, the Third Hospital of Xingtai, Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To explore the predictive value of the combined detection of peripheral
blood brain natriuretic peptide (BNP), hemoglobin (Hb) and fibrinogen (FIB) for postpartum hemorrhage of
women in their third trimester. Methods The clinical data of 65 women with postpartum hemorrhage admit-
ted to this hospital from March 2017 to March 2019 were selected, and 70 women who had no postpartum
hemorrhage during natural delivery were selected as the controls group. The levels of BNP, Hb, and FIB of
women in their third trimester between the two groups were measured and compared. Logistic regression model
was used to analyze the risk factors of postpartum hemorrhage of the women in the third trimester, and the
ROC curve was drawn to analyze the predictive value of BNP, Hb, FIB and the combined detection of the
three for postpartum hemorrhage of the women in their third trimester. Results Maternal BNP levels in the
observation group were higher than those in the control group, and Hb and FIB levels were lower than those in

the control group and the differences were statistically significant (P<0.05). The level of BNP in women with
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ordinary hemorrhage after delivery was lower than that in women with severe postpartum hemorrhage and the
levels of Hb and FIB were lower than those in women with severe hemorrhage after delivery, the differences
were statistically significant (P<0.05). Placenta previa, uterine inertia, fetal body weight, BNP, Hb, FIB
were the single factors that affected postpartum hemorrhage (P<0.05). The conditional single factors were se-
lected, and further analysis shows that placenta previa, uterine inertia, BNP, Hb, and FIB are independent
risk factors affecting postpartum hemorrhage (P<0.05). The ROC curve was used to analyze the diagnostic val-
ue of BNP, Hb, FIB and the three combined detection for postpartum hemorrhage of women in their third tri-
mester. The area under the curve of BNP, Hb, FIB and the three combined curves were 0.879, 0.902, 0.831,
0.988, respectively, and the area under the combined curve was the largest. Conclusion The determination
of the levels of BNP, Hb and FIB in the peripheral blood of the parturient during the third trimester has a great-

er predictive value for the occurrence of postpartum hemorrhage. The combined detection of the above indica-

tors is of great significance to guarantee the life safety of the parturient.

[KEY WORDS] BNP; Hb; FIB; Parturient in late pregnancy ; Postpartum hemorrhage
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Figure 1 The diagnostic value of BNP, Hb, FIB and their
combination in the detection of postpartum hemorrhage

in late pregnancy
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Effects of human rotavirus A on NKCC1 expression in CaCO, and HT-29 cells

WANG Hongli', CHEN Guanhua®, HUANG Ling®, YANG Fangying’, XU Wanfu'**

(1. Department of Gastroenterology , Guangzhou Women and Children’s Medical Center, Guangzhou Medical
University, Guangzhou, Guangdong, China, 510120; 2. Guangzhou Medical University, Guangzhou,
Guangdong, China, 510623; 3. Institute of Pediatrics, Guangzhou Women and Children’s Medical Center,
Guangzhou Medical University , Guangzhou, Guangdong, China, 510120)

[ABSTRACT] Objective To investigate the effect of human rotavirus A on NKCC1 expression in CaCO,
and HT-29 cells. Methods The human rotavirus A stool samples and blood electrolyte data were collected. The
experiment was divided into the human rotavirus A group and the PBS control group. Western blotting and real -
time PCR were performed to detect NKCC1 expression at mRNA level and protein level in CaCO, and HT-29 and
Caco - 22 cells treated with human rotavirus A or PBS. Results The average levels of blood sodium, blood
chloride and blood potassium of children with human rotavirus enteritis in the group were significantly lower than
the normal range (P<0.05). The expression of NKCCI mRNA and protein in CaCO, and HT-29 cells in the human
rotavirus A group was significantly lower than that in the PBS control group, and the difference was statistically
significant (P<0.05). The phosphorylation level of AMPK in the HT-29 cells of the human rotavirus A group was
significantly higher than that in the PBS control group, and the difference was statistically significant (P<0.05).
The expression of NKCC1 protein in A rotavirus group was significantly increased after adding AMPK inhibitor
Compound C (P<0.05). Conclusion Human rotavirus A may cause diarrhea by negatively regulating the
expression of NKCC1 in CaCO. and HT-29 cells by AMPK signaling pathway.

[KEY WORDS] Human Rotavirus A ; Na'-K'-2Cl- cotransporter; Electrolyte disturbance ; Diarrhea
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5l R BARIT NKCC1 i KRA 5 & i iz g ny 22
f—F" s IRl ,NKCC1 5 1 B 4t i i — i iy
TEoi 2 I 0 B 1 R AR 5% 12, 275 NKCC1 7] RS2
MEYSGI IS . WiB iR i s R —
WIS W R Y Bh A VA, 3X — Bl A 2k ]
AAESFIETE KA AR, T A QR e
R TIHE) R T IRAMBER 1) 2 R i R & 1
A LRI B BT T B 8 B K S B 2R
ALY LR W BEAIS BTS2 I R 1 2 B0 21 M
TE B I I o PRI, AR SCRUAR T A AR 3
X CaCO, I HT-29 4l i NKCC1 F ik sZm , LI T
fiffe A ZHECRT BRIRGL I A bl . BRARIE T o

1 #RFEE

1.1 R A

TEHL 2018 4F 6 H 2 2020 4F 6 H 18] £ A< B if
2R A AR B G % TR 2L e A
BEdhdT i o1 Bl 8 L. Horb 55 #% 53 il , 20 #% 38 4,
SRS R (1.53£1.28) % o ULEE A L FS R
R B ILH R AEbRA, I HI W 2 22 v £ %5 WK (phos-
phate buffer saline, PBS) #i BE I 1 11§ , R HL A ZH %8
PR BE AT FIE W, A7 T-80C & H o I AR
ENUFSS7 3DV R TN RSN iy el e
AT IR B S KR T g AT
1.2 G

CaCO, Fll HT-29 4 il Iy [ & [ 52 U5 57 9 4R
17 J% (American type culture collection, ATCC) , Jii
2 1ML W8 A 32 [E Hyclone 23 F], Rabbit anti NKCC1
Polyclonal Antibody (Catalog: A11675) , phospho -
AMPK (AP0116) , B-actin $i 14 (Catalog : AC026)
I B & = L1 Abclonal 23 H] .
1.3 2% 5% Fib B

CaCO, Fl HT-29 4 i 3 7% T° DMEM 5¢ 435 5%
3 (10% 1ML 3% . 100 U/mL 75 %% & . 100 ng/mL 5 75

ZO W B RN 377C,5% CO,. SEERT A 2 4,
43904 PBS Xif BR 4L Al A 458 Rk 224 . PBS X R
4100 pL BEMR 2% thEh 75 W AL i CaCO. Fl HT-29
Hf, A AR FEA AT 100 pL JER YL 2 41 (mul-
tiplicity of infection, MOI) A 1 ) A 21 %8tk 75 4b
FH CaCO, Fl1 HT-29 4 fifd 24 h, CaCO, F1 HT-29 4H ity
25k 1.0x10°/mLM"
1.4 S RNA $EHC 005 5% 9t i PCR

AL RNA FIHRBGL IR Trizol ik &b 7. %
W) B U B i s 5 7l cDNA . 4218 N A2 Bk
F A BR 2 7 986 5 1 PCR AR & vl W 52k 17,
PCR J2 )i : 95CHiAE 1 10 min;95°C 10 S,58C 15 s,
727C 20 5,40 MG ; 72CHEH 10 min, 72CREEDR
M55 VA B-actin fE R NS BREER, R AR &
kit T . HIXTRAE=2"", ACt=H Y%A
T2 CE-I S IRIERTY) CofE, A ACELIAL A
Ct-XT R ACt 1) MEBLHAE YR A TR A =
B B, SERTE & RT-PCR S [T : WS B-
actin 513 . B-actin-F: 5’ -CCTGGCACCCAG-
CACAAT-3', B-actin-R: 5 -GGGCCGGACTCGT-
CATAC-3"; NKCCI W5 ¥ ¥ % : NKCCI-F:5' -
ACCTTCGGCCACAACACCATGGA -3', NKCCI -
R:5'-ACCACAGCATCTCTGGTTGGA-3' .,
1.5 B A B BNk

g = ED SR HIER ) | WA ] o T e S
IR IE , BT 4 8 I 100°CHI#A 10 min 25 7 12 000
r/min 5.0 10 min, §C55 5 /9 85 H #5417 SDS-PAGE
HL Yk I 46 2 PVDF B I, b 2% & 6
1.6 Gil#abH

fiiFH SPSS 22.0 #EF75E 14017, T BORHA (£ 5)
R, RS A ¢ K 5 5 Z2 AR H one-way
ANOVA K55, 2H [6] >k F Tukey’s multiple compari-
sons test 7T, P<0.05 R /R 2ZERAGIFE XL,

2 R

2.1 IGIRIEL TR LA

A R BRI G e 2 th B I R R B IS |
WXk 5 & 3, R AP A s SR . A IR
B AR SECE LA | I A R I ST A KO T IE R
W, Z R A% E L (P<0.05), Wk 1.2,
2.2 T4H CaCO2 1 HT-29 4ii Jfl F+* NKCC1 mRNA
IR

55 PBS X TRAHAH L, A ZH ARG HE4H CaCO, 41



BT SHIT4eaE 2021462 1 45134 #5241 1 Mol Diagn Ther, February 2021, Vol. 13 No. 2 - 209 -

ffL A1 HT-29 4 NKCC1 mRNA 1335 7K B &
WA, 225 BTG A R L (P<0.05) . DLIET 1,
FR1 AEABRRFESEBREBENIREIRR (%) ]
Table 1 Clinical data of patients with human rotavirus A

infection [n(%) ]

I PR B H "
I35 85(93.40) 6(6.60)
R 67(73.60) 24(26.40)
MK - 73(80.20) 18(19.80)
EiliEr) 15(16.50) 76(83.50)
Jt 9 7(7.70) 84(92.30)

K2 BFEESEKERAABRRFESEEFKELER
Table 2 Comparison of ion levels between normal reference

level and human rotavirus A infection

B Bl S, =
r BTIEH %KY BEE K ) .
BT (mmol/L) (mmol/L) i P
£ Na* 138.00~144.00 134.70+3.41 15.12  <0.001
K 3.50~5.70 3.59+0.53 245  0.018
& cr 98.00~107.00 101.50£3.89  18.56 <0.001
1.5
B W pBs %41
5 — O s
® 1.0
<
Z
=
~ 0.5
[&}
|}
M
4

HT-29 CaCO2
: 5 PBS 4 4L, *P<0.05,,
1 W4 CaCO, 1 HT-29 4}l NKCCI1 mRNA K3 i%
Figure 1 NKCCI mRNA expression in CaCO, and HT-29

cells on PBS group and human rotavirus A group

2.3 Wi CaCO, 1 HT-29 41 fifs tf NKCC1 & 17K
1) B

55 PBS Xf BEZHAH L , A ZHH R REZH CaCO, 4l
JifL F1 HT-29 41 g vf NKCC1 25 117K - 1 634 B

%, 2R HBAS52E L (P<0.05), WK 2.%3,

EF S
NS
e

> ST s
oW & w

- - - NKCC

R

HT-29 CaCO2

2 FZH CaCO.#1 HT-29 4l NKCC1 & B /K FHIRIE
Figure 2 NKCCI1 protein level in CaCO. and HT-29 cells in

PBS group and human rotavirus A group

2.4 A4 HT-29 4ifd AMPK Bl 1L 16 Y b4

B SR R BRI 45 R R L 5 PBS X IR ZH A
L, A 2H 5508906 55 41 HT-29 40 fifd AMPK #5 12 1k 1%
P RTHE, 25 A2 L (P<0.05), 7

&3 HT-29 1 CaCO. I 2 46 NKCC1 FixK F b2
Table 3 Comparison of NKCCI1 expression between 2
groups in HT-29 and CaCO:; cells

2H 51 n HT-29 CaCO2
PBS 41 30 1.07+0.13 1.01£0.04
A4l R4l 30° 0.11+0.03 0.12+0.05
1 13.52 24.49
P18 <0.001 <0.001

T I RAR A B9 B MOUIR T 1, R ARE R AL S

A RN T 4H i A AMPK #1 i] 57 Compound C
J& , HT-29 4 ffi vh NKCCI & 11 7K 3F B 2 T+ 55 (P<
0.05), WK 3 %KL 5,

1 2 1 2 3
WSS s phosho-AMPK B s e NKCC1

—— (3-aC1iN S s B-actin

1. PBS X IR 4L ; 2. S8R R4 5 3. 8 R 4 +Compound C.,
B3 HT-29 AP ARAR AMPK & %K NKCC1 Rk
K FE LI
Figure 3 Comparison of AMPK activity and NKCC1

expression in HT-29 cells

Fz4 HT-29 fparh 2 48 AMPK ;&K F EL 8
Table 4 Comparison of AMPK activity between 2 groups
in HT-29 cells

2151 n HT-29
PBS 41 30 1.05+0.08
ARl 30° 2.64+0.12
18 19.43
PAH <0.001

T = EB A3 I PRARAS B9 1 MOUIR T 1, AN THARE S AL 3

%5 HT-29 4 3 4 NKCC1 FRikKF L%
Table 5 Comparison of NKCC1 expression among 3 groups

in HT-29 cells

215 n HT-29
PBS 41 30 1.07+0.06
A AR A 30° 0.16x 0.03"
A B 52 R % & 4H+Compound C 30° 0.72+ 0.04"
FAi 353.10
PAE <0.001

T T I RBR AR (5 2 MOLIC T 1, NI ARES AL HE, 5 PBS
2H AL, "P<0.05;5 5 A H SIS TR HL#E ,<P<0.05,

3 it

MEVE A 5 % LA LESET- A28 KR,
WGt , ks 2 LR ILE Y, RS ] 55
150~200 JF LT 9% 1 . R 5 % DL ™
HE R R EERE SRR R G AE TR
F e RO B A O B R T AR S (R AR
5 B 20 T NFE TR a2



-+ 210 - ATEW SR ARG 202142 A

H13E B2 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

RSOk R, &R E LR S R G
A B E IR VS AU SR AN R, I AT AR BB K 2
fift AL AIE™ . X F AR TR T B
B9, HAiIE OREPUs 22 M 259 , I IR LR EX
XHIE M S RpI7 T, 7 OB T 1 IR AN ER IR Y7, 4k
SEMRSE  WNELA 45 T HR KA SRR AR T, A2 1IEK
fiff Jo 25 6L S IR e - s SR R . ERTI PR e
J7 IR AR R R RN R T, AT R TR B 7
AR A AR SE O IRFMAER 2B R
311 mOsm/L [ % 245 mOsm/L, 7] {8 175 ik T 3 1%
W, ek kR G B O HLRE I S i, HL
AR AL SRR, IR

A E I A 1l RS 1A
F OB 2 NEE TR iE . NKCCl
TE VR A0 R B, ) Rz A0 A ) 5 W AL R 43
WA LA B A 3 A0 L P9 S A AR S T T A G EEE A
IR s 5 MR IR T P AR P O AR R BOR B sz AT
K ARG HE— PR A R T
it CaCO. F1 HT-29 41 it 5 NKCC1 ) K 15 2 1b 1%
LA BT T A A IR BB 1 R,
I PR Y7 1T TR AL B ) JEL B R SR

3 I R AR o B 25 478 A AL R 3 ]
eI 78 & NKCC1 £k, 45 REH, A4
R R T B L K 40 i CaCO, T HT-29 24 Jifd
NKCCI mRNA FlHE KRR A 278 A AR
R R EEIE TS AT BB K T NKCC1 .

AMPK 1E 4 A4 Wy fig 1 A 59 1 G 8 o 1
B T 45 20 M P9 BB B O i 19 7 A, AMPK 34 3
T4 B RE AR, S A I IR g B At AR A G
PRI %0 . King % BB 7R AMPK fig
% ] NKCC1 [ ik, AU RE— PR
B, A 4589 B BB 055 5 HT-29 4fl ig AMPK i
PEXE I, 040 AMPK A9 36 P 0 BE A% 350 5 A 4158
ARG 7 4F HT-29 40 s NKCC1 2% 3k A9 4 0 76 7 o
AYE A HFRRE S TS, A 458 IR 55
ey 8 2 AMPK /935 P DL R iR RS 85y
fe Tt — LB, AN, BR T T I NKCC1 ik
DLAR 2 75 30 380 2ok )8 4 S At 5 DR i i g P, e Jo
ZALABEK , TS S B TS & A v A i T ik —20
OIS

Zr LTk, A 5 IRI6 B T e I S AMPK
Wl IR Ak % 4, 3 T 4 ) CaCO, F1 HT - 29 46 il
NKCC1 &R FEETS

5% STk
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JHHLIX HPV-52 4 E7 3L R 2 2Pk 20 B il T 2l 46
o7 FLig

Fh eHEE Mkt

(# Z]1 BE WFEMALIa N XL SR 52 B (HPV-52) E7 5: PR AR S AE DL K 5000 T 4
Mk, Ak P78 HPV-52 [HMAEAR E7SL, )5 I 5 GenBank 225 )7 41 LLXT , 43 BT 1741 28 e 1k, 44
#E7IRNAG LB R A E IR R S LT E7 A T AN RN, B8 HPV-52 E7 N R F
F PRSI 2] 19 S SR R 5 4G 10 AHE R LA RN 9 AN [r] LZEAE . F DL SR iR 5848 Sl 751C>T
F1801A>G, ZR7AE K435 96.51% F1 98.84% o 3 MAE R X4 kK A{EHmAS BT 1 BIT&E XN, RS
HE AL 43 B 3R W SR M M X HPV -52 E7 & K8 53 )7 91 32 % 73 A 7E B 3% & . X T HLA-A#02: 01,
MLLGTLQVV(84-92) %%ﬁ%%uﬁi?z?f‘ﬁ T HLA-DQA1#01:01/DQB1%02: 01, ATIKDYILDLQPETT(6-20)
FOLFEM I, 218 WAL X HPV-52 E7 3L [R5 5 B AT 2750, B TP IR 98 28 i R B LA I
T 423 T30 A 2 HPV W?réﬁﬁﬁ PRI SRR 2 A AR -

[EgiR] AFLLRRT 52 85 E73E; 280, TaEr

Analysis of HPV - 52 E7 gene polymorphism and T cell epitope prediction in Hubei
Jingzhou area

LI Shuo, YE Mengxia, MEI Bing*

(Department of Laboratory Medicine, Second Clinical Medical College of Yangtze University, Jingzhou,
Hubei, China, 434020)

[ABSTRACT] Objective To investigate the characteristics of human papillomavirus type 52 (HPV-
52) E7 gene mutation and predict T cell epitopes in Jingzhou, Hubei Province. Methods The E7 gene of
HPV -52 positive samples was amplified, sequenced, and compared with the GenBank reference sequence,
and the sequence variabilities were analyzed. The E7 gene phylogenetic tree was constructed, the selection
pressure was estimated, and the T cell epitopes of E7 protein were predicted. Results 19 single nucleotide
mutations were detected in the HPV-52 E7 gene variant sequences, including 10 non-synonymous mutations
and 9 synonymous mutations. The common single nucleotide mutations are 751C>T and 801A>G, and the
mutation rates are 96.51% and 98.84% , respectively. Three non-synonymous mutations occurred in the (3-sheet
region encoding E7 protein. Phylogenetic analysis showed that the HPV - 52 E7 gene variant sequences in
Jingzhou area are mainly distributed in the B lineage. For HLA-A*02: 01, the T cell epitope with the strongest
affinity was MLLGTLQVYV (84-92), and for HLA-DQAI*01 : 01/DQBI1*02: 01, the T cell epitope with the
strongest affinity was ATIKDYILDLQPETT (6-20). Conclusion The HPV - 52 E7 gene sequence in
Jingzhou, Hubei is polymorphic. The discovery of single nucleotide mutations and T cell epitope prediction
can provide a scientific basis for the research of HPV therapeutic vaccines.

[KEY WORDS] Human papillomavirus type 52; E7 gene; Polymorphism; T cell epitope
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A T ] B SRR 1) 0 R S e A PR 1 5
=7, 5 A FL K98 R B (Human papillomavirus,
HPV) Ff 22 B YL % YIAH 1 . HPV & /N 1) XU
DNA 55, H Al € & B 200 Z Ff HPV W &I, Hirp
T AR E WA (16.18.31.33.35.39.45 .51 .52,
56.58 il 59) HAA #umtE® . BETEAW LA
] FSCA 1) 4 98 4K 1 pRb, T80 E2F ie i 4 i
HUFE , 7F HPV i 3 0y 9 A48 il SCsEAE . it
E7 £ 12 1 RS 1 e 8 i o7 i 5 i SBLARLRE A5
HPV-16 Fll HPV-18 & 4> 5K fix % UL % Wi Ff 25 e 250
HPV™ , SR1fif HPV Wi A 53 A A Hodak 22 5, & o
5% 3 W W0 L 380 JH M X HPV - 52 37 B A M 3R 0
B, EfER HPV E7 3N R AR S A M A,
A BESZ A 1 2 G N 24 FRET IR AR . Bl
[ N ZMIF 5% 45 T HPV-16 1 HPV-18 WE & | 1iii %)
HPV-52 & (A58 A B A0 S F o i it
sk 7 L 5 VR AR b XA HEY SR 5 R Y HPV A
B AR5 30 23 43 AT 1 L IR L X HPV-52 E7 JE [H
Z M B S RIE R A PP E R B SO T 4H
FEOLTI , LA N A 3 X320 5 & 2 W AIA T
PEREVE A 5% $ 0t o 2400 -

1 FARITE

1.1 — gk

W 4E 2019 4F 9 F & 2020 4F 7 A 787 B b 47
1= G T HPV F3 B I 1) 1 7 5 158 7 A0 i e A
3910 %, SEHAER (42.1£10.3) %, B i 75 40
WOAEAS B 0B B A A & R AR B2 85 R 4 L F
HE TR & R AR AR A BURE A b, REACR
I TUE T ACIAAE L 24 h N8 IUEEAR KR I . REAS
KA H AR B A W SO B M F A
WFFE AT B B At PR ZS 0L 4L
1.2 Jrik
1.2.1  HPV DNA $ZHUH1 53

HPV 43 B0 R i 2 A R e
FRA ] HPV 43 B30 & (985 PCR 7% ), Fe B
Bt UET DNA 2RI 20 ARG
1.2.2 PCR ¥ B F1

X HPV-52 [HPEREAHE AT E7 3 R RE 54 )7 91
PR, P E7IHFSI YT F:5'-GGGA
AAACATTAGAAGAG-3',R:5-TTGTTTTTCTAT-
TATTGCCTCTA-3' ., PCR I B KTk 25 pL,
41481877~ TAKARA 73 7] ) PrimerSTAR #7312

A& T T 94C 3 min; 94C 45 s,
53.5C 60 s, 72C 60 s, 3t 39 M3 ; e 5 72°C 4
{110 min, PCR j= ¥ F 2.5% Bt Jig 45 35 6 HL Ik 6
W56 2 A T A TR ( Bi) Ky A R A A
My .
1.3 J¥5lorHr

fifi i} DNAstar ¥ 3815 (1) E7 B R A7 51 5
HPV-52 % % J¥ 51| (GenBank % 5 5 : NC_001592)
FEXT, 4347 77 81 5828 1% L . MEGA-X 801 B A%
TR T3, K H Align by ClustalW X A58 H A8 A8
ST A5 R S RS 5 N A R R AT L
X, SHCE N EOAE, S5 B F 50 53 5 8
Al, X74481; A2, HQ537739; B1, HQ537740; B2,
HQ537743; Cl1, HQ537744; C2, HQ537746; D,
HQ537748, ABEEMERGE K EW , SHX E ik
# Kimura 2-parameter #% %! , Bootstrap 1 A 1000,
Hoth 2 5% & o BRIAH . PSIPRED (http : //bioinf.
cs.ucl.ac.uk/psipred/ ) T 28 FE iR 5 51 — 540
1.4 BEEEES) 0 hr

fifi Fl PAMLA.9 # {: Codeml 2 ¥ ¥ 1 J 41 PH
PEZEPEN, Ao T8 A BLAR LA S0 A I M7/M8 5 R[]
ZSrre A G o SR DU 2 56 D1 - S
(Bayes Empirical Bayes, BEB) J7 %, J5 I #f % P=
0.95 J BHE BT 25
1.5 T 2R AT

IEDB (http ://tools.immuneepitope.org/main/ht-
ml/tcell_tools.html) Fil il E7 £ 1 MHC-1 #l MHC-II
Oy FRIPUR G AN . RO E A HLA-T 250
DR HLA-IT SRR 93 A 8 W A L B ( HLA-A *
11:01,HLA-A*24:02, HLA-A*02:01, HLA-B *40:
01,HLA-B *46:01, HLA-C*01:02, HLA-C*03: 04,
HLA - DQB1*02: 01, HLA - DRBI1*14: 01, HLA -
DRBI*12:02, HLA-DRBI1*15:02, HLA-DQBI1*05:
01 Fl HLA-DPB1#04: 01) Wil T 40l 24

2 R

2.1 HPV-52 E7 K[ 9500t

3 910 i) 7 35 5% 7 240 M AR A rp RS HY R A R
HPV fH MRS 822 5], v HPV-52 H1FH A A
207 4], £& PCR 34 A1 T J5 B 4k4% 172 4~ E7
BEREZITIRIT S . 5% )5, A HLIX E7 5
PR 725 5 %k 98.84% (170/172) . 4% E7 B %51
LM A, 170 7580 8 10 AR AR 7 4



NTWERITeE 20214E2 4 $5134 4524 T Mol Diagn Ther, February 2021, Vol. 13 No. 2 - 213 -

(JEO1-JE10) , W& 1. HEHM IO HTmRE  (166/172) Fil 98.84% (170172) . FE [[A] L % 48
AR AL 10 N AER X R A 9 AR L AE . Y59D | Y59C Fil H72N & A= 18 9 i HPV-52B -1 &
751C>T #1801 A>G H ¥R &, 23 9l 5 96.51% EREANN

R1 HPV-RRETERAZEBRTRMNSERTR

Table 1 HPV-52 E7 gene nucleotide mutation and predicted amino acid mutation

E 3 RAFKIAE
Bty 5 s 6 6 7 71 1 7 1 1 1 1 71 1 7 8 8 8 "
7 9 6 6 0O 0 2 2 3 4 4 5 5 6 9 0 4 4
3 5 2 4 6 7 71 8 3 2 71 1 9 6 3 1 8 9 170
Eliq ey T ¢ € G A G T A C G C C A C C A T A
JEO1 - - - - - - - - - - -'T - - -G - - 158
JE02 C - - - - - A G - - 3
JE03 - - - A - - - - - - -'T - - -G - - 1
JE04 - - - - - - - - - - -'T G - - G - - 1
JEO5 - - - - - - - - - - - T - - G - C 1
JE06 A - - - T A - - - - - G - 1
JEO7 - - - - - - - - - - -'T - -_T G - - 1
JE08 - - - - - - - - - -'T T - - -G - - 1
JE09 T - - - - - - - - - T - - -G - - 1
JE10 - - - - - - G - - -T - - - G - - 2
Zlw@HE% T L T D S S Y Y H D S L L H L Q L L
G FEPR AT A5, 7 15 37 38 52 52 59 59 61 64 65 67 69 72 81 83 99 99
TR 5 - - I N N N D C Y N - - N - R -
— 3 | S S S S S H
2.2 HPV-52 E7R:HNRZGKEW PR
ARSI AT AR S R R SE e AR, 4 ® =0
IR IR Ho X E7 FE N 5728 7 91 70 A 7F B i & @5
JEO2 S D 3 3R L JE06 ST C 1 Ak 51 o
Aijﬂﬁ%o W_,[z]lo & E07 ?
23 iij::lx:}?\jj %*ﬁ HQ537743
Xt E7 3% R P 9351 T £ 15 1 430, 25 SRR 8 L
IHHBIX E7 3 A 5 4 v Jo FH M R0 05, WL 2, b
2.4 HPV-52 E7 % 1 T 430400 ;5:29 :
IEDB #i{ll HPV-52 E7 & 1 T A= AL, B2 = :
RS 1 A 10 7 A HILA-T2H 2% 3 35 P =
F16 4~ HLA-IT 282567 FE DR, n] F000 78 55 KB40 A [
, N N N sl
BERORAL . KT HLA-TZREA FE D, R 4 A 4% &
HQ53774: T
2% (Percentile Rank, PR) /N T~ 1.00 75 125 B A8 1% E7 e
. ‘ ‘ % HQ537746 c
B 11T 403 7 , PRI U 3 3 A0, 9 A SE—
TRNERHEA T L. X F HLA-ITZE55A
N,
SER AR S b (PR<5.00) 5 6 T 200 iz 4% B HPVR2 ETRRRGE B
%%ﬂj}j{d\lﬁﬂlﬂlf%ﬁﬁzﬂ/‘]ﬁﬁ%%fﬁ , J'—L',%% 34 Figure 1 HPV-52 E7 gene phylogenetic tree
K2 HPV-52 E7ERBEZEEASH
Table 2 HPV-52 E7 gene selection pressure analysis
F 8 X EA ok 25 57 SHU T 2AInL R TP 5
M7 -520.192791 p=0.00500 ¢=0.007 55 ARV
M8 510.853765 p0=0.766 78 p=0.005 00 ¢=1.970 36 0.68 P01 %

p1=0.233 22 ®» =1.972 19

TE:2AInL, PANMETRL 2 [A]0 BRI IR 22 1 Wi o
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Table 3 Predicted epitope binders for HLA-I alleles
s A A HPV-52 E7 @IL RS )75 HPV-52 E7 Sk HE 4 57 ¥ 51-1 HPV-52 E7 Z SRS 57 51)-2
i . . 3
T g Jik PR fir & Jik PR fir Jik PR
HLA-A*02:01 84-92 ~ MLLGTLQVV  0.08 84-92 MLLGTLQVV 0.08 84-92  MLLGTLQVV 0.08
8391 QMLLGTLQV  0.17 83-91 QMLLGTLQV 0.17 8391  QMLLGTLQV 0.17
11-19  YILDLQPET 0.50 11-19 YILDLQPET 0.50 11-19 YILDLQPET 0.50
HLA-A*11:01 51-59  TSNYYIVTY  0.74
50-59  ATSNYYIVTY  0.83
HLA-A*24:02 58-69 TYCHSCDSTLRL 0.88 53-61 NYYIVIDCY 0.80
58-67  TYCHSCDSTL  0.92
HLA-B*40:01 47-55  AEQATSNYY  0.68 47-55 AEQATNNYY 0.71 47-55  AEQATNNYY 0.71
47-56  AEQATSNYYI  0.94 47-56 AEQATNNYYI 1.00 47-56  AEQATNNYYI  1.00
HLA-B*46:01 51-59  TSNYYIVTY  0.08 7-15 TIKDYILDL 0.72 7-15 TIKDYILDL 0.72
46-54  QAEQATSNY  0.72 73-81 STATDLRTL 0.72 73-81 STATDLRTL 0.72
7-15 TIKDYILDL 0.72
HLA-C*01:02 73-81  STATDLRTL  0.38 73-81 STATDLRTL 0.38 73-81 STATDLRTL 0.38
15-22 LQPETTDL 0.57 15-22 LQPETTDL 0.57 15-22 LQPETTDL 0.57
92-99  VCPGCARL 0.67 61-69 YSCNSTLRL 0.87 61-69 YSCNSTLRL 0.87
HLA-C*03:04 73-81  STATDLRTL  0.18 73-81 STATDLRTL 0.18 73-81 STATDLRTL 0.18
61-69  HSCDSTLRL  0.27 61-69 YSCNSTLRL 0.19 61-69 YSCNSTLRL 0.19
74-81 TATDLRTL 0.32 74-81 TATDLRTL 0.32 74-81 TATDLRTL 0.32
F4 HLANRSHEENTAMNRLLEEY
Table 4 Predicted epitope binders for HLA-II alleles
S HPV-52 E7 LIRS % )15 HPV-52 E7 G L 5 F 51-1 HPV-52 E7 Z LR AL 55 51)-2
0 A (A N N N
N (DAL Jik PR AL Jik PR Vi Jik PR
6-20 ATIKDYILDLQPETT 310  6-20 ATIKDYILDLQPETT 3.10 6-20 ATIKDYILDLQPETT  3.10
HLA-DQAI*01 :
DLDOBI02 01 5-19 KATIKDYILDLQPET  3.40 5-19 KATIKDYILDLQPET 340 5-19 KATIKDYILDLQPET  3.40
’ 7-21  TIKDYILDLQPETTD  4.50 7-21  TIKDYILDLQPETTD 4.50  7-21 TIKDYILDLQPETTD  4.50
4-18 DKATIKDYILDLQPE 3.60  4-18 DKATIKDYILDLQPE 3.60 4-18 DKATIKDYILDLQPE 3.60
HLA-DQAI*01 :
OUDOBI05 01 5-19 KATIKDYILDLQPET 3.70 5-19  KATIKDYILDLQPET 3.70  5-19 KATIKDYILDLQPET 3.70
' 3-17 GDKATIKDYILDLQP  4.80 3-17 GDKATIKDYILDLQP 4.80  3-17 GDKATIKDYILDLQP  4.80

Ty
ot

B SR UL A R R el e A
HPV 325 [, E7 3 P B #0819 & rh
A AR A, O PR g8 A T A i R AR S R B
FERES i BRI A R RIRIT AR . T
fife 75 H X HPV-52 E7 5 R AR S0 Bl & ¥R 97 T 2 v
BT SR

WS R BT R G X HPV-52 E7 5
R0 A AE 15 A1 A A% iR 28 48, 751C>T
801 A>G =i A 28 AR A o5 o ASBIF 5% X6 58] JH Hi X
HPV-52 E7FEH )53 Ak 3T 19 S B R
2878 Horf C747T . A759G Il C793T BT R 28 7%
7 25 R A DL 4R, 156 BH AN [R) iy 35 (8] HPV-52 E7
FE R R AR R S AEAE 25 5, TR 5 AL o AR ol
MK E7 3 R 98 AR 55 G B . LAh , AT & B0
K RAR PP EAEAE 2 4 KDL E R R AR,

gl

YL SR 25 AN [R] , 26 RN L IX HPV-52 E7
N 7 B —E MM AE . ABFS5E 751>
T F1 801 A>G [FIFES4) Sy A 5 A8 (67 o5, A 0
BT XN 8 oA e e — 3, R sy
WG A AN ST AE LA T b DX B v B — e R 1
i P, A A R A BT 2 R AR o 3 AR R S
RAZRAEALGS ET B P& XN . HIIGYT
PERETR BT 5 R Bk S AT IR 28 7R .
HPV-52 5 K45 53 77 51 5 Hb 3 22 5, AR 8 3L [
HFHI AT, HPV-52 WA 4 DAE iR A
B.CHID, EM LB IER N F,CHIDIERED, T
AR, AT IR M X HPV-52 E7 3£
KA H 345 T B.C HI D il &, 97.65% 1) 5 7% J
G & T B ik &, 5 P RE b XY ST A5 R A
], BV IR R IR B ERR R AR I
4 HPV-52 E6 ,E7 Fll LCR 5. 3905 ik K £
J&F B CIER" . XAHLIX & A 5 HPV-52
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Tk R TR I — 2 AY . PHE R T AR 5
PR X B 55 118 335 7 4 3 5, X AS b X HPV-52 E7
SR P A A TR R 1 43 AT, 2 BRI M X E7 5
PRI 1) v G B P S R A7

TR T I I T RT A E ONE T BR CER
IR BE AR T I JE% L 4 T A S R A B PR X E
YL F RS LY, BT R LT S vk
PRI F Ik, BRI R T AR A R
] T R T 052 04 T 40 it e 47 i Foml , H
H T = ZA4E T HPV-16 Al HPV-18 il A1
B U B T HPV-52 SR YL R & | [H i HPV-52
IR JT R E T IO SRA T AN 5 2R AR
X% HPV-52 E7 75 1 T 40 o 25 57 70 , 57 26 1 41
XA X B7 25 (B FRARR AL o X T HLA-1 2855430
FE I, B F S52N. Y59D., Y59C ., H61Y . D64N I
L99R RAF i ZAF A7 B A MR . X F HLA-IT
JEAE LA, T ) 35 T a8 0 R A R AL
FERR AR S o T X SR ] g8 AR X R A SR
A B s, AR G HLA-ITE 556 FE A
114 B ) 2% 7 1 00 45 S |, F — 20 i HE IR B A R
] AR () HLA-T 2 55 A0 56 R B il 1 3R 7, & 3
T 2 426 A 5% B9 # 7 YILDLQPET (11-19) il
TIKDYILDL (7-15) , ¥/ 7 ATIKDYILDLQPETT
(6-20) 24 SR IX Bt o X T HLA-T RS54 69,
73-92 {37 G LR X 38k 25 A 58 AE X HLA-IT255%:
PR T 73-92 1 R PR X BE Y R4 PR KT
5.00, 5 HUAL, I 6-20 ZIERR X B E7 A1
R A EEE KA BT EA SN
HPV-52 JRI7 T RE T .

Zr LTk, A B 5838 2 43 AT W A6 N B X
HPV-52 E7 B X ¥ 91728 71k, KL Z A A IR A2
AL VL S SRS R G B AT 20 T A b X
E7 3P AS S5 a5 o T 240 Jf 3= o7 Fou il & 30 1) 2 i
BT W R ALK IS BEE IR YT M B T ] A
Lk

&% 3k
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TR 2 B AEBEI & S DRI 2RI AF AMIIEA
RROR

st BELE: FERAS

(# ZE] BH HRUHRE P RIS 25 Y B IR T 2 A 2O U ZE (AMI) (8 5 1957 4%
KA L35 WS EE 14 (cTnl) \D- 84K (D-D) JRER (UA) | JULER I8 BE A T/ (CK-MB) (U320, Fik  PEEL
P B A3 4 107 ) 4F AMI R MR 31 (7 B B2 2H oK H 2 M 2L, X FE A (=53 ) 5 FH 24 Tk it 0 24
TRIT B (n=54) T LA SR B 7 AR BRIE 5 25 W0 Yk J0E S 3R IB 97, % LG I 43R 97 RO LIfLTE ¢Tnl \D-D
UA .CK-MB /KLU B IEAR R Fi 4, &R SIS 8B 8508 TR, 2 3 Gt 2# 38 L
(P<0.05) . MELLIRYT G TIMI ML/ AL T X IRAL, 25 A G T 2238 L (P<0.05) o (Y7 ), AR 4L ML s
cTnl .D-D \UA .CK-MB /K3 F X BRAL, AR AR Y7 A5 S 4808 2210 R T X RAL, 2R A S5
X (P<0.05) o WLEEA BN [0 48 45 (MACE) & A2 RAIK X B4, 25 5 S it 22 3 L (P<0.05) 6
gt R AR PRI A 25 Ve I S ARIA T AR AMI R E T AU 3, BEUS A S AR AL T ¢ Tnl \D-D
UA .CK-MB 7K /DO A R34k A

[X8iE] OIS, 247 SR DAY, Wi c 28

Effects of tirofiban hydrochloride combined with drug eluting stent in the treatment of el-
derly patients with AMI

JIANG Xiangling'*, XU Guohua®, LI Yanzhen’

(1. Department of Pharmacy, Sichuan Forestry Central Hospital, Chengdu, Sichuan, China, 610081; 2. De-
partment of Cardiology, Sichuan Forestry Central Hospital, Chengdu, Sichuan, China, 610081; 3. Depart-
ment of Pharmacy, the Fourth People’s Hospital of Sichuan Province, Chengdu, Sichuan, China, 610016)

[ABSTRACT] Objective To explore the curative effect of tirofiban hydrochloride combined with
drug eluting stent (DES) on elderly patients with acute myocardial infarction (AMI) and its influences on se-
rum cardiac troponin I (¢Tnl), D-dimer (D-D), uric acid (UA) and creatine kinase isoenzyme (CK-MB).
Methods A total of 107 elderly AMI patients who were admitted to the hospital were enrolled and divided in-
to the control group (n=53, DES) and the observation group (n=54, tirofiban hydrochloride combined with
DES) by the simple random grouping method. Curative effect, levels of serum ¢Tnl, D-D, UA and CK-MB,
and adverse cardiac events were compared between the two groups. Results The total response rate of clinical
curative effect in the observation group was higher than that in the control group, and the difference was statis-
tically significant (P<0.05). After treatment, the blood flow classification of TIMI in the observation group
was better than that in the control group, and the difference was statistically significant (P<0.05). After treat-
ment, the levels of serum cTnl, D-D, UA and CK-MB in the observation group were lower than those in the

control group, the difference value of each indicator before and after treatment in the observation group was

AR A w)| E T ARt A F &R SASA S8 B (17P)032)
A5 1w Ak s B R AR, WO, R AR 610081

2. W) B ARk s B s f AR, mOIl AR AR 610081

3.0 B AR IE R 2520, w)Il R AR 610016
*iBAZAEF - %A, E-mail : qianquanfeil39@163.com
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higher than that in the control group, and the differences were statistically significant (P<0.05). The incidence

of major adverse cardiovascular event (MACE) was lower than that in the control group, and the difference

was statistically significant (P<0.05). Conclusion

Tirofiban hydrochloride combined with a drug - eluting

stent has a significant effect in the treatment of elderly patients with AMI. It can effectively reduce serum

c¢Tnl, D-D, UA, CK-MB levels and reduce the occurrence of adverse cardiac events.

[KEY WORDS]

2P 0 ILFE ZE (Acute myocardial infarction,
AMI) & R 6 F 2 AF N gt R Y H 2030 , 6 4 12
7N, 3R E AR NBE AMI R0 R 8 Wit & SLT R 5
fe o AR B R A SRR 2R e ok I AR T B
1 B IS I 2E R AMI AR ) R R, S R
SN T A AT LA e AMIJRYT LS . 2R S
AT AMITENG R HE R Tz, FERT et 1 7pk
7 BRI SR N P e AR R AEIRYT i AR
o N IR BRI 7 255 B 5 | B T2 v 1 A5 A 1T
IR WIS, W HRIT SR E e, R
AR R MO AR I b/ I a 4104 59) , BB 45 4
PO I R A Jd b AT B SRR NG IR
AP/ IMRIRYT AT RESS T | & /M s 4E | 35
SIS o ABESE SRR RS Y AR PG 24
YU S 2R T AR, LA KON I 3 LSS 25 1 (car-
diac troponin I, cTnl) \D- /& (D-dimer,D-D) .
PR 12 (uric acid, UA) | LR ¥ 1 [] T i ( creatine
kinase isoenzyme , CK-MB) ()52, BLHGAE AT -

1 BREFE

1.1 — ek

PEHL 2018 4F 1 H & 2020 4E 6 H EE [ a1y
107 B4 AMI B3, 99 A bR - OFF & (Bt o
JIE 973 1) i 24 S Wikt ) @4y =60 % ; OFF &
29I S AR T HRIE s AMI & 2 20207 I
[ AN 3 12 hy SN A 58 1K I 2 1 [F) 2
P HEBRARE : O IO 5B g OB 5 s Q™
L VBT S @ F I R s @)™ %
e s A RGBT ; @B I MR R Bm . R

Acute myocardial infarction; Elderly ; Tirofiban hydrochloride ; Drug eluting stent

I T BB AL 70 2 ks 28 5 0 Ry 6 HR A 53 491 UL ¢
20 54451, P — Moot LB 22 S e gt L (P>
0.05), W% 1. AWFITiE i B2 Befe B2 0L Sttt
1.2 ik

Xof HECZH AR T B 45 7 el ) DG bR (5 = 24
it PR 28 ), [ 25 v 5 120130078, 100 mg) 100
mg-+i R S M T (PR IE T 25 BRA A, [ 24
M- H20056410, 75 mg) 75 mg T ML /M B4, R
o DU R B KR T L 80~100 we/kg , AR H L
A7 B] ] DT AR+ R S SEUMEAS 5 OB YT, I R R
ST FHF %, 12 bk, 1 mg/kg, EZEES 5~7 d.
R 7E 5t R L il 45 T ER R P AR BE, WA
HFE SR K N AR P AR BE, 10 pg/kg, 5 min P
W IE 5, Z G RrEe# kA, 0.15 wg/(kg - min) ,
Fr4E 24~36 h,,

T AL A F AR T 14 H T R A I8 i ki
5 mL, B0 50 B ML , AL & ORI Tl 7K
S i A I CK-MB /K S, 5 He 3 i 46
D-D 7K, H 7 Olympus AU5400 %4> [ 8l 4= 1k 43
FrACI 3 UA Ko 3550 & T U 18 A= 4
HFEARGR A,
1.3 WEAEIR

Wi IAY7 A5 M7 ¢Tnl .D-D . UA .CK-MB
K. QMEIFIC FEWA EEA KO 4 FHA4F
(Major adverse cardiovascular events, MACE ) % /-
185 00, WREE I ) LU B R IRIRIT R 8 1 d, Wi
MACE 5.0 IR TEFET U2 Sk 2Pk S 48
WIS . Qi MR YT A BN, A4 i/
Hak A | L

F1 MA-MABLLE (2(%), (xzs5) ]

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

; e A Ay i , N - L]

A o) gpy DR RIE RIS e T ey feRaik
WLEE 54 35/19  65.90+226  17(31.48) 26(48.15) 43(79.63) 11(20.37) 27(50.00)  4(7.41) 23(42.59)
Xt B 2] 53 3716 66.14+2.31  20(37.74)  30(56.60) 40(75.47)  12(22.64) 24(4528)  5(9.43) 24(45.28)
PalAlE] 0.304 0.543 0.463 0.767 0.266 0.082 0.300

P1H 0.582 0.588 0.496 0.381 0.606 0.775 0.861
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1.4 J7PROEAG

Ol 1 B Ik 52 145 1 52 (Digital subtraction
angiography , DSA ) i £ Xt e AR 20 [Tk A FEAH O i 4
FE38 5 i AR Gl AT T T 4R - TIMIL 0 9% TIMI
14 TIMI 2 ¢\ TIMI 3 . 7697 R 45 o 5 PEAR 7
YLIT AL, W PRI RBOFAL ™ 43 g = FP a5 5L Wk A
RO TCRL o H TR B8 53 B, D i e AR
TN F . B R = A R
1.5 Gil#orbr

BT SPSS 20.0 FAHE, T HETTR (its)
FOR R K5 TSR n(%) R R kg
FUEHf Fisher K36, LA P<0.05 M2 RA G HF X
2 4R
2.1 PRI RS A L E

WER A W ARSI SR ROR i T iR AL, 22 57
HE i3 L (P<0.05), L2,

F2 WMAFTHER (2(%)]
Table 2 Comparison of curative effect between the 2 groups

(n(%) ]

2.2 W4LIAYT S TIMI I 43 9% e A
WL VG T Ja TIMI L AR T X5 B4, 22
SH G R L (P<0.05), 1L 3,

*3 WHERITE TIMIILTE S RS (2(%) ]
Table 3 Comparison of TIMI blood flow classification

between 2 groups after treatment [ 1(%) ]

2151 n TIMI 1 %% TIMI 2 %% TIMI 3 %%
US4 54 0(0.00) 1(1.85) 53(98.15)
X 2 53 1(1.89) 7(13.21) 45(84.91)

P 6.144

P 0.046

2.3 MR YTHIE ILE cTnl . D-D . UA ,CK-MB
K

BRI R, B4 I cTnl . D-D . UA .CK-MB 7K
Vb 22 7 G 2E 7 L (P>0.05) 51697 i, A
2 1L 7 ¢Tnl . D-D . UA . CK-MB 7K V- #J i F X it
4, MELALIRIT TG A 8 hn 22 (H R TR, 2
SA G R X (P<0.05), W4,
2.4 MACE &H# i

ME L] MACE & A= R AL T X iR 2
GiitefE L (P<0.05), 1L 5,

2R

5 n AL B ToAk BARL 2.5 WA B R i

WM 54 52(96.30)  1(1.85)  1(1.85)  53(98.15) . .

XIHE 53 42(79.25)  3(5.66) 8(15.00)  45(84.91) P AR LI N ol D R I, A 2 00
i 4491 SRUUA BN 2 % 0 TR LU, 22 TR
P 0.034 N

X (P>0.05), W#E6.
£4 WABFHIEIME cTnl.D-D.UA.CK-MB 7K FE b2 (x+5)
Table 4 Comparison of serum CTNI, D-D, UA, CK-MB levels between the 2 groups before and after treatment (x +s)
415 n A 1] ¢Tn 1 (ng/mL) D-(mg/L) UA (pmol/L) CK-MB(U/L)
Uk =S4 54 IRYTHT 5.72+1.67 0.95+0.31 426.35+81.69 59.37+18.63
BT IR 0.24+0.11 0.27+0.12 304.47+61.12 20.44+5.92
1l 22.305 15.861 8.779 14.635
Pl <0.001 <0.001 <0.001 <0.001
TRIT TG 2 5.48+1.45 0.68+0.25 121.88+35.73 38.93x12.74
X RE 2 53 RITHT 5.50+1.73 0.92+0.33 430.19+79.37 61.15+20.07
BT IR 0.79+0.34 0.41+0.16 352.68+68.45 29.60+9.14
& 19.631 10.219 5.434 10.513
PIH <0.001 <0.001 <0.001 <0.001
VRIT G 221 4.71+1.38 0.51+0.20 77.51+18.90 31.55+10.38
t e (H 2.813 3.880 8.007 3.282
P wsrinsen 0.006 <0.001 <0.001 <0.001

K5 WHEAMACEXRERLE [n(%)]

Table 5 Comparison of mace incidence between 2 groups

K6 MATRRERMEEE [n(%)]

Table 6 Comparison of adverse reactions between the 2

[n(%)] groups [1n(%) ]

OUEYE 2k 2k 5 WAk an %
Wl n onay  CRE 2 I;iu/Jz,u €8 MACE 451 no AR SRR ey 5
B = mz”:) i?"('j‘”)“”% 7’?*?) Wgdl 54 1(185)  1(1.85) 2(3.70)
WMEd 54 1(1.85 0(0 0(0 1(1.85 ey =
X4 53 5(9.43)  1(1.89) 2(3.77) 8(15.09) ﬁ‘f‘"ﬂ o 1(1:89) 0(0) 1(1.89)
Py 4491 a1 <0.001
Pl 0.034 PfE 0.987
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PN S AR R 22 ATRIT AMI T K
Z— FEWGIR N )z o {HE T AMI 835 w1k 50
ok P IR 3 22, AT 25 R I S AR YT I 45 o R A
I A4 6 % 11T 3 o 32 i S 79 P 2, o R4 T 1
HLERIMG , 2iayy . B FATIRIIaIT
) AMI B3, ] 38 35 5 A /Nl TR 7 A BRI i A2
T JE S Az 2R, D58 A R O e R 3 ik o 3 1 DA &
O A G E
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Expression of Pokemon, TIP30 and HCCR-1 in rectal cancer and their relationship with
prognosis

FAN Liwei, GU Caizhe, ZHAO Yanhuan, LI Xun, FU Xiaoxia, ZHANG Lei, WANG Jingkun, ZHANG
Dongjiao™*

(Hospital of the 82nd Group Army of PLA, Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To investigate the the expression of Pokemon, TIP30 and HCCR-1 in rectal
cancer and their relationship with prognosis. Methods 100 patients with rectal cancer who were admitted to
this hospital from June 2016 to June 2018 were enrolled.100 rectal cancer tissues and adjacent tissues were col-
lected during the operation. Immunohistochemical methods were used to detect the expression levels of Poke-
mon, TIP30 and HCCR-1 proteins. The differences in the clinical data of patients with different expressions of
Pokemon, TIP30 and HCCR-1 were compared. All patients were followed up for 2 years after the treatment.
Multivariate Logistic regression was used to analyze the risk factors affecting the prognosis of patients with rec-
tal cancer. Kaplan-Meier survival curve was drawn to study the effects of Pokemon, TIP30 and HCCR-1 protein
expressions on the prognosis of patients with rectal cancer. Results The Pokemon and HCCR-1 proteins in rec-
tal cancer tissues were significantly higher than those in precancerous tissues, and the TIP30 protein was lower
than that in precancerous tissues, and the differences were statistically significant (P<0.05). There was no sig-

nificant correlation between age, gender, and the degree of local infiltration and the Pokemon, TIP30, and HC-
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CR-1 protein in patients with rectal cancer (P>0.05) , but Dukes staging, lymph node metastasis, Pokemon,

and HCCR-1 protein expression are positively correlated. The degree of tissue differentiation and TIP30 protein

expression were negatively correlated (P<0.05). The 2-year survival rate of 100 patients with rectal cancer was

43.00 % (43/100). Dukes staging, lymph node metastasis, degree of differentiation, high expression of Poke-

mon and HCCR-1, and low expression of TIP30 were independent risk factors affecting the prognosis and sur-

vival of patients with rectal cancer (P<0.05). The average survival time of the Pokemon and HCCR-1 protein

low expression group was longer than that of the high expression group, and the average survival time of the

TIP30 protein high expression group was longer than that of the low expression group, and the differences were

statistically significant (P<0.05). Conclusion The level of Pokemon, HCCR-1 and TIP30 are closely related

to the prognosis in the tissues of rectal cancer patients, and can be used as molecular markers for predicting the

prognostic survival of patients with rectal cancer and potential targets for tumor therapy.
[KEY WORDS] Pokemon; TIP30; HCCR-1; Rectal cancer
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x1 HFEEARAIESHS R Pokemon, TIP30 & HCCR-1 F B FKFERELE (n(%) ]

Table 1 Comparison of Pokemon, TIP30 and HCCR-1 protein expression in rectal cancer tissues and adjacent normal tissues [7(%) |

o . Pokemon & [ TIP30 & HCCR-1 % H
) -+ e mREREG%) - o ERBR%) -+ o+ EmERBE(D)
JROEHLL 100 45 31 14 10 24.(24.00) 10 39 42 81(81.00) 46 32 17 9 26(26.00)
S A 100 6 8 48 38 86(86.00) 33 38 17 12 29(29.00) 5 11 51 33 84(84.00)
PalE! - 77.657 54.626 67.960
P1E - <0.001 <0.001 <0.001
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1 E R H LR H R Pokemon  TIP30 & HCCR-1 R &AWL EE (SP, x 500)
Figure 1 ~ immunohistochemical staining of Pokemon, TIP30 and HCCR-1 in rectal cancer (SP, x 500)
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Table 2 Comparison of Pokemon, TIP30 and HCCR-1 protein expression levels in different clinicopathological features and

rectal cancer tissues [ (%) |
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Table 3 Univariate and multivariate analysis of prognostic factors in patients with rectal cancer
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Sk FERE AL Pk i B8 BB 17 LP-PLA2 . MMP-13 53))
RIS RN &

i &L FE2HF FE@W*

o

(& E] BE& 0l IR TE fe i i 18 56 8 5 I 75 IR 3 VA SC BN i A2 (Lp-PLA2) (JE 4
J& 8 T 13 (MMP-13) 381K S 5 ke A= R BE A OCE . ik #EHL 2016 4F 12 1 2 2019 4F 12 H 4B
WCIA B 92 151 B ok ok A B A P 22 e i A A6 2 1 SR R ER AL, 0 B 4000 7 A e 04 T4 A4S ) 86 {511t R A BRI
X IR X EE P I T Lp-PLA2 \MMP-13 /K-, 32K FH Logistic [=] U4 54 23 Br 52 i) s [k ks A A £k 1 A
FEAE 8 25 S5 ko 28 R FE MG I8 R 22, 3l 3 ROC 1284341 Lp-PLA2 \MMP-13 K& — 3 A A %) 3y Jik s
FERGE AP 0 A5 BE R0 38 sh kB 25 RE I TN AN B . 5 5R ULgE 4] MMP-13  Lp-PLA2 /K- & 25 & X ]
M, 225 BA SRR L (P<0.05) o e JIH L H il =g I B s 8 1 R O NTHSS 314 \MMP-13
Lp-PLA2 Ay 5% WA B JJk ok A6 R A P i 45 A6 A6 25 20y kople 7 7 1 1) B IRL 2R (P<0.05) o IFLFT s 3l = AR
FRENREE WA  NIHSS $E4 \MMP-13 . Lp-PLA2 >y 5% Wi 2 ik 583 R R Ak 1 106 458 46 i 3 50 ko 25 72 BE 1)
ST FG K H 22 (P<0.05) o % ROC HiTZR 43 #7F MMP-13 . Lp-PLA2 Jz — 14t 28 F 1 B4 51 4 0.794
0.889.0.953 , % TR bR M 28 N A A AR B K . 538 vl ad s Wil MMP-13 \Lp-PLA2 /K-, T it
SR BR R B AL AT FE R 35905 155 175 100 , MMIP-13 % Lp-PLA2 T4 Sy 31 Ueir 20 ik 543 e B A 1 i A 9 #8225 5
ok I A5 2 A R 1) SRS o

[XBiR] skl FEaE{L; INAESE ; LP-PLA2; MMP-13; Sk B 78 T2

The relationship between serum LP-PLLA2, MMP-13 and the degree of arterial stenosis in
patients with atherosclerotic cerebral infarction

XIAO Hua, GAO Yuan, LI Yuping, GUO Yuanli*

(Department of Neurology, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To investigate the expression of serum lipoprotein-associated phospholipase
A2 (Lp-PLA2) and matrix metalloprotein-13 (MMP-13) in patients with atherosclerotic cerebral infarction
and their relationship with the degree of arterial stenosis Relevance. Methods 92 patients with atherosclerotic
acute cerebral infarction admitted to our hospital from December 2016 to December 2019 were selected as the
observation group. 36 healthy people who underwent physical examination in our hospital during the same
period were selected and set as the control group. The serum levels of Lp-PLA2 and MMP-13 were compared
between the two groups, and the logistic regression model was used to analyze the risk factors affecting the
degree of carotid artery stenosis in patients with atherosclerotic cerebral infarction. The ROC curve was used to
analyze the predictive value of Lp-PLA2, MMP-13 and the combination of the two in the degree of arterial
stenosis in patients with atherosclerotic cerebral infarction. Results The levels of MMP-13 and Lp-PLA2 in
the observation group were significantly higher than those in the control group, and the difference was

statistically significant (P<0.05). Total cholesterol, triglycerides, high - density lipoprotein, low Density
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lipoprotein, smoking, NIHSS score, MMP-13, Lp-PLA2 are the single factor that affects the degree of

arterial stenosis in patients with atherosclerotic cerebral infarction (P<0.05). Total cholesterol, triglycerides,

low-density lipoprotein, smoking, NIHSS score, MMP-13, Lp -PLA2 is an independent risk factor affecting

the degree of arterial stenosis in patients with atherosclerotic cerebral infarction (P<0.05). The area under the
curve of MMP-13, Lp-PLA2 and the combination of the two were 0.794, 0.889, 0.953, respectively, and the

area under the curve of each indicator was the largest in the combined test. Conclusion MMP-13 and Lp-

PLA2 can be used as important indicators to judge the degree of arterial vascular stenosis in patients with

atherosclerotic cerebral infarction.

[KEY WORDS] Atherosclerosis; Cerebral infarction; LP-PLA2; MMP-13; Degree of arterial stenosis
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stenosis in patients with atherosclerotic cerebral infarction
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stenosis in patients with atherosclerotic cerebral infarction
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Figure 1 The predictive value of MMP-13, Lp-PLA2 and
arterial stenosis in patients with atherosclerotic cerebral

infarction
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LncRNA OIP5 - AS1 targeting miR - 511 - 3p inhibits the proliferation, migration and
invasion of lung cancer cells
ZHANG Yaosen*, LU Guojie, ZHONG Huiling, GAO Jianwei, CHEN Yayong, HU Ruijuan

(District 1, Respiratory Center, Guangzhou Panyu Central Hospital, Guangzhou, Guangdong, China
511400)

[ABSTRACT] Objective To study the effect of LncRNA OIP5-AS1 on the proliferation, migration
and invasion of lung cancer cells, and its mechanism. Methods gRT-PCR method was used to detect the
expression of OIP5-AS1 and miR-511-3p; MTT method was used to detect cell proliferation; Transwell assay
experiment was used to detect cell migration and invasion; Western blotting method were used to detect
CyclinD1 and MMP-2 protein expression; and the dual luciferase reporter experiment detects the targeting
relationship between OIP5-AS1 and miR-511-3p. Results Compared with normal lung epithelial BEAS-2B
cells, the expression of OIP5-AS1 in lung cancer cells A549, NCI-H23 and NCI-H2170 was significantly
increased, and the expression of miR - 511 - 3p was significantly decreased; knockdown OIP5 - AS1 or
overexpress miR-511-3p significantly inhibits the proliferation, migration (72.42+7.73 and 68.52+5.63) and
invasion of lung cancer cell A549; OIP5-AS]1 can target and negatively regulate the expression of miR-511-
3p, and inhibit miR - 511-3p to reverse the effects of partial knockdown OIP5-AS1 on the proliferation,
migration and invasion of lung cancer cells A549 (P<0.05). Conclusion LncRNA OIP5-AS1 inhibits the
proliferation, migration and invasion of lung cancer cells through targeted regulation of the expression of miR-
511-3p.

[KEY WORDS] OIP5-AS1; miR-511-3p; Lung cancer cells; Proliferation; migration; Invasion
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it 98 2 WP W B} 8 UL ) M R 2 — |, B
RIGEE T HCTZEHN 5 AR T 5 3 2 A e L, AR
FURRESE T R P AR R TR R
T EL 20 B T E R EU it R 1Y 5 AR TS AR AT
AR T 20%2 . KAEE ST RNA /R 1 fili
P R B B i SRV AR S 5 il 0 A0 T 1
B TR IR 2855 TE IR RIZ B FG o7 h BAA T TR
B P BFSE IR, OIPS-AST 7E ilifis 4 2 h 3¢
SR S SN DL by N N AR 2 21
J5 AN BLAH 5 5 B OIP5-AS 1 RE g 410 441 Jii 9 240 i 1%
K4 %E , OIP5-AS1 i i+ J#4% miR-378a-3p {7 ifi i 21
HLAYIETE o miR-511-3p TERTSRIE 45 EL A5
e v SR Rk, RS R B, miR-511-3p 1 Hij
) R A S A e =S VN N I B R B B
PR A7 301 95 26 AH 5 | 3 3K miR-511-3p 7] DL 2
8] A s 200 B P 188 B RIS R SR 7 i v %)
FERLHI M AS B o DR UG, AS B 52 8 48 5 LncRNA
OIP5-AS1 i jzf 1 [f1) 1 #5 miR-511-3p X ifi I 41 Jifd
FYEEE TR AR B B .

1RSSR

1.1 4 3= 245

NIE & M 1 Hz 41 s BEAS-2B 1 A fii 9 41 it
A549 \NCI-H460 . NCI-H2170 ¥ [ E Bl % Bt -
TFAIME ; FBS .RPMI 1640 114 [ 26 [E Gibco 23 7
Lipofectamine 2000 12X & | Trziol 1251 & Fli0fi 4% 5x
B & A 52 [E Invitrogen /3 7l s T 8 R HERE 2 .
MTT A5 & B Jb s &R 3 A A Transwell /NVE |
Matrigel & 37 it 19 [ 3¢ & Corning /A A ; CyclinD1
Hilk .MMP-2 $if& . GAPDH #i /4 [ 2% [E Abcam
8L R Z A & 55 18 Promega A F 5 519
Hy 19 B 8 WA o
1.2 Y8 3 S5 Y

NIE & il F Bz 40 I8 BEAS-2B 1A fili g 41 Jifd
A549 . Fll NCI-H460 \NCI-H2170 & F 5% CO,.37C
AR, B FR AN & A 10% FBS 100 U/mL
T %% 7 A1 100 U/mL %5 %5 % ) RPMI 1640 35 77 5
0 M A K 2 85% I, A BB S AL AR AR R 5% . 4%
X5 A A 30T B il e AN B AS49 TE K% 3% N B ORE 4
JIt , #R J5 % B8 Lipofectamine 2000 32 7] & 15 B 5
si-NC 41 ,si-OIP5-AS1 41 .miR-NC 4] \miR-511-3p
2 . pcDNA 4 .| si-OIP5-AS1+anti-miR-NC 21 Fl
si-OIP5-AS1+anti-miR-511-3p £ , # Y« & A549 41l i

H Y% 6 h SR R R O AR S R 48 ho
1.3 OIP5-AS1fllmiR-511-3p [k

B2 £ 41 9 1E 5 il R 40 i BEAS-2B LA
Jiiti S5 44 2 A549 . A NCI-H460 . NCI-H2170, % i
Trziol 157 & 14 B 45 2 UL RNA, 76 40 G G T
D72 RNA 21 B8 Frk B R A 3 % Sl R0 0 3
cDNA, 9K J5 #F 47 qRT-PCR ¥ # , H: v 43 51 LA
GAPDH 1 U6 fE R NF N Z
1.4 MTT Fa il 4 g 334 7

1.2 4% 20 i 98 ZH M9 A549, il A 0.25% Ji il T
FRARAE , SR I 5 20 LR I B 22 96 FLAR P9, 41 i
WIER 2x10° /4L, SR IR 22 48 .72 h N, FAL N
Bl A 5 mg/mL MTT, ¥ 3% 4 h, ¥ 3 W N fin A
DMSO, TERHRAL A400 252K A6 0 240 A I 5 2 A
1.5  Transwell K0 21 ffd i F% Fll{=2 28

Y1 B B SE K« B 1.2 45 2H R 40 i As49, %
FHAS £ 1375 19 RPMI1640 15 35 52K 20 fitd 25 15 i 4%
N 1x10°4/mL. SR 5 1 Transwell T 2 /NE A
400 pL 75 10% FBS f) RPMI 1640 § 5% 3 | Tran-
swell FJE/NEIIA 100 WL 40, FE/INEHRAT
FEREEF 8L EMERBELIRLETE
R 4, I [T 5 20 10 min S, 2R 45 S22 s (4,
30 min, B T REVLEE 5 S PUEF S RELEE
O A

Y AR 22 525 7E AN B LS 1) RPMI1640 15 5%
N ¥ B8 123 LU 6 BE Matrigel JiE 5 i, 7F Transwell
JZ/NE IS BB 100 L 20 M, HoAt 2 38 )
ERER IR,
1.6 A RBREENE LK CyclinD1 1 MMP-2 2
EESSIN

1.2 4% 2 i 987 240 L A549 SR 5 B0 5 vk H2 B
M SR T, e R R R R AR . VKA
BT LIS R, 7F SDS-PAGE AL
A 40 wg EAFE S, 7% 4% 2 PVDF X I, % R 3
M35 1 h, LA —¥31, CyclinD1 $i4& . MMP-2 $i{£&
F1 GAPDH Hiffk , ATt & 85 5%, N Z i, % i b5
7% 2 h, i i ECL & 52 B, 20 Hr 8 1 4% K BE A,
T4 CyclinD1 F1 MMP-2 & [
1.7 BUESE RS 5256

B 1.2 4% 25 i e 40 AS549 T AL KR B 4 i
FiBE 2 110 N /FLIEFR 2 24 FLA P, K557 48h., ¥
Fa 5 () OIP5-AST B A= il 44 (wt-OIP5-AS1) Fl %
5 7 (mut-OIP5-AS1) # /A& 5 miR-NC 5 miR-511-
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3p ML Yy B g iU ) J AR SRR 48 h, SR X
3R T ) 5 A0 2 ' 2R TR 4
1.8 Gtk

K G284 SPSS 22.0 #E4 7504 23 #r 5 11
TR (x +5) Ko, AT SRS 0 A, PR A e
B AT ¢ K5, 22 A ) G L R R T 20T
Ph P<0.05 RRZEFAH G FE L,

2 &R

2.1 OIP5-AS1 Fl miR-511-3p 7E i 4 b () 23k
55 1E % Al b B2 40 0 BEAS-2B A Fb |, il Jea 40 ity
A549 \NCI-H23 fll NCI-H2170 1 OIP5-AS1 % ik &
1 5 2 8 (P<0.05) , miR-511-3p ik &2 B
Bk, 2R A gt 8 L (P<0.05) . W& 1,

&1 OIP5-AS1 # miR-511-3p £ R 40 1 op A R 3%
Table 1 Expression of OIP5-AS1 and miR-511-3p in lung

cancer cells

S OIP5-AS1 miR-511-3p
BEAS-2B 0.98+0.07 1.06+0.07
A549 2.44+0.28 0.41+0.03
NCI-H23 1.57+0.18 0.87+0.06
NCI-H2170 1.85+0.20 0.66£0.05
F1a 28.388 78.723
P1H 0.000 0.000

2.2 @k OIP5-AS1 X i Ji 4 ifd A549 (35 iF
SRR ZE 1 52 M)

55 si-NC H#H [t , si-OIP5-AS1 4H ) OIP5-AS1
Fik (ODH (48 .72 h i) iEF 2B AN A% H LA
J% CyclinD1 \MMP-2 8 H &k W E FRAL, 2255 H
it X (P<0.05), WK1 .32,

si-NC  si-OIP5-AS1
CyclinD] (NN s 35 kDa

MMP-2 D e 7 kDa
CAPDH «ume @ 30 kDa

pe

s

YE: Al CyclinD] \MMP-2 % 1k ; B JiEf (22204, 2RI

SEim SR O O ECH 50 pm.

1 BH{R OIP5-AS1 Xt FEE4HAE A549 HIE B FBEH N
Figure 1  Effect of knocking down OIP5-AS1 on the

migration and invasion of lung cancer cell A549
2.3 i 3k miR-511-3p X i i 40 I A549 #y 3%
Bl TR MR 28 152 Wil
5 miR-NC 44t ,miR-511-3p ZHAY miR-511-3p
23k 5 3 19N (P<0.05) , 1 OD {A (48 h #il 72 h
W) GERE AN A B =22 4% H (CyclinD1
Fik M MMP-2 8 R I8 B E R 2E A ge it

FE N (P<0.05), WK 2.3,
A B miR-NC

miR-NC miR-511-3p
CyclinD] WEEND e 5> KkDa ... §
MMP-2 WD W 7. kDa
cappn D S 30 D2 (1%

miR-511-3p

HE 1A CyclinD] MMP-2 2 (15355 B 3T (220, £ 5 RI
SEEEY O OGO 50 wm.
2 FFRIE miR-511-3p X AHFEE AR A549 BIEBFE R
skl
Figure 2  Effect of overexpression of miR-511-3p on the

proliferation, migration and invasion of lung cancer cell A549

R2 B OIP5-AS1 Xt B 40 B A540 RIS ERB AR BRI (v2s)
Table 2  Effect of knocking down OIP5-AS1 on the proliferation, migration and invasion of lung cancer cell A549 (x+s)

0D (450 RS % A —
44 OIP5-AS1 o (450) — i Eﬂil\ﬂﬁ)ﬁ H f‘z‘jﬁiﬁ%ﬁ H CyclinD1 MMP-2
si-NC 2124025 0712007  0.87+0.07 154.61£16.35 133.6012.43 0.98+0.07 1.02+0.09
si-OIP5-AS1  0.85:0.08'  0.46£0.05  0.58+0.04° 72.42+7.73" 65.6526.58" 0.4420.05° 0.5120.04°
i 14.515 8.719 10.791 13.634 14.494 18.832 15.535
P 0.000 0.000 0.000 0.000 0.000 0.000 0.000

12 5 si-NC H#,*P<0.05,

F3 FFRIE miR-511-3p X AHEMAE A549 BILE EBMEEMEI (X s)
Table 3  Effect of overexpression of miR-511-3p on the proliferation, migration and invasion of lung cancer cell A549 (x+s)
] ‘ 0oD(450) e A s T ] (A :
Pl miR-511-3p oh = IRAMEEE (1) REBMEEHE D) CyclinDl  MMP-2
miR-NC 0.48+0.05 0.77+0.07 0.92+0.08 141.33+14.82 136.44+13.16 0.95+£0.08  0.97+0.08
miR-511-3p 1.76+0.17" 0.52+0.05" 0.65+0.06" 68.52+5.63" 62.16+5.39" 0.49+0.04°  0.54+0.05"

t{H 21.670 8.719 8.100 13.778 15.670 15.429 13.674
P 0.000 0.000 0.000 0.000 0.000 0.000 0.000

7 : 5 miR-NC FL#¢,°P<0.05,
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XL ZE il SE 0 5 45 R R, 5 miR-NC 4]
A, miR-511-3p 41 2 E FE{IX wi-OIP5-AS1 28
it M, 22 A G R L (P<0.05) , X mut-OIP5-
AS1 JCH 7251k, 55 pcDNA £H 4 . OIP5-AS1 4H i
miR-511-3p ik B FH[RML, ZR A FIHE X (P<
0.05) ;.5 si-NC ZHAf L, si-OIP5-AS1 ZH A% miR-511-3p
Tk W FER N, 2 5 A 41125 5 L (P<0.05) o
WHE 3. £4.5,

wt-OIP5-AS1  5' uaucaCUUCU-CUACACAUu 3'

AR
miR-511-3p 3'agacaGAAAACGAUGUGUAa 5§'

mut-OIP5-AS1 5' uaucaGAACA -GAUGUGUAu 3’

B3 OIP5-AS1 5 miR-511-3p & LR
Figure 3  OIP5-AS1 and miR-511-3p binding site

R4 WRARBRELR (x£5)

Table 4 Double luciferase report experiment (x#s)

sl wt-OIP5-AS1 mut-OIP5-AS1
miR-NC 0.98+0.07 0.99+0.08
miR-511-3p 0.43+0.05 0.95+0.07
A 19.181 1.129
Py 0.000 0.276

*®5 OIP5-AS1 ¥4 miR-511-3p HIFRIE
Table 5 OIP5-AS1 regulates the expression of miR-511-3p

Sr4l miR-511-3p
pcDNA 0.99+0.09
OIP5-AS1 0.51+0.04
si-NC 1.09+0.10
si-OIP5-AS1 2.55+0.26
FAH 106.570
PiE 0.000

2.5 ] miR-511-3p #4315 # ik OIP5-AS1 Xf
I 20 A AS49 RO HE 5 (T AR ZE 1) 5 M)

55 si-OIP5-AS1+anti-miR-NC 2H # It , si-OIP5-
ASl+anti-miR-511-3p 21 ) miR-511-3p ik i 5 %
ik (P<0.05), 1M OD A (48 .72 h it} ) (iT#% {2 22 4
1% H . CyclinD1 1 MMP-2 25 [ 331k ¥4 5.2 54
(P<0.05), WL 4. f1% 6,

£ 6 HHI miR-511-3p AT LAER4Y [E] £ &K OIP5-AS1 Xt Fli i LA B A549 HIIEE TR TR L

A si-OIP5-AS1 si-OIP5-AS1
AN +anti-miR-NC  +anti-miR-511-3;
N . ?,‘:.’ % P
ORC T o o :
T F O S ? $
&0 & & ¥,
N FE

CyclinD] == gy 35 kDa
MMP-2 | es— i 74 kDa

CAPDH GEB @B 36 kDa

£ : A 5 CyclinD1 MMP-2 £ [1 %1k ; B HiTH# .
SRR BORATECR 50 pm
B4  #1#H miR-511-3p AT LLER 4 Bl £ Bi K OIP5-AS1 X fii
FEUA AR AS40 BT B AR R MR 00
Figure 4 Inhibition of miR-511-3p can reverse the effect of
knockdown of partial OIP5-AS1 on the migration and

invasion of lung cancer cell A549

3 iTit

OIP5-AS1 J& 75 4 i OIP5 3 [V 5 2 XL T [w]
SR B R AR B D b S Ok FE TP A 4
ARG AT HA EE/EHT . OIP5-AS1 7F
it B L LI A 28 98 R 4 R v
Fak , R A b R A M g AE R OE T AR BL AR
Yang %5 HF 5T & B, OIP5-AS1 {E 7 #i i 41 2L A4
M b ek A, S A S A ) kA5 RS
R A A7 5 A% 35 A0 5C 5 OIP5-AST 1] L3 i
miR-143-3p [ I ITGA6 11 1715 251988 41 A %) 338 48 A
1278, OIP5-AS1 TE Jifi it 4 20 ZURN 40 i v 35 |
¥4, OIP5- AS1 18 31 miR -448 18 42 il i 97 40 it 14 134
T IR ZE . Mei 55 VB KB, OIP5-AS1 7E
B /N i 235 VA, 5 iR B A 22 AN R
UG A 5% ; 1 OIP5-AST Ml A/ INI At il e 2 At 1)
M RAR R, ARWFFE 245 R R, mi ik OIP5-AS1
1422 35 AT LA i s 240 L AS49 R3S 5 RS RN
2%, ULHH OIP5-AS1 AT LIVE A e s Ae A= b il o

miRNA 7 fifi i 4 A 5 5 2235 | 38 2 7 22 41 i
(BETE TR AR 225 A ER ™, 4 miR-124
-3p .miR-379-5p Fl miR-3655 %', Chi % 5%
25 R I, miR-203 7E it i 40 i % 35T 94, miR-203

RN (xv+s)

Table 6 Inhibition of miR-511-3p can reverse the effect of partial knockdown of OIP5-AS1 on the proliferation, migration and

invasion of lung cancer cell A549 (x+s)

0D(450)

RNl R EH

il miR-511-3p 5h =h BH ) ) CyclinD1 MMP-2
si-OIP5-AS1+anti-miR-NC 2.3320.21  0.43+0.04  0.52+0.05 75.62+6.96 62.48+7.32 0.410.04  0.47%0.05
si-OIP5-ASl+anti-miR-511-3p  1.25%0.12  0.62£0.06  0.7620.08  132.46x12.63 115.93+9.85  0.72+0.07  0.75%0.06
t{H 13.396 7.904 7.632 11.825 13.066 11.535 10.755
PE 0.000 0.000 0.000 0.000 0.000 0.000 0.000
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A2, Ui B miR-511-3p A] LAVE h Jifi 68 14 4= 4
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2 miR-511-3p, M il miR-511-3p A LA 43 7] & i
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Study on the relationship between type I interferon regulatory factor and T lymphocytes
in peripheral blood and cerebral hemorrhage

WANG Nenggiang'*, HUANG Guihong®, CHEN Yejia®’

(1. Neurosurgery Department, Chaonan Minsheng Hospital, Shantou, Guangdong, China, 5151442; 2. De-
partment of Neurology, Chaonan Minsheng Hospital, Shantou, Guangdong, China, 515144; 3. Medical Im-
aging Center, Chaonan District People’s Hospital, Shantou, Guangdong, China, 510080)

[ABSTRACT] Objective To study the relationship between y-Interferon (IFN-+y) and T lympho-
cytes (CD4, CD8) and cerebral hemorrhage. Methods A total of 100 patients with cerebral hemorrhage ad-
mitted to our hospital from January 2019 to June 2020 were selected as the observation group, and another 70
healthy physical examination subjects during the same period were selected as the control group. The expres-
sion levels of peripheral blood IFN-vy, CD4, and CD8 were compared between the two groups and the observa-
tion group in patients with different stages and different disease levels. Spearman correlation analysis method
was used to test the expression levels of peripheral blood IFN-vy, CD4, and CD8 with cerebral hemorrhage pa-
tients. Results The expression levels of peripheral blood IFN-vy, CD4, and CD8 in the observation group
were lower than those in the control group, and the difference was statistically significant (P<0.05). The ex-
pression levels of peripheral blood IFN-+vy, CD4 and CD8 in the hyperacute phase of the observation group
were higher than those of the acute phase, and the difference was statistically significant (P<0.05) ; In the ob-

servation group, the expression levels of IFN-vy, CD4, and CD8 in peripheral blood decreased with the im-
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provement of the disease, and the difference was statistically significant (P<0.05). The results of Spearman

correlation analysis showed that the expression levels of peripheral blood IFN-vy, CD4, and CD8 were nega-

tively correlated with the stage and severity of cerebral hemorrhage patients (P<0.05). Conclusion Peripher-

al blood IFN-v and T lymphocytes CD4 and CD8 are involved in the occurrence and development of cerebral

hemorrhage, and have certain helpful value for clinical evaluation of the stage and severity of cerebral hemor-

rhage patients in the future.

[KEY WORDS] Cerebral hemorrhage; Type Il interferon regulatory factor; Staging; Disease severity
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Relationship between the TGF-31, TSGF and CYFRA21-1 levels and pathological remis-
sion and prognosis of patients with esophageal cancer after radiotherapy

XU Rao, TANG Xi, XU Xiaoming, XU Yanhua*

(Second School of Clinical Medicine , Changjiang University , Jingzhou, Hubei, China, 434000)

[ABSTRACT] Objective To analyze the relationship between the changes of transforming growth
factor-B (TGF-B1) , tumor specific growth factor (TSGF) and serum cytokeratin 19 fragment (CYFRA21-1)
levels and pathological remission and prognosis of patients with esophageal cancer after radiotherapy. Meth-
ods The clinical data of 76 patients with esophageal cancer admitted to our hospital from March 2016 to
March 2017 were analyzed and selected as the esophageal cancer group. According to the degree of pathologi-
cal remission after radiotherapy, they were divided into the complete remission (CR) group (n=53) and the
not completely relieved (NCR) group (n=23). At the same time, patients with esophageal cancer were divid-
ed into the survival group (n=56) and the death group (n=20) according to their prognostic survival after che-
motherapy. In addition, 60 patients who passed the physical examination during the same period were selected
as the control group. The change in TGF-B1, TSGF and CYFRA21-1 levels in the esophageal cancer group
and the control group, the CR group and the NCR group before and after radiotherapy were compared. The re-

lationship between the change trend of tumor markers and the degree of pathological remission was analyzed.
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The multivariate Logistic regression was used to analyze the risk factors that affect the prognostic survival of
patients with esophageal cancer radiotherapy. Results The levels of TGF-B31, TSGF and CYFRA21-1 before
radiotherapy in the esophageal cancer group were higher than those in the control group after radiotherapy , and
the difference was statistically significant (P<0.05). The levels of TGF-B1, TSGF and CYFRA21-1 in the CR
group were lower than those in the NCR group, and the difference was statistically significant (P<0.05). The
effective rate of treatment of patients whose tumor markers showed a downward trend was higher than that of
patients with an upward trend , and the difference was statistically significant (P<0.05). There were differenc-
es in tumor location, length, X-ray type, total duration of treatment, levels of TGF-1, TSGF and CYFRA21-1
between the survival group and the death group (P<0.05). The total course of treatment, TGF-B1, TSGF and
CYFRA21-1 levels were independent risk factors affecting the prognostic survival of patients with esophageal
cancer after radiotherapy (P<0.05). Conclusion The change trend of TGF-B1, TSGF and CYFRA21-1 lev-
els is closely related to the pathological remission and prognosis of patients with esophageal cancer after radio-

therapy. The detection of the levels of the three indicators can be used as an effective means to monitor the effi-

cacy of radiotherapy and prompt the prognosis.
[KEY WORDS]
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Table 4 Analysis of biliary factors affecting prognosis and

survival of patients with esophageal cancer after radiotherapy
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Clinical Significance of F2R Gene Expression and Immune Infiltration in Gastric Cancer
Based on Bioinformatics Analysis
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(1. Gene Diagnosis Center, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China, 430071

2. Scientific Bureau, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China, 430071 )

[ABSTRACT] Objective To explore the expression of F2R in gastric cancer and immune cell infiltra-
tion and the prognostic value of F2R in gastric cancer and its biological function. Methods F2R expression
profile data and clinicopathological information of gastric cancer patients were downloaded from TCGA data-
base. R4.0.2 software was used to extract the expression data of F2R in the gastric cancer group and the normal
control group. The expression differences between the two groups were analyzed. Kaplan-Meier method was
used to perform the survival analysis, GEPIA were used to verify the prognostic value. Cox regression models
were adopted to analyze the clinicophathologic features. GSEA enrichment analysis was used to predict the sig-
naling pathways that F2R participates in gastric cancer. TIMER2.0 was used to analyze the relationship be-
tween F2R expression and immune infiltration. Results The expression level of F2R in gastric cancer was sig-

nificantly up-regulated (P<0.05). The overall survival rate of F2R in the high expression group was lower than
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that of the low expression group. The expression level of F2R was significantly related to tumor histological

grade (P<0.05), clinical stage (P<0.05) and tumor status (P<0.05). F2R was an independent risk factor for
the prognostic of gastric cancer (HR=1.303,95%CI: 1.076~1.578, P<0.05). GSEA enrichment results indicated
that F2R was enriched in the MTOR signaling pathway, MAPK signaling pathway and cancer pathway. Im-

mune infiltration analysis showed that F2R expression was correlated with CD4+T cells, CD8+T cells and mac-

rophages (Rho>0.5, P<0.05). Conclusion F2R is significantly up-regulated in gastric cancer, which can be

used as an independent prognostic factor in patients with gastric cancer and is related to immune infiltration.
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Figure 1 Analysis of the expression and prognostic of F2R in gastric cancer
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Figure 3 Functional enrichment analysis of F2R
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Figure 4 Expression of F2R and immune infiltration
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The expression and significance of Wnt-5a, Wnt-11 and CaMK II in hydatidiform mole of
benign outcomes and malignant lesions

WEI Chanyan*, HUANG Qionghua

(Department of Obstetrics and Gynecology, Chaonan Minsheng Hospital, Shantou, Guangdong, China,
515100)

[ABSTRACT] Objective To explore the expression and clinical significance of Wnt-5a, Wnt-11 and
Ca"/calmodulin-dependent protein kinase II (CaMK II) in hydatidiform mole of benign outcomes and malignant
lesions. Methods The paraffin specimens from 72 patients with hydatidiform mole who underwent curettage
for the first time in the hospital from March 2009 to March 2020 were collected, including 28 cases with
hydatidiform mole of malignant lesions (malignant lesionhydatidiform mole group) and 44 cases without
malignant lesions (benign outcome hydatidiform mole group ). The expression of Wnt-5a, Wnt-11 and CaMK II
protein in the above tissue samples was detected by immunohistochemistry (IHC). The predictive efficiency of
Wnt-5a, Wnt-11 and CaMK II for malignant lesions of hydatidiform mole was analyzed by ROC curves.
Results The positive expression rates of Wnt-5a (75.00% vs 29.55% ) , Wnt-11 (82.14% vs 22.13% ) and
CaMK II (89.29% vs 63.64% ) were significantly higher in the malignant lesion hydatidiform mole group than

those in the benign outcome hydatidiform mole group (P<0.05). The results of multivariate Logistic regression
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analysis indicated that the diameter of uterine lesions not shorter than 6 cm (OR=2.328, 95%CI: 1.518~3.569) ,
Whnt-5a positive (OR=3.347, 95%CI: 1.586~7.062) , Wnt-11 positive (OR=3.873, 95%CI: 1.664~9.014)
and CaMK II positive (OR=1.355, 95%CI: 1.057~1.738) were independent risk factors for malignant lesions
of hydatidiform mole (P<0.05). AUC of Wnt-11 for predicting malignant lesions of hydatidiform mole was

greater than that of uterine lesions diameter and CaMK II (P<0.05). There was no significant difference in
AUC between Wnt-11 and Wnt-5a (P>0.05). Conclusion The expression of Wnt-5a, Wnt-11 and CaMK Il

protein in the first purging tissue of malignant hydatidiform mole is abnormally higher than that of benign

prognosis. The three have better predictive value for the malignant transformation of mole.
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Table 2 Comparison of clinical features between malignant
hydatidiform mole group and benign conversion
hydatidiform mole group [n(%) ]
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Table 3 Multivariate Logistic regression analysis of the

influencing factors of hydatidiform mole
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Table 4 Comparison of the efficacy of Wnt-5a, wnt-11, CaMK Il and uterine cavity lesion diameter in predicting malignant

transformation of hydatidiform mole

Ak BH SE Wald / * OR 95%CI P{A

B R AR FE4R (<6 vs. =6 cm) 0.845 0.218 15.025 2.328 1.518~3.569 0.000
Whnt-5a(BHE vs. BHE) 1.208 0.381 10.053 3.347 1.586~7.062 0.002
Wnt-11 (FI4E vs. BHPE) 1.354 0.431 9.869 3.873 1.664~9.014 0.002
CaMK II (A vs. BFHYE) 0.304 0.127 5.730 1.355 1.057~1.738 0.017
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(TG) %5 JE ik (FPG) FI4& J5 2 b 1B (2 h PG) /K728 T % BRZH, 1w % B i 2 11 IR ] 5 (HDL-C) F1
HOMA-IR /K- BE T X A4, 22 B4 G778 L (P<0.05) s IRAL G )LE 0 B LA K32 BR A JLss
SRR T A R AL R A 25 R TG4 55 L (P>0.05) , WLES AL A 21 LS BL&S JR) Bk A 3 s T xf IR
M, AL B X (P<0.05) ; WELLH A9 LT FABP4 7K 8 T %t B 2H , 25 (OH) D /KA T3 BE 41, 22
S G L(P<0.05) 3 WAL WV 4H FB 4 1L3E FABP4 . 25(OH) D /K- oA, 25 A B 40 B i nL
FABP4 /K F-W] 4k & T 25 )5 R 4740 , 25 (OH) D K- W] AR T-45 "y R A4, 22 5% Se 154 2 3L (P<0.05)
ROC h4e - rds R R, FABP4 . 25(OH) D [ T4 T 1HFL(AUC) 4351 0.660 F10.715, %47 4= JL&S =3
H—E M TMGE J) (P<0.05) . 18 GDM i34 1M i FABP4.25(OH)D /K- 538 A LA RE /A &, —
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The relationship between serum FAP4 and 25 (OH) D levels with neonatal outcome in pa-

tients with gestational diabetes mellitus

YAN Jun'*, ZHANG Li*, GE Yurong®’

(1. Department of Obstetrics and Gynecology, Zhongda Hospital Affiliated to Southeast University, Nanjing,
Jiangsu, China, 210009; 2. Department of Obstetrics and Gynecology, Qingdao Women’s and Children’s
Hospital, Qingdao, Shandong, China, 266000; 3. Department of Obstetrics and Gynecology, Guiyang Mater-
nal and Child Health Hospital , Guiyang, Guizhou, China, 550003 )

[ABSTRACT] Objective To investigate the relationship between serum fatty acid binding protein 4
(FABP4) and 25-hydroxyvitamin D [25 (OH) D] levels and neonatal outcomes in patients with gestational dia-
betes mellitus (GDM). Methods From March 2018 to April 2020, 102 patients with GDM (the observation
group) , and 83 healthy pregnant women who delivered in the hospital (the control group) were enrolled in the
study. Blood lipid indicators, blood glucose indicators, the homeostasis model assessment of insulin resistance
(HOMA-IR ), serum FABP4 and 25 (OH) D levels were compared between the two groups. The receiver oper-
ating characteristic (ROC) curves were used to analyze the value of serum FABP4 and 25 (OH) D levels in pre-

dicting neonatal outcomes. Results The observation group’s total cholesterol (TC), triglycerides (TG), fast-
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ing blood glucose (FPG) and postprandial 2 h blood glucose (2 h PG) levels were higher than those of the con-
trol group, high density lipoprotein cholesterol (HDL-C) and HOMA -1R level was lower than the control
group, and the difference was statistically significant (P<0.05). There was no significant difference in the inci-
dence of fetal distress, fetal growth restriction, neonatal asphyxia and low birth weight between the two groups
(P>0.05). The total incidence of adverse neonatal outcomes in the observation group was higher than that in the
control group (P<0.05). The serum FABP4 level of the observation group was higher than that of the control
group, and the 25 (OH) D level was lower than that of the control group, the difference was statistically signifi-
cant (P<0.05). In the observation group, the adverse outcome group had significantly higher serum FABP4 lev-
els, and significantly lower 25 (OH) D levels than those in the good outcome group (P<0.05). ROC curve
analysis shows that the area under the curve (AUC) values of FABP4 and 25(OH)D are 0.660 and 0.715 (P<
0.05). Conclusion Serum FABP4 and 25 (OH) D levels in patients with GDM are related to adverse neonatal

outcomes, and both have a certain predictive value for the adverse neonatal outcomes of GDM patients.

[KEY WORDS]
ing protein 4; 25-hydroxyvitamin D
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Table 1 Comparison of blood lipids and blood glucose

associated indexes between 2 groups (x +s)

. Pk =24 popilses

Hih5 (nziojzl) (3::83% tff al

TC (mmol/L) 5.09+0.71  4.83+0.83 2.296 0.023
TG (mmol/L) 1.84+0.56  1.51+0.50 4.181 <0.001
HDL-C(mmol/L) 1.37+0.41 1.61x0.47 3.708 <0.001
FPG(mmol/L)  6.41£1.03 4.56+1.17 11430  <0.001
2hPG(mmol/L) 11.25+1.24 6.38+1.27 26.28 <0.001
HOMA-IR 2.10+0.84 3.51x1.03 10257  <0.001

2.2 WAL A LES R 0t
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0.05) 3 WLELLH (07 A LR K45 ey i g A R s Tt
MR, Z R A SR L (P<0.05), WLE2,

*2 WAHEFMEILLERBREEE (%) ]
Table 2 Comparison of neonatal outcomes between 2 groups
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Table 3 Comparison of serum FABP4 and 25(OH)D levels

between the two groups (x +s)

- ML X B2
g - ’ i PME
s (n=102) (n=83) f i
FABP4(pg/L) 35.18#8.76  20.63+9.41 10.868 <0.001
25(OH)D(ng/mL)  40.17£10.53  47.38+£8.74  4.993 <0.001

F4 WZEAWILHEBAMTEFABP4.25(0OH)D K F
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Table 4 Comparison of serum FABP4 and 25(OH)D levels

between the two subgroups of the observation group (x +s)
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Table 5 ROC curve analysis of serum FABP4 and 25(OH)D
levels for predicting neonatal outcomes
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25(OH)D 0.715 0.006 39.83

1.0

- — FABP4
081 — 25(0H)D
BHL

i
5 06

0.4

0.2 7

0 02 04 06 08 10
145

B 1 & FABP4.25(0H)D K FEHMH &£ JLE B/ ROC
i 2% 5 A
ROC curve analysis of serum FABP4 and 25(OH)

D levels for predicting neonatal outcomes

Figure 1

3 it

GDM S 5% M 4T 1) 2o 1 B At B Kok A= JLAS
K45 5 (0 2L AE R &, R X GDM #1721,
JEJF S2IR 9T GDM 134t . FABPA J&—Ff ] {5 4%
NEIRZE A A, YHLAR FABP4 /K- THE G, K



© 254 - ATEW SR ARG 202142 A

H13E B2 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

HERS MR TE AN A N R4 , FEUE A B BhiR bR
JEREAR , DA T 5 M 2 26 i LAk SR IR BR
AEWFFE R I, 2 TR RS £ 34 19 Il FABP4 K F- 5
IR {775 8 & A1 5C 1k, IA A FABP4 1 REZEHLIA ] %5
Wit S TR E BRI, 25(0H)D & iF LA LE
A FR DK E TR, HoKF-6 = 505 RIS 1) &
HERERZRBEY), Wit su iR 2R D Al 5 s 4t
R4 s . AT T GDM 4 1liLiE FABP4
25 (OH) D /K538 A4 L &S s iy 56 &, Al o 13 B
GDM B #H AN R L L Rt 2%

WEFE 45 F R, M4 TC . TG .FPG 12 h
PG /K -2 T % BE 41, HDL-C #1 HOMA-IR 7K F-
IR X Bl , HOUERL  AE LA R4 Js ik 4k
R TR, SRR IR 45 ™ BEIREEAL
P 3 it/ 13 i B (phosphatidylinositol 3 kinase /
protein kinase B, PI3K/AKT )i % 5 /&5 [ 2 IR 1Y
FERE, IR Al % PISK B, i H AR e
[ 5 B A2 AR LA AR PISK X 55 Z 10 U, AT
BEINAAZ PR I 5 20 40, 33X IR, K, GDM &
H Y AEAE B B Ry IR AR B B 40 i I fig
a2, AN, m KR IR SRR MUK TG 40 hE
B s AR AR I i, INEE AR B I R LR B

CEPEIRIN . TR MR G 58 it — 2P
LA, o A LA RE5 R &A=

NEA:AF 5T 22 BH , FABP4 J2 IR R 24 5% )2 i T 3k AR
M2 2R, GDM B 3 1Y R IR 7 )22 Big B /K1 2
AR IEINANAE N TG 7K, 38 i FABP4 iy 3k
25(OH) D AT i 5 AIL AR Wl AT, 32 1A R it e
PLE5G B AE T I B 40 I, > 25(OH)D 7K
V-5 5 AR AT, 23 52 e B 5 R 0 o, U S B
M2, I GDM 1 IR™, ROC Hi£k
A3 4k B4 75 FABP4 1 25 (OH) D 7K 5 38 42 L
ARG A K, X GDM & H A LA R 45w Bf
—E B TRIAE . P, I PR AT AR 45 GDM 8 2 1fiL
1# FABP4.,25(OH)D 7KV (942 4k, Ko IR BUER Xof P
YRIT It , AT BT A JLAS R 25w 1 & 2 o

25 BTk, GDM A I FABPA KP4 {a S
B E T, 25(0H)D /KA s i & AR, HL s
FABP4.25(0OH)D /K- 58 LA RE /A %, =&
X GDM 3 H  JLAR K45 Jm BoAT — 2 19 4
o HFARMISAEA R D 7 T 0] BEAF7E IR
oy BTG S KA R TR AT 5 5800E

SE

(1] A, 22 5 . AR IR 55 10 R 2 K L PLGF . FABP4 }
5 )16 505 10 A9 96 R miRNA-181a[T]. MUl BE2E 240K,
2020,20(12) : 1544-1548+1675.

(2] ZBf, BRLoHfg, B35 | FRIRIE-GHEAL i 202 1 0TRG I xo
o U 282 0t A AR AR PR R s e U [T ). 43 ¥ 12 8 R YT
Z4ik, 2018, 10(6) :57-62.

[3] Shang M, Dong X, Hou L. Correlation of adipokines and
markers of oxidative stress in women with gestational diabe-
tes mellitus and their newborns [J]. J Obstet Gynaecol Res,
2018, 44.(4) : 637-646.

[4] Ning H, Tao H, Weng Z, et al. Plasma fatty acid-binding
protein 4 (FABP4) as a novel biomarker to predict gestation-
al diabetes mellitus[J]. Acta Diabetol, 2016, 53(6):1-8.

[5] P75, k3, S ERTHELERD KLY
GDM & A= R i AR SCAE LI . s AR 7 B AR, 2019, 54
(11):763-769.

[6]  Cosson E. Diagnostic criteria for gestational diabetes mellitus
[J]. Diabetes Metab, 2010, 36(6) : 538-548.

[7]  Yang Y, Suh BK, Lee SS, et al. Triglycerides/glucose index
is a useful surrogate marker of insulin resistance among ado-
lescents[J]. Int J obes(Lond), 2017, 41(5):89-792.

[8] LiB, Yang H, Zhang W, et al. Fatty acid-binding protein 4
predicts gestational hypertension and preeclampsia in women
with gestational diabetes mellitus [J]. Plos One, 2018, 13
(2):e0192347.

[0]  Nakamura R, Okura T, Fujioka Y, et al. Serum fatty acid-
binding protein 4 (FABP4) concentration is associated with
insulin resistance in peripheral tissues, a clinical study [1].
Plos One, 2017, 12(6) :e0179737.

[10] Maddaloni E, Cavallari I, Napoli N, et al. Vitamin D and Dia-
betes Mellitus[J]. Front Horm Res, 2018, 50(16):161-176.

[11] Chun SK, Shin S, Kim MY, et al. Effects of maternal genet-
ic polymorphisms in vitamin D-binding protein and serum 25-
hydroxyvitamin D concentration on infant birth weight [J].
Nutrition, 2017, 35(27) :36-42.

[12] Venditti P, Reed TT, Victor VM, et al. Insulin resistance
and diabetes in hyperthyroidism: A possible role for oxygen
and nitrogen reactive species [J]. Free Rad Res, 2019, 53
(3):248-268.

[13]  BIRBA, pfmidk . MWE K P42 ) 16 B G AR SUDHE b 22 11 Y
=2 R[] AR BRI, 2018, 53(9):625-629.

[14] Amir A, Biana S, Galia GY, et al. The association between
adipocytokines and glycemic control in women with gestation-
al diabetes mellitus [ J]. J Matern Fetal Neonatal Med, 2018,
33(2):177-183.

[15] Yoon HK. Gestational Diabetes Mellitus, Fetal Growth and
Vitamin D[ J]. J Bone Metabol, 2017, 24(3):155-159.



TR SRIT ARG 20214E2H %5134 #5210 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

© 255

12V o SR AR BRI IE 1L-10 . 1L-23 . MCP-1 5 5 J&l ¥5 5%
A AHSEPE >

MG FIE B
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FH-1(MCP-1) K B B 5 7 FIFR B A Sk, FAiE #EH20174F 5 H & 2020 4F 4 A AR B 1 297 H
O FEE 13461 AR TS D02 X IRAL (n=30) T RR A (n=48) 18 1T JH R 4A (n=56) , it 5 H BEHE %L
(PLD) M L5 E (BT FFI2 T (PD) M5 1228 (AL) o MKHE A8 T2 B R0 A8 M 23 J5 8 4193 M 52 B 745 1
41 (n=30) T BE S A5 W 20 (n=26 ) , WOHE R 340 Y02 ) SR FH TEHIBG S 28 W B 56000 5 45 41 TL-10 . IL-23 \MCP-1
K, BT S A IR, SR R4 A2 8 54l PLI.BI.PD AL ¥ & X R4, 1814
S Ji 98 21 PLI . BL.PD \AL & T A R4 40 , 22 5w S HA Geit 2228 L (P<0.05) o S HR A 2H (1814 o Ji] 48 4H iR
TR IL-10 fIC T X BEZL, 1M 1L-23 \MCP-1 7K i3 T X HR AL, 18 1 2 J&] ¢ LR 8 T IL-10 Ik T F iR R 4L, 1
IL-23 \MCP-1 KV FAURR A, 2 F ¥ HA G242 L (P<0.05) . 1B FJHREH P, BEREWH
FEE IR TL-10 1 T b o B A8 W40 H %, 1T PLIL BT, PD , AL \IL-23 \MCP-1 /K F-fi% T rr 5 B 55 48 W40
B, S EA G E L (P<0.05) o 1% M 2 8 2 8 3 B A W TL-10 /K F- 5 46 3504 J 48 503 2 6 A
K (P<0.05),IL-23 \MCP-1 7K -5 5 25 3 o Ji #5550 2 IEAH G (P<0.05) o £5i8 @M o Ji R B A iR VA
fIL-10 2 ARFR 5K, IL-23 MCP-1 2 (53R 35, H =33 5 78 JE 48 50 W W AE 56 Pk .
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Correlation analysis of gingival crevicular fluid IL-10, IL-23 and MCP-1 and periodontal
indexes in chronic periodontitis

YAN Mengxiong, HUANG Jing, YANG Zaibao*

(Stomatological Center of Enshi Tujia and Miao Autonomous Prefecture Central Hospital, Enshi, Hubei, Chi-
na, 445000)

[ABSTRACT] Objective To analyze the levels of interleukin-10 (IL-10) , interleukin-23 (IL-23)
and monocyte chemo attractant protein-1 (MCP-1) in gingival crevicular fluid (GCF) of patients with chronic
periodontitis (CP) and their correlation with periodontal indexes. Methods From May 2017 to April 2020,
134 patients were enrolled in the study. They were divided into the control group (n=30), the gingivitis group
(n=48) and the CP group (n=56) according to the oral condition. The plaque index (PLI), bleeding index
(BI), probing depth (PD) and attachment loss (AL) were recorded. According to the severity, patients in the
CP group were divided into the mild group (n=30) and the moderate to severe group (n=26). GCF was collect-
ed to determine the levels of IL-10, IL-23 and MCP-1 by enzyme-linked immunosorbent assay. And their corre-
lation with periodontal index was analyzed. Results the PLI, BI, PD and AL in the gingivitis group and the
CP group were higher than those in control group, which were higher in the CP group than the gingivitis group
(P<0.05). IL-10 in the gingivitis group and the CP group was lower than that in the control group, while lev-
els of IL-23 and MCP-1 were higher than those in the control group. IL-10 in the CP group was lower than that
in the gingivitis group, while levels of IL-23 and MCP-1 were higher than those in the gingivitis group (P<
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0.05). Among patients with CP, the mild group had higher GCF IL-10 levels but lower PLI, BI, PD, AL, IL-23
and MCP-1 levels than the moderate to severe group (P<0.05). The IL-10 level was negatively correlated with

periodontal indexes (P<0.05), while IL-23 and MCP-1 levels were positively correlated with periodontal in-

dexes (P<0.05). Conclusion The expression of IL-10 in gingival crevicular fluid of patients with chronic

periodontitis is low, while IL-23 and MCP-1 are highly expressed, and the three are significantly correlated

with periodontal index.
[KEY WORDS]

index
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1.2 ik
1.21 FHadoe 4

DO B < B TS 2 L N T RV i < R O il
BEF8 % (plaque index , PLI) | i} 1fiL #5 %% (blood index ,
BI) \PD AL, Z JEAH CARIE HEATIPAR o
1.2.2  WRYGWARA R A

JIr A A BEXT G B H 6 WAg BUF (16 .11 .26,
36.31.46) , B 6 W45 B 09 iy 23 2 R F8 A
BUER T2 R E I JHNE O, B Tl 45 | F B AR 2R
AR S A AT, AT SR E BB . i T
W FE AT IR RERAE , /N 25 B RF G A7 A R |
PBE A, o TSGR, LSRR T 10 s,
W5 W AR AR A A B2 R 2 A 3 R B A A T R T
REL 7 i RIS 1k, 30 s J5 BOHE (g i 75 S ) 5585 )
H BT BRVAVR 1) 6 AR IR 4R — R i A EP 45
FRER, Yol 25 JA 0 5 B o U DA i ) 9 B o, 92 1 @/mL
Pt AR, 10 SRR EP B B 1 B T -80CHAT %
FH A AR ALY B [l — A ST 58 1
1.2.3 R IL-10 . IL-23 \MCP-1 7K - 5

PBS ZZ 11K 200 pL 132 1 A5 IR VA T 4RI A i
BLOA2 10 cm, 12 000 r/m H R E L 5 min, B
2 WL, R FH it R e 72 W o i (i A8 =) )
T TL-10,TL-23 . MCP-1 7K, BE 55 & s v i
B2 10 pg/mL, B 96 fLA , BEFLINAFRHER 0.1 mL,
2 AT K FRMAREAS 5350 & — e Pl 2 =0
UH IAFFAFE 5, 100 pL PBS 28 /i L 5 000 1/
min B3R B0 5 min, 2 FRUELANS, PR LIE W, TE
3TCTRIFE 1 h, INAXPL, £ 37CHFF 30 min, K
450 nm AL EE E (optical density, OD){E",
1.3 WEAE R

O BB A R 98 21 18 24 J&) 98 21 PLI,
BI.PD . AL; QAN IEAL A HRR L 18 1T 44
VA TL-10 IL-23 \MCP-1 7K ; @) H B A [f] ™
RS R A JE A A R e S A e IL-10
IL-23 \MCP-1 7K ; @7 B2 1 4 J8] 48 H 35 VA v
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IL-10.IL-23 MCP-1 K-V 5 7F JEFE B AR DG
1.4 G5k

K FH SPSS 23.0 B4 X B i HE AT G 2R AL
TR (R +s) Fn , Z 41 [0] L BCR BUR R 2 7
200 M, AL E) E— 25 P LR FH LSD-# A6 56,
ZH 8] e AR ST FEAS ¢ A58, #H R FH Pearson
AT, A P<0.05 22 5 A it L,

2 &R

2.1 341PLI.BI.PD.AL b4
3 41 PLI.BI.PD AL Fu : 184 24 J& 2 4> iR
RS, ZF AL X (P<0.05), W1,
%1 34HPLI.BI.PD AL EL# (x+s)
Table 1 Comparison of PLI, Bi, PD and Al in 3 groups (x+s)

21531 n PLI BI PD(mm) AL(mm)

X RE 21 30 0.77+0.08 0.57+0.06 2.41+0.26 0
FRRH 48 0.96x0.11° 0.78+0.08" 3.15+0.34" 1.85+0.19
BYEF A 56 1.10£0.12° 0.98+0.12° 4.35+0.48" 3.52+0.37
Fit{H 90.921 185.132  267.529  28.229
P <0.001 <0.001 <0.001 <0.001

F2 3EERAEIL-10.IL-23 MCP-1 /K FELLE (v+s)
Table 2 Comparison of the levels of IL-10, IL-23 and

MCP-1 in gingival crevicular fluid among 3 groups (x +s)

T SR A, P<0.05 5 5 iR 48 41 He 8¢, *P<0.05.,

2.2 3R IL-10 ,1L-23 \MCP-1 /K- Hb %
TR UL Mk A T S AR YA T TL-10 KT 5 R
21, TL-23 \MCP-1 7K1 X HE A, 18R 21 8] 9 4 i
TR IL-10 /K F A R 4 41, IL-23 MCP-1 /K- i3 T2
WA, 22 R A G L (P<0.05) ., W32,
2.3 AN[R) ™ RRE EEE ME OF JE RRCE F S AR RO
IL-10 .IL-23 .MCP-1 /K- b8
B2 P A0 IV 2HL R 9B T TL-10 15 T L BE S A8 T
2 ,PLI.BI.PD AL .IL-23 MCP-1 7K i T 5 JiF
AR, 22 AR E L (P<0.05) . W3 3,

45 n IL-10(pg/L) TL-23(ug/L) MCP-1(pg/ulL)
X 2 30 724.15%£73.58  6.36x0.65 20.59+2.18
FHRR A 48 697.41x70.51° 7.27+0.78"  40.18+4.26°
MR A4 56 524.69+53.49° 12.44%1.35%  62.55%6.37"
F1H 132.054 468.221 736.530
P{E <0.001 <0.001 <0.001

o SXF B LR, P<0.05; 5 R R 4 1L E, P<0.05,

2.4 1B R 5 B YA TL-10 . IL-23 \MCP-1
IRV 5 JE 8 EOHE ek

FHOCATHT R 18 A T 4% F8 B BRI TL-10 7K
-5 2 SRR s i A 11 AH G (P<0.05) , IL-23 \MCP-1
IR 5 o FEHE RS T B AE AR (P<0.05) . L3R 4,
3 iTig

D2 7 R 5 R UL T s . R R A
55 o e AR AE F A BOm R AE R, 35 0E
W, Her IL-10 . IL-23 \MCP-1 518V 2F & % & J& 1)
KRZH T K, IL-23 A1 2 w7 R T,
RAFARRAE I 52w WL G gie O 5 IL-10 5 =i
FNFE YNNI A 5 98 5 Bt A L™ s MCP-14E
— P B AN I e e S R A AR R
Bk IS S E B A O . IIE TL-10 . IL-23
MCP-1 Al g 518 M4 B R A RA % VI LR,
B AR SR F B S,

AW e B R AR AL 12 M 2 i) 4 41 TL-10 fI%
FXTHRAL, X 5 E AP Bi & B S5 R — 30, R
IL-10 7] AF — 2 PR HE b X814 2 J8 4% A e 3] 4
YEH o TL-10 AT 4060 26 B 5 73R 3k, (AR A 22 70 4

£33 AEAFEREEBEHTFAXREETREABEHR IL-10.1L-23 MCP-1 KFEEE (x+5)

Table 3 Comparison of periodontal index and levels of IL-10, IL-23 and MCP-1 in patients with chronic periodontitis of

different severity (x+s)

A A n PLI BI PD(mm) AL(mm)  IL-10(wg/L)  IL-23(wg/L)  MCP-1(pg/uL)
R4 30 0.99+0.12  0.8420.08  3.88+0.39  2.06+0.23  645.15265.89 10.56+1.18 58.16+5.79
AR 25 1.1320.14  1.02+0.11  4.412045  3.67x0.38  506.48+52.64 14.21+1.43 63.01+6.45
2N 4.030 7.066 4.722 19.468 8.608 10.465 2.965
P1E <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 0.004

F4 1BEFERBERDRIL-10.1L-23 \MCP-1 7k F 5 ZF B H5 540 X 1%
Table 4 Correlation between the levels of IL-10, IL-23, MCP-1 in GCF and periodontal index in patients with chronic periodontitis

RS b PLI PD(mm) AL(mm)
rfi P L P{H r P i P{H
IL-10( pg/L) -0.456 0.017 -0.653 <0.001 -0.715 <0.001 -0.668 <0.001
IL-23(pg/L) 0.579 0.008 0.457 0.021 0.652 <0.001 0.812 <0.001
MCP-1(pg/pL) 0.389 0.030 0.376 0.034 0.778 <0.001 0.805 <0.001
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e 8 RE I3 Ak 174 T PR 40 L BRI 4 i S )
G R0 B AT 77 A R TL-23, DA T & 45 if 48 9 A 1
YERT, I o JA 4 800 RAE R JE o -1 Bostrom
AEIRGE  OF R R LT B R AE T R4 4 4 41
MCP-1 /K& T ft BE - iR 4140, MCP-1 5 F il k
A WA, AR S e S 2 —8. MCP-1 32
Fe ] fA b R B W AN T E T R AL
iU R /% 11 1 B e B S 1 W | AT Wi 7S
KE IR EE , S BUT R AL SUR PR

AR Mo Bt 2 B, IL-10, IL-23 \MCP-1 5
PR JE R B R ER — e X &R, IL-10 2
A SRR B T, IL-10 7K S5 i ] S 3pL
TG 28 D E 35 AL AR B0 , IR L HL 5 2 TRl F R B0
—E SR TL-23 IKE I E B R g e A K
IR PRI TL-23 5 25F R4 Bt A 2 D) 6Bk,
A S W TR AL SR RE . MCP-1 WAl s fb K 2
U B AR, HERT 48 F 43 07 X A R MCP-1
A, N RAE A EE , AN MCP-1 3%
TR T R R AR 4 e 2 s X, B
FE B W, N R A0 2R TR MCP-1 5 21
BEAFAE SR, . AR — A L 24, FITEL
WA VR RE A A R, AR HE AT EE AR, Pl T I A
2 W7 B 56 A8 5 22 8 (Coefficient of Variation, CV)
WK, AT RE B BRI EE A R R I Mg AL RE A
A e L O T R S T S iiil O =R L TN
BEAR G, P P 2 J] 96 £ 3 R TR T T R AR R T
FEARVEATRGIN , Lt — B B0 UE AR 4538

ZE LA 18 M A 4% BB RV TL-10 A%
FIK, 17 IL-23 MCP-1 KT, =835 5 JE 48
%7 (PLI.BL.PD ALD A% YICER , I R FT AW
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LT Logistic [FI L7 ke St 552 A K5 00 AL -1-XF B4
RealiligéE EGFR €A IR AR Pl il i 41

ROE' RBE RKE R

(# ZE] BH FITET Logistic [ml AR 78 A4 SR I5CA K6 I BB X6 HE /N0 M i 2% B 2B KRR 32
A (EGFR) RABR SN . FiE  PEBUAREE 2019 4F 3 A 2 2020 4F 9 A 19163 45 /)N 240 i il o
B 102 1], FR 4% EGFR Z 245 MR 2543 M BF A4 #U2H (n=71) PSR AFHI2H (n=31) , W4 W 2 — e I IR %8 ), SR
HH Logistic [0 A4 2= /N0 i il i 25 75 EGFR 28 AR R A A A R ) R TR 180 | 324 22 10 TAERRAE
R (ROC), &R ARG Pt TRl & IR A L kB A B R A R A R
[ B4 | 1L CEA=8.05 wg/L.CYFRA21-1<2.72 we/L 5 Wi TEF A U4, 22 S St 7 X (P<0.05) ;
% Logistic [71 V7 43 #7 & 3, #B12 (OR=1.322, 95% CI: 1.220~11.531) . g i [M1 f4 4 (OR=2.162, 95% CI :
1.906~39.608) .CYFRA21-1(OR=0.891,95%CI : 1.015~5.854 ) 25 i A 7]\ 40 i i 6 £ 5 EGFR 2828 4R 25 1
M ST ARG P 25 A5 A A P B 363K 2000 : Logit (P)=—4.551+1.322X,+2.162X.+0.891.X, ; BX A5 A5
TR e AR T R 0.422, LN 81.25% , F¢ 5 & 92.86% , It £ T 11 XLl 0.847 (0.689~0.999) .
5% FET Logistic [H AR HLA AN B - BE AL 1 TS /N A0 i £ EGFR 2878 MR 7S

[RER] AN R AR RT3 RADIRES ; Logistic [ 455751

Predictive value of combined detection factors based on logistic regression model for non-

small cell lung cancer EGFR mutation status

ZHANG Mingguang', XU Haijun'*, SHI Lianshan®, ZHANG Hui’

(1. Department of Oncology, Bozhou Hospital of Traditional Chinese Medicine, Bozhou, Anhui, China,
236800; 2. Department of Oncology, Bozhou People’s Hospital, Bozhou, Anhui, China, 236800; 3. Department
of Pathology, General Hospital of Wanbei Coal power Group, Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To explore the predictive value of combined detection factors based on
logistic regression model for EGFR mutation in non - small cell lung cancer. Methods 102 patients with
advanced non-small cell lung cancer admitted to our hospital from March 2019 to September 2020. They were
divided into the wild type group (n=71) and the mutant group (n=31) according to mutation state of EGFR.
General clinical data of the two groups were collected. Logistic regression was used to construct a combined
detection factor model of neurological sequelae in patients with advanced non-small cell lung cancer. Draw the
working characteristic curve (ROC) of subjects and judge the prediction efficiency of the model. Results The
proportion of female in the mutation group, no smoking history, peripheral lung cancer, primary burr,
intrapulmonary metastasis, bone metastasis, pleural depression, CEA=8.05 pg/L, CYFRA21-1<2.72 pg/L
was higher than that in the wild type group, the difference was statistically significant (P<0.05). Logistic
regression analysis showed that location (OR=1.322,95% CI: 1.220~11.531) , pleural indentation (OR=2.162,
95% CI: 1.906~39.608) , CYFRA21 -1 (OR=0.891, 95% CI: 1.015~5.854) were independent risk factors for
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EGFR mutation in NSCLC patients. The expression of joint detection factor model was: Logit (P)=—4.551+
1.322X, + 2.162X,+0.891X;. The best critical value of the combined detection factor model was 0.422, the
sensitivity was 81.25 % , the specificity was 92.86 % , and the area under the curve was 0.847 (0.689~0.999).

Conclusion The combined detection factors based on logistic regression model can better predict the EGFR

mutation in NSCLC patients.
[KEY WORDS]

Logistic regression model

il 98 4 0 3 B AR N 20 T2 70 ARACH
TG, © Rk T R i 8 T A5 i) A e
Z "o AR /NI i g S I R UL M e 2 R
A BFFEUESE , 2 K Az A PR 7 52 1K 1 2 I T8 g 41
il 7] (Epidermal growth factor receptor tyrosine ki-
nase inhibitors , EGFR-TKI) X} 5 /N 2 i Jifi ¥ EGFR
U B RAFYTR0 A EGFR 58 K 545 [t
AR | 2 205 A R e A ol ARG DU 5 f 1, IR
il 7 BGFR-TKI iyl R H o E AT, 1L 98 bt it
(carcinoembryonic antigen, CEA) A H 19 i
Bt(CYFRA21-1) 245 eI e A iS5 7E /N A
JL iR 2 W K M2 b BT R AR (B 454
REA A SO0 R R B, H B — 8 AR e e
JOE 8 R AR S DRLG, AS IS DA G S A /N A
e i i 8 S WS RE A 5 [E AP X Logistic 8115
REHY (R S A, ST IR A I PR B Y, SRR
TR /N 20 it fil e EGFR 2828 R 285 A4 00 47 {2

1 RS

1.1 x5

BEHUCA BE 2019 4 3 H & 2020 4 9 H UG 1Y
102 151 e A /I 20 e i 9 BB B VR A BE SR X 4, Horp
BYE 68 4], L 34 1) ; 4F 0% 55 ~ 78 % | AR IR
(62.77+3.52) % ; WA S 65 5], TR 5 42 491 5 =5 1 s
53191, e 38 49, = I 31 4. AR A 5 EGFR
RARRDS W 71 191 BT A Y 2 A A B A A (n=
71),31 {4l EGFR % /& 19Del . 21L858R %5 2 75 R 2%
() R EAE N R AR R (n=31) . AWFFE A B e
PRZE 51 e, Ay i R @ Y g R

BRI : QA P sl A B A TR A %
J5RE I 2 G 56 2 W) B 8 A 2712 W oA R /N A0 e il
I s @ FLA SE 8 I A 191 9% B}, IF 1T EGFR %8
AN QA 3 A H 5 @I IR 5030 S T
B~V 11 & AR A 32 4097 KT 2500697
©F FWAE T PEN kL s ORCEIRIT # . HERR
P : DI 9 B 5l 41 27 BH 6 12 B UE 4 ; @ 13 E

Non small cell lung cancer; Epidermal growth factor receptor; Mutation state;
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Z ALY S T R 25 9 5 B B 3 i s
© JC % UL ] DA s k5 7™ S0 G i A5 5 0 AR
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WS R AR PRSI R s TNM 431
R R N R B RS LI CEA
CYFRA21-1 M KR HEEFEEN .. A REY
FABE G 25 IR 1ML 5 mL, B0 A5 058 , SR sk
BE K OE I E 1T CEA & CYFRA21-1 K, iR
7 & ph A E 2 RN mI R 2 PCR A A8
HARA H 1) EGFR 2848 RAS , HEURA AR I 5
U MM FRA 5 mL 5 HAREAR 38 7, — W5
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®1 WHEXREARBEZESH (2(%)]
Table 1  Univariate analysis of 2 groups of basic data (n(%)]
' WP RATRIY

HH (n=71)  (n=31) Zfi PR

(%) =65 32(45.07) 15(48.39) 0.096 0.757
<65 39(54.93) 16(51.61)

5 B 54(76.06) 14(45.16) 9.269 0.002
o 17(23.94) 17(54.84)

W2 S st B 55(77.46) 10(32.26) 19.077 0.000
T 16(22.54) 21(67.74)

TNM /3] B 27(38.03) 6(19.35) 3.438 0.064
IV 44(61.97) 25(80.65)

Eig gl 36(50.70) 8(25.81) 5.453 0.020
JE B 35(49.30) 23(74.19)

g3t & 51(71.83) 23(74.19) 0.060 0.806
0 20(28.17) 8(25.81)

SRR TR & 54(76.06) 29(93.55) 4.356 0.037
o 17(23.94) 2(6.45)

it R 7% JE 26(36.62) 20(64.52) 6.782 0.009
% 45(63.38) 11(35.48)

B & 21(29.58) 17(54.84) 5.891 0.015
7 50(70.42) 14(45.16)

Jif B 11 o i 2 41(57.75) 26(83.87) 6.534 0.011
o 30(42.25) 5(16.13)

M¥E CEA(pg/L)  =8.05 15(21.13) 27(87.10) 38.772 0.000
<8.05 56(78.87) 4(12.90)

CYFRA21-1(pg/l) =2.72 55(77.46) 17(54.84) 5.321 0.021
<2.72 16(22.54) 14(45.16)

iR B R B AR (em) =505 27(38.03) 6(19.35) 3.438 0.064
<5.05 44(61.97) 25(80.65)

2.2 Z N Logistic [o] )73 H ke 3440 A 577

ARy

2t Logistic [FIH 434 & 30, #8067 B B U1 B AIE
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R ZS 30 7 fE B R o B A R T A

CYFRA21-1 43 5I4E J thh A

XXX, S EE

oz ) PR A AR 3R 3K KR : Logit (P) =—4.551 +

1.322X, + 2.162X, + 0.891X,., W% 2.3,

2.3 HRG R 5 2 ROC 2k
ROC HiZEAFH AR R B (81.25% ) , R 5+

Ji£(92.86%) , ZE T HIFURCK 0.847, WEE4 K1,

2.4 KT

Xof B A5 A DN DR 5 A TR A7 AR A W] A A AR T

b T%%ﬁ?f% BN P=1/[1 + e (rosteramasaiene o |
BEMLKE 1 24 BB i B3 45 A 1243k

X=1.X=1.X:=0, 153 P=0.256 , /N F Bk Il K

®2 ZEAFRWER

Table 2 Multi factor assignment table

SES Wt {E

Ll B=0,%=1

W2 i =0, J=1

R R g Rl=0, J&] =1

JR KL =0, J&=1

Jili N 5% 7% %=0,J&=1

B =0, &=1

i J M 3 i =0, %=1

1L 7% CEA <8.05 wg/L=0,=8.05 ng/L=1
CYFRA21-1 <2.72 ng/L=0,=2.72 ng/L=1

%3 %EZE Logistic B34

Table 3 Results of multivariate logistic regression analysis

Wald |

K % . .
S B S.E e ORH  95%CI P
RO -4551 2067 7152 - - 0.000
PR 1.065 0.622 2932 2901 0.857~9.817 0.087
2 8 st 0.773 0467 2.740 2.166 0.867~5.410 0.098
AL 1.322 0.573 5.323 3.751 1.220~11.531 0.021
FEREER 0652 0357 3.335 1.919 0.953~3.864  0.068
BN 0572 0331 2986 1.772 0.926~3.390 0.084
BH:F 0.833 0521 2556 2300 0.828~6.386  0.110
MBI AE 2162 0.774  7.802  8.688 1.906~39.608 0.005
I CEA 0475 0264 3237 1.608 0.958~2.698 0.072
CYFRA21-1 0.891 0.447 3.973 2438 1.015~5.854 0.046
ROC ik
1.0
| i
= — WA R R T A Y
0.9 < — HE
BB 11 4
/ — CYFRA21-1
% 0.6 ) e it
:5 /,//
0.4
0.2
0.0 / T T T T
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E1 BEE#aNEFERR ROC #ELE

Figure 1 ROC curve of joint detection factor model
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%—"', EGFR J& TS RIKE ErbB RG24, K

&4 BEWNETFRER ROC H
Table 4 ROC curve of joint detection factor model
i H S A A R (%) T (%) HER (%) A 95%CI P1H
I A6 R 0.422 81.25 92.86 89.22 0.847 0.689~0.999 0.003
FRAE 1 49.13 76.79 59.80 0.605 0.354~0.815 0.180
Jie BB 110 g 1 52.00 78.57 67.61 0.613 0.361~0.810 0.163
CYFRA21-1 0 69.84 80.30 69.61 0.707 0.444~0.887 0.042
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MMP-2 . PCNA Fz Syndecan-1 5 iR ZhlIELEEIR 25
BRI R RIFR

FRIAAEY AW T ARLE?

[(# ZE] BH HERSEEAN 2(MMP-2) HE5H A% PR (PCNA) K 8 1 R H-1(Synde-
can-1) 7€ R FhEERR A0 Mg h i ik KL S PR RICR . Ak IEE 2015472 H % 2018472 H AR
WGAE) 62 51 11 GRS EIRIR AN i B bR AR I SR, BEHR F 3 iR 55 1E B LGB HR A, X e MMIP-2
PCNA J% Syndecan-1 7EAN[RIZH AU B FE IR AE L, 00T =2 59 BERAE 19 ¢ BT 4RI = AN R 26 1k 0 # 3 Ti
5 2 AR BL AT (. 5 WIEEZH MMP-2 PCNA PR35 i35 5 T4 B 4H , Syndecan-1 FAE
FERRBECT R, 2T HA G247 L (P<0.05), MMP-2 PCNA } Syndecan-1 5k 45568 () |
JE BT A2 (=3 cm) (HEUMERRIE (-1 434k ) , TNM 2331 (I~ IV 3#1) 45 54 (P<0.05) . ABFFE 8 A 62 1]
1 o S fte R 200 JH 9 HR 3 2 4E A A7 K 40.32% (25/62) , MMP-2 B 14 . PCNA B & Syndecan-1 [ 1Y
HBE BT 3 (P<0.05) . MMP-2 . PCNA . Syndecan-1 /2 =4 ROC 12k F i F45 5114 0.811.0.730.,
0.814.0.917, #4545 M Z T HAR L = F WS MR K. 48 MMP-2 J PCNA FikPH{E  Syndecan-1 ik
ISP ) 11 R RSl bR A B B P TR, WIS = RO T R i R L, PG U
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Study on the relationship between MMP-2, PCNA, Syndecan-1 and the progression of
oral squamous cell carcinoma

ZHNEG Chaohui '*, LIU Chunli', CAO Rui ', HAO Lihui*

(1. Department of Stomatology, Second Affiliated Hospital of Xingtai Medical College, Xingtai, Hebei,
China, 054000; 2. Department of Stomatology, Hebei Xingtai Medical College, Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To investigate the expression of matrix metalloprotein-2 (MMP-2) , prolif-
erating cell nuclear antigen (PCNA ) and proteoglycan-1 (Syndecan-1) in oral mucosal squamous cell carcino-
ma and its relationship with disease progression. Method The clinical data of 62 patients with oral mucosal
squamous cell carcinoma admitted to our hospital from February 2015 to February 2018 were selected. 62 speci-
mens of oral mucosal squamous cell carcinoma were set as the observation group, and the normal tissues adja-
cent to the cancer were selected as the control group. The expressions of MMP-2, PCNA and Syndecan-1 in
different tissues were measured and compared. The relationship between the them and the pathological charac-
teristics was analyzed, and the predictive value of the three expressions for the patient’s 2-year survival status
was explored. Results (D The positive expression rate of MMP-2 and PCNA in the observation group was
significantly higher than that in the control group, and the positive expression rate of Syndecan-1 was signifi-
cantly lower than that in the control group, and the difference was statistically significant (P<0.05). 2) MMP-
2, PCNA and Syndecan-1 are related to lymph node metastasis (yes), tumor diameter (= 3 cm) , degree of
tissue differentiation (low-medium differentiation) , and TNM staging (stage Il ~1V ) (P<0.05). @ The 2-
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year survival rate of 62 patients with oral mucosal squamous cell carcinoma included in this study was 40.32%

(25/62). The mortality of patients with positive MMP-2, PCNA, and negative Syndecan-1 expression was high-
er (P<0.05). @ The area under the ROC curve of MMP-2, PCNA, Syndecan-1 and the combined indicators
were 0.811, 0.730, 0.814, 0.917, respectively. The area under the combined detection curve was the highest.

Conclusion Patients with oral mucosal squamous cell carcinoma with positive expression of MMP-2 and PC-

NA and negative expression of Syndecan-1 have a higher mortality rate. The detection level of the three indica-

tors can be combined to understand the disease progression and evaluate the prognosis.
[KEY WORDS] MMP-2; PCNA; Syndecan-1; Oral mucosal squamous cell carcinoma
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Table 1 Comparison of MMP-2, PCNA and syndecan-1 levels between 2 groups [1n(%) ]

L " MMP-2 PCNA Syndecan-1

- BHPE Bk FHPE Bk FHPE Bk
WL 62 44(70.97) 18(29.03) 40(64.52) 22(35.48) 32(51.61) 30(48.39)
Xt AR AL 62 10(16.13) 52(83.87) 16(25.81) 46(74.19) 62(100.00) 0(0.00)

Pl 37.922 18.756 39.574

P1{H <0.001 <0.001 <0.001

=

g M%faﬁ-«;’».cﬂ SRy, TTEL R

B1 eEALEERE (SP,Xx500)

Figure 1

immunohistochemical staining (SP, x500)

%2 MMP-2.PCNA % Syndecan-1 5 O FE FPE SR 4RO BE R EHENXER (n(%) ]
Table 2 Relationship between MMP-2, PCNA , syndecan-1 and pathological characteristics of patients with oral mucosal

carcinoma [n(%) |

MMP-2
24 % no Bt A PME
(n=44)  (n=18)

PCNA Syndecan-1
BRI (SR (= N (= R £ e AfE P
(n=40)  (n=22) (n=32)  (n=30)

AR () <65 30 20 (45.45) 10(55.56)
=65 32 24(54.55) 8(44.44)
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s 24 18(40.91) 6(33.33) 0-309 0578
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Bk 36 19(43.18) 17(94.44)
I~ 30 16(36.36) 14(77.78)
M~IVH 32 28(63.64) 4(22.22)
W LEE RS B 25 22(50.00) 3(16.67)
7o 37 22(50.00) 15(83.33)

TNM 431

18(45.00) 12(54.55)
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6.277 0.012 4.218 0.040
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Table 3 prognosis of different expressions of MMP-2,
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Syndecan-1 ~ [HPE 32 7(11.29)  25(40.32)
BIPE 30 18(2003) 12(19.35) O-5°3 0002
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#£4 MMP-2,PCNA ¥ Syndecan-1 & =& Bk & 1&il
Xt O RE F AR SHIK B B 2 F £ RN MHE
Table 4 The predictive value of MMP-2, PCNA, syndecan-
1 and their combined detection in 2-year survival

of patients with oral mucosal carcinoma

B RBE RERE

IEEYR AUC 95%CI
BN m (%) (%) °
MMP-2 23458 7682 8397 0.811 0.631~0.992

PCNA 23587 7522 8545 0.730 0.531~0.930
Syndecan-1 ~ 24.054 7591 7852 0.814 0.648~0.979
SEBARM 24558 8548 8895  0.917  0.805~1.000
T BRI 24.005 7595  77.83  0.7689 0.774~0.958
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Figure 1 The predictive value of MMP-2, PCNA,
syndecan-1 and their combined detection in 2-year survival

of patients with oral mucosal carcinoma
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Effects of serum FSH, IGF- I and BMI on the outcome of artificial insemination of hus-
band’s sperm

LI Yi*, MENG Xiaonan, LUO Yu

(Department of Reproductive Genetics, Pingdingshan Maternal and Child Health Hospital, Pingdingshan,
Henan, China, 467000 )

[ABSTRACT] Objective To explore the serum FSH, IGF - I and BMI for pure artificial insemina-
tion to help the influence of the pregnancy outcome. Methods From February 2018 to November 2019, 104
infertile patients with ATH treatment were selected. They were divided into the pregnancy group (34 cases) and
the non-pregnancy group (70 cases). To observe the difference of serum FSH,IGF- 1 and BMI between the
two groups, and analyze its influence value by ROC curve, pregnancy patients were divided into abortion
group (11 cases) and non-abortion group (23 cases) according to the 12-week follow-up of abortion. Serum
FSH, IGF-I and BMI of the two groups were compared, and their correlation with the occurrence of abortion
was analyzed. Result The level of BMI, serum FSH in the pregnant group was significantly lower than that
in the non-pregnant group (P<0.05). Serum IGF-1 level was significantly higher than that in the non-pregnant
group, difference was statistically significant (P<0.05). Multivariate analysis showed that increased BMI, in-

creased serum FSH levels, and decreased serum GIF-1 levels were independent risk factors for successful preg-
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nancy failure (P<0.05). ROC curve analysis showed that the AUC of the effects of BMI, serum FSH level and

serum IGF-1 level on the outcome of assisted pregnancy were 0.759, 0.738, 0.976, and the sensitivity and

specificity were 73.5%/97.1%/97.1%

60.6%/48.6%/94.3% . The three - item combined prediction AUC is

0.999, the sensitivity and specificity are 97.1%, 100% ; the BMI =25 kg/m®, serum FSH level =10 U/L in the

abortion group is higher than that in the non-abortion group, and the serum GIF-1 level is low In the non-abor-

tion group, the difference was statistically significant (P<0.05). Spearman correlation showed that BMI and se-

rum FSH levels were significantly positively correlated with abortion (r=0.807, 0.408, P<0.05) , and serum

IGF-1 levels were significantly negatively correlated with abortion (r=—0.340, P<0.05). Conclusion The

BMI = 25 kg/m®, serum FSH =10 U/L, and low IGF-1 level are risk factors for assisted pregnancy rate and

live birth rate in ivf patients. Clinical intervention can be conducted according to the changes of these three lev-

els to improve the outcomes of assisted pregnancy.

[KEY WORDS] Artificial insemination of husband; Serum FSH level; IGF- [ level; BMI
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K g H AUC S.D 95%CI TG AHE HURIE (%) R (%) YL P
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Expression of GRP78 and P53 in Serum and Placental Tissues of Pregnant Women with
Preeclampsia and the Correlation Analysis

QIU Guangyin, TANG Jia, ZHANG Tiehuan, LI Dengke, ZHENG Zhaoping*

(Department of Obstetrics,, Longquan hospital of West China Hospital Of Sichuan University, Chengdu, Sich-
uan, China, 610100)

[ABSTRACT] Objective To analyze the expression of Glucose regulatory protein 78 (GRP78) and
P53 protein in serum and placenta tissue of pregnant women with preeclampsia (PE) and their correlation with
the condition and prognosis. Methods The clinical data of 150 pregnant women with PE who were admitted
to our hospital from April 2017 to May 2020 and were clinically diagnosed were collected and included in the
study group, including 78 cases with early attack (early attack group) and 72 cases with late attack (late at-
tack group). During the same period, 90 healthy pregnant women in our hospital were selected as the control
group. The expressions of GRP78 and P53 protein in serum and placental tissue between the two groups and PE
patients with different conditions and the expression of GRP78 and P53 mRNA in placental tissue were com-
pared. The incidence of adverse postpartum outcomes of PE pregnant women was recorded. Results The lev-
els of serum GRP78 and P53 protein in the control group and the GRP78 and P53 mRNA levels in placental tis-
sue were significantly lower than those in the study group (P<0.05). The levels of serum GRP78, P53 protein
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and GRP78 and P53 mRNA in placental tissues of the control group were significantly lower than those of the
early-attack group and the late attack group (P<0.05). The positive expression rates of GRP78 and P53 in the
early attack group were 76.92% and 73.08% , respectively, and the positive expression rates of GRP78 and
P53 in the late attack group were 80.56% and 76.39 % , respectively. The positive expression rates of GRP78
and P53 in the two groups were significantly higher than those in the control group (P>0.05). Among 150 PE
patients, 38 had poor prognosis, accounting for 25.33 %. Univariate analysis showed that age, total cholester-
ol, creatinine, GRP78 and P53 expression have some relationship with the poor prognosis of PE patients ( P<
0.05). Logistic regression analysis showed that age, total cholesterol, creatinine, GRP78 and P53 positive ex-
pression are independent risk factors affecting the poor prognosis of PE (P<0.05). Conclusion GRP78 and
P53 proteins are highly expressed in the serum and placenta tissue of PE pregnant women , which are closely re-

lated to the pathogenesis of PE. The detection of GRP78 and P53 protein levels can effectively assess the prog-

nosis of patients.

[KEY WORDS] Preeclampsia; Glucose regulatory protein 78; P53 protein; Placental tissue
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GRP78) 5 & 1 i 418 M 4%, P53 & 1 2 541
T T SO & [ S & B e a4 e R At .
PRI O 07 38 S 7 e A O R T 2k 44 v R I — E A
P BT, AW, #E— PR GRP78 (P53 &
NS TFIRETAR N USSR BEW T,

1 ABSHE

1.1 — ekt

WCEEAR B 2017 4F 4 F % 2020 4 5 A lgs H&
Il PRAfIZ 1 150 4] PE 2240 R A5 41, Horp L& PE
H 8B (AL, i 22 8] (32.11£5.89) i 5 i &
PE & 72 9] (Wi K2 2H) , 431 4 8] (35.69+6.87) , 1
B[] 309 A I i B 4 R Lk 90 (B4 SR ok HR A, A
RARPEE AR ZE B aitEmE . PR — %
B, R 22 F G L (P>0.05) , A W]
P, WK1,

Y ABRAE - O Ry BT UR s @l PR 95k} I i
P R I R E 7 3 1 s R PSS, AT 58
HFE T 5 & B E X KRB IF 2 A R
o HeBRbRE : QA I E R 5% R A B

P s @G IF 0 T IREAR 42 Of IF HAL I Ik
I RAEH s RGP TEE G AR &
F1 MA-MBABLLE (oxs)

Table 1 Comparison of general data between two groups

(xxs)
4 o PR () REIEE (kgm®) SriAE )
WFFE4H 150 26.48+3.58 27.89+3.15 34.75+2.06
YR 90  27.33+3.04 27.18+2.84 35.11+2.65
A 1.882 1.753 1.175
Pl 0.061 0.081 0.241
1.2 h¥k

1.2.1  [fil{% GRP78 . P53 & [ 46l

KUK # 3 mL kAN E I, 4C 1 000 r/m
B0 15 min J5 B RIS W AR AR EHGE I TG
MLV5 Jebp AR, LT -80Crk AR DL s b 4G . ik
PR 24 2R PP K 6 28 VAL I 3o A 0 Az 3
i oA i 3 A RS\ R 4 B s e B o A,
R & B T A B vl A 7=, HARERAE
AR A i BRI B AT o
1.2.2 #4041 GRP78 P53 & 44

rf ey RE R T 2 R LT 1.0 emx 1.0 emx 1.0
em, £ HEHA T2 4 mm B, 3 HLIE BRI 2
B2 ,0.1 g, Hoh L IR R I AEY R E
-1 52 L ¥ (Streptomycin avidin peroxidase, S-P)
TR0, B R A TAR AR & - L8] I ot
i KAk SRIGARYE S-P sl ik (6% GRP78.,
P53 H AR . EEA5  GRP78 — 4T bt
N TEREBUIAR , $ 1: 100 8 s P53 2 11 —Pi ok Bt
N SEREHTAR , F2 1: 50 7 B, P 1Lt IgG,
P A RBR M B, 2k i T, S ah—
IRV R AR AR AE , 2P B S 2 R A i
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3 1 (Reverse transcription polymerase chain reac-
tion, RT-PCR) A&l GRP78 J P53 mRNA ik,
1.2.3  Yefaghp) g

GRP78 FH 4 40 it 2 77 12 40 B | 280 [|) Joi 32 7%
JZ M KA R 5 3R )2 AL, S A B Ok, AR i
BHP 200 B 7 4 b o i B D o 0 43 T B
YA ;1 43 FHMEANIE<10% , 2 4 - BH P40 i 10 %
~50 % 33 41« HPE A0 B >50 % o Y 05 JE A E
0 - JCth, 1 /IR 0, A5 8 65 2 43, A5 68 3 41
MUY B 2 BV A . B B Sy =
347
1.3 WEHE bR

L3 WG AN [R5 1% PE FB 44 1M 3 1 GRP78
P53 % 1 5 R #4120 GRP78 . P53 mRNA # ik
TG oL . @idsk PE 2 IH G A R4S R kBN,
ALFE 77 5 R I G AR B L LSBT S
1.4 G5k

K H SPSS 18.0 #AF AT 481143 #7 , 1 & Bk
FH (x+s)FR , PIZIH] LLECR F ek 50, Z 4] L

K5 5 R FHARE S F 2 1 & Logistic [71H 434152 1 PE
BEWE A RMERFEE, LLP<0.05 25345

HEE
2 #HR

2.1 P4 75 GRP78.P53 & M X ik L 41 1
GRP78 P53 mRNA #ikF

X} HE 21 1fil 7% GRP78 . P53 4 1 5 if 8 4 4
GRP78 . P53 mRNA JK-V-1 i AL T A5 4, 2 7
HGiFE L (P<0.05), WE2. K1,

*®2 THEIME GRP78.P53 BEEARMEHLAH GRP7S.
P53 mRNA RIEER (x =)
Table 2 The expression of GRP78 and p53 protein in serum
and GRP78 and p53 mRNA in placental tissue
of 2 groups (x+s)

JIIRG: fa A R
45 n GRP78 P53 GRP78 P53
(pg/l) (U/L) mRNA mRNA
XTHRZL 90 1.12+0.06 52.23+4.81  1.04+0.02  53.14+5.27
9840 150 3.04£1.26 70.54+8.63  2.94+0.06 67.94+3.10
X 14.434 18.470 290.673 27.408

<0.001 <0.001 <0.001

P1E <0.001

BEl1 GRP78.P53 ERAEANAZARBARPHRIEFIR (SP,x400)
Figure 1  Expression of GRP78 and p53 protein in placenta of different pregnant women (SP,x400)

2.2 PE [ 1% B I3 GRP78 P53 & H M i
FH LR GRP78 . P53 mRNA ik M

X BR 41 1M ¥ GRP78. P53 4E 15 i £ 4l 1
GRP78.P53 mRNA 7KF-3) i AR T R 4 5k
H, A G L (P<0.05) , R4 S5 kA I
WEFIEIFE L (P>0.05), WLk 3,
2.3 KM L% GRP78 . P53 & H 4L /b

& 21 GRP78 P53 fHM: RN RN T 24l L
2R G4 L (P>0.05) . ¢l GRP78.P53
PR IA R E S TR, ZEREAFHIT¥E X
(P<0.05), WL 4,
2.4 YN PE B UG AN R B R8T

150 5] PE S & s AN R 38 ], 5 25.33% .
AW VIR E B LB . GRP78 M P53 E AT I H

*3 PEARRERIESREME GRP78.P53 EAKMELASR
B GRP78,P53 mRNA RIEHER (v+s)

Table 3 The expression of GRP78 and p53 protein in serum
and GRP78 and p53 mRNA in placental tissue of patients
with PE in different conditions (x +s)

IR fif f 14

GRP78 P53 GRP78 P53
(g/L) (U/L) mRNA mRNA

YTHRZH 90 1.12+0.06 52.23+4.81 1.64+0.02 53.14+5.27
BRH 78 3.01£1.22 68.54+8.25 245+0.08 67.71%3.02

il on

Mp gl 72 2.83+1.17 69.45+539 2.46+0.11  66.62+2.64
FiH 102.90 200.06 3189.73 359.91
P <0.001 <0.001 <0.001 <0.001

R0 PE B T A R B FRLR 2 (P<0.05) , L3R 5.
2.5 PEBREHGA R0 K E L2 HE 50T
2 Logistic [/ 8, B AE I8 SV [E AL
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F4 EEMBBALH GRPIS.P53 BEAANSH [n(%) ]
Table 4 Protein histochemical analysis of GRP78 and p53 in
placenta of each group [n(%) ]

) GRP78 P53
AR — GE R 6
XHIRZH 90 22(24.44) 68(75.56) 21(23.33) 69(76.67)
BERH 78 60(76.92) 18(23.08) 57(73.08) 21(26.92)
Mk 72 58(80.56) 14(19.44) 55(76.39) 17(23.61)
VAl 68.244 60.160

PiE <0.001 <0.001

x5 HMPEEBREMEARMAERSMN (2(%)]

Table 5 Univariate analysis of poor prognosis in patients
with PE [n(%) |

Bl% BURAR

e (n=150) (n=3p) XM P
R (%) ig 15000 362((:?'7291)) 59.281 <0.001
=P 2 =
ron 8
S =5. 3.
B [ 5 (mmol/L ) <5522 22 ﬁg;gig; 5562 0.018
yih —= & =7
Hl R mmol.) 258 11319 3;828(3 ) 0024 0.875
A - (
JILF (pmol/L ) <1182 ;? ?;EZZ?Z; 5412 0.020
_ T HX =
D- A (L) ::88 11373 g(ﬁffg)) 2544 0.111
GRP78 EE& 13){28 212376;7)) 10.606 <0.001
P53 EE& 13182 5;((18(?-5‘27)) 5.899 0.015

Jif \GRP78 & P53 BH4: ik /& PE L4 Tl A R
P RZE (P<0.05). WFE 6,

3 it

PE 22240 B PE LSBT 0 BRI 22—, 5%
J& PE Ilfi FAE R JCHE S0, (B & S8R & T35
S L PR 2 A i 5 ERRE PE U AT S B 4 0 H B Sk
I R BRI SRR T I AR R S A
71N, BT R SR G 43 N B 25 -1 .GRP78 46 7F PE
Ha R HRIR, IS5 T 18 sh Ik SR
YA R AE S5 ok, T 8CPE KA

GRP78 J&2 N it W i Z AR, Wt £

ik 2 5 M55 7% 5, JR4 20 6 1 14 4 5 0
-1 AHFSE & B, GRP78 & 4 .GRP78 mRNA 7E
PE [ 34 I8 AN G £ 41 20 rp 3k 2 S B R 2 1
B, HE R L PE 5% PE R E P LR LS
TR X, GRP78 il BES 5 T PE & . o #r
Ji K AT BB 2 T PE SR 3 ML PN A7 78 A AL B 3 s
N, S LR A A TR B E RS B
GRP78 K&t A4 i, B HOH &L B, Kelly
SEIE 1T A 5T GRPT8 17 PE fif £k 1% 77 20 Jifg v
)k & B, &R I & R PE iR 4 41 4L
GRP78 #E ¥ 2 Ml S 33k, HA W] Lh 22 R o4t
T o AR A, A4 % 4 PE B3
5 220 20 GRP78 25 [ PH 2 15 R ) I 35 5 T X AR
4,5 FARIRIEMHT .

P53 & (MR N P53 1238 7=, 76 R
S AL R T AR L A S Dy T A AR
Lee %5 W HRIEUFSL , MG A0SR AL, P53 B /K-
FESR , H5IREIE A =2 IE44 %, Bastida 55
5T &I, PE F34 L5 G £k 41 21 VEGF 5 P53
L EE AR R G IESE T P53 3@ kR S5 VEGE /K E5|
KA N R DIREZEAL, if— 155 & PE. AR 4,
RELRP53 25 T PER LA,

BeAbh , 238l i ot — 2 Logistic [543 M1 #81+
R RS R I PR U A AR S 2 R R B
GRP78 } P53 AN[rl $1k PE S [0 Flfm AN K1) A& A=
RINFAE—E 2557, bk — 25 327K GRP78 fil P53
() 2235 5 PE 22 7= 10 1Y i I 45 R B 3 — a2 1Y Bk
# . Hif it Logistic [81H 438 & 2L, & 0 [ B L
Jit .GRP78 J¢ P53 [ 3R i5 & PE [ H HE A R 1Y
M7 R X AT REE A PE FE G 400 3 A7 A
BEMT S, LT H 8 S R AR
AZZBR G 55 TR AR v O 5 WRE /N sl Bk 1) 42 28
A B EHEER LG I | G A i 5 4

2 b iR, PE 221010035 M iR #4021 b GRP7S |
P53 H Y E Rk, A S PE AW & UG, 16
I GRP78 P53 £ FI/K-V-A1 Bl T 11l 28 U o

®o PEBREMEARFMERHNSERSH

Table 6 Multivariate analysis of adverse prognostic factors in patients with PE

S YEES4 brifEiR 2 Wald/y* {4 P OR 95%CI 14
R (S IRY] . <30 %) 0.374 0.135 9.402 <0.001 1.454 1.116~1.894
B [ A (2 1B 4 . <5.2 mmol/L ) 0.532 0.210 10.541 <0.001 1.702 1.128~2.569
JUBF (2184 . <106 mmol/L) 0.468 0.187 6.758 <0.001 1.597 1.107~2.304
GRP78(Z R4 : FME) 0.442 0.175 9.646 <0.001 1.556 1.104~2.192
P53 (SRR BIE) 0.511 0.218 10.221 <0.001 1.667 1.087~2.556
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EARE O AR Ph B P S 4 LT B-ALP . PTH. s-PINP
Fls-CTX Fik

b kR HER

[ ZE] B FiFBEE RGBT (OPF) B M35 B 5 S v bl e i iR i (B-ALP) | HUIR 2%
JiR 38 2% (PTH) T RY A1 fi B 420 3 s i JIK (s-PINP ) A1 T Y Jie Ji #2652 166 I (s-CTX) 7K P B Il PR 72 o
Fik BEMC20194F 3 F £ 2020 4 3 A ARBEYA 76 4] £ 4 OPF B4 1E & OPF 41, [Al il ih 80 Bilk & A=
BT H AN AE (OP ) B E 1E A X R AL o Lb 5 20 A oy L BB B0 B 32 35 B %% B (BMID)
B-ALP . PTH . s-PINP #l s-CTX 7K °F-; 73 #F B-ALP .PTH . s-PINP F1 s-CTX 7K -5 BMD 4 AH 1k 5 F1) H 52
i TAERE T 2k (ROC) PE4 B-ALP \PTH . s-PINP fl s-CTX /K V-5 %4 OPF [ K%, %58 OPF4
JEAE Loy BEBF S0 B AT 8 3 = A2 BMD sK I T X IR AL, 22 % 4T 2% 78 L (P<0.05) . OPF
2 B-ALP ,PTH ,s-PINP s-CTX /K-35 FXF BRAL , 25 5+ e it 243 L (P<0.05) . OPF 2 JBEME 1o JEER
i KA 3 = A BMD K 3 55 B-ALP , PTH . s-PINP I s-CTX 7K 3 &£ 71 A 58 (P<0.05) . 2]
ROC Hl £k , B-ALP .PTH . s-PINP . s-CTX 2 Wi OPF % 4: ) AUC 435124 0.663 .0.625 .0.729 . 0.690 , PU #4 Bk
412 Wi OPF & L [ AUC K 0.856, = T U & HL 7l i2 W AUC {5 . #4518 OPF [ 34 Il 5 B-ALP .
PTH . s-PINP . s-CTX 5 BMD % YJ4H ¢, HXI P4l OPF &2k B A # & 2 W i i -

[£giR] BAEE MM ; B-ALP; PTH; s-PINP; s-CTX

The serum levels of B - ALP, PTH, s-PINP and s - CTX in elderly patients with
osteoporotic fractures

YANG Shuai*, ZHANG Hongxin, GU Xuejian

(Department of Orthopedics, First Central Hospital of Baoding, Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To explore the levels and clinical significance of serum bone - specific
alkaline phosphatase ( B-ALP ) , parathyroid hormone (PTH ), N-terminal propeptide of type I precollagen
(s-PINP) and carboxy - terminal cross - linking peptide of type I collagen (s-CTX) in elderly patients with
osteoporotic fracture (OPF). Methods A total of 76 elderly OPF patients from March 2019 to March 2020
were enrolled as the OPF group, while another 80 osteoporotic (OP) patients without fracture admitted during
the same period were enrolled as the control group. The bone mineral density (BMD) of lumbar spine (i2.4) ,
femoral neck and distal radius, B-ALP, PTH, s-PINP and s-CTX levels were compared between the two
groups. The correlation between B - ALP, PTH, s-PINP, s-CTX levels and BMD was analyzed. The
relationship between B-ALP, PTH, s-PINP and s-CTX levels with OPF was evaluated by receiver operating
characteristic (ROC) curves. Results BMD levels of lumbar spine «.»4), femoral neck and distal radius in the
OPF group were lower than those in the control group , the difference was statistically significant (P<0.05) ,
while levels of B-ALP, PTH, s-PINP and s-CTX were higher than those in the control group, the difference

was statistically significant (P<0.05). BMD levels of lumbar spine (1), femoral neck and distal radius were

KRB s T ATAEA LR B (20191713)
A AL AR T T H— P8 EE AA, AL 4R 071000
*BAZAEH AP, E-mail : chuanguji57057@163.com
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negatively correlated with levels of B-ALP, PTH, s-PINP and s-CTX in the OPF group (P<0.05). According
to the ROC curves, AUC values of B-ALP, PTH, s-PINP and s-CTX for diagnosis of OPF were 0.663,
0.625, 0.729 and 0.690, respectively. AUC of their combination was 0.856, higher than that of single
indicator. Conclusion The serum B-ALP, PTH, s-PINP, and s-CTX of OPF patients are closely related to

BMD, and have high diagnostic value for the evaluation of OPF.

[KEY WORDS] Elderly osteoporosis; B-ALP; PTH; s-PINP; s-CTX

‘B J B M JE (Osteoporosis , OP ) J2 4 1 515 [l
A R s 25 358 v I A PR B 2, LR AR 2 B 1 U
A B E TR A B R B SRR . OP 1
KSR T A E WA Z [ AN, A
R 55 A R LAt ™ ) 4 R TR R DG 1Y
B B NP Z — o Pk, 2Bk 50 % UL |
P NHEH, B 2 24 AR 4 2 B s — i fe
Hoapgm oW oP i EAEd I . & Bsmiate s
1 (Osteoporotic fracture , OPF) , t#5% A Mg P4 & 7,
ANTA] T R 0 4 R b ) B T, B R R
T s NG & A E T . OP RS2 i
2 F AT AR X 5 &R Y (Dual energy X-
ray absorptiometry , DEXA ) ‘5 % &£ (Bone mineral
density , BMD) ¥FA, o SR T, AR 22 FRE FEAE AN
3 DEXA 4, R, 38 VI 5 2580 7 TR A
B HE bR S LI2 W OPF. LT B 4 57 1 Bk 14
1% % i} ( Bone-specific alkaline phosphatase , B-ALP)
1T AT i 22 56 i TR (N-terminal propeptide of
type I precollagen, s-PINP) J& ‘B J& B (1) A 24 45
BT BOR 5% IR % & (Parathyroid hormone , PTH)
TE 58 rh R FEAE R 5 1Y e D R 5 o 52 R K
(Carboxy-terminal cross-linking peptide of type I col-
lagen, s-CTX) & B WU A & FHFE AR RLL , AS BT
FERVIZ4E OP f 74 IfiL 7 B-ALP ,PTH ,s-PINP FI
s-CTX /KFAE2 W OPF H g, BB 5 A T

1 RS

1.1 — R

PEHL 2019 4F 3 A & 2020 4F 3 H AR lia 76
{5 % 4% OPF ¥ 1E 4 OPF 40, % 21 14, 4 55 f4i ;
AR IR (71.82+6.34) & 5 B 1K 5T 1t 45 £ (Body
Mass Index, BMI) 4 (24.38+3.11 ) kg/m*; OP %5 £ 8
174 E 4 (13.1522.54) 4 [R0IIGA 80 1K &
A B OP BEAE X IR . B 27 49, £ 53 il ; °F-
PIAERE (72.1545.94) % ; BMI 4 (23.49+3.37 ) kg/m®;
OP JiE 2 8~16 4 , -1 (12.48+2.72) 4 . Wi 1E—

TR 2 R RS T E L (P>0.05) . AWF
FEAREE BRI D1 bt Fe IR L R S R 0], F
FERT R I B ANE R S

o AR UE : ORI 2017 LCHE TR A YEEPrie
JrFE ) A AR ERA 12 OP, ‘B T BB K 3 5%
1 2f 25 B2 Q4RI =60 % ; @OP i 1 >7 4F 5
@ CL 255 0N ) &= 45 ; ©OPF 41 ¥ A K Re A 15 5
o HEBRARAE  OREA: s ™ 50 il E D RE R
4 QA Fo A2 e B AR s B FH 52 e AR
5% ; @4k &% OP; s RGP B4 ; ©#h
ZORE PR A O A @i B A R 2k
2459
1.2 IS A5

Offi I DEXA (_F ¥ &l IR R PR 7 % 2 A PR
F] Dexa Pro-11) il 22 3 2H £6 35 M (o0 B 200 L 152
B 28 it — A7 BMD 5 Q)4 B 21 £ 35 ik . 5
mL, 3 000 r/min 25.0> 15 min Y M7 , 5% FH REE f
925 W2 B 3ok At P A 7 R & (v BRI AR D B
PR\ 7] )il B-ALP .PTH . s-PINP Fl s-CTX /K-,
1.3 Giitorik

fifi 1 SPSS 20.0 &t 122 4k 47 G i1 Ab 8
THR ORI, (R +5) 3R, R ¢ K 50 5 #H G 43 B
K H Pearson F 551 M7 5 4 1l 52 i34 T AE R AE i
2 ROC, it 5 ith 4 F m 1 AUC, ¥4 B-ALP,
PTH . s-PINP il s-CTX /K 12 Wi OPF & 4= [ 5%
fit. P<0.05 F2ZEFHAGIE L,

2 R

2.1 W4 E BMD K- Heds

OPF 41 EHE (o) B B0, BB 8 i = A0 A07
BMD /KK F X R4, 2 %4 5 2F 8 L (P<
0.05), W31,
2.2 M4 H# B-ALP .PTH .s-PINP fll s-CTX 7K 3F
oA

OPF 4 B-ALP .PTH .s-PINP .s-CTX /K V-3 55
TXRRA, 2 R A G E L (P<0.05), WLk 2,
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®1 WHBEBMD KFLE (vzs)
Table 1 Comparison of BMD levels between 2 groups (x+s)

?ﬂ%'] n Hg*ﬁéuz—n Bﬁ%éﬁ %%ﬁﬁﬁlﬁ
OPF 4 76 0.79+0.18  0.64+0.13 0.42+0.09
X HE2H 80 0.87+0.21  0.71x0.15 0.460.11

t{H 2.549 3.108 2.478

P 0.012 0.002 0.014

2 WHBEE B-ALP.PTH.s-PINP#ls-CTX KFLLER (vs)
Table 2 Comparison of b-alp, PTH, s-pinp and s-ctx levels

between 2 groups (x+s)

myl »  BALP PTH s-PINP s-CTX
A (UL) (pg/mL)  (ng/mL)  (ng/mL)

OPF#4H 76 76.31+21.65 59.81+22.13 58.27+18.34 0.62+0.13
XTHEZH 80 68.28+18.74 52.14+20.49 47.95+15.77 0.58+0.09
1 2.481 2.248 3.774 2.244
P1H 0.014 0.026 <0.001 0.026

2.3 B-ALP.PTH.s-PINP #il s-CTX 7k F- 5 BMD
IKPAR DA

OPF 2H JJEHME (.0 B 30 A58 1 328 S — >R
BMD /K5 B-ALP ,PTH ,s-PINP Fll s-CTX /K&
35 UAH OC (P<0.05) 5 % B 4H A8 3 i 551 BMD 7K
V-5 B-ALP.s-PINP Fl s-CTX 7K V- 5 i 3 17 A ¢
(P<0.05) , JEHE .0 S ZE 3 BMD 7K F-5 B-ALP,
s-PINP Fil s-CTX 7KF-TeAH A (P>0.05) , =
BMD /K5 PTH ¥ JCAH G (P>0.05) . ILEK 3,
2.4 B-ALP .PTH.s-PINP I s-CTX 7K~F X%} OPF %
AW A

VY 4 B 4 i2 Wi OPF & 4= 1) AUC 4 0.856, i
T=F iz AUCTH., WK1 .34,

%3 B-ALP.PTH.s-PINP #1s-CTX 7k £ 5 BMD 7k EHH % 1%
Table 3  Correlation between b-alp, PTH, s-pinp, s-ctx and BMD

. JEEAE (Lo BMD W45 %5 BMD e i v BMD
: r P{H r P{H r i PAH
OPF 41 B-ALP -0.327 <0.001 -0.431 <0.001 -0.297 0.001
PTH -0.286 0.005 -0.319 <0.001 -0.252 0.008
s-PINP -0.461 <0.001 -0.523 <0.001 -0.408 <0.001
s-CTX -0.417 <0.001 -0.498 <0.001 -0.362 <0.001
X} 2 B-ALP -0.092 0.168 -0.172 0.011 -0.115 0.264
PTH -0.079 0.467 -0.087 0.324 -0.062 0.513
s-PINP -0.104 0.082 -0.291 0.004 -0.105 0.173
s-CTX -0.096 0.318 -0.260 0.009 -0.810 0.421
o ROC ik
| 3 ifie

IR
—B-ALP
— s-PINP
s-CTX
—PTH
[LERISe
—SHL

0 0.2 0.4 0.6 0.8 1.0
14 St

1 B-ALP.PTH.s-PINP # s-CTX 7k £ it OPF % 4
ROC # %
Figure 1 ROC curve of OPF predicted by b-alp,
PTH, s-pinp and s-ctx levels

%4 B-ALP.PTH.s-PINP #l s-CTX 7k Fi2 i OPF & 4 9
ROC Hi £ 73 #7 & 8B
Table 4 ROC curve analysis of b-alp, PTH, s-pinp and

s-ctx levels predicting the occurrence of OPF

BUEE AUC 95%CI
B-ALP(U/L) 80.48 0.663 0.583~0.737
PTH(pg/mL) 67.10 0.625 0.544~0.701
s-PINP(ng/mL) 48.21 0.729 0.652~0.797
s-CTX (ng/mL) 0.66 0.690 0.611~0.761
HH A 0.856 0.783~0.934

EAF OP & —Fh S AR AHOC PN , &k 4 1
SO Ry E S R B AjIE K+ L BMD {H
YESZ RGN OP 1) =2 e b , HEAA 8471
ek, MR 247 OP BB R L NJE], OPF &
A AR B R i TEARBFSE T, OPF 4 IEEHE oo
JRe B 30 BB A i — R BMD ZKF- 2 2B AT
HRAH , 5 g A ST 45 R —30, 8K OPF J i
D B RS NN RE IR B A R
K, MR RE QN Bl 238 i 4. (B2 BMD il &
BLLLDEXA N, HASMEAR 218 il b S ] 2
BUFER B R A BB EE B Ge 27 Y284k, AN RerE N
B SDWIFE bR , BA —E R, I, F 25
A 7 1% H ARG brxt &4 OP E G A T
I, DA B ISRl it , [T OPF A A= %2,

S Bk 14 B BR T (Total alkaline phosphatase,
TAP) &) izl By A Ak 4a bR, E9IE & B A IE
WD e A2 i E Y WA e bR . iS5 TAP
AHEE , 28 B2 I3 A B-ALP BE B 4 b R B 85 TE %
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B8 B-ALPYEAUH IR AR &k, HE S
HIE N EAR DG, TR T 2 o i i A
FRrh s iASAFSE o OPF 4H B-ALP 7K -5 1% B
A, 5 EMEFEIR 2 /8 B-ALP figif i e B
P ETE BCRAS R IR OP [ Bl it Ji , B-ALP /K-
R, OP R ™ o, 11T T BEHS fin OPF & A KUK

PTH H HUR S5 B 5300 , 75 Fa A Al 25 9 Pl
ZRER . HUR S MR R 54306 57 40 i A5 Ak K S
TR At A< Y8 R —F %) 901 35, 3 o 0 g ) 0 7
IR 2635 & ¥ A= )24 3800 . PTH 328 F A C A
c-fos {55538 i , 3 o JiR 15 2R AE AL K I 111 Al IGF
SEA R 3 AR N T, O A R A
P3G GE A3 AL AR A 3R 2R R R R Y
BT FEAHEIE 45 R OPF 4 5 15 TE 1
R & B EED FHISEEIr kg,

s-PINP J& M JF 52 i b 28 £ R ok O 76 B B i
LR OB CRNIE R R G, e SN s A M ) T
PE LA B R0 i s-CTX S TR e IR 2 11 1Y
FEf =, el B B BER R R
SRR TSN 3N Bt = o R =R A 4o N
45 R 3R W OPF 8 35 B J % % 1 my , B&IK BMD 2
B4 kR

A W5 45 % W 7R, B-ALP , PTH . s-PINP Fil
s-CTX HtA 121 OPF & E 19 AUC {H 5 T U & Fh
W, ARE T o 38 A R 3 LT B-ALP \PTH .
s-PINP Fll s-CTX #1478z I , HE 4 4 Ho Xt OPF & &
AT W, A G TR X TR , B OPF A&/

%% frik , OPF H: 3% B-ALP .PTH . s-PINP I
s-CTX /K FETHE , H5 BMD K5 1A 56 , X7 OPF
i H YEFT B-ALP . PTH ,s-PINP #il s-CTX Wi il A Bf
TFPFAl OPF & A= XURS: , XTIl R o 11 b5 OPF H A
ZME.
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e A 9% B2 LI IGF-1 . IGFBP-3 K 365k K Holk A

FIARE ™ R g

[ ZE] BH SPrE0dom 85 mig e n ZHEKBEF-1(IGF-1) Al S Zr A KEF45 6 HE A
(IGFBP-3) /K P-ik I IR o Ak WK A 2014 451 A % 2018 4 7 A WiA 1 60 141l (4008 8 %
YN AAIF 5 0 B, 3 B TR) 30 T AR e A7 A AR 1) i i 7 i 2 60 191 35 Sy Xob R L 5 0 S5 e 88 0 A ) 400 HR 3 I
Xt HE 20 1L ¥ IGF-1 . IGFBP-3 /K-35 /K-, I115 IGF-1/IGFBP-3 HUfH , He 4 2 41 1fiL 7 IGF-1 .IGFBP-3 J
IGF-1/IGFBP-3 HAB /K-, I 30 {40088 838 4 AN [ I PR AR 20 4L, U 30N [ I R SRR AIE S8 28 1009 IGF-1
IGFBP-3 % IGF-1/IGFBP-3 [t {fi, &% F{KIE IGF-1 %3k /K & IGF-1/IGFBP-3 M (8 34 53 & 1% 1R
M, 22 R A G L (P<0.05) , IGFBP-3 ik /KT A 25 5 BG4 5 L (P>0.05) 5 AN [ 5] AR [R] b
Jo AR SO B R B 3R 14008 B TGF-1 \ IGFBP-3 % ik 7K I IGF-1/IGFBP-3 Ut 22 % LG i 5
M(P>0.05) ; {2 28 PE T 408 5 % IGF-1 # 3k K F & IGF-1/IGFBP-3 V18 T 2 i T AL 4= 28 1t 1 (Ao sgd s % 2%
SR G2 L (P<0.05) 53— 4 ROC M1Z6 4317 , IGF-1 #1% 7K V- & IGF-1/IGFBP-3 LU {E 4} T K94 (=
22V 3B &I A (B (AUC=0.974.0.936) , IGF-1 . IGF-1/IGFBP-3 [ {F 7 I 2 {497 1 22 1 1) 50 s Jig
2391 100.00% . 86.20% , 45 5 1 4351 9 93.50% .87.10% . #5# IGF-1.IGF-1/IGFBP-3 LA 5 4 T (A 9% 17
PR A — WO (EAH I R

[kggiE] TR, RS ERARETF-1; B RAERKETFEGENA-3

Ceclinical significance of serum IGF-1 and IGFBP-3 levels in patients with pituitary tumors
ZHOU Xiangjun'*, ZHU Nana®, LI Hao'

(1. Neurosurgery Department of Xinyang Central Hospital, Xinyang, Henan, China, 464000; 2. Disinfection
Supply Center of Xinyang Central Hospital , Xinyang, Henan, China, 464000 )

[ABSTRACT] Objective To analyze the expression levels and clinical significance of serum insulin-
like gromth factor-1 (IGF-1) and insulin-like growth factor binding protein (IGFBP-3) in patients with pitu-
itary tumors. Methods 60 patients with pituitary tumors admitted to the hospital from January 2014 to July
2018 were enrolled in the study. Another 60 healthy volunteers who came to our hospital for healthy examina-
tion were selected as the control group. The radioimmunoassay was used to detect the expression levels of se-
rum IGF-1 and IGFBP-3, and the ratio of IGF-1/IGFBP-3 was calculated. The serum IGF-1, IGFBP-3 and ra-
tio of IGF-1/IGFBP-3 were compared between the two groups. And patients with pituitary tumors were grouped
according to different clinical features, and the serum IGF-1, IGFBP-3 and ratio of IGF-1/IGFBP-3 were com-
pared among patients with different clinical features. Results The expression levels of IGF-1 and the ratio of
IGF-1/IGFBP-3 in pituitary tumors were significantly higher than those in the healthy control group, but there

was no significant difference in the expression level of IGFBP-3 (P>0.05). There was no significant difference
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2. 151 P B R H AR B P s AT, 42 FE 464000
*BAEAEA A8 E , E-mail : 3619873299@qq.com



TR ST 4eE 20194611 #5114 %563 J Mol Diagn Ther, November 2019, Vol. 11 No. 6 - 281 -

in the expression levels of IGF-1 and IGFBP-3 and the ratio of IGF-1/IGFBP-3 among patients with pituitary tu-

mors of different genders and different tumor diameters and pathological types (P>0.05). The levels of IGF-1

and the ratio of IGF-1/IGFBP-3 in patients with invasive pituitary tumors were significantly higher than those

in patients with non-invasive pituitary tumors (P<0.05). Further analysis by ROC curve shows only the level

of IGF-1 and IGF-1/IGFBP-3 ratio have obvious predictive value on invasiveness of pituitary tumors (AUC =
0.974, 0.936), and the sensitivities of IGF-1 and the IGF-1/IGFBP-3 ratio in predicting the invasiveness of pi-
tuitary tumors were 100.00% and 86.20% respectively, and the specificities were 93.50 % and 87.10 % respec-

tively. Conclusion The ratio of IGF-1/IGFBP-3 may have a certain predictive value on invasiveness of pitu-

itary tumors, which deserves clinical attention.
[KEY WORDS]

AT L o5 5N R 1Y) 10%~25% , B 3 AR
fE 4% H A W B R S AL IR AT 40 A KR
(grouthhormone , GH) 98 | #A %1, % (prolactin, PRL)
Ji e A b Bz B3R (adrenalconticotropinhor-
mone, ACTH) i J& . JC /) BE (nonfunctioning , NF) i
TSR IR A AR R S A (i PR AR 2%
5, BB RGNS AR DEERI B
AR AR AR R TR, X TR B 2
YA T IO B A AR K K- 1 (insulin-
like growth factor i, IGF-1) IS B FEAE K IR 454
# 1 (Insulin - like growth factor binding protein -3,
IGFBP-3) 31 /2 i &% Z A A A I - 5% (insulin-like
growth factors, IGFs) i i1t , i 5¢ 48 ) IGFs Al 5
FOXT R Z IR EE G OG- 15 Tl i S B b i Je
B A FP AL AR AR 2257 R e e 2
PRI I A R R i E A ), (HC
T IGF-1.IGFBP-3 TEHE AR Hh it 1 S il R 3 X
B AR X EE VL o AR 53 A T AR B TS
IGF-1 IGFBP-3 /K-¥-2 ik N Fullfe PR X, 5 78 N 3
TR B RASIR PR B , BARHGE I .

1 #ABEFEE

11—k

RS AR 2014 4F 1 H 2 20184FE 7 H
Wi 1 60 151 T 4008 f8 5, o B3 21 ], 42 39 i,
AR RS (44.27£10.12) % I H 4% 4~18 mm, F-
¥7(12.14+3.08) mm, 34 {51 fjf 87 145 <10 mm, 26 i
=10 mm ; Knosp 432% 3~4 2% (127814 )29 4], Knosp
53R 0~2 2% (AE4278% ) 31 il ; PRL 15 4], ACTH 17
%, GH 14 f4i] ,NF 14 %5 . Fr g4 A B35 3 2801 K
FABEH L, I HER T DI 55 B . SRl
T A BEAT 1A RS 1 {3 3 T 60 1] 35 Sy X R
4, Hod 5 27 i, £ 33 1, AR (46.01+9.87)

Pituitary tumors; Serum IGF-1; IGFPB-3

B2 HPER] A AL, 2 5 R G EE (P>
0.05) o AR FE 28 FBE AT R) 3 01 2 28 I TR 3
B W9 T EARARBEAC P2 R S LR

N bR e - DI 7R 5 BB Y 2 4 210 B
B @XT B AL E ARG ZE AR H, TR e ek
FE YL L RS s S E N AR s . HERR
br e : O & Dhhe 55 s @& I B e M 0% i
s O T AR IR A A I A9 LA AR 1% I Al i g
PN s @ LT A R LA TR 2 v B4
It B B e PR B s © 6 I e B FE B
1.2 ik
1.2.1 AR

IGF-1.IGFBP-3 U5 f e i 7 & 3 [ LAl
i} Diasource 23wl , i 4% B & 11 504X (BXS05-SN-
6105) 14 H At 5t AUERHML T Hr A A FRA F]
1.2.2 kgl Jr ik

RAE 2 ALF 5T X 4 R 6] 25 B Bk 0L 3.5 mL,
3 500 t/min 24 T 250 8 min, 43 L1 J5 B FEAS
IyHERN 2 403, B T -80CUkHiRA7 . IGF-1.IGFBP-3
D7 B, 1) T 5 7 A AR B 58 i (IGF-1 A
i S REA KRR A4 4 50 pL, IGFBP-3 4 10
L) KBRS L TR i BORE 43 ) A R 7
0 2% wh% (IGF-1:200 wL . IGFBP-3:1 000 pL),
BEWIR A #IR A1 )5, 25CIRE 30 min, 523 510
A BT FRIC IGE-1 (1 200 pL) 3% I #51c IGFBP-3
(50 pL) , iERIR A %85 25°CHLH 120 min, %k 3 1K
J oy U S BRI | B4 7 B TE) S 60 s
1.3 Gl

i FH SPSS 19.0 #4741t 24 3 Hr , i & HERkY
FH Ge£s) i3, Z 2 RER 5 22508, BP0 LR
FH e K256 5 IR 230 TAEFRE 28 (ROC) 20 HF
IGF-1 .IGFBP-3 /% IGF-1/IGFBP-3 [t {f %} & {438 17
ZE PR TRINANE ; P<0.05 R 25 S A Gt L,
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2 #HR

2.1 T H % IGF-1 . IGFBP-3 #iA /K -
TR IGF-1 %35 7KF & IGF-1/IGFBP-3 H i
W E v TR, 22 R A Gt B X (P<0.05),
IGFBP-3 KA 7KV [ 22 5 o g8 it 2 7 L (P>
0.05), W1,
£ 1 FEMRIBEE IGF-1.IGFBP-3 RixKFE (T+s,n=60)
Table 1 Expression levels of IGF-1 and IGFBP-3 in patients

with pituitary tumors (x s,7=60)

g5 IGF-1 IGFBP-3 IGF-1/
B (ng/mL) (ng/mL) IGFBP-3
FRRA 243.84263.18 4136.12+686.56 0.06+0.02
o i 4] 186.18+58.83 4098.10£825.05  0.05+0.02
18 -5.173 -0.275 -3.694
Pl 0.000 0.784 0.000
2.2 IR R 1Y T {A0% £ 5 IGF-1 . IGFBP-3
FIkKF-

ANTR) P 51 AS [ Jieh 98 L A S o B SIS 7R ) e R
94 15 %% IGF-1 .IGFBP-3 357K *F- & IGF-1/IGFBP-3
FUAR 45 25 5 o 8e 1124 7 L (P>0.05) ; {2 78 1 ke
98 £ IGF-1 #3A /K- & IGF-1/IGFBP-3 [ {H i
Erm T REERERE RS ERASITFEEX
(P<0.05), W32,

R2 AEGERFFAER EA R EE IGF-1.IGFBP-3 RikKkF
Table 2 Expression levels of IGF-1 and IGFBP-3 in patients

with pituitary tumors of different clinical features

, IGF-1 IGFBP-3 IGF-1/

i A (ng/mL) (ng/mL) IGFBP-3
5] 5 242.50+66.66 4221.18+721.34 0.06+0.02
I 244.56£62.11 4090.44+672.20 0.06+0.02

18 -0.117 0.686 -0.281

P1H 0.907 0.497 0.780
JgE A2 <10 mm 247.92+58.11 4082.94+705.97 0.06+0.02
=10mm  238.50+70.09 4205.84+667.56 0.06+0.02

tHE 0.555 -0.689 0.743

PAH 0.581 0.494 0.461
1R2E 122 296.20£36.49 3979.42+715.71 0.08+0.02
JEfZZ22M 194.85238.45 4282.84+634.78 0.0520.01

18 10.475 -1.733 7.061

P 0.000 0.089 0.000
SEHIZEA PRL 218.49+51.80 4356.98+686.03 0.05+0.02
ACTH 253.71465.01 4148.37+656.44 0.0620.020
GH 227.18+61.93 4165.36+441.98 0.06+0.02
NF 275.67+62.63 3855.70£874.43 0.08+0.03

F1a 1.979 0.279 2.222

PA{E 0.148 0.758 0.118

2.3 IGF-1.IGFBP-3 % ik 7K *F- % IGF-1/IGFBP-3
b R0 2 4988 422 28 14 1) T A (L 53 B

2 ROC £k 20 1 , IGF-1 3 3% 7K °F- & IGE-1/
IGFBP-3 [ B AT AR = 28 VA PL 35 ] i S0 41 {8
THURRE A 100% ¢ 5% R 93.50% ; IGFBP-3 ik 7K
SRR (2B TCH W AT, WL 3 K 1,

%3 IGF-1.IGFBP-3 %&iA 7k F & IGF-1/IGFBP-3 b {E X EAE B Z M AT M E S #T
Table 3 Predictive value of expression levels of IGF-1 and IGFBP-3 and ratio of IGF-1/IGFBP-3 on invasiveness of

pituitary tumors

2N AUC LB FEEL Cut-off HURE (%) TS (%)
IGF-1 0.974.(0.000-1.000) 0.935 233.411 100.00 93.50
IGFBP-3 0.596(0.452-0.740) 0.181 3718.396 30.00 87.10
IGF-1/IGFBP-3 [ {# 0.936(0.877-0.955) 0.733 0.0585 86.20 87.10

4
—IGFBP3
— £

! k\ H%r‘ﬂ“h " "~ " 1 v‘rW”MO
¥ : A 4 IGF-1 .IGF-1/IGFBP-3; B & IGFBP-3,
B 1 ROC &
Figure 1 ROC curve analysis
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AME UG  TRFEA R W2 48 b T =
IR ZENE T B 5T BRI I R I2TR M s
PG ALHTE P . IGFs RGLALEE 24~ IGF (IGF-1,
IGF-2) .2 > IGF 3Z {4 (IGF-receptor 1, IGF- r1; IGF-
receptor 2, IGF- 12) fll 6 15 IGF B4 & 26 fl J1 1)
IGF %% 4 % 11 (IGF - binding proteins, IGFBPs) ' ,
IGF-1 WJ2 IGFs F 4t 5 9 % 2 Jai i B[R] UR ) 2
JRPR -, o2 55 R, A i s s otk DLk
HEREREMEY . BYLRITA 4830 774 IGF-1,
A A MR, EEAEH LN L IE A 5
W K 55 53 WAE 5 T I T Y IGF-1 25
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B Ay W, PR MG 3 B S DN UL E A
FENARIVERT o WF5E48 H, IGF-1 n]al i 5 H Az
PR 28 G0 22 %8 )5 0 55 1 #5728 (mitogen-acti-
vated protein kinase, MAPK ) . i JIg 5k AL % 3 ¥4 i
(phosphatidylinositol 3-kinase , P13K) {5 5% F & 1%
RIEVER AR UE A 2253 %4 13 RNA \DNA &
A, A R 0 A A A 1 D1 Rk, T 4 i N G1
HEA S AR ARG, T4 AR I IGF-1
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TABE 2 37 il BREAR K 45 S 1B # B AR X IBA] . He# 45 418 TREM-1 . H.S 2 ACE2 £k /K T2 5%, R
Logistic =194 #7 52 1 51 2P B I 4R £ 34 5 26 A7 i fa 16 IR 35, 2R I ROC il 4k 43 #F TREM-1 . HLS |
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S H T A, 22 R A G L(P<0.05) o JliE R 0 i R G053 . APACHE 1T . TREM-1,
H.S F ACE2 /K- by i 5 i 2 M JH M 9 J8 3 TS A A7 1 2 R % (P<0.05) o TREM-1.H.S \ACE2 1141 &
=HWEA M T A 5K 0.839.0.789,0.763 . 0.963 , 4% 5 A 1 28 T I AR DL A R A Ok . 4 it
TREM-1 .H.S }& ACE2 7K V-7 HAiE Pk MR ¢ Fe 2 v B 25 T i, KA — 3 R mT 1 kg DAy 6 3 IS A= A7
AT 8T BE I R b T ARSI G K S I B b A 1 38, 3 T v A A7
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The value of TREM-1, H2S combined with ACE2 in the prognosis of severe acute pancre-
atitis

DONG Yu'*, YAN Kai*, CHENG Hailing'

(1. Department of Critical Care Medicine , Nanjing Tongren Hospital , Nanjing, Jiangsu, China, 210000 ;

2. Hepatobiliary Pancreatic Center of Zhongda Hospital Southeast University, Nanjing, Jiangsu, China, 210009)

[ABSTRACT] Objective To study the value of triggering receptor expressed on myeloid cells 1
(TREM-1), hydrogen sulfide (H,S) combined with angiotensin converting enzyme 2 (ACE2) in estimating the
prognosis of severe acute pancreatitis. Methods 58 patients with severe acute pancreatitis admitted to this hos-
pital from June 2017 to June 2019 were selected as the study group, and the patients were divided into the death
group (n=18) and the survival group (n=40) according to the treatment outcome. 45 people with normal physi-
cal examination results in our hospital during the same period were selected as the control group. The differences
in the expression levels of TREM-1, H.S and ACE2 between the groups were compared. Logistic regression was
used to analyze the risk factors that affect the prognosis of patients with severe acute pancreatitis. The ROC
curve was used to analyze the predictive value of TREM-1, H.S and ACE2 individual or three combined detec-
tion for the prognosis of patients with severe acute pancreatitis. Results The levels of TREM -1, H.S and
ACE2 in the study group were higher than those in the control group, and the difference was statistically signifi-
cant (P<0.05). Pulmonary failure, cardiovascular system failure, APACHE Il , TREM-1, H.S and ACE2 lev-
els are multiple factors affecting the prognosis of patients with severe acute pancreatitis (P<0.05). The areas un-
der the TREM-1, H.S, ACE2 curves and the three combined curves were 0.839, 0.789, 0.763, and 0.963, re-
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spectively. The area under the curve of the three combined detection was the largest. Conclusion The levels of

TREM-1, H.S, and ACE2 significantly increased in patients with severe acute pancreatitis. The combined detec-

tion of the three can be used as an effective means to assess the prognosis of patients. Clinically, their levels can

be detected and timely interventions can be performed to improve the survival rate.
[KEY WORDS] TREM-1; H.S; ACE2; Severe acute pancreatitis
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Table 1 Comparison of TREM-1, H2S and ACE2 levels

between the 2 groups (x+s)

2 5] n  TREM-1(mg/L) H.S(pumol/L) ACE2(U/L)
WoEdl 58 74.52+1.45 46.09£3.56  69.87+13.65
YRR 45 1.98+0.47 21.95.+1.26 20.39+2.58
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Table 2  Univariate analysis of prognosis and survival in
patients with severe acute pancreatitis [7( %), (x=s) ]
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51
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APACHEI (43)  5.79+2.63 12.15+1.34  9.677 <0.001
TREM-1(mg/L)  63.51%1.23 75.79+1.21  35.349 <0.001
H,S (pmol/L ) 36.36x1.54 49.17+1.63  28.787 <0.001
ACE2(U/L) 52.79+6.31 66.43+7.25 7.271 <0.001
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Table 4 Predictive value of TREM-1, H2S and ACE2 levels

in prognosis of severe acute pancreatitis
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H.S 2646 0754 0811 0.780  0.646~0.932
ACE 2595  0.763  0.796 0.763  0.588~0.937
=HW4 2910 0952 0.736 0.963  0.905~1.000
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Figure 1 ROC curve diagram of the predictive value of
TREM-1,H2S, ACE2single and combined detection levels on

the prognosis of severe acute pancreatitis
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Table 3 Univariate analysis of prognosis and survival in patients with severe acute pancreatitis

AL YEES4 P o 15 Wald | * 18 P OR 95%CI
AL (=60 % vs <60 %) 0.941 0.894 4.264 0.079 2.563 0.444~14.779
Jii JE £ 985 (F vs JG) 0.895 0.162 4.595 <0.001 2.447 1.782~3.362
OIS R G (O vs ) 0.936 0.132 4.368 <0.001 2.550 1.969~3.303
5 IR CHEYEAE vs AR AEVEE: ) 0.979 0.798 4.161 0.292 2.662 0.557~12.719
APACHE Il (F} 5 vs 1IE %) 0.912 0.264 3.494 <0.001 2.489 1.484~4.176
TREM-1(F} & vs IE%) 1.036 0.147 3.178 <0.001 2.818 2.113~3.759
H.S (7t vs IEH) 0.935 0.354 4.354 <0.001 5.550 1.274~5.103
ACE2(F}# vs IEH) 1.261 0.292 4.484 <0.001 3.529 1.991~6.255
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Correlation between PTX3, OPG, Hcy and in-stent re-stenosis of patients with acute cor-
onary syndrome after percutaneous coronary intervention

LEI Lei'*, FENG Jie', LEI Yan®

(1. Department of Cardiology, Affiliated Hospital of North Sichuan Medical College, Nanchong, Sichuan,
637000; 2. Department of Laboratory Medicine, Affiliated Hospital of North Sichuan Medical College, Nan-
chong, Sichuan, China, 637000)

[ABSTRACT] Objective To analyze the correlation between blood pentraxin 3 (PTX3), osteoprote-
gerin (OPG) and homocysteine (Hcy) and in-stent re-stenosis (ISR) of patients with acute coronary syn-
drome (ACS) after percutaneous coronary intervention (PCI). Methods 95 patients with ACS who were
treated by PCI in our hospital from January 2017 to January 2019 were selected as the ACS group. According
to the results of reexamination of coronary angiography 6-9 months after PCI, they were divided into the ISR
group (n=49) and the N-ISR group (n=46). In the same period, 60 patients who were hospitalized for suspect-
ed ACS during the same period and were confirmed by coronary angiography with vascular stenosis less than
50 % , and had normal blood flow and complete clinical data were selected as the control group. The levels of
PTX3, OPG and Hcy between the ACS group and the control group were compared. The occurrence of ISR in

all ACS patients after PCI was recorded, and multivariate Logistic regression was used to analyze the indepen-

A e A W) Tt Z&AAR B (16P)133)

WA 1N R EF R EERS A, @I, &% 637000
2.1 L B F IRHE B RA A, W), & & 637000

*EAEHE A FF, E-mail :song167826wang97@163.com



TR SRIT ARG 20214E2H %5134 #5210 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

+ 289 -

dent risk factors that affect the occurrence of ISR in ACS patients after PCI. Results PTX3, OPG and Hcy
levels in the ACS group were higher than those in the control group, and the difference was statistically signifi-
cant (P<0.05). There was no difference in age, gender, BMI, history of hypertension, history of diabetes,
blood creatinine, triglycerides, high-density lipoprotein cholesterol, and total cholesterol between the ISR
group and the non-N-ISR group (P>0.05). The low-density lipoprotein cholesterol and left ventricular ejection
fraction in the ISR group were lower than those in the N-ISR group, and the levels of APTX3, OPG, Hcy and
the number of smokers were higher than those in the N-ISR group. The difference between the two groups was
statistically significant (P<0.05). Low left ventricular ejection fraction and high APTX3 and OPG levels were
independent risk factors for ISR in ACS patients after PCI (P<0.05). Conclusion The levels of APTX3,
OPG, and Hcy are significantly increased in ACS and postoperative IRS patients. The three are independent
risk factors that affect ISR after PCI. Clinically, they can be included in the index detection system to avoid the

risk of ISR in ACS patients after PCL.

[KEY WORDS] Pentraxin 3; Osteoprotegerin; Homocysteine ; In-stent restenosis
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Difference of troponin test results between patients with stress cardiomyopathy and acute
myocardial infarction

WU Pengcheng'*, WANG Meng*, ZHANG Hongbing*, JIANG Conghui', HUANG Cheng °

(1. Emergency Department, Zhongshan Torch Development Zone Hospital, Zhongshan, Guangdong, China,
528437; 2. Department of Cardiology, Zhongshan Torch Development Zone Hospital, Zhongshan, Guang-
dong, China, 528437; 3. Emergency Department, Nanlang Branch, Zhongshan People’s Hospital, Zhong-
shan, Guangdong, China, 528437; 4. Department of Emergency, Zhongshan People’s Hospital, Zhongshan,
Guangdong, China, 528437; 5. Department of Cardiology , Guangdong Provincial People’s Hospital, Guang-
dong, Guangzhou, China, 510080)

[ABSTRACT] Objective To analyze the difference of troponin test results between patients with
stress cardiomyopathy and acute myocardial infarction. Methods The clinical data of 10 patients with stress
cardiomyopathy (stress cardiomyopathy group) and 100 patients with acute myocardial infarction (acute myo-
cardial infarction group) admitted to our hospital from January 2018 to June 2020 were collected and analyzed.
Group of patients with troponin (troponin T, troponin I), myocardial enzyme spectrum (ALT, AST, CK,
CK-MB, LDH), electrocardiogram (lead I elevation, aVL lead elevation, V2 -V5 lead ST segment eleva-
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tion) for comparison, Spreaman correlation analysis method was used to test the correlation between the above
indicators and stress cardiomyopathy, and the receiver operating characteristic curve was drawn to calculate the
muscle calcium of stress cardiomyopathy and acute myocardial infarction The cut-off value of the protein.
Results Comparing the results of troponin detection between the two groups, the values of CTNT and CTNI
in the stress cardiomyopathy group were (0.46+0.05) wg/L and (3.67+0.41) pg/L, respectively, which were
higher than those in the acute myocardial infarction group (1.27£0.11) pg/L, (24.38+1.42) pg/L, the differ-
ence was statistically significant (P<0.05), compared with the results of myocardial enzyme spectrum and elec-
trocardiogram, the difference was not statistically significant (P>0.05) ; Spreaman Correlation analysis results
suggest that troponin is related to stress cardiomyopathy, and myocardial enzyme spectrum and electrocardio-
gram have nothing to do with stress cardiomyopathy; receiver operating characteristic curve suggests: stress
cardiomyopathy and acute myocardial infarction muscle The cut-off value of calcineurin T was 0.97 pwg/L, and

the cut-off value of troponin I was 7.71 pwg/L. Conclusion The results of troponin examination can be used as

a preliminary diagnosis of stress cardiomyopathy and acute cardiomyopathy infarction.

[KEY WORDS] Stress Cardiomyopathy; Acute Myocardial Infarction; Troponin; Myocardial En-

zyme Spectrum
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ALT ,AST .CK .CK-MB .LDH.,
1.4 AL AR

K ML A FH 52 e 105 - % G A P2 1) cobas h 232
Cardiac System 73 M {3 I 22 AILAES 2 11 A K20 WL
W DR TS aVL SR
V2-V5 S5k ST Bt , (a8 R S BR AP B B %
HEA BRA &) A 72 ) Prince 180B /PR3O HEL RGN
1.5 Geit=srtr

K SPSS 25.0 Ge b H 844 % Bt E 47 Ak B 5 4%
A IER AT TORER H (x +5) 3R, 4R L
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L WL B8 AH G L Spreaman AH &4 43 B 2 46 56
22l 32 i TAERRAE il 26180 e O L 5 &
PO U ZE ILES 25 1Y cut-off {H ; P<0.05 £ /R %
SAGIFRE L,
2 & B
2.1 P AR IUES 2 PR 25 2R L4

D7 P O JIL 2H LS B A 235 2RI T Sk
ODWUBEFEA | 22 5 A 4 it 5 = L (P<0.05) . W
% 1 o

x1 FHBENSEAKRMERER [(v+s),pg/L]
Table 1 Comparison of troponin test results between

2 groups of patients [ (x+s), wg/L]

205 n MASE AT WA T
IF 85 LG 24 10 0.46+0.05 3.67+0.41
X e[ i 100 1.27+0.11 24.38+1.42

18 5.211 19.897

PH 0.000 0.000

2.2 THLH AR O LB ARG I 245 SR e g
IO WU 2HL O LB R 25 51 5 2o L
FHICLH Lo, 22 R s it2r 7 L(P>0.05) . WL 2,

®2 MARECNBEERMERLER [(vzs),UL]

Table 2 Comparison of myocardial enzyme spectrum test results between the 2 groups [ (x+s), U/L]

205 n ALT CK CK-MB LDH
N SO WL 2R 10 237.44+15.28 180.77+15.33 1487.95+123.43 198.72+14.38 417.64+20.56
FES NI IN 100 237.59+15.69 188.04+15.46 1488.23+125.47 198.55+15.10 417.48+20.42
A 0.189 0.327 0.432 0.272 0.281
PiE 0.820 0.693 0.577 0.743 0.736

2.3 PiHEHE OB EEMRILK
I O BIUIR 40 | TR PR S MO LA A
A, Z R G IT2FE L (P>0.05), WL#E3,

®3 MABRFOCBERIALE (n(%)]
Table 3 Comparison of ECG performance between the two

groups [n(%) ]

x4 NSSERCOEEEOCRERAS S EHEOIR
OEEES kS
Table 4 Correlation between troponin, myocardial enzyme

spectrum, electrocardiogram and stress cardiomyopathy

15 I E’@é aVL %Eéé V2-V5 E'FE??
Ll L ST Beda
BOECHEOHURZ. 10 9(90.00)  9(90.00)  10(100.00)
SIS 100 96(96.00) 97(97.00)  100(100.00)
2 E 1.920 2.962 0.000
P 0.166 0.085 1.000

2.4 JWASEH GO NS O HL BRI 5 R
O WL A G

JLAES B 1 5% B v 5 M O L A G (<
0.05) , 0o LB AR Ak o0 H B2 35 0 Btk O L
THK(P>0.05), W4,
2.5  NEPEC U 5 20O WU FE NLAES 2 1T cut-
off {H.

ZARAH TAEFAE I AR « DR O e 5 2
PO WL FE AILES 25 11 T A9 cut-off {H 4 0.97 wg/L .
WA 1 1Y cut-off {4 7.71 pg/L.

S

IO O L B i T B A TG e S A o JEE 5 Y
HE, LA R e oy 2R R o O A

eIzt r P{i

IR A MAESEAT 0.48 0.007
WA 1 0.62 0.000

L LB ALT 0.27 0.544
AST 024 0517

CK 0.19  0.525

CK-MB 017  0.532

LDH 022 0510

NNEERES S I Sk 0.25 0.521
aVL IR 027  0.543

V2-V5 FH ST Bt 0.23 0.517
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e MU 5

JUVES A 1 Fh 3 /AN [ 2 PR 9 5 e 20, A 4%
ALAS H A T WU 1 TULES 3 F CL P LS 3
TS E A T T 0 RGBT . NIE5E
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2% SFRP1 . hBD3 . IR A R 1--o 11 PR A W 5%
£ Hp Ji& e opp 43k Bl A 22 X

WA A D

[ E] B& FITEIG WS M A H 1(SFRPL) (B Pl % 3(hBD3) R R AL F-a
(TNF-o0) 7E18 P25 8 2 A T TR AT P (Hp ) B B h 3R I . AFiE #2017 4F 7 £ 20194 9
BRI 19 167 B8 VE S J8 % B AR5 2 5 14 Hp B 43 X BRZH (JC Hp /8&4% , 105 4] ) . Hp g%
20 (181 2 R R A Hp JR e, 62 fl) , Fb 38 4L R 143 SFRP1 ,hBD3 , TNF-a 3235 , 2 ] Logistic . Spearman .
W TAERRE (ROC) T4 T AL (AUC) AT 581 73 Hr. 465R  Hp /B4 4 SFRP1 . TNF-« 5 1% i
4, hBD3 I F X A, 22 7 A G it 248 L (P<0.05) ; i} {47 SFRP1 .hBD3 , TNF-a 518 7 7 Jf % & 9 Hp
JRYL A B IE A5 (P<0.05) s #i174#% SFRP1  TNF-o 5 Hp EXYLFEF 5 1E M1 56 , hBD3 5 Hp BEYLFEE 5 6 A
% (P<0.05) 5 SERP1 il J7 %% () AUC A 0.746 (95%CI : 0.619~0.848) , hBD3 T3 il 7 %% f) AUC N 0.785
(95%CI : 0.663~0.880) , TNF-o F I J7 8% 1) AUC H 0.697 (95%CI : 0.567~0.807) . Z5i& 181k & 4 £k
Hp /& YL 5 94 % SFRP1 . TNF-o 5 % %34 , hBD3 2ALE 5, 3 5 Hp BRYL A ¢, ¥l = /K - 7]
TR RST 2, o AN (55 5

(&4 ] R ; SFRP1; hBD3; Mg IRAEH F- s 184 i % £F: Hp R4

The expression and clinical significance of gingival crevicular fluid SFRP1, hBD3 and tu-
mor necrosis factor-« in patients with chronic periodontitis with Hp infection

ZHANG Liyuan'*, ZHANG Peng’, MA Tingting’

(1. Department of Stomatology , Chaoyang Central Hospital, Shenyang, Liaoning, China, 122000; 2. Depart-
ment of Stomatology, Air Force hospital, Northern Theater, PLA, Shenyang, Liaoning, China, 110042 ;
3. Department of Dermatology, Air Force Hospital, Northern War Zone, PLA, Shenyang, Liaoning, China,
110042)

[ABSTRACT] Objective To investigate the expression and significance of gingival crevicular fluid
secreted frizzled-related protein 1 (SFRP1) , human beta-defensin-3 (hBD3), and tumor necrosis factor- o
(TNF-a) in patients with chronic periodontitis with helicobacter pylori (Hp) infection. Methods From July
2017 to September 2019, 167 patients with chronic periodontitis were selected in this hospital. According to
whether they were accompanied by Hp infection, they were divided into the control group (without Hp infec-
tion, 105 cases) and the Hp infection group (chronic periodontitis with Hp infection, 62 cases). The expres-
sions of SFRP1, hBD3 and TNF-« in gingival crevicular fluid were compared between the two groups. Logis-
tic, Spearman, receiver operating characteristic (ROC) curve and area under ROC (AUC) were used for sta-
tistical analysis. Results SFRP1 and TNF-« in the Hp infection group were higher than those in the control

group, and hBD3 was lower than that in the control group, the difference was statistically significant (P<

AT A T TE A ARFF AT % (20170681336)
A Ar 1L AT T AW P B w pEAE, 3T, #1718 122000
2. PEARMKERIER EEER 2 A, T, M8 110042
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0.05). There was a significant correlation between gingival crevicular fluid SFRP1, hBD3, TNF-a and chron-
ic periodontitis with Hp infection (P<0.05). Gingival crevicular fluid SFRP1 and TNF-«a were positively corre-
lated with the degree of Hp infection, and hBD3 was negatively correlated with the degree of Hp infection (P<
0.05). The AUC of SFRP1 in predicting efficacy was 0.746 (95%CI 0.619~0.848) , the AUC of hBD3 in pre-
dicting efficacy was 0.785 (95% CI 0.663~0.880) , and the AUC of TNF-« in predicting efficacy was 0.697
(95%CI 0.567~0.807). Conclusion The gingival crevicular fluid of patients with chronic periodontitis with
Hp infection showed high expression of SFRP1 and TNF-a, and low expression of hBD3, which is related to
the degree of Hp infection. The detection of the levels of the three can predict clinical efficacy and has high ap-

plication value.

[KEY WORDS] Gingival crevicular fluid; SFRP1; hBD3; Tumor necrosis factor-a; Chronic peri-

odontitis with Hp infection

1 PEF A 58 02 5 R AR N Vi e 2 i 32 2
J R Z — , & I Hp 8 Gy i) ml o = 48 M 58 J8 98 0
15, G Inm ARG MERE . i RS A DGR A
(secreted frizzled - related protein 1, SFRP) 1 J&
SFRP Z J5 1 174 , 5 B A A BL 25 ¥4 1) SERPS J2&
KRR R ) AR AR R Y, 378 SFRP KR
Al HE 58 M 2F JE R A G, {H SFRP 7618 M 28 il %%
£ Hp AL /I AR B W=, A B BifEI 2% -3 (Hu-
man beta-defensin-3 ,hBD-3 ) /& 3T 2 Ikl 52 2 —,
HRYEAH ST FE , i TR 22 BR R IE 2 F I R A i R 5
58 JR S0 0 W R A B R A S8 A T R A
Hp JBY AT AT AN . I IR 3E A -« (Tumor
necrosis factor-au, TNF-a ) J&—Fl R 5E K, 78 7 [
AR/NRBRY R R R T AR R A
SFRP1 . hBD3 ., TNF-« [ 3 35 M I PR & SC, e 4
mr.

1 X&fMFE

1.1 RS

PEHL 2017 4E 7 H & 2019 4E 9 H A BRI 36 1Y
167 118 M 2 8 R B, R4 2 5 £ Hp J g
43 R %t BRZH (UG Hp /& %%, 105 4] ) \Hp /&Y 41 (12
PEF R 260 Hp B4 02 1)) . TG i A E%
BRI E A AR E . Q8T R R B HE .
40 F it 5 32 2 K E>1 mm I SRR 2 R E >
5 mm 5 WAL 15 >30% ; @Hp YL 4 C IR FE IR
SR M QT HAL RS 218 Y DA
YR 4 8 JC TR ) vE b RSP Hp iR
P GO E I RE T B R H ; © AT 4
oA Z i s O AHRT 6 4 H G RIE T
S HEBR AR o O FLI T IR R @B
PER IR

1.2 FHiE
1.2.1 R4 SFRP1 .hBD3 , TNF-ao 5]

TIEITHT, M 16,24 .36 .44 DU 5 R AEER A
TAEAS 38 2 i 6 G 8 XUPT A e 0 2450 G A
SFRP1 ,.hBD3 ,TNF-a 7K -, i 5l & W T 72 [ % [C
INH]
1.2.2  Hp YL i 1| Wr

T ABE G 67 AT, R Hp A A (2 857
BEy7 a5 A BRA 7, YHO4) K FC B £, K
TRTZ K2 4~ h S s i, "CIRZ IR (1
pCi) 1R A 120 mL JE7K 3% iz , #4815 min, IR
2~5 min, SR EHEOR B N A8 8 0 B
78 R S RIS, "C-UBT=100 dpm Bif J) 58
o Hp B, b 100~200 25 “+7, 201~1 000
“H+7,>1 000 F -+
1.3 RIT A

Hp YL 41 ¥ 245 41 Hp = BRIT ¥E 5 F J5 Sl
BIT -
1.4 J7RCH

A% Hp B, oF B A8 R B <4 mm, X £ 7 ik
TN A B WA B A AR 1 173 5 A %50 Hp B, 2F
JAAE TR BE <6 mm, X £k 7 s A R W i AR
K19 13 ABASB AT AR K19 172 o3 5 B30 A 8K
AAEFFE . SRR RS AR A,
1.5 Gtk

K HI SPSS 22.0 20 FEL 4R . TR BRI (i £5)
FR, BT AL L KB, Z A A LA BRI R
75 2250, R LA DL LSD-t A6 3 o 31 80% B
n(%) R, WA PR s . RHZHE Logistic
0] 943 #7 i 74 ¥ SFRP1 .hBD3 \ TNF-o 518 7% 7 J
R Hp &I ) & & o R H Spearman 43 A7 i} 74 ¥
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KU T AERF (ROC {148 F 1 FX AUC 4387
iR 74 Wi SFRP1 . hBD3 . TNF-« il Il 57 %% 09 4 B -
P<0.05 NERA G IT2FE L.

2 HR

21 —JRBRHE
P AR ) AR R i T S A
SRR R R R S IO OB LR, 22
TG40 L (P>0.05) Y] b, WA 1,
F1 FWAKBRERIEE (n(%), (x£s5) ]
Table 1 Comparison of clinical data between 2 groups
[n(%),(x£5)]

Hp /&4 4 X HE 20 .
MH ?n=(?2< ) (n=105) i P
(D) 49.28+5.52  48.74+5.80 0.592  0.555
PSR 36/26 65/40 0.241  0.624
IR (kg/m?)  22.59+1.65  22.38+1.62  0.804  0.423
PRI 38(61.29)  67(63.81)  0.106 0.715
2 0 s 32(51.61)  60(57.14)  0.482 0.488
TR HRRRE
s 32(51.61)  59(56.19)
Giyiy 30(48.39)  46(43.81) 0329 0.566
CEIR/S ]
Fe g IR 8(12.90) 15(14.29)  0.063  0.802
AR 10(16.13) 19(18.10)  0.105 0.746
L HESR 3(4.84) 4(3.81) 0.006  0.937
TR I 6(9.68) 8(7.62) 0215  0.643
HP &L (+/++/+++)  22/19/21 - -

2.2 PRI SFRP1 ,hBD3 . TNF-a ik
Hp /&Y« 40 SFRP1, TNF-o /&5 T % B84 , hBD3
RTX IR, 2R A 51275 L (P<0.05), Wk 2,
*x2 WANRAE SFRP1.,hBD3 . TNF-a Ri& (v +s)

Table 2 The expression of SFRP1, hBD3 and TNF-« in

gingival crevicular fluid of 2 groups (x +s)

Hp J& 21 X} R ZH ) )

i [P
i (n=62) (n=105) +{H H
SFRP1(pg/mL) 411.21269.89  236.89+43.36  17.728 0.000
hBD3 (g/L) 2.13+0.53 4.97+1.02 23.635  0.000

TNF-a(pg/mL) 2758.46+222.37 1354.49+187.66 43.569 0.000

2.3 4% SFRP1 .hBD3.TNF-a 518 V£ F & 4
Hp J8L (1) E R R

w7 AE AT Logistic [BIAAEHRY | DUAHF 57 ¢
SREEAS, DAk A e PR 2 JE 9k Hp Jiye kPR A i, IR
1=HP &4, 0=17 . LIRTRRRRZE T (F1.3&2) %
P<0.10 B #8 b/ 2 o A A2 &t . ¥ 3% T SFRP1.
hBD3 . TNF-a & F 48 &, 35 % P41 B35 S P E
HEFT B (47 J2) AL M A A i, [l 5 AR
M R, IEAT H AR S s B bR i

o g=0.10, a ,x=0.05, 3 /I\ ﬁ %Eﬁjﬁ% GPNEE
iR (P<0.05), WF 3,
%3 #RiA SFRP1.hBD3 TNF-o 51814 5F BB ¢ Hp Bk
B R
Table 3 Correlation between gingival crevicular fluid
SFRP1, hBD3, TNF-a and Hp infection in chronic

periodontitis

Wz WRESEW B
1==300
pg/mL, 0=
1==34
we/L,0=7%
1=2 000
pg/mL, 0=

SE  Wald OR{H 95%CI P{H

SFRP1 0.793 0.272 8.507 2.210 1.297~3.766 0.003

hBD3 —0.357 0.155 5.323 0.700 0.517~0.948 0.021

TNF-a 1.274  0.363 12.282 3.574 1.753~7.286 0.000

2.4 HP YL B H IR SFRP1 ,hBD3 \ TNF-a 5
Hp SR YL T2 FE (0 AH G 1

B Hp &Y% i , SFRP1 . TNF-o 52 34 fin#a 4,
hBD3 SRS, AR b F A g2 L (<0.05) .
K H] Spearman # 17 AH 3¢ P 4 #7 & B, 6B 18 W
SFRP1 , TNF-a 5 Hp /8 4L 2 B 52 1E A 2% (7=0.400
0.405, P $4<0.05) ,hBD3 5 Hp &R YL 72 i 5 T AH 5%
(r==0.410,P<0.05), W4 F 1,

F4 AEBERZER HP BB HE IR KA SFRP1,
hBD3 ., TNF-a 7K F R LLEL (v +5)
Table 4 Comparison of SFRP1, hBD3 and TNF-a levels in
gingival crevicular fluid of patients with HP infection with

different degrees of infection (x+s)

YL SFRP1 hBD3 TNF-a
W2 " (pg/mL) (ng/l) (pg/mL)
+ 22 279.35:50.01  3.1620.85  1683.88+160.02
++ 19 385.92+55.84°  2.14+0.43"  2943.81+221.95°
F+ 21 572.23+103.44° 1.05£0.28" 3716.52+288.07"
T 62  411.21%69.89  2.13+0.53  2758.46+222.37
FAH 85.541 72.887 418.792
P{H 0.000 0.000 0.000
T WAL a b 2050 Fl+  ++ZH A L P<0.05.
600 . 4000 4
2 : 13500 fF 53 H " .
Sw I'/_J_/_J 2 3000 L—"‘!’/} ;i 2 E\!\!
B 0 %_' 2500 H H E % 1 L ) '
04 2000 + ; N
! l-llva*é : ! x-lnp.@twuz ' ! x-lnp.@twuz

T WAE - 1=Hp /&Y “+”, 2=Hp JE&YL “++7  3=Hp JRY “+++",
E 1 SFRP1.TNF-a.hBD3 5 Hp Bi72 &1 & E
Scatter plot of SFRP1, TNF-a, hBD3 and Hp

infection degree

Figure 1

2.5 {74 % SFRPI1.hBD3.TNF-« i Jll 77 %% 1)
ROC /3 #reh
A 3 R % SFRP1 . TNF-o Ik F o8 3,
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hBD3 & T B E EZF A S22 E L (P<
0.05), WZ5~6. K2,

K5 AEFTFHERAE SFRP1.hBD3 . TNF-a bbE (v +5)
Table 5 Comparison of gingival crevicular fluid SFRP1,
hBD3 and TNF-« in patients with different curative effects

(xxs)
D BAR(n=39)  FTR(n=23) i P{H
SFRP1(pg/mL) 395.29+58.96 438.20+£88.42 2.293 0.025
hBD3(pg/l)  2.56+0.49 140:0.60  9.351 <0.001

TNF-a(pg/mL) 2521.69+189.56 3159.94+278.00 11.846 <0.001

F6 ROCHILER
Table 6 ROC analysis results

N . }g!ki ?: |=Eg
WiH AUC  95%CI PG UL RS
(%) (%)
SFRP1 0.746 0.619~0.848 41321 pg/mL  0.818 0.641
hBD3  0.785 0.663~0.880  2.32 pg/L 0.826 0.718

TNF-a  0.697 0.567~0.807 2919.30 pg/mL 0.615 0.769

HHURIE (Se)
U (Se)
UK (Se)

0 0.2 04 06 08 1.0
14552 (Sp)

0 02 04 06 08 10
15571 (Sp)

B2 #Ri4% SFRP1.hBD3 ., TNF-o Hiill7 %K) ROC
Figure 2 The ROC of the predictive efficacy of SFRP1,
hBD3 and TNF-« in gingival crevicular fluid

0 0.2 0.4 06 08 1.0
1-45 521 (Sp)

3 itig
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The expression and clinical significance of MTDH, Ets-1 and p21WAF1 proteins in pha-
ryngeal carcinoma

ZHANG Lei', HE Yuan®’, CHEN Yuanxing’, LIU Fang', DAI Xin**

(1. Head and Neck Rehabilitation Center, Beijing Rehabilitation Hospital Affiliated to Capital Medical Univer-
sity, Beijing, China, 100144; 2. Neurospeech Rehabilitation Center, Beijing Rehabilitation Hospital Affiliat-
ed to Capital Medical University, Beijing, China, 100144 ; 3. Department of Otolaryngology, Head and Neck
Surgery, Beijing Rehabilitation Hospital Affiliated to Capital Medical University , Beijing, China, 100144)

[ABSTRACT] Objective To analyze the expression and clinical significance of metadherin (MT-
DH), E26 transform ation-spe-cific-1(Ets-1) and cell cycle regulatory protein (p21WAF1) in pharyngeal car-
cinoma tissues. Methods The clinical data of 66 patients with throat cancer were selected. During the opera-
tion, the cancerous tissues of throat cancer cells of 66 cases (study group) and adjacent mucosa tissues (con-
trol group) in 42 cases were collected. The protein expressions of MTDH, Ets-1 and p21WAFI1 were com-
pared between the two groups, and the relationship between these proteins and the clinicopathological charac-
teristics of throat cancer was analyzed. Multivariate Logistic regression was used to analyze the independent

risk factors that affect the prognostic death of patients with throat cancer. Results The positive expression

AEFR AT T A ARFFIEET oA A (L182015)

Ve i | AARBEA R F WG RRILERLFHRL PO, b 100144
2.EHMEFAKRFWELTRLERAZ ZTERL P, LT 100144
3. B AR E A K B A TR A E IR ol Sk FUIME, L 100144

*BAZME A AR AR, E-mail : daixin1977@163.com



TR SRIT ARG 20214E2H %5134 #5210 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

- 301 -

rates of MTDH, Ets-1 and p21WAFI in the study group were 63.64% , 72.73% , and 42.42% , respectively,
and in the control group were 16.67%, 23.81%, and 78.57% , respectively. The positive expression rate of MT-
DH and Ets-1 in the control group was significantly lower than that in the study group, and the positive expres-
sion rate of p21 WAF]1 was significantly higher than that in the study group, the differences were statistically sig-
nificant (P<0.05). The positive expression rates of MTDH and Ets-1 in patients with the clinical stages Il to
IV, medium and low differentiation, and lymph node metastases were significantly higher than those in patients
with the clinical stages I to I , high differentiated and without lymph node metastasis, the differences were
statistically significant (P<0.05). The positive expression rate of p21 WAFI in patients with low to moderate dif-
ferentiation was significantly higher than that in patients with high differentiation, and the difference was statis-
tically significant (P<0.05). The patients were followed up for 1 year after the operation, and the prognosis
death was 12 cases (18.18% ). According to the analysis of unconditional multivariate logistic regression mod-
el, clinical stage Il ~ IV, medium and low differentiation, lymph node metastasis, positive expression of MT-
DH, Ets-1 and negative expression of p21WAF]1 are independent risk factors affecting the prognosis and death
of patients with throat cancer (P<0.01). Conclusion MTDH, Ets-1 and p21WAF]1 proteins are abnormally

expressed in throat cancer tissues, and may be involved in the occurrence and progression of throat cancer.

[KEY WORDS] Metadherin; Transcription regulator-1; Cell cycle regulatory protein ; Throat cancer
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Relationship between mir - 497 expression and inflammatory oxidative stress in patients
with acute cerebral infarction and its prognostic value

ZHANG Haochun'*, CHEN Zhong', WEN Zexian', LIU Chunping®, LIU Yuee®’, PU Guoming®, LIU Sujun’,
LI Yuan®

(1. Department of Cerebrovascular Disease , Dazhou Central Hospital , Dazhou, Sichuan, China, 635000 ;
2. Department of Neurology , Dazhou Central Hospital, Dazhou, Sichuan, China, 635000 )

[ABSTRACT] Objective To investigate the relationship between the expression of miR-497 in pe-
ripheral blood and inflammatory oxidative stress, prognosis in patients with acute cerebral infarction (ACI).
Method 80 patients with ACI who received intravenous thrombolytic therapy in our hospital from May 2017
to September 2019 were selected as the ACI group, and 60 healthy subjects in the same period were selected as
the control group. The expression level of miR-497 in peripheral blood, the contents of inflammatory factors
such as tumor necrosis factor - « (TNF - o) , interleukin-6 (IL-6) , interleukin-17 (IL-17) and oxidative
stress indexmalondialdehyde (MDA) , superoxide dismutase (SOD) and glutathione peroxidase (GSH-Px)
were determined and compared. The prognosis was evaluated according to the modified Rankin Scale (mRS)
score at 90 days. mRS score 0-2 points was good prognosis, and 3-6 points was poor prognosis. Result The
expression level of miR-497 in peripheral blood of the ACI group was higher than that of the control group (P<
0.05). The levels of TNF-a, IL-6, IL-17 and MDA in serum of patients with miR-497 expression = median in
the ACI group were higher than those of patients with miR-497 expression<median, SOD and GSH-Px levels
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were lower than those of patients with miR-497 expression<median, the difference was statistically significant

(P<0.05). The expression level of miR-497 in peripheral blood of patients with poor prognosis was higher than

that of patients with good prognosis in the ACI group, the difference was statistically significant (P<0.05).
The area under the ROC curve was 0.8411 (95%CI: 0.7509~0.9313, P<0.05). The expression level of miR-

497 in peripheral blood has predictive value for the prognosis of ACI patients. Conclusion The increased ex-

pression of miR-497 in peripheral blood of ACI patients is related to excessive activation of inflammatory oxi-

dative stress and poor prognosis.
[KEY WORDS]

sponse ; Prognosis

S M i 4 BE (acute cerebral infarction , ACI) &
Fii PN 30 JK I A A 2 R I AR T 5 5 A 114 i 2L 3 i
BABE, KRR REZAE LTHaS LR AR
TR AL B, BORRE R ™ RS B AR I T
=, ACLERE ML DIRERE HLHI S 24, 25T
FRAE T ARAE S B2 S AN S I 1) P8 93 5 i 24
AUEk I H 3 F & UIA E . /) RNA (microR-
NA, miR)J&— A R G0 P R FZAE RS
fh/NorF RNA, 2l miRs 78 ifil B a2 20 4R
FIZFI IO PR SR IR EINEE 40
B 5R &BR, BH AR ZF AR 280 miR-497 F iR
FLXF RAE B S8 A I 3R T B s LA A
. {H miR-497 7E ACI A& il & i 3Rk iy A8 1k B
SCEANERE o L, AR 5T 21 A I miR-497
FER 5 RAE AN T 5 2R KO0 FL ) TN

1 #ABEHE

1.1 —Bgek

PEHE 2017 4F 5 H & 2019 4F 9 A W a] 75 A B
P32 W KA IR T 1 80 91 ACT B E 1 ACT 4,
Horp Bk 51 L 2k 20 1], AR (52.93+10.92)
% o MARRE : QIR RI<4.5 h, FF 5 F ke 48
fE; QFF & ACLZ WibrifE" s I PR 9k} A Bl 15 9%
HE 58 s @ A BE G B AR JE R bk i 3~5 mL T
miR-497 Ik KL o HEBRAR I : OFF 7 S ki 12
AR RE ;s QREAEA I A G s i s &I A B
G e B MR R R G . 3 BRI
TEFR e 1 60 5] filt R A A R o) B2 . X R
ZH 5 M 38 ) | Lotk 22 Bl AF IR (49.57+11.24)
4. P — BRI R = T gt R L
(P>0.05) o AHF5% BT 835 0 [R) 5 2 s e 1 BE
Z et
1.2 AJE Il miR-497 &35 f A6 I

B ACT 4138 A BE S B 20 9 1 J] i B AR Kkt

Acute cerebral infarction; miR -497; inflammatory response; Oxidative stress re-

FR 2 A T A G B A B IR AR, SR R b R AR
8] B F) & 1T miR-497 FEIK MR . 1 %
K FH 4= 1l RNA £ B0 ) & $2 B RNA | 17 f5 R H
miR J % 5518 7] 200 RNA i miR S5 5% 4 i
cDNA, fizJ5 & F miR 2% 5t i PCR K a0 7% &tk
17 PCR K , S 44 2 24 cDNA 1 wL a5 &5 4 J2
MRS 10 wL . 10 pwmol/L ) E 3514 0.4 wL ik
Rl &N TS 04 pL, 28 PR EE
20 pL I 7E 980 E B PCR A L 47 FR2 IV , K2 i 72
¥ 0994 s W2 Fi 28 1 3 min, 94C 15 s.607C 40 s H
5240 NEH . AR BN IR A i 261155 miR-497
[k K-,
1.3 IMIE AT K B S8 AR R b A

HUACT #0535 A B S B 220 A 10 775 AR B %o Rt
2 75 TR VA ISF ) I8 R AR, SR P T EDG £ 928 1K 71
& (VY R 2~ &) A DU b S8 - (TNF-at)
HAZ-6(IL-6) . A F-17(IL-17) {9 35 i, >R AR
AROEL b 22 PR AR (e ot A BN W) A I P
(MDA ) i 5t , >R FH v 8 S A a0 & (i
B2 F) ) R 4R A B AL I (SOD) /Y 5 1, R H
A3 B R G (R s w1 Rzl 44 e H ik
i ALY (GSH-Px) 1Y 5 &
1.4 JiTE ™ ERE NI

HRAE A e 56 [ [ A7 AT e 2 ih i 36 (the
National Institutes of Health Stroke Scale, NIHSS ) 1}
S VEO I AR B, <5 43 R (5~15 43k h
=164 NEE
1.5  HE PN

Ik 12 5 90 d, R ] B B Rankin £ 4
(Modified Rankin Scale, mRS) PEA/T il , mRS $F-53
0~2 43 R TG B .3~6 0 ATFUG A .
1.6 Giitsorik

K H SPSS 22.0 B AT Gt Ab B, 15 %
B (% +5) R, P R] FEBCR FH ¢ K056 L 24 1R] e



NTWERITeE 20214E2 4 $5134 4524 T Mol Diagn Ther, February 2021, Vol. 13 No. 2 - 307 -

R BN & 7 22400, miR-497 T 75 5 59 ¢ (8
FHROC kb, P<0.05 HESESG T HE X,

2 #R

2.1 PH4L4ME I miR-497 ik /K19 b5
ACT 41 B2 35 A JE I miR-497 14323k 7K - I
EPXRRRA, 2 5 E G L (P<0.05), LK1,

®1 FANMEM miR-497 RIXKFHILLE (vxs5)
Table 1 ~Comparison of miR-497 expression in peripheral

blood between 2 groups (x +s)

2H 51 n miR-497

ACI4H 80 1.00+0.27

X iR 60 0.74+0.20
i 6.276
P 0.000

2.2 ACI 2" miR-497 AN [f] & 35 H 3 1L 1 48 4E I
T g

1E ACIZH 1, miR-497 &3k < (v K8 & 17
TNF-a  IL-6 . IL-17miR-497 Fih= i 5 4 & 1
BT, ZF A5 E L(P<0.05), WK 2,

F2 ACIAH miR-497 RE) R % B FH MiE K AE E FHY
EEBE (wts)
Table 2 Comparison of serum inflammatory factors between

patients with different expression of miR-497 in ACI group

(xxs)
TNF-a IL-6 1IL-17
I
TH " (ngmL) (pg/mL) (ng/mL)

miR-497 ik =F {7 %F 40 23.19+4.59 5.96+0.94 14.04+2.93
<% 40 17.58+£3.14 4.22+0.77 10.28+2.25

t1H 6.380 9.057 6.437

P{H 0.000 0.000 0.000

2.3 ACI 4+ miR-497 A [a] 3 1k B & I 1 A4k
PR AR I L

5 ACT 4] miR-497 ik < (i B84 Lk,
ACI 41 1 miR-497 3 iA= v K 3 19 1L 7 MDA
SEU SIS, SOD .GSH-Px & Bl BRIk, 257
HE it E L (P<0.05), WL#E3,
2.4 ACI 21 v A [a] 9 1 7™ 3 7% 32 B8 38 A A i
miR-497 1k 7K - 1) Ho 4

ACT AR S = LR B SN I miR-497
TR e s R ST ESRE 25 A%t
FE U (P<0.05), W4,
2.5 ACIAH R [F TS B M E I miR-497 Rk
I B g5

ACI £ H 40 JE 1 miR497 By 26 ik K F #5233

&3 ACIAH miR-497 AR R X BEH ME RN HIER
HIEEEE (xxs)
Table 3 Comparison of serum oxidative stress indexes
between patients with different expression of miR-497 in

ACI group (x+s)

. MDA SOD GSH-Px
- (mmol/L)  (U/L) (UIL)

miR-497 &35 =L 40 17.49+3.82 93.29+16.58 44.52+10.14
<t 40 12.57+2.41 127.44+24.59 58.67+15.58

tH 6.889 7.283 4.814

P{H 0.000 0.000 0.000

R4 ACIAHRAREFIEFEEREBEINE M miR-497
RIZKFERILLE (x£5)
Table 4 Comparison of miR-497 expression in peripheral

blood of patients with different severity in ACI group (x +s)

SR n miR-497
LYy 27 0.83+0.22
rp g 34 1.01+0.27
EYi s 19 1.27+0.35
FAH 54.938
P{H <0.05

BT AS BB & T 47 BSR4 (1=6.364,
P=0.000) , 250 G152 X (P<0.05)
2.6 AP I miR-497 FKik 7K P Tl ACT 2H £ 35 1l
J& B ROC [ £k 7 #r

A1 I miR-497 2% 35 K- Flill ACT 41 2 3 il
J& B9 ROC 4 T 1 A8 0.8411(95%CI - 0.7509 ~
0.9313, P<0.05) o 3 45 24 %5 48 B e K AA 0 12 e A
BT E R 1,035, I # T B 70N ACT 21 f8 35 Tl 1)
RN 85.11% Hi 55PN 72.73% ., WK 1,

80

60

RIYUE %

40

20

¥ r T T T 1
0 20 40 60 80 100
1-45 5%

B 1 4MEM miR-497 FRik K FHill ACI H B ETUFH
ROC i %
Figure 1 ROC curve of miR-497 expression in peripheral

blood predicting prognosis of patients with ACI
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Predictive value of serum IGF-1 contents on major adverse cardiovascular events after
emergency intervention in STEMI patients

XIN Pengcheng, ZHANG Shenwei, NIU Siquan, XU Liang, ZHAO Yujie*

(The Seventh People’s Hospital of Zhengzhou, Zhengzhou Cardiovascular Hospital, and the Second Depart-
ment of Cardiology, Henan Cardiovascular Hospital, Southern Medical University, Zhengzhou, Henan, Chi-
na, 450016)

[ABSTRACT] Objective To study the predictive value of serum insulin-like growth factor-1 (IGF-
1) on major adverse cardiovascular events (MACE) of patients with ST segment elevation myocardial infarc-
tion (STEMI) after emergency intervention. Methods STEMI patients who underwent emergency interven-
tion in our hospital from June 2018 to June 2019 were selected as the STEMI group and healthy volunteers who
had physical examination at the same time as the control group, then serum IGF-1 level was detected. The
MACE of STEMI patients within 6 months after intervention was followed up. ROC curve was used to analyze
the predictive value of IGF-1 on MACE, and logistic regression was used to analyze the influencing factors of
MACE. Result Compared with the control group, the serum IGF-1 level in the STEMI group was significant-
ly lower, the difference was statistically significant (P<0.05) ; ROC curve analysis showed that the area under
curve of IGF-1 in predicting MACE was, and the best cutoff value was 87.64 ng/mL. The serum IGF-1 level of
MACE patients in the STEMI group was significantly lower than that of non MACE patients, and the hs-CRP

content, cTnl peak value, Gensini score and the proportion of multi vessel lesions of MACE patients were sig-
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nificantly higher than those of non MACE patient, the difference was statistically significant (P<0.05). Logis-

tic regression analysis showed that IGF-1, cTnl peak value and Gensini score were the influencing factors of

MACE in STEMI patients. Conclusion The level of serum IGF-1 in patients with STEMI is significantly re-

duced, and the level of IGF-1 has predictive value for MACE within 6 months after intervention.
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B Lt 27 6], AR Y (55.73212.18) & . 4
] — B BE R B, 25 5 T GE T2 7 L (P>0.05) .
A HIF 5 BUAS S B 16 B 22 51 4 i o B R AT

[7] &
HIE o

ST segment elevation myocardial infarction; Insulin-like growth factor-1; Major ad-

1.2 FHiE
1.2.1 I3 IGF-1 & & A k6]

ABERTRAE STEMI 418 15 #fkIL 3 mL,
ARG S R A % HE A 2 T8 1R A1 B i Bk i 3 mL,
B0 1 B IR S SR FH 6 EBG o 75 W vk 3R 6 (
VIR /], B - 06T ) K il IGF-1 25 i, 44 FE 57
SV R T
1.2.2 G RGERH IS

HR A5 STEMI F8 35 10 W4 D I R W« 1
S AT IR S I S R DR | REAIL I L
HEEE(TC) L H i =8 (TG) AR B A 2 1 IH [
(LDL-C) .= % B g & 1 IR [ B (HDL-C) i C 2
I 1 (hs-CRP) LA £E [ 1(cTnl) % {f . Gensini 1
I3 SERZSAE . FEPLIIAE . TC . TG .LDL-C . HDL-C
K4 H B A4 AT A (DL 50 2 FE IR R, B
AUS5800) Kl . Gensini W2 8RR I IR AN
FRUESEATIEAN B A 1%~25% M 143 .26%~50%
R 245 51%~75% 1 4 41 . 16%~90% K 8 71 . 91%~
99% 4 16 43 . 100% (B %) 2y 32 43, 22 T T A8 x
5 ZE TR S Bl A Il e S 3 B x 2.5 A2 i g S v
BEx1.5 A Fif R 37 B K e 1l e 7 Hh it Bt S A itk
BRI B RSOk HA N 30%0.5, 25
P AR AR PCT AR et ki 52 18 D0 2EA T 8
1.2.3 4~ AARJG MACE b7

M PCUARJF 5 1 KIFGR AT AT , B J5 A5
BET 1, BEVIR AR S 6 A~ H L BEV 7 X 6]
1R AN R AT R G L EIR i N RV R B
MACE % £ 58 . MACE 345 0> LA AE i 26 |
SO IR M AR TE BB PR R BT
1.3 Giilorik

K SPSS 21.0 F A iE 47 555 43 #7511 kL
Ph(x+s) 22307, AL IR] FLBCR ¢ R0 560 5 107 R
KH n(%) 2%, WAL L8R H 2 K56 IGF-1 7l
M5~ AR JG MACE % H ROC (i1 £k 53471 , MACE
R PR 28R FH Logistic [#11H43#r, P<0.05 N 2734
Gt
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2 #HR

2.1 STEMI £H 5%} B4 13 IGF-1 75 & 4 LU 4%
5%t B He 4%, STEMI 4 A8 3% 1fiL 75 T IGF-1 (1
TR, ZRA G AR (P<0.05) . W& 1,
#&1 STEMIA5RAME IGF-1 EEMLLER (x£5)
Table 1 Comparison of serum IGF-1 content between

STEMI group and control group (x+s)

21 n IGF-1(ng/mL)

STEMI 2 102 107.09+24.59

papileEl 58 174.75+36.47
t{H 19.779
P 0.000

2.2 STEMI 41 ' MACE £ # 5 4F MACE & # IfiL
{if IGF-1 51 (1) Hu 4%

55 STEMI 41 #9F MACE ## .4, MACE
& I P IGF-1 B & 8 W R, 22 A St 8
X (P<0.05), L3 2,
&2 STEMIZHH MACE & 53F MACE &% & IGF-1

BEMLE (xs)

Table 2 Comparison of serum IGF-1 levels between MACE
patients and non-MACE patients in the STEMI group (x+s)

STEMI & # n IGF-1
MACE 21 91.18+19.42
4k MACE 81 111.81+24.05

18 4.403

PiE 0.000

2.3 IGF-1 % & i) 1t il STEMI i % MACE 1Y
ROC & 73 #r

IGE-1 & & Tl STEMI i %% MACE (%) ROC i
28 F 1 A A 0.7587(95%CI: 0.644~0.873 . P<0.05) ,
HR 8 24 6% 8 Fl e KB 1 2 IGF-1 Fil ] STEMI i 4%
MACE Y #5 r {8 & 87.64 ng/mL , il /Y 7 8% Ky
86.42% i 5N 62.50% . WL 1.

100
80
60

40

RAYE %

20

0

20 40 60 80 100
1-HE 5L (%)

B 1 IGF-1 &E#Fill STEMI & MACE # ROC #iZk
Figure 1 The ROC curve of MACE in STEMI patients
predicted by IGF-1 content

2.4 STEMI 41" MACE % 539E MACE & %I

PR B b
STEMI 44 "' MACE %4 59F MACE H 4 rotE:

S AU AR SR IR s b PR SR BEAIL M |
TC.TG.LDL-C .HDL-C %5, Z R LG i 2¢ 3 X
(P>0.05) ; MACE £ 1) hs-CRP 7 i . cTnl I{H |
Gensini PF43 | 2 320748 e o] B B3 In = R B &t
2 L (P<0.05), W3,

*3 STEMIZH™H MACE £& 53F MACE E& Iia R454E
BIEEE: (n(%), (x+s)]
Table 3 Comparison of clinical characteristics between
MACE patients and non-MACE patients in the STEMI group
[n(%), (xxs)]

R

Bk 10(47.62) 48(59.26) 0.921 0.337

AR (%) 58.32412.04  57.11x10.95  0.875 0.382

R 8 12(57.14) 37(45.68) 0.878 0.349
L s 13(61.90) 40(49.38) 1.048 0.306

M PR s 8(38.10) 32(39.51) 0.014 0.906
FEMLIMA (mmol/L)  8.29+1.74 7.92+1.75 1.711 0.088
TC (mmol/L) 5.35+0.89 5.1420.94 1.825 0.069
TG (mmol/L) 2.32+0.62 2.23+0.54 1.306 0.192
LDL-C (mmol/L) 3.49+1.13 3.24%1.16 1.751 0.081
HDL-C (mmol/L) 1.140.40 1.23+0.48 1.565 0.118
hs-CRP (mg/L) 8.39+1.58 6.04£1.07  15.959 0.000
cTnl I%(H (ng/mL)  53.38+9.29 32.77+6.57  23.138 0.000
R T 14(66.67) 33(40.74)  4.511 0.034
Gensini 43 81.93+13.74  68.37x10.44  9.802 0.000

2.5 STEMI H# MACE 50 [K % (1) Logistic 1] )7
vaiin

LI STEMI (i # & 15 & - MACE 15 0 R 48 i,
DA ] LA e 12 25 5 [ R IGF-1 . hs-CRP
& cTnl I{H . Gensini P4 . 2 A8 H AR i,
HE1T logistics 22 A % 18] I 4347 0] 1 : IGF-1 & & |
cTnl W% {f | Gensini ¥ 73 j& & /= MACE ¥ 5 i
£, k4,

%4 STEMI £%& MACE %M E &) Logistic B 135347
Table 4 Logistic regression analysis of factors affecting
MACE in STEMI patients

) B ORIMH
IGF-1 -0.378 0.793
hs-CRP 0.197 1.221
cTnl I&{4 0.285  1.309
Gensini f14)  0.441 1.374
ES AL 0.348  1.274

3 iTie
PCI J& A7 STEMI 1A 0T B, 153 56 ik 1)
ORI, BRI R AR T B Bk R K BB T

R ABR AR IE 2 15-30%11) STEMI B %75
PCI ARJ5 6-12 4~ H W& A OIS FF , 52 R

95%CI Waldly* {6 P14
0.558~0.937 6.182  0.005
0.839~2.382 1372 0.208
1.028~2.747 5032  0.017
1.103~4.372 7474 0.000
0.938~3.589 1.858  0.117
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()3T I T T 4 BT IR RS, 7
FLXF AT RE & A= PCTAR J5 O L 14 1 15 1 R
A7 R Ay KT 0, USBIRREATGCo ol A S AR R
UCEPR TS . CAFRIRE , A SRR
2 LT PCI AR J5 MACE A %% FBL

T LA ] P R 2 1 2 T R G PCLR
J& O A S S, Z2 ST fikiE T MIF,
HMGBI ., VEGF % 4 it X -+ % PCI A J§ MACE )
R EA PO A [ 240 PR A 3 22 o
DT REIE O U e IUE B O ok
1 MACE 1% A o IGF-1 2383 & BLAIAEC 14
RO R EEEERMARAE T, R X T IGF-1
PR AR A K R T R B AR i
EEAEH . Bl i LI R e 5% 2 B L IGF-1 75
M0 UL H Ak BEARR , AMIE A 25 T IGF-1 RERS I 420
JLGH i F ) Fe B IGE-1 BA Oy IR, Bk
I A A RE A5 (3 IGF-1 & 2k 9l /b I 1] 55 L0 WLAR 47
YRR, HET AT B E O L & SO NUE =

STEMI & # /- ARG MACE I & 4= 32 3| £
PRI 22 (52 e, ] AR G R RIF9 & B0, STEMIL Y 1 1Y
P TR 5 R JF MACE B & A2 45 %, Tl WY |
Gensini 7 73 J& /- A KR J5 & 4= MACE 19 5 i
2 Tl &0 WA AR i 4, Hg (e e 1
L LR 11 453 3 %) 7 552 JEE 5 Gensini 740 J2& VAT e
Jok P41 S 2 38 (A 6 A, LV o3 g e o A Rk o
A B FEXT STEMI (35 /- AR J5 MACE 52 i [Fl R
B3 B 7w : IGF-1 & 4 .cTnl W& . Gensini PE/ &
KA MACE Mg & . HPIGF-1 &Y
MACE H 2 (1 75 7 45 3 5 IGF-1 X} MACE H.A #il
WA (B 1) 43 B 25 S — 2, 17 Tl 1§ {E | Gensini 1
5355 MACE H 3G 1) 43 B 25 5% 5 BE A H A 27 35 () Bt
REER—8 VI LMCH R as Rt — L 5%
WE T IGF-1 /0 54 ARG MACE &6 KR o

Zi L Jrik , STEMI 44 1ML IGF-1 & & B . [
R H IGF-1 & & 50 ARG 6 1 H N &4 MACE
A5, K IGE-1 %F MACE H A7 Fi 44 .
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11 e o & 6 BB LI ICAM-1. VCAM-1 JZ 1L-17
K5 559R G e

TR 15 B

[ ZE] BB 500 ERF S (OLP) 35 L7 40 A 18] 5 B 43 -1 (ICAM-1) | I /5 200 JiL A Ff
53 F-1(VCAM-1) KA R -17(IL-17) K P 58 IE S A G . i IR 20194 1 H &
2020 4F 12 J iR 1 102 14125 28 OLP £ 4, 5 19 15 W) A 48 B 25 S8 3% 100 91 /E Sy % IR 2L, Tl 306 93 W o o
(ELISA ) 4 I %5 b B 4 32128 % 175 ICAM-1 ., VCAM-1 2 IL-17 /K- 5 88 i1 OLP 3% I A5 1F ( 78 1fiL
T RR PR B B BB A T BRD) I DA I IR AR AE P 43 9 458 (RAE ) 143 S 5055 116 211 1743, Spearman £5; 35 43
HF I35 ICAM-1, VCAM-1 K& TL-17 /K5 ilfa BRAFAE AV E AR e . 258 OLP & M i ICAM-1 .
VCAM-1 J IL-17 /KB i X IR, 22 5 Ge it 2 L (P<0.05) ,OLP & & Il i ICAM-1, VCAM-1
e IL-17 7K BE R > 78 1 B> G0, 22 5 HAT Bed 2478 X (P<0.05) o LAFTI AR AR B | e Th A
B A3 0 % BN IR Fe i T AR AR AR BRI AR OLP S K ML ICAM-1 . VCAM-1 J¢ IL-17 /K- Fb A%
ZFAB R L (P<0.05) . Spearman FH IS #7455 7R , ICAM-1 . VCAM-1 K TIL-17 43 %1 5 72 IfiL 1
B RS | R 2 T A AE IEAH G 1 (P<0.05) o BB OLP S I IRIRAE I3 i RAE 193 9
T B PF > Fe M T >R S, 22 A G122 2 L (P<0.05) ;ICAM-1.,VCAM-1 K IL-17 433 5
I PRAKRAE D43 i 58 RAE 37 43 R 9593 1 2l 3% 3 47 7 IE A OCHE (P<0.05) . #5188 OLP [ 3% f7 7E Il %
ICAM-1 . VCAM-1 J IL-17 S Tt HoTh i R 5 3 I PR AR I B 5 10 2l Jre A 18 52 IE A G

[EEIA]  DEREEEE; ARSI 11 0 AR F-15 AAER-17; TR IE st o

Study on the correlation between serum ICAM-1, VCAM-1 and IL-17 levels and disease

activity in patients with oral lichen planus

CHEN Yunming

(Department of Stomatology , People’s Hospital of Yingcheng City , Hubei Province, Yingcheng, Hubei, Chi-
na, 432400)

[ABSTRACT] Objective To investigate the serum intercellular adhesion molecule-1 (ICAM-1), vas-
cular cell adhesion molecule-1 (VCAM-1) and interleukin-17 (IL-17) levels and disease activity in patients
with oral lichen planus (OLP) Relevance. Methods A total of 102 OLP patients of various types who were
admitted to our hospital from January 2019 to December 2020 were selected, and 100 healthy volunteers dur-
ing the same period were selected as the control group. The sera of all subjects were tested and compared by en-
zyme-linked immunosorbent assay (ELISA). ICAM-1, VCAM-1 and IL-17 levels. Calculate the clinical char-
acteristics of OLP patients (congestion area, pain degree, erosion area) and evaluate the clinical sign score,
disease damage (RAE) score and disease activity score. Spearman test analyzes serum ICAM-1, VCAM-1 and
IL-17 levels and clinical characteristics and the correlation of each score. Results The levels of serum ICAM-
1, VCAM-1 and IL-17 in OLP patients were significantly higher than those in the control group (P<0.05).
The levels of serum ICAM-1, VCAM-1 and IL-17 in OLP patients were erosive > hyperemia > net The pattern

of patterns, the difference was statistically significant (P<0.05). Taking the average of hyperemia area, pain

KemB . BREAFTARZES T AR LET B (2018YFC1002103)
Ve A% A R T A RE R 2 AL, 4k, 59K 432400
WBAEVEH : %329, E-mail : hbyceym3245188@126.com
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degree and erosion area as the cut-off point, the differences in serum ICAM-1, VCAM-1 and IL-17 levels of
OLP patients with different hyperemia area, pain degree and erosion area were statistically significant (P<
0.05). Spearman correlation analysis showed that ICAM-1, VCAM-1 and IL-17 were positively correlated
with hyperemia area, pain degree, and erosion area (P<0.05). The clinical sign scores, lesion RAE scores
and disease activity scores of patients with erosive OLP > congestive patients and >reticulated patients, the dif-
ference was statistically significant (P<0.05). ICAM-1, VCAM-1 and IL-17 were positively correlated with
clinical sign score, lesion RAE score, and disease activity score, respectively (P<0.05). Conclusion There

is abnormal increase of serum ICAM-1, VCAM-1 and IL-17 levels in OLP patients, and the increase is posi-

tively correlated with the patient’s clinical characteristics and disease activity progression.

[KEY WORDS ]

cule-1; Interleukin-17; Disease activity score

1 & J °F- % #¥ (oral lichen planus, OLP) 2 Ilfi IR
o DL R R IR R BN B2
UL S 2 NS R NN R /N S R 2 S I K e S )
I35t 975 K 22 45 B . BFSE A, OLP 1Y
K2 Z R 2R W52, S B0 15 E X,
RAE I BE R DI AN AN ) £ 55K 11, 38 A
BRI A | RONAR R E R TR
B H TS AUTAE S A Rl & FfE 531 (intercel-
lular adhesion molecule-1,ICAM-1) . Ifil 4 40 9 26 [
/3+F-1(vascular cell adhesion molecule-1, VCAM-1)
AR A8 A A E T FLAE RAE A SUN R AR R
i 20 LT R 202 A, AT B SR IR S AT A
A I L 4 R A S % 40 SR % N 5 OLP 11
RIFHLT 2 VIR OGS Bk LU 40 M (Th) 17 48 MW R
S T ik EL A A Y B 2 — T R R A H A
#-17(interleukin-17,1L-17) , IL-17 BA5 Z R A 12
e, i LR AT K e IFTEIT R R
M OCHT RAEZFh RAE B T B MER™ . FIL,
ABIEFERT 1 i F- 25 6 £ 1135 ICAM-1 . VCAM-1
JIL-17 7K F-5 59005 16 3l B9 AH S HET THR 5T, LA
T OLP 1 &L , I >4 OLP Wyl FRI2Y T f i3
AR

1 ABEHE

1.1 — ek

PEBUA B¢ 2019 4F 1 H & 2020 4 12 A WA 1
102 5] 4 %1 OLP 3%, Horpr | 55 33 43l , 2 69 f3il , 4F:
W15 (48.3£3.9) %, e i #8573 E 81 191, g 8
21 15 ; OLP 43 & . M £ %1 41 5] | 3¢ 1fi %Y 33 f51) L JBE £
128 5], 5 B2 T2 (0.8+0.3)4F 55 1 % T3] 20 i B
A 100 FIVE AT R AL, Y 2ead K 11 s 8 1
H L, H A5 3449, 2z 66 B, AR T35 (48.9+4.3) %

Oral lichen planus; Intercellular adhesion molecule-1; Vascular cell adhesion mole-

JIT A 2R A S I R GORE L 22 S 04T
R X(P>0.05), BA AT LM, AR E 2
P ot

PAFRAE : OFF A 0 I RE G 4 ) 56 4 hi ™ o
OLP 281 S 73 IR I s @285 B R IIfe ARE DR AG 25 1
125 Q¥ [ A F FE WA @R i & 58 it
5% HEBRARME : i WIARFHPUAE 2 OBE R T E
B R SE AR OGS W s @G PRI L0 45 ¥R
I RO S A B RGPER SRR A O
B A NEAR D RERE IS s @ T oM 1 B
1.2 Jrik
1.2.1  lmAAER

K FH AL 58 A5 $UL 0 43 3% (visual analogue scale,
VAS) Al A OLP B E FIR R B, 11493 0~10 43,
ST HORET PR B . JE TR T i AR R B et
OLP f4 FE il FBERZ I
1.2.2 I RIRAEIES> 5k $ (reticular, atrophic and
erosive lesion, RAE ) 43 KB i 16 sh PE 43

Il PRAAAE D73 BESCHR ™ AT VAR 5 SR FH I 4
RAE 1743 T IPAL S 0 IE I, OLP SR i 43 A 7E
OB AR S RS E BT SR
OLP WS- 1= - 15t 975 29 1 Bl B3 (Reticulum-Ero-
sion-Ulcer, REU) #1711, F5m A OLP B#H
PHRA T RN B 70 T IERES
1.2.3  [il75 ICAM-1,VCAM-1 } IL-17 £l

JirF 2 A B 5 mL 7S B8 A1 JE O,
3 000 t/min % 0> 15 min W& I3 , —20C R A7 15
I o >R FH I B 728 W B 355 (enzyme linked immu-
nosorbent assay , ELISA ) & 680 AU ff#r{% (3£ [F BIO-
RAD /A ) #: il ICAM-1 . VCAM-1 J IL-17 /K,
R & A 56 F R&D 23 7, ™ A %10 & il B 45
HEAT A IHRAE
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1.3 Geit=or

K H SPSS 20.0 Gi 2= 8k 4 47 5 dis o3 Hr L it
R (X +s) 7R, AL HLBCR F K 00, 2
2 [a] >R FH 5 1R 25 7 22 43 BT 5 Spearman A5 55 43 4T 45

FebnAE e, P<0.05 MZERESGIHFE X,
2 #R

21 A[H] 584 OLP &4 5 X JE4H 1M 7% ICAM-1,
VCAM-1 J IL-17 K- %

OLP B4 L7 ICAM-1, VCAM-1 J IL-17 7K
V- HUARAE R BRI RS FE N B> R SO, 22 A G
HX(P<0.05), WF1,
£1 AESEOLP EHSIRAME ICAM-1,VCAM-1

BIL-17 K FLLEE (x£s)
Table 1 Comparison of serum ICAM-1, VCAM-1 and
IL-17 levels between OLP patients of different types

and the control group (x+s)

®2 AEIGKFHEERE ME ICAM-1,.VCAM-1 K IL-17
KELLE (x+5)
Table 2 Comparison of serum ICAM-1, VCAM-1 and IL-17

levels in patients with different clinical characteristics

(x%s)

. , ICAM-1 VCAM-1 IL-17

i AR (ng/L) (ng/L) (ng/L)
VAS PE4r  =524F 47 295.1%33.9  776.2+64.9 260.4%+29.0
<5.27F 55 279.4#28.1 729.8+57.1 218.5x22.5

tH 2.558 3.841 8,209

P 0.012 0.000 0.000
BERSEAY =82 mm® 10 334.5+37.2  803.6+55.3 288.5+20.6
<82mm’ 18 288.5%+36.0 746.2+69.1 214.6+27.5

A 3.202 2.251 6.634

P{E 0.004 0.033 0.000
FEMEA =11.3 mm® 14 330.5£39.4  810.4+71.3  284.2+26.7
<11.3mm* 19 296.7+34.5 749.2+682 255.2+32.2

1 2.363 2.239 2.418

Py 0.026 0.034 0.023

&3

13E ICAM-1.VCAM-1 X IL-17 7K F 55 FR4FE R

P E iy

Table 3 Correlation analysis between serum ICAM-1,

VCAM-1 and IL-17 levels and clinical characteristics

20 n  ICAM-1(ng/L) VCAM-1(ng/L) IL-17(ng/L)
XFHRZ. 100 225.1+37.5 568.5+68.2 171.8+21.4
Pgem a1 267.030.1 724.8+72.5 196.2+25.6
FEIMA 33 282.5+36.9 753.9+63.3 229.7+36.7
JEREHL 28 311.2+44.1 799.2+73.8 267.4+28.6
F1{4 8.750 15.909 10.557

P1H 0.000 0.000 0.000

2.2 RIAJIG PRAEFAE S LT ICAM-1 . VCAM-1 K&

IL-17 /K LA

A OLP (& I F-HPm e BT 73 (VAS)
H(5.2+1.1) 45, P BERETH AR (8.2+1.4) mm?, *F- 1
FEIM A A (11.3+1.8)mm?, LA Fe i [ AR B AR B
JEE A T AR I Ry 4 B, % FEOR T Fe il T A A9
FREE JBEA AL OLP 34 IlLT ICAM-1 . VCAM-1 &
IL-17 K I 22 R A S L (P<0.05) . WL 2,
2.3 L7 ICAM-1,VCAM-1 } IL-17 /K F 5 iif &
FEAE AR SC A 43 B

Spearman AH 3¢ V£ 43 #7145 SR B8, ICAM -1,
VCAM-1 J IL-17 5351l 5 78 1 1 AR 59 A2 32 L B
S T8 B AE IE AR M (P<0.05) . L3R 3,
2.4 AN[F43# OLP 845 I RARAE PE43 i 4 RAE
VEo3 B 1 s PF 59 F 3R

ANTA 53 9 OLP f8 5 i IRARAE T 43 i 451 RAE
TEA> B P 16 sl P43 Fe e 4 S « BB Jes 0> 78 1 764>
REH, 22 RA ST L (P<0.05) . WK 4,
2.5 [fil¥ ICAM-1.VCAM-1 } IL-17 /K- 5 & 3F
ST AH S

Spearman A 3¢ V£ 43 #7145 R B8, ICAM-1

5 ICAM-1 VCAM-1 IL-17

) {8 P A PMEH P
oML AR 0.391  0.012 0414 0.006 0427 0.003
PR TR 0403  0.004 0352 0.015 0.395 0.011
B TR 0448 0.000 0.430 0.002 0.336 0.017

R4 AEHEOLP BEIGKMAITS FIR RAE TS R
BRwRiEEshiEaS b8 (7))

Table 4 Comparison of clinical sign scores, lesion RAE

scores and disease activity scores of different types of OLP

patients (points)

I RIEPESr 8 RAE P4y B TE shiT 4

PR n

MR 41 1.10.3 11.121.2 10.3+1.5

FEIMA 33 2.8+0.6 12.520.9 18.8+1.9

BEREA 28 4.9+0.6 14.5+0.9 27.5+2.2
Fi 42.001 14.522 45.865
P 0.000 0.000 0.000

VCAM-1 J2 IL-17 43 51 5 Wi PR AR AE 3F 43 3% 61
RAE T 7 M % 9 1 3 3F 70 A7 78 1E A7 & % (P<
0.05). W5,

x5 IMiEICAM-1.VCAM-1 % IL-17 K FE5&IEHH
X%
Table 5 Correlation between serum ICAM-1, VCAM-1

and IL-17 levels and each score

5iH ICAM-1 VCAM-1 IL-17
) & PHE rH PE i P
IR AEAETES 0404 0.004 0429  0.002 0389  0.012
W RAE 4 0418 0.003  0.349 0.016 0451  0.000
PERRTEZNPESS 0392 0.009 0437 0.002 0358 0.017




- 316 - NTEWiEER T4l 20214E2 4 ¥5134 4524 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

OLP & UL 1) 171 s 0 B A o e M 8 M AR R 9
S, DAt BB Oy 3 R P E R AR 1w
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HH S Tt s (R O, O HLAEJBE 2 ) OLP S8 35 B i i
o AV RARM, A 5 3 A I N Rz 4 e )
AERIH 5 OLP B #1814 R A 2 B AH X . ICAM-1
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FAL-17 55 T, HoTE R S B I R AR &
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PCT 5 CRP I & ¢ B 5l A G AR gLz

(# ZE] HH HREHZEE(PCT)YH C-J & (CRP) H T4 & B # LA A (PCNL) %
RIS WA . ik EH 2017 4E 1 A & 2019 4F 12 H 3 A B W B A BH T PCNL 34 7 110 H 3%
102 ], $52 BEJE A5 e A R 5 B e 43 R TR G 4 31 AR B e 4 71 ], 46D A2 X6 42 1 PCT . CRP /K F-,
Itis 52 0% T/E i 28 (ROC) i#F 17 PCNL A J7 B YL 12 Wi 5L e (19 40 A1, 0 2 S AtEi2 Wil L. &R
JRYL 4] R AE (1 PCT . CRP /K- 2 I 25 1 v T AR e 41 38 38 25 5 A Ge i 2% 78 L (P<0.05) s ROC i 4%
7, PCT W2 Wi e AR I SR 0.56 we/L, RABUE KRR 5 B 43 3 77.4% 1 93.00% , 294548 50°h 0.704.,
AUC 4 0.821 ; CRP [112 W fe A 16 {5 M 6.35 mg/L, 7 8508 K 5 5 B 3 3 93.5% 1 97.2% , 29 & 15
%0 0.907, AUC 24 0.987 ; PCT . CRP 1 2 1 & 46 I 52 83013 T 4k 55 1 4 il Ol 96.80% i1 100.00% , 24 %5 4
R 0.968, AUC 1 0.998, 45 17 PCNL IR YT KA ARG IR MY 835 19 PCT .CRP K F-THir , —HBRG
%) PCNL AR S5 B HAT #¢m 2 W i A .

[E@IA] SR EERAR; RJF By, migkESsEE; C-RMEN

PCT and CRP for postoperative infection diagnosis of patients undergoing percutaneous
nephrolithotomy

ZHAO Xiong*, YANG Fawu

(Urology Department of Anhui Suixi County Hospital , Huaibei, Anhui, China, 235100)

[ABSTRACT] Objective To explore the diagnostic value of procalcitonin (PCT) and C-reactive pro-
tein (CRP) in the diagnosis of postoperative infection in patients with percutaneous nephrolithotomy (PCNL).
Methods A total of 102 patients who came to our Urology Department for PCNL treatment from January
2017 to December 2019 were selected and divided into the infection group (31 cases) and the non-infection
group (71 cases) according to whether postoperative infection occurred. The PCT and CRP levels of the en-
rolled subjects were detected, and the receiver operating curve (ROC) was used to analyze the diagnostic effi-
cacy of infection after PCNL to determine the best diagnostic cut-off value. Results The levels of PCT and
CRP in the infected group were significantly higher than those in the non-infected group (P<0.05). The ROC
curve shows that the optimal cutoff value for PCT diagnosis is 0.56 wg/L, the sensitivity and specificity are
77.4% and 93.00% , respectively, the Youden index is 0.704, and the AUC is 0.821.The best critical value for
CRP diagnosis is 6.35 mg/L, the sensitivity and specificity are 93.5% and 97.2% , respectively, the Youden in-
dex is 0.907, and the AUC is 0.987. The sensitivity and specificity of combined detection of PCT and CRP
were 96.80% and 100.00% , respectively, the Youden index was 0.968, and the AUC was 0.998. Conclu-
sion The levels of PCT and CRP in patients undergoing PCNL treatment for postoperative infection are ele-
vated, and the combined detection of the two has a high diagnostic value for postoperative infection of PCNL.

[KEY WORDS] Percutaneous nephrolithotomy ; Postoperative ; infection; Serum procalcitonin; C-re-

active protein

AR R AT A R AR B (1j201805)
AE & A S W R B R R sl RNRE, e, Ak 235100
*IBAZAEH A AL, E-mail : zhaoxiong0615@126.com
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2 J7 ' 85 WU A7 R (Percutaneous nephrolithoto-
my , PCNL) & I TiR97 K & 2 B 45 40, 78 20 1
28, 70 AFE AR S A — B BITR T B 2 A R
JEERE S P LAE S 2k — 2P & ™, PCNL id
TR A T S HEZ I T RIS 50 B B4
A R F AR AR A A AT R
AIEEE A 5 A 5E=2 em "B 450 RRIA SRR
G RN R R S S AR R
PCNL FAR B S AL G DT 1 /N KA A B 15 [
5 JFARED . PCNL & — R iR r ik,
ERERR SR I RE R A A IR Z I RE
SRS BLNE R | R i A5 S L2 A
B, FEIF RS AL B,
P PCNL A Ji5 & AR B 9 1l PR 2 802 1 4il g i
B RS R 5L (PCT) 5 C- 2 B EE 1 (CRP) L 4K T
PCT 5 CRP 7EFR ATl PR 52 B v A AT i B AG:
W, JEHIEAEARTRGI o ASBEFE 70 H7 25 Wihs i
LG I K B 5 A W A T PCNL AR Ji5 Sk e Jy T
B2 E, M1l R I2 W PCNL AR 5 B £2 {1 2 U0
A S 5 2 Al , PR 2 SRR E A R

1 AHESHE

1.1 —Bgek

PR 2017 4F 1 H 22 2019 4F 12 H KA B s R A
BHT PCNL VA YT 1Y 3 102 1], #% IR 2 75 & R RS
Yy R 31 B AIARIER YL 71 5], FHorp, JRIER
YL gl H A B 37 1, e 3415 F AR S (48.13+2.08)
4 IRl B 19 91, L 12 I AE Y (48.01+
2.22) % s AL BB 1 — LR LR 2 RS 4
(P>0.05), RA A k. i B LR E S ANE
A, NAFRIE: O AR 4454 PCNL TR 5E i
UEE s @ AL GARTTIAEA BRYL A s B R 1]
PeRl e o HEBRARE DB IF IR R G | H
Br GRS o AR SR OFF
A RO NE IFRE VBRI RE R E E Qe HY)
REANRERT 32 F AR ; U IR B iU+ .
12 Hik
121 FARIE

PCNL FAR i 25 3= 5 1 W IRAVEF B A 61T
HEM: PR 6 15 5 (IVP) & CT 1 B o ' s b #
AR RS A R e . B RS —
PAEAHSETT 10~12 om, 5 LR )5 12 B el 11
FITE] 7B P 55T B 2 o A, R P 2 i e st

NBYIRSG , BEE B F RIS 2, K S22
TR RS 2 B R SRR R RS R
BN K BRI RO T, T
REE T 2T AT RCE D-J A, BB R
BERGHAZ 1 dMEIKHPUAE RGBT A E 1D
AR D-VEIATIERE Rk A g A s ol L an
I ELAR>4 mm 25 A 584, WIATE #6749 CT i
— BRI UCEIRIT TR . A ARG I R AEAR
Pt R Clavien FARIFRIE TR R G T/
1.2.2 1L PCT Al

FH TG B A8 A4 T 4 RR 3 Y P B R R TR 8~10
mL, 2 000~3 000 %%/min, &> 20 min, % JH 9% &
FEA BTk K PCT, FL A5 1 20 B8 7™ 4% e IR P 45
TR ) & (i R G e briks ) (R iy
IR AR BRA w1 A FH UL 530517
1.2.3 CRPIllE

T SR 25 1 il B0 4 BB ki 5~7 mL,
1 000~2 000 %% /min , B5.0> 15 min , 5% JH S o
Kl CRP, FLAA S 25 B 7™ #6 e B C- S v 2 11 K
M) B (G i k) (R BB B EA T
1.3 Geitsorik

K SPSS 20.0 B AF AT et o1 B . THECE
B (%) o R 2R3 T TR (v £5)
AN, R K5 5 2R 22 TAE 2 (ROC) P4
WL RE , 115 ROC 26 K 1 L (AUC) . LA P<
0.05 N ZESAGIFE L,

2 R

2.1 4 PCT .CRP /K- [h#
SRR A A Fe g, BG4 B 1Y PCT .CRP 7K
T e, ERA SR L (P<0.05), WK1,

*1 FWHBEMPCT.CRPLLE (v+s)
Table 1 Comparison of PCT and CRP between 2 groups (x+s5)

25 n PCT(pg/L) CRP(mg/L)
Ak 41 71 0.3720.06 3.74+1.04
R3] 31 0.72+0.33 9.23+2.15
tH 5.863 13.542
PAH 0.000 0.000

2.2 PCT ,CRP HLI5 A5 I B354 Al 43771 % PCNL
ARG BRGL 012 Wik B

ROC £ 20 #7 .71 : PCT . CRP W5 3% 164 il
R K B B8 E, AUC A, 34 L PRI G
A (P<0.05), W2 . E 1,
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&2 PCT.CRP 2L K BX &4 7 43 5 3% PCNL R J5 B 12 W 2k
Table 2 The diagnostic efficacy of PCT and CRP single test and combined test respectively on PCNL postoperative infection

K8 bR AUC PRUETR 2 95%CI Bt A iR % 1-4 5 2B PH
PCT( ne/L ) 0.821 0.064 0.695~0.948 0.56 0.774 0.070 0.704 0.000
CRP( mg/L ) 0.987 0.009 0.969~1.000 6.35 0.935 0.028 0.907 0.000
PCT+CRP Eﬁ%% 0.998 0.002 0.994~1.000 - 0.968 0.000 0.968 0.000
i CRP & Tt . 7K CRP AR MA R 453
oo (A 15 R g A TR E 0, 5 v 4n i s PEw i %,
o CRP & /K Vil B PR R R
¥ o PCT 245 R AR E M, 4% 116 P& 3t
o2 o R, Sl ORI C 20 A B 4 B 4
e TR T R T AR A B 1E 2 5

0 02 04 06 08 10
145501

B 1 PCT.CRP BT U K Bk & 4l 43 5 %F PCNL
RGBS B 20 BE
Figure 1 The diagnostic efficacy of PCT, CRP single test
and combined test respectively for postoperative infection
of PCNL

PCNL J& Ji& P W6 BR A B F AR 19— A 51 2235
Gy FEIRYT LIRBEES A J7 I, SR E R E AR K&
PR Ah s e A TR) A BRAR = R YT ik
CR ek TAE G T R B SNEHE T 7720, 9t
FHVEIGIT b IR B 45 1 >2 em® 1Y 4 bR ifE , B A A
I I /N 45 T B R R 4 A T R R AR
M, PCNL J&—Fh i WL HUA T ik R & E
FAR TR TF ARG/, B A5 AT g i 805 A
JERYL R —F 2 B I R AE AR B R O R
P A By RORE N LA HE TR . — SR,
KT BT A R R IR S 30 . PCNL 1]
M SR I e 1) T AL Ry 7 B 45 A 4 TR R AT
A R R N B R BOM A & . 58 PCNL
ARG BEG 1 55— A~ PR 2200 = R b ki, X ]
(R N R A e SN S L N L N
EANT(IR7 Y A

CRP J& TS ERIAHER 11, AR O
T, A A, P AE SRE AR R R s S
N, 2 W) TR R K g iz Tl
PRVPAR RERR L, AT LIAVE 2 W 4t T MR s 7
PRI B S HE S SO S5 A 2R b, PRI CRP X
YT MR 2 W R A =, 2 PCNL AR
FF R IR  MUR K e M I g, R AE B F- 7K ST 5
55 CRP 76 JH W20 Jf PN K it A B, PR PR AL, I

o0 A PR U LR N B B TE 6~12 h N 2R
Tt AHA I RPN G, G R, PCT 54
$iE S 2R V), A R A0 TR A L RE B A 2 — R IR
2 AL R T R AE R A I el 42175 2 4 B 4l
A1 Y MRS 2R -1 3L Rk, 8 PCT KR4 &
B o PCT % 40 4 B G 5 Ay s, ol ofe i 1)
VBT JE5% % A4 AT 114 25 TR0 SRS A S ALK AZ B A A
15 5 B IE W 40 A 4 W 7K S S AR R S e A
ARG TN PCNL A S5 R 2 5 I g

A B 5% 45 S 2 W PCT . CRP 15 & Bk 4 K6 0 ]
LB S 502 W RO AR S b T 12 R iR
2,5 mE TIRREIZ %, 6 T IlE R AT PCNL G
7 K AR JE IR B LS W, AR5 E
W2 T PCT .CRP & 1 fie (12 Wi B, Ay i PR 73
WIAT PCNL JRYT & A AR 5 B S i A% , {1 el
F AW FE G0 A XS G293 191 B /0, WF 5 315 B AH % Ak
AN, R ST 2SR P REAE e — i R 25, T — 28
ST IR AR KEEAAIFSE .

25 L TR 47 PCNL BT & AE AR5 IR YL 1 3
) PCT .CRP 7K F-FF & , — 3 1564 Kl % PCNL A
J IR ELA 5 A2 W (B, SR I DR B 47 M 1B 5
B IE BT I AT B PR U R UK 4

&% i
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[2]  Draga ROP, Kok ET, Sorel MR, et al. Percutaneous nephro-
lithotomy : factors associated with fever after the first postop-
erative day and systemic inflammatory response syndrome.
[J 1. J Endourol, 2009, 23(6):921.
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miR-20a 3L IR MEilE VEGE 3k K i i i LA A 75
VERITES

T AR

(# ZE] BH H97 miR-20a 332500 M4 N B A K T (VEGF) 2838 Kl 45 F- 15 L4 (VSMC)
TG PEFEERS (A2, HAT SRR AT REMLH . 3% miR-20a mimics Y% VSMC, VSMC 434 3 41
25 X B (Con) 2H . FAPE XS B (miR-NC ) 20 Flf% 4% (miR-20a)2H . Real-time PCR ¥l miR-20a Y 32157281k,
mwmmKRﬁWWmmmﬁm%ﬁvmm¢VHE%%L,mwﬁﬂﬁu%«rKQ&hw%@
VSMC i 1481k , Transwell 52564600 4% 20 VSMC 12 fE 1, 2 W1 (5 B 24 T 58 ' 2 il 41 4 35k D9S2 56 43 A
miR-20a ¥f CNN1 [ n &, 58 5 miR-NC ?E Hﬁiﬁa ¥ Y4 miR-20a mimics /5 miR-NC 2 VSMC
miR-20a 135 B 2. 7+ , VEGF mRNA IR (1 #&52 _LiH, VSMC i& P75, VSMC iEF e i 1ok, 2%
S HAS 28 L (P<0.05) . 5 miR-NC 4 HAE, Con 4 LA B8R 22 R G H 245 X (P>0.05), 7%
2R iR 5 A S5 25 R 7%, miR-20a AT ik 35 100 ) A R E R 25 1 1 (CNINT) AH X 2¢ 56 28 g TG 14 (P<
0.05) , A X} 28745 % CNN1 AH X 62 il if PETCEH AN VE A (P>0.05) . 518 i 3535 miR-20a REfE (2 i
VSMC {fi P FI3ERS LA B VEGF 9323k , JLAE AL W] e 4 ) 458 CNN1 9354 K.

[£43A] miR-20a; A M FIFNLA0M; VEGF; A1 E

Overexpression of miR-20a promotes VEGF expression and vascular smooth muscle cell

activity and migration

WANG Guijuan

(Department of Transfusion Tai’an Hospital of Traditional Chinese Medicine, Tai’an, Shandong, China,
271000)

[ABSTRACT] Objective To investigate the effects of miR-20a overexpression on the expression of
vascular endothelial growth factor (VEGF) and the activity and migration of vascular smooth muscle cells
(VSMC) , and to explore its possible mechanism. Methods miR-20a mimics was transfected into VSMC.
VSMCs were divided into 3 groups: blank control (Con) group, negative control (miR-NC) group and trans-
fection (miR-20a) group. The expression of miR-20a was detected by Real-time PCR. The expression of
VEGF was detected by Real-time PCR and Western blot. The activity of VSMC was detected by cell counting
kit (CCK-8). Transwell assay was used to detect each group. VSMC migration ability, bioinformatics and lu-
ciferase reporter gene assays were used to analyze the targeting relationship of miR-20a to CNNI1. Results
Compared with the miR-NC group, the expression of miR-20a in VSMC of the miR-NC group was significant-
ly increased after transfection of miR-20a mimics, the expression of VEGF mRNA and protein was up-regulat-
ed, the activity of VSMC was increased, and the migration ability of VSMC was enhanced (P<0.05). Com-
pared with the miR-NC group, there was no significant difference in the above indicators between the Con
group (P>0.05). The results of luciferase reporter gene assay showed that miR-20a significantly inhibites the
relative luciferase activity of wild-type calmodulin 1 (CNN1) (P<0.05) , but has no significant inhibitory ef-

fect on the relative luciferase activity of mutant CNN1 (P>0.05). Conclusion Overexpression of miR-20a

Ve Bds % TP EEREEF, LA K, 2% T 271000
BAZVE & TH4F, E-mail : WGJ18553855098@163.com
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can promote the activity and migration of VSMC and the expression of VEGF, and its mechanism may be relat-

ed to the targeted regulation of CNNI1 expression.

[KEY WORDS] miR-20a; HUMAN vascular smooth muscle cells; VEGF; cell migration

) bk 545 £ 7 4 ( Atherosclerosis, AS ) & — Fi
D P R S R i S A i B R, AR IR AE T K 3
QR ES B e 1) =) Gl 2N =S | K= = ] 1 )
(Vascular smooth muscle cell, VSMC) 2 #4 i 3h Jik
A5 BE B S B B A0, IS Y A RS AN T A
S A BT RE AR E AS B TE RN K R, SR,
VSMC X} AS S Wil i) B4 o0 T ML AN i 2 o BF
B, A N E2 A 4 P F- (vascular endothelial
growth factor, VEGF ) il i 7 #2 Il 45 A= B 52 ) AS
BE e 19 2 B A A& . /N RNA (microRNA,
miRNA ) /2 K 2 18~24 4111 B2 19 1 4 % RNA
oy, T 5L Y 37 JE #1335 X (3’ untranslated
regions, 3’ UTR) 45 & 4 i #1115 5 175 5 mRNA 1]
E), T, Y2 05T % W miRNA 8 13 P8 ¥ VSMC
IG5 G  RABVERFIR NN E BERES S
AS [#EE" . miR-20a J& T miR-17-92 £, f/E £ Ff
GNE R b A AR AR S e RS IR B
S A 25 SR, 3244 1 , miR-20a 7 VSMC
T AR P 2E D RE B AR BB B IH . ASBHFSE 45 miR-
20a %f VSMC i PEFIIE % & VEGF 235 1Y 5 Wi LA
KOTRERIHLT , AR AS BRI SR AEHT A 7 17 o

1 MeRt5R®

1.1 i ER R 3 2]

N bk i 4SS WLAR M &R T/G HAVSMC (3§
ATCC) ; SmGM-2 35 55 5 (G + e VB HA IR A
A s B A IV R 1 (FEER G R B AR
RNA $ UL & e sl & (RiER Ay TR
HIRAT]) 3 BRPLAK S Western blot 4 1 Fir 75 38 71
(B3 = KA HARMFEIT) ; miR-20a mimics A
mimics NC (i 7 F il 2545 R /A ) 5 Jg B {4 2000
E g3 (32 Invitrogen /A H] ) ; Real-time PCR Kit
R & (R T A R A FR A F]) s CCK-8
R & (HAF A5 BT ) ; Transwell T2 (3
[l BD 22 7 ) ; VEGF ,CNN1 ${4& (5% [E NEB /A ) ;
FRAR L EAEFRIC 1) ZHT (EE CST AR ; 9O R
il 15 5 PRSI 355 5 (52 1 Promega 24 H) ) o
1.2 ARG

NI A S ¥ WL AR M 55 5 76 1 5% 2306 B 4 1

51 SmGM-2 £ 52 W b, & TR 5388 5% CO.
37°C I N BE Y 2 B R AR v R AR A KRl
G BE IR 90% LA L B DB AR B AR AR AR, HE £k
EE RN S R e o

1.3 YAt 32 Fnd G

W4 %5 AR K 59 VSMC 43k 25 11 % B8 (Con)
2l BAPEXT HE (miR-NC ) 21 Fl%% 4% (miR-20a) 21 1L 3
H., VSMCHZM 3] 24 fLAR D, T 37CHFR 5T K
B e R A AR R A BE IR 50% ), i B4 2000
5 miR-20a mimics 5 mimics NC L) 2.5:1 [ FL#)IE
A IFMA S 24 LR A 1M, 5% 4 miR-20a mim-
ics i VSMC it & miR-20a 21 , %% 4% mimics NC ¥
VSMC it i miR-NC 4, A Al Ye b #L Y VSMC i
i Con 4., #HAMMIAE 37TCHFAEM T 6 h 51
K 5% 4 ML 1Y) SmGM-2 5 72
1.4 Real-time f

W4 55 Y4 48 h 5 3 241 VSMC, RNA 2 Bt 5]
&7 B U RNA, F5 RNA S 5% i cDNA,
{ifi F§ Real-time PCR Kit £ {1l i3] & £ 17 Real-time
PCR. miR-20a IE 1] 5[4 5'-CACCTCGAGCCTGC-
TATTTCCTTCAA - 3" , X In 51 ¥ 5 - GAG
AATTCAGTAACAGGACAGTTTG-3' , VEGF IE
1514 5'-ATCTTCAAGCCGTCCTGTGTGC-3’, )X
1] 51 ¥ 5 - CAAGGCTCACAGTGAACGCT -3’ ,,
CNNI1 iE 1] 5] # 5' - AAGGGCGGAACATCATT-
GGGCT-3', & 17 5] ¥ 5'-CTCGAAGATCTGCC-
GCTTGGT-3' . [ 45 o J5 e B CefH , SR FH A X
FE g 200 YR T H I S AR X Rk
1.5 Western blot £ Il 4t ffd ' PCNA il Ki-67 & [
FIRIKF-

{7 F RIPA 24 22 v 43 1 M 3 4 VSMC
PEHUE AR, IF0 i 12% + B LR R 40 R - T 4
T i 8 Js P UK 93 0, SRS e B 28 SR A — R M
(polyvinylidene fluoride membranes, PVDF) |-, 7&
37TC N 5% Wilg 4155 A 2 /N B S — B &
1 : VEGF (1:1 000 i B ) , CNN1 (1: 800 Ffi ) .
Bl S 5 122 000 R BRI —PL = I F 2 he
) GAPDH W5 1 5T K P-AE F AR I fifi 1T ECL i
& 5, RIS 3 2k, R Image J #{F 53 H7



-+ 322 - ATEW SR ARG 202142 A

H13E B2 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

40 VSMC ' VEGF 1 CNN1 & AR ik,
1.6 CCK-8 A6

STECH ) VSMC LA 8x10° /4L 3] 96 FLAR
o FE IR IR 1.3 TR YR A, A BIAE R YL 024
48,72 h B [a) B LA LA 10 wL CCK-8 I,
37TCHEA 2 h, I FHEEAR (O 32 490 nm AL
JE{H(OD{H) .
1.7 Transwell 325

20 VSMC LA SR I AL, il 1l o0 240 i B i, B
100 wL 40 j 2 32 7 2] Transwell /NE ) %= 1E
TEFBINE 10% 16 4~ 10035 1Y SmGM-2 K5 F7 9,
W AE 3TCH A ML IR 48 he RIHZ RS
[ 5, 245 i 5 gL 68, 76 00 B8 T L8 2 R 4 i, i
BLIEH 5 PP A 2 BE 240 48
1.8 DOLR B A FL K S

i 3 A W AE B AR R K TargetScan 5 7
45 9 1 7R miR-20a 5 CNN1 mRNA 3'-UTR 777540
285507 a5 o ARLHRE T 45 5K CNINT 37-UTR B %8
A GE A AT 3 3 A B psiCHECK-2 %¢ ) & il 2%
K b %o i L T A TRA R A 52
AZ) , 43iE A CNN1-Wt Al CNN1-Mut 76t 2 fiff &
H#AR . 1% miR-20a mimics 8%, mimics NC 5 5 41
A TR AL YL 25 VSMC, 48 h 5 1l 96 6 2 il
< 5 R AR I 3751 500 e K R R V2 N 2R Tl
P, DL K 5 2 G RV SRy o % IR TR 40
LA X 2 S 28 il 0 1
1.9 Geitsorth

K SPSS 21.0 et 2# 5 o3 M Bl , i it %
BIIUL(x+s) Fmm , 2R 255 LR PR R Oy
2250 BT, PR IR LL AR ¢ R 30, A P<0.05 3R7R 2
SAGIEE L,

2 #ZR

2.1 £4H VSMC ' miR-20a A% 1k 5 L

5 miR-NC £ (0.96+0.09) #H I, , miR -20a 2H
(3.1620.32) VSMC H' miR-20a fi4 #H % 2% 15 2 B i
T, 250 51 % & L (P<0.05) , 1 Con 41
(1.00£0.10) 7' miR-20a [ A X} 3¢ 3% 7 TG B B A8 1k
ZRTGFE L (P>0.05)
2.2 % VSMC "' VEGF # 1A 5 H#g

Western blot £ il 2% % . 5 miR-NC 241 4H It ,
miR-20a 41 VSMC H' VEGF mRNA H1#E [ 4 %} 22
IR B, 25 R A g aEE L(P<0.05) , 11

Con #H " VEGF IR IA T 21k, 22 5% B 114
HL(P>0.05), WEI1,5K1,

Con miR-Nc¢  miR-20A

VEGF  w— s S

B 1 Western blot #ill 3 £ VSMC A VEGF & B &%
Figure 1 Western blot detection of VEGF protein expression
in 3 groups of VSMC

#1 34 VSMC # VEGF mRNA F1Z X RiEE

(x£s)
Table 1 Comparison of the relative expression of VEGF
mRNA and protein in the 3 groups of VSMC (x #5)
Eibll VEGF mRNA VEGF EH
Con 1.00+0.11 0.2620.03
miR-NC 0.98+0.10 0.25+0.03
miR-20a 2.64+0.25 0.67+0.07
FH 289.660 231.448
P 0.000 0.000

2.3 %4l VSMC it i 4&

55 miR-NC 414 H. , miR-20a 41 VSMC ¥ £ 7E
¥t 24 48,72 h N W FIR, 2R A G E
SL(P<0.05) , 1 Con 26 f* VSMC {ifi 1 6 B il Bl 2%
ZRIGIFEX(P>0.05), WE2,

%2 34 VSMC ZEARRERFE & OD & (A=490 nm) Eb %
(xxs)
Table 2 Comparison of OD values (A=490 nm) of 3 groups
of VSMC at different time points (x+s)

2151 0h 24 h 48 h 72 h
Con 0.20£0.02  0.44+0.04  0.61£0.06  0.79+0.08
miR-NC  0.18+0.02  0.42+0.04  0.59+0.06  0.78+0.08
miR-20  0.20£0.02  0.52+0.05  0.74+0.07  0.9620.09
Fi4 3.000 13.263 14.802 13.220
P{H 0.069 0.000 0.000 0.000

2.4 4 VSMC iT#hE ) i

5 miR-NC 414 It , miR-20a 20 VSMC % I 4
J9 B 34 2 (P<0.05) , 1fif Con 41 VSMC 2 Jii
i e % T B W (P>0.05) . IL3& 3.

®3 3HVSMC FIRMAMELLE (xxs)
Table 3 Comparison of the number of VSMC penetrating

cells in the 3 groups (x+s)

215 b 24111064
Con 62.04+6.10
miR-NC 59.25+6.24
miR-20a 113.36+10.58
F18 133.251
P1E 0.000
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2.5 miR-20a %} CNN1 f{J# [i1] 56 £8 ik

Western blot K25 5 & 1 (] 2A) , 5 miR-NC
ZHAH [t , miR-20a 44 VSMC F CNN1 mRNA 14 [
iAW 2 T # (P<0.05) , 1fii Con 4 ' CNN1 Ay %
IKTCHH B AR (P>0.05) o A= W15 B2 3 o M 4%
R (E 2B),CNNI Y 3'UTR 5 miR-20a {7 7F
AN G IR AL Ao DG ER A B A S e 4
@ 7R (& 2C) , miR-20a mimics fE % i3 35 41 i
CNN1-Wt 2 Jifd i #F % 2¢ 56 2l 14 (P<0.05) , 1M
X} CNN1-Mut 20 Jid (4 A X 5€ S 28 il 176 4 0 B S 970
HAEF (P>0.05) .

o

. 0.25

(OIS
1.0 £0.20 s ,3.'%_&5"
S
- 015 SR
g a 22010 CNN IS
- s _ a GAPDH "= s e
005
0

Con  miR-NC miR-20a

Relative CNN1 = 2>
mRNA levels
coo
> o ®

oo
o v
Relative CNN1

mRNA levels

Con miR-NC miR-20a
o
;E) 1.27 = miR-NC = miR-20a

C:

os]

CNNI-Wt  §'...GCGUUUGUAAUGAG I\ﬁ( ;‘\("‘l'll‘ ll'('-3'
miR-20a 3" GAUGGACGUGAUAUUCGUGAAAU-5"

CNNI-Mut  5'...GCGUUUGUAAUGAGUCGUGAAAG- 3'

s
202
3

2 " TCNNiwe onveMut
£ : Al CNNI mRNA Il # 4 % 7% ; B & miR-20a 5 CNN1 fy
3'UTR AL [ 25 4537 45, 5 C 2 miR-20a Al CNN1 fY#R A L R . 5
miR-NC 41 [t,,*P<0.05,

E 2 miR-20a ¥B 5] E# CNN1
Figure 2 miR-20a targets and regulates CNN1

3 it

AS S TR L R B R S AN 4 4 41 21 7E
M55 DA T B0 — 12 P sl ko i, th 2 4 i 5
FET- M AR FN E LA . HAj kT ASIRYTY
FMEALE 25 YIRIT MR AR EZRGIRYT  (H R GE
B RAF IR TR . RIGa DI 258 AS 1Y
KR AL, X TF KB A A AS IR FBEEA
SYEEME L. AS BRI HLTI LS 2%, ARk
Bt % B 5E IR, & B VSMC (1) 33 58 1T B8 35 K
AS JEJR BT A BB . VEGF J&— 25555k 19 41 i
A, T2 T0 G TSR SR, 74
£ VSMC g5t frife E ¥ B A HEAEHY . VEGF
AT e R A A A, B VSMIC SR A B R
R AS I AL R, EEkD &Mk T
miRNA 7£ £ ] VSMC 34 78 F1 1 £ 0 19 98 35 1E
Y AN, Mok 2 IR 22 I miRNA 5 VSMC
AT RERVIAEC M HEHGE , 55 1Y miRNA ik
5 Bk Be il Ak i & A 56T, miRNA 787 97
VSMC H AR A BT 1 ff sh ko 8 Ak 1) 43 7

B, AS B2 RA ST SRms R AT i /R FHAE A5

miR -20a {ii F chrl3orf25 N & F i) 4L {4 {K
13¢31 I, miR-20a 1K1k K72 5 Z M e 1) &
Ji€ . Fan &5 A8 i 13585 50 BicAs 43 A 2% WA 6 14 5 1Y)
VSMC ' miR-20a 5 151 35 , #EI miR-20a 7] 4E
5 VSMC i\ A &, —ImFS iR , miR-20a 76
AT 5P B35 OVCARS 21 i 4 IGTET i 24 113 2o 0%
EMT {i& #F 24 i i # rh B S Z4E M . miR-20a
7 908 40 23RN 40 i 3R rh AR SR GE O SR G W]
46 98 HepG2 40 L i 35 5 ERE AR 22 L
3 S R HE 4 7R miR-20a AT I 45 40 1 5T 7 Bk
Jo ARELES DL FWFFRIEL . Deng %5 AW A
PR, VEGF A i 4 10% Ake F Erk {5538 53 18
% B K P9 Rz 40 L P miR-31 1 miR-20a i 32351,
TEAS 2860 25 S & Bl ik 36 35 miR-20a [ VSMC
VEGF mRNA Fl&E HRIAH R A m. P ELE
B4R 7R 1 22 35 miR-20a 7] €3 5 I8 VEGF 1Y
Fik M VSMC WG E R R RE h& 5 AS 'k
J& . CNNI1 7E ZFoEE R h AR, 2 —F)
TSI IZWbRIC ) . A S AR WA B A
T % BE , CNN1 A] B /& miR-20a — > B2 4 5L
L 9 IGF AR 5 SE PRI 3 UF 5% miR-20a ELHEZS &
VEGF-A mRNA ) 3'-UTR, H. Real-time PCR #
Western blot 4 il 4% 52 2% BH 1 2% 3K miR-20a 7] i} &
P CNN1 By 2k . AL 45 2L # 7R miR-20a Af
fit 38 o # 1] P8 25 CNN1 520 VSMC 33 4 AT 4% LA
J VEGF ik,

B2 ARG 25 5 B R i 3k miR-20a o] fiE
VEGF 1435 J VSMC {EPEFERS  HAE AL AT
fiE 5 miR-20a # [i] 771 P54 CNN1 BIZIAA 6, A
SERRALE T X AS & v miR-20a M) HE AY #E— 45
fift, IFE R AS IGYT T B it — s i S g Al
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R 5 MRT I B L SR i Fr i i

XEX mEMT EFRT FLi

(8 ZE] BH WUTESUE S (HFUS) 5 4% 838 PR 5% (MR 78 )L 38 R 1 S84t v i Iz
Wi, A& BEHC2019 45 5 H & 2020 45 11 A ARBE IR 9 57 B 56U SC 3091 L, ¥947 HFUS
5 MRI K #5 , M4 MRT 2 Wit 5o (8L A5 T4l (n=26) JGE 3T 4L (n=31) , tLL P41 — B0k B
TELRSEL, T R IE R A SECS ILE W RN G R R B A IR S EOS WL E N T i
INBATRI M. &R HFUS 5 MRLUIZ WL OG5 /N8 3T 19— 350 96.49% , Kappa fE 4 0.942,
95%CI: 0.765~1.118(P<0.05) ; BT 4L  Jo B Hr 4L LA 153475 i i fifr B iy 48 AE BRI L 5G9 RO L1 B o i 4
P H W43 A BRI A 5 R BE B, 22 R G L (P<0.05) 5 LA A% s A g I B BRI STy
TR B B i S w7 0 A1 BT T i 7 R B 359 5 L 3 I 215 B/ N B T AR 56 (P<0.05) 5 iR I 4 AiE BH 4
BT L 065 TN BT B BBURR B e S B 45 100% 5 UL PR3 405 SN . 65 BB i T 3 S P v
T i i i 4R B2 2 i L3 I 5615 S/ INBF T I AUC 439314 0.766 ,0.699 ,0.673 ,0.835. 4518 HFUS 21
JLFE S ST N BT 5 MRIZE SR B — S0k, nl B0 7 g 48 B AR AR LI AE , il BRi2 36 )L 38
JF ST Bl IV T AR A SO AR R S

[SEIA]  INATRUNEYT; SO ; AR T TR BH AR

The clinical value of high frequency ultrasound and MRI in the diagnosis of microfracture
of the elbow joint in children

WU Qinfu', HUANG Peikai**, XIAO Mengqgiang*, LI Wenjin'

(Department of Ultrasound, Zhuhai Hospital, Guangdong Hospital of Traditional Chinese Medicine, Zhuhai,
Guangdong, China, 519015)

[ABSTRCT] Objective To explore the application value of high frequency ultrasound (HFUS) and
magnetic resonance imaging (MRI) in children with microfractures of the elbow joint. Methods From May
2019 to November 2020, 57 children with suspected elbow joint microfractures in our hospital were selected
for HFUS and MRI. According to the results of MRI diagnosis, children were divided into the fracture group
(n=26) and the non-fracture group (n=31). The general data, ultrasound signs and parameters of the two
groups were compared, and the relationship between the ultrasound signs and parameters and the microfrac-
tures of the elbow joint in children was analyzed. Results The consistency of HFUS and MRI in the diagnosis
of microfractures of the elbow joint in children was 96.49 %, the Kappa value was 0.942, and the 95% CI was
0.765~1.118 (P<0.05). The comparison of muscle injury or hematoma, positive fat pad sign, joint effusion,
cortical bone continuity, and fat pad thickness in front of the elbow between the fracture group and the non-
fracture group was statistically significant (P<0.05). Muscle injury or hematoma, positive fat pad sign, joint
effusion, continuity distribution of cortical bone, and thickness of elbow fat pad were all related to microfrac-

tures of the elbow joint in children (P<0.05). The sensitivity and specificity of the positive fat pad sign in the
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diagnosis of microfractures of the elbow joint in children were 100 %. The AUC of muscle injury or hemato-

ma, joint effusion, continuity of cortical bone, and thickness of elbow fat pad for the diagnosis of microfrac-

tures of the elbow joint in children were 0.766, 0.699, 0.673, and 0.835, respectively. Conclusion The

HFUS diagnosis of microfractures of elbow joints in children is consistent with the MRI results. It can directly

display positive signs of fat pads and muscle damage signs, and provide effective imaging technical support for

the clinical diagnosis and treatment of microfractures of elbow joints in children.

[KEY WORDS]

imaging; Positive fat pad sign

INILE ARG, 23 % B w0
I LEE N Z 0. IO & = AN ST AL
SRR SR EINEE 35 =1/ S S Wik i 9 S AU S 27 S
SO, Sz it SCERIRGE FE R TR INE
P S I B 1 B T i R 22 R O 1 HE 4R AR (Mag-
netic resonance imaging , MRI) fifii2:, {8 MRI ¥ % 17
FERG A I ] MR S R R, N T LE . K
I PR S eIk 5! & 33 48 7 (High-frequency ultra-
sound , HFUS ) J& 2 Wi . B 97 M 2LV A
ROk Z— B AR R F YT Ah , i B 4 Jil il 4K
YL S EZ YN N 725 TN S R s (W
EIE VAL B B m N e . T E AR
FRZ WL EE N O U INVE I B B B0 DL ST
I, A SCE R HFUS 5 MRI 2 W7 L 38 i 56
TN E AT B — S0Pk &5 R R BE AR UL PR 4 A
TEMRER . BT,

1 ABSHE

1.1 —Bgek

YEHL 2019 4F 5 H Z 2020 4F 11 H ARBRIGAE R 57
BEEALI ST IV BT UL, Y947 HFUS 5 MRI A
2 ARYE MRS WS 544 B Lo A& 3 (n=26) |
TP (n=31) . AR 5 32405 28 A i
6] 2 A0 I RE IR HL 3K, 25 5 oSt 24 L (P>
0.05) W1, PWAFRHE: O IR X LK A Kk
e B A sk T SE BT s @A 32 s, HAM e i<
3d; @FEIE<13 %, HAREWY>5 % s @A N 5 Bl e
ARARAE ; QHE AR IF B FZE A HEBRbRAE
O P P s o2 s @ PR A M3 52 >3 d 3 B
TG s 5 I OB L s ©FFFE MRI Ao £ 2%
S WHREARGHCIEZ: 1 W AZiE T
1.2 Fik
1.2.1 MRIK#

MRI ¥ ¥ 1% £ & GE 3.0T HDXI, £k J&| % i 56

Microfractures of the elbow joint; High-frequency ultrasound; Magnetic resonance

=1 WAHBERBITLE (n(%), (x£s5)]
Table 1 Comparison of general data between 2 groups
[n(%),(x+s5) ]

" Birdl  oEdrdl
Bkt (1=20)  (n=y1) "XfE P
PR (%) 6.04+2.33  6.45£2.60 0.621 0.537
P 5] 7 22(84.62) 26(83.87) 0,083 0.872
& 4(15.38)  5(16.13)
<ld 6(23.08) 8(25.81)
2, ph
ij}’i 1~2d 14(53.85) 14(45.16) 0.162 0.872
6 A 15 []
3d 6(23.08)  9(29.03)
=2 f4 il i 9 or
A A 14(53.85) 17(54.84) 0,006 0.940

A i 12(46.15) 14(45.16)

I ARAEAR e Rt 23(88.46) 24(77.42) 0.551 0.458
Wi 837 R 4(15.38)  0(0.00) 3.042 0.081
i 9(34.62) 6(19.35) 1.698 0.193

T AT R P A A A AL FE D A 5E [l B B
(TSETIWID), T1 PR 5 K 2 7 1 (T1-TIRM) , i
i 10 6] S5 - % B A% (FS-PDWI) , = 4 X [1]
WA 751 (3D-DESS ) o
1.2.2 HFUS i #F

i Fl GE LOGIQ E9 # 712 Wi X, & & % 3k 4l
4 (6.0~15.0) MHz, {3 By BB LAW 7E R A R |, 43
UM T/ 5 P A X A 1w A D 1
SL9A 4y, H WSS T v N Ah R 2R S
Wi eI AR AR T s A ORI, &1 4 Ak
AN LA T IR B
1.2.3 HBR2ENHT

JIT AT SEAZ A A 25 5 H WA 24 TR s AR 24 B il
FRE B 15 ST A 2 W, I % HFUS #6216
P sk it b T HAE B L OGT BUOR LB Rz T 4k
PE BT B R RO HEATIE R, 25 P 4 U R R
BEITS W g A —30, T R 5 — 12 W25 4
1.3 WEHER

@434 HFUS 5 MRIZ WL S5 Vg $r
A —Etk . QMR IE MRTIZ WSS Sk 8 Lo A3
A TCEI, WA IR S5, @l
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FER MBS I LEN RV NI CR . @RS
TERAZSEOS LN U NI Z B B
1.4 G5

K GE 2435 SPSS 19.0 #E47 5 d8 4 34 5 i
BGR L n (%) 8, 2 K5 s i BRI A IE 2
A, LA (x£) 38, W4 18] FU35R R ST RE AR ¢ K
55 5 — 3 MR H Kappa 4341 5 T0000 85 BE 73 B % H A2
RE TAERFE (ROC) fh £k, 3R B Hh 28 T i A7 e 4
K FHl DeLong £ % , % 512 Wi 3L i Logistic —.7t [l

PFHBLA, 3R 1] 3000 4 22 Togit (p) , K A Ry 3l 7 46
AR, P<0.05 RREFAGIFE L,

2 #R

2.1 HFUS 5 MRIZWrJLE N O /N —
ok

HFUS 5 MRI i2 Wi JL 2 i 5¢ 15 o B 3 i —
PN 96.49% , Kappa {H 4 0.942 (95% CI : 0.765~
1.118) , ZR A Gt L (P<0.05), L2,

F 2 HFUS 5 MRIZEFJLERXESR/NEITA—BHE

Table 2 The consistency of HFUS and MRI in diagnosing minor fractures of the elbow joint in children

HFUS — — — — (%)  Kappald 95%CI > (4 P
Mo BeERENR NEEM R ’ P ‘ *
Jil B 3 i 15 0 0 0
Bt 3T v 0 5 0 0
- 96.49 0.942 0.765~1.118  147.473  <0.001
ST Vi 0 0 4 0
Jo B 0 1 1 31

2.2 WABHIERMSE i

BT T E ST A WL B R 7 AR
BHAE DG T RO L B 0 32 25 v W 0 A7 B i 2
DAL Fr B5F IS G i D SRR B LU R, 22 R A it
X (P<0.05), WFK3 K1,
2.4 BAEMEZMSEE ILE S MNP R R
Y Logistic [1H 77 #2437

JUL PR 53 493 T 0 i O J 8 AE FH P L O BRI
B Bz I % 2 M v W o A B T R R R B
JLE R OGN E HT A E (P<0.05) . TL3 4,
2.5 MFEIERMSEOSWILE R RUNEIT e
ROC 4341

JIE W7 R AE BH A2 W0 L3 0 51 SN B BT 18 i
JRPE RS 2R 100% 5 AL PR 458405 5 it i 2 17 )L
5 T U INE T AUC 8 0.766 , 525 B2 W
JLE BT NS B AUC 2l 0.699 , B B2 I % 42
PE W2 T LT N T RUNVET I AUC 7 0.673,

R3 PMABBMERMSHLLE (n(%)]
Table 3 Comparison of ultrasound signs and parameters

between the 2 groups [1n(%) ]

mmmﬁfﬁ Ro18(0923) 501603) | o
i+ 8(30.77) 26(83.87) ) '
G 1 4/ M
{15 S S8 RV E 12(%6.15) 2(6:45) 12020 0.001
i 14(53.85) 29(93.55)
E’Lﬁgﬁﬁ@ ooBae2) 0000 o
A 17(65.38) 31(100.00) ‘ '

HRA TR

24 R (mm) 4.9420.63

3.44+0.75 8.081 <0.001

J5F TR 0 B B 2 W L B I S A iU N B 3T ) AUC
47 0.835, 2 ME S FIS O 1 cut-off {8 BHURE |
IR 2. %5,

VE - RISk T4 o 0B P T R S R T M S 2 R v B 5 b TR A R U 7 R B G I BRI ¢ P10 DR s AT AR 7 80 PR , RO
JEWERT SEH T 5 d 1S MRUTE AR P81 57 J0 OG5 IR, OB HE Wi B PO 3 25
1 JLEMXTEBERGER

Figure 1 Results of ultrasound images of children’s elbow joints
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x4 BEUAESMSHEEILENXTRNETXEDN
Logistic Bl B 247
Table 4 Logistic regression equation analysis of the
relationship between ultrasound signs and parameters and

children’s elbow joint microfractures

Wald /

AN ES Bt S.E. At o P ORfH 95%CI

ALAH G EL P 0.896 0.301 8.868 <0.001 2.451 1.254~4.789
NEWFHAEBHTE  1.308 0.403 10.540 <0.001 3.700 2.364~5.791
KN 0.553 0.203 7.430 <0.001 1.739 1.134~2.667
R ESEE I 1.276 0.266 23.022 <0.001 3.583 1.668~7.698
IS I JEEE 0.987 0.251 15.369 <0.001 2.675 2.008~3.564
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sk

40

FELEHE b
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1 3 2 i i
== I T L

1 1 1 1

0 (i S

i !
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100-45 574k

B2 BRIEKMSESHILEMNXTRUNETEROC
Figure 2 The ROC of ultrasound signs and parameters in the

diagnosis of small elbow fractures in children

MRI FE #% K A 2 5 8 = )2 2510 15 5 3
AR BB 2R ORI e bR 1T B A T IR A, AN [
£ B LER S 561 B 40 1 O, ELOE B B2 B L ST R
B CE/NREAL PR XTI
ENEES S EANINAEZEPNIIFRELE SN
L AE A W) B e Il A ) fig B A 2 2 ek i A T
Kdr ™o IeAh, m s MRIKS & B — E 0,
S R ROV A A B TR A, MR R, P RE
IR JLEATE . TR, FEE B R ARARW R,
HFUS (1) H B0 48 7 0 245 44 S el 2 B A% 5
T, R B JCRR A A A R AR A L
IR B AT OZ #i AT BN AT, {H HFUS 5 MRI2
W LB I 561 N B T I — B T 0 — R
9% . AWFIEAE 2 <3 d W4T HFUS # #F , & 31
HFUS 5 MRI £ A 7512 W L2 N 5 i/ g 31 5
T EA —2rk . B, 3T B U T BN B
L, HWAT HFUS K25, A 850 4 W7 60 i
KRG, B BOLTUS

&5 ROCHITER
Table 5 ROC analysis results

e b AUC 95%CI cut-off {& U (%) LRSI (%) PiE

JUL P 463473 55 1t i 0.766 0.654~0.877 1¢ 69.23 83.87 <0.001
KM 0.699 0.591~0.806 1 46.15 93.55 <0.001
B B 5 S T 0.673 0.580~0.766 1° 34.62 100.00 <0.001
TR g s AR 0.835 0.725~0.945 >4.12 mm 96.15 70.97 <0.001

T LS 3 s i &S BRI L B B e R Al e A

HFUS % 1E 18 DX RE 2 R i ok 45 211 8 o8
HEPEE ANBE R s N A BEAS 1, (BB i B
TEOLT 45 B2 BIMIR , 45 B U i Al og 29 i
T AN, A B T R B, iz L
B R BUEA Aoy gE A O TE AR IR EEGE 4
BoRBRAEY S MABIFEES R TR, Bl oA
LU PA A0 i e R T AR B P S BRI L B
JRGAEZEAE P BT A1 B A I 405 LA A
225, UL PR WT A5 By |38 HFUS 12 W8 454 )L
H T INVEIT A AR . RN E TS, R
TN R I3 ST TSR i R e ,
O AL A B2/ k. BRAERESEA I
KATHMI B B X 0k s O AR AT —
RS AT RESE I AR R IR A ) o 1 %
X R P BE A AL e — Bl R ARG, DA BTN
[5] , 76 -5 R S FHALTE A [m] 75 BT, 75 REAE

AT R R

B S LT 2 5, HOR A R HFUS 7T B
AL WAL P B B B St B, A5
18 B HFUS #83k i 40553 2%, w] Wt JIL PR 43 43 1%
B, LA i AN TR A A%, vl R RS
Wi LZE N ST U NVE TS 558 . AR5 IR
TEAJE Z Ak R BE B4 /b | BT A5 8508 v B & 2 fm ey
T KA AT IRARI .

25 LT HFUS i2 W LG /a5
MRI 25 G ELAG — 20k, ml EOUL G /R B B 5 BHPEAE
WLR A AE , 76 JLEE I 265 o N Br 3 b B 3
WA

2% 3k
(1] RV, The &, B A, % . L3 08 1 00 RR A8 2 A
(3], WS FHLBHIG IR 2458, 2018,33(11) : 820-823.
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5V 2D/4D 8 P AR L PR i AP D R e P s 12
Hri

AR Rtk R Salsr BRI RTE

(8 E] BM HICEIE 2D/AD 75 78 L P 1l 7500 D) AR A% v B 2 Wb i N Al . iR
BEHL 2018 4 10 H & 2020 4F 7 H W8] FA B % 47 2B A2 Wi 4 Lo v iR 34 226 0 1E M AR A 12
WXt 4, X HRAH (113 441]) 2R I 2D G HE 75 2 W, WIF S8 4R T 4D AP 12 (113 f61]) o 43 B FL X P 4l
AR T 5 Valsalva S 7E T AU H S50, B K A8 18 br X w412 W7 U wEmn v R ke S50 7
Ve, R W EURA T K Valsalva 14E T HFFT 205 0] B4 & IR LA B A S50 EL, 22 S 8881
B (P>0.05). W54 Ar.As. 0 .Br.Bs . Mu BUEfH & T X R, 22 50 Gt 22 8 L (P<0.05) . L0
AR 2 W98 20 R AU (94.8% ) F5 521 (98.9% ) A2 WifF &2 (96.9% ) 34 T IR, 2 R A B4 8
(P<0.05) . L5 Lo MR ZE I T BE B i M R 192 Wi R AD S8 A5 12 WU L T 2D
P AT TERR S S AS MR EUWLER Lo 1 B W A s I AR DB B0, ELA A8 R 2 Wl R, (A4

[EIA] FIRHMA; IR ; B4

Application of pelvic floor 2D/4D ultrasound in the diagnosis of female anterior pelvic
functional disorders

REN Shuangli, XU Qiuhong, WU Siyao, GUO Hongmei*, CHEN Qiuyan, ZHU Hexiang

(Ultrasonography Department, Dongguan Maternal and Child Health Hospital, Dongguan, Guangdong, Chi-
na, 523000)

[Abstract] Objective To explore the application value of pelvic floor 2D/4D ultrasound in the diagnosis
of female anterior pelvic functional disorders. Methods 226 female patients who received pelvic floor ultrasound
diagnosis in the color ultrasound room of our hospital from October 2018 to July 2020 were selected as the subjects
of pelvic floor ultrasound diagnosis. 2D pelvic floor ultrasound diagnosis was used in the control group(113 female
patients) , and 4D pelvic floor ultrasound diagnosis was used in the study group(113 female patients). The accura-
cy, sensitivity and specificity of ultrasound examination indicators and diagnostic methods of the two groups were
analyzed and compared under resting state and Valsalva action. Results there was no statistically significant dif-
ference in the pelvic floor ultrasound parameters of the levator ANI muscle between the study group and the control
group under resting state and Valsalva action (P>0.05). The values of Ar, as, Br, Bs and Mu in the study group
were slightly higher than those in the control group, with statistically significant differences (P<0.05). The sensi-
tivity(94.8%) , specificity and(98.9%) diagnostic(96.9%) coincidence rate of the study group were all higher than
those of the control group, and the difference was statistically significant (P<0.05). Conclusion 4D pelvic floor
ultrasound is better than 2D pelvic floor ultrasound in the diagnosis of functional disorders of the female anterior
pelvic cavity. The relevant situation of female patients’ anterior pelvic cavity can be observed directly under the dy-
namic ultrasound image, which has higher diagnostic efficacy and is worthy of popularization.

[KEY WORDS] Pelvic floor ultrasound ; Anterior pelvic dysfunction; Diagnostic compliance rate

KRB AR TALSHELE(—&)F B (2018507150071493)
VB T RAARETagienrEA, 5 &, & E 523000
*BAEAEF  FRLLHE, E-mail : 79101865@163.com

%
2t



- 330 - NTEWiEER T4l 20214E2 4 ¥5134 4524 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

1077 Wi PR v 455 2 BE F% 15 (Pelvic floor dys-
function, PFD) J& & UL 52 Wi 2 4 g B 1) 99 4iE , PFD
W Ry o VR 25 IS G A 25 1) P A e B sl 1R 4k, £
P EBEAR CHLURAS S NI F BT B R
SCRFDIRE DA, th AR RS S SRS . A A
2 T 1 R o A IR YO AT P S
i, JE v 5 s ) 2 A R I L B 3 T R A PR
A5, H TR DB O 138w RE R R T M PR R
ARG AR A A PERE B 2 Wi R R AN
W 8 5 & A 2 W BOR Wk 2 & A H #T
SR ERAE 7 Lo Pk PRD YR 2 B R b F Bl iz
1 Ry RS AR R AL HTE TR A e vk
B X RRAY , HEESh S B4, A m PR, 4
FT I A 5 PR BB G A S — 4 (2D) 2R, i Y 4
(AD) B2 T 2D Bl i 2 R4 S A HE IR B
G H AR 3D EUR sh 7S 10 S B E 7 R a8 1
ol T A 2 BRI R GRS R AR E
FEARIE AR 2D/AD 75 AE Lo VE R 7851 T e R Ak
PIZ W R B A, BARIE AT

1 ARSI

1.1 — R

PEEL 2018 4F 10 A & 2020 4F 7 A W8] T4 ¢
B AT A 2 W 2 M R 226 191, 1R
T W2 Fie BB 355 A
Horpoef REZH R 2D i iz W (113 441)) , ot 4
K AD ZEJE G 2 W (113 1)) o 90 A b off
O 2 £ 35 F2 07 110 235 10 ) R o A A G fR B
G IRFI . Q¥HAZ IS 2 @R H A I
Z 55, HFANG 1 L&A . HEBRPRE : OFFHRS
PSR o R R RS . QI 3 N H WA AIEFAR L
AL E K QW R AT R G At R AE
@I PRIERE TR ANECA 9T . bR H T3y
AR (49.5+5.2) %, 2R 1~6 IR, 1 (2.3+0.2) 1K,
PR 1~4 K, 1 (2.2+0.3) %, BMI 8 % (19.1~
34.5) kg/m?, -1 (26.8+2.3) kg/m®, AWFFE 2 BEAt
MR W ZER T .
1.2 Jiik

F R 2 W < 48 R (8 22 5 i 7 12 WY
(#1°5 GE Voluson E10) , Jf: >k H RAB4-8L 7 f1 £
S, AR E l 4~8 MHz, Hih —4E A i &
SR RV R 700, DUAER A NHE B #7 B2 Ol 85°, 1
N 25 A% K % 6~12 MHz, Jie KA H FA 1950,

G 0 S 05 5 SRR ) A A i BRI i T
Wi B S HE A B e A B R, A AR LK R A
FEARANT BB AT L, IR B T, il LA A
KJm R . X B R 2D I R 2 8, A
FEALURH AD FIR S 27

AR AR LR — 5 W WA
R, JE i 2 a s R L CE TR PIR ], W
k5 KBS AT AR SR d . HAT
TR ARG AT AR IE R R T AR AT T R
P, XS 08 AR A PR R RS AL B A
(I T ZREB AL, S5 AR 2, 15 H AT R OO
EAT 0 s JUE A A, A T i e i e % A M 3
i, R B PRI AL . J5 RAEMALK I F
8 S K Valsalva gl 7E T 8 80 B9 BE , id 5k iR
H PR ST ATEE LA A S o X R Rk
B TR S G T M AE , I B sh
BE RIS FR L B DR T ARl G e R b
J& £ R T I = 1 DX 8 BE ST B R B WA 2 [RDE
T I A1 5 185 e 200K 21 32 4 1 2 A6 0 5 T Ik 2 467
BTk Valsalva sifE F ES # RS HEZ
[i) 4 A 28025 5 DR T e e B 2 4 e K Valsalva gl E
PR AE AR fA 5 R ST RE R 2 TR AR
FZH.
1.3 WELHE R

@ He X 5 21 BOR S T AT WL 5 5
B BP L XS AT AR WL AL RS AR AR L AR DL T
NI, QXTI Valsalva sh/E T AT H#E L2
JEH S5, O Lb X 4L IR G B B S A (Ar,
As) 55 e SE RS A RE (0) B e 20 2 Bk B oh
J5TE) A BB {H (Br. Bs) K& B BE R Bh KO
(Mu) o @ Fb % 9 20 735 88 75 12 W = ) R i
SRR RZEA % EIRERIRE AR
R A= B M/ (CEBH P+ BB ) x100% 5 45 5 1
=B [/ C 9 A B ) X 100% 5 BH 1 73 0 =
L BH 7 (L BH P+ AR BH A ) x100% 5 BA 4 3 0 4 =
B CIBCBH A + BB ) X100% 5 12 W7 75 & % =
(L PH M+ EC B M ) 7 3 BH P+ 4 BH P+ 1R B 1 +
H A )%100% ",
1.4 GileFrik

K SPSS 22.0 Geit2# R i b 31, 755 1F
B R BORA (x £5) 268,47t [EAG 6, 35K
B n (%) KR AT K5 24 P<0.05 2 74
GiitEE
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2 #HR

2.1 LEAIEF B K Valsalva S 1E R 2R B
ke

1M R B K Valsalva shVERS < kY11 B
HBHLE R, WK1,

T PS:HEE B A UR: JRGE ; BL: 6 B JBS M 205 CX 8 3015
AT R EBAaeEHR .
B1 THEREFREIRESK Valsalva RAIRVIE &

Figure 1 Resting state of female pelvic floor and sagittal

section of Valsalva

2.2 VRS T AR NG SR AL
i IR P2 B T L % IS B 5 S 8L
HeAE, 225 B gtitea B L (P>0.05) . W& 1.

x1 BERESTIHRINZKREESHILR (x+5)
Table 1 Comparison of ultrasonic parameters of pelvic floor

of levator ANI under resting state (x +s)

ZLALTHIRR AT 42

a gy AR RN

(mm) (mm) (mm?) Midefa (o)
MR4] 226 38558  52.9+6.5 1325.6£322.1 56.2+9.3
WFoE4 226 38.6£6.1  53.4%7.1 1331.4+3162 56.3+9.2
18 - 1.641 1.659 1.715 1.235
P - >0.05 >0.05 >0.05 >0.05

2.3 Valsalva ghi{E FATHNLZCH S H LR
Valsalva s /E F 4 & AT NLE R A =
B, 2R TG4 E L (P>0.05) . LK 2,
2.4 L ZHE R AR AR bR AR
W98 2H Ar.As.0 . Br.Bs.Mu ZU{E S & T %) 18
H, =R AR L (P<0.05), W3R 3,
2.5 WA REE 5F5ME 2 Wifs &%
R
AHIEFE Y 77 B L M B A T FE I T i R A R

%2 Valsalva IMETALRALZKBESHLIT (v£5)
Table 2 Comparison of ultrasonic parameters of pelvic floor

of levator ANI muscle under Valsalva action (x+s)

. AL 2FLPRE HILmH ATHEAL
4 B (mm) (mm) (mm*) Jeff(°)
X2 226 38.5#4.9 51.3+x8.6  1429.3+235.6  62.3x9.0
WFoEdl 226 38.7#5.1 51.6£9.1 1431.6+233.7 63.2+10.3
t{H - 1.524 1.541 1.554 1.896
Py - >0.05 >0.05 >0.05 >0.05

o SARIHE 2 WY 4 R U R 2
WifF &R TX A, 25 A8 827 E (<
0.05), WF4a,

x4 PARZRBERBESHESERSHFEEILE
Table 4 Comparison of ultrasound sensitivity, specificity
and diagnostic coincidence rate between the two groups

o BT BHMEE R e RRRME AR
2H % P P .
ZETIIN S e T T A
XTHR4] 226 243 864 859 714 940 863
WFoEdl 226 323 973 960 948 980 969

71 - 5351 6052 6067 6921 5102 5983
P - <005 <005 <0.05 <0.05 <0.05 <0.05
3 g

PFD R I Bh 8 WARAE , JEHAE L M3 5 &
TR i , Lo PERT PRD 45 A0 2 B 41 84504 K ik
HH IS SR R, R s 2 2 SRR ke
B2 5 R R 1 178 S 1 5 I A S8 I PRAAR AT i
IR, R 2 A B — o RIERE . SR
B2 PFD 2R H 1Y 2 X Zeka A i f 2 J&
MRI Ky, X Zefe A i s bt 5 HEE i 2 vl i 2 2
SIS BB I e A8 AL (R A9 2 B, 722 Wit
AT B e e K 7~ B 3 £ 3 I AR E N JE s MR K
AU HRR AT (AR5 R B 5 FERL)2 BR B I
JAT— s R, I HRHR A R ez BE AN i s B K
AALRAESE 2D K 3D K K AD K, Bl 5 2F
FAR K SRR & R 5 et il i B A2 Wl S
BT, ARWEIE R X T PFD 17 2D 4D 2
B2, FR 5T AR 2 W A R

AT 45 SR P RS W =X 34 R o A 14 )
it M RRCE R AR WILAH OGS40, (L AD 205 1 75 X

R3 HEXAARKBEREIER (vzs)

Table 3 Comparison of indicators of pelvic floor ultrasound examination between the two groups (x +s)

21531 n Ar(°) As(°) 0(°) Br(mm) Bs(mm) Mu(mm)
X R ZH 226 111.3+6.2 130.8x12.5 30.6x4.6 34.2+4.1 41.2+6.1 17.2+2.1
o4 226 116.2+6.8 136.9+13.6 35.9+£5.7 39.6£5.6 48.7+7.3 21.3£2.6

t{H - 9.458 9.225 9.525 9.325 9.236 9.685

PiH - <0.05 <0.05 <0.05 <0.05 <0.05 <0.05
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HERGY . ARBFFE RS S IE R R, & A — 2
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LR RS SE R B B 3 A P AT IR S o W kot s 4
s B 405 , DR A Je i o s I KR AR i, 2
HLOXTH e PR S F i — PR Z R AT o
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Correlation of IGF-1/IGF-1R axis in ovarian cancer with clinicopathological features and
Prognosis

ZHU Bing*, BAI Jie, NIU Aigin

(Department of Gynecology , First People’s Hospital of Shangqiu City , Shanggiu, Henan, China, 476000)

[ABSTRACT] Objective To study the insulin-like growth factor-1 (IGF-1)/IGF-1 receptor (IGF-1R)
axis in ovarian cancer with clinicopathological features and prognosis. Methods Ovarian cancer tissue, benign
ovarian tumor tissue and normal ovarian cancer tissue were selected from the Department of gynecology and ob-
stetrics of this Hospital from March 2015 to December 2017. The positive rates of IGF-1 and IGF-1R were de-
tected by immunohistochemistry, and the mRNA expression levels of IGF-1 and IGF-1R were detected by fluo-
rescence quantitative PCR. The overall survival time of patients with ovarian cancer after operation was fol-
lowed up. The difference of overall survival was analyzed by Kalpan Meier survival curve. Results the posi-
tive rates of of IGF-1 and IGF-1R ,the mRNA expression levels of IGF-1 and IGF-1R in ovarian cancer tissues,
which were higher than those in benign ovarian tumor tissues and normal ovarian cancer tissues, the difference
was statistically significant (P<0.05) The positive rates of IGF-1 and IGF-1R in ovarian cancer tissues with FI-
GO stage Il ~IV and histological grade G2-G3 were higher than those in ovarian cancer tissues with stage I ~ I
and histological grade G1, the difference was statistically significant (P<0.05) ; the overall survival time of pa-
tients with positive expression of IGF-1 and IGF-1R was shorter than that of patients with negative expression of
IGF-1 and IGF-1R, the difference was statistically significant (P<0.05). Conclusion the high expression of
IGF-1 and IGF-1R in ovarian cancer is related to the deterioration of pathological features and the shortening of
postoperative overall survival. The IGF-1/IGF-1R axis is involved in the progression of ovarian cancer.

[KEY WORDS] Ovarian cancer; Insulin-like growth factor-1; Insulin-like growth factor-1 receptor

K AT 2019 7 4 B FAH KRB ER B (LHGI20191494)
ML A ETH - ARERAF, Td, B £ 476000
*IEASAEE . Rk, E-mail : duwusiren1986@163.com

%
2t



- 334 - NTEWiEER T4l 20214E2 4 ¥5134 4524 T Mol Diagn Ther, February 2021, Vol. 13 No. 2

1Y EL 9 2 I PR L B L T A A AR G 0
S, R R AN T i LD SR R e = AR A1 R
R B ARAE B WS WR Bl FE I RS
B b, 28000 SR R E T2 B gl T
HRIAHEF AR HL, 9 SR IR Y7 2R A 4 i
WK AR BB (B & R MRS R, 41k
TG 4025 o AT SBAR | RO R 22 (1) 24 3 T 4R G TR B
Hogm 0 & AL, K BT BP9 2 s o HOGHEAE
5748 B T & BUB IR YT LS . RS AR
£ K ¥ (insulin like growth factor-1,IGF-1) /& B4
iz AR KA A N T, 5 224K IGF-1R 45 &
Je PR RGN B3G5 TR AR 78 P ELE A O Y 3
Bl 5T 3IE S, IGF-1 Xt B SL38 9 3 58 L 3F 7% M (2 58
HA R HEE T IGF-1R 418 300 X6F B 5298 4
If0 f 348 g 5L A B0 AR X AR T A R AR
™. kT B IGF-1 & IGF-1R 7€ Bl S0 % 9
HIVE T, AR WFFE B4 5% IGE- B2 IGE-1R 5 lfi P 5 B
FRIE T AR U B S E

1 MeRt5R®

1.1 — R

YEFE 2015 4F 3 7 & 2017 4F 12 H W) A B 41
FERFF AR DIBR AY O S L2 (70 1)) P B R PE b
SR 35 191, G045 H W 1k 2 MR 0 22 51 DR it
JI IR 13 1], 2548 R I s BRI 92 W | IE R 0 L4
2155 ) AE M AW 58 I PRAEAR I A 252 & F
BNV AR FH B H . AR D4
¥ 2 R 5 9 BB 12 W 5 Ik PR v 31 58 R 58 3%
QUL AT R . HEBRbRE : QAT 3Z 3 ik
7 5 QREAE AT FLA B Mg s s o ARWFIY 2 BR B
TOHZE 0y St | IUAS AR 3 0 e TR
1.2 k5|

SP 0k A g 2H Ak 50 &5 (SP-9001 ) Shy b 5t
A2 4 4528 7], IGF-1 . IGF-1R J% B-actin — 1 J
Abcam 7\ H) , £ 85 41 H 2 21 RNA 42 B0t ) &
(AB209) Ayt 5 3 AR A 7], cDNA 25 —HE5 Bt
& O s & A IR R AR A F] L IGF-1
IGF-1R J% B-actin ¢ 5 V£ 519 0y b ilg A= T8 )
1.3 IGF-1.IGF-1R ik 1 G e 4 A e il

TBCAy A, HL 1 B0 SR 9 2 20 B9 S R e e 4
21 IEH IS S, IR D) R, SR AR i
TR ik e o, 73 58 A IGF-1 . IGF-1R [ —¥t,
Yot 58 BNUE FE BB AL ILEE 5 LT, 2 IR SC

R R e 5 B A TP AL X BH PR Y G 2 B A T
B, TCO A ORE A RO AR AKRIE R 0
I 153 293 03 43 5 BHAME U 4641 i E 151 0% ~10%
10%~25% 25%~50% .50%~75% .>T15%WKIKIC H 0.
1.2.3.4 55 Getasm B 1725 BH M Gy 0 20 i L 45137
SIARIN, 0~3 23 R BAE R IR (4~7 5 R PH IR .

1.4 IGF-1.IGF-1R £ A 7K F-A6:

Ay 8 0 1 B S g 2 20 B SR R o 2
2L ERE I EAL RN S RRAL PR
RNA, % F] cDNA 5 — 85 & sk 0 G08 RNA i
&M cDNA, R ZEEE f A AR & A7 29O
i PCR [ I, 43 % FH IGF-1 . IGF-1R J% B-actin ¥
SEPES 1Y, A5 AL 9 520 i e AR SIE (Co) L LA
B-actin P Z MCAANK 24144 IGF-1 & IGF-1R
) mRNA ik K.

1.5 OPHIE B HE T RS BT

KHITT2E L A R % 7 7R 5 b
Ui, BE VAL B 391 2020 4F 6 H 30 H A EEAR 2 H
Wiz FET H W sk BE U7 #E H A S A7,
1.6 Gir#Fhik

K H SPSS 21.0 Ak i AT B ge it o b s 114k
TR n (%) FZon AL FEBCR FH 2 K00 5 1T
B ESTERE S8 IESSMEU(x+s) R,
PR A 6] LR D o R 5, 22 2 ) L AR T O 22 47
M I HE 4ok LSD-t A6 56 5 6 A A7 31 R H Kal-
pan-Meier 4= £7 [ £& 4 748 31T Log rank K56, P<
0.05 W2 AL 7R X,

2 #R

2.1 IEHUIEAZ P R A2 5P A
2 IGE-1 #1 IGF-1R 3k /K V-1 L

B 5955 40 41 rp IGF-1 . IGF-1R fi4 PH M 3835 2 K
mRNA &35 /K-35 B & 5 F OF 58 [P g 41 20
IEH INE AL, 22 34 G242 L (P<0.05) ; Bl &
[P g 2H 21 5 1 5 B9 S 4 4 IGF-1 . IGF-1R [H
PEF K F L mRNA £ KK R, 2% 50T
EEL(P>0.05), WKL K2 . F# 1,
2.3 SR I PR g B A B B 9 41 40P IGF-1
IGF-1R ik 7K - 19 L8

AEVAES A 2R3 s PRI Y B 519 2 41
IGF-1.IGF-1R FHMR 8 b, 22 F 822 L (P>
0.05);FIGO I~V 5P 59820 21 rp IGF-1 IGF-1R 1Y
FHMRE T 1 ~ T BPEm A2, 81509 G2-G3



TSR AR

202142 H #5134 %5241 T Mol Diagn Ther, February 2021, Vol. 13 No. 2 - 335 -

AN AR PR %.';};_&ﬂﬁu:u:n;' LD
T BRI 2 B S R i e 41 41

E1 HHEALRIGF1HRBEHELREE (SP, x400)
Figure 1

Immunohistochemical staining of IGF-1between of
different groups (SP, x 400)
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Immunohistochemical staining of IGF-1Rbetween
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Figure 3 Comparison of surgical prognosis of ovarian

cancer patients with different IGF-1,IGF-1R expression
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Table 2 Comparison of IGF-1 and IGF-1R expression levels in ovarian cancer tissues with different clinicopathological

characteristics [n(%) |
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() <50 37 27(72.97) 1.461 0.227 27(72.97) 0.071 0.790
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Progress on miRNA related to psychological stress

LIU Jingjian'*, RAN Fengying', LUO Dan'*, LI Chunlei', WU Lun', CHEN Qinhua'**

(1. Affiliated Dongfeng Hospital, Hubei University of Medicine, Shiyan, Hubei, China, 442000; 2. College
of pharmacy, Hubei University of Medicine, Shiyan, Hubei, China, 442000; 3. Shenzhen Baoan Authentic
TCM Therapy Hospital, Shenzhen, Guangdong, China, 518101)

[ABSTRACT] MicroRNA (miRNA) is a type of short, endogenous, non-coding RNA that plays an
important role in the human body. Psychological stress is an important factor in the development of many dis-
eases. Some miRNAs have been found to participate in the regulation of acute and chronic psychological stress.
MiRNAs exist in all body fluids and their stability make them a promising biomarker. This paper reviews the
experiments related to psychological stress and attempts to explore how to find stress-related miRNAs in saliva
as a biomarker to measure psychological stress.

[KEY WORDS] Psychological stress; MiRNA ; Biomarker; Saliva
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TNF-c Fl1 TRN-vy ) 20 I 3 1 ) Bz Joi et 4 ) o
FEXF 3238 HEAT Wt B2 IR AR A% £ JE = 3R (STAD) F
g3 AR A O BN ECIR S VAL T B, B
FIFH miRNA 451 i 14 11 4~ H 4% miRNA (miR
-144..-144* .-16 ,-15a,-19a .-19b ,-26b .-30b .-106b ,
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