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Progress of research on gene editing toward therapeutic applications
HUA Liang, ZHU Bing*

(Central Laboratory of Guangzhou Women and Children’s Medical Center, Guangzhou, Guangdong, China,
510120)

[ABSTRACT]

Using this technology, you can accurately locate a certain site in the genome, cut the target DNA or RNA

Gene editing refers to a new technology for site-specific modification of the genome.

fragment at this site and insert a new gene fragment. This process simulates the natural mutation of genes by
artificial means, and then achieves the purpose of modifying and editing the original genome of the organism.
Since its birth, gene editing technology has experienced five generations of development, the technology has
become more and more mature, and the editing accuracy has also been improved. It has been more and more
widely used in various biological fields including disease treatment and has become a research hotspot in recent
years. This article briefly reviews the progress of researches on gene editing technology and the therapeutic
applications.

[KEY WORDS]

Gene editing ; Therapeutic application
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JH s W R Tt T L I 2 R A Sy DR W E | A
DNA % il ixb 2 v U A5 Ay i i w5 & . BE AR AT |
A DSB, AN B H B E B, HACRZE & T
DSB 7|2 (1% [a] 5 8 A 52, WP F 22 i 828 1 Y
P HLA AR R I FH v R
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2.6 NI K 4 G b R A SRR

18 A5 A6 1 R 2 3 8 s S U 4% b e UL
AN R 3 TR Ak B A R T (dCas9) |, il
FH dCas9 # [ HU51] - 45 & DNA B9 FePE , SEEAERE
SE AT a5, 1 WKL P2 1 Gt o 3K S A 4 0 4 [
dCas9 HY%E 44 T CRISPR 1E 4% 5% 8 45 1 ¢ WL
F DA G 4R A VL, L dCas9 1) 3 X3 K 41 4
i EL A AR R A 28 Ak VR S T I S A O Ak
IO7, KA PN UL PRAE A R 7 B 5 T 6l

3 ERREERRKETHHINE

BE DR 2 R TN IS8 TE A A A S B
T, RN PRI A H U ), R
15 28 32 PO 200 AR S R PR SR 3R 5 T AR
[ia] A B 1% 248 L, 35K S 468 A 17%) 48 B W] P T 9 g A A
sHPEIRIT A
3.1 RINEH kR

A A 55 R 4 8 2 DS N B 1 B BRURR I A 2
JHL, 7 5 T G e o 4 % A ] 5 A 0 A A7 LA
IRBNEIT PN I B IR k. ZER R
PERSTE T BB TR 12 SR Z (8] Y 4
REHEIR o B i e R D RS 2 3 1 T A M R R
M4 BE EAUCEEEZRIRIT T IR RS MR R
GERYERIE P . s XA B E Y ER G S B B
J 0zl ™ RS S R R B R B
IR SRR H USSR A B Wiskott-Aldrich
ZRGAEAN B-H RS I

38 o S DX G R NHET % B 9 36 R 5 4746 A
SRR ERAE A 9T © 2 0 T 6 HE bR 20 i A
HORE S IMAE N R LZE A % (] HRR B4 7
FSE T SURTA N SN A N 1R 228 - 1 Bl || S i
wHZERFE T, R T R 250 , A5 1 i 1A il
e = 5 M 18 R ZE M R X
B IeM ZE AR,

3.2 RPN 4

EE7e A LTHE Y R A W e =l wEN
5, B B R BRAE IS JC 1A A S A (] B AR
WU DA 2 HEA TR N BRI G 4

ft & WL 3% A R (Duchenne muscular dystro-
phy , DMD ) & [l 5425 [ 11, T B0E i UALC UL
PEAT AR M o B AAV 2R H Cas9 il sgRNAs
i 3% ) DMD /N A N, BE A% {1 DMD & A 5 i ¥
B S 20 M 538 5 NHET X H p9 56 R 1 ig =

AT 5 539 52 el 2 HE A i 8 JUL RO UL A 26 6 R
Uresics ",

FIF AAV 8 AR ZE 4 NHET 1 56 K 4 5 )7 1%
BT A sH 2 RGNS . BT T L
3 T A A S ) AR 3 A I I 8K i I T K e g
T I A E i R R N TR B e G
Do i ZE AR AR SRAA e R B SR AE 1077,

X B R s AR IR YT BB
Hay7 oy SR BRSS9 IA N HRR, iX
PO v E A FH TR T — S A I - S el
R BEREELZ AT AT B BE T
R RUE 1T An B i . i ie
AT PR R — g AR rh L IR B T PR S R
B A R ) TR R R AL
3.3 EEESE I L K g i

JE DK 4 i TR P TR R PR . BFREN IA
il 1 gRNA F1H AAVs 5% YL 1) CasO B2 2Bk T
HIV 5 J3E/NEUP 5 LTR Hl gag X 4555 DNA %t
PRI 2 — T 6o 7 2o A 28 A8 f) BRI AT 5%
B[] HIV 3 PR 20 P A [R] DX PR 15 gRNA
AL e AR ke B A A

TR ELAT I 1 & 1% 2R IR DNA (ceeD-
NA) , HAE FE oAb FRBRARZS , H cccDNA 7824
18 P SR 4 R P R A S AR, TR L B 7 25
U E bR Z O . BFSE A G138 2 HBV #E [n]
gRNA, Jf F| ] Cas9 V] #] cccDNA , i i £ A~ ik 2k
AR B i i 5 19 NHET AL % H AT T8
A GERERTT LUK HBV B /> £ 5k /2
3.4 FIBAG 2P 1 Jk [N G

TR AL I RS Z R N A C,
S PR G AR 1 7 kg 2 38 1 B 1) S 5 3 114
WFGE IR A RE T —Fh 08 i vk . W, 78 A 8%
S R AL DR AT DL S O 3R R R GAFE 2 A
CERE SuN L b kot T B LB KR g = Rl
DNA F SL 6 R Bl () AR [) 28 A5 A6 A TR AR A7 a5 S %
L R A KRR Ry AR . BE TR & oo
CRISPR R G figt 1r 24> EE Witk sh Pyt & oo 15
Fr RS L SEI R, B Ak R AT 9 i) g RS S
K F L4, WFGEUEIH , Cas9 R GEAE RN
AT D o 2 3R Wit o S TR N R M A L PR
FEHEH T 05 R, WLIA S FRAS KR 201 B o
/BRI e A, CRISPR-Cas9 i 8 JH TR 4
/1N R P90 B 2 A P A AR v 3 3 Nl (RO
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A2 2 0 T B R AT RE IR ) S I TR R RO B A i
o 2 B o (8 46 IR 2 i, 4IF B CRISPR-Cas9 ] 3 it
SRR By 1A S ste ke

4 HIESRE

FEE 2 0 AR 35 DN g B HOTS T Yy
Ao FEHIE 2013 4 )5 , i %5 CRISPR/Cas9 & 4 1)
TR FRATHUR TR, HEhxes TR, IR
MESHA T —REHWITIoRIBIT £ 2R AU
T 2 A 0T TR ) 20 o 3 PR G R AR
I FH A ) 2 2 (A 1 22 4003 4 100 P g 728 3k 4 40t
B BAR, HETX —HEARETEML S, HE,
FATAAAE : — B R ARG T K, T e 1 e 3
M S HOR S5 8 — 2P 5838, 7
AR HE— R AT e 2 OV 29806 10 £ 0T .
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AN AEHEE B27 BBRRAINE % 525 it 3y

PER BHE I MU FWA AR BT ET AR

=

[ ZE] Br @ ABAAEYURE BT RGN E RS % 8. ik R& HLA-B27 [
LR 75 2 1 B A1 JE I, 48 EB R B FL AL, 5 R s ST K AE AL AN 2R . R ELAN A L R 20 DNA i 4%
B 5K 2% O 48l i P Bk o 4 R IME R 2 A 9 HLA-B27 #% 1 #  57) , R T 2600
PCR % \PCR-SSP 7% . SBT Ml J7 75 X X & 2% il A7 8, IF T X 5% f M B ¥ (£ -20TH 25T
ZE B3 W) FRE MY SR . R ORI H s HLA-B27 F K 2% &, 25 3
HLA-B27 [ 1% DNA #%: 75 F1 7 f4] HLA- BQ?BEVIF DNA #EA 25945 PCR ¥: \PCR-SSP ¥ . SBT | J¥ v=
PMERRE , % e B . SHRYSMER -, SHNER 3 KGR E. &it AEA
20 M0 5 B27 A Rk DN [ K 2 25 N 1 45 LR bR AT oK, T TN 28 1 4 L D B27 A% R A T
R R REIE A

[REIA] AKAgbUE; B27; SBTIF ik MR S% 0 ; UMERE

Establishment of the National reference materials for Human Leukocyte

Antigen B27 Nucleic Acid Detection

HU Zebin, GAO Fei, SUN Nan, SUN Binyu, LI Lili, SUN Jing, QU Shoufang*, HUANG Jie*

(Division of In Vitro Diagnostic Reagents, National Institute for Food and Drug Control, Beijing, China,
100050)

[ABSTRACT] Objective To establish a national reference material for HLA - B27 nucleic acid
detection. Methods  Fresh peripheral blood of HLA - B27 positive and negative volunteers was collected,
transformed with EB virus, and cultured to establish immortalized cell lines. The genomic DNA was extracted
from the cells, and prepared for the national reference material which was verified by the next generation
sequencing technology. Moreover, the accuracy of the national reference was verified by fluorescence PCR,
PCR - SSP method and SBT sequencing method, with HLA - B27 nucleic acid detection reagents from four
collaborative manufacturers. The stability after 3 cycles of freezing and thawing at—20C and 25C and
homogeneity of the national reference materials were studied as well. Results The national reference materials
of HLA-B27 were successfully prepared, including 3 HLA-B27 positive DNA samples and 7 HLA-B27 negative
DNA samples. The reference materials were accurately valued by SBT sequencing and other methods, and the
homogeneity of reference material was consistent. The reference material is stable after 3 cycles of freezing -
thawing, which met the requirements of the national reference material. Conclusion All indexes of the
national reference material for human leukocyte antigen B27 nucleic acid detection meet the requirements and
can be used for the performance evaluation of human leukocyte antigen B27 nucleic acid detection kit.

[KEY WORDS] Human leukocyte antigen; B27; SBT sequencing; National reference materials;

Collaborative calibration
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N 25 A 4 i $t Jit (human leukocyte antigen,
HLA)B27 $tJ 235 15 06 ELE A HE 5 A w8 BEAH O
P, BT 90% Y 5 ELVE A HE 2 £ L HLA-B27 41t
Ji 2 3k O B 3 NRE AL 5% ~10% /9 D FH
PE L B4 T A 70 ZF0 HLA-B27 WA B & LRI
Y8 7 P R R B2705 il B2704 1 R 43 A fi
I3 B SR B HER BTG B BRI
E AR B & J AR DGR & &k brr, 36 T2
& T 8% I Vi (polymerase chain reaction, PCR) f¥)
HLA-B27 A% B A 0 © 18 A Wi PR b A RS 0 5
Bl oRng BT, I i ToE X HLA-B27 A% RS
W) & i R 2 2% 0, Teont 28 an) &k A7
Gi— PRI . RO HLA-B27 £ Rk I I IR
e 45 5 vT 5, i R Z Wi de A ks, hE &
it 245 it AL 2 B 9 G A4 SN2 Wi R0 A e BT LR A s
WG = TP — S RE 8 31T HLA-B27 #4718
KPR BEPEN I E K S5

1 #REFE

1.1 g
111 FZRH

AT i bk EL 20 ) B AR AR
AN, b b &S R A FRA w43t S A
2H DNA $EHGR & (R ), HLA /5 43 FEE N 43
4 gd 22350 77 &, Qubit™ ssDNA Assay Kit (Invitro-
gen) , MGISEQ-2000RS &1 i 12t Wl J¥* i 7 25 4% ,
TR R B A BR 2 Al H 4 s A28 4 e
JE B A3z 5 35 R 43 0 RR) & (O 35 b ot
TR LA W R R R R s AR i bt
J B27 A% R R AR £ (986 PCR %) T IR ER AR
H BB I A RS F 243 5 SeCore HLA B 13 /5,
D 3 R0 6 GO %) h b st e e B P RHE A
BN FIHR AL s A28 1 44T I B*27 Jik R 43 2 35
£ (SSP #: 156t PCR %) VT IME R AR AT
[(E/NEIE 5
1.1.2  FEUH

MGISEQ-2000RS Il J7 4% Hy TR I 48 K 1t B 7
A RS wl AL FE P 1542 S1000 (Bio-Rad ) B [A]
A3 1Y 3730xL ( ThermoFisher ) f b 57 f B8 5 it A
VI AR A B2 F L ; SLAN-96P 4 [ 3l 1 F PCR
O3 AT R G TR R SR A R Ay A R S 4R
fE ; ABI 3130/3130XL DNA il 553 /3 K 3 A%
Jb e e BT BHE A BR 2 F] 24t s ABI Gene Amp-

PCR System 9700 , ABIReal-Time PCR Systems 7500
M VLM AR A R A B Fl it

1.2 Jrik

121 A

A B S 5T H AR sk |, IF2
BT ZER., A 201842 &E 201942
L 4R 3] HLA-B2704 FHPEFEAS 2 5] \HLA-B2705
FHPEREA 3 4] \HLA-B27 FATEREAS 8 9], RAE &G &
& 10 mL T AMJE I, A — U T 2R i/ o
T R B PR A SR I A TP, 2~8C AR A7 32 B B S I
o RZIRELAEIE, A TR & 8 AL, i
1740 M Ak 5 A0 M s 37 R AE . ST A0 R S
IR P RY KR
1.2.2 EHZERZSHMMH 5 5E

eSS I e N | B s s 1 U Y
o R 2 DNA $EBGRF e 0%, 2
HL 10 91 1 2y 3 2R %) 400 i 35 1R 21 DNA il i 42 B
& NanoDorp Il 7& H: OD260/0D280 {1 45 4 411 Ji |
TR B i s PR K M A6 56 DNA Y S B b fifi
FH Qubit Fluorometer3.0 %} 10 {41 DNA FEA 4T E I
Je Fi BE A 20 ng/pL A VR JEE , SR FH v o 0 (nexct
generation sequencing, NGS) £ AR X} & 4~ #f A& 5
UE o BUE A A% 1 DNA BEATEAT /32 -0 AR .
1.2.3 EHERZS% M IMETR &

G384 FPMERS & AL HLA-B27 F il
R G K S5 AT OME bR e | e IR &
LA THAE o P AR AR TN 22 17K, PCR
TR REARINZE 3 YK o i BRI 5 114 A% T PR 225k
Y52 RG22 5 A T R ARSI
1.2.4 HEZERSZ REGEEMSHEIE

FEHLE I HEE K S %0, fE-20CH 25CZ
8] jz &2 R 3 R (BERR 1 R—WR) Z ), 49 il e
J¥ 1 PCR ¥ SSP 12 19 HLA-B27 ¥ 1l 3 7] £5 %) 2
F iR YR . AN S EE K S
I 1 HLA-B27 46 32 5] 85 % 22 2%
AT AT RRIE .

2 #HR

21 EHZERZSHIEI R RIE

& HLA-B27 X 2% i35 10 Bl L A 4
DNA FEAS (3 ] HLA-B2705 BH1: .7 /) HLA-B27 [H
PE) o B BE i F Tk 45 R R 01-10 S AEAR 1Y
DNA 45t SE 3 BRI, AT 7F 23 kb 2247, WL 1.
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4— 23 kb

1 : A\DNA > X DNA-Hind Il digest marker, 01-10 %3 %4 10 {7 &
P2 DNA FEAS, 58 AT B R B REAR S 5 (KR 3 47, ) 3%
1 HREAR G S /AT 3 47,
BE1 10 fIEEAIRENE DNA RRERIE
Figure 1 The quality of extracted genomic DNA from
10 Samples

01-10 5 £ 7K i) OD260/0D280 {H ¥4 7F 1.80~
2.15 Z [6] , 2 ] DNA #4025 45 1 454 K i 75 5R 28
NGS Il 2 5 AR X A ) HLA-B A s 647 4 4

x1

BT PERE R 0 BUAG I HLA-B 7 f5 ) 43 B 45 L 1 55
R Z AT R M E I3 K 2 DNA 943 BUE S —3%,
B B 30 WL ARFRHEA T o046 Wibn s, L 1,
2.2 EZRZH M IMENRE

SEH w4 K OMERRE AL (S A LB
C.DRFE), K FH PCR-ZE K I ¥ 43 74 1 (sequence
based genotyping, SBT) .%¢J%; PCR 7% . fil PCR--JT
H 45 5 P51 971 (sequence specific primer, SSP) X}
ERXZ% ik T 7%k, W3R 2,
2.3 HEZERZSH W RE MBS T RIE

i H A B A9 HLA-B A 15 3 A /5 49 B 40 74
R & (SBT %) XF 3 2% il il 2 5 0 &2 Uk fill
3 WG W22 kT kD, il C SR D S
A9 HLA-B27 R R A6 3207 & (PCR 1% M1 SSP % ) %
3 BRI IR 3 WIG S it TR, W3 3,

10 5l DNA # AR K IEIELE R

Table 1  Verification results of genomic DNA from 10 Samples

FEAS Gt 5 IPREVRIE (ng/ul)  APERFR(WL)  A260/A280  HLA-B JH:PRIRIZER £ 5402
CNGBO030299/HLA19061-01 20 30 1.94 B*15:27 B*38:02 BH
CNGBO030307/HLA19069-02 20 30 1.82 B*13:01 B*35:03 BHPE
CNGB030295/HLA19057-03 20 30 1.89 B*15:11 B*51:01 B4

NGB030306/HLA19068-04 2 30 1.89 B*08:01 B*40:06 B4
CNGB030290/HLA19052-05 20 30 1.84 B*52:01 B*58:01 BH
CNGB030125/HLA18005-06 20 30 1.88 B*13:02 B¥15:02 BH
CNGB030315/HLA19077-07 20 30 1.88 B*13:01 B*58:01 B4
CNGB030122/HLA18002-08 20 30 1.83 B*27:05 B*48:01 FH
CNGB030153/HLA18024-09 20 30 1.89 B*27:05 B*44:03 FH
CNGBO030150/HLA18021-10 20 30 1.8 B*27:05 B*58:01 B

R2 ARMMERERMHRIELR

Table 2 Verification results of references by detection kits from 4 manufacturers

FEA G5 AR (SBT ) BHAf(SBT ) CHV(PCRY:) DA (PCR:) D Hif(SSP k)
CNGB030299/HLA19061-01  B*15:27 B*38:02  B*15:27 B#38:02 I%H 2 95 B4
CNGBO030307/HLA19069-02 B*13:01 B*35:03  B*13:01 B*35:03 BH BH M= BHPE
CNGB030295/HLA19057-03  B*15:11 B*51:01  B*15:11 B*51:01 94 B B4

NGB030306/HLA19068-04  B*08:01 B*40:06  B*08:01 B*40:06 BH 1 94 A
CNGB030290/HLA19052-05 B*52:01 B*58:01  B*52:01 B*58:01 I%H 2 9 B4
CNGBO030125/HLA18005-06 B*13:02 B*15:02  B*13:02 B*15:02 BH M BH M= BHPE
CNGB030315/HLA19077-07  B*13:01 B*58:01  B*13:01 B*58:01 94 B B4
CNGB030122/HLA18002-08  B*27:05 B*48:01  B*27:05 B*48:01 BH BH: B*27:05
CNGB030153/HLA18024-09  B*27:05 B¥44:03  B*27:05 B*44:03 BHPE BHPE B*27:05
CNGB030150/HLA18021-10  B#27:05 B*58:01  B*27:05 B*58:01 B2 BH M B#27:05

3 itip

K BF 5T B R W, BT PCR ik )
HLA-B27 B FRAGIN £ 28 5%k I AR5l Bh 2 Wik EL 1
B FER B L R £ R B I
PRIZ W R A SR 2 SR I AS [A) 4k AR [R] 5 2

AR G TR A I OB RE AR T 2R Dy T
PO B 22 5, 6 i P R AR BE VR AT TR A 45 A
Ak 2 25 i, S BOR [R) R & AR 3 45 R ik =
A AL AREAL Y FE K2 i n] LA R
& AT S —

PRAEY) O AR B — Pl 2 F0 5 35 219 HL
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Table 3  Verification results of stability and homogeneity for references
S TR g5 3R 55% M n R RTS8
ARG S R4 RIS 5 Fﬂfiiltréé}%‘é Ai{j C%ﬁ Dﬁ'ﬁfﬁ D %{ﬁ
2R (SBT#) (PCR¥)  (PCRiL)  (SSPi#E)

CNGB030299/HLA19061-01 B*15:27 B#38:02 B4 — 5 — — —F
CNGB030307/HLA19069-02 B*13:01 B#35:03 B —F —F —& — 3
CNGB030295/HLA19057-03 B*15:11 B*51:01 B —5 — —E —F
NGB030306/HLA19068-04 B*08:01 B*40:06 B —5 —5 —& —F
CNGB030290/HLA19052-05 B*52:01 B#58:01 B —3 — —5 —
CNGB030125/HLA18005-06 B*13:02 B*15:02 B4 —3 —H —E —F
CNGB030315/HLA19077-07 B*13:01 B*58:01 AP —5 —5 —& —F
CNGB030122/HLA18002-08 B#27:05 B#48:01 BH — 5 —E —3 —5
CNGB030153/HLA18024-09 B*27:05 B*44:03 FH 4 —5 —H —H —F
CNGB030150/HLA18021-10 B*27:05 B*58:01 FHPE — 5 —5 —& —E

TR O ELA YR R o () I b A, e (VAR |
SRS ISP R AR bR v R (1) = R A
PE AR I 4 KSR = R O PCR % |
PCR-SSP 74 & PCR-SBT /%% 11 HLA-B27 #6:]
AR S S T UMEPRE , Horh A B0 F B B
WA RS 6 2 S5 FH 5 T2 A SUHEE Y HILA 43 7Y
J7 15 AR IR PCR-SBT I J3 3%, X 10 il {l K =%
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Analysis of MLPA results of aborted embryonic tissue in early pregnancy and

its relationship with maternal age and gestational age

CHEN Xingyuan', LUO Shiqgiang’, WANG Qiuhua’, YUAN Dejian®, XU Zehui’, WANG Jingren®, QIN
Liuqun’, TANG Ning**

(1. Department of Laboratory Medicine, Guangxi Zhuang Autonomous Region People’s Hospital, Nanning,
Guangxi, China, 530000; 2. Department of Medical Genetics, Liuzhou Maternal and Child Health Hospital,
Liuzhou, Guangxi, China, 545001 )

[ABSTRACT] Objective Using a multiple ligation-dependent probe amplification method (MLPA) to
detect chromosomes in abortive embryos, and the genetic etiology of abortion was analyzed in combination with
maternal age, gestational age to assist in further genetic counseling. Methods The villus tissue samples of
spontaneous abortion embryos in early pregnancy were collected and genomic DNA was extracted and tested
using two kit probes, MLPA (P036, P070) , combined with further analysis of statistics such as age and
gestational age. Results A total of 774 samples were collected in this study, with a detection success rate of
98.97% (766/774) and an abnormal detection rate of 52.09% (399/774). The chromosomal aneuploidy anomaly
was 50.26% , the karyotype 47, XN, +16 were the most common. Chromosomal monomer, chromosome
trisomes, chimeras, other complex aneuploids, deletion/duplication chromosomes and other chromosomal

abnormalities were detected. Pregnant women have higher abortion rates in the age group of less than 20 years
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old and older than 35 years old. The detection rate of chromosomal abnormalities in aborted embryos less than

12 weeks gestation was significantly higher than that of =12 weeks (P<0.05) , and in each type of

abnormality. Conclusion Chromosome aberration is the most common genetic cause of early spontaneous

abortion. There are many types of chromosomal aberrations and aneuploidy is the most common. Pregnant

women in the lower ages and advanced age, the rate of chromosomal aberrations is higher in early pregnancy.

[KEY WORDS]
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*®1 F=BERR MLPA #ZE R 5 [n(%) ]
Table 1  Analysis of MLPA test results of aborted embryos [ (%) ]

MLPA 5 Hr 4 RBIBR R )i <12 AR =12 KR <35 KR Z2iA=35 F KR
47, XN, +2 11(2.76) 10(1.49) 1(1.08) 9(1.75) 2(0.8)
47,XN,+3 6(1.5) 6(0.89) - 4(0.78) 2(0.8)
47, XN, +4 5(1.25) 5(0.74) - 4(0.78) 1(0.4)
47, XN, +5 5(1.25) 5(0.74) - 4(0.78) 1(0.4)
47,XN, +6 8(2.01) 8(1.19) - 5(0.97) 3(1.2)
47,XN,+7 9(2.26) 9(1.34) - 7(1.36) 2(0.8)
47,XN,+8 18(4.51) 17(2.53) 1(1.08) 11(2.14) 7(2.79)
47,XN,+9 5(1.25) 5(0.74) - - 5(1.99)
47 ,XN,+10 6(1.5) 6(0.89) - 5(0.97) 1(0.4)
47, XN, +11 6(1.5) 6(0.89) - 2(0.39) 4(1.59)
47 ,XN,+12 2(0.5) 1(0.15) 1(1.08) 1(0.19) 1(0.4)
47,XN,+13 21(5.26) 17(2.53) 4(4.3) 15(2.92) 6(2.39)
47 XN, +14 13(3.26) 11(1.63) 2(2.15) 6(1.17) 7(2.79)
47,XN,+15 27(6.77) 24.(3.57) 3(3.23) 11(2.14) 16(6.37)
47,XN,+16 75(18.8) 68(10.1) 7(7.53) 51(9.94) 24.(9.56)
47 ,XN,+17 4(1) 4(0.59) - 2(0.39) 2(0.8)
47,XN,+18 9(2.26) 6(0.89) 3(3.23) 4(0.78) 5(1.99)
47,XN,+19 1(0.25)0.25 1(0.15) - - 1(0.4)
47, XN, +20 11(2.76) 8(1.19) 3(3.23) 5(0.97) 6(2.39)
47,XN,+21 28(7.02) 24(3.57) 4(4.3) 11(2.14) 17(6.77)
47, XN, +22 45(11.28) 43(6.39) 2(2.15) 21(4.09) 24.(9.56)

45,X0 39(9.77) 31(4.61) 8(8.6) 32(6.24) 7(2.79)
45,XN, — 4 1(0.25) 1(0.15) - 1(0.19) -
45,XN,-21 2(0.5) 2(0.3) - - 2(0.8)

48, XN, +10,+11 1(0.25) 1(0.15) - - 1(0.4)

48,XN,+12,+16 1(0.25) 1(0.15) - - 1(0.4)

48,XN, +15,+16 3(0.75) 3(0.45) - 1(0.19) 2(0.8)

48,XN, +16,+22 2(0.5) 2(0.3) - - 1(0.4)

48,XN, +21,+22 1(0.25) - 1(1.08) - 1(0.4)

48,XN,+7,+8 1(0.25) 1(0.15) - 1(0.19) -

48,XN,+9,+15 1(0.25) 1(0.15) - - 1(0.4)

48,XN,+3,+5 1(0.25) 1(0.15) - 1(0.19) -

48, XN, +4,+21 1(0.25) 1(0.15) - - 1(0.4)

48, XN, +4,+22 1(0.25) 1(0.15) - - 1(0.4)

48, XN, +7,+20 1(0.25) - 1(1.08) 1(0.19) -

48,XN,+7,+21 1(0.25) 1(0.15) - - 1(0.4)

46 ,XN,+14,, — 20 1(0.25) 1(0.15) - - 1(0.4)

46,XN,+10, — 20 1(0.25) 1(0.15) - - 1(0.4)
46,X,+15 1(0.25) 1(0.15) - - 1(0.4)
46,X,+21 1(0.25) 1(0.15) - 1(0.19) -
46,X,+22 1(0.25) 1(0.15) - - 1(0.4)
46,X,+3 1(0.25) 1(0.15) - 1(0.19) -

47,XXY 1(0.25) 1(0.15) - 1(0.19) -
49, XN, +15,+21,+22 1(0.25) 1(0.15) - - 1(0.4)
49,XN,+7,+14+,15 1(0.25) 1(0.15) - - 1(0.4)
46 ,XN/47,XN,+13 1(0.25) 1(0.15) - - 1(0.4)
46 ,XN/AT , XN, +2 2(0.5) 2(0.3) - 1(0.19) 1(0.4)
47,XN,+9/48, XX ,+7,+9 1(0.25) 1(0.15) - - 1(0.4)
Yp11.31 2k 1(0.25) 1(0.15) - 1(0.19) -
8p23.3 Bk 1(0.25) 1(0.15) - 1(0.19) -
6q27 Bk 1(0.25) 1(0.15) - 1(0.19) -
2q37.3 kK 1(0.25) 1(0.15) - 1(0.19) -
1p36.33 HLk 1(0.25) 1(0.15) - 1(0.19) -
18q11.32 B 1(0.25) 1(0.15) - 1(0.19) -
17p13.3 Bl 1(0.25) 1(0.15) - 1(0.19) -
15q26.3 B4k 1(0.25) 1(0.15) - 1(0.19) -
14932.33 Hit 2k 1(0.25) 1(0.15) - 1(0.19) -
14q32.33 Hf 2k 1(0.25) 1(0.15) - 1(0.19) -
11925 9, 10p15.3 HE 1(0.25) 1(0.15) - - 1(0.4)
11925 62k, 4935.2 EE 1(0.25) 1(0.15) - 1(0.19) -
4p16.3 L, 3q29 N H K 1(0.25) 1(0.15) - 1(0.19) -
18q23 4k ,6q27 H 1(0.25) 1(0.15) - 1(0.19) 1(0.4)

&1t 399(100) 358(53.19) 41(44.09) 232(45.22) 167(66.53)
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x2 TEFREARTEREBERER

Table 2 Chromosomes of aborted embryos in different age

groups
A B P RSN FRERN AR R
) " D KE(%) (%)
<20 58 43 74.14 10.78
20~25 86 42 48.84 10.53
25~29 142 39 27.46 9.77
30~34 227 105 46.26 26.32
35~39 165 z105 63.64 26.32
>40 86 62 72.09 15.54
P {E 0.05 0.05

x3 AREZBEARTHEBEEEESR
Table 3 Chromosomes of aborted embryos in different

gestational weeks

mE g R RSHEE SERE SRR A
(i) (%) (%)
<124 673 357 53.05 89.47
=125 93 42 45.16 10.53
PiA 0.05 0.05
3 it
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A Case Report of Autosomal Dominant Mental Retardation Type 9 caused by a

Missense Mutation in Gene KIFIA

SHEN Ru', JIANG Hongchao', WU Jianmin®, YANG Xiaohong', ZHANG Lin’, DUAN Lifen'*, LI Haibo’*

(1. Department of Laboratory, Kunming Children’ s Hospital Affiliated with Kunming Medical University;
Yunnan Key Laboratory of Children * s Major Disease Research, Kunming, Yunnan, China, 650034; 2.
Department of Child Health, Kunming Children’s Hospital, Kunming, Yunnan, China, 650034; 3. Department
of Radiology, Kunming Children * s Hospital, Kunming, Yunnan, China, 650034; 4. Department of
Neurology, Kunming Children’s Hospital, Kunming, Yunnan, China, 650034; 5. Central Laboratory of Birth
Defects Prevention and Control, Ningbo Women & Children’s Hospital, Ningbo, Zhejiang, China, 315000)

[ABSTRACT] Objective Systematic genetic analysis revealed that the mutation of KIF1A gene was
the cause of autosomal dominant mental disorder type 9 (MRD9). Methods In this study, whole exome
sequencing (WES) method was used for detection a 5 year old patient in our hospital were tested for language
development retardation, unstable walking and easy to fall. Results The study found that the newly
discovered mutation site of the KIFIA gene is the cause of autosomal dominant mental disorder type 9 in the
patient. A new pathogenic missense mutation site of the KIFIA gene c.914C>T. (p.Pro305Leu) that caused the
disease was found. Conclusion It is confirmed that WES detection is critical method for diagnosing of
MRD9, enriching the K1F1A gene’s pathogenic locus spectrum and phenotypic characteristics. At the same
time, it finds that there may be multiple genetic causes in a family member of a genetic disease.

[KEY WORDS] Autosomal dominant mental retardation type 9 (MRD9) ; KIFIA gene; Cerebellar
atrophy; Gait instability
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Figure 1  Physical features of patient with mental retardation autosomal dominant 9 (MRD9)
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Figure 3  Sanger sequencing results of proband family and KIFIA gene (p.P305L) amino acid sequence of different species
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P25 L (P>0.05) 5 1l CTCs . cfDNA F il a% 56 & e — T 4 4a i 12 W 3L IR 98 19 AUC 43 51 R 0.752
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Application of serum CTCs and cfDNA detection in breast cancer
CHANG Liwei*, YANG Dongwei, LIU Dongchen
(Department of General Surgery, Chaoyang Central Hospital, Chaoyang, Liaoning, China, 122000)

[ABSTRACT] Objective To explore the application value of circulating tumor cells (CTCs) and
circulating free DNA (cfDNA) detection in breast cancer. Methods During the period from April 2014 to
April 2016, 163 patients with breast diseases who underwent surgery were enrolled. Among them, there were
85 cases confirmed with breast cancer (breast cancer group) and 78 cases with benign breast disease (benign
disease group) by postoperative pathology. Fifty healthy women who underwent physical examination during
the same period were enrolled as the control group. The levels of serum CTCs and cfDNA and traditional tumor
markers (CA125, CA153, CEA) in each group were observed. The diagnostic value of each indicator and their
combination in breast cancer patients was described by receiver operating characteristic (ROC) curves. The
relationship between serum CTCs, cfDNA levels and clinicopathological features, prognosis of breast cancer
patients was analyzed. Results The serum CTCs, c¢fDNA, CA125, CA153 and CEA in the breast cancer
group were higher than those in the benign disease group and the control group, the differences were statistically
significant (P<0.05). There was no significant difference in the above indicators between the benign disease
group and the control group (P>0.05). AUC values of serum CTCs, cfDNA, CTCs+cfDNA and CTCs +
cfDNA + traditional tumor markers were 0.752, 0.885, 0.857 and 0.852, which was higher than that of

traditional tumor markers, the differences were statistically significant (P<0.05). The positive rate of serum
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CTCs in breast cancer patients with tumors not smaller than 2 cm was higher than that with tumors smaller than

2 cm, the differences were statistically significant (P<0.05). The positive rate of cfDNA in patients with lymph

node metastasis was higher than that without lymph node metastasis, the differences were statistically

significant (P<0.05). At 3 years after surgery, positive rates of CTCs and ¢fDNA in the disease progression

group were higher than those in the disease non-progression group (P<0.05). Conclusion Blood CTCs and

cfDNA detection have high diagnostic value for breast cancer, and are closely related to the clinical pathological

characteristics and prognosis of patients.
[KEY WORDS]

cancer
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S5 I A A g 5 G L E T REAS
25 5 1 PR BENG 5 A7 7E ™ R G R P iRk
s AbF UL U LI LM A R SR A R I B
%, AR EARBCIHE RS, FHAZRAE
BB AE R

1.2 ik

1.2 JRHBIGOR RFEACR R

WA 373 — BN 0 2 G TR 6 A O ¢
BE, IR A A2 25 E T IR ER K0 5 mL, %R #
WL eI
1.2.2  [fi. CTCs A&

K G G R B VE R 0 A R A iy
YA, AT DGR A5 LI, PR A A BE D G G
5 v CTCs 4 il , 5 J5 9% W 1 8% T 1141 CTCs
FUHEEEE S FIEbRE . L)L 24> CTCs/3.2 mL [l
Tl FUE A — 55 2 >2 A, T R 1 41 i
Fm P E L AL, T 1A BH AN, BH P40
>1 AR A BEPE
1.2.3 Il cfDNA | i JRE A i 4 A6

BRI , 2 B QIAGEN Il i FE [ 41
DNA ZiifiR 7 & (41t 5 . 51106) i B 4 4E , HEHL
IML%% DNA, R %% %€ 7 PCR Kzl Ifl %% DNA &
i, H " GADPH L 1i#5| %) : 5 GGAAGGTGAA
GGTCGGAGTC3', T iiF51 ¥ : 5’ GAAGATGGTGA
TGGGATTC3' , £t J¥ %1l : 5’ FAM-CAAGCTTCC
CGTTCTCAGCC-TAMRA3' , PA=1x10" 3L [H $ Il
B BAPERRAE

N FH 4= H s okhs 71k 2 & ' il G 35 0 B A3
K EEAS 13 H CA125 . CA153 K CEA [k, H
& F8 Bk B PR AR 8« CA125>35 U/mL, CA153>
31.5 U/mL, CEA>5 U/mL, B4 6 I s AT —$8 A5 #
BB A BHPE



- 1300 - TSR ARE 20204810 A

H12% 10 T Mol Diagn Ther, October 2020, Vol. 12 No. 10

1.2.4 ARJGHEV;

ARG 12 E AL BV 1AF, BE U7 AR
1E 2019 4F 4 A 30 H , i 3¢ 85 B 2E 5 O, 1%
v bR B T R A R CE AR S e i SR A, R
SRFAE N TR R AL, LRI 2H 1Ml CTCs .cfDNA
K-
1.3 Gil2#irik

K A SPSS 17.0 43 B b BRECHE , 1 %K
Ph(z+s) RoR, ZH BB ECR B 2 7 257
B, 20 16] PR P B 3580k SNK-q 325 5 THELTE B LA n
(%) Ko, R R ; ok 320 E TAERE
(receiver operating characteristic , ROC ) fif] £& i i Ifi.
CTCs .cfDNA XI T FLAR S I i T 4544, DA 2 T

1] X (area under the curve, AUC) K /N n Hi2 Wr
YA, 410 LLBCR T Z K5, DL P<0.05 25 5764 40
NES-9'E

2 HFR

2.1 £ 4 Il & CTCs. cfDNA ., CA125, CA153 }%
CEA /K- oA

£ 41 Il 7 CTCs. cfDNA ., CA125, CA153 K
CEA /K- Fb 8, 22 539/ Giit 45 L (P<0.05) , H:
SREIN T N we = i S T A= R SR RV TSR
XFREZL, 22 53 HAA Gt X (P<0.05) , H B 45
I 4L RN BE AT BB 22 S RS i 2# B L (P>0.05) ,
W21,

®1 F4EIMCTCs cfDNA,CA125,CA153 & CEA KPEHILLE (x+s)
Table 1 Comparison on levels of serum CTCs, cfDNA, CA125, CA153 and CEA among all groups (x+s)

e AMEA (n=85) RMHEEWA(n=78)  XEEL (n=50) F1{4 P
CTCs(4>) 1.34+0.29" 0.03+0.01 0.000.00 1325.262 <0.001
cfDNA (x10° & K % D1 £7) 29.65+8.57% 0.05+0.01 0.03+0.01 762.096 <0.001
CA125 22.37+7.24% 16.21+5.20 15.43+4.67 29.931 <0.001
CA153 35.84+11.62* 9.13+2.65 8.87+2.41 316.891 <0.001
CEA 6.69+2.13" 1.85+0.54 1.7620.42 309.314 <0.001

X BT HLAR, 'P<0.05 5 5 RSN AL HL R, "P<0.05,

2.2 [fil. CTCs.cfDNA 2 Wi Jifs& ) ROC 43 #fr
ROC 43 #7 1l CTCs . cfDNA Pl s 156 4 K — 35
I 45 6 32 0BT 2L B 9 19 AUC 5 T-A% 5 b Jga s s

Wiz, 25 A6 %1% 2 X (P<0.05) , 1H cfD-
NA .CTCs+cfDNA f = Tii -4 K6 [a] 5 95 AUC b
BERLGITFEX(P>0.05), WE2. K1,

&2 Il CTCs.cfDNA K f& 5t I B AR & H112 W 2L RE 53 47

Table 2 Diagnostic efficiency of serum CTCs, cfDNA and traditional tumor markers

Kz Jy AUC 95%CI THUBRNE (%) FESE (%)
CTCs 0.752 0.668~0.835 62.40 88.00
cfDNA 0.885 0.822~0.949 87.00 90.00
CTCs+cfDNA 0.857 0.784~0.930 89.40 82.00
CA125+CA153+CEA 0.689 0.599~0.779 51.80 86.00
—IEA 0.852 0.775~0.930 96.50 74.00
o Roc i 2.3 Ifil. CTCs .cfDNA 7KV~ LI 3 i Ry 2
' 14 5 . .
0.8 CSISSA FIER) 2 &
0o CIGHDNA b IR K /v=2 em FL AR & I CTCs FH R 2
2 Bl - s \
N Sth B TR /<2 em # 25 B G R L (P<
. 0.05) , CTCs PSR AEA [FAF e g B R 2 22

00 02 04 06 08 10
1R

El1 I CTCs.cfDNA S BT ZLBR#E K ROC Hi £
Figure 1 ROC curves of serum CTCs and cfDNA in the

diagnosis of breast cancer

0L TNM 208 A3 AR B bk L 2556 B8 R A 11 1Y)
Fe#g 22 ISR L (P>0.05) ; A ik B 45 55 7%
H cfDNA FHHEFR & TR B A, 2R A5+
X (P<0.05) , cfDNA BHE 275 A [6) 4F i 9 #
HRY A 2B R /N CTNM 23 o AL R
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BERMNLEZR LRI %2 X (P>0.05), W

23,

2.4  [fi. CTCs .cfDNA /K- SZUEEE TSR
#IE 20194E4 A 30 H, 85 L IR B E ARG

A 22 5] 1 B s R, L rh i 3 i CTCs

cfDNA FHYEZR 3514 19(86.36% ) F1122(100.00% ) ,

Y E T s E R 4 34 (53.97% ) F149(77.78) ,
SHEA SRR L (1'=7.290, P<0.05) .

&3 I CTCs.cfDNA K E5Z R B E IR K RERHFENXER (2(%) ]

Table 3 Relationship between serum CTCs, cfDNA levels and clinicopathological features of breast cancer patients [ (%) ]

P BRRAE n CTCs fHER  /#H  PE cfDNA fHVEZR 2 PE

RS (R) <40 26 15(57.69) 0.591  0.898 21(80.77) 0.228 0973
41~50 34 21(61.76) 29(85.29)
51~60 19 13(68.42) 16(84.21)
=60 6 4(66.67) 5(83.33)

I B A R e 48 31(64.58) 0.803  0.669 42(87.50) 1.347  0.510
2 /N 17 9(52.94) 13(76.47)
BERRIE 20 13(65.00) 16(80.00)

2SR f 22 14(63.64) 0.021  0.885 19(86.36) 0.173  0.677
o 63 39(61.90) 52(82.54)

Jif i /N (em) =2 42 31(73.81) 4.642  0.031 36(85.71) 0.288  0.591
<2 43 22(51.16) 35(81.40)

TNM 43} | 19 9(47.37) 2932 0.402 15(78.95) 0.552  0.907
I 36 23(63.89) 30(83.33)
] 21 14.(66.67) 18(85.71)
v 9 7(77.78) 8(88.89)

AR %1k 18 14(77.78) 3.702  0.157 17(94.44.) 2769 0.250
Hhark 22 15(68.18) 19(86.36)
oAk 45 24(53.33) 35(77.78)

WRELEEH 7% A 31 22(70.97) 1.543  0.214 30(96.77) 6.222  0.013
g 54 31(57.41) 41(75.92)

3 it

CTCs 240 im0 45 288 I8 4 1 B PR, X
U A0 K 22 R D R R AL AR e s A e
7 T HE MR AR A, BAT 55 o8 R S AH G
PUFER RS AL AR 57 36581, cfDNA J& 41 H i
JiF 25 1% DNA SFR % LR A E A RE U8, 1
Fi5 e 98 A YR 1) DNA FIIE # 240 MK R 1Y) DNA . #h
T3 0 AR I A% R Tl G 1 PR AIG, ofDNA 1
BR R BRI , 3 BURIE B & cfDNA Wk B 5 T fa 5
H ORI cfDNA ZK AT S s I g 4 21
o TR AE ST h, CTCs Fil ofDNA I &
FLNR Il B2 Wi (008 A AR Wb ok . AR GR 4 2R
$&/R CTCs . cfDNA 7EFL M9 2 Wi b 34 BT e
WA, 5 LR SCHRES SR EEAHST . (B JE CTCs Fl
cfDNA FY A I 5 7 AN BHAE bR AN TR] , J5 22 iR 75 22
TN RFEA T PEATHIE . CA125,.CA153 2 CEA J&
B FLIR 2 W s An R, B g bR xs TRl
A5 Y5 v W BB (R SR e 22 A
FERF A R AT —F5 b B TS A by BH 25 SR 1
— UL B Il CTCs . cfDNA B4 0 X5 T L B 9 19

RIS WA B N I E . EARBETEH, e 3
ol AS (R AG: £5 Jy 2 b S IC 7 BB o0 B B2 T A
{8, 75 [E P AN AR GE 5 70

FLMR e B I PR YA Y 5 BRI B e PR P ARy
fiE, P, 43 B L 988 B4 I DR 975 B4R AIE 55 CTCs
cfDNA ) L AW E T B2 n . A s,
CTCs BHPE 5 2L 0 R 4310 rgd /s ik B 25
R TAH PRI B A S, Wil cfDNA £ /E
H—FPRAA TGRS , T S A IPAS LR BRI PRI Ak
RIJE" o ARBFFEES R AL Mg AR, g 40
L RO 3 A L VRARG B %) AT REE B K 5 8 R L 25 6 B
F cfDNA BHYEZR AT S MR 20 At 0% BRI 7 e e
T 22 DNA JEAMAEER . (HAHF G H H A I A
FFFIE S CTCs .ofDNA 7K T AR OCE , 5 2K
N ZIF SR RIRA AT AR, S5, AR5
Bl 455 W Bkt % CTCs (ofDNA BHPER
BLE T Iop i e, 5 SCHRHR 15 1. CTCs . cfDNA
AT PPA LR £ TS 25 SRR A

Zi B TR, Il CTCs . cfDNA 6 I %5f T 5L I 9
BRI W (e, FL5 8 I AR B AE & 3
Je VIR O, B oA UM R 1 2 W R A 14
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ey R It al SEMkdE . (H H AT I CTCs (cfDNA 2
U 7L A g R 1 AR T (L 1 R A DD S, A B
AN W OIS I H A R 3 23 Hr T ik, 4R i I IR
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TS s VEGF . IL-18 . MCP-1 K K& 51
R TR S (57, S

EOEET FEH ORME OZR WA RIS

[ E] BE 4 FREDY (PE) ¥ 7% VEGF . IL-18 \MCP-1 7K & 5 L7 728 2F #5841 ¢
o HiE AR T 2017 4F 2 J % 2020 4F 2 A G REH12 19 118 (4l PE 851G R 96, AR5 L0015 4 by
PE %241 63 {4 \PE E A 55 19, [RIHSF 356 B 60 f51] ) Bk [ BE 24 76 4 14 1 % AL R A 1A/ A o R A, LR
3 2 AR VEGF \IL-18 \MCP-1 /K S i i 28 2# 78 bk 7, o I HoAH G, 465 PE 4B HE
LY L5 N Bz AR K 7~ (VEGF) | T4 A2 18 (TL-18) L BAA% 41 iy #a1k 45 11-1 (MCP-1) K-F 1 i &5 T PE
IR RN BRAH , 22 5 BB Gt 2 L (P<0.05) 5 PE 5 8 2H 58 2 A6 A D043 275 5 10 I/ MR e KSR AR
(AA) ZL4HL R (HCT) \D- R AK (D-D) /K- % 5 T PE 5 B4 S X HRZH , AA (HCT . D-D Wi i /™
FREERG I, 25 7 HA Ge i L(P<0.05) s #OCPESM#T s AA (HCT .D-D\VECG .IL-18 MCP-1 2
[EF R IEADG (P<0.05) . 518 AT S B E W 1E 4 , 1 VEGF . IL-18 . MCP-1 7K~F- [ F}-, VEGF
IL-18 MCP-1 5 MV AR A48 b Sk TEAH DG , TR A 1 i 0 £ 3 155 40 7 104 T30 4

[EER] FIATH; MR A A TEAR ; AN LR (-1 S A K 4% 18

Serum VEGF, IL-18, MCP-1 levels of patients with preeclampsia and their

relationship with hemorheology indicators

WANG Na'*, WANG Ying®, WAN Lixin’, WU Peiwei', LAN Lan', YAO Li', ZHANG Xiaohuan', LI Song’
(1. Department of Obstetrics, Nanyang Central Hospital Affiliated to Zhengzhou University, Nanyang, Henan,
China, 473000; 2. Department of Gynecology, Nanyang Central Hospital Affiliated to Zhengzhou University,
Nanyang, Henan, China, 473000; 3. Department of Oncology, Nanyang Central Hospital Affiliated to
Zhengzhou University, Nanyang, Henan, China, 473000; 4. Department of Reproductive Medicine, Nanyang
Central Hospital Affiliated to Zhengzhou University, Nanyang, Henan, China, 473000; 5. Department of
Gynecology, Nanyang Central Hospital Affiliated to Zhengzhou University , Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To analyze the serum VEGF, IL-18, and MCP-1 levels of patients with
preeclampsia (PE) and their relationship with hemorheology indicators. Methods The clinical data of 118
patients with preeclampsia who were diagnosed in this hospital from February 2017 to February 2020 were
retrospectively analyzed. According to their condition, patients were divided into the mild PE group, 63
cases, and the severe PE group, 55 cases. At the same time, 60 normal pregnant women who were examined

were selected as the control group. The levels of serum VEGF, IL-18, MCP-1 and hemorheology indicators

A AR B FTEE E AR R A (192102310368)
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were observed in the three groups, and their correlation was analyzed. Results Serum vascular endothelial

growth factor (VEGF) , interleukin 18 (IL-18) , monocyte chemoattractant protein-1 (MCP-1) levels of

patients in the severe PE group were significantly higher than those in the mild PE group and the control group

(P<0.05). The levels of arachidonic acid - induced maximum platelet aggregation rate (AA) , hematocrit

(HCT), and D-dimer (DD) of patients in the severe PE group were significantly higher than those in the mild

PE group and the control group. The levels of AA, HCT and D-D increased with the severity of the disease,

and the difference was statistically significant (P<0.05). Correlation analysis showed that AA, HCT, D-D,

VECG, IL-18 and MCP-1 were all positively correlated (P<0.05). Conclusion As the disease progresses in
patients with preeclampsia, serum VEGF, IL-18, MCP-1 levels increase. VEGF, IL-18, MCP-1 and

hemorheological indicators are positively correlated, which can be used to judge the condition of patients with

preeclampsia Predictive indicators.
[KEY WPRDS]

Vascular endothelial growth factor; Interleukin 18

U W B 5 I 2 A R AR A 0, 2 L A0
K 8%~13% , M TEFRE A %K 9.5%~10.5%"" .
TN R e B R 2 A A L AR
BRHCT MW FZA N, T AT (pre-eclampsia,
PE) J& = Bh o WL 22—, LAZE 3 H Il s I R
R BRAE AR 4 B i sh 2E ARk
PE "] 43 N2 i PE FI 8 J¥ PE, QN§2 5 PE A KINHA
¥7, ] R RN EE PE, 1 G ) LAZ BRI IS A
HE M REFR AT MR % 32 B — R I H 5 R,
Al ELE SR iR LA e fa ke . BTG R XS T
PE %2 o AL ] 1 A B A, (ELAE A 4G D0 G L 22 f 1 o
T U2 2F A8 bR Ok B A7 B R EE A . AH DG SCHR i
7, PE 1Y 2R ML 5 431 B 5 S LI A8 27 48 B
FEAE— BB R, PEBE Kt f il 48 BEAF
TERAE I, F 404 % 18 (interleukin 18, 1L-18)
Vi hy E B AR PR A B DR P S B R A AR A
145 9 B2 A2 4 A F (vascular endothelial growth fac-
tor, VEGF) J& H R llfi IR I 2 TA 2 I I A8 458 493 48 4
BIFE T , HAK - A8 {b X PE B 3 1 s ik J B A
TR X T B A 4 4k 2R -1 (monocyte che-
moattractant protein-1, MCP-1) J2& P [ Bt Ilfi FR #r &
B RHE R 2, v 2 i 2 i B AT s 2 Ak A
A B, AW 7 B PE BB 3 BB 3 W
VEGF . IL-18 \MCP-1 /K-~ & 5 IfiL ¥ i 722 27 45 bk K
R, HAAE T

1 ARSI

1.1 —fwR
PEHL 2017 4F 2 H & 2020 4 2 H AR BE A #Y
118 5159k 17 300 A8 4, AR A R ™ E R ) 4 PE

Pre - eclampsia; Hemorheology indicators; Monocyte chemoattractant protein - 1;

B (n=63) J¢ PE & 4 (n=55) . Hi, KA
PE 1412 B bR o S - 22 20 & )5 30 1M s =140/90
mmHg . JR & F1=300 mg/24 h 5% FA1E , [6 f i8 A
RN CRBAEEAR T PE (i2 Wi
Zf 20 JiJa H PRI E=160/110 mmHg | JR 2 [1=2.0/
24 h SR B PE L LB /0 Al s 2 S
RIS S 60 1 [F] B[] B A 7R 2 ) 1E H AT IR A2
EE XTI, & — B} LR 22 R ST
HX(P>0.05), HAR LM, Wk 1,

Rl SHBE-MRABBRILE (vxs)
Table 1 Comparison of general information of 3 groups of

patients (x+s)

i n AFRR(S) AJEE) BMI(kg/m®)
PERJF4 63 27.19+5.32 34.15+3.79  24.22+3.17
PE&EJFH 55 27.56+547 34.75£3.42 24.51+3.03

XHRZH 60 27.89+5.75 34.52+3.73  24.14%3.19

F{H - 0.25 0.41 0.22

Pl - 0.780 0.666 0.803

PANRUE: O A BE A (P ESHER S
FERN R B 2 Wi bR E #1120 PE; QT R E
IR BRG I U s BT A A TR R S5 R g
I, @Irf BE R @O & B MR E S HE
Brbnife : OFF &l SV E IS 2 B E A
FEHARCEAE M IR A A QFF R
LMLV | fo g R G SR O B IR i 5l
KB TCIEBL A s DI IR PEREAR 52 R
1.2 FHiE
1.2.1 VEGF, IL-18 MCP-1 /K451l

A W58 X G 870 T JR 23 IS Bkl i 5 mL
TLABLC AL PR 5 min 5 (%3 3 500 rpm/min) , B R
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LRI, i E T E T 80CIH IR Hh & AR A .
e T il % i, 9% W FfF 32 A6 W 1l 9 VEGF | IL- 18,
MCP-1, 3 51 1 21 75 M 3E 3 % A= W Bk 47 A PR
PEAL A B A e IR BCE UL 5T,
Ll NG
1.2.2 MR AR 2= F5 bn A

o W 48 A A 45 A6 A DO 0 R 75 = 1 i /s A A
F B £E R (arachidonic acid, AA) . Z1 40 i & X
(hematocrit, HCT) .D- - 2%{& (D-Dimer, D-D), H
o, AA T DL R A, A% O 25 [ Sigma 28
1 SC-2000 #L-5- 4 38 38 1L/ R AL ; HCT 2R L
AR RH A TERME RN R A& S A PR mI R A Vin-
trobe [t R4S I 52 £L 40 id TR 2%, LA 3 000 r/min 25
£ 30 min, 10 SR ZLA ML BUE ; D-D T DA s Lk
PRI, ASC#S R BRI T E SR A YR AR A PR F Y
Neth-star 2 [ 701X o
1.3 WERIR

XF b 4% 41 524 1L 7 VEGF . IL-18 . MCP-1 7K
SERIBE LA S i AR 2EFE b , AT LT VEGE
IL-18 \MCP-1 7K~ 5 LB A2 2= 48 B AH DG o
1.4 Geiteeirik

K SPSS 18.0 #AF AT S 1430 # , 1 5 %ok
K H (o £5) R, Z 40 LLRCR H F R 5 11805
B n (%) 3R, IE R 2 K5 5 AH S 3 Az
Spearman 1 HETT 40 HT . DA P<0.05 N2 F HA 4
NEI-9'&

2 #ZR

2.1 34135 VEGF.IL-18 . MCP-1 /K -2 1515
3 41 Ifl. % VEGF . IL-18 ,MCP-1 /K ¥ . %% : PE
HEHSPEREHSW A, 2R AT FE XL
(P<0.05), L2,
2.2 RN[FLAHE ML I AR 2 A8 A
3 A AA(%) \HCT (%) .D-D(ug/mL) /K

L% PE HE I >PE B2 4> R4, 2 7 [ 40
ieFE L (P<0.05), W3,
&2 34AMi%E VEGF.IL-18 . MCP-1 /K ERIEFR (x£s)

Table 2  Expression of serum VEGF, IL-18 and MCP-1 in
the 3 groups (v +s)

ZH%]  n VEGF(ng/L) IL-18(pg/ml) MCP-1(pg/mL)
PEZJ¥4 63 126.45+20.41 167.16220.75 267.05+37.56
PE i 2H 55 162.05£50.24 194.05x17.42 422.04+53.01

XTREZH 60 39.1628.41 103.15£27.01 140.26220.46
Fi 210.28 258.33 756.28
P{i 0.000 0.000 0.000
3 AEABNERTFEER (xxs)
Table 3 Hemorheology indexes of different population (x +s)
2H 531 n  AA(%) HCT(%) D-D(pg/mL)
PERRJFL 63 57.06£7.05 0.35+0.03 1.21£0.26
PEEJFL 55 73474848 0.38+0.05 1.98+0.21
YR 60 30.81+6.01  0.30+0.01 0.53+0.11
F1{i 515.76 84.19 724.59
P1i 0.000 0.000 0.000
2.3 /r#7 PE ¥ VEGF .IL-18 . MCP-1 /K & 5

LIRS 2F FE AR AR e
A5G HE 43 A 7R AA L HCT . D-D . VECG .
IL-18 .MCP-1 Z [a] ) A 1EAH R (P<0.05) , W3 4,

3 it

ARG, T Y KRR 17200, 3 [
AR AL T NE 2 5 5 N . PEAE R T
FEE I RAE Z — , W B R A K L LAE T
M FEZFEHZ—", PE W& I B D ae IR SR
JERIRZE , T e A i i L, 6 A 003 I A Sk
2 A B 2 Bl R A A5 AT SRAEAR
— EL R A i i 100 DU A R DR ) T e A Rk
H BRI R TR L LT T i R Ol B S T Ok B A e
S50 22 T R IR K B T ,  E f  AR A A A
73[R

%4 PE#E%# VEGF.IL-18 MCP-1 7k R 5 M & i T F 5 4R 1E X 1%
Table 4 Levels of VEGF, IL-18 and MCP-1 in PE patients and their correlation with hemorheology indexes

S AA(%) HCT (%) D-D(pg/mL)  VEGF(ng/L) IL-18(pg/mL) MCP-1(pg/mL)
) rfH P 8 PH & PH 5 PH rH PHEH rEH PHE
AA(%) - - 0.571  0.001 0331 0.033 0.495 0.003 0943 0.000 0.834 0.002
HCT(%) 0.571  0.001 - - 0915 <0.001 0413 0.005 0392 0003 0.765 0.001
D-D(pg/mL) 0.331 0033 0915 <0.001 - - 0.516  0.002 0467 0.005 0912  0.000
VEGF(ng/L) 0.495 0.003 0413 0.005 0.516 0.002 - - 0.685 0.007 0.864 0.002
IL-18(pg/mL) 0.645 0.012 0.513 0.002 0439 0.003 0510 0.002 - - 0.739  0.001
MCP-1(pg/mL)  0.761 0.001 0.812 0.000 0.561 0.001 0903 0.000 0.812 0.002 - -
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AHSCHIF 5T 2o, 1E G LG £ il 4 g r 5 4
TR A A B S I AR R SR AR OG5 T PE AR E
HFREANNEEYS, SEBURSRAR, SRS
JNER ML PN B2 A2 468, P9 B2 B ] B3 R . VEGR
S FH NS TN B R 3 7 1E EIRAS TR AR IR B
TeFRIRIRAS & B AT AR L 2SO i A A B af
MR AR o AH G b 7 B S0 S LR IR 55 2 P
it VEGF R Fhm ™ AR R BLIL-18 2
SRR e e e SR R A RN AT 5 e i 485 AR B
T T G B 4 B0 9 B A ] S 3K 17 10 7T 55 i G iR 285
S g™ R R A RA IRE S MG HE
HMIFFEAE G Wi IF A e P A o A v o TR R M
o AMENR DI ORGLE N R B AR 22 S DL
IL-18 BIEH IR YRS 7K i 25 BT 480 T 4R R
B AR IR TL-18 7K ST 28 38 T AR Sy 100 4 Uik 45 =
A5 AH SC R 5 & B 77 22 1 TL-18 7K P38
R ZEEWEE " . BRH 1V BESE & B PE B E
M5 KR 20 IL-18 K W T, Ok
JEPE 5HEPEZ M L HAHEZEF ., X5A
HREER 3, ARG RV RIES S PE
P it it A, HOKOF Rk B 2R

PE Hojpg 3 2 A= ALl — 7 1 5 0 78 38 38 M
i, LYEORS AR, 1 21 20 i R AR B A G, 55— Tl
5 /NRIEPESRF, 5 R R BOE XD Bk
00 /N A R R i A DG R DG SOk
7, PE BB IRV B v, I 28 M0 48 T 30 Jhk Wi 4 A
TN, &7 5k b S BUR L S bk i i B
A ARG R — 2 U IR AR 2 AR bR
AT E PE FBE A 0, e bR AR A6 1
JRE R EAE R L R, ARG R R
VEGF .IL-18 \MCP-1 5 IfiL i it 28 2= 45 5 1] 4 4 PE
BEE " E R R E S SR

g5 BRI, T U AR B A T R I
VEGF . IL-18 MCP-1 K~ - F+, VEGF IL-18 MCP-1
55109 A8 2 A R R AR G AT AR SR T
B I T ) T A

5% ik
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152 Pk LN R ABA AR i SFGL2 Al A% 53
HResk' EART AR !

(# ZE] B TN B R (CHB) 5 A I o] 73 M 21 4 4 286 1 2 (sFGL2) £ I 11
R L. ik HAEABE L2 140 1) CHB BE 1 BT 5 95 B e A 41 (CHB 41 ) , Horp 25
il CHB (&1 THUR BEIAYT (BURBEIRYT A1) 5 Ve BRRIHH A BT 58 BB 3 42 A Ay TR 24 T 496 9 B Ik e 5 401
(CHC 41 ) ; 16 5 [F) 301 44K et e B 68 151 (i HELAL ) o TBAHEK 6 28 W RT3 S0 4G 45 201 3% sFGL2 ¥R B , S
TE 1o B T 2 S ARG I 25 2H A1 R Il sFGL2 mRNA 23k, LB EATTTE 45 48] /) 24 5% ; Spearman 3 H71
fi15 CHB #5 I RFE AR A G o BURTEIRI T AAEPUIRTEIRYT 3 5 PRI i 3% sFGL2 ¥ B2 AN i
" sFGL2 mRNA 3k, W EAPURREIRITRIG 255 . &5R  CHB 4 sFGL2 i J¥ fl sFGL2 mRNA &
I T CHC 20 RO R4, 22 5% HOA 88127 78 X (P<0.05) , 1] CHC £ T4} B 41 sFGL2 ¥R FE il sSFGL2
mRNA £k K 2 F TS 115 L (P>0.05), Spearman #H G M1 R , sFGL2 #} J¥ Fll sFGL2 mRNA %
755 HBV-DNA | ALT,AST £ 1E M1 56 (P<0.05) , 5 GGT . T-Bil . AFP LA &1 (P>0.05) . LR EIEIT G
sFGL2 ¥t J& Fl sFGL2 mRNA RN YRR B2 TR, 27 A S E L (P<0.05), it CHB
M SFGL2 i # T+, B 59 HBV-DNA #iiit \ALT (AST 53 B UIAROC , PO #EA YT 5 sFGL2 W3 R R

[EEIA] TAMA AN RE N 25 1B ORI BB S me W a0 S5 A 12 2R G e =X S i

The clinical significance of detection of sSFGL2 in peripheral blood of patients

with chronic hepatitis B

HONG Xiaolv', PAN Xiaoping®*, XU Peiyan', HUANG Xiaohua'

(1. Department of Infection Diseases, Huadu District People’s Hospital, Guangzhou, Guangdong, China,
510800; 2. Department of Clinical Laboratory, Huadu District People’s Hospital, Guangzhou, Guangdong,
China, 510800)

[ABSTRACT] Objective To evaluate the clinical value of soluble fibrinogen-like protein 2 (sFGL2)
in peripheral blood of patients with chronic hepatitis B (CHB). Methods Enzyme - linked immunosorbent
assay and real-time fluorescent quantitative PCR were detected the levels of plasma sFGL2 and sFGL2 mRNA
in peripheral blood of 140 CHB patients (CHB group) , in which 25 cases were treated with antiviral drugs
(antiviral group) . 42 HCV patients (CHC group) and 48 healthy cases (control group) , comparing the
differences among those groups; Spearman correlation was analyzed between sFGL2 level and clinical indexes
in CHB patients; estimating the differences in the levels of plasma sFGL2 and sFGL2 mRNA before and after
antiviral treatment in antiviral group of 25 cases. Results The levels of plasma sFGL2 and sFGL2 mRNA in
the CHB group were higher than those in the CHC group and the control group, the difference were
statistically significant (P<0.05) , no statistical difference between the CHC group and the control group in
plasma sFGL2 and sFGL2 mRNA (P>0.05. Spearman correlation analysis showed that sFGL2 concentration
and sFGL2 mRNA expression were positively correlated with HBV-DNA, ALT and AST (P<0.05) , but not
correlated with GGT, T-Bil, and AFP (P>0.05). The concentration of sSFGL2 and the expression of sFGL2

Vet As 1 M TR AR E R LR BRE, &, M 510800
2.7 MT AR ARERESEIA, 7 &, M 510800
*BAEHES % T, E-mail : pxpwh@163.com
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mRNA after antiviral treatment were significantly lower than before antiviral treatment, and the difference was

statistically significant (P<0.05). Conclusion

SFGL2 is significantly increased in CHB patients, which is

closely related to the abnormalities of HBV-DNA load, ALT and AST, and sFGL2 is significantly decreased

after antiviral treatment.

[KEY WORDS]

A PE LT 4k 4 2 8 2 (soluble fibrinogen like
protein 2,sFGL2) J& £F 4k 8K 11 P AH DGR 05 , 5 47 4
B EEFN y BRI, HEL e A T 7q11.23, 4
KA Tkb, &2 M2 T, 1 DMHE T, sFGL2 £ %
poa S N N1 005 VS (S Rk e S R ST ]
] T 70 £ 200 e R 2 R 40 BTG 2 , A3 B bk L 4
T BN AR, sFGL2 S5 AR & ™ |
SEECaE L A B AR A O . IR 4E R, sFGL2
TEIFEME I R A AL v AV FH Bk sz ) S
ARZIH5E FE LIRS U 7 STk, A
53HT SFGL2 Fe kA8 Ak R PR 5L, I 51 PRAH 45
PRiEAT ARG AT, B AE R TN CHB AR I IR
ERUAFNTUS WA s [RIHR A9 sSFGL2 7E CHB £#
FHURERAIT TG AL, 74T B ik CHB i3
PURERIGYT MR T A T

1 ABESHE

1.1 — ek

BEALIEE 2010 48 H 1 H~20204F 1 H 22 H
TEARBE 52 ) CHB f3# 140 BlVE N 2 BT 598055 75
YL WLELZH (CHB 4H) , 55 1 86 191] , L Pk 54 41 , °F
PAEI% (38.96+12.07) %, Horp 25 5l CHB £ &K
il RA2 W i AT B0 2R YT (BUR BEIR YT 40D |
FE 166, ZoPE o ], V- B4 (40.65£13.41) .
IR 09 TN BT 4% KB A2 BiE SR TR BRI 4% 95 B R e
WEELH (CHC #41) , B % 35 1], ok 7 4], S 4E %
(40.95+6.24) %/ o 73 A igk B[R] 30 A4 A6 e B T 68
PIAE R BE A, 55 1 26 1], Lok 42 i, S 2 4F 3%
(36.71£12.85) . A MAFEIS LA 2 R LG22 E
X (F=2.492,P=0.116) , A5 Al H

AR UEST DTG AR B 2 3 L 7 25 1
Sy AR BE 22 25 s 22 43 23 i 2 108 M R %
B IG 48 R (2019 4F ) 518 M R IF R BHIG HE
(2019 4% ) Wiz Wb ot o HEBR BRI : O & HF K&
P & e 3 QG IF HoMh 8 M e A s @6 T
JHF 0 ek 2 b Atk A 25 2 1 e g 2 5 (O oA 22
JUE#% DI RE AN 42 ot BRI R A JE A R S A I

Soluble fibrinogen-like protein 2; Chronic hepatitis B; ELISA; qRT-PCR

o BESHWMHEENERZR, AR EAR
e e PR S 1 25 A% AL I
1.2 Jrik
1.2 ARACRAE Kb Bt

JIr A 521 0E fR as R B #R Dk I 5 mL & T
LV OTR N EEE b PUREREIRIT R A T
HUWREIAYT 3 D H G RS I 5 REEFRIK I 5 mL
BTN AR MRS . RIS 30 min
WHECAR I 1.5 mL E T 208, 3% BOCSME i ik
CLAN L o B CGR = RAEIEOR, B B 45, 42
B2l Ak A0 8] I A A% 20 i, —80C AR A7 5 T A 4
1M 1 500 rpm 250> 20 min, 23 &5 1123, —80CIEAE .
1.2.2  FEK Ay W Bt o A ) i ¢ sFGL2 ¥ FE

IR AR PELT 4 SR8 1 2(sFGL2) 1) &
(BEG ik LR R BR A 7], ) 1 B 5 4G I e
A Z R M sFGL2 ¥ FE , CHB 4 1fil 3% 7] B 3%
A% 5 2 24 A I RG] HBV-DNA | 73 TN 5% % i (ala-
nine aminotransferase , ALT) . 7+ 5 4% & i} (aspartate
aminotransferase , AST) . 2% & Bt #% ik i (vy - gluta-
myl transferase , GGT) . &l IH 21 % (total bilirubin ,
T-Bil) il H I £ [ (alpha fetoprotein, AFP) ,
1.23 S & & R G Bk X S A 0 sFGL2
mRNA %A

Trizol (Invitrogen, 3% & ) & M Hh J&] ifil B2~ 4% 241
JfL 5 RNA J& |, % 5% cDNA . Lk cDNA AR,
JHFE 5% 51 %) (sSFGL2-F : AGGCAGAAACGGACT-
GTTGT, sFGL2 - R: CCAGGCGACCATGAAGTA-
CA) #4794 , L) GAPGH (GAPGH-F: TGCAC-
CACCAACTGCTTAGC, GAPGH - R: GGCATG-
GACTGTGGTCATGAG) A N & . K & T .
SYBR™ Premix 10 pL; Forward primer(10 pmol/wL)
2 wL; Reverse primer (10 pmol/wL) 2 pL; cDNA
3 wL;HO 8 wLo 95CTHZEPE 2 min, SR 5 # fELL
AT 40 A FEFF 1 95T 10 5,60C 455, R
2R TR AR X R A B, o ACT=CT nwum-
CT ysum, A ACT=ACT-ACT wwamnrn, BFEMHEE
3 BCFE CefEL,
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1.3 Git#orik

iz 1 SPSS 13.0 B AF AT 848 43 #r , 11 i Bk
K (x+5)Fn , AL R FLBCR H ¢ K56, Z 40 (R Lt
BF K5, #H G M 43 #1 2k H Pearson 7 , P<0.05 &
ERASRIFEE L

2 #R

2.1 3K sSFGL2 ¥k J& Ml sFGL2 mRNA 33k
[Re5q

3 41 1fi 3% sSFGL2 ¥ i Fil sFGL2 mRNA 3 ik /K
VL% : CHB 41>CHC 4>X fidl, =7 A 4iit2#
B (P<0.05), WFE1,

%1 34HE MY sFGL2 fl sFGL2 mRNA RiZBELER (v+s)
Table 1 Coparing the levels of plasma sFGL2 and sFGL2
mRNA in 3 groups (x+s)

4 sFGL2 )% (ng/mL)  sFGL2 mRNA
CHB 41 03.59+38.96 63.44+38.96
CHC 4 26.08+5.14 12.09+6.70
X M2l 16.68+3.39 8.24+5.94

F1E 193.449 102.275

P1E <0.001 <0.001

2.2 I3 sFGL2 1 sFGL2 mRNA %3k 5 CHB
5 I RAE B (8] A AH DG4 23 B

Spearman 73 M1 45 B , sSFGL2 5 HBV-DNA
PR3k ALT \AST &2 1IEH2¢ (P<0.05) , 5 GGT .,
T-Bil \AFP JoAH K (P>0.05) , W4 2,

%2 IM% sFGL2 # sFGL2 mRNA Rix5 CHB & &l
PR HR 18 B9 48 K1 53 AT
Table 2 analysising the correlation between plasma sFGL2
and sFGL2 mRNA expression with clinical indexes in

CHB patients

e sFGL2 sFGL2 mRNA
r A P1E r & P{H
HBV-DNA(LogF) 0.982  <0.001 0.961  <0.001
ALT 0.336  <0.001 0.345  <0.001
AST 0.346  <0.001 0.401  <0.001
GGT 0.149  0.079 0.152  0.068
T-Bil 0.045  0.595 0.055  0.512
AFP 0.005  0.954 0.006 0911

2.3  PUW G YT HT A 1K sFGL2 ¥ & Al sFGL2
mRNA ik i

YU BEIRIT AL 4 3 S H YU B IR IT R 3K
sFGL2 ¥ i Fl sFGL2 mRNA ik B HGEE 1R I7 T
TR, 22 A G L (P<0.05), W3 3,

3 itig

H A, £ 9% 9% 7% (hepatitis B virus, HBV)
T 8RR G T S 1) e E S A AL AT AS B A
T bk B2 200 7 HE 2 1 1 P4 T 96k B2 40 Y (regulatory
T cell, Treg) 78 H. & A & J g R v e SCBEVE
sFGL2 3= %5y T bk 4 410 if 43106 , J2& Treg 4 M 4
IREAS AT /b il BT N, AR eE i RE e
BRI AT SR B 5 A RS 5 R R DG i 1 A
P L Hrp , U COLAK %5 2218 sFGL2 78 A1
i VERE 7 I 28 b Kk 5 AT SR 4l sFGL2
e B B s M I 2 R N S B T T
FREE 5 ATH ™ HFE B 8E B YU S5 SRGE 7E 32 &
PRI % sFGL2 TG #MA R S8, S 55 M &
JEERE

SEGL2 78 % 75 A1 I 35 g Jf e o 8 b s HoA -+
Y EEER . RANSEE B, FE 411 sFGL2 1]
i 3k 7 ) Tregs 40 Mi , {ff Th1/Th2 k2 46 ff 2k
i, ARINWTFE R, Foerster %51 IF S 78 8 14 T4 7Y
JH AR AN i sSFGL2 7KF-5 95 1Y 43 3 A 33/ 2%
VIAI &, B HE 8 1 2 157 R 2T S Ak ot 8 b 7™ o, 7 i)
Il sSFGL2 /K-F- iy o A 92 45 42K sFGL2 5
JREETEIT R VA, A FGEEE H sSFGL2 &1 1k
T JHF A B2 R A0 L B R0 43 F- , 25 R HBV A G
JHF 96 £8 3 1) T 90K L 40 B D) B8 , 177 T 9k B4 400 it 2K Al
Ko A E i 52 12 5 30 HBV J& 4L J5 18 1 4k iy CHB
() OCERE N R 22— 28 L4, sSFGL2 1] fig
il THLARER XS T HBV B9 T ik L 40 B 5 4, 35001
M r= A G RE T 37, T E HBV [ &2 i R0 1)
HE— k., P, sEGL2 7 CHB H iy & A & i
DA R R 43 v 8 A B A IR AR

W 2 4l 4 " R T 1l 3% sSFGL2 78 HBV-DNA A
Iii) 975 7 26k 2t [|) JCAH &M, sSFGL2 7K F- 5 CHB i

x3 HRBZIRTAEME sFGL2 #1 sFGL2 mRNA RIZE LR (v+5)
Table 3 Coparing the levels of plasma sSFGL2 and sFGL2 mRNA befor and after antiviral treatment in 25 CHB cases (x+s)

WL FE bR n BUREEIR TR PR EERIT IR t{H P1E
M3 sSFGL2 ¥k i 25 127.41224.07 74.40£22.97 48.463 <0.001
sFGL2 mRNA X} 2355 25 97.26+12.38 25.72+12.52 22.068 <0.001
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JFDIRE R VIAH G X EeE5 1K sSFGL2 25 T iF
Y1 i R AE SR AE I B, DT 52 M IR 5 T R . A
I, sFGL2 K P iT BE W PFAili CHB R84 $05 ™
R W A 7, B R AE S CHB 23R T AR
b I PR % VA A L8 48 A, B AE I R T AR oo
K

ARG H CHB B & L Pim RT3 HIE,
sFGL2 1t & T B, iX 5 S g il 46 i 8 45 1 —
B, 4878 SFGL2 K3k K- 5 HU0E #1697 97 50% V)
G, B, sFGL2 AJ i CHB M85 P 851797
W48 bR o SR A4 58 4UR B T sFGL2 7£ CHB
G AN A #1822 5 DL 4B CHB JRE PG
BT Z AR bR 2R Ak, R W XILHLRIAR Y, N —2
T EAT HBV X sFGL2 HE [ B9 3476 D fig LA M sFGL2
M Tregs 40 1 AH SSHLHI BT

Zi LA, sFGL2 18 Ry —Fp G e 15 4 F , 7%
CHB (1) 55 38 A= B 0ok 72 v B A7 81 28 1) S 8 PR 78 4
H o ‘EfE CHB B Ah i b s 3Rk, 5 E
[t PRAE A1 %5 UIAR DG, ] /E A CHB 1296 W IE 281k
Il PRFG VA 0 W42 48 b o[BS, sFGL2 7F CHB &
PUREIRYT G WM T, B /E y CHB
PURE BEIR YT T A0 WD 48 A, B AR I IR T4 Hh #E
J R
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The value of amniocentesis in the prenatal diagnosis of chromosomal

abnormalities in non-invasive high-risk cases of prenatal screening
LIU Hui, FANG Huigin, CHEN Wei, YAN Yalan, YUAN Jing*

(Prenatal Diagnosis Center of Obstetrics and Gynecology, the First Affiliated Hospital of Anhui Medical
University, Hefei, Anhui, China, 230022 )

[ABSTRACT] Objective To explore the value of amniocentesis in the prenatal diagnosis of
chromosomal abnormalities in non-invasive high-risk cases of prenatal screening. Methods A total of 105 non-
invasive, high-risk cases of prenatal screening admitted to our hospital from January 2017 to December 2019
were selected as the research objects, and genetic counseling was given. After the patient’s informed consent,
amniocentesis - karyotype analysis was performed. Based on the clinical follow - up results, statistical
amniocentesis - karyotype analysis was performed to detect various types of chromosomal abnormalities (13-
trisomy syndrome, 18-trisomy syndrome, 21-trisomy syndrome, sex chromosomes, etc.) and the sensitivity,
accuracy and specificity of diagnosing various types of chromosomal abnormalities. Receiver operating
characteristic curve (ROC) and area under ROC (AUC) were used to analyze the efficacy of amniotic fluid
puncture - karyotype analysis for diagnosis of total chromosomal abnormalities. Results Among 105 non -

invasive high-risk cases of prenatal screening, there were 83 cases of chromosomal abnormalities in clinical
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follow-up, including 9 cases of 13-trisomy syndrome, 13 cases of 18-trisomy syndrome, 51 cases of 21-trisomy
syndrome, and 10 cases of sex chromosome abnormalities. Based on the clinical follow-up results, the sensitivity
of amniocentesis-karyotype analysis for 13-trisomy syndrome was 88.89% , the accuracy was 96.19%, and the
specificity was 96.88%. Amniotic fluid puncture-karyotype analysis for the diagnosis of 18-trisomy syndrome
had a sensitivity of 92.31%, accuracy of 99.05%, and specificity of 100.00%. The sensitivity of amniocentesis-
karyotype analysis for diagnosis of 21-trisomy syndrome was 98.04% , accuracy was 97.14% , and specificity
was 96.30%. Amniotic fluid puncture-karyotyping analysis had a sensitivity of 90.00%, an accuracy of 98.10%,
and a specificity of 98.95% ; the sensitivity of amniocentesis - karyotype analysis for diagnosis of total
chromosomal abnormalities was 95.18% , specificity was 72.73% , and accuracy was 90.48% . Conclusion

Amniotic fluid puncture has a high prenatal diagnosis value for chromosomal abnormalities in NIPT high - risk

populations, and can provide a reliable reference for eugenics and postnatal care, genetic counseling.

[KEY WORDS]

abnormality ; Sensitivity; Specificity; Accuracy
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Figure 1 Amniotic fluid puncture-karyotype analysis for

diagnosis of chromosomal abnormalities
3 it

45 J IR A A i B4 105 22 48 A5 iR L
PR | 2 A A U S R IR A AiE & A AU A7
o312 R E e N VGEAT S AR R A (H T
FOR L R BRI FEAE R 3R B 5 11 P R R 4%
R, T RE R AR IS SIS B B A AP
F2 W =5 2R A XU ) NIPT &7 T Z2 30 1 3 ifn b

5 LE 25 DNA Tl P AR 2 b, e —F i
B R 2 B, 5505 IRIf A A L, RE I8/
W12 %, 27 NIPT Y /& & 55t 37K 28 i), mT 3
— R QI R W S

21- IRZEGIE R 21 SR B H 5 % S 3L
()G AR , 60% 8 LTE IR I BV 7=, A7 06 3
A BMRRTIA B E 2 ERIE ERK A
BRE, KRR HIIE BN, KGR F
BAUE 21- RS IR R RBUE K 94.12% 5
4 99.95% , A S EE 5 Z AT R SE AR K 2R 2
Wi 21- =R ZEAIE A B m N E WS E M E, 18-—
IRERGAE KA AT 7= 8 A2 J LY 1/4 000~1/8 000,
BILZ FARANAST  AFTE &A™ EHE b
i AR & B, F K G- A% B A B 2 Wi
18- ZARZEAIE I RLRREL & , 1T oy 22 W45 75 i) 2
BHEMENSE . 13- =IREERMEH AL & w
YN 1:25 000, B2 T B, BILEIE
NI R 2 B EE 21 =44 B 7™ 6, i 0 1A O )
TE AR & W, 38 AT UL f i Y WY R ) &R R A
SEN S AR PR A A R R TE L TR A B
2K U1 O LR L RO 2 B, A2 KGR T B
PRI e = AR S 5 AR R SR K R -
RIS BT 8 2 B S A% B S Bl 2 10 vE B 1 0 Ik
BHIEH B IL . — IR Wow , 7= ai itk e

1A S BH P 280 0.22% , NIPT 6 04 2% 4644 11 7
W3R A 73% , $&/8 NIPT fE1EIRI2 Hiki2 ™,

BB B A 7 A A R AR 1) & L iR L
Yoo (R S5 RS SR ] AR ARSI T BE 2 R
b AT AE— 2 JR BRI , 3840 1 JCAT A —J5TAG
FAR ] 58 R B ZEI -2 B o3 by o ABAE S —Fh
RAMTHHZWH AR, HAT — 2 W3 WU , SR
22 7 i v KBS, 2 S 4R A4 2 K 2 T e e A2
BERLY TR AR SCHRAE , 22 TP AT ok 2l A O
G L2 R 0.5%~0.86% , i T AR 7K -1
ER RS RN IR TE V&= = & SN (BN iiA
Bx , R LRI AR B o7 i s A% 455 i ER i NTPT =5 XL
62 24 0T P e 2, 1 v R A SRR A RIS, I
M RETE AF HBC & 7 R e (AR R 5 i A . AR
JEZANTET R BIED A R e S R A ek ik
I itsy, T iE— A RHIE

FIKZERRT NIPT i XU A HE G (1A S8 HAT
BRI RN, Re MR E R LS Rt
CIETE =0 e 1) 1 A N =X AW R 1E 5 NS

S & 3k
(1] SARLEH, R, 2kak, 45 . P JC B DNA G A5 5 KU
TR RIS W A AT [T ], g il 2 Ak,

2018, 35(2) :304-306.

(2] ZE&F5, S, B0, A5 rb Ll 2 v 407 i O A 8 A
LB AT R R ERTSE ], 43 T2 5IRY7 4R,
2018, 10(4) :278-282.

[3] Xie X, Wang M, Goh ES, et al. Noninvasive Prenatal Test-
ing for Trisomies 21, 18, and 13, Sex Chromosome Aneu-
ploidies, and Microdeletions in Average-Risk Pregnancies: A
Cost-Effectiveness Analysis[J]. J Obstet Gynaecol Can, 2020,
S1701-2163(19)31152-1.

(4] BREL, BRI 4232 Jo 00 i 25 DNA Kl i i 0G0 25 /&
£ 28 0 Y €8 PR R B W FE I 12 KU a3 T [T ] I AR R 2
2019, 59(26) : 42-44.

[5]  Vossaert L, Wang Q, Salman R, et al. Validation Studies for
Single Circulating Trophoblast Genetic Testing as a Form of
Noninvasive Prenatal Diagnosis[J]. Am J Hum Genet, 2019,
105(6) :1262-1273.

[6] Luo W, Pang L, He B, et al. Analysis of 21 723 Pregnant
Women’s First Trimester Screening for Down Syndrome in Si-
chuan Province [J]. Sichuan Da Xue Xue Bao Yi Xue Ban,
2020, 51(1):49-53.

[7] Lee CY, SuHJ, Cheng YT, et al. Detection of fetal trisomy
9 mosaicism by noninvasive prenatal testing through maternal

plasma DNA sequencing[J ]. Taiwan J Obstet Gynecol,, 2018,

57(4):594-597. (F#% 1318 )



SNTEWiERITad 2020410 0 5124 45104 T Mol Diagn Ther, October 2020, Vol. 12 No. 10 - 1315 -

. a
.’I,/a 3 e

e s S8 Th1/Th2 4N Je iy 595890 ™ s R . il i
iR &

WA I RLH

[ ZE] BH WUTIREIE B3 Th/Th2 0 i S PR R iR, g K
2017 4F 10 A % 2019 4F 10 J TAPE ICU #2532 7697 (1 62 Fil I FE0E M8 B AR 1A 7 28 d J5 6 R 45 )= i AN )
A3 RBET=L(20 1) FAEAELL (42 61)) , 40 5 F A ICUIBIFHT 1 d, A ICUIBIFIE 1.7.14 d @ i i R4 i R
62T 5 25 4/ & 5 ik At Th 28 IS (TFN-y*'CD3*CD4A'T ik EL 41 g ) & Th2 41 ig (TL-4"CD3'CD4"T ik EL 41 g )
K& ik, JE T Th1/Th2 {5, 23 7 e8P 2H Th  Th2 20 0 & & M2 Th1/Th2 {8 . 4 Mk SR B 2 &
I it F5 475 5300 s 45 475 20 (24 ) ) 0 A Jil 45 495 26 (38 491 ) , 43 M HL %5 WG 41 Th . Th2 40 il & & & Th1/Th2
. &R BTG 1.7.14 d, 474 Thl 4iH & 7 &% Thl/Th2 (A0 &5 T T4, 2 R EA S5
X (P<0.05) , 1 Th2 40 & w S0 T- 41 b B 22 R RS 124 5 L (P>0.05) o 45 41 Thl 41y & & M
Th1/Th2 {E ¥ 8 & = FAEMG 4L, 22 5 BA G it 8 L (P<0.05) , 1fif Th2 41 & &5 FE i 45 41 Lo g
ZRIGIFE L (P>0.05), £i18  Thl/Th2 {EH M REAR TR G B ™ BB IR, B5 A R, [ e
REAE A Bl 45405 J 5 A2 46 Th A0 =7, Th1/Th2 A [m] Thl J5 W] 3545 .

[KEiA]  MeRRAE ; Th1/Th2 AL S A7 e ™ HAR T ; Midids

Relationship between Th1/Th2 cell imbalance and disease severity, lung injury
in patients with sepsis

CHEN Lijun'*, WANG Jia', ZHANG Wenjing®

(1. Emergency Department, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,

China, 075000; 2. Department of Thoracic Surgery, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To explore the relationship between Th1/Th2 cell imbalance and disease
severity, lung injury in patients with sepsis. Methods  Sixty-two patients with sepsis who were treated in ICU
of the hospital from October 2017 to October 2019 were divided into the death group (20 cases) and the survival
group (42 cases) according to the clinical outcomes after 28 d of treatment. At 1 d before entering ICU, and at 1,
7 and 14 d after entering ICU, contents of Thl cells (IFN-y*CD3"CD4" T lymphocytes) and Th2 cells (IL-4*
CD3'CD4'T lymphocytes) in peripheral venous blood in both groups were detected by flow cytometry. The ratio
of Thl/Th2 was calculated. The contents of Thl and Th2 cells, and Thl/Th2 were analyzed and compared
between the two groups. According to presence or absence of lung injury, they were further divided into the
lung injury group (24 cases) and lung non-injury group (38 cases). The contents of Thl and Th2 cells, and Thl/
Th2 were analyzed and compared between the two groups. Results At 1, 7 and 14 d after treatment, contents
of Thl cells and Th1/Th2 in the survival group were significantly higher than those in the death group (P<

0.05), while differences in contents of Th2 cells were not statistically significant between the two groups (P>

A AR A ATy TR AR B (20200521)
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0.05). The contents of Th1 cells and Th1/Th2 in the lung injury group were significantly higher than those in the

lung non-injury group (P<0.05), while the differences in contents of Th2 cells were not statistically significant

between the two groups (P>0.05). Conclusion

The decrease of Th1/Th2 ratio indicates the aggravation of

disease severity and poor prognosis. The pro-inflammatory Th1 cells are increased in patients with sepsis and

lung injury, and the Th1/Th2 balance drifts to Thl.
[KEY WORDS]
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15.46+8.35; Th2 4fl fifl & & (% ) : 1.57+0.88; Thl/
Th2: (11.85+9.08) . FRARHE Mk FIE B H 2B
IS 53 49 43 591 s 453 403 26 (24 ) ) A1 S i 453 405 40 (38
i), Bili 5 47312 Wi br o 2 BERH OG STk o il 4 2

Sepsis; Th1/Th2 cell imbalance; Disease severity ; Lung injury

FAE10 1, Lotk 14 6] 4E8% 59~76 % 11 (67.38+
2.63) % ;AR A 20 55 1k 17 491, 22 1k 21 ] 5 AF 0%
59~78 %, E-44(68.12+2.75) % ; P4l — B GE R} H 85
ZERTGH B L (P>0.05) . AT ZA B 155 27
TRRRZE ottt B LR E B I R &1
1.2 KA RS

ST AICURIFHT 1 d, AICURYT)E 1.
7. 14 d WUR AN K m bR A, SR R I =X 4 A A
(BD, FACSCalibur ) £ lll BT 47 £ 2 40 J& & Jbk 1 v
Th1 41 g (IEN-y*CD3"CD4"T #k [ 41 it ) &2 Th2 4
Jifg (IL-4"CD3"CDA"T ¥k (40 i ) 19 5 &=, Jf 3155
Th1/Th2 {f . M7 FLEAE T2 5 A7 4 il 45 40
FEE M 4540 Thl . Th2 2 & & &2 Th1/Th2 A .
1.3 Gk

FH SPSS 18.0 #4748 1t /3 A , 1 BE R DA
(x£s) TR, R o5, HEEEE n(%)
T LB LR P RS . P<O.05 A EF A S
THFE

2 R

2.1 241AYF)5 1.7.14 d Thl . Th2 40 & & 4%

BITIE 1.7.14 d, 44741 Thl 40 & & 01
w4, 2R BA S FE X (P<0.05), if
JPIE 1d, 5ET-2H Th2 40 & /v TAEAFA  IRIT IS
714 d, A Th2 4R & i 3. TAL T4, 2 57
HEG IR X (P>0.05), W1,
2.2 ST AIRYYIE 1.7.14 d Thl/Th2 {H
FbAs

BTG 1.7.14 d, 2B 74 Th1/Th2 (HI I B 5
THETA, 25 5 HA G2 L(P<0.05), WLk 2,
2.4 RITIE 14 d N T 5 2 5 AR I B 4 40 Th |
Th2 2 fl 75 F % Th1/Th2 {8 193K F s

Jifi 5 473 26 Th1 4 i 5 & S Th1/Th2 i3 9
T ARM 4, 22 5 AT S it B L (P<0.05) ,
1M Th2 28 i 75 5 5 AR Ml 45 40 Lo 22 S o g it
BN (P>0.05), WFE3,
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Rl EFHESETAHEBITE1.7.14d Thl . Th2 HEESE LR (v+s)

Table 1 Comparison of Th1,Th2 cell content between survival group and death group at 1, 7 and 14 d after treatment (x+s)

_ . Thl A% & (%) Th2 il % & (%)
1d 7d 14.d 1d 7d 14 d
ey easil 42 17.18+5.72 20.23+6.61 22.80+8.72 1.72+0.83 2.12+0.76 2.08+0.81
YT 20 12.86+5.21 13.54+6.12 15.48+5.26 1.95+0.86 2.0520.66 1.98+0.69
tHH 2.858 3.813 4.917 1.008 0.353 0.476
P{H 0.006 0.000 0.000 0.317 0.725 0.636

R2 EHFESETHERITIE1.7.14d Th/Th2 EELE
(xxs)
Table 2 Comparison of Th1/Th2 cell content between
survival group and death group at 1, 7 and 14 d after

treatment (x+s)

g . Th1/Th2 {§
1d 7d 14.d
A 420 16.92+9.05  16.12+6.56  13.49+6.18
T4 20 11.95+£8.72  10.1726.48  9.76+6.33
tH 2.045 3.351 2.205
P1H 0.045 0.001 0.031

®3 AFrE 14 d EHRH A SRR 4 Thl  Th2
M2 R Th/Th2 ERFHKFELLE (v+s)
Table 3 Comparison of Thl and Th2 cell contents and Th1/
Th2 values between lung injury group and non-lung injury

group (x+s)

Thl 404 Th24iffi&+E  Thl/

.
A1 (%) (%) Th fif

Ml 24 18.79+9.26 2.05+0.34  11.27+7.39
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1l 2.739 0.642 2.762
P1E 0.008 0.523 0.007
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(tumor necrosis factor-o, TNF-a) Z5{E & R T #y 2
e, BEXG SR ALK P PR GL R 31 DT ek A e 2
SR BB AR AL
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iliges B L T miRNA-4534 7K “F-Fl9p5 B4 W1 5 i s
1% &

AR FHET B ES FWRS

[ ZE] B B B 0 N Z A AT R (miRNA ) -4534 7K S R B 43 11 5 s 19 ¢
Fo Aik EHL2014 41 A Z 2016 4F 6 A [BIA 1) 6441 i B35 Oties 40) V8 M BIFFE 5 42, IR 40 A 30
151) B P A A (R s 26 ) 1 30 491 (A A £t o s B A Dy X B2 o SR AR A2 U AN A I, >R S %
Y6 E 1 B A Tl X 5 (QRT-PCR ) A& I 1L 7 miRNA-4534 B A 2855 4, 2l 52183 T/E4#4E (ROC)
22 3P4 miRNA-4534 12 W il 38 2 RE L 730 BT miRNA-4534 5 i Ji H 0 BRARAE B O 2 o BT 3 48, T-A
miRNA-4534 S5l B E TS ME R, R M4l miRNA-4534 A7 X 1k /85 T KAl 21 At i
0,2 F A G R L (P<0.05) 5 KM il 20 A% B 20 miRNA-4534 A% Rk 4 [, 2 F Lg%
= X (P>0.05) ;ROC M4 7R , miRNA-4534 2 Wi fififig 20 19 4 T AR (AUC) 2 0.839(95%CI: 0.777~
0.931, P<0.05) , T AL I FLE N 2.52, BB 76.56% , F5 571 98.33% ; ASIRIPE ) AR WE L WR0H sl i /0
g B S Y [B) miR-4534 FH AT 35 i LA, 2 R W TSI E L (P>0.05) , TNM I/IV 9] fiti g 8 &
miR-4534 FHXT Rk & T L/, 22 R A G122 8 L (P<0.05) 5 43 Ik B 25 7% B8 il 6 & miR-4534
A F A B T IO L E5 R &, 2 R A G2 B L(P<0.05) ; il 3 4F | 3RAS BT 7R 62 i3
HE A7 3R 40.32% (25162 ) , B AEAFITR] (26.27£9.92) 4 H s miR-4534 15 R I8 4 3 AR A 17 3% APt [ 35K T
RFAU, ZRA 52 E L (P<0.05) ; miRNA-4534 2 Wi Wi 5 A B AUC 4 0.914(95%CI - 0.814~0.970,
P<0.05) , fc ARG FHE R 15.69 ; miRNA-4534 7K V-5 ilidig 8 5 AE AP 2 A R (P<0.05) . 58 IS
miRNA-4534 5 il &2 A= 2F e B hH G , L T 00 A28 35 1905 1A 2036 o

[XEIR] M miRNA-4534; AL fil)5

Relationship between serum miRNA -4534 level and pathological staging and

prognosis of patients with lung cancer

YANG Shouyan', DENG Binbing**, MENG Xiong *, WANG Xi *, MU Qiantu®

(1. Department of Oncology, PLA Army 958 Hospital, Chongging , China, 400020; 2. Department of
Respiratory and Critical Care Medicine , PLA Army 958 Hospital, Chongging, China,400020)

[ABSTRACT] Objective To investigate the relationship between serum micro - ribonucleotide
(miRNA ) -4534 level and pathological staging and prognosis of patients with lung cancer. Methods  Sixty-
four patients with lung cancer (lung cancer group) who were treated between January 2014 and June 2016 were
selected as the research subjects. Thirty patients with benign lung disease (benign lung disease group) and thirty
healthy volunteers with physical examination (control group) were included. The peripheral blood of the
subjects was collected, and the relative expression level of serum miRNA -4534 was detected by real - time
fluorescent quantitative polymerase chain reaction (qRT-PCR). The receiver operating characteristic (ROC)

curve was plotted to evaluate the efficacy of miRNA-4534 in the diagnosis of lung cancer. Relationship between
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miRNA-4534 and pathological features in patients with lung cancer was analyzed. At 3 years of follow-up, the
relationship between miRNA -4534 and prognosis of patients with lung cancer was evaluated. Results The
relative expression level of miRNA -4534 in the lung cancer group was higher than that in the benign lung
disease group and the control group, the difference was statistically significant (P<0.05) , and there was no
significant difference in the relative expression level of miRNA-4534 between the benign lung disease group and
the control group, the difference was not statistically significant (P>0.05). ROC curve showed that the area
under the curve (AUC) , optimal cut-off value, sensitivity and specificity of miRNA-4534 in the diagnosis of
occurrence of lung cancer were 0.839 (95%CI: 0.777~0.931, P<0.05) , 2.52, 76.56% and 98.33%. There was
no significant difference in the relative expression level of miR-4534 among patients with different gender, age,
smoking history, tumor size and pathological type (P>0.05). The relative expression level of miR -4534 of
patients with TNM stage IlI/IV lung cancer was higher than that of patients with stage I /Il , and the difference
was statistically significant (P<0.05), and the relative expression level of miR-4534 of patients with lymph
node metastasis was higher than that of patients without lymph node metastasis (P<0.05). At 3 years of follow-
up, there were 62 patients with follow-up data, and the survival rate and overall survival time were 40.32% (25/
62) and (26.27+9.92) months. The 3-year survival rate and survival time of miR-4534 high expression group
were lower than those of low expression group, the difference was statistically significant (P<0.05). The AUC
of miRNA-4534 in the diagnosis of poor prognosis was 0.914 (95%CI : 0.814-0.970, P<0.05), and the optimal
cutoff value was 15.69. The level of mirNA-4534 was negatively correlated with the survival time of patients

with lung cancer (P<0.05). Conclusion Serum miRNA-4534 is related to the occurrence and progression of

lung cancer and is an effective indicator for predicting the prognosis of patients.
[KEY WORDS] Lung cancer; Mi RNA-4534; Pathological types; Prognosis

i % B 22 Bl A A 2 = e o
20 Ja S i 245 B oo A 2 AT o R 2 A TR A, 28K
i 98 8 AR A I AR S B/INZ B A% R (micro
RNA, miRNA ) J& —F K 5050 1Y L4 RNA, B R
%3 3 45 A miRNA (1) 3 -3 I Zif i [X A 18 1 #0 5k
P2k, HETE 05 il AH G Y miRNA 72
40 Ffr, 5 filides i) & A 2 W i 251 IR DT A
iR S i IR SR T S BURAY SRl )5 P K =1
miR-4534 75 1E 5 FUE M A28 B 4 i h Rk 2=
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WA . FE T U, A FE 5 B 64 491 il s £ 1R
RFGEXT G2, LAER I i 3 M09 miRNA-4534 7K
SRR EL A S S R

1 ARSI

1.1 —Bgek

PR 2014 4F 1 H % 2016 4F 6 J [AIIA 14 64 4]
Jiliges S AR M IFTE XS 52 o Ml AR ARSI : D3
28 BAS A 12 O Il i L LY R IR R i g AR
HOL QA FTARALATT  FAREYEIRTT ;O]
KM s QFE>18 4 # . HEBRAn i : O/ IF I
BN Q& I M EZ R E YRR . B

PR & 30 HC0FE T 48 14151 fli4h 4% 8 1] . 4 PEAR
9 8 ), Mt 20« BBk 41 B 2tk 23 ], A 39-85
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B Lo 13 B, AF Y 34-72 B AR IR (60,13 +
8.20) % o TEH R MAA: it B A B 30 f1l4F A ot R
A, B 8 ] Lotk 12 6] AEIE 27 5 ~70 & OF-
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TG X (P>0.05) o A B 3 B S A
Al AR Ol B B B B W
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ol Ay AGE TR A B 8 5 AU B BT A F 98 6 42 1) 41
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X7 (32 [ Invitrogen 23 A , it : 1420087 ) M ML
2 BCE RNA, Il F 5 3 sk AR H S 5 s Ry
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A BRI E S IREE L. MiR-4534 19514
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TACRTACCACCATACCCAA-3', H H A Takara
WA, U6 51 P 5 R IE 81514 : 5’ -CTCGCTT
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GAATTTGCGT-3', YERHNS AR ZR , (i 24+
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Table 1 Comparison of relative expression level of
miRNA-4534 among the 3 groups
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2.2 miRNA-4534 2 WifitifiE i ROC [k

ROC 14k 7~ , miRNA-4534 12 W fili i & 9 1Y
ith £ 1 F2 (AUC) 4 0.839 (95%CI : 0.777~0.931,
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Figure 1 ROC curve of miRNA-4534 in the diagnosis of

lung cancer
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FR2 miRNA-4534 13} Ri% 8 5 HfifEE I R IR AHE R X &
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2.4 VTN

Bl U7 3 47, il 96 2H 64 151 5 5 3R A BE 15 55 kL&
62 1, i 3.13% (2/64) . 62 9| # 3 4E AT
25 1] AEAER 40.32% (25/62) , i AEFE [H] (26.27+
9.92)1™H .
2.5 miRNA-4534 5 il 15 156 5

AR 3 A AR AR T A TR A
M, 229G 5ITFR L (P<0.05), W3 3 K 2,

&3 miRNA-4534 SHEBUEHIX &
Table 3  Correlation between miRNA-4534 and prognosis of

lung cancer

! n RRARY: p A AERTEN ()
FEeikdl 48 16(33.33) 24.77+10.16
RFERd 14 9(64.29) 36.00(26.50,36.00)
Va/AlL - 4.315 5.013

P - 0.038 0.025
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Figure 3 ROC curve of miRNA-4534 in the diagnosis of

lung cancer with poor prognosis
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M55 2 1- . ALP }2 CYFRA21-1 b filides R 46 1
Sy Pl L

REL BT Dk R4

(& ZE] By oWrimiEes s btk (ALP) AN A5 E 19 F BT 21-1( CYFRA21-1)
Xof it I R R BN . T3k BRSO ABE I MR 2017 4E 1 H 2 2019 48 7 J GA Yl
R AR BB EN N BB AN BN, BB AR R Nk BB MLk E
BRI WAL . RAEITA 238 5 )2 I i K i AS 00 i 75 45 25 F . ALP .CYFRA21-1 /K- ; 2l 52 i %
TAERE (ROC) fh &40 M ML I5 45 55 T . ALP .CYFRA21-1 %t ilifis 0 B B g (. 458 127 4]
itz £ B RS R A R 44.88% (57/127) , Hovh R B 6 B S A o W 3 8 T N g | R R 25
SR G4 L (P<0.05) (R /NN g R el =2 1B G B R Ak R AR 25 B RS i 7 (P>
0.05) ; Jili g B 56 7% B 33 IV 55 %5 1 L ALP .CYFRA21-1 % i 2w T Ta e, 2R A5
X (P<0.05), HZ L BHBRE MEMNE T ALP . CYFRA21-1 B & & THASHMEEE , 2R AE5
T2 X (P<0.05) , B —F8 FR T B, ALP (% 126 T 18 R (AUC) {8 55 s LA>95.23 UL Ayl S8, JE 7
it g B U e A% B BURR B 4 S BE 439 R 57.89% . 70.00% 3 A TR AUC A FF+ % 0.765, 37 b 7 T8
— M55 25 F . ALP J CYFRA21-1, 1>0.459 Syl SU{F , H 0l il S 0091 e A% 1) RO Ry S5 8 i o
70.18%.70.00%. 5 P IVEE5E T ALP & CYFRA21-1 T fili i Fr 303 15 e R I 8RB X 1, (LK &
T AT BETHSWIRLRE , v A F e B e 3 i) R T
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Predictive value of serum calcium ions, ALP and CYFRA21-1 for early bone

metastases of lung cancer

ZHAO Chedong', XU Qian’, MA Jing', ZHANG Jian’*

(1. Department of Clinical Laboratory, the First Affiliated Hospital of Xi’an Jiaotong University, Xi’an,
Shanxi, China, 710061; 2. Department of Clinical Laboratory, Xi’an Fourth hospital, Xi’an, Shanxi,
China, 710004 ; 3. Department of Dermatology , the First Affiliated Hospital of Xi’an Jiaotong University ,
Xi’an, Shanxi, China, 710061 )

[ABSTRACT] Objective To analyze the predictive value of serum calcium ions, alkaline
phosphatase (ALP) and cytokeratin 19 fragment 21-1 (CYFRA21-1) for bone metastases of lung cancer.
Methods Between January 2017 and July 2019, fasting venous blood samples were collected from lung
cancer patients treated in the Department of Oncology of our hospital. The serum levels of calcium ion, ALP
and CYFRA21-1 were measured. The incidence of bone metastasis in lung cancer patients with different

pathological types was compared. The incidences of bone metastases in patients with different pathological
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types of lung cancer were compared. Serum levels of calcium ion, ALP and CYFRA2I -1 were compared
between patients with and without bone metastasis, and patients with different degrees of bone metastases. The
receiver operating characteristic (ROC) curves were used to analyze the predictive value of serum calcium
ion, ALP and CYFRA21-1 in bone metastases from lung cancer. Results The incidence of bone metastases
in this study was 44.88% (57/127). The incidence of bone metastases from adenocarcinoma was significantly
higher than those from squamous cell carcinoma, small cell carcinoma and adenosquamous carcinoma.
However, there were no significant differences in the incidences of bone metastases from squamous cell
carcinoma, small cell carcinoma and adenosquamous carcinoma (P>0.05). Serum levels of calcium ion, ALP
and CYFRA21-1 were significantly higher in lung cancer patients with bone metastasis than in those without
bone metastasis (P<0.05) , and significantly higher in patients with multiple bone metastases than in those
with single bone metastasis (P<0.05). In terms of single index diagnosis, the area under the curve (AUC) of
ALP was the largest, with >95.23 U/L as the cut-off value. And its sensitivity and specificity for predicting
bone metastases from lung cancer were 57.89 % and 70.00%. The AUC of combined prediction was 0.765,
significantly larger than that of each index single prediction (P<0.05). With >0.459 as the cut-off value, the

sensitivity and specificity for predicting bone metastases from lung cancer were 70.18 % and 70.00% .

Conclusion

Combined prediction of serum calcium ion, ALP and CYFRA21-1 can improve the prediction

efficiency, which is better for early warning of lung cancer bone metastases.

[KEY WORDS]

Lung cancer; Bone metastasis
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A R I AR TE AN 0 (A A2 FEAS i BFSE R4
AR 2 555 Z R S, S A 08 45 10 AR S A
] ool i S e A 1 SE IR AR AR 2 Wi =
SN AT R R N A RN 8 bR AR5
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W72 4 (computedtomography , CT) 5% 1F Hi, 1 & 5
T35 ML By J22 45 4 (positron emission tomography ,
PET)-CT & B #fi A B # %k, JF & CT  wi 3k
P% Wi 1% (magnetic resonance imaging , MRI) 55 P
T B I i e R n 28 U R B e A 1t B BV AT 2
FE R . i Ee R AR A R R B 4y R R
HERMZ R TR AT
1.3 Git*#irik

iz 1] SPSS 19.0 FAF AT GE it o0 A , T ELBTRE
PLn(%)$38 A7 @ Ko s iH e BORHL (x 25) H53A
K ¢ K 5 3L 2R 7 25 93T 5 Logistic 1813 434
PAFB A2 W7 B S O e 2, 2l 52 i3 T
YEFRHIE (ROC) 12 43 # o0 0 18, i £ 1 FR
(AUC)H /) HL R A Z #2505 P<0.05 R 22 5+ 4t
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2 #HR

2.1 il E RS R A LA
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2.2 Jiligs B i B 5 il s O B B R LT S
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®1 MESEBSHELBERBEENESET.
ALP &% CYFRA21-1 K FEEER (v +s)
Table 1 Comparison of serum calcium ion, ALP and
CYFRAZ21-1 levels between patients with bone metastasis
from lung cancer and those without (x+s)
g MiEFEF  ALP CYFRA21-1
(mmol/L) (um) (ng/mL)
i E R 57 2.61x0.32 107.79+42.32 26.86+8.94
i T H R 70 2484027  78.48+40.16 22.02+6.48

{8 -2.408 -3.972 -3.414
P1{E 0.018 0.000 0.001

x2 AEBEBEENMEEREMNFSSEF.ALP
B CYFRA21-1 K FLLE (x+5)
Table 2 Comparison of serum calcium ion, ALP and
CYFRA2I-1 levels in lung cancer patients with

different degree of bone metastases (x+s)

5 LA 55 2 1 ALP CYFRA21-1
- (mmol/L) (U/L) (ng/mL)
PEEET 12 2655032 96.11£36.92 21.89+8.56

ZREFER 45 271022 118.19+44.86" 28.58+7.71
I K 710 248+0.27  78.48+40.16 22.02+6.48
F1i 11.600 16.936 12.447
P 0.000 0.000 0.000
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R 5 A% i 0 AN (B
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3 it

B R A D i 7 B TR AN R B E B R
32 AN (5] s S B A 4 5 A B SRR, 24 T SCHK BT i

K3 MEFSEF.ALP.CYFRA21-1 7K F R HEE & X i E B EB SN &

Table 3 Predictive value of combination of serum calcium, ALP and CYFRA2I-1 levels in bone metastases from lung cancer

Ap AUC 95%CI ZH  ERE I S WURSE (%) Fp5E (%) P{H
MELE T 0611 0.520~0.696 2.182 0.190 >2.76mmol/L 33.33 85.71 0.029

ALP 0.682  0.594~0.762  3.853 0.278 >95.23U/L 57.89 70.00 0.000
CYFRA21-1  0.661 0.571~0.742  3.244 0.328 >25.31ng/mL 61.40 71.43 0.001

I 0.765 0.681~0.836  6.334 0.401 >0.459 70.18 70.00 <0.001
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Table 4 Logistic regression analysis
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L 35 %5 25 1.698 0.703 5.829 0.016 5.465 1.377~21.692
ALP 0.018 0.005 11.899 0.001 1.018 1.008~1.029
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. B AT PE A OB R o BIFSEER TR e RS T 5|
ap & B0 22 I B B RS 1 LR

CYFRA21_1
/5%

0 20 40 60 80 100
100 45 54

Bl MmiESEF.ALP & CYFRA21-1 K E iR B 7
BIi2 BT ROC &k 547
Figure 1 ROC curve analysis of serum calcium, ALP and
CYFRAZ21-1 levels in the diagnosis of bone metastasis of

lung cancer
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(8 ZE] Br 5 g MHIE M 2(B-arrestin2) M 85 W45 4 & 11 4 (RBP4) M L 45 A 1 4
(RBP4) #£ 2 BUBE AR P i 358 R SRR RO X R . ik #2018 4F 7 7 £ 20194FE 7 1 T8
B 4232120 1Y 117 151 2 RO PR 838 I R GOk, Forb & 01 2 RUBE IR MG 2 & 59 1 (A 41) , R G IFRE IR W
JEH 586 (B A1), [FRS A R 55 (] T A B 12 32 (B A & A o 2 . L% 3 41 B-arrestin2 . RBP4
J FGF-21 3Rk 16 B0, 3543 B 2 UK PR /2 F8 5 B-arrestin2 . RBP4 J& FGF-21 55 4 g A 7K - 1 46 ¢
P, R A B-arrestin2 /KK T B 4 MXTIRZH , A 4 RBP4 \FGF-21 /K15 F B 4 X R4, 22 71
BAS 23 X (P<0.05) ; A 20 HbAle . TC .\ TG ,LDL-C .HOMA-IS \HOMA-IR 7K V-3 % T B 40 Fixf B 4H

= S HA G4 L (P<0.05) , 11 3 40 HDL-C 7K F 5 25 5% TR GE 27 3 L (P>0.05) 5 L3 B-arrestin2
7K 5 HbAlc . TC . TG .LDL-C ,HOMA-IR . BMI . FFA . HOMA-IS 7Kk - & & 3% 1 #H 3¢ (P<0.05) , RBP4,
FGF-21 7KF- 5 HbAlc . TC . TG ,LDL-C ,HOMA-IR . BMI , FFA . HOMA-IS 7K - &2 & 3 IF A 3¢ (P<0.05) .
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= H L 2 BB R E E A R A EERCN 2 BOBR RS A TR YT IR

[X8i7] B-arrestin2; RBP4; FGF-21; 2 BUMEIRMG &2 5 BENR U

Expression of 3 -arrestin2, RBP4 and FGF-21 in type 2 diabetic foot and its

relationship with glucose and lipid metabolism

LI Gang'*, JI Yinxi’, FENG Yanbing’, GAO Yi', SONG Xiaofei', LI Song’

(1. Department of Orthopedics, Nanyang Central Hospital, Nanyang, Henan, China, 473000; 2. Department
of Endocrine, Nanyang Central Hospital, Nanyang, Henan, China, 473000; 3. Department of Traumatology,
Nanyang Central Hospital, Nanyang, Henan, China, 473000; 4. Department of Anesthesiology, Nanyang
Central Hospital, Nanyang, Henan, China, 473000; 5. Department of Gynecology, Nanyang Central
Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To study the expression of Beta arrestin 2 (-arrestin2) , retinol binding
protein 4 (RBP4) and FGF-21 in type 2 diabetic foot and its relationship with glucose and lipid metabolism.
Method The clinical data of 117 patients with type 2 diabetes who were diagnosed and treated in our hospital
from July 2018 to July 2019 were analyzed retrospectively. 59 patients with type 2 diabetic foot were regarded

as group A and 58 patients without diabetic foot were regarded as group B. At the same time, 55 patients who
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underwent a physical examination in our hospital were included as the control group. The levels of B-arrestin2,
RBP4 and FGF-21 in 3 groups were compared, and the correlation between (3-arrestin2, RBP4 and FGF-21 and
glucose and lipid metabolism in patients with type 2 diabetic foot was analyzed. Results The level of 3-
arrestin2 in the group A was lower than that of the group B and the control group, and the levels of RBP4 and
FGF-21 in the group A were higher than those of the group B and the control group. The difference was
statistically significant (P<0.05). The levels of HbAlc, TC, TG, LDL-C, HOMA-IS, and HOMA-IR in the
group A were higher than those in the group B and the control group, and the differences were statistically
significant (P<0.05), while the levels of HDL-C in the three groups were no significantly difference (P>0.05).
Plasma (-arrestin2 levels were significantly negatively correlated with HbAlc, TC, TG, LDL-C, HOMA-IR,
BMI, FFA, and HOMA-IS levels (P<0.05). The levels of RBP4 and FGF-21 were significantly positively
correlated with the levels of HbAlc, TC, TG, LDL-C, HOMA-IR, BMI, FFA, and HOMA-IS (P<0.05).
Conclusion B-arrestin2, RBP4 and FGF-21 are abnormally expressed in type 2 diabetic foot, and their levels

are closely related to the metabolism of glucose and lipid. All three promote the development of type 2 diabetic

foot and are expected to become a new target in the treatment of type 2 diabetic foot.
[KEY WORDS] pB-arrestin2; RBP4; FGF-21; Type 2 diabetic foot; Glucose and lipid metabolism
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fo PR — BRI o R PR AR R L A 2 A
A0 I A B A I A s AL R T, AT 5k R
B2 N T RS IR 5 BB B, T 5 |
K—ZANEF S B il 2 (beta arrestin
2, B-arrestin2 ) & I il 8 G, MU S 5107
G R PRI AZ AR A IR S Ak, 38 TR SR SR 1
RGN, Ml 2N ERS SRR, W
5 i 45 5 85 [ 4 (retinol binding protein 4, RBP4 ) J&
— AN R BRI R I A, TERR I AL 2R R4 6
SRS REIPTN L EY . A gE A F-
21 (Fibrob last growth factor 21, FGF21) J& il 41 4t 41
A A R - 5, AT AE I e S 58, R
W B =5 I 2R AT LRy B 4B T g . A
T X B-arrestin2 , RBP4 & FGF-21 7£ 2 B R
SRR IR S SRR A 1Y OC RIEATHIFST, R IR
B e b bR s 2 B AR, AOE G T .

1 RS

1.1 — R

S HF 2018 4F 7 A & 2019 4F 7 H AR %%
26 117 ) 2 BURE JR I BB I IR k), b &
It 2 RUBE PR 1L & (A 4) 59 1], K A 1 F R 9w 12
H (B 41)58 5 [w] i) 44 A [ 1A 55 4 F 7 B 42 52
f B ARG 35 4 Sl X R, i A7 R 98 X G2 I DR Rk
SERE A — ORI AR ) LR 25 R TG
Giitr L (P>0.05) , EA R M, Wk 1.

F1 3HE—BWERLE (x+s)

Table 1 Comparison of general data between 3 groups (x+s)

P JEAE X3
EE | (/47 A (ks EEL
25

AfH 59  24/35 48.59+5.71  36/23  0.80+0.13

B4 58  25/33 49.19+5.54  34/24  0.82+0.11
XRZH 55 23/32  48.91+5.33  33/22  0.81x0.15
YIF{E 0.071 0.170 0.070 0.340

PH 0.965 0.842 0.965 0.710

2 AFRIE : DAE I 18~60 % s QFF & R T AR
20 2 2 FOBH R SR R IR A2 Wirbs i s @REAE T
FEBE 2R YT, IR TE IR @B D g T i =
o OHEBR 1 BUBE PRI | 4k KM PRI A IR PR 5
ARG FHA 7 B s RGP R 55
1.2 Jrik

KA FI A BEFE X G R A IS R K I 6 mL, )
A Hoh—45 8.0 (3 200 r/min, 6 min, 1% 8
JEOK) B VS, BT 40CURAR R, SR FH il R
A E W R 5646 0 B-arrestin2 . RBP4 % FGF-21 7K
o R AR & (LIRS A R A BR A
Al 3543 3R 160123 ,20151106,20151123 ) 131
BikfT. U3 —HERHIEE BECKMAN CX8 14 [
Bl 2B Ak A3 A AR D 25 i 1M A (fasting blood - glu-
cose, FPG) . %% Ji§ Jifi 1% % (fasting insulin, FINS ) |}
b 1l 1. 25 A (glycated hemoglobin, HbAlc) % & %
& i £ 1 I [# % (high density lipoprotein cholester-
in, HDL-C) . = JIH [ fi% (total cholesterol,, TC) % %%
i g & FH H [# B (low density lipoprotein cholester-
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in, LDL-C) , H i =g (tri-glyceride , TG) . Ff-i154
figi i & HLPr 45 £ (HOMA -insulin resistance index |,
HOMA - IR ) =FPG X FINs/22.5, Ji & % 43 W 48
(HOMA - Bcell secretion index, HOMA -1S) =[ 20 x
FINS l/[FPG-3.5],
1.3 Gtk

K SPSS 18.0 # A AT GE it o0, TH AR
Phn(%) 3R, R ks, TH %R (2s) 3R
N, PIE AT e 430, Z2 40 )47 05 22 0 M 5 LA P<0.05
hESEAGIT R X

2 #ZR

2.1 341 B-arrestin2 RBP4 5 FGF-21 AL AL

A 4 B-arrestin2 7KFIL T B HFIXT IR, 22 5
HA G825 L (P<0.05) , A 41 RBP4 .FGF-21 /K-
YiE T B Al M A, 22 5% HoA G it 2f s L (pP<
0.05), W32,

+R2 3%4HB-arrestin2 RBP4 % FGF-21 RiXfERELE (v +s)
Table 2 Comparison of expression of (3 - arrestin2, RBP4
and FGF-21 in 3 groups (x+s)

- [B-arrestin2 RBP4
205 n (pe/ML) (ng/ML) FGF-21
A4l 59  254.36+20.13  22.65%1.79  2.35+0.74
B4l 58 313.56+19.63" 16.71£3.15" 1.83+0.59"
XFHEZH 55 385.21+18.95"  13.57+4.51° 1.13+0.56°
F1{H 635.74 111.48 52.46
P <0.001 <0.001 <0.001

Hate 5 AUEL, P<0.05;b 2 5% B4 LL#R , P<0.05,

2.2 3ABENREIKT TR

A 4 HbAlc, TC, TG, LDL - C, HOMA - 1S,
HOMA-IR 7KF-¥ 5 T B L FIN R4, 22 5 HAA 40
P12 X (P<0.05) , 1 3 41 HDL-C 7K F 45 2% 57
TGt E L (P>0.05), lL# 3.
2.3 2 RUBHIRIE B B-arrestin2 \RBP4 JZ FGF-
21 SRR AR KT B A M

113 B-arrestin2 7KF-5 HbAlc . TC . TG.LDL-C .,
HOMA-IR .BMI . FFA .HOMA-IS 7K - & i 2 11 /]
% (P<0.05) , RBP4, FGF-21 /K ¥ 5 HbAlc, TC,
TG .LDL-C .HOMA-IR .BMI ,FFA .HOMA-IS /K ¥
I EIEA S (P<0.05), WL 4,

3 it

W R FE A2 2 B R s S8 2 d5 ™ H ) 08 M T
JRAE Z— , 2= J] Bl I 45 728 R A 28 95 A8 3 [] 4
LS SRyt B s T 3 I, RR T U P XU TR B
By n R ONRE PR R R AR R T AR
16 RUZR T DAt 38 R AT T FR0R T, 6T T B0 IR
I 2 I R AR R R R

17 7 4 B\ A R B HEPT (insulin resistance ,
IR) A 85 BB A IR AR 2560 5 2 BUBR IR 1) &
A S BORR G, e i I INLRE X I PN 2 4 ) A
P 2 B A el AR PN Bz 240 B B 4T B L D R L T BN B2
WA TR & ke T BE T [ A K 3l kR B 5 ) 1 A
AT PRI R BT . T IR 58 5 3R A2 AR %K
H R JBE B 2R BRI A G T 2 BB IR 2 iR

x3 3AMERKRBIAKTFELRE (v+s)

Table 3 Comparison of glucose and lipid metabolism levels in the three groups (x+s)

Bl A (n=59) B 4H (n=58) X BEZ (n=55) FAH Py

TC (mmol/L) 6.59+1.15 5.39+0.63° 4.53+0.79" 77.77 <0.001
TG (mmol/L) 3.57+0.79 2.21+0.51" 1.37+0.56" 175.57 <0.001
HDL-C (mmol/L) 1.35+0.31 1.39+0.16 1.31£0.36 1.09 0.339
LDL-C(mmol/L) 4.89+0.57 3.27+0.23" 2.34+0.19° 677.64 <0.001
HbAlc(%) 6.69+1.21 5.57+0.31° 4.93+0.17" 83.62 <0.001
HOMA-IS 4.91+0.85 2.75+0.63" 1.78+0.31" 357.68 <0.001
HOMA-IR 0.85+1.34 5.97+1.52" 3.31+1.27 323.86 <0.001

HWra e A4LIEEL, P<0.05 ;b 2 5 X R4 L #, P<0.05,

F4 2BIERFER B E B-arrestin2 RBP4 & FGF-21 SRS R /K FAIHH K S
Table 4 Correlation analysis of -arrestin2, RBP4 and FGF-21 with glucose and lipid metabolism in type 2 diabetic foot patients

HbAlc TC TG

LDL-C

HOMA-IR HOMA-IR FFA HOMA-IS

FiAs it

rfi P - PE i PH

r{i PE

ffi P8 rfH PE 8 PE rH P

B-arrestin2 —0.715 0.011 —0.631 0.007 —0.7450.005 —0.764 0.009 —0.957 0.016 —0.871 0.011 —0.613 0.006 —0.736 0.003

RBP4
FGF-21

0.981 0.034 0.798 0.021 0.746 0.004 0.613 0.01
0.798 0.035 0.971 0.043 0.461 0.001 0.715 0.023 0.795 0.015 0.794 0.005 0.785 0.013 0.639 0.004

0.657 0.013 0.941 0.035 0.641 0.004 0.671 0.001
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Evaluation value of peripheral blood miR - 23b - 3p expression level in the

condition and prognosis of children with severe pneumonia

WU Ying', LIU Chenggui**

(1. Department of Pediatrics, Chengdu Women and Children’s Central Hospital, Chengdu, Sichuan, China,
610074; 2. Department of Laboratory Medicine, Chengdu Women and Children’s Central Hospital, Chengdu,
Sichuan, China, 610074)

[ABSTRACT] Objective To study the value of peripheral blood miR -23b-3p expression level in
evaluating the condition and prognosis of children with severe pneumonia. Methods From June 2017 to
December 2019, 180 cases of children with pneumonia were selected, 76 children with severe pneumonia were
enrolled in the severe pneumonia group, 104 children with common pneumonia were enrolled in the common
pneumonia group, and 80 healthy children in the same period were selected as the control group. The expression
of miR-23b-3p in peripheral blood was detected by fluorescence quantitative PCR. The serum contents of tumor
necrosis factor-a (TNF-a) , interleukin-6 (IL-6) and interleukin-10 (IL-10) were detected by enzyme-linked
immunosorbent assay. The 28 - day survival was observed. The difference of cumulative survival rate was
compared by KM curve, and the value of miR-23b-3p in predicting survival was analyzed by ROC curve.
Result The expression level of peripheral blood miR-23b-3p in the severe pneumonia group was lower than

that of the common pneumonia group and the control group. The WBC, ESR, CRP levels, APACHE II score,
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serum TNF-a, IL-6, IL-10 contents in children with low miR-23b-3p expression in the severe pneumonia group

were higher than those of children with high mir-23b-3p expression, and the 28d cumulative survival rate was

lower than that of children with high mir-23b-3p expression. ROC curve analysis showed that mir-23b-3p had

predictive value for the 28-day survival of children with severe pneumonia. Conclusion the low expression of

miR-23b-3p in peripheral blood of children with severe pneumonia is related to the aggravation of the disease

and the activation of inflammatory reaction, and it is valuable for evaluating the survival prognosis of 28 days.
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different mir-23b-3p expression in severe pneumonia group
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Serum levels of IL-17A, Betatrophin and soluble CD68 in patients with PCOS

and their relationship with ovarian function
XI Yandong*, SHEN Ziwang, BAI Hong
(Department of Gynecology, Yinchuan First People’s Hospital, Yinchuan, Ningxia, China, 750001)

[ABSTRACT] Objective To investigate the serum levels of interleukin-17A (IL-17A), Betatrophin,
soluble CD68 (sCD68) in patients with polycystic ovary syndrome (PCOS) and their relationship with ovarian
function. Methods From April 2016 to April 2019, 102 PCOS patients in the Department of Gynecology of
Yinchuan First People’s Hospital were selected as the study group, and 48 healthy physical examination patients
in the same period were selected as the control group. Serum levels of IL-17A, Betatrophin and sCD68 were
compared between the two groups, and clinical data of patients with different ovarian responses in the study
group were compared as well as serum levels of IL-17A, Betatrophin and sCD68, to explore the correlation
between serum indicators and clinical indicators of ovulation induction and ovarian response, and the correlation
between serum indicators and clinical indicators. Results The levels of serum IL-17A, Betatrophin and
sCD68 in the study group were higher than those in the control group, the difference was statistically significant
(P<0.05). The serum levels of IL-17A, Betatrophin and sCD68 in patients with low ovarian response in the

study group were higher than those with normal ovarian response, and the difference was statistically significant
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(P<0.05). There was a positive correlation between serum IL-17A, Betatrophin, sCD68 and homa - insulin
resistance index (HOMA-IR) , serum luteinizing hormone (LH)/follicle stimulating hormone (FSH) , anti-
Miillerian hormone (AMH) , the difference was statistically significant (P<0.05). There was a negative
correlation between serum IL-17A, Betatrophin, sCD68, HOMA-IR, LH/FSH and ovarian reactivity, and a
positive correlation between serum AMH and ovarian reactivity , the difference was statistically significant (P<
0.05). After controlling for HOMA-IR, LH/FSH, AMH and other factors, serum IL-17A, Betatrophin, and

sCD68 were still significantly correlated with ovarian reactivity, and the difference was statistically significant

(P<0.05). Conclusion

The levels of serum IL - 17A, Betatrophin, and sCD68 in PCOS patients are

significantly increased, which are closely related to the patient’s ovarian function and insulin resistance, and are

negatively related to the patient’s ovarian response to ovulation induction therapy.

[KEY WORDS]

function

ZPEYN ELEG1E (Polycystic ovarian syndrome ,
PCOS ) Je: IIfei PR UL 1) 2 1 9 0 W 56075 , 93 % 5%
~10%""", WF5E45 1Y, PCOS A] 54 2 %% R .0
ARG LA K5 PR TSR 1 e A DRSS, ™ R il
B OMEERE? . PCOS HH & LA BEHL AR 5T 45
Z ABEHTH IS, Hrh 18 M R0 B 5 50 1
KA R BRI, F 4B/ 2 -17A (Interleukin-
17A, IL-17A) $73IF 52 7E PCOS & IR Py k14 i,
Al E R . WM CD68 (Soluble CD68,
sCD63)AE Ay FLAZ /[ s 20 i %) Ao S e 1T 43 F- s o
Yy, P B0 BLR - N RS ORE 1 R A R T R B R
ZVEHM, 4, Betatrophin f&— Bl & BLAY 52
BRI BT, BlaA S R i A | e o i
N EAE T, 78 PCOS S RN Rk T, 3
F I, AT 223843 B PCOS 8 & ¥ B IL-17A
Betatrophin , sCD68 3 ik 7K - & 5 U 5 I fig (1) 5%
R, BIERIGIRIG T AR S LR S 5

1 RS

1.1 — R

YEHL 2016 4F 4 H & 2019 4F 4 4RI 4 — A
R B i 102 151 PCOS HE VR M gE 4L, 55 Bt A
1] 48 19 fi FREAR G & 1 Xt BB . 98 A i . OBF
FABIFFH PCOS ZWibn i, ) B 4H 345 hy fA ke 45
RIEHH ;@A E7 0880 R AT, BERCA 78 AT 5
@l 24~ H AR i R 258 i R RN
F25; @ H & AR @FIRADFY, O 45 W
AT HEBRBRAE : QOKE ploges 835 ; QNG b7 &
s QUMLK RGN B ; D4 B IR MEBNG 3 5
OA IR T ERIE BRI | F R A8
SR P O E O R I REAN A

Polycystic ovary syndrome; Interleukin-17A; Betatrophin; Soluble CD68; Ovarian

1.2 ik

T IE Y 2 R G i AT HE IR YT, Hr sk
IRIT 34 5 AR AR B BCEAL 5P 5L R 7, 4 il 14 A
L HE D ) HH B R<<5 A4~ B SIS g, AR DR R>5 4
ONEEHE ROV . JRITHT, TH &k 2~5d,
SRAEWFFE X G223 IE Ik 1L 6 mL, LA 3 500 rpm 7% 34
B A FE S min, BUMLVE bR A & T -70CHR % FF
xR FH OB AR 2 O il R 0 92 W8 86 32 A DU ot 45
IL-17A . Betatrophin . sCD68 7K~ , 57 & 43 5 A
IR B AE ) B 25 PR w7 i AR R
FeA BRA A RS A8 I AR YRR A R A A
PRAE S B0 & B T
1.3 WEHEIR

O 7T 4 5 %) B4 1M 3 IL-17A | Betatrophin |
sCD68 /K-, 5T 4 A [F] B 5 52 I 78 35 I PR %
A ML TL-17A  Betatrophin . sCD68 7K, IIfi IR 7%
B8 AU A R A5 A I R PR
sORZEAERR T s R H AL KRR
§1 BMI, JBE 5 % HK Pt 78 %0 (Homa - insulin resis-
tance, HOMA-IR) . Ifil ¥ 25 & 4= i 2 (Luteinizing
hormone , LH) /53 {3 41} Z (Follicle stimulating hor-
mone, FSH) . $it 2 #)) 4 i & (Anti - Miillerian hor-
mone , AMH) , HOMA-IR=7% 5 Ifil ¥ x 75 i Jj& 1 25/
22.5; BUMLTE FRAS | 2R A 27 A 0 5038 43 B v 4 T
I3 LH M FSH 7K, 120550 &0 B TR Y130 B A= 4 =
ST LR A7 BR A | 755 LH/FSH {5 >R H g HK
B P2 W o A 117 AMH K- 3805 &5 ) 5 30T
Wi AEY R A RA R OFFIME IL-17A
Betatrophin ,sCD68 . Ilfii K ¥8 5 5 B 58 5 1w M A9 4H G
P, K I3 IL-17A  Betatrophin . sCD68 5 Ilfi IR 45
RAHSCPE



- 1338 - BNTEW SR T4E 2020410 4 45124 45104 T Mol Diagn Ther, October 2020, Vol. 12 No. 10

1.4 gitnk

K SPSS 22.0 FPFHEA T R AL B, T Bk
PI(R+s) o, R e iR RN n(%) 3251,
K 2 6, 38 5 Logistic #E4T 22 & 1815434 , %
JH Pearson AT AR ICHE ST , P<0.05 Jy 26 A7 B 1

PR
2 #XR

21 WA~ RFORHR

Xt EE P A I A A e PR S AR R
F8 40 (Body Mass Index , BMI) W AR A1 1% ¢ Hﬁ
B, 2R IEIFE L (P>0.05), WK1,

x1 FH-MABLE (2(%), (x+5)]
Table 1 Comparison of 2 groups of general data

[(n(%),(xxs)]

x3 TEMERMBZFRREL (n(%), (xzs) ]
Table 3 Clinical data of different ovarian responses

[(n(%),(xxs)]

IIEAR  BRSRIEHR

sl popiikiEl .

nH (n=102) (n=48) i Pl
TR (%) 31.15#4.35 29.86+5.71  1.528 0.129
VAR (%) 13.48+1.61  13.15£1.49  1.197 0.233
PEAIE S (4F)  5.39+1.09 5.61x1.26  1.096 0.275
BMI(kg/m?)  2591%1.77 25.46x1.58 1502 0.135
"&iﬁl 0.388  0.533
P 26(25.49)  10(20.83)
5 76(74.51)  38(79.17)
el 0.558  0.270
ik 20(19.61) 7(14.58)
w 82(80.39)  41(85.42)

T G R S B H K T =2 R SR =2 00, R JE R =1 0 W
TR S B RAR=1 32, SRR ] >6 A .

2.2 WFF A5 X B4 1L IL-17A | Betatrophin |
sCD68 7K

W 5 41 L7 IL-17A | Betatrophin , sCD68 7K ~F-
B IR &, 2 A Gei B L (P<0.05) , L3 2,

#2 WHEME IL-17A Betatrophin,sCD68 K FLLEE (v +5)
Table 2 Comparison of serum IL-17A, Betatrophin and
sCD68 levels between the 2 groups (v +s)

TR NERE O RNERE 0yl P
(n=48) (n=54)
(%) 31.56+4.17 30.73+4.52  0.960  0.339

WIEAEIS (%) 13.74+1.59 13.21+1.63 1.658  0.100

SRR (4F) 3.27+1.02 3.14+1.06 0.629 0.531
PEAETE D (4F)  549+1.13  5.28+1.05 0.973  0.333
ZEIRIN ] (4F)  6.43+1.27  6.17+1.31 1015  0.313
ARZELERR(4E) 2842051 2.7520.54  0.862  0.391
IR DEEZE ) 0.003  0.959
el 14(29.17)  16(29.63)

JG 34(70.83) 38(70.73)
i 0.060  0.807
H 8(16.67) 10(18.52)

Jo 40(83.33) 44(81.48)
Kigisfe s 0.039  0.844
H 16(33.33) 19(35.19)

Jo 32(66.67) 35(64.81)

BMI(kg/m?) 25.77+1.71 26.04=1.83 0.767  0.445
HOMA-IR  5.53%1.14 3.2620.82 11.635 <0.001
LH/FSH 1.8420.30  1.23x0.27 10.809 <0.001
AMH(ng/L)  0.40£0.06 1.53+0.35 22.070 <0.001

- IL-17A Betatrophin sCD68
2H 51 n
(pg/mL) (pg/mL) (pg/mL)
WF9E4l 102 18.75%3.52  178.34+48.19  2.22+0.41
XHHReH 48 5.07+1.03 106.12+35.26  1.68+0.30
M 26.358 9.274 8.150
P1E <0.001 <0.001 <0.001
2.3 AN[F IS s N7 A I AR R

S 7] BF 8 5 7 PE B % HOMA - 1R | Ifil V& LH/
FSH.,AMH /K FE M, 2 %1 G il 2% 3 L (P<
0.05), W3 3,

2.4 AN[A B W 8 A I3 IL-17A  Betatrophin |
sCD68 /KF-

BF S AL S AR I3 IL- 17A | Betatrophin
sCDG68 /K- Bl S I [ B R v 22 5 G o
X (P<0.05), lF 4,

F4 AEUIE R EZEMTE IL-17A  Betatrophin,,
sCD68 7K FEL B (x£5)
Table 4 Comparison of serum IL-17A, Betatrophin and

sCD68 levels in patients with different ovarian reactions

(xxs)
o 3 IL-17A  Betatrophin = sCD68
- (pg/mL) (pg/mL) (pg/mL)

PREACR N B 48 23.3144.72 211.46+53.37 2.57+0.52
UYETE W RN B 54 14.70+3.06 148.90+42.08 1.91+0.23
HE 11.048 6.609 8.447
P4 <0.001 <0.001 <0.001

2.5 L7 IL-17A Betatrophin ,sCD68 . IIfi K15 ¥ 5
URE N FANA DB SER

Pearson AH OC ¥ 43 #r W7, Il 3 IL-17A |
Betatrophin , sCD68 . HOMA-IR . LH/FSH 5 5 £ )
I P 5 A DG, AMH 5 P 8 B by P 52 E A G (P<
0.05), %5,
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Table 5 Relationship between serum IL-17A, Betatrophin, sCD68, clinical indicators and ovarian reactivity
HiH IL-17A Betatrophin sCD68 HOMA-IR LH/FSH AMH
; r i P1E r 18 P r 1 P r {8 P{H r {8 P{H r {8 P{H
PRE R N -0.539 <0.001 -0.602 <0.001 -0.497 <0.001 -0.714 <0.001 -0.822 <0.001 0.803 <0.001

2.6 IfiL7f IL-17A ,Betatrophin . sCD68 5 Il K8 b5
(IESES
Pearson AH 5 P4 43 #7 , Il 74 IL-17A (r=0.524 .

2.0

8 2.5
A 2.5 B C
6 2.0 15
&
= Z 15 =
S = S 10
S T 10 <
= 05
2 05 8
0 0.0 0.0
0 10 20 30 0 10 20 30 0
IL-17A IL-17A
2.0 2.5
F c * H
15 L6 2.0
e Z Z1s
Z 10 S £
= =
% 4 10
0.5 2

0.0 0 0.0
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Betatrophin sCD68
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IL-17A

sCD68

0.725.0.514) . Betatrophin (r=0.695 . 0.632 . 0.597) .
sCD68 (r=0.328. 0.485 . 0.540) 5 HOMA - IR , LH/
FSH ,AMH 2 1E#H5¢(P<0.05) , WL 1.

25 E
2.0

E 15

T 10
05

0 0.0
20 30 0 100 200 300 0

Betatrophin

100 200
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0.0
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TE : A HILTE TL-17A 55 HOMA-IR HYRE P 5 B A UL TL-17A 5 LH/FSH A9 HE 1k s C A 1L TL-17A 5 AMH B XEE ; D W17 Betatro-
phin 5 HOMA-IR [ #H 3¢ ; E 4 Ifil 7 Betatrophin 5 LH/FSH (1 #H J¢ 14 ; F Jy IfiL ¥4 Betatrophin 5 AMH (¥ #H X 5 G M 1L sCD68 55
HOMA-IR fAHSGYE ; H WML sCD68 5 LH/ESH H A& ; T ML sCD68 5 AMH A HH 1
1 I IL-17A Betatrophin, sCD68 5 &K IEFRHI X &
Figure 1 Relationship between serum IL-17A, Betatrophin, sCD68 and clinical indicators

2.7 ZongkEZA MIE T

Z Ik B A 1A 43 #7 , ¥ HOMA-IR \ LH/
FSH . AMH 45 HAh [A & 45 J5 | 1L IL-17A | Be-
tatrophin . sCD68 {15 5 Bl 51 Jz i 14 2 3% A 5C (P<
0.05), L& 6,

®o ZRLEMERSEEFSH

Table 6 Multiple linear stepwise regression analysis

R, 5 BRI 85ie—8. IL-17A KFFm ]
B S 2 M A 7 etk R AE
TR R 3 A B e R P T
SN, JRAE I o7 35 AT fE E R 5 R ARBL, NS 5
PCOS k1. fFgtsh, BRI 12 0 A 7E £
PEA S R GG 5 LR T PSR L 1
N PE RGP RS R BURAE AN, ] B 2
Tl g6 PR 11, CD68 3= B 7E B A% 410 M | 1k 2

L7 A0 I A5 20 i R 38 Bl R R W A i e T
SERRRCY, )2 N AR AR S AR
MR, ARG &K P, PCOS 4 L sCD63

[ AR 1 M A5 S.E. B i PIH
B 1.014 - 7459 <0.001
« ‘ IL-17A  0.035 0.606 6.148 <0.001
OSSR Betatrophin  0.048  0.693 8.035 <0.001
sCD68 0.020 0.711 7.228 <0.001

3 i

PCOS 37 3 A 3t A& F R B R R (1 LRl 2 i , &
WAL & 2, SCHRIGE UE 52, PCOS o 2504 T
— AR B M R RE IR A, RAE 5 R B R AU B
SR, I & FLFE PR T PCOS 0 & 4 5 K

ARWFFE K& B, PCOS H & Il IL-17A 35 K-
B TR RERK |, 325 PCOS 5B 3 &b T 18 48 i

TKAETF R R RAS  H7R LS sCD68 ik = 1]
HES 5 PCOS M & . AWF5T 4 % BH, Betatrophin
15 PCOS H 3 L Hh &2 5 3 i R IR, T BES
5 PCOS 19 % = . Betatrophin i Yi P %" F 2013
AEAE IS R AT/ BRI TP RO B 44 L AR
B 5 Z AT 5 IE G A 533 Betatrophin,  H.
LTS 7R, Betatrophin 7] A3 1< 4101 i B 15 Bt 1%
P, T BRI, A2 2E PCOS i & R N B Bg R
AL, 25 PCOS Wy &4 K
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AW 5 HE — 25 30 3 A OGS B & B, Il T
IL-17A . Betatrophin .sCD68 5 HOMA-IR . LH/FSH
AMH £ IEAH X, H  HOMA-IR J& Jz B HL AR JiR 5
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OSAHS - ADMA . 25- 1241 3 D #1 BMI 284k J2
H 59500 ™ R A YRS

weesh PR

(¥ E] B 0T B S MR T 0% 2 500 LR 5 1E (OSAHS ) /B % — H ZEHS 20 (ADMA ) |
25-F4E4: & D(25-OHD) AR BT 48 55 (BMD) A8 4k S5 g - SRR A G . 3% I 20184F 5 A %
2019 4F 7 H A Bt OSAHS f 2 60 175 S WS 4, HR 4% T 0 7 45+ 1% 38 S 45 £k (AHD) ¥ OSAHS 3% 5y %
(5 R/M<AHI<20 ¥ /h)20 ] 41 (20 R/M<AHI<40 ¥ /h) 20 5] T FE (=40 ¥/h) 20 5, 55 26 BUA Bz [7] A
IRK AR B2 35 BIME R X HRAH . K45 2H %303 1M 55 ADMA  25-F2 47 K D K AR B HE 50 (BMI) ,
W P 45 A R HI 5 ER U0 e D ) 5 P B BP0 , s Bk i S 8 % [ 1 55043 K (PaO,) R ALk
53 . (PaCO.) | It 4L 1L FH B2 (SaO.) (PH {H ], MW A8 A PR B 452 1 450 AV SR B I IR 45 {18 S 2
(AHD) " F U — A5 BRI R ZER A TAR e dT . SR P B 7E W 35 &R (ADMA ) |
BMI B FXF HR 4, 25- 246242 R D B B AL X R, 22 7 A8 G124 5 L (P<0.05) 5 LA 70 BT : OSAHS
20 PaCO, 7K V- F 1E 5 % AL, 1 PaO, . SaO, ,PH /K P-IGF IE 3 % R4 , 25 A G272 L (P<0.05) ; i
MR 225 4] A IR Vs R 0D i T G s ] i P R 8 R L X R A B R P[] /N 1 1 0 R, 25 S A it
X (P<0.05) ; MU A bR OSAHS ZH I W87 45 U 40 ARG B AHT W I & X BR A, 22 e e i
7 X (P<0.05) ., Pearson #3420 M1 & BRI ADMA \BMI 15 OSAHS #5955 2 o A8 B TE AR 56, i
25-# 4k E DM, (P<0.05), Zit ADMA BMI AR IAI 25-F2 4k 2 D A9/ n] B 3% 530 OSAHS
7= A LR R Pl 0 ADMA |\ 25-F: 442 % D #1 BMI X OSAHS B8 B 2 3,

[ ] HILR SR 25-784E4: K D R TTREAEE; PHZEME MR AR P I 245G LR B AiF 5 PRI
ZEALIEEL

Correlation of ADMA , 25-hydroxyvitamin D and BMI with severity of OSAHS
TAN Xiaochun, YIN Fengxian*
(Daxing Teaching Hospital , Capital Medical University , Beijing, China, 102600)

[ABSTRACT] Objective To investigate the correlation between the changes of ADMA, 25 -
hydroxyvitamin D, body mass index and the severity of obstructive sleep apnea hypopnea syndrome (OSAHS).
Methods 50 cases of OSAHS patients in Our Hospital from May 2018 to July 2019 were selected as the
observation group. According to the apnea hypopnea index (AHI) , the patients were divided into mild (5 times
/h<AHI<20 times/h) , moderate (20 times/h<<AHI <40 times/h) , and severe (=40 times/h) 17 cases. The levels
of serum ADMA, 25-hydroxyvitamin D, body mass index (BMI), sleep structure: sleep latency, total sleep
time, total wake-up time, wake-up times, arterial blood gas indicators: PaO., PaCO., SaO., pH value,
respiratory indexes: apnea times, hypoventilation times, temporary breathing Apnea hypopnea index (AHI)
was used to collect general information and clinical data for correlation analysis. Results  The serum levels of

ADMA and BMI of mild, moderate and severe patients were significantly higher than those of the control

EATR B KR AR ERASRAES P (4201926284)
VeF s AHEARFRAKFER TR £ E8EFFA, LT 102600
*BAEHEA . FRE, E-mail : yishi20061114@163.com
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group, and 25-hydroxyvitamin D was significantly lower than that of the control group, The difference was
statistically significant (P<0.05) ; blood gas analysis: the level of PaCO. in OSAHS group was higher than that
in normal control group, while PaO,, SaO, and pH levels were lower than those in normal control group, the
difference was statistically significant (P<0.05) ; sleep structure: sleep latency, total time of awakening and
times of awakening were greater than those of normal control group, and total sleep time was shorter than that
of normal control group, the difference was statistically significant (P<0.05) The number of apnea, times of
hypoventilation and AHI in OSAHS group were significantly higher than those in control group (P<0.05).
Pearson test showed that serum ADMA and BMI were positively correlated with the severity of OSAHS, while

25-hydroxyvitamin D was the opposite. Conclusion

The increase of ADMA, BMI and the decrease of 25-

hydroxyvitamin D can directly lead to the generation and development of OSAHS. It is important to control and

improve ADMA , 25-hydroxyvitamin D and BMI for the prevention and treatment of OSAHS.
[KEY WORD] ADMA ; 25-hydroxyvitamin D; BMI; OSAHS; AHI

L 25 4 B RS PP 7 %87 45241 3 X0 2554 4iF (Obstruc-
tive sleep apnea hypopnea syndrome, OSAHS ) J& —
ot DAL e A e MU B A 0 , G 5 SR i 2 e IR A0
(] 3 b R S A ) A A 1 e A 5 S 2 )
FREEPE A8 Behs o i T OSAHS 25
N S NS N (o =W 1 S S T TS 2
OSAHS By 312 W H A B A Il R s WF
GERW A 4 AR R AL I e 2 R B
OSAHS 1y & Jii ==, —HIHA5 %R (Dimeth-
yl arginine , ADMA ) /2 IfiL 5 5 45 1) 245 45 25- 52
i R D WS H A =Y o, iR
J5t 12 45 28 (body mass index , BMI) #) 72 iz H Tt
FERIZ I, HATE X OSAHS fYi2 B 5 %2 Ay i
6 I FSE AR A KT , T BT X ADMA | 25- B 454 R
D .BMI 45 OSAHS X R Wb o I A i 5%
DU [ 0 F2 B2 19 OSAHS H 3 A FT X 42, K6l
F UL ADMA |\ 25- 32425 3 D Al BMIKF, #8
P FIRFEAR 5 OSAHS 5 i 5 g )™ o A JIE
BAFAEMIENE , i OSAHS B2 Wi 53697 $R AL (1)

wit.
1 ABSHE

1.1 — ek

YEHL 2018 4F 5 H & 2019 4F 7 A Sk A B2iBI7 1Y
OSAHS 4 60 1], it A 8 B4 G (BH 28 % i i
P B 15138 R 8 A AR 12 R 48 7 ) OSAHS 12 Wik
WET AR A5HICE S 2 (AHD ¥ OSAHS & &
g3 iR v R4 4% 20 £ (5 UX/h<AHI<20 {X/h
20 YR /h<AHI<40 ¥ /h =40 Y /h) , % 5 R 14K (g
BB 35 0 0 PR ZH . 4 3238 P AR L
B, ERILGE I FE X (P>0.05), WE 1, ZikH

F1 ABZTRE-MRBEBIN (x25)
Table 1 Comparison of general information between the

4 groups (x+s)

2H 5 n PRI (B 14) P (R)
X iR H 35 10/10 41.23+3.2
Y 20 10/10 40.65+4.3
R 2 20 10/10 41.71£3.7
HAL 20 10/10 42.46+2.8

iy 8 0.000 0.273

P1{E 1.000 0.752

T MR IR S B R E, FIRA B e 2
GL oA UE
1.2 Iili% ADMA .25-}24:4: % D J BMI

WA 2 25 12 8 h # ki 3 mL, 36C |
4 000 r/min 30 min .0 , #% # ELISA 357 & 15 B
P CR =R AR BRI L JZ 117 ADMA | 25-#%
A D o M2 iE B R, SR H BMI
A AR BMLAE bR [BMI={E# (kg) / B 5
(m)xE & (m) .
1.3 SR IEAHOCHE b e

P8 4 3718 25 18 8 h 3l ik afil 2 mL, >k A i
AT AL MB-3100-D il 7 ifil % 43 & (Oxygen par-
tial pressure , Pa0,) . — %8 fk. %k /3 J& (Partial pressure
of carbon dioxide , PaCO,) . Ifil % {f1 F1 £ (Oxygen sat-
uration, SaO,) .PH {H 5 Sl Ik il 57K F- 5 fiff FH AR
I R AV 300 A 57 ol 2R 72 W ) AL, I 8% 2B 52 YR 0 A1
AR W B R =7 h) 5 R F 25 E AT R 2 A
Aliced Z-FHEAR A ST E % 5 (1 REAR S5 AL S
REERRVERORID] | s RIS (i) | B SRS ] | BV B
1.4 SEitortr

K1 SPSS 24.0 B A 53 A1 25 LA 5 1 Bk
Ph(x+s) 3R, I LLBCR ¢ R 00 5 THERCRERER
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n(%) , LW H 7 K55 5 38 33 Pearson £ 56 43 AT W0 2H
BOHE A O R<0O 2R T4 ¢, R>0 3R /R IE A ¢,
P<0.05 ZREFA 2R X

2 HR

2.1 IOk AR HR L
AH EE T 08 R, AR 4 I R 5 R A <
URKI . AHL B HR TR ORI 5 I I T R

WiE, ZR A% 1% E X (P<005), HEY
OSAHS ¥ ™ B R B IEAH G o I A5 5 s, A
XF T HR2H , He 3 2 ADMA . BMI 7K F- (1) B i 3¢
o, 25- 5 4E A E D M B>, R A G E
X (P<0.01), H.55 OSAHS %5 ™ L B A . 1L
SO HThE S B N E , PaO. . Sa0. ,PH /K-
B AR, PaCO KB L TR, Z R A ST B
X(P<0.01), WLF2,

®2 ABAZTIKEZTHEMIEIRILE (vxs)

Table 2 Comparison of various detection indexes among 4 groups of subjects (x =s)

FeAR YHRH (n=35) RFH(=20) FPIEFH(n=20) FEHEH(n=20) F{H P{H

ADMA (ng/mL) 01.11+3.22 117.92+1.34 134.28+2.23 152.12+5.21 11.22 0.00
25-F4EEE (pg/l) 27.55+3.24 20.12+1.22 16.42+5.73 11.37+4.82 12.23 0.00
BMI(kg/m?) 20.17+1.34 22.34+1.25 24.17+2.31 27.44+1.53 9.34 0.00
PaO,(mmHg) 97.42+1.31 00.12+2.17 85.24+3.23 81.56+4.28 8.56 0.00
PaCO,(mmHg) 36.23+4.14 40.12+3.17 49.43+4.32 52.33£5.83 11.34 0.00
Sa0.(%) 97.96+3.24 03.74+2.45 90.45+3.76 84.13+4.33 11.54 0.00

PH 7.38+0.05 7.27+0.09 7.22+0.06 7.11£0.12 7.96 0.00
I V5 £R: 30 (min) 27.62+4.23 34.12%6.75 45.47+5.22 58.92+7.11 12.34 0.00
S HEBR A ] (min) 452.73+51.22 418.23£53.78 340.17+57.47 297.46+61.21 13.46 0.00
T 2 B A] (min) 56.48+7.11 69.57+6.78 78.67+7.23 02.34+8.32 17.35 0.00
B BER AL () 5.32+0.72 6.75+0.89 8.76+0.95 0.83+1.04 11.43 0.00

PR 455 R B (UK ) 159.34+63.72 178.53+57.98 191.47+54.37 214.00+£73.12 2.97 0.03
AP AR B () 72.27+17.34 75.44+18.73 84.37+19.47 89.98+23.21 2.74 0.00
AHI(h/¥K) 24.37+4.56 27.54+3.78 30.17+2.94 32.87+3.57 4.65 0.00

2.2 FHRVEST £3 ZiXEMB ADMA 25 REEEDBMIL 5

OSAHS £ # ADMA .BMI 5 Pa0, . Sa0, .PH .
S B G Ao [R] 52 674 G , 55 PaCO, | I I B 52 TR B
I8 UK ER L AHI B IR VR AR o 1 B (]
MR R B 5 IF M 6 (P<0.05) 5 25- B 44 £ D 5
Pa0. . Sa0, . PH . & [ A% i) [7] 522 1E A1 56, 55 PaCO. .
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Correlation analysis between the level of hrHPV E6/E7 mRNA load and
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[ABSTRACT] Objective To analyze the correlation between level of high - risk human papilloma
virus (hrHPV) E6/E7TmRNA load and cervical intraepithelial neoplasia (CIN). Methods A total of 176

patients who were diagnosed with cervical lesions in our hospital from December 2016 to June 2019 were
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retrospectively analyzed. Among them, there were 144 cases in CIN group (62 cases at grade I, 45 cases at
grade Il , 37 cases at grade Ill ) and 32 cases in the cervical cancer group. Another 50 patients with chronic
cervicitis who were admitted during the same period were enrolled as the chronic cervicitis group. The cervical
deciduous epithelial cells were collected aseptically. The grades of cervical cytology Bethesda System (TBS)
were detected by Thinprep cytology test (TCT). The levels of 13 hrHPV DNA loads were detected by hybrid
capture- II (HC-1I ). The levels of the 14 kinds of HrHPV E6/E7 mRNA load were detected by branched-chain
DNA. The differential diagnosis values of hrHPV E6/E7 mRNA and hrHPV DNA load in CIN was analyzed by
ROC curves. The correlation between hrHPV E6/E7 mRNA, hrHPV DNA load and severity of CIN lesions
The hrHPV DNA and hrHPV E6/E7 mRNA load
were the highest in the cervical cancer group, followed by the CIN group and the chronic cervicitis group (P<
0.05). AUC of hrHPV E6/E7 mRNA for differential diagnosis of CIN and chronic cervicitis was 0.816 (P<
0.05) , AUC of hrHPV DNA for differential diagnosis of CIN and chronic cervicitis was 0.561 (P>0.05) ,
AUC values of hrHPV E6/E7 mRNA and hrHPV DNA load for differential diagnosis of CIN and cervical
cancer were 0.736 and 0.698, respectively (P<0.05). With the increase of TBS and CIN grades, hrHPV DNA
and hrHPV E6/E7 mRNA load were significantly increased (P<0.05). Both hrHPV E6/E7 mRNA and hrHPV
DNA load were significantly positively correlated with severity of CIN lesions (r=0.285, 0.621. P<0.05).

was analyzed by Pearson correlation analysis. Results

Conclusion

The level of hrHPV E6/E7 mRNA load has a significant correlation with the severity of CIN

lesions, and can be applied for the differential diagnosis of CIN and lesions assessment.

[KEY WORDS]
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hrHPV DNA hrHPV E6/E7 mRNA
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ASC 24 1.77+0.56° 3.42+1.08°
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P{H <0.001 <0.001
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Analysis of the relationship between serum 25-hydroxyvitamin D, IL-17 levels

and diabetic retinopathy
SUN Xiaofei, FAN Huijie, TIAN Yong*
(Department of Endocrinology , Zhengzhou People’s Hospital, Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To explore the relationship between levels of serum 25-hydroxyvitamin D
(25-OHD) and interleukin-17 (IL-17) and diabetic retinopathy (DR). Methods 348 patients with diabetes
mellitus (DM ) admitted between January 2018 and December 2019 were selected for this study. According to
the results of fundus examination, they were divided into the diabetic retinopathy group (DR group, n=140)
and the non - diabetic retinopathy group (NDR group, n=208). The levels of disease - related indicators
[ glycosylated hemoglobin (HbA1C) , low-density lipoprotein cholesterol (LDL-C) , systolic blood pressure
(SBP), superoxide dismutase (SOD) ] and 25-OHD and IL-17 were compared between the DR group and the
NDR group. Spearman analysis was used to analyze the correlation between disease severity and levels of 25-
OHD and IL-17 in the DR group. Pearson analysis was used to analyze the correlation between 25-OHD, IL-17
and disease - related indicators in the DR group, and logistics regression analysis was used to analyze the
influencing factors of DR occurrence. Results The levels of HbA1C, LDL-C, SBP and IL-17 in the DR
group were higher than those in the NDR group (P<0.05), while the levels of SOD and 25-OHD in the DR
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group were lower than those in the NDR group (P<0.05). Spearman correlation analysis showed the disease

staging of DR patients was negatively correlated with 25-OHD (P<0.05) , positively correlated with IL-17

level (P<0.05). Pearman correlation analysis showed that 25-OHD was negatively correlated with HbA1C and
SBP (P<0.05) and positively correlated with SOD (P<0.05) , and not correlated with LDL-C (P>0.05). IL-17
was positively correlated with HbA1C, LDL-C and SBP (P<0.05) and negatively correlated with SOD (P<
0.05). Logistics regression analysis showed that IL.-17 was a risk factor affecting DR (P<0.05), and SOD was

a protective factor affecting DR (P<0.05). Conclusion

25-0OHD and IL-17 are closely related to the

occurrence and progression of DR. Monitoring the two indicators of DM patients has certain clinical value.
[KEY WORDS] Diabetic retinopathy ; Serum 25-hydroxyvitamin D ; Interleukin-17
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2.3 25-OHD.IL-17 5 DR 41 f & % 5 HH 48 b
Y AH DG

Pearman A 5&PE 4347 {2718 25-OHD 5 HbAIC .
SBP & 1M ¢ K & (P<0.05) , 5 SOD & 1E#H 56 ¢
£ (P<0.05) , 5 LDL-C e 56 (P>0.05) ;1L-17 5
HbA1C.LDL-C.SBP & IF 3¢ X & (P<0.05) , 5
SOD £ fi 536 & (P<0.05) , W& 2,

%2 25-OHD.IL-17 5 DR A& HHEXISFRMEXE
Table 2 Correlation between 25-OHD, IL-17 and
disease-related indicators in DR group

25-OHD IL-17

N
G i P (i P
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DR occurrence
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The value of serum CTRP1 and uric acid levels in clinical diagnosis of coronary

heart disease
WANG Zhengfei, YANG Long, LAN Zhanzhan, ZHANG Dongdong, LIU Chunming*

(Department of Cardiac Surgery, the 7th People’s Hospital of Zhengzhou, Zhengzhou, Henan, China,
450016)

[ABSTRACT] Objective To explore the value of serum Clg tumor necrosis factor-related protein
(CTRP1) and uric acid (SUA) levels in the clinical diagnosis of coronary heart disease. Methods 140
patients with coronary heart disease admitted between January 2019 and December 2019 were selected as the
research subjects (observation group) , and the patients in observation group were divided into the myocardial
infarction group (AMI group, n=46) , the unstable angina group (UA group, n=75) and the chronic stable
angina pectoris group (SAP group, n=19) according to the types of disease. Another 50 healthy people who
underwent physical examination during the same period were selected as the control group. The general data
[gender, age, body mass index (BMI) , systolic blood pressure, blood creatinine (SCr) , total cholesterol
(TC), triglycerides (TG), low density lipoprotein-cholesterol (LDL-C) ] and levels of serum CTRP1 and SUA
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were compared between the two groups. Levels of serum CTRP1 and SUA were compared among patients with
different types of coronary heart disease. The efficacy of serum CTRP1 and SUA was analyzed in the diagnosis
of coronary heart disease. The relationship between the disease severity of patients with coronary heart disease
and serum CTRP1 and SUA levels was analyzed. Results There were no significant differences in SCr and TC
between the two groups (P>0.05) , and the BMI, systolic blood pressure, TG and SUA in the observation
group were higher than those in the control group (P<0.05), while the LDL-C and CTRP1 in the observation
group were lower than those in the control group (P<0.05). Comparison of CTRP1 level in the different groups
showed that the control group > the SAP group > the UA group > the AMI group (P<0.05). Comparison of SUA
level showed that the control group < the SAP group < the UA group < the AMI group (P<0.05). ROC curves
showed that CTRPI and SUA were effective indicators in the diagnosis of coronary heart disease (P<0.05), and
the area under the curve of combined diagnosis of CTRPI and SUA was the largest. Comparison of CTRP1 level
in patients with different lesion counts of coronary artery disease showed that three-vessel disease < double -
vessel disease < single-vessel disease < the control group (P<0.05). Comparison of SUA level showed that three-
vessel disease > double - vessel disease > single - vessel disease > the control group (P<0.05). Conclusion

Serum CTRP1 and SUA are related to coronary heart disease patients and the number of vascular lesions.

CTRPI1 combined with SUA has a higher diagnostic efficiency for coronary heart disease.
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4, R HFGI#E L (P<0.05), WE4 LDL-C .
CTRPI H ik FX A, 25 AA Rt E X
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®1 PMALBERELERILE (v=s)
Table 1 Comparison of laboratory examination results

between the 2 groups (x+s)

PS4t X B2
It t P
nH (n=140) (n=50) fis fis
BMI(kg/m*)  24.61+3.02  21.1422.85 7.076 0.000

W4 (mmHg ) 126.33+10.50  114.28+9.65 7.111 0.000

SCr(wmol/L)  77.52+18.58 77.15x18.02 0.122 0.903
TC(mmol/L) 4.19+0.47 4.29+0.32 1392 0.165
TG (mmol/L) 1.59+0.31 1.08+0.24  10.552 0.000
LDL-C(mmol/L)  2.07+0.17 2.57+0.15  18.391 0.000

CTRP1(ng/ml) 239.22+38.95 264.59+39.53 3.938 0.000
SUA(pmol/L) 323.90+69.66 278.75£68.62 3.949 0.000
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<AMI 4, 2257 HA S #E X (P<0.05), W2,

R2 ARKBEREEE CTRPL.SUA KF LB
Table 2 Comparison of CTRP1 and SUA levels in patients

with different types of coronary heart disease

205 n CTRP1(ng/mL)  SUA(pmol/L)
AMI 4 46 231.95+24.91 331.3065.30
UA4H 75 238.44+20.18 317.73+58.18
SAP 4 19 248.99+31.37 289.86+61.90
popiEEl 50 264.59+39.53 278.75+68.62

F1{i - 10.800 6.932

P - 0.000 0.000

2.3 CTRPI1.SUA 270095 19 ROC 4k

ROC [ £k i 75 CTRPI, SUA ¥ 22 b i .00
)7 B8 BR (P<0.05) , CTRPI, SUA BE 412 Wy ith £&
F 1 2 (area under the curve, AUC) fx K. WK1,
%3,

60

U

40

CTRP1
SUA
s

20

0 20 40 60 80 100
100-455 1k

El1 CTRP1.SUA ZH#i O KH) ROC B £k
Figure 1 ROC curves of CTRP1 and SUA in the diagnosis

of coronary heart disease
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*&3 CTRP1.SUA il 5 # ROC Hi £k
Table 3 ROC curves of CTRP1 and SUA in diagnosing CHD

o AR AUC 95%CI T A A R 5 P
CTRP1 0.692 0.621~0.757 <261.67 88.57 46.00 0.000
SUA 0.713 0.643~0.776 >283.37 77.14 62.00 0.000
&Lk 0.806 0.742~0.859 - 85.00 68.00 0.000
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F4 FAEABOFHEESEE CTRP1.SUA KFEEE
Table 4 Comparison of CTRP1 and SUA levels in patients

with different coronary heart disease lesions
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Western Blotting &% qPCR #6452 40 ifd 1 ASF1B .FOXM1.CDK6 }; VEGFB f{#iA &, 58  qPCR %
JARIR ASFIB 15 P BRI LH 2 rp 3Rah O W28 T, 015 8 I PR 23 30 bk 8 45 2 8% S T S A
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Effect of ASF1B on the malignant behavior of endometrial carcinoma cells and

its mechanism

BAI Ju'*, DOU Zejia’

(1. Changde Maternal and Child Health-Care Hospital, Changde, Hunan, China, 415000; 2. Department of
laboratory medicine, People’s Hospital of Longzi County, Shannan, Xizang, China, 856600 )

[ABSTRACT] Objective To explore the expression of ASFIB in endometrial cancer and its relation-
ship with the malignant behavior of cells. Methods The tumor tissues and adjacent tissues of 68 patients
with endometrial cancer diagnosed were collected. The real-time fluorescence quantitative PCR (qRT-PCR)
was used to detect the expression of ASF1B in these tissues. Human endometrial cancer cells HEC-151 and
KLE were cultured and HEC-151 cells were divided into the control group, the overexpression group and the
recovery group by cell transfection. KLE cells were divided into the non-sense group and the interference
group. Transwell test was used to detect the invasion and migration ability of each groups of cells; plate clon-
ing experiment and CCK-8 method were used to detect the proliferation ability of each groups of cells. Western-
Blotting and qRT-PCR detected the expression levels of FOXM1, CDK6, and VEGEFB in each groups of cells.
Results gRT-PCR results indicate that the expression level of ASF1B in endometrial cancer tissue is signifi-
cantly increased, and is related to the high clinical stage of the patient, lymph node metastasis, and poor prog-
nosis. Correlation analysis shows that ASF1B and FOXM1 expression are positively correlated. Compared with
the control group, the overexpression group of cells significantly increased in vitro proliferation and metastasis

ability, and FOXM1, CDK6 and VEGFB protein expression levels increased significantly. Compared with the
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overexpression group, the recovery group significantly decreased in vitro proliferation and metastasis ability ,

and the levels of FOXM1, CDK6 and VEGFB were significantly reduced. Compared with the non - sense

group, the proliferation and metastasis ability of cells in the interference group were significantly reduced, and

the expression levels of FOXM1, CDK6 and VEGFB were significantly decreased (P<0.01). Conclusion

ASF1B can promote the expression of FOXM1, promote the proliferation and metastasis of endometrial cancer

cells, and enhance their malignant phenotype.

[KEY WORDS] Endometrial cancer; ASFIB; FOXM1; Malignant phenotype
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25414 B, I bR 2% v A W 10 min ., E
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] B 36 B 20 L /9 H 19 8 [ e #3847 B -actin HLIK
B B (— Pk BE 1:400) , O 4% 41 22 18] FA K
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Table 1 Primer sequences of B-actin, ASFIB, FOXM1,
CDK6 and VEGFB

Gene Primer(5’-3")
ASF1B (sense) GTG ACC ATG GTC ACC GTA
ASFI1B (Anti-sense) CGC ATG AAC TGC AAG CC
FOXM1 (sense) TAC AAG ATC GTC CAT GCA TTC
FOXM1 (Anti-sense) CAA TCG GTA ACG TCC GCA
CDKG6(sense) CAT GAC TAG CTT TTA GAC
CDK6(Anti-sense) TAC GTT ATC ACC GGT CG
VEGFB (sense ) TTC AGG CTG TAA CTC TG
VEGFB (Anti-sense) CGT AGT CGG ATT CGT TT

B-actin(sense ) CTC CAT CCT GGC CTC GCT GT
B-actin( Anti-sense) GCT GTC ACC TTC ACC GTT CC
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Figure 1

Expression of ASF1B in endometrial cancer and the biological information analysis of its clinical significance
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Figure 2 Expression of ASF1B in endometrial cancer and the biological information analysis of its clinical significance
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Table 2 The relationship between asf1b mRNA expression and clinical data of patients [7(%) ]
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Figure 3 Expression of ASF1B in tumor tissues and adjacent
tissues of patients with endometrial cancer
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Figure 4 The invasion and migration capabilities of each groups of cells and their comparison (crystal violet staining, x400)
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Figure 5 The proliferation ability of each groups of cells and

their comparison
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Figure 6 The protein level of ASFIB, FOXM1, CDK6 and

VEGFB in each groups of cells and their comparison
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Table 3 Gene expression levels of FOXM1, CDK6 and
VEGFB in HEC-151 cells
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Relationship between the expression of CDS56 and the clinicopathological
features of papillary thyroid carcinoma and its predictive value for distant

metastasis

XU Chao, SHENG Yiquan, GE Liwei, SHEN Haiying*

(Department of Laboratory Pathology, 72nd Army Hospital of the Chinese people * s Liberation Army,
Huzhou, Zhejiang, China, 313000)

[ABSTRACT] Objective To investigate the relationship between the expression of CD56 and the
clinicopathological features of thyroid papillary carcinoma (PTC) and its predictive value for distant metastasis.
Methods From January 2014 to March 2015, 184 PTC patients who underwent surgical resection in our
hospital were selected as the PTC group, while 78 nodular goiter patients who underwent surgical resection in
our hospital at the same time were selected as the control group, and the positive rate of CD56 was detected.
Distant metastasis of PTC patients was followed up. Kaplan Meier curve was used to analyze the predictive
value of CD56 on survival without distant metastasis, COX model was used to analyze the influencing factors of
survival without distant metastasis. Result The positive rate of CD56 in PTC tissue of the PTC group was
lower than that of the control group, the difference had statistical significance (P<0.05), and the positive rate of
CD56 in PTC tissue with TNM stage Il ~IV , lymph node metastasis and capsule infiltration were lower than
those of PTC tissue with TNM stage I ~ Il , non-lymph node metastasis and non-capsule infiltration, the
difference had statistical significance (P<0.05). According to Kaplan Meier curve analysis, the survival rate
without distant metastasis of PTC patients with positive CD56 expression was higher than that of PTC patients
with negative CD56 expression (P<0.05) ; according to COX analysis, CD56 expression, lymph node

A AR B 3N T A4ATR B (HZYF2018-23)
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*SEAEAEE B FE , E-mail : duanzhe8629391@163.com



- 1364 - BNTEW SR T4E 2020410 4 45124 45104 T Mol Diagn Ther, October 2020, Vol. 12 No. 10

metastasis and capsule invasion were the influencing factors for the survival without distant metastasis of PTC

patients. Conclusion

pathological characteristics and the occurrence of distant metastasis.

The increase of CD56 expression in PTC is closely related to the deterioration of

[KEY WORDS] Papillary thyroid carcinoma; CD56; Distant metastasis; Prediction; Influencing factors
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Figure 1 Typical CD56 immunohistochemistry of PTC and
nodular goiter (SP, x200)
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Table 1 Comparison of CD56 expression in PTC with

different clinicopathological features [1n( %) ]
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Figure 2 Kaplan Meier curve of distant metastasis free
survival in patients with CD56 positive and negative

expression
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Table 2 Cox univariate analysis of influencing factors of

distant metastasis free survival in PTC patients

A% SE. RR 95%CI o1 PIE
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CD56 0.384 1.334 1.093~2.958 7.182 0.007
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Table 3 Cox multivariate analysis of influencing factors of

distant metastasis free survival in PTC patients
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CD56 0.384 1334 1.093~2.958 7.182 0.007
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Correlation between HIF - 1a¢, VEGF, TIMP and pressure injury after heart

valve replacement

SHEN Ronghua', XIE Jing®, LIU Yan®, LI Xiuli*, FENG Junyan'*

(1. Department of Cardiology, the First Hospital of Hebei Medical University, Shijiazhuang, Hebei, China,
050031; 2. Department of Cardiothoracic Surgery, Chengde Central Hospital, Chengde, Hebei, China,
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Shijiazhuang, Hebei, China, 050031; 4. Department of Nursing, the First Hospital of Hebei Medical
University, Shijiazhuang, Hebei, China, 050031)

[ABSTRACT] Objective To study the correlation between hypoxia inducible factor-la (HIF-1a) ,
vascular endothelial growth factor (VEGF) , and tissue inhibitor of matrix metalloproteinases (TIMP) and
pressure injury after heart valve replacement. Methods 161 patients after heart valve replacement in our
hospital from February 2019 to January 2020 were selected. The levels of HIF-1la, VEGF, TIMP and their
correlation with the stage of pressure injury were compared in different patients. The sensitivity, specificity, and

accuracy of HIF-la, VEGF, and TIMP alone and combined detection for the prediction of postoperative
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pressure injury were calculated. Results  The levels of HIF-1a, VEGF and TIMP in patients with pressure
injury were significantly higher than those of patients without pressure injury, and the difference was
statistically significant (P<0.05). The levels of HIF- 1o, VEGF and TIMP in patients with stages 1 and 2
pressure injury were significantly higher than those with stages 3 and 4, and the difference was statistically
significant (P<0.05). The higher the stage, the more severe the injury, and the higher the expression of
HIF-1a, VEGF and TIMP. The above factors are significantly positively correlated with the stage of pressure
injury (P<0.05) ; The sensitivity, specificity and accuracy of combined detection of HIF-1a, VEGF and TIMP
for predicting postoperative pressure injury were significantly higher than that of single detection. Conclusion

HIF - 1o, VEGF and TIMP have a certain correlation with pressure injury after heart valve replacement.

Combined monitoring of these three factors can effectively predict pressure injury.

[KEY WPRDS]

matrix metalloproteinases; Pressure injury
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Table 1 Comparison of HIF-1 oo, VEGF and TIMP levels in
2 groups (x+s)
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2.3  ANIA 439 o PE 45 BB 8 HIF-1a, VEGF
TIMP 7K He#5¢

AN TA] 4381 3 45 4 B8 3 HIF-1a, VEGF J
TIMP 7K He e gt 5L . 4 W1>3 Wi>2 >1 8, 2 7 A
B G FE L (P<0.05), L5 2,

x2 ARESEEAERSEE HIF-1a, VEGF, TIMP
IKFLLER (x+5)
Table 2 Comparison of HIF-1 a, VEGF and TIMP levels in
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ZH%] n  HIF-la(ng/L) VEGF(ng/L) TIMP(pg/L)
1 14 1.74+041 4.41£1.05 35.32+5.17
28 22 1.97+0.52 5.13+2.64 37.51+5.82
3 13 2.96x1.01 7.15+2.66 52.64+6.24
a5 3.08+1.25 8.29+2.93 54.69+7.53
FiE 8.94 5.44 31.79
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Table 34  Sensitivity, specificity and accuracy of HIF-1 «,
VEGF and TIMP in predicting postoperative pressure injury
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Predictive value of SD/CRL ratio combined with serum 3-HCG and E2 levels

in early abortion of patients undergoing IVF/ICSI-ET

LU Aihua '*, ZHAO Yongxin', LI Jie*, LIU Rui'

(1. Department of Women Health Care, Qinghai Maternal and Child Health Hospital, Xining, Qinghai,
China, 810007; 2. Department of Gynecology, Qinghai Red Cross Hospital, Xining, Qinghai, China,
810007)

[ABSTRACT] Objective To observe the predictive value of gestational sac diameter/crown - rump
length (SD/CRL) ratio combined with serum {-human chorionic gonadotropin (B-HCG) and estradiol (E2)
levels in early abortion of patients undergoing in vitro fertilization/intracytoplasmic sperm injection - embryo
transfer (IVF/ICSI-ET). Methods A retrospective analysis was performed among 328 patients receiving IVF/
ICSI-ET in the hospital. The levels of serum B-HCG and E2, SD/CRL ratio and clinical data were compared
between the early abortion group and the non-early abortion group. Influencing factors of early abortion were
analyzed. The predictive value of SD/CRL ratio combined with serum B-HCG and E2 levels for early abortion
was discussed. Results Theserum B-HCG and E2 levels of the early abortion group were significantly lower

than those of the non-early abortion group (P<0.05), while SD/CRL ratio was significantly higher than that of

AR B Fims (R R)AaaT R % A B (2019-Z]-189)
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the non-early abortion group (P<0.05). The early abortion rate in >35 years old group was significantly higher

than that in 30~35 years old and <30 years old groups, and the 30~ 35 years old group was significantly higher

than those under 30 years old group (P<0.05). Age and SD/CRL ratio were independent risk factors for early
abortion (P<0.05) , while serum B-HCG and E2 at 14d after transplantation are protective factors (P<0.05).

The sensitivity and specificity of E2, -HCG, SD/CRL ratio and their combination for predicting early abortion
were (81.7%, 71.5%), (82.8%, 79.3%), ( 86.9%, 73.1%) and (91.7%, 89.2% ) , respectively. Conclusion
The SD/CRL ratio combined with serum 3-HCG and E2 can provide an important basis for the prediction of

early abortion of patients undergoing IVF/ICSI-ET, which is of great significance for clinical practice.

[KEY WORDS]

Gestational sac diameter/crown - rump length; {3 - human chorionic gonadotropin;

Estradiol ; In vitro fertilization/intracytoplasmic sperm injection-embryo transfer

EREZBAEFTFRREmIP TR EF
IR B A A2 AR N . A
U ECR TN N VAN WG TR RS R R a0 e 24
## (in vitro fertilization/Intracytoplasmic sperm injec-
tion-embryo transfer, IVF/ICSI-ET) ¥ 1 £ 15% ~
20% IIfi PR AT 4R AT B0 52 8 3] 1 40%~50% , 95 111 .
NG5 R A 35% 2 A0, Z2 MR 7 i N BEAR (R 2y
25% ) , H. 12 JAl Fip A SR 307 KU B v (R 2 27% ),
SR T Tz w5 IVF/ICSI-ET 544
P R R Im R YT B A L LIRS
LW, B- AL E AR PE MR R (beta human chorion-
ic gonadotrophin, B-HCG ) . Jiff i (estradiol , E2) ¥
0 %ok PP S0 G A 24 Jy 00 H AT —SE B TE TVF/
ICSI-ET 3 A Ji B30 3 7 A1 5 B O vk o
B -HCG M HF TSR 8 IF AL 1, H— i R At
VAR K ARG B3 P TR 5 TN 5 0 R R A
SN EEYRES R T O A R R AR R
Al wF = 2 [1E S SR REAA RUH T R
I, L2 5 T L o T 7 3 A 7 A A S F
FERD o AR BEART A ARG K K (sac
diameter/crown-rump length , SD/CRL ) It {H Bk &
B-HCG .E2 %I IVF/ICSI-ET LA 3 7 () F0 41

1 ABESHE

1.1 — R

YEHL 2018 4F 1 H & 2019 4F 2 J 5145 4114
fd [ 328 ) IVF/ICSI-ET JA i & . Hu& ik 25~
42 % V-3 (33.46£6.01) % . 328 fi B35 44 IEU2 A
RAERIAR =, 5 B A (n=64) 5 4R 5L
el (n=264) .

Y4 A\ Hn i - D3 %2 IVE/IACSI-ET, H. 8 B i6 4T
% s I PR B2k 8 % s @B A IEH R 1 5158 g
71 @B Z VT AG R E . HEBRPRAE : O op

o H T EIY ; @ F 45 Fh 5 CEb an op S5
T LR A ) S BOH B IR B R A A ARBUE . A
W FF A R BEAR PR B A R HHEZR .
1.2 ik

HEATH B IVEACSI-ET JA7 , e M )5 30 d
T LABH A A W - 38 5 XARIO SSA-660A %%
MW (W B HARZ) kA 85 5 N AME
M, P PVT-661VT 6MHZ # 3k , #47 SD.CRL,
B w5 9744 H 4% (yolk sac diameter, YSD) | fifi 0> %
(heart rate , HR ) %5 Wi 0 , B bt #4117, Hirp CRL
(B R 2F S B K (BB AE v IR D i, %o sk Toi 3]
R Z M LK ET ), SD [ (K4E+
B )2, SR B RS EF K, 2517504
PRS2 B8 ML, I DARE P 43 2 I G e vk b A1 7%
HiJG 14 d Il % B-HCG 5 E2 /K461, A% &5 N
DNM-9606 #I g5 (3 B B 97 22 7] ) o
1.3 FHm A e

Fett)n 14 d B3 L3 B-HCG /K-Fiid 5 TU/L,
FEAE )T 30 d 3 A B T8 B 75 R A TE S E N A ik (H
JERETT 2 13 R R WA ZE s A T 14 d R
H MG B-HCG /KF#A it 5 TUL, K& BLR ZEH J& R
DLAG O 8 A B O ERAE 12 A AR O 2K o
1.4 WEAER

Fb R B 77 21 S R R B - 4Ll v B-HCG
JKSF (B2 JKF  SD/CRL FAH , Ho 48 A [R] I A %6 )
UNAEE R #8440 (body Mass Index , BMI) \AN2#
AR PR A AT R = R R A AT, FE 4B SD/
CRL BEA1fil. B-HCG B2 7K £ 3 0137 = it 7
fti. Hrh,B-HCG.E2.SD/CRL 43 %LA IVE/ICSI-ET
BEPAECN R
1.5 Giilefabs

K HUSPSS 19.0 F A HE 17 5 b 21, 1H 0%k
Phn (%) $id i 2 46 s T R DL (R 5) 4
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WA ¢ K5 s SR B COX [l A 73 Bk T LA i A
K05 9 LA 2 TARFEIE (ROC) Hi 26 % i A
PO O ELHEA T . LA P<0.05 N ZESRA
Gt EE X

2 HR

2.1 W4 B-HCG 7K \E2 /K F . SD/CRL Lt
1B b

R 77 40 1 B-HCG \E2 /K1 i B % T3k
W= A, 22 57 HA G245 L (P<0.05) , SD/
CRL IW{H & & m FAE R WIm -4, 2 55 B A5t
U (P<0.05), WFE1,

F1 WHEME B-HCG 7K F E2 7K F SD/CRL LA LL &
(x+s)
Table 1 Comparison of serum B-HCG level, E2 level and

SD/CRL ratio between 2 groups (x +s)

5 . B-HCG E2 SD/CRL
(IU/L) (pg/mL) HefE

B4 64 1380.18+206.37 260.46£40.95 6.23+8.75

AR 4 264 2305.74+382.95 546.14+42.38 4.06+6.38
t{H 18.674 48.694 2.257
P& <0.001 <0.001 0.025

2.2 A[EIEARZEORHS I B-HCG /K- (E2 K-,
SD/CRL [ {H £ # B it ™ 8 LA

AN TR] BMI AN 22 4 B A 3 10 0 ™ o3 L 2
SHGEH2EE L (P>0.05) 5 BB P2 R4 | B-
HCG .E2 /K F & SD/CRL M.l 25 %ok} b i 22 5+
HAG 2 X (P<0.05), W2,
2.3 COX [F43#r

A4 . SD/CRL LU B 101 3t 7™ 4 37 e 65 [
% (P<0.05) , M5 14 d 1L B-HCG . E2 Jy H. 1
T AR I & (P<0.05) . W33,
2.4 SD/CRL Bt Ifi B-HCG E2 7K F-%F B 41 37 7=
T AN 53 B

T P A R 1, AR R WRAE R 0, 6
SD/CRL” . “B-HCG” . “E2" LA “K 46 7% 2: "HE , AT
ROC 73 #r . E2 Filill G 81.7% , ¢ 5 FE 71.5% 5

2 AREIEKRERESME B-HCG 7K F E2KF.
SD/CRL LLEEE REIR A E LB (n(%) ]
Table 2 Comparison of early abortion rate among patients
with different clinical data, different serum-HCG levels,
E2 levels and SD/CRL ratios [n(%) ]

WiH n RHIRSR O AME PE
() <30 98 7(7.14) 19.465 <0.001
30~35 110 20(18.18)
>35 120 37(30.83)

BMI (kg/m?*) <185 52 12(23.08) 3.845 0.146
18.5~24.0 208 34(16.35)
>24.0 68 18(26.47)

ANHEAERR(4F) 1~5 106 16(15.09) 2.658 0.265
6~10 118 28(23.73)
>10 104 20(19.23)

B-HCG(IU/L) <1800 109 34(31.19) 14.182 <0.001
<1800 219 30(13.70)

E2(pg/mL) <400 126 38(30.16) 14.766 <0.001
>400 202 26(12.87)

SD/CRL .18 <5 286 34(11.89) 82.667 <0.001
=5 42 30(71.43)

B-HCG Tl % FE 82.8% , ¥ 5 ¥ 79.3% ; SD/CRL
T B L 86.9% , ¢ 5 73.1% 5 e B AR AL
B 2 AR TR A 12 WS A | = 3 B TR
U 91.7% , 45 521 89.2% . LR 4RI 1,

#4 SD/CRLEE& I B-HCG.E2 7K EFil B HA R =
ROC # £ THER
Table 4 Areas under ROC curves of SD/CRL ratio
combined with serum B-HCG and E2 levels for prediction of

early abortion

AR WA ARfER 95%CI P
E2 0.762 0.078  0.614~0.935  0.007
B-HCG 0.771 0.080  0.609~0.942  0.005
SD/CRL  0.794  0.082  0.675~0.951  0.002
=HES 0825 0.063  0.736~0.982  <0.001
3 itig

HCG 2 M iR A v B 25326 5 4 ML B 7™ A
OB U CGR R 2 o A B I 5 AR 2R A
FEAEE, T B-HCG Hp e Lo , K il PRAEAT 1L

®3 BRHRFZMER COX EASH
Table 3 COX regression analysis of influencing factors of early abortion
AR B1d S.E. 18 Wald {8 Exp (B)H 95%CI P1E
ERE 6.043 3.785 6.402 2.736 1.650~3.879 <0.001
B-HCG 0.734 2.368 4.271 2.062 1.347~3.584 <0.001
E2 0.602 2.258 4.369 2.014 1.286~3.475 <0.001
SD/CRL L AH 7.453 3.968 7.684 3.065 1.543~5.782 <0.001
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1.0
B-HCG
0.8 E2
SP%%LJE{&
% 0.6 %} o ]
™ 0.4
0.2
0.0
0 02 04 06 08 1.0
145 53
1 SD/CRL Bf& I B-HCG . E2 7k -7 B HA 37t 7=
ROC Hi %k

Figure 1 ROC curves of SD/CRL ratio combined with

serum (3-HCG and E2 levels for prediction of early abortion

B-HCG 7K - £ I B % i iy )2 i A & HCG 7K - o
FHARIEFR , IVF/ICSI-ET J& 14 d B34 135 B-HCG 7K
S g D)L 9 RS R LT B2 /KO
B 0 B LA A D) e DL BLEE SR B, BEAE N
PR P9 R AR DA R R A R g
WA 7K, 3 B B2l BRI IE W & B 5k
S [R) AR IE B B 40 i o B A R A2 RS RE o IR
NN, O SR 25 D) BRIk 55 o8 2R F ) BE AR AR AR R
. AHF5EHE 1, B2 T B AT RE 32 2L 52 (1 Ay
% 1 (interleukin-1,IL-1) . A #3 #RFE [ 7 o (tumor
necrosis factor o, TNF-a, ) LA & T4 & (interferon,
IFN) %5 53 W6 19 J7 206 75 P9 B8 25 52 1 o B 3%
Wi RHOCHT ST R, B2 43 WK B E T T fig
T TR P A 22 M DA AR A, DT X IR i
R R LA K PRAT YRR = A5 ma ™, ABF g v, Rt
PP B-HCG 5 B2 /K B K TR R WA
P, REEHE AR S UL — B, AL E
AT R B, B E 14 d I3 B-HCG \E2 A TVF/IC-
SI-ET Ji5 R s AR 4 R 3= HOK P BEAR S B
W AR BRI R
BB B, BHAE R O AT R A A A 2
N ZBARGER T R A PRI AR RS |
HARR/NSIEZS BT T GO 1E 2Bt /) |
INFER N CNETE £ X S SO U 2] BT
i & SD .CRL \HR . YSD 45485 , REfE 1 fift it
64 B RES HON RIS A R, 7 A JE i Bh H R
HEEEANTTBRRAIEH . B E£W, MR %
A0 S B CRL G R 4 mm 5§
5 mm, PP R = ik 8.3% , A IG AL 5.3 mm
B, B BHPE R 0.0% "' Rodgers 55 WF5E & 8H,
25 3B A CRL 251 7 mm HLA OB, [
FHE R R 0.0% ; MSD 45 F 25 mm, H A K i 21 ik

ZEIF, 18 B 2 K 0.0% , CRL 5 MSD 1] JH T i 7=
T, ASHBF 5T 45 B4 7R IVF/ICSI-ET Ji B 40137 7
835 SD/CRL {8 & 3 A&, 5 R 5™~ X &R
FY, 5 RIS — 8 BEEFR K, &
P 51 534 % T BB 55 , A 58 40 A A T s Ak 24
TRZE T B AR A oy B LG, DR A7 0% ) T 4
RS FEEERERY, WRESSRE T, %
F% 2l 9 (trophoblast, TE ) % i & & 28 M IR #4141,
] 15 43 W HCG 4 5 1E % B R DAk . A3 A FR
TE 3458 AL i B =2 %, 8 3 B HCG 43 W s 1
(NS, 5 AR RIEIRES ™, AR
#4545 B-HCG il /K - 5 MSD/CRL 7€ & i
I IVF/ICSI-ET A 4 gz 45 Jry , H A HR el fa 4 9 £
AL, HIZ2WAT & R ik 87.57% . AR SCRH M
8 5% E2 . B-HCG . SD/CRL I & 12 Wb {8 , 18 3
ROC Hh Z& 43 MT % BH3X L6 45 b 1 % 510 3 7= 2 oA
— 22 U A, HL = 35 B T00 A 1 4 45 PRLITHR
B i o

%5 I, SD/CRL MBI & Ifi. B-HCG \E2 X} IVF/
ICSI-ET Ji5 50 3t 7™ LA A s Pl A {1

SE
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T miR-4262 FRIMANTE A540 $6 L R BLI
VST &

(# E] B i T miR-4262 X i 40 A540 558 RE 00 52 m S HLE . 773%  qRT-PCR
6 000 Bl 8 210 9 P miR-4262 238784k . FEARE 40 A549 H Ik miR-4262 inhibitor , MTT ] 5 4 i 355 fig
71, Transwell /)y 25 0 52 40 4= 28 FT #2 fiE /7, Western blot ] 52 E-cadherin . vimentin 25 [ 2 ik . ¥
S EF BT miR-4262 A KLF3 1) 3 UTR 3 A 45 5 (0, 2O R R G U2 fL 17 R . qRT-PCR
N fi 982 21 270 KLF3 mRNA R k728 4k , 40 Fr HR k7K 5 miR-4262 HIFI G . 72l 41 il A549 %
#% miR-4262 inhibitor .KLF3 siRNA, #5410 I 3458 (1228 T8 fk . &R Il A549 4l miR-4262
Fh KT FH R . %% U miR-4262 inhibitor f5 19 i i 20 M AS40 B4 5 (= 28 FIE A% BE J) AT, 48 B o
E-cadherin £ [172 35 7K - F+ 5 , vimentin 25 13 357KF TR . B miR-4262 5 KLE3 Y480 R . T
miR-4262 | 3 ili &5 41 MY A549 1 KLF3 2635, KLF3 siRNA 1] D435 %4 miR-4262 inhibitor X Jili & 41 il A549
WA MR RMEIIIEE, 818 T 8 miR-4262 10 Il 40 A540 #0568 VR FHLE S8 |
P8 KLF3 19 3R356 5.

[X#i7] M ; KLF3; miR-4262; iTF

Mechanism of down - regulation of miR - 4262 in inhibiting the metastatic

potential of lung cancer cell A549
ZHU Li, GONG Bo*
(Clinical Laboratory , Changning District Maternal and Child Health Hospital, Shanghai, China, 200051)

[ABSTRACT] Objective To explore the effect and mechanism of down-regulation of miR-4262 on the
metastatic potential of lung cancer cell A549. Methods gRT-PCR was used to detect miR-4262 expression in
lung cancer cells. Lung cancer cell A549 were transfected with miR-4262 inhibitor, MTT was used to measure
proliferation, transwell cells were used to measure invasion and migration, and western blot analysis was used
to measure E-cadherin and vimentin protein expression. Bioinformatics software predicts that miR - 4262 and
KLF3 have binding sites at the 3, UTR end, and the luciferase system identifies the targeting relationship. qRT-
PCR was used to detect changes in the expression of KLF3 mRNA in lung cancer tissues, and to analyze the
correlation between its expression level and miR-4262. Lung cancer cells A549 were transfected with miR-4262
inhibitor and KLF3 siRNA to detect cell proliferation, invasion, and migration changes. Results The
expression level of miR-4262 was increased in lung cancer tissues and lung cancer cells. After transfection with
miR-4262 inhibitor, lung cancer cell A549 had reduced proliferation, invasion and migration ability, and the
expression level of E-cadherin protein in the cells increased, while the level of vimentin decreased. Down -
regulation of miR-4262 up-regulated the expression of KLF3 in lung cancer cell A549. KLF3 siRNA can reverse
the inhibitory function of miR-4262 inhibitor on the proliferation, invasion and migration of lung cancer cell
A549. Conclusion Down-regulation of miR-4262 inhibits the metastatic potential of lung cancer cell A549,
and the mechanism of action is related to the targeted up-regulation of KLF3 expression.

[KEY WORDS] Lung cancer; KLF3; miR-4262; Migration
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i g EL AT LI PR AR RS B PR
FREGIRZ N B A R C kA T,
It HAR Z i S8 500 T e 28 o I 4 A=
22 iE# RN LI Bz [8) 5 % 4k (epithelial mesenchymal
transition, EMT) & J1 (1) K /N5 i &g 5 7% /K - A
K, R AVR e 2 240 L 1) 2 B s i 400 ] e g e N
%2 B RGP ST B E 55 . 7)) RNA (microR-
NA, miRNA) 52 — > AR N & i 2 3k 19 3F S 15
RNA 70+, BAIRZ AV BN, indifE & e
AT B A R S, miRNA il i & 4%
(I ML S e A A E AR B A T4 miRNA
AN BT R A 58 & 30, B9 1) & 4= 5 2 Fh miRNA
M FE5 2% Y], miRNA 1 fE 22 W J697 1
S FHEARS R MR TR A IESY R , miRNA 2 5
i 92 240 W 1 A K RN RS | 43 i) miRNA A 22 AL
M iR R . HETN T miR-4262 £ il
AR LR 28 T RS T EMT w9 4E FHE R WA . A
VR SE B PRI miR-4262 i fili i 240 i 55 £8 T8 R 1 52 1R
AL, LU R 38 300 4 AR e P06y 7 i 1
it

1 HESHE

1.1

miRcute 358 % miRNA cDNA 25— 5 it
7] € . miRcute 14 58 K miRNA 2¢ G € 12 4 M 32 57
£ (SYBR Green) . Quant one step gRT-PCR Kit
(SYBR Green) ¥4 I RARAEALFHE (AL A RRA
7] 5 vimentin $& . KLF3 $it & W H 3% [ Abcam ;
E-cadherin T {& F1 HRP ¥ ic i —Hr 3404 H 3 [
Santa Cruz Biotechnology;inhibitor control .miR-4262
inhibitor 1 [ 1 ¥ 3 3 25 B ARG BR 2 ) s WT (B
AL ) R MUT (5748 R ) 5 ' 2 il 44t 28044 £ 7 6
YR () A PR Al A8 2 s KLE3 siRNA Fl
siRNA control H K B8 /R A W) 4 AR AT FR 2N 7] 4 4
& 85 i 9 40 L NCI-H446 . A549 \NL9980 Ity [ 25
ATCC; 1EH 3548 1 2 20 il HBE W [ 1144
TAE YR A BR A H]
1.2 gRT-PCR J5 5 miR-4262 1 KLF3 mRNA
ik

53 5 Trizol 3 571 $& Bk 4E 19 NCI - 466,
A549, NL9980, [m] A & B Jifi i 2 fd NCI- H446 .
A549 \NL9980 Fl1E # 3 <& I B 41 il HBE 1Y &
RNA. miR-4262 £ Il | miRcute 3% 3% %! miRNA

cDNA £ — 4 A B & 5% 56A i cDNA L SR 5
L) miRcute 34 5% % miRNA 2¢ )G & £ 46 32 55 &
(SYBR Green) 17 PCR IV , 45 3 DL U6 75
% ,244Ct #1144 . KLF3 mRNA ¥ Ji] Quant one
step qRT-PCR Kit (SYBR Green) #f 17 RT-PCR X
N, S5 5L GAPDH A NS, 244C ki3,
1.3 gL e orad

Jili 925 410 i A549 43 A% 3 4H , 43 %1 A Control |
Anti-NC . Anti-miR-4262 2l , Anti-NC . Anti- miR-
4262 2 43 5 M %% Y inhibitor control . miR - 4262
inhibitor [ 5 4 it , Control Jy 25 [ X FEAZH Y, 4
JH 2 G AR T 1 58 4 ¥ B 457 Lipofectamine
2000 #1E VT E AT o 4 ML YL JS 48 h, ] qRT-
PCR J5 1 ] %€ miR-4262 Fll KLF3 mRNA & ik 78
1k, 2B IR 1.2,
1.4 MTT Jy kil e s

43 5134 B Control . Anti-NC . Anti-miR-4262 21
3 21 5 50 20 4 R RSN 4000 A 4E i B2
2 96 FLAHT, 55 5% 48 h J5 U BE 3R A, I MTT, F
3TCHMTWEE 4 ho UM 150 L (A = H HE AR
VS, 10 min, &0 4~ FL A OD f, OD {4 i , 21
JiL 145 fi )t AR B
1.5 Transwell /NE 2 R ZEFIER

FE 20 452 2% S 36 22 R0 T B T IR AL N E
TR IR AT R0 R A AH ) B
gh e, WA T I MR
1.6 Western blot Jll5Z E-cadherin . vimentin &5 [551A

B 075 ¥ 2 B Control , Anti-NC ., Anti-miR -
4262 ZH AN S 1, SDS-PAGE BRI 5 % i e 45
JKEFN 10 % W 53 75 68 5 FL UK HL <2l 90V E s FEL UK
0.5 h(WE YR RDEE A5 B8 ) SR J5 LA 120 V4E
JEHLYK 2 ho 7E 60 VHE M T 5B, B NC iR
RITE A 5% BENE W5 8y 1 PV rp 3P 5 418 NC
BB F —dih, 4CE % NC B P h 25 &
2 h., ECL & {4, Image J /3 #7455 i) OD i , #2
GAPDH 1E & N % . E-cadherin . vimentin — T LA
1:1 000 Fike, —HT LA 1:2 000 Fike
1.7 FOLDR T AN SE

AW {5 B 27 B (Targetscan) F %% P miR -
4262 F1 KLF3 [ 3'UTR 3G B 445 & 7 5, F T
PRI G RFE L E ZHWN LR, B WT
A MUT %% )t % il #2725 14 43 % 55 inhibitor con-
trol , miR -4262 inhibitor 3t 4% Y J5 fili &5 20 il A549
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o PO 2R I P 0 o ) R 0 A i 2 S
= W15 A Ak . 6] B i 4E Control | Anti-NC |
Anti-miR-4262 #H i}l , FH| qRT-PCR #1 Western blot
J7 1543 SRS I 40 B9 P KLF3 mRNA Fl4E (#2535 78
b, 29k IF 1.2 fil 1.6,
1.8 KLF3 siRNA X T I miR-4262 % 4% T A
A3 BIFE RN AE A549 HKF miR-4262 inhibitor |
siRNA control Fll miR-4262 inhibitor . KLF3 siRNA
YL {08 Anti-miR-4262+si-NC il Anti-miR-
4262+si-KLF3 41 , 4 il 15 5% 48h LUS , MTT il & 1
B . Transwell /N E 122815 . Western blot I i&
E-cadherin . vimentin . KLF3 & [1 315,
1.9 Gt
K FH SPSS 21.0 81T 5 i e it 404, 1 i
TR (x £5) 7R, WAL EHE 2 (] A9 LU ¢ ke
Z A L B R R 2200, P<0.05 N7 A
GeiterE X

2 #R

2.1 miR-4262 7 i 4 iy o = e ik

ili 95 40 Jf2 NCI-H446 . A549 . NL9980 ' miR -
4262 Fe ik KW i T IE W SCAAE L 40 HBE
(P<0.05). W31,

F1 FHEARAEEREZSE LRMARF miR-42062 Fik
KE (xvs)
Table 1 miR-4262 expression levels in lung cancer cells and

normal bronchial epithelial cells (x+s)

Eiiliizl miR-4262 7K F
HBE 1.0020.12
NCI-H446 1.7620.13
A549 2.65+0.23
NL9980 2.02+0.15
F1& 157.42
PIE <0.001

2.2 T4 miR-4262 X} fili Jig 240 M 44 4 228 TS
1 EMT §405
5 YL miR-4262 inhibitor Ji5 %) i 95 40 il miR-

4262 FIR KA S FEAIG, 4 OD B R 284 H T
BECH DL M vimentin 25 P 35K %,
E-cadherin & [AZE 5K - T (P<0.05) , & 1 FligE 2,

Control Anti-NC  Anti-miR-4262

vimentin 54 kDa

E-cadherin 120 kDa

GAPDH 36 kDa

B 1 Western blot 775U XE E-cadherin, vimentin & H 3%

Figure 1 Western blot method to measure E-cadherin and

vimentin protein expression

2.3 miR-4262 Fl KLF3 H. 4[] % %

AW A5 B2 8O & B miR-4262 A1 KLF3 [
3'"UTR % B AMES G2 s, If H WT-KLF3 1 miR-
4262 inhibitor 3 4% YL 5 1 20 i 5¢ 56 K Bl I 1 TH
(P<0.05), #l 2 FilZ 3,

B2 miR-4262 #1 KLF3 #9 3, UTR x5 A L s
Figure 2 MiR-4262 and KLF3 3, UTR end binding site

x3 MR EREFEER (x£5)

Table 3  Comparison of cell luciferase activity (x+s)
ikl MUT WT
Anti-NC 1.00+0.11 1.00+0.12
Anti-miR-426 0.98+0.08 1.45+0.13
1l 0.67 7.63
PAH 0.44 <0.001

2.4 F i miR-4262 X fili i 40 il th KLF3 Rk 52100
Y miR - 4262 inhibitor J5 1Y Jili 5 20 H
KLF3 #E 1 1 mRNA 7KF- B 2 7+ 85 (P<0.05) , &1 3
IE =X
2.5 KLF3 siRNA j¥ %% T 18 miR-4262 411 il fili i 20
Muisg (228 2% . EMT JigkE
5L e 5iRNA control #11 miR-4262 inhibitor

*2 B4R OD 1B, {21 H ;T # B 0 E-cadherin. vimentin EHKF (v +s)

Table 2 Lung cancer cell OD value, invasion number, migration number, and E-cadherin and vimentin protein levels (x+s)

ZH 5 miR-4262 OD fH 1=28%H THEEHE E-cadherin vimentin
Control 1.00+0.09 0.43+0.04 98.45+9.33 125.30+10.35 0.22+0.02 0.56+0.05
Anti-NC 2 0.97+0.12 0.44+0.03 99.24+7.25 126.83+11.20 0.21+£0.03 0.54+0.04
Anti-miR-42 2H 62 0.45+0.05 0.32+0.02 64.36+4.21 85.34+7.29 0.35%0.05 0.33+0.02
FA{H 103.29 41.28 68.05 52.30 43.34 97.40
P1H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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) it 98 A L %% , L% Yk KLF3 siRNA Fll miR-4262
inhibitor f& [ il 4% 40 i OD {H (2 22 %L H i 8
HH M vimentin 25 1 /K Y T 5, 40 KLF3 |
E-cadherin £ 1 % 35 7K FEAIK (P<0.05) . & 4 Al
%5,

Control Anti-NC Anti-miR-4262

KLF3 39 kDa

GAPDH 36 kDa

B3 Western blot # Jll#% % miR-4262 inhibitor J& Y fil1 72 £H
Bsh KLF3 A RIZKE
Figure 3 Western blot detection of KLLF3 protein expression

in lung cancer cells transfected with miR-4262 inhibitor

F4  FF miR-4262 inhibitor R FHE AL+ KLF3 EH
1 mRNA 7K F LB (v+s)
Table 4 Comparison of KLF3 protein and mRNA levels in

lung cancer cells transfected with miR-4262 inhibitor (x s)

21 51 KLF3 & [ KLF3 mRNA
Control 0.28+0.03 1.00+0.08
Anti-NC 0.29+0.05 0.99+0.13
Anti-miR-4262 0.67+0.07 2.24+0.21
FH 160.89 207.00
PH <0.001 <0.001
1 2
vimentin 54 kDa
E-cadherin 120 kDa
KLE3 39 kDa
GAPDH 36 kDa

7+ 1. Anti-miR-4262+si-NC; 2. Anti-miR-4262+si-kLF3
B 4 Western blot #ll%% 48 it ft KLF3 ,E-cadherin.
vimentin & A R IEKFE
Figure 4 Western blot detection of KLF3, E-cadherin,

vimentin protein expression levels in transfected cells

3 it

miRNA 7£ F A iR A2 7E , IF HBAT 45
Iz A M) I BE , miRNA 5 40 i 204k AL 3
20 M3 A S O, AT R, miRNA BAR WA g
fish 2 11 BT A D R, H 2 AT DA o o 4 R R Y
FIREE LR, )12 055 BN AR
HAUEE AP Re4ERF 5 £ i 201" . miRNA
WS 5PFULCNEFE B L5155 ) , miRNA
FE 0% 38 4o 52 0 20 P 2 A AT R R AR
I I8 201 B ) S 1 4 B R % B8 ) A A AZ 31 miRNA
(RS VR, X 26 55 e 48 DG 1Y miRNA 75 i g it
Ji& v e FE 2 AR s S PR 9 3 DR A1 T, 2 44
Ji A R 8RR, R AR R W], miR-4262
FE LRI 9 A5 22 B bR v e 2Rk, AT DU
FioRE 0k S R AL TR e BRI IA R,
miR-4262 1 il b5 40 M g 3 AE . A IR L 4 R
$27R miR-4262 R BETE i i i e G4 4% v S HE 41 itk
EH.

WEFEIN R, IR I e RS R 1 5 I e 448 1 £
ZERERLRE S AT VAL, 38 5 IR 41 il EMT 7K
WYIFIE . EMT &) Z A TR B 1E 5 4
MR, ARG & B (AL K R v e O
At EMT & AR, b Rz 20 i 2 0520 9 vk 559 1t [ ot
Y it BT G A . E-cadherin S2 [ % 20 AR 5 2R
1, vimentin /2 [8] BR 4 igbr B2 . K4 EMT 1Y
96 240 1) 2 RS MR SRR R o, gl 2 10, EMIT 7K
STt e A A R v RE R R T AR S
55 W, T I miR-4262 J5 (14 1ili 58 20 B P ) E-cad-
herin £ 1335 7K F- 15 , vimentin & [ ik K[
1% , #2785 T I miR-4262 1T LA R i 8 40 i 1 5% 5%
TERE , X 5 4l A2 28 MR R A I 45 SR AHAT A, Y0
BT 3 miR-4262 ELA7 1l i e % 2 O VE

miRNA 1 FHAL ] 55 58 ] 8 4 $E 38 R 9 35
5%, I H miRNA [ 3% [ 7] B8 [/ ih G 24, 7R

x5 HHELAEE OD 8.2 2&4H . % B #1 KLF3.E-cadherin, vimentin & H 7K E LB (x+s)

Table 5 Lung cancer cell OD value, invasion number, migration number and KLF3, E-cadherin, vimentin protein level

comparison (x+s)

ZH 51 oD B 1228 % H THEH E-cadherin vimentin KLF3
Anti-miR-426 2] 2+si-NC 41 0.33£0.03  65.67£5.75  86.32+5.76  0.39+0.06 0.34+0.04 0.63+0.08
Anti-miR-4262+si Z1-KLF3 20 0.42+0.04  86.43+6.87 110.5429.04  0.23+0.04 0.58+0.07 0.32+0.04

A 5.40 6.95 6.78 6.67 8.93 10.40

PAE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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56K PR HVIR IR B 68 9 AICoE S L IGF-1. IGFBP-3 J¢
Hey K PFASAE B llm R 2 5

BEA FR OHRE BERKR

[ E] By W5 K RIR e IAE (CH) BB S ZHEAE KN TF-1(IGF-1) 5
AR P25 4 % A (IGFBP-3) KA 2 B 22 (Hey ) KL R LA K EBRIXRR . Fik  HmEARE
2017 4F 7 1 & 2020 4F 7 YA 19 90 4] CH A& LIl IR 7Rk R A 5 21 5 ) #3561 85 ] 4 B )L 32 Sk Xof 1R
20, I P2 L3 B e R R R A A AR R R BE I 5 SR FH AR Ay BT AR TR S e A DU
PI4LIME IGF-1 IGFBP-3 J¢ Hey /KF-, AT L 5 AE K A B MM . SR W4ULEER A KRE e
T AW ot AR B F AW B RE SR BMD) 25 S G027 L (P>0.05) . BF9E 40 L&
AR CERERE AR R R E TR R, 22 5 B G R L (P<0.05) s I ST H o R
HILET BB B E LT X R, 22 5 B 41243 X (P<0.05) ; IGF-1 , IGFBP-3 7K - 7R i 21K 1% i
4, Hey /K0 3 TXFIRAL, 22 R B geit 22 L (P<0.05) . 458 IGF-1.IGFBP-3 J Hey /K F- 5
LR B MR E BT — @ MO CH UL ISR, HE KA F n K E IE % K.

(@] e RMHARIRDRERARAE ; RS R E RN FEEGEN; S EHARKET-1; [k
Jok SR

Changes and clinical significance of IGF -1, IGFBP -3 and Hcy levels in

children with congenital hypothyroidism
TANG Ronghua, LI Qin*, CHEN Xiaorong, TANG Zhongjun
(Department of Pediatrics, Suining Central Hospital , Suining, Sichuan, China, 629000)

[ABSTRACT] Objective To study the changes in levels of insulin-like growth factor-1 (IGF-1),
insulin - like growth factor binding protein (IGFBP-3) and homocysteine (Hcy) in children with congenital
hypothyroidism (CH) and its correlation with growth and development. Methods —The clinical data of 90 CH
children admitted to this hospital from July 2017 to July 2020 were selected as the study group. 85 healthy
children were selected as the control group during the same period. The height, weight, IQ, etc. of the two
groups of children were measured to assess their growth and development status. Immunoradioassay and
fluorescence polarization immunoassay were used to detect serum IGF-1, IGFBP-3 and Hcy levels in the two
groups and analyze the correlation with growth and development. Results There was no statistically
significant difference between the two groups in age, birth weight, months of crawling, months of walking
alone, months of teething, height, and body mass index (BMI) (P>0.05). The language IQ, operational 1Q,
and total IQ of the children in the study group were significantly lower than those in the control group and the
difference was statistically significant (P<0.05). In the recitation forward and backward, the number recited
by children in the study group was significantly lower than that in the control group, and the difference was

statistically significant (P<0.05). The levels of IGF-1 and IGFBP-3 were significantly lower than those of the

KRB v g T AR R AF R R AHFFRA(19PIS516)
Ve #4537 WP s B RILAR, )il # T 629000
*BASAE K A, E-mail : 2673887936@qq.com
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control group, and the level of Hcy was significantly higher than that of the control group, and the difference

was statistically significant (P<0.05). Conclusions The levels of IGF-1, IGFBP-3 and Hcy have a certain

correlation with children’s 1Q, height and weight. Children with CH can return to normal levels after early

diagnosis and treatment.
[KEY WORDS]

growth factor-1; Homocysteine

JE R HUIR B 2 BE I AICAE (congenital hypothy-
roidism, CH) /& i T HUR IR 1O & U - AN A2
DIRHIKPARTT A% VR BB & & B g o T 2EAAE
) —FhpiE" . CH 2 JLBHRH DL N 7 B 22
— o WA LI R Tz MBI PRAEAR , 2 1% 22
W, B ek R A RIR YT I ], SR S BUR LIRS B )
AR KT IR, IR E R B ILS M
/N B IR BRI N B LIY AR S 3 ™ Y R
Wi JTAER AR, N - A KRR R
FEAAC AP Alf A AR AT TR FEEVE T, T D R A
B AR OC R DY, [ 82 24 R (homocyste-
ine, Hey ) &t 2 B A Wil 7 A i) — P &5 B BE TR L 7
AN B IR M T B AR i, Hey B BE 2 FA A0
MBI HT ST BRI 1o HRRIRIIREIR T,
BRI ZE S F e B 2L REST
RO RS ARG STE A CH UL
Jik 5 % A A K -1 (Insulin like growth factor,
IGF-1) | Ji & R AFAE K K 7454 81 -3 (Insulin like
growth factor binding protein, IGFBP-3) } Hcy 7K
L AT HAME K CH B LA K E TR R,

1 ARSI

1.1 — R

PEHUAC B 2017 4F 7 H & 2020 4F 7 H iR #Y 90
1) CH B ILA AW 540, Hop 55 7 34 48], 2o 56
B, SE AR RS (5.1122.17) % . PE BRI 85 {71] fid B
JLFEAE 5t B4, Horp B3 31 ], Lotk 54 1), F- 1
AR (4.7441.58) %

9 AFRE : OB B LI 206 R #i2  CH
[ L7 97 B8 IR IR & (serum free T4, FT) P& (MG
T AH B A I 9 1 D) A2 TR IR B E (thyroid
stimulating hormone , TSH ) 3 = (=20 mU/L) | ; @J%
11 5% Bk 58 88 5 A A I I P 43 W6 5 HEBR bR
Y DI R 78R 2R s il % ; @A IF 5™ L R
2= B o0 A L s 420 s @ISR 4B LA I
BB s DB AT B AT B R

Congenital hypothyroidism; Insulin-like growth factor binding protein; Insulin-like

o WAMFRX G — Bk b 22 R LRt R
S, BA A HYE(P>0.05) o A5 0 BE B 48 21
ZE e, 2 E R R 2 B g R 15

12 ik

1.21 WA LBEVRRYT

BILRIZ G G 1 IR A T R 2 A (BR
il 25 (V75 A RS\, B 25 4MEF 120160065 ) 1697,
6T D[] AR B 28 LI PR 190 B R R B 2 g s I 45
SRR 2 FR S TSH 445 1F % 3 [, [W] i FT,
T 1E 5 i = Y ]

1.2.2  IGF-1.IGFBP-3 } Hcy 7K -4 ]

PRI G2 YA 1 32 K Ay 1 L R 25 IR B 6 mL
FRK L, 57 B A G BE R I 23 125 A8 P 400 1/min
B0, AT E I RS RO, S PRIl . IGF-1 .,
IGFBP-3 7K -2k FH e 98 Tkt 569 43 Afr ik A DU, 6z x4
i B AR AL B AR F AR iR & (IGF-1 4t
F B AL UE S FE AT 2 20142405760, IGFBP-3 i,
F A SCS BT 3 20162404085) b 5tdt )y
Y ARWFFE Rt . Hey SR A A sh4k 1924 6
P e i R A A - SE R AERS A ] AbbotIMx F 3y
G BE AT, IR & (Hey il F &t C 5 1 &2y
Wt (M) 2011 55 2400126 ) 1 DU )15 55 2B WA
FRAFIFEAL . FLAARHRAE Ty ™ A e BRI A 7,
H A B AR 5 15—k 58 1, 3kt S 5 Rl
1.3 LS bR

ST L M AR R BRG R JTIEN, Lt
B 4H )L IGF-1 . IGFBP-3 & Hey /K28 {15,
P LR R KPR S CH LIRS & F
TR B RIAENE,

ARKEBWIES s A KA FHR
P ChE 72 DT ILEAK AT S BIRE) Y 1T
VRS fEbn 45 L e AR N bR E 253
(standard deviation scoring, SDS) . NG =R (body
mass index , BMI) .

B R BT R -5 R LR ) =
(Chinese Wechsler Young Children scale of Intelli-
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gence, C-WYCSI) J7 i, Jf 10 5t 1 & P4 AE 5 H
() 58 L[] o PFAS 48 AR B T <70 4 R AR
T,=90 43 HIEH o B Fl— 4 2t Ll 5l &
NFEATIE -
1.4 Giiteirik

K1 SPSS 20.0 B AT #EAT G730 Hr , T BB
Ph(x+s) 3R, PIAELIA) LEACR ¢ A 56 5 THERERHL
n(%) 3 , K K ; # S H Pearson #HG
PE 53 M1, 2 70 B H 53 B, P<0.05 Sk 22 5% 48 11 2F
=

2 #R

21 WHILEAERKEZ TR
WA ILEAK K BHL LK ZE R LS E
M (P>0.05), WL 1,
2.2 WL SN i
LB S B R R SRR
HHEE T H b B EIR TR, 2R AL
2B X (P<0.05) s (H P IE T M B AE ] 4% 2
SEGIHFE X (P>0.05), L3 2,

®1 MAILEBEREEBERILE (vzs5)

Table 1 Comparison of children’s growth and development between the two groups (x +s)

=D W54 (n=90) Xt R 2H (n=85) tH PE

R (%) 5.11£2.17 4.74+1.58 1.283 0.201
AR (g) 3486.97+487.77 3403.11+392.67 1.248 0.214
BEEFFR () 25.82+3.81 25.49+1.75 0.729 0.467
err i (H) 7.14+1.66 7.06%1.75 0.310 0.757
MoEHECH) 12.62+1.54 12.41+1.32 0.966 0.335
BiZEHI(H) 7.45£2.31 6.8422.01 1.859 0.065
1A SDS 0.52+0.65 0.83+1.47 1.821 0.070
5 SDS 0.57+0.81 0.55+0.97 0.148 0.882
BMI (kg/m?) 14.90+1.06 15.21+1.66 1.481 0.141

x2 FWHILEZNBRER (vxs)

Table 2 Comparison of intelligence between the two groups (x+s)

451 n WEE R i R B A E] AR I {23
WHEE4l 90 88.26x1241  18.37+£3.12  103.77x1243  19.32+3.17  95.05£11.32  4.67x1.31  1.04x1.14
XHHR4L 85 109.03+12.85  19.12+#2.45  112.9029.75  20.12+3.01 111.27£10.66  5.89+1.04  2.32%1.17

tH 10.877 1.762 5.385 1.710 9.745 6.798 7.329

Pi 0.001 0.080 0.001 0.089 0.001 0.001 0.001

2.3 Wi#HJL# IGF-1 .IGFBP-3 } Hcy /K F H#

¢ 44 IGF-1 . IGFBP-3 /K - i % T X% BB 4H.,
Hey /KB 3w TR, 2 R B A G L
(P<0.05), L3 3,

*3 MWHILE IGF-1.IGFBP-3 X Hey K ELLEE (x+5)
Table 3 Comparison of IGF-1, IGFBP-3 and Hcy levels

between 2 groups (x+s)

wul n IGF-1 IGFBP-3 Hey
(ng/mL) (ng/mL) (wmol/L)
F9E4H 90  89.54+20.34  1893.13+517.11 18.47+1.84
WHEZH 85 167.53+20.87 2443.48+898.33  14.03%1.62
1l 25.033 5.001 16.904
P 0.001 0.001 0.001

2.4 CHEILE 11 5 IGF-1.1GFBP-3 ) Hey
KT AR e
R B RN B A S BT H 5 IGF-1

IGFBP-3 /K- IEASC, 5 Hey /K12 A ¢ (P<
0.05) , TSR &R WY K PRl m 7S 5 IGF-1
IGFBP-3 2 Hey 7K1 J& B 5 AH 5¢ 24 (P>0.05) , UL
# 4,

F4 JLEEHERE IGF-1.IGFBP-3 & Hey 7k F )

iEPS
Table 4 Correlation between children’s intelligence and
IGF-1, IGFBP-3 and Hcy levels

LT IGF-1 IGFBP-3 Hcy
8 PHE rH PHE rH PHE
FR 0.587 0.001 0.263 0.029 -0.231 0.034
F A 0.641 0.006 0.485 0.009 -0.501 0.008
(=N 0.114 0.764 0.223 0.305 —0.211 0.361
B A 0.158 0.643 0.147 0.654 -0.136 0.668
s 0.207 0.521 0.195 0.547 -0.159 0.632
53y 0.319 0.024 0.338 0.021 -0.417 0.011
MM 0256 0.031 0.292 0.027 -0.362 0.021
KmIEFE 0216 0.314 0.186 0.594 -0.101 0.811
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2.5 CH i JLY5 IGF-1.IGFBP-3 & Hcy /K F-#i ¢
FREH R Z 0B 4 4Bt

Pl IGF-1 .IGFBP-3 X Hey {6 & X758 &, UL
5 P AT 430 46 75 43 (H 8 A i, AL KR {57
) ok HAR & HEAT 2 08 A AT, S5 51 A
)1 % H %) IGE-1 . 1GFBP-3 K Hey 7K -5 i ¢
PO TR R s it b ES Dl o R 2 = o 1K
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Table 5 Multiple stepwise regression analysis of intelligence
factors related to IGF-1, IGFBP-3 and Hcy levels in CH
children
FIEEZR R frifEiR ORH 95%CI  PiH
FIRIANL 0647 0227 1224 1.224~2.980 <0.001

iafls 0.625 0.201 1.868 1.260~2.770 <0.001
WM 0.534 0.264 1.706 1.017~2.862 <0.001
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[ ZE] H# PR AIE CD64 454 I HLZE FE g e E & A AR IR et & i 2
Wi S S B R RE SC, AR BEB 2015 4F 1 A 2 2019 4F 1 H FABE AT 09 & B3 155 6], I 3G
S P DR A o R e AR 75 0 A AR SR A 3R 80 il o SR FH A X A0 B ASCRR I I A 23 A A I
21 it CDOA 5 K514 7K - 5 2R FH AT 43 B A S0 A8 T A5 32 X3 410 J) 1t P4 40 e (WBC) (45 2 J5 (PCT) |
C-J W 4 1 (CRP) 7K 5 2k i ROC MZE LI & A AR 2 Wil . R B B 4B 24 h CDo4
TR 1 JF] CDo64 $5 850t 3% v TR IR e A A, 22 57 HAA Gt 8 L (P<0.05) ; CD64 48 $UFI WBC 2 I
SR S RN AR B Y 1 o A U B 3B 8 T PCT % CRP, 22 5+ B AT S5 2% 5 XL (P<0.05) ; CD64 #5451
1 WBC 12 W g M 2 SRR R B e PR & B e 5 8 35 = T PCT JL CRP, 2 s A it 22 & L (P<
0.05), &t IR L IR E CD64 T8 EUM WBC /K-8 3 TH , FLX RS AR e 12 W e ik & A 5 0k
SRR e R S 8 S R e v, LA e i W

[KEIR] Bt R R bE & 3 R4 CD64 5 I KL

Application of neutrophil CD64 combined with blood routine in the diagnosis
and differential diagnosis of infectious and non - infectious fever in severe

patients

DU Xiangyang "**, ZHANG Wenying *, YAN Lin '

(1. Department of Infectious Diseases, Shandong Provincial Third Hospital, Jinan, Shandong, China,
250031; 2. Department Of Emergency, Shandong Provincial Third Hospital, Jinan, Shandong, China,
250031; 3. Medical Insurance Office, Shandong Provincial Third Hospital,, Jinan, Shandong, China, 250031)

[ABSTRACT] Objective To study the significance of neutrophil CD64. combined with blood routine
in diagnosis and differential diagnosis of infectious and non-infectious fever in severe patients. Methods A
total of 155 fever patients who were treated in the hospital from between January 2015 and January 2019 were
enrolled. According to different fever causes, they were divided into the infectious fever group (75 cases) and
the non-infectious fever group (80 cases). The levels of neutrophil CD64 indexes in peripheral blood were
detected by flow cytometry. The levels of white blood cells (WBC) , procalcitonin (PCT) and C -reactive
protein (CRP) in peripheral blood were detected by blood analyzer. The diagnostic efficiency of blood routine
indexes was compared by ROC curves. Results  After admission, the 24-hour CD64 index and 1-week CD64
index of the infected fever group were significantly higher than those of the non -infected fever group, the

difference was statistically significant (P<0.05). The sensitivity of CD64 index and WBC to diagnose
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infectious and non-infectious fever was significantly higher than that of PCT and CRP, and the difference was
statistically significant(P<0.05). The specificity of CD64 index and WBC in diagnosing infectious fever and non-
infectious fever was significantly higher than that of PCT and CRP, and the difference was statistically
significant (P<0.05). Conclusion The CD64 index and WBC levels of patients with infectious fever are

significantly increased, and these two indicators are highly specific and sensitive in the diagnosis of infectious

fever and non-infectious fever, and have high diagnostic value.

[KEY WPRDS] Infectious fever; Non-infectious fever; Neutrophil CD64; Blood routine

ML B A 8 AN BH DR ) R 34 3l
TR W — AR A 75 6 ) 2 15 SRy SR e P T 35 Ay TR
MEN S FEANREIE A X 43 £ R B M R A 2 Jk
ek RN, S FE@TER RS, Pl
s At R 64 (cluster of differentiation 64, CD64) &2
B LIS B LI TE bR Z — , CDO4 S i IAR
G RE AL 2 () ALt , 2B FIRAE B R AN A%
1 L AR 5 4 M 5T i S 3 A L 3R 1, > v PR 2
JHELEE ik sl 2 ) A0 B E B 47 15 TT CD64 63k 25 1
CD64 F8502: FTH, A4 ii %% H (white blood cell,
WBC) .C-J i # [ (C-reactive protein, CRP) FI#ES
Z )& (procalcitonin, PCT) /25 UL B4 41 1A Jak e ) &
B iy ENS R IP OB e O (Eisy i e P G (S E |
TG AL W S R USRS B AR AR —
FE R AR B TR R 40 i CDo4 45 &
L8 A H A A SR L R T R R et R 2
W S S 2 Wb i S, B S SR RGBT R

1 ARSI

1.1 RS

YEHL 2015 4F 1 7 % 2019 4F 1 A FABRIGITHY
KRG 155 ], FEARYE K& PR R o R iR g & A
75 AR R & A 80 ] H PR gL Rk v .
40 19, L 35 6] ; S HAE Iy (45.13+7.83) 2 5 ABEHIT
SRR S I 8] -1 (10.19£2.09) d 3 & A5 -1
(38.88+0.31) C; AR YL KA - B 42 4], % 38 il 5
FHAERY (46.27£6.97) % 5 ABEHT & AR LL I ] -
¥1(10.3622.36) d; & PRI - (38.75£0.29) T;
[N o RS N = A=A N S R L S A SN R
ZF TG EE L (P>0.05)

PR AN AR QT B E B LR, H
IR AE 37.5~40.0CZ[H] ; @& #5 R B ; B & #4
FRE AT [B] B A2 24 h; @55 D7 99k 2 4 5 HEBR AR
HE: O IO B SRR BTN ; @FFTENE Pl
I s N FLI BT IR A 10 2 . AR WF IR ARAT A B B2
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FFEE T AERE .
1.2 Jrik

fIT A B3 A BE 24 h R ABEIR T — 5 435
FURZMEH KR M 6 mL. R F i =04 A% (B
FACS Calobur, 3 [# BD /2 ] ) £ ll CD64 % &t ,
CD64 $5 =0 M4 41 i CD64 - Y4756 't i 5 /i 1
il Bl CD64 V-39 600 B o R FH B8 be e ik I o
CRP 7 & 7K F (CRP i 5 & 1 [ 2L FE A= Yy Rt
T ey A7 BR AN &) 5 4165 20190809) 5 % FH A Bt H 4R
K Z1JE 1L WBC \PCT,
1.3 WEAE TR S bR

YL B E A 0t s 3R R KRR RIS A
NG PE K #4; WBC 2% 1E # i (3.5~9.5) x
10°/L"" \PCT 2% iE & i [fl 0~0.05 ng/mL""' | CRP
B W 0~12 mg/L",
1.4 GEit#ortr

K SPSS 12.0 FAF #4784 43 b , 1 KL
FH (x£s) For, Z A 0] HECR RN R T 2557
B, PR TE] L3 ¢ A 3. i ROC 355 T AR
DA B G 4 s B — R I %) UM R S D) P<
0.05 % 2= BA G2 L

2 #R

2.1 B ABEHT CDo4 5 £ il
JEHE e A A BE 24 h PR i CD64 -3
DGR 3 T AR R I, 2 R A G
BL(P<0.05) , P4 835 1k T 40 il CDed - 34751
SR AR, 2 R g X (P>0.05) . WK1,
2.2 P EHE ABEiRYT — 8 J5 CDo4 #8 £1% il
P4 BB A BTG IT — 8 JE A B A BER T
PR 4 L CD64 ~F- 34 5 G5 B . CD64 $5 50
FREAG, 27 BB G L (P<0.05) 5 B & 4
20 TR R AN IE CD64 - 342 638 il CD64 8 %34 ik
R TR R, 25 A gt R (<
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F1 MWABRENH CDo4HEHE (v£5)
Table 1 CD64 indexes at admission in both groups (x+s)

451 n rhPERL AN CDo4 9 tam A kA CD6d - 34 5 St B 24 h CDo64 1551
R K A 75 3.21+0.81 0.97+0.35 3.54+0.25
E| IR LY | 80 2.01+0.90 0.91+0.30 1.78+0.19
tE 8.705 1.142 47.001
P1E 0.000 0.255 0.000

T2 WHEBENRERIT1ECDOAIEE (v+s)

Table 2 CD64 indexes after 1 week of admission treatment in both groups (x #s)

21 51 n spPERLAN  CD64 - 15 756 e 5k 3 W L 4IIE CD64. 34756 St 5 i 1 J& CD64 554
B ] 75 2.61+0.12 1.01£0.12 2.56+0.21
e K 3 80 1.31+0.11 0.98+020 1.41+0.20
t{H 70.364 1.695 34.919
PY 0.000 0.092 0.000

2.3 WL A I ARSI 2
WBC ,PCT ,CRP i % /& T IE B e & 4 | 2
SHEHASG 2 X (P<0.05), L% 3,

x3 MABFMENQMER (x+s)

Table 3 Test results of blood routine in both groups (x +s)

" WBC PCT CRP
2150 n .
(10°4/L)  (ng/mL)  (mg/L)
R EHG 75 0 12.25£1.20  0.7820.04  28.98+1.36

AR I 80 8.3620.79  0.45:0.02 14.02+0.89
il 23.979 65.573 81.522
P1{H 0.000 0.000 0.000

2.4 I AR BRIZ WIRRE AR
WBC . PCT . CRP #l CD64 B 45 2 W T i) Jak 4
AVPURE S B T2 WE . WAk 4.
F 4 CDoA FME AR B% F 2K BB ROC 434
Table 4 ROC analysis on infection types detected by CD64

and blood routine

4B AUC HUSRE FRRE cutoff (H 95%CI
WBC 0.832 0.801 0.889 10231 0.737~0.923
PCT 0.783 0.718  0.694 0.585  0.675~0.892
CRP 0752 0.773  0.667 15698 0.369~0.865
CD64 0.781 0.814  0.798 2018  0.687~0.954
B4 0835 0818 0.758 0.832  0.751~0.933

3 it
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Relationship between serum AT-III, Lp-PLA2 levels and severity of coronary

artery stenosis in patients with acute coronary syndrome
LI Yanping, LI Xue, WANG Zhen*

(Department of Cardiovascular Medicine, Western War General Hospital, Chengdu, Sichuan, China,
610000)

[ABSTRACT] Objective To explore the relationship between serum antithrombin Il (AT-1I ),
lipoprotein-associated phospholipase A2 (Lp-PLA2) levels and severity of coronary artery stenosis in patients
with acute coronary syndrome (ACS). Methods The clinical data of 92 ACS patients (disease group) who
were admitted to the hospital from January 2018 and January 2020 were retrospectively analyzed. According to
the number of coronary artery lesions and Gensini score after admission, the severity of coronary artery stenosis
in the disease group was evaluated. And they were divided into the mild group (n=41), the moderate group (n=
27) and the severe group (n=24). Meanwhile, those with negative coronary arteriography results were enrolled
as the control group (n=90). AT-1ll, Lp-PLA2 and Gensini score were compared among all groups. The value
of AT-1II and Lp-PLA2 in the severity of coronary artery stenosis in ACS patients was evaluated by ROC
curves. Results  The level of serum Lp-PLA2 in the disease group was higher than that in the control group,

while AT-III level was lower than that in the control group (P<0.05). There were significant differences in
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serum Lp-PLA2 and AT- Il levels, and Gensini scores among the mild, moderate, and severe groups (P<

0.05). Spearman correlation analysis showed that serum Lp-PLA2 was positively correlated with Gensini score
in ACS patients (r=0.283, P=0.040), while AT-Ill was negatively correlated with Gensini score (r=—0.331,
P=0.016). ROC curve analysis showed that the area under the curve (AUC) of Lp-PLA2 combined with AT- Il

(0.872) for predicting severe coronary artery stenosis in ACS patients was higher than that of single indicator

detection. Conclusion

With the aggravation of coronary artery stenosis, the Gensini scores and serum

Lp-PLA2 level are increased, while serum AT-IIl level is decreased in ACS patients. The combined detection of

Lp-PLA2 and AT-1Il can provide a more accurate judgment for the degree of coronary stenosis in patients with

acute coronary syndrome.
[KEY WORDS]
associated phospholipase A2; Coronary angiography
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Table 1 Comparison of serum Lp-PLA2 and AT-1Il levels
between control group and disease group
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2.2 KA P HE LM Lp-PLA2,
AT- 1l 7K FF1 Gensini ¥4 He %5

568 Ik B 7% ¥ 41 1l 7% Lp-PLA2 | Gensini 743
WE S TREAMPEA, AT- KR TREA
MR, 22 7 384 Gt 7 8 X (P<0.05) ; ¥
41 1L 7 Lp-PLA2 ., Gensini PF- 43 & % & T 52 & 41,
AT- MK TR BEA, 22 5 A Ge it L (P<
0.05), W% 2,

K2 EHMKRARRIE PR B MY Lp-PLA2 AT-1I
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Table 3 Analysis of results of Lp-PLA2, AT-1Il and their

combination in predicting coronary stenosis in patients with

acute coronary syndrome

IR =g I AUC 4R (%) HURE (%)
AT-1II (mmol/L) 86.14  0.715 70.7 65.9
Lp-PLA2(ng/mL) 18247  0.769 68.2 77.6

ZHEBA - 0.872 78.2 89.4
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Figure 1 ROC curve of Lp-PLA2, AT-IIl and their
combination in predicting coronary stenosis in patients with

acute coronary syndrome
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WO TR M AR FE . AR RN IR MR BE Y ER R ¥ 2 R Ak BN ET 2000 40 Siha , 43 B si-NC
si-LINCO01857 %% 4% & Siha #H i , 43 5 # pcDNA . pcDNA-LINC01857 % Yt 55 Siha £ 0 J5 fli JH £k 12 72 2% i
AR B 5 R FH gRT-PCR 7246 LINCO1857 1438 35 1 5 SR I MTT S5 5646 I 4 15 5 5 R JFH 74 s B T2 B S 4
K 7 [ T AN 5 Transwell /)N 8 52 56 46 0 41 BY i 7% % 12 4% ; Western blot 3% K ] E-cadherin , N-cadherin
HEARBR ., R SR R, IR WAL B S T B K LINCO1857 Ay £ K 7K OD i &
N-cadherin 8 F1 7K -, # % E-cadherin 2 FI/K -, 2 58 ST 245 L (P<0.05) ; 54644 si-NC i, i e
si-LINC01857 Ji7 OD {H }¢ N-cadherin 2 17K F-FEAIK, 5 BT OB AT B P2 A= 28 40 U 8008 /b, E-cadherin 25 [
KT, Z R AR L (P<0.05) . 4518 SRR % i 1 T i LINCO1857 Y 2% 15 AT sk 55 ‘2 35
Fr AN AE GBS AR ZERE ) .
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Oxycodone hydrochloride negatively regulated LncRNA LINC01857 to inhibit

the proliferation, migration and invasion of cervical cancer cell Siha

ZHANG Xiushuang, XU Mingjun, CHE Xiangming, CAO Xiuling, LI Xiaoguang*

(Anesthesiology Dept, Beijing Obstetrics and Gynecology Hospital, Capital Medical University, Beijing,
China, 100006 )

[ABSTRACT] Objective To explore whether oxycodone hydrochloride could inhibit the proliferation,
migration and invasion of cervical cancer cell Siha through negative regulation of LncRNA LINCO01857.
Methods Different concentrations of oxycodone hydrochloride were used to treat human cervical cancer cell
Siha, and si-NC, si-LINCO1857 were respectively transfected into Siha cells. After transfecting pcDNA and
pcDNA-LINCO01857 into Siha cells, they were treated with oxycodone hydrochloride. The qRT-PCR method
was used to detect the expression of LINC0O1857. MTT assay was used to detect cell proliferation. The plate
colony formation experiment was used to detect the number of colonies formed. The Transwell chamber test was
used to detect cell migration and invasion. Western blot method was used to detect the expression of E-cadherin
and N-cadherin protein. Results Compared with the control group, oxycodone hydrochloride treatment could
significantly reduce the expression level of LINC01857, OD value and the protein level of N -cadherin, and
increase the protein level of E-cadherin, the difference was statistically significant (P<0.05). Compared with
the transfection of si-NC, the OD value and the protein level of N-cadherin were decreased after si-LINC01857
transfection, the number of clone formation, migration and invasion cells were decreased, and the protein level

of E-cadherin was increased, the difference was statistically significant (P<0.05). Conclusion Oxycodone
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AR AL AR B A K R A W e R R R AL, 4L TR 100006
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hydrochloride reduced the proliferation, migration and invasion of cervical cancer cells by down-regulating the

expression of LINC01857.
[KEY WORDS]

Migration ; Invasion
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4 41 LINC01857 i) 357K .OD H | 5 K AL
By e 25 R W - BRI R 2 T A i A > Eh R 72
2 i v 5 e 2> AR R R TR R AL, 22 A Gt
FE N (P<0.05), W1,
2.2 EhFRFZFFEIXF Siha 1T 2 2B MR
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U « R R 52 A I 791 2 L < R 555 T Hh 9 L

x1 HEEEZI Siha AAEFEME . REERR
LINCO1857 A FM (x+5, n=3)
Table 1 Effects of oxycodone hydrochloride on the activity ,
clone formation and LINC01857 expression of SiHa cells

(xxs, n=3)
D
il LINC01857 OD i ﬁ%/ﬂ;gﬁﬁ
X RE 2 0.98+0.05 1.30+0.07 115.00+3.27

BRI ELAL 0.9520.04 1.27+0.07 111.33+2.87

BRI FELA 0.6820.04  0.92+0.05 87.33+2.62

BRI S 0.3520.02  0.7020.04  64.00+£2.16
F1H 168.787 72.022 221.292
P{H 0.000 0.000 0.000

<EMRFHW R EA, ZRA 5 E X (P<
0.05), WHE1.%2,

12 3 4 5
250
130 N-cadherin 125 kDa
100 E-cadherin 97 kDa
70
55
35 GAPDH 36 kDa

1 : 1. Maker; 2. XJ f41; 3. 3RER P2 B WG 2 41 5 4. SRR 5 0
HRIEA ;5. BRI R A
B #ERFEEBAXS Siha H E-cadherin N-cadherin & 5
ek
Figure 1  Effect of oxycodone hydrochloride on the

expression of E-cadherin and N-cadherin in SiHa

2.3 T4 LINC01857 %} Siha ¥ 5t . iT %% 4228 1Y
Al

5 si-NC 4 %%, si-LINC01857 2H OD {1 &%,
i BETE B /D | i 88 IR 22 A M 5508 /), N-cad-
herin & F K FRAK, 2578 G275 L (P<0.05),
E-cadherin & 17K Th 5 22 5 A S i 2= & L (P<
0.05), .33 & 2,

K2 HEREEEN Siha TREZMNEM (xxs)

Table 2  Effect of oxycodone hydrochloride on migration and invasion of SiHa (x +s)

Ired n E-cadherin N-cadherin iR Am A (A4>) 122 (4>)
X I 2 3 0.18+0.01 0.680.04 235.33+4.19 135.33+4.19
R R FE 75 T A7) 3 0.19+0.01 0.660.04 230.67+4.71 131.67+3.77
SRR F 25 T 7 2 3 0.37+0.02 0.39+0.03 194.33+3.86 98.00£2.45
SR TR 72 TR e 7)o 4 3 0.6420.04 0.25+0.02 152.00+3.27 70.67+2.05
F{H 252.545 117.778 274.717 266.580

P{H 0.000

0.000 0.000 0.000
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#R3 FHLINC01857 Xt Siha IEEITRREZAZMN (v+s)

Table 3  Effects of interference with LINC01857 on proliferation, migration and invasion of SiHa (x +s)

il n LINCO1857 E-cadherin N-cadherin  OD{H  FEFEJEMEL(A) TR AIMIEL(A) 1R2E4ME(1)
si-NC 3 0.99+0.05 0.17x0.01  0.69+0.04 1.32+0.08 117.00£3.27 236.33+4.03 137.33+4.11
si-LINCO1857 3 0.19+0.02  0.73+0.04  0.14+0.01  0.54+0.03 54.33%2.05 127.67+2.49 61.33+2.87
t{E 25.731 23.525 23.105 15.812 28.125 39.729 26.260
P1E 0.000 0.000 0.000 0.000 0.000 0.000 0.000
123 M 238 £ | E-cadherin & [ 7K “F & 4% , N-cadherin
250 - ey Lm N
VKT 2 A5 R L (P<0.05) U 3.
130 N-cadherin 125 kDa
100 E-cadherin 97 kDa 75,
7(_) 123
55 250
35 GAPDH 36 kDa
25 130 N-cadherin 125 kDa
100 E-cadherin 97 kDa
15 70
10 55
7 :1. Maker; 2. si-NC; 3. si-LINC01857., 35 GAPDH 36 kDa

B 2 F#i LINC01857 %F Siha # E-cadherin . E-cadherin
EARIENEIT
Figure 2 Effect of LINC01857 on the expression of
E-cadherin and E-cadherin in SiHa

2.4 3335 LINCO1857 REI 2 Eh R F2 5 i X Siha
BB (1) 5 )

5 ER R 2 2 i v 77 i +peDNA 20 LA, $hik 34
il 25 7] +pcDNA-LINC01857 2H OD {# 7} , v
FEIE RS 2, 2 A G X (P<0.05), W& 4,
2.5 {335 LINCO1857 REIH 4 £ R F25 i X} Siha
% RZERRZ N

55 ER R ¥4 % i 5 77 fE +pcDNA 20 [L A, 3hik 4
i 25 7)) £ +pcDNA-LINCO01857 2H 1T % M 1= 28 41

25
15
10
VE: 1. Maker; 2. $RHR¥2 % I 2 77 1 24 +pcDNA; 3. $h FR ¥ 7% i
FIHEL +pcDNA-linc01857.,
B3 d3&RiE LINCO1857 BER AR EhER 2 E AR XY Siha B
E-cadherin . E-cadherin & 8 1% B9 821
Figure 1 Overexpression of LINC01857 can reduce the
effect of oxycodone hydrochloride on the expression of

E-cadherin and E-cadherin in SiHa
3 it

PRI T 30 L 9T AMPK B i 32 PR I I 7 354
S U 20 B AR A R R T M2 R

F 4 TFRIA LINCO1857 BEREELERIR Z B AT Siha BFEKIMEIMER (x=5,n=3)
Table 4 Overexpression of LINC01857 can reduce the inhibitory effect of oxycodone hydrochloride on the proliferation
of SiHa (x +s,n=3)

il LINC01857 oD {# TERETE AL ()
LR R 225 T 5 75 +pc DNA 0.34+0.02 0.71+0.03 65.00+2.45
ERTR ¥ 7% T 2 77 i +pc DNA-LINCO01857 0.89+0.05 1.13+0.07 104.67+3.30
il 17.690 9.552 16.718
Pl 0.000 0.000 0.000

R5 IRIALINCOI8ST BB BT AR Z TN Siha T8 R RAMFER (x+s)
Table 5 overexpression of LINC01857 can reduce the inhibition of oxycodone hydrochloride on migration and invasion
of SiHa (x %5)

i n E-cadherin N-cadherin TR AUIBEC(1)  1ZZBAMMEEL(AS)
LR 575 T & 7] i +pc DNA 3 0.62+0.04 0.25+0.02 151.33+3.86 71.00+2.16
LR F2 72 T 125 577 +pc DN A-LINCO01857 3 0.260.02 0.53+0.04 221.67+4.19 118.67+3.86
HE 13.943 10.844 21.385 18.667
P1i 0.000 0.000 0.000 0.000
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AR TR O A TS 25 B AR B (e

W& JFHY xR R

(# ZE] BHH 0 N-CE-B-D-2 SE 40 % W 1 B (NAG) | bt b 200 i BH e /5 AH G IR oL 32 2R
H (NGAL ) K U5 i B2 45 & 85 H (LFABP) X B4R 1 B O R E IF B S A IE B BN (. sk BEHR
2018 4 8 H 2 2019 4 12 A AE AR 2 1Y & A T HE 150 24 8 Fo 03 W I B LR B AE JR 3 44 44 T E 7Y
CHFH 106 4 o 43 % ELISA Kol B 3% 1l NAG \NGAL . LFABP 47K -, 5% 11 =432 logistic [A] I %f =%
o 12 [l AR S XUBS: B 43 o 3 3k A2 38 TAERRAE (ROC ) M 28 e SURREE bl S5 BE | v A 2 3 A 12 Wk
. R NTELAIE4EHE WM IE S R B C . NAG .NGAL ,LFABP ¥ & F & & IT &
B RS AR 2H S 0 I B R I S Bl AR T B R AR A, 25 S A et R L (P<0.001) 5
HT = E A 2 P KU T4 159 3 A 2 KU T 4> = 14.35+0.56XNGAL 7K F-+0.50<LFABP 7K - +0.46%
NAG 7K - ; NGAL . LEABP . NAG 2 Wi It 15 £ & HE 1 AUC {H43 %1 M 0.703 (95%CI : 0.606~0.799) . 0.775
(95%CI : 0.688~0.861) . 0.728 (95% CI: 0.643~0.812) , Ifif K& BF 4312 Wi JiF 5 25 & fiE 9 AUC {4 0.817
(95%CI :0.747~0.887) , P {514/ T 0.001 ; NGAL .LFABP .NAG Kz JXUS 143455 5034 Wt JIF B 2555 iF 114 3R 4
JE 550 84.1% .81.8% . 75.0% .81.8% , F5-5 £ 43 5 °h 47.2% . 72.6% 67.0% . 74.5% , WERAE 73514 31.3%
54.4% .42.0% .56.3% . 5 T I017 NAG .NGAL LFABP ) XU 177045 50 St 45 1 2 BT s 38
LA IEA AT Wiahe

[KiA] N-ZBE-B-D-Z LA mP Pk 40 i W s AR DG B SR 5 12 26 1 5 PRI W R 245 &
B BEEEON; HFEZET

Predictive value of risk scoring model based on serum NAG, NGAL and

LFABP for hepato-renal syndrome in elderly patients with severe hepatitis B
YANG Xin, LIU Xiaojing*, CHEN Yunru, ZHANG Xi, XU Juan
(Department of Infectious Diseases, the First Affiliated Hospital of Xi’an Jiaotong University ; Shanxi Clinical

Research Center of Infectious Diseases, Xi’an, Shanxi, China, 710061)

[ABSTRACT] Objective To explore the predictive value of N-acetyl-B-D-glucosaminidase (NAG),
Neutrophil Gelatinase - Associated Lipocalin (NGAL) and liver - type fatty acid binding protein (LFABP) in
hepato-renal syndrome in elderly patients with severe hepatitis B. Methods 150 patients with severe hepatitis
B in our department from August 2018 to December 2019 were selected and divided into 44 patients with
hepatorenal syndrome and 106 patients with severe hepatitis B. The levels of NAG, NGAL and LFABP in
patients’ blood were detected by ELISA, and the regression model and risk score were constructed by binary
logistic regression. Diagnosis efficiency was analyzed by receiver operating characteristic (ROC) curve,
sensitivity, specificity, and accuracy. Results The serum creatinine, total bilirubin, cystatin C, NAG,

NGAL, and LFABP were higher in the hepatorenal syndrome group than in the severe hepatitis group, and the

A AR B B AEAEOT B RAF R AT LT %] (2017JM8083)
M As . BB R FH— B ETR, 8 B RIE R s, R, &% 710061
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serum albumin and prothrombin activity in the hepatorenal syndrome group were all lower than the severe
hepatitis group, the difference was statistically significant (P<0.01). Based on the three factors to construct a
multi-factor risk score to get the formula: risk score =14.35+0.56XNGAL level+0.50XLFABP level+0.46XNAG
level; NGAL, The AUC values of LFABP and NAG for the diagnosis of hepatorenal syndrome are 0.703 (95%
confidence interval 0.606-0.799) , 0.775 (95% confidence interval 0.638-0.861) , 0.728 (95% confidence
interval 0.643-0.812) , and The AUC value for the diagnosis of hepatorenal syndrome by risk score was 0.817
(95% confidence interval 0.747~0.887) , and the P values were all <0.001; the sensitivity of NGAL, LFABP,
NAG and risk scoring models for the diagnosis of hepatorenal syndrome were 84.1% , 81.8% , 75.0% , and
81.8% , with specificities of 47.2%, 72.6%, 67.0% , and 74.5% , and accuracy of 31.3%, 54.4%, 42.0% , and

56.3% , respectively. Conclusion

The risk scoring model based on serum NAG, NGAL and LFABP has

satisfactory diagnostic efficacy for hepato-renal syndrome in elderly patients with severe hepatitis B.

[KEY WORDS]

N-acetyl-3-D-glucosaminidase ; Neutrophil Gelatinase-Associated Lipocalin; Liver-

type fatty acid binding protein; Elderly severe hepatitis B ; Hepatorenal syndrome
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Table 2 Logistic regression analysis of candidate factors and hepatorenal syndrome
P AR logistic [P1H 4341 Z K& logistic [0 9437
- OR {ti 95%CI PAi OR {t 95%CI P
1M JULEF 1.24 0.96~1.45 <0.001 - - -
EEHE 0.74 0.68~0.85 0.012 0.71 0.54~0.83 0.058
BARLTE 1.38 1.14~1.52 0.123 - - -
B 10 6 D5 5 0.66 0.43~0.73 0.020 0.65 0.41~0.75 0.077
e C 1.15 1.08~1.32 0.011 1.40 1.16~1.44 0.051
NAG 1.28 1.15~1.88 <0.001 1.59 1.35~1.96 <0.001
NGAL 1.44 1.32~1.85 0.014 1.75 1.42~2.13 <0.001
LFABP 1.32 1.23~1.66 <0.001 1.65 1.28~1.82 <0.001
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Table 3 The diagnostic efficacy of risk scoring model for hepatorenal syndrome

p—— o R R JFE AR RAE RS TR
[{ERE B4 FH FHE (%) (%) (%)
NAG 35 71 33 11 75.0 67.0 42.0
LFABP 29 77 36 8 81.8 72.6 54.4
NGAL 56 50 37 7 84.1 47.2 31.3
RS P-4 27 79 36 8 81.8 74.5 56.3
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Expression and clinical significance of miRNA-320a, hTcf-4 and 3-catenin in

hepatocellular carcinoma

QI Huiyan'*, Guo Jian®, Cheng Yan Li’

(1. Clinical Laboratory, Xining First People’s Hospital, Xining, Qinghai 810000; 2. Clinical Laboratory ,
Third People’s Hospital, Xining, Qinghai, 810007 ; 3. Qinglin Hospital of Datong County, Xining, Qinghai,
810100)

[ABSTRACT] Objective To investigate the expression of microRNA (miRNA -320a) , human T
cytokine 4 gene (hTcf-4) , and B - catenin in liver cancer tissues and their relationship with pathological
characteristics and prognosis of patients. Methods A retrospective study was conducted on 122 patients with
liver cancer treated in our hospital from June 2017 to August 2019, comparing the expression of miRNA-320a,
hTcf -4 mRNA, P - catenin in liver cancer tissues and adjacent tissues, and comparing the pathological
characteristics of patients with positive and negative expression of each indicator. Spearman was used to analyze
the correlation between each indicator and clinical characteristics, and the receiver operating characteristic
(ROC) curve and the area under the ROC (AUC) were used to analyze the value of each indicator to predict
prognosis, and Kaplan-Meier curve (K-M) survival curve was used to analyze the survival curves of high-risk
and low-risk patients. Results The expression level of miRNA-320a in liver cancer tissues was lower than that
in adjacent tissues, the expression level of h7cf-4 mRNA and the positive rate of (3-catenin in liver cancer

tissues were higher than those in adjacent tissues (P<0.05) ; the expression level of miRNA-320a was positively
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correlated with the degree of differentiation, and negatively correlated with tumor T stage, tumor size, and

lymph node metastasis (P<0.05). The expression level of hTcf-4 mRNA and (- catenin were negatively

correlated with the degree of differentiation, and positively correlated with tumor T stage, tumor size and lymph

node metastasis (P<0.05). The expression level of miRNA -320a in the survivors was higher than that in the

dead, and the expression level of hTcf-4 mRNA and B-catenin was lower than that in the dead (P<0.05) ; there

were significant differences in the survival curves of miRNA-320a, hTcf-4 mRNA, (-catenin expression level

between high-risk and low-risk patients (P<0.05). There was a negative correlation between the expression level

of miRNA-320 and hTcf-4 mRNA and B-catenin (P<0.05). Conclusion The expression of miRNA-320a in

liver cancer tissue is low, and the expression of hTcf-4 and [3-catenin are high, which are related to the degree

of differentiation, tumor T stage, tumor size, and lymph node metastasis, and can predict patient prognosis.
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Table 1 miRNA-320a, hTcf-4 mRNA, B-catenin expression
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The clinical significance of cystatin C and CT value of renal effusion in patients

with obstructive empyema of urinary tract stones

GUO Liang'*, XU Pengcheng', HU Henglong®

(1. Department of Urology , Lu’an Hospital , Anhui Medical University , Livan, Anhui, China, 237000 ;
2. Department of Urology, Tongji Hospital, Huazhong University of Science and Technology, Wuhan,
Hubei, China, 430000)

[ABSTRACT] Objective To explore the clinical significance of Cystatin C (Cys C) and CT value of
renal effusion in patients with obstructive empyema of urinary tract stones. Methods A total of 138 patients
with obstructive hydronephrosis of urinary tract stones in our hospital were selected, including 87 patients with
renal empyema as the study group and 51 patients with hydronephrosis as the control group. The general data
of the two groups were statistically compared. The renal function indexes [blood urea nitrogen (BUN) ,
creatinine (CR) ], serum Cys C and CT value of renal effusion of the two groups were detected and compared.
The correlation between serum Cys C and CT value of renal effusion and the relationship between the two and
renal function indexes was analyzed, and the diagnostic value was analyzed, and the diagnostic value of serum
Cys C and CT value of hydronephrosis on urinary tract stone obstructive empyema and hydronephrosis was

explored. Results The serum BUN and Cr levels of the research group were higher than those of the control
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group (P<0.05) ; the CT values of the serum Cys C and renal effusion in the research group were higher than
those in the control group (P<0.05). Serum Cys C was positively correlated with CT value of renal effusion (P<
0.05) ; serum Cys C and CT value of renal effusion were positively correlated with serum BUN and Cr levels
(P<0.05). The area under the curve (AUC) of the combined diagnosis of serum Cys C and CT value of renal
effusion combined with the differential diagnosis of urinary tract stone obstructive empyema and hydronephrosis
was 0.841, which was greater than the single diagnosis of the two, the best diagnostic sensitivity of combined
diagnosis was 68.63% and specificity was 86.21% . Conclusion Serum Cys C level and CT value of
hydronephrosis in patients with urinary tract stone obstructive empyema are abnormally increased, and are
positively correlated with the patient’s renal function, which can assist in the clinical differential diagnosis of

urinary tract stone obstructive empyema and hydronephrosis, guide clinical evaluation of patients ’ renal

function, and develop targeted treatment plans.

[KEY WORDS] Urinary tract stone obstructive empyema; Cystatin C; Renal effusion CT value
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Analysis of Female Human Papillomavirus infection in Haidian District,
Beijing
WANG Haibin*, ZHANG Dongqing, ZHAO Jiao

(Department of Clinical Laboratory, the Fourth Medical Center, Chinese PLA General Hospital, Beijing,
China, 100048)

[ABSTRACT] Objective To investigate the infection rate, subtypes, and age distribution of human
papillomavirus (HPV) among women in Haidian District, Beijing, and to provide evidence for preventing HPV
infection. Method A total of 3650 outpatient women from the Fourth Medical Center of Chinese PLA General
Hospital, were checked for 17 HPV DNA types by fluorescence quantitative PCR assay. The HPV infection age
distribution of the subjects, HPV infection rate and HPV subtypes were analyzed. Result Among 3650
women, there were 825 cases of HPV infection and the infection rate was 22.60% , including 745 cases of high-
risk subtypes and 172 cases of low-risk subtypes, and 92 cases of mixed infection of high and low subtypes,
accounting for 11.15% (92/825). Female HPV infection is dominated by single infection, a total of 553 cases,
accounting for 67.03% (533/825) , and 272 cases of multiple infection, accounting for 32.97% (272/825).
Women in different age groups show different subtypes of HPV infection. The top five high-risk HPV infection
subtypes were 52, 6+11,16, 58 and 51 subtypes. Conclusion Female HPV infections in Haidian District of
Beijing are mainly HPV 52, HPV 6+11, and HPV 16 subtypes. The incidence trend is younger. Effective
measures should be taken to reduce HPV infection.

[KEY WORDS] Human papillomavirus, Genotype, Beijing
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RIN . HPV A 4 Ry i fE RURIIR S A, F ekt i e
RIHPV 58 80 b 52 PR 8 S0 % DIAH G ik fe
K HPV 5 A4 5l A A= PEIBPE S R IR PE 28 AR
FHOE , AN[E] HPV (137 B A AN [F P EORRE S, 2
HPV B YL 2 I s S AR s 2L &>, I,
TR HPV JEL 175 150 B 0 28 1) 43 A7 %o T30 2 W
FT B B S50 A8 BT F B S, AR SO G s T I
TE X 3 650 19 10 £ 1 5 S 75 A e R AT T 17
HPV UG, 43 A HPV JEE e 175 1 | 7 28 43 A3 %
JERYL AT I 0 A5 i, R AR b DX 2 M 15 7 HPV 8%
YL FVE SIS B TR B HE B AR

1 ABSHE

1.1 — R

W BE 2017 4F 7 H 3 2019 4F 7 H WA (8] 75 i 22
S e 5 D 2 v R R R AR A e el
LK) 3 650 BI04, 4F i 15~80 %, -4 (43.9+
11.8) %, Hirh<20 % 22 f4i] .20 % ~381 4] .30 %/ ~989
%1 .40 % ~1141 5] .50 & ~745 il .60 2/ ~296 ] . 70
2 ~76 1. BT NFEA R A, HEBR S — IRk
Ak
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FER YA R T 2 A YT R A BR A R AR
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F PRAGHI32050) o0 L i =2 VTN 7L Sk TR s 7 6 9 4y
RUAZ R I 7 50 &, vl K I HPV-DNA & fa %9 15
Fl:16.18.31.33.35.39.45.51.52.56.58.59.66
68.82,HPV-DNA XG5 2 #:6 .11,
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1.3.1 ARAIRAE

FH 51 BR 2 2 58 5 300, "By S0 MBURE 4 il L Rz 2
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o e ke
1.3.2 DNA 4

AT IR 2 YT AE IR A A BR A F Y
LK T8 o B 40 A R e 1) R U R 4R
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1.3.3 PCR ¥4t

¥ e ) 45 1) PCR IR & W (&% dNTP, Taq
DNA RA R 51 W Z R ET )36 pL & T R

B 4 wL BT DNA BE & B M XT R
(H.O) 1 BH M % B8 (75 B 0 3 PR R B 1 R o 1
B ), WK R SRR 40 wL, 3 000 /min .00 4 s,
ALY R, PG & F R 94C 2 min; 93C 10 s,
62C 31 s, fEFF 40 U B S ERINITE 62°C,
1.3.4 ZEHHE

HRAE ) Z UL 2 L g0 25 2 Y Tk AR
HPV 1) Ct{H <38, H4" 14 i 4 5 AU % S AU, JJ |
WA BH 1 5 5 R A RE AR Ct A28 5B R “No Ct”, 461
FEA ) 72 R B 5 4 SR R FE AR Cu B 7E 38~40 2
] , 55 E A E , WNATH A 38~40 2 W], H4 16 il 28 5
B S TR DULH o BH P AR SR S AUl 2k, )
IR FFIPE 5 4B REA HPV (IC) B R 94 PCR 4
MYRA WA VIC il 18 Ct{E>32, H e HAiR AW
oA B, D0 TGk JA0 e S, 10 B 4 BUA A ) R
# PCR Kzl A7 7 [n] @1, 75 8 22 i
1.4 Gile#Jrik

K H SPSS 19.0 Geit=# 353, iHECF R %
TR, KM K, P<0.05 N 2ZERA G5 L,

2 HFR

2.1 HPV B BRI
3 650 1] 57 K & Hf A I 2] HPV Jgk 4 BH 1 i

F 825 4, s RN 22.60% (825/3650) . HPV [H
PR F o HPY &G 745 41, (5 90.30% , {1 g 5
172 45, 5 20.85% , BRI L g A5 B SR LI G 7Y 92
B, 5 11.15% ; 22 IR H B LR 1.

%1 SRR LM HPY BRI R £ B RLER

Table 1 Multiplex HPV infection results of women from

Haidian District of Beijing

YL L [ERE RIS FAPE2R (%)

P — Ry 553 67.03

T 178 21.85

R 64 7.76

DY E ke 17 2.06

i kg 8 0.97

7N L 2 0.24

b 2 0.24

J\HE e 1 0.12
&1t 825 22.60

2.2 N[ B HPV BRYL1% B K W H 1 5 43 A

3 650 {932 K A DL 40~49 2% NHER 3, <20
AR 20 % ~ AR AL R G R A (59.09%
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®2 AEWBERAEFEREZEHPY BEER (2(%) ]
Table 2 HPV positive rate of each group of women from Haidian District of Beijing [1n(%) ]

FRE (S n PR P FL— R EA VS 7 1H P{H
<20 22 13(59.09) 6(27.27) 7(31.82) 15.925 <0.001
20~ 381 174(45.67) 88(23.10) 86(22.57) 70.7146 <0.001
30~ 989 224.(22.65) 155(15.67) 69(6.98)
40~ 1141 227(19.89) 176(15.42) 51(4.47)
50~ 745 127(17.05) 94(12.62) 33(4.43)
60~ 296 53(17.91) 30(10.14) 23(7.77)
70~ 76 7(9.21) 4(5.26) 3(3.95)
2.3 A[A HPV W BUAG Hy 15 %£3 FEHHEERLEHPY BRTEER (n(%)]
%F 825 1] HPV JE Y [H 1 m 3 o A7 40 07, gk Table 3 HPV positive rate of each group of women from
FE& e 3 1) 0 I 8 A% B AR U HPV 52, Haidian District of Beljing [ (%))
HPV 6+11 .HPV 16 .HPV 58 HPV 51 i | 1 g BMRESR RRR ZERGR
HPV AL (n=825) (n=553) (n=272)
YL R B = LIINEE > = - -
N2 LR 5 5 1 = FIE AR SRR U HPV HPV 16 139(16.85) 70(12.66)  69(25.37)
52 .HPV 6+11 .HPV 16 %!, )3 3, HPV 18 55(6.67) 28(5.06) 27(9.93)
2.4 RIREAERE: HPV Ly B L4 Hr HPV 31 37(4.48) 13(2.35) 24(8.82)
. R . HPV 33 32(3.88) 13(2.35) 19(6.99)
ARl 1 2 PRI Ge HPV B I 2L 45 A AR ] HPV 35 26(3.15) 6(1.08) 20(7.35)
fH 2 AL HPV 52 \HPV 6+11 .HPV 16 %4 3, HPV 39 84(10.18)  24(4.34)  60(22.06)
R LR T HPV 45 22(2.67) 5(0.90) 17(6.25)
T REHR A IR 4 HPV 51 95(11.51)  44(7.96)  51(18.75)
3 it HPV 52 103(23.39)  93(16.82)  100(36.76)
e HPV 56 77(9.33)  35(633)  42(15.44)
. . . HPV 58 113(13.70)  54(9.76) 59(21.69)
B A e = ; J == IR IB
my\ﬁmﬁmj}ﬁ@@%mm% DL IR 2 HPV 59 67(8.12) 20(5.24)  38(13.97)
— BRI A Sl P AR AR I TR 0 1 0 A S B HPV 66 49(5.94) 21(3.80)  28(10.29)
W TAE AH 07 % B B0 e (A7 % 5 8 AT H6 T HPV 68 52(6.30) 25(4.52) 27(9.93)
f W Lmﬁfmy Thﬁfﬂﬂﬁ: fj‘jf zbﬂt HPV 82 27(3.27) 8(1.44) 19(6.99)
B, R H i 4Rtk . HPV e R 2 15 4k HPV 6+11  171(20.73)  80(14.47)  91(33.46)

0 1 0 HPV R S J2 SR BUR A0 e T 1A
L TR, P AU AN PN TES  FLHPY BRUR R X
A LT LRI E HPV (00k JF FREE 80 #P MR

F4 EERTBERARERRZEHPY BESHER (2(%) ]
Table 4 HPV infection distribution of each age group of women from Haidian District of Beijing [1(% )

HPV V1 JEPNE ' <20 20~ 30~ 40~ 50~ 60~ 70~
HPV 16 139(16.85)  5(0.61) 47(5.70) 35(4.24) 34(4.12) 12(1.45) 5(0.61) 1(0.12)
HPV 18 55(6.67) 5(0.61) 14(1.70) 11(1.33) 14(1.70) 7(0.85) 3(0.36) 1(0.12)
HPV 31 37(4.48) 3(0.36) 5(0.61) 12(1.45) 9(1.09) 3(0.36) 3(0.36) 2(0.24)
HPV 33 32(3.88) 0(0.00) 11(1.33) 10(1.21) 7(0.85) 3(0.36) 1(0.12) 0(0.00)
HPV 35 26(3.15) 0(0.00) 7(0.85) 3(0.36) 4(0.48) 8(0.97) 3(0.36) 1(0.12)
HPV 39 84(10.18) 6(0.72) 16(1.94) 23(2.79) 20(2.42) 13(1.58) 6(0.72) 0(0.00)
HPV 45 22(2.67) 0(0.00) 3(0.36) 5(0.61) 10(1.21) 3(0.36) 1(0.12) 0(0.00)
HPV 51 95(11.51) 1(0.12) 26(3.15) 17(2.06) 26(3.15) 16(1.94) 8(0.97) 1(0.12)

HPV 52 193(23.39)  5(0.61) 36(4.36) 58(7.03) 44(5.33) 30(3.64) 18(2.18) 2(0.24)
HPV 56 77(9.33) 3(0.36) 14(1.70) 16(1.94) 23(2.79) 11(1.33) 8(0.97) 2(0.24)
HPV 58 113(13.70)  2(0.24) 28(3.39) 25(3.03) 25(3.03) 19(2.30) 13(1.58) 1(0.12)

HPV 59 67(8.12) 4(0.48) 18(2.18) 18(2.18) 14(1.70) 8(0.97) 5(0.61) 0(0.00)
HPV 66 49(5.94) 0(0.00) 12(1.45) 14(1.70) 14(1.70) 7(0.85) 2(0.24) 0(0.00)
HPV 68 52(6.30) 1(0.12) 9(1.09) 12(1.45) 11(1.33) 15(1.82) 4(0.48) 0(0.00)
HPV 82 27(3.27) 0(0.00) 3(0.36) 11(1.33) 9(1.09) 2(0.24) 2(0.24) 0(0.00)

HPV 6+11 171(20.73)  6(0.73) 62(7.52) 58(7.03) 26(3.15) 16(1.94) 4(0.48) 0(0.00)
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Correlation between the prognosis of cardiac function and serum uric acid and

CK-MB levels after acute myocardial infarction

HU Chaoyong '*, ZOU Huawei’, GAO Pengzhi'

(1. Department of Cardiology, Taihe County People’s Hospital, Fuyang, Anhui, China, 236600; 2. Department
of Cardiology , Fuyang Hospital of Anhui Medical University , Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To explore the relationship between the prognosis of cardiac function and
the level of serum uric acid and CK-MB after acute myocardial infarction. Methods 173 patients with acute
myocardial infarction who were hospitalized in our department from January 2018 to December 2019 were
selected. All patients were tested for blood uric acid and CK-MB, and the patients were assessed for end-
diastolic left ventricular diameter (LVEDd) , end-systolic left ventricular diameter (LVEDs) , left ventricular
ejection fraction (LVEF) , and Gensini coronary artery disease score, depending on whether they had the
hyperuricemia group was compared. Results The general clinical data of the two groups of patients were
balanced and comparable, and the difference was not statistically significant (P>0.05). The peak level of CK-
MB in patients with myocardial infarction combined with hyperuricemia was significantly higher than that of
other patients (P<0.05). The peak time is earlier; the SUA value of patients with different cardiac function
Killip grades is different from the peak CK-MB, and the difference is statistically significant (P<0.05). The
higher the Killip grade, the higher the SUA value and the peak CK-MB. The levels of SUA and CK-MB peak
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in patients with ST-segment elevation myocardial infarction (STEMI) were significantly higher than those in

patients with non-ST-segment elevation myocardial infarction (NSTEMI) (P<0.05) The SUA value of patients

with acute myocardial infarction was negatively correlated with the peak level of CK-MB and LVEF; it was

positively correlated with LVEDs, LVEDd, and Gensini score; the difference was statistically significant (P<

0.05). Conclusion
assessed indirectly through SUA and CK-MB values.
[KEY WORDS]

isoenzymes-MB
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The cardiac function and prognosis of patients with acute myocardial infarction can be

Acute myocardial infarction; Cardiac function; Serum uric acid; Creatine kinase
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PHL SR TEPE I A ORI | s I A PR
SRS, 25 G L(P>0.05) . WK 1,
2.2 WA BH AT %] CK-MB 18

R PR R MLAE 1 2 D U R F 12 h 1 d.
2d.3 d iy CK-MB /K- 3 i FIE# IRR 4, 2557
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F1 WMARA—BEBLE (n(%), (x£5)]
Table 1 Comparison of general data between 2 groups
(n(%),(xxs)]

1o PRIR IMAEZH 1E 3 JRIR

H G328 L (P<0.05) , H & R B2 I AE 41 1
CK-MB W7k i 2 & FIE# IR A, 22 R A 51t
RN (P<0.01), W2,

2.3 AFIKillip4/rgut SUAE S CK-MB IE{E 4%

T (n=91) (n=82) i PHE N
"= = 2O NUETE B2 Killip 432 1 ~1V 2% 300 21 [1]
Ttk 78(85.7)  75(91.5)  1.394 0.238 o I o o b o o
L ED 506602  603+10.1 —-04770634  SUAL CK-MB IE{H/K-RUCGHEE , H2ZR AL
BMI(kg/m’) 24.3+3.2 23.9+38  0.751 0.453 2 X (P<0.05), WLFE3,
2 S 83(91.2) 79(96.3)  1.908 0.167 "
R 84(92.3) 77(93.9)  0.170 0.680 2.4 STFMI 3 NSTEMI i 4 i JR 12 i 5 CK-MB
AR 50(54.9) 47(57.3)  0.099 0.754  WE{EHLE
B PR 23(25.3)  18(22.0)  0.264 0.608 STEMI ££ % 1) SUA {8 5 CK-MB I {1 %5 B 5
Wi (mmHg)  133.4+184  131.916.7  0.559 0.577 . . o
#73KIE (mmHg)  78.246.8 77.6+71 0567 0.571 = T NSTEMI i # SUA {5 CK-MB I§1H , 25 5
MLHEA (/L)  1453+10.6  146.8+9.2 —0.9890.324 G2 L (P<0.05), WE4,
*2 WHEELRERZ CK-MB EE (x+5)
Table 2 Two groups of patients at different times CK-MB comparison (x+s)
20 5] n 6h 12h 18h 1d 2d 3d
e PR ER 10 2H 91 93.2+10.7 247.8+23.2 208.9+21.8 150.2+18.6 35.6£5.7 15.8+3.1
IEH RIRA 82 91.8+11.2 176.3+19.4 210.4+20.9 142.9+15.1 24.9+3.1 12.3+2.7
tl 0.840 21.857 - 0.460 2.814 15.102 7.879
PiH 0.401 <0.001 0.645 0.005 <0.001 <0.001

#3 AEKillip 5% EFH SUA ES CK-MB IE{E L&
(x£s)
Tab 3 Different Killip grading patients with serum uric acid
and CK-MB peak value (x+s)

Killip 4% 1M R BRAE CK-MB I&Ai
(mol/L) (ng/mL)
I 63 357.1+40.2 175.9+18.4
| 52 386.3+38.1 194.2£17.6
1 38 420.9+41.8 237.4+20.5
v 15 453.7+42.4 256.8+23.2
F1{E 132.54 77.85
Pl <0.001 <0.001

% 4 STEMI 5 NSTEMI &35 SUA {E5 CK-MB IE{E L&
(xxs)
Table 4 STEMI and NSTEMI patients with serum uric acid
and CK-MB peak value comparison (x+s)

MRER{E  CK-MB I

.
45 (pmol/L) (ng/mL)
STEHAE LA 101 428.7+36.5  214.7+19.6
AE ST Brdamn BLOAEZH 72 375.2+33.0 184.3+15.3
i 9.885 10.986
P{E <0.001 <0.001

2.5 SUA{H5 CK-MB IE{H 5 KI5 bR & R

S0 WUABE #3419 SUA {5 CK-MB 4 1{H
7K %5 LVEF £ i #1 5¢ ; 5 LVEDs. LVEDd .
Gensini FU/r 2 IEAASE(P<0.05) . W3 5,

&5 SUAES5S CK-MBEESHXERNXR
Table 5 Relationship between serum uric acid value and the

peak value of CK-MB and degree of coronary artery disease

IR 12 CK-MB
Wi H
rfi PH rfi PH
LVEF -0.680  <0.001 -0.723  <0.001
LVEDs 0.358 0.019 0.845  <0.001
LVEDd 0.388 0.016 0.037 0.013
Gensini f143 0.867  <0.001 0.694  <0.001
3 itig

SNE O UBESEIE A e AR Bl AR E BEHR AR |
JBEREFER 4k i M S BOEAR B Dk LA 525 |
SEAMZE, U AT R ECRESETS . L, X
WURESE R RZ W BLa 7 B0 B[R], AR Sk
O JIUVREAE B A AH S AR At ] ORI AR A AE
TR MURER (SUA) RIS IUSE AL 7 2 1
i (2 HEAR R A 8 I R e, B I 4aC E
FE B AR B, 3t /IR B LUK IR IR ER 465 b 45 £ 3
JoRALE, S FETEAR B DK N BER I G LR Tt
I7] T (CK-MB ) 5.0 U SE S8 2 19O LA 3 A
OIS R SO — 2B R .

A5 i 3 WS 2 O LR S S8 1Y i PR PR
(SUA) B WLIR it [7] T (CK-MB ) /KF-, 5351 &
M5S0 NEER TR SR . 4P R RO L
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BEH 11 SUA 5 CK-MB {Hf7A7E— & M CHE, —
] R S22 O WUREAE 8 E ) Bl o SUA
55 CK-MB {8 1] 2 B0 A8 5 f5 1O DI RRIR A, ST
BoAf = B0 FE (STEMIDD (£ 45 SUA B 5 CK-MB i
B /K4 E ST Bhdf & 104 (NSTEMI) 41 3 &
Ifii STEMI 8 & 0> M) 48 NSTEMI & & 8 22 )i
B SUA {8 5 CK-MB IR 7K V-] ARy e 2tk
OB R IR R E 85

AT B~ SUA {EF1 CK-MB {8 5 & 4
AT 735 (LVEF) 2 UAH ¢, 587 iR B2 0=
W1 (LVEDA) Wt R 720 % N 42 (LVEDs) £
IEMIE, L SUA {5 CK-MB 4 (5 /K S , 22
O AR BT Ik DI RE AR B Y0 T RE TS R
%, it Xt E ) SUA {5 CK-MB I&{H 5 Gen-
sini 7R Bh bR A8 B AT AR MBI, R
IEAHI . G B2 5% e bR 20 ik i 45 ) 9 A8 2
(AL TP, S (BB 5, $5 7 et bR 3 ok ) o 722 A
O R A W 4R B ET TR TR R A ) 2 B R
Mg 35 15 BH v PR R INLJE 1 CK-MB I {f &
LR B K A A R B R, T R 2

SUA 5 CK-MB J& 201 U WU BE 58 35 5 B0 A
AR, Ko 2 FRR H 7 Rl [ 0P A,
BEDIRELL KT o BEAb, O WU BE B3 1R
i K LR FUL TR ) T it ) 7K AR Ak ] i X T 58 i3
O DI REFN T P2 I B . (AR SR REAR AR,
T B KA — P TRAY

(1] Z=ER, 2595, SN, 55 . 5408 2obk O U ZE fB 38 TR AT 2 4%
TEAAELT]. P EEZ, 2017, 12(4) : 486-490.

(2]  Z=R, LAY, B H W] . miR-499 miR-16 JILLLHE 1 5% #1
S WUAB 405 s 35 0 19 5 3R BT 8 P o JOLATE B4R 0132 1 o 11
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miR-22-3p X IL-1B 5 T4 P AR 163 1 i 55 i Be 2L HL
HIRFsE

FH B MR

(# ZE] BH %I miR-22-3p X IL-1p 175 T HCR 4B 005 (0 52 S HAE AL . Ask ks
FERBCR A0, IL-18 b FH A0 A 48 h #4 EE AN M /i FE 8 . qRT-PCR & Western blot %7 ill Con 41 \IL-18
4] \IL-18+miR-NC £ . IL-1B+miR-22-3p 24 . IL-1B+si-NC 41 . IL-1B+si-TRIMS 41 .IL-1B+miR-22-3p+
pcDNA 4 | IL-1B+miR-22-3p+pcDNA-TRIMS8 41 4fi } 1 miR-22-3p . TRIMS 1% 3 35 7K °F- ; ELISA #4521
Y TL-6 . TFN-vy \ TNF-a (R 7K 5 7 204 A ARG 0 45 25 20 i 7 1= 3R 5 XU G 2 B 45 52 40 56011E miR-22-3p
5 TRIMS 114 42 ) 4% 4 1] ; Western blot #5145 4 Bel-2 \Bax U5 AR . &8 SR L4, IL-1p 41
i jf 1 miR-22-3p (1 3R 3K 7K P Bel-2 £ 1 KT ik 3 REAIR (P<0.05) , P4 T3 ik 25 7+ 5 (P<0.05) , TRIMS
Bax [ % ik K ¥ 5 IL-6 . IFN-vy , TNF-« i 7K ¥ & 3 T+ 5 (P<0.05) ; % ¢ miR-22-3p mimics B i% 4t
si-TRIMS 1] B 5 FAIK TL-6 . TFN-y \ TNF-o [ 7K V-5 40 A 1= % I Bax & /K F (P<0.05) , 34111 Bel-2 2
IR (P<0.05) 5 S¢S 2 B AR 15 S50 11E 52 miR-22-3p 7] 41 [ 25 4 TRIMS ; 2£ 44 4t miR-22-3p mimics 5
pcDNA-TRIMS A W] i B AR % Y4 miR-22-3p mimics XF 4N YA T~ & S AE B AOIIRIVE A . 4518 miR-22-3p
ATHE 4 ] TRIMS 235 DT I8 TL-1 8 1755 (14 B 4 Jf 5 R 403 475 B 400l 200 M 9 1

[£4837] miR-22-3p; TRIMS; IL-18; HCE4NML; 484F; P

Effect of miR-22-3p on IL-1B-induced chondrocyte damage by regulating the

expression of TRIMS
LI Wei, FENG Shenghua, ZHAO Jingming*
(Spinal Surgery , Trauma Center, Qingdao Haici Medical Group, Qingdao, Shandong, China, 266033)

[ABSTRACT] Objective To investigate the effect of miR-22-3p on IL-1B-induced chondrocyte injury
and its mechanism. Methods Rat chondrocytes were isolated and cultured, and IL-1f treated the cells for 48 h
to construct a cell injury model. qRT-PCR and Western blotting were used to detect the expression levels of miR-
22-3p and TRIMS in Con group, IL-1( group, IL-13+miR-NC group, IL-1B+miR-22-3p group, IL-1p+si-
NC group, IL-1B+si-TRIMS8 group, IL-1B+miR-22-3p+pcDNA group, IL-1B8+miR-22-3p+pcDNA-TRIMS8
group. The levels of IL-6, IFN-vy and TNF-« in each group were detected by ELISA. Flow cytometry was used
to detect the apoptosis rate of each group. The dual luciferase report assay was used to verify the targeted
regulation of miR-22-3p and TRIM8. Western blotting was used to detect the expression of Bcl-2 and Bax in
each group. Results Compared with the control group, the expression levels of miR-22-3p and Bcl-2 protein
in IL-1B treated cells were significantly reduced (P<0.05). The apoptosis rate was significantly increased (P<
0.05) , and the expression levels of TRIM8 and Bax and the levels of IL-6, IFN-v, and TNF-a were
significantly increased (P<0.05). Transfection of miR - 22 - 3p mimics or transfection of si - TRIM8 can

significantly reduce the levels of IL-6, IFN-y, TNF-a, apoptosis rate and the protein level of Bax (P<0.05) ,

AARA LA P E LRI X A B (2019-0599)
VBt F Wik A BT R R T A ARSI, LR, F 5 266033
*BAZAEH AR F ), E-mail : 13678895761 @yeah.net
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and increase the protein Level of Bcl-2 (P<0.05). The dual luciferase report experiment confirmed that miR-22-

3p could target TRIMS. Co-transfection of miR-22-3p mimics and pcDNA-TRIMS can significantly reduce the

inhibitory effect of miR - 22 - 3p mimics on cell apoptosis and inflammation. Conclusion

overexpression can target the inhibition of TRIM8 expression toreduce IL - 183

inflammatory damage and inhibit cell apoptosis.
[KEY WORDS]

B O IR R UL B — B, BCE 2 i
PRI E A R R AR ENEZFER" . miR-
22-3p TE A ML BN FE BE & 1 (ox-LDL) 55 I N FZ
YR b1 2R IE T I, L miR-22-3p ik Al 4P
ox-LDL 53 i N K2 4 iapi f5 .l AE 2 {5 B
53 AT Bk 7R TRIMS 7] fE /& miR-22-3p By #L 5L [,
TRIMS 7E Sl il -8 R it 45 L2k, DUBR LR
TR AT R I P S S 0. {H miR-22-
3p J& 75 AT # 1] TRIMS M Ifif 5% M 45 QIHH’PJL SN
AT REAERST Wom TL-18 J&@ T 46 7 nl i it
R A R YE T TR R O R R R IJH:,
ABIFFE R Y IL-18 Ak B AR QEHH@*’J@EHG RAE
AU, W %¢ miR-22-3p 5 TRIMS i) 2 1k 728 4k, #4813
miR-22-3p XJ IL-18 75 540 B 4 8 1 152 )

1 RS

1.1 ARSI

9 H SD K, SPF ¢, W F g 5t B B A9 T2
AR, s rTIES SCXK (77) : 2016-0003
IL-18 1 I 32 [ Sigma 2~ 7] ; miR-22-3p mimics ,
miR-NC ,si-TRIM8 ,si-NC ,anti-miR-22-3p ,anti-miR-
NC W [ - 7 39 46 25 5 R A7 PR 7] 5 pcDNA3.1
W b 55 AR YR AT RS R 5 IL-6  IFN-vy
TNF-a ELISA £ il i35 G 7 b 1 ik 2 Bk e
£ B2 2 F] 5 Lipofectamine2000 4 H 3¢ [€ Invitrogen
3w Trizol IR AW F L BRI AR TR A BRA
Al U sk R 59O PCRIXHI &IW A H
A% TaKaRa 23 7] ; 41 L 08 7~ 3050 &0 [ b mt i /R 38
AR A FRS F) 5 9O 3R Bl & R A T A
A P T AE RN A R H 5 WO R R
5L R ARG 070 £ ) ] 95 [ Promega 23 ) ; St il
TRIMS Ht /4l [ 5% [ Abcam 23 7] 5 %t fil Bel-2.
Bax HU{AIE [ 3% [ CST 24 7] ; RIPA 24 i 5 BCA
B S R G B R R KA B AR
B2\ F] s HRP A2 9 1L 2904 1gG —hi iy [ i)
- ) TR BR A

miR - 22 - 3p

- induced chondrocyte

miR-22-3p; TRIMS; IL-18; Chondrocytes; Inflammation; Apoptosis

1.2 ik
121 FCB AN B3GR S L 4

LG G DS e oy R S [ [ N P S e
TR AN AE A Con 4 . 43 5 miR-NC , miR-22-
3p mimics , si-NC . si-TRIM8 , miR-22-3p mimics 5
pcDNA , miR-22-3p mimics 5 pcDNA-TRIMS %% 4t
EHCE A, AR M 10 ng/mL IL-18 4bFf 48 h,
g3 e AE IL-18+miR-NC 41\ IL-1B+miR-22-3p 41 .
IL-1B+si-NC 4 . IL-1B+si-TRIMS 4 . IL-1B+miR-
22-3p+pcDNA ZH . IL- 1B +miR-22-3p+pcDNA -
TRIM8 4 .,

1.2.2 WP 8R4 BEEE R 1Y (qQRT-PCR) £
I miR-22-3p . TRIM8 mRNA F{) 2815 7K -

K FH Trizol 2 $2 U4 L 5 RNA, v F 454143
JCOGEE TN E RNA MR EE . F R e sl ) & Ui
4% . RNA S 5% 55 8 cDNA, qRT-PCR S {4
Z :cDNA 2 pL,Real-Time Master Mix 10 pL, 1E%
1151914 1 wL, RNase-Free ddH.O #h J& & £ % 20
wL; K2 26 F : 95C 2 min, 95€C 15 s, 60C 1 min,
72C 30 s (fF¥F 40 %K) . miR-22-3p LA U6 NN 2,
TRIM8 L) GAPDH Sh N £, 2k ] 2-““ it &
miR-22-3p ,TRIM8 mRNA (1) 157K ¥,

1.2.3 A RE M 2 (ELISA) &l 1L-6 . IFN-vy |
TNF-a &5

WA 45 2H 40 M 355 5% 1 R, A TL-6 \ IFN-y |
TNF-o 7K, P A4 AR & 1 B - EA T4
1.2.4 P 220 A A 00 48 i T %

WS A% 4 A0 i, TS PBS T Uk, 4C KT &
1 000 r/min > 10 min, /il A 500 wL Binding Buf-
fer =77 M, KX N A 5 wL Annexin V-FITC, 7
SPIRAT, IS WL PL, 78401 AT , E B EIEF 10
min , 1) FH 3 2 40 ASOR: I 4% 2H 4 Al i 08 T2
1.2.5 WSO ER B A B A I miR-22-3p (140
2475

StarBase Tl i 75 miR-22-3p 5 miR-149-5p £7
T[] 56 21, A8 2 AU 48 /R WT-TRIMS , 245 #1
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Z /& MUT-TRIMS,, B AE I 4 4, 53 0 s
miR-NC,miR-22-3p mimics 5 WT-TRIM8 . MUT-
TRIMS 3 % Y 35 5w 20 it , A6 I 4% 41 76 ok 5 il
T
1.2.6 & M EN3E (Western blot) £ TRIMS .
Bcl-2 \Bax # %3k

WA 40, i A RIPA 25 2% i i, $iE B
QHEIH@‘UEEI RN EE P19 B, SDS-PAGE /3 5 1,

7 25 R B 5T, A TRIM8(1:500) \Bel-2

(1 :1000) Bax(1:1 000)—HiHs B, A CHEE LR,
TBST Y, A ZHiH B (1:2 000) , 152 ARG
WS, BT H SRR RS AT A I Al
1.3 Hiilsfabs

IV FH SPSS 21.0 4t 24 4F 3 A gt L 1 i 9%
BHYFEE TESD G, L (X £s) Fon , 920 8] He AR
FH e K55, Z2 4 ] F Bk B R 2R 7 22934, DA P<
0.05 K22 7 HA G755 X

2 #R

2.1  miR-22-3p Ml TRIMS 7E IL-1B /5 5 %5 40 if
L L N ESO

5 Con 4 L8, IL-18 4140 ffd ' miR-22-3p 1
TR K BEREAL, 2R A G4 X (P<0.05) ,
TRIM8 mRNA K 8 H R XK B ET S, EZ5H
GiitrE L (P<0.05), W1,

%1 miR-22-3p 1 TRIMS 7 IL-1B F S B MR 5
HERIE (xxs)
Table 1 Expression of miR-22-3p and TRIMS in
IL-1B-induced chondrocyte injury (x+s)

¢ n miR-22-3p TRIM8 mRNA TRIMS & H
Con 9 1.00+0.06 0.99+0.05 0.39+0.04

IL-18 9  0.41+0.05 3.11+0.29 0.78+0.07
tHH 22.663 21.612 14.512

Pl 0.000 0.000 0.000

2.2 miR-22-3p i F AN} IL-1B 155 2CH 40 4t
15 4 5 )

5 Con 41 b4, IL-1B ZH 40 IL-6 . IFN-y . TNF-a
I AP T & Bax B K BT 5, 257
B Gt L (P<0.05) ,Bel-2 85 K i Z A,
% FH B3t L (P<0.05) , 5 IL-13+miR-NC 41
Feds, IL-1B3+miR-22-3p 2 4 iy IL-6 . IFN-y . TNF-«
TRV Bax 2 FIKE AR TR B AL, 2 54
it L (P<0.05) ,Bcl-2 K ETHE, 2%
A G X (P<0.05), 1L 2,

2.3 i TRIM8 £ ik%f IL-1B 5 4k i
1) 5 1]

5 IL-1B+si-NC 2 [ #, IL-1B+si-TRIM8 ZH 4
Jitd TL-6 . IFN-y , TNF-« 7K - 8 3 %1% (P<0.05) , £
JIEL R T % i 2 I (P<0.05) , Bel-2 25 1K 7 i %
T+ (P<0.05) , Bax 25 4 7KF i 3 A% (P<0.05) ,
W23,

i b0

£ 2 miR-22-3p T RIEX IL-1B FESH B HPIRGEIZN (x+s)
Table 2 The effect of miR-22-3p overexpression on chondrocyte injury induced by IL-1f (x +s)

il n  miR-22-3p  IL-6(ng/L) IFN-y(ng/L) TNF-a(ng/L) #{T-%(%) Bcl-2# 1 BaxiEM
Con 9 1.01+0.06 2.45%0.25 11.54+1.12 7.22+0.71 6.32+0.61 0.732£0.07  0.22+0.03
IL-1B 9 0.46+0.04" 7.55+0.71* 62.33+6.14"  31.65£3.11"  24.13+£2.11*  0.30£0.03"  0.63+0.06"
IL-1B+miR-NC 9 0.44+0.04 7.61+£0.72 64.28+6.32 33.27+£3.35 25.36£2.32 0.28+£0.03  0.65+0.05
IL-1B+miR-22-3p 9 0.82+0.08" 3.56+0.35" 17.25£1.54°  10.87+1.01°  11.25+1.14°  0.64+0.05" 0.33+0.03"
F1E 213.159 214.146 355.917 297.734 279.116 209.054 211.861
P{H 0.000 0.000 0.000 0.000 0.000 0.000
¥ 5 Con 41 FL# ,*P<0.05; 5 IL-1B+miR-NC 41 H. %5, "P<0.05
F 3 H% TRIMS RiE X IL-18 F S B HABIRH IR (v=s)
Table 3 The effect of inhibiting TRIM8 expression on IL-1B-induced chondrocyte injury (x+s)
il n TRIM8%EF1 IL-6(ng/L) IFN-y(ng/L) TNF-a(ng/L) JT-%(%) Bcl-24E1 Bax#HH
Con 9 0.36+0.03 2.67+0.26 10.32+1.04 7.01+0.69 7.36x0.71 0.72+0.06  0.21+0.03
IL-1B 9 0.77+0.07° 7.84+0.77" 61.39+6.11° 32.45+3.22"  23.66+x2.31"  0.31£0.03" 0.62+0.06"
IL-1B3+si-NC 9 0.79+0.08 7.91+0.76 63.54+6.21 34.67£3.41 24.87+2.43  0.30£0.03  0.63+0.06
IL-1B+si-TRIM8 9 0.43+0.04° 3.86x0.38" 24.15%2.44° 15.28+1.52° 13.58£1.36"  0.59£0.05"  0.39+0.04°
FH 131.196 190.634 220.852 261.030 185.700 198.987 150.773
P{H 0.000 0.000 0.000 0.000 0.000 0.000 0.000

7 : 5 Con 41 LK, *P<0.05 ;55 TL-1B+si-NC 41 L%, "P<0.05,
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2.4  miR-22-3p #l[n] ¥ TRIMS (1) %15

StarBase i | i /< TRIMS [ 3'UTR 1 & 5
miR-22-3p H MU TTIRITA, WK 1, MW HEH
it 4% 15 52 06 5 R o, G e B AR R 3R WT -
TRIMS Y20 1 52 55 1, 5 miR-NC 41 4, miR-22-
3p 29 M E M D 2 PR AR (P<0.05) 5 Ha e YL g8
A5 AU /K MUT-TRIMS () 20 g 5 56+, miR-22-3p
H R B IE VE S5 miR-NC 4 o 2% R LG
B X (P>0.05), W3k 4, 5 miR-NC 4 [.E, miR-
22-3p 41 40 g 1 TRIMS 2K 11 7K F & & F& AL (P<
0.05) ; 55 anti-miR-NC 4 4%, anti-miR-22-3p £ 4l
Jfd b TRIMS £ 1 7KF- 5 25 T (P<0.05) . W3R 5,

E1 TRIMS ) 3'UTR & HE 5 miR-22-3p M
BHEBR T
Figure 1 TRIMS8 3’UTR contains a nucleotide sequence

complementary to miR-22-3p

F4 WRAEEREEINKN miR-22-3p 5 TRIMS K58
BXE (x£s)

Table 4 Dual-luciferase reporting assay was used to detect
the targeted relationship between Mir-22-3p and TRIMS8

(x+s)
Vx| n WT-TRIMS8 MUT-TRIMS
miR-NC 9 1.02+0.06 0.99:+0.05
miR-22-3p 9 0.48+0.04" 1.00+0.05
{8 22.465 0.424
PiE 0.000 0.677

1. 5 miR-NC 4]l 4, *P<0.05.,

2.5 TRIMS i ik ¥ 4% T miR-22-3p i 3R 3k Xf
TL-18 75 5 5501 4 i 453403 i 1
55 IL-1B+miR-22-3p+pcDNA #H 45 , IL-1B+

F5 BRI RIE miR-22-3p X TRIMS B B Ri%H
M (x+s)
Table 5 Effect of knockout or overexpression of miR-22-3p

on TRIMS protein expression (x#s)

Sred n TRIMS 5 [
miR-NC 9 0.410.04
miR-22-3p 9 0.20+0.02*
anti-miR-NC 9 0.38+0.03
anti-miR-22-3p 9 0.83x0.07°
F1H 328.154
P 0.000

7 . 5 miR-NC 41 Fe %, *P<0.05 ; 5 anti-miR-NC 41 Ft%¢ , *P<0.05,

miR -22-3p+pcDNA-TRIMS 2 4 Jify IL-6 . IFN-+y .
TNE-a 7K 53 T 55 (P<0.05) , i =% & T+
17 (P<0.05) , Bel-2 45 [ 7K - &t 3 F# K (P<0.05) ,
Bax £ /K P # FHm (P<0.05) . WL 6,

3 itig

miR-22-3p 7 1 ) [ A5 v 2 SRR AIG, 410 il 40
W (5 2 b R AR5 . miR-22-3p i 23 ] Ui
IR BT R I Vg SR 20 AR R 45 miR-22-3p 1]
Uk A 2 JE S A0 M g8 RE S N T U 5 40 A 4
B A WEFE 45 B 7% miR-22-3p 6 3A R AR T
RE A2 E 20 B 43 40 ) & 1B o A SE miR-22-3p 75X
B 0B 305 B VR ML, B RGE 48 TL-6.
IFN-y . TNF-a 7K FF 55 A] 0 5 98 5 s i A I AR 2
ZRGE KA . ARG 45 R AR /R miR-22-3p it
FEIR AT IL-18 5 5 1 JE 40 i R AE i . [
Bf A B 98 45 1 S s TL-18 AL PR S 38 i R T
g ZE AN, T miR-22-3p i3 385 CE AN 0 TR
B AL, $27% miR-22-3p 2 FE A AT HI ] IL-1B 75
FHRCE AT it U] RE PR S AL
il , A AIF TG 0470 40 6 8 T 2 1 Bel-2 A 40 it
T-8 1 Bax B EIA . E A WF5E 2 I 24 40 e 22 i v

Fz 6 TRIMSIERIZFEH T miR-22-3p iFRKiEX IL- 18 FSH B HMEBGHIER (vxs)

Table 6 TRIMS overexpression reverses the effect of miR-22-3p overexpression on IL-1B-induced chondrocyte injury (x+s)

Iy4H n TRIM8 #5 [ IL-6(ng/L) IFN-y(ng/L) TNF-a(ng/L) T3 (%) Bcl-2 %1 Bax & [
IL-1B+miR-NC 9 0.76£0.07 7.7120.69 63.54+6.33  32.48+3.22 26.14+2.63 0.29+0.03 0.64+0.06
IL-1B+miR-22-3p 9 0.33+0.03' 3.42+0.34' 16.47+1.65° 11.25x1.13" 12.36x1.23' 0.66+0.05' 0.31%0.03"
IL-1B+miR-22-3p+pcDNA 9 0.32+0.03 3.40+0.33 16.24x1.62  10.52+1.06 11.47+1.15 0.67+0.04 0.29+0.03
IL-1B+miR-22-3p+pcDNA-TRIM8 9 0.65+0.06" 7.12+0.71° 52.13+5.21" 26.3322.61" 20.33+2.13" 0.41x0.04° 0.53%0.05"
FiH 175.340  161.510  295.322 234.315 122120  193.591  132.873

P 0.000 0.000 0.000 0.000 0.000 0.000 0.000

7 5 IL-1B+miR-NC 41 b5, *P<0.05; 5 IL-1B+miR-22-3p+pcDNA 4 b5, *P<0.05,
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215 50, Bel-2 35 T, Bax ik B, I 0l 3
1 caspase BRI W T 5 AU LR T2 0 AAfF9R
25 R BoR IL-18 A3 F0m 4 il v Bel-2 Rk H
P, Bax &3k [, 1M miR-22-3p 15 35 5 HCH 4 A
Hi Bel-2 35 L, Bax &35 F I, #£/8 miR-22-3p
3ok 235 AT fE T8 1 45 Bel-2 . Bax 5 [ £ 35 i 4
R A T

TRIMS 7£ OGD/R i S [ 2ot 4n i i 40 b &
ik LA a2 35 T TR OGD/R 5 31 il 4878
20 BT T AR AT A R T, 2> ROS Ay 7R A
TRIMBS 7 JH- e 1 P 40 13/ A AR rh s 658, TT
R JFL 2 8 T 400 ) e o P T 05 S 1 I A 6045 R
AT AR BoR IL-18 A3 el
4 TRIMS 1 3k 1 1 25+, i — 2 i
N TRIMS #35 J5 T @ 3 REAIK IL-18 15 S 40
Y Jf 1 IL-6 . IFN-y . TNF-o 197K 5, 3 7] B AR 200
2 TR, 8 B4R i3F Bel-2 3% 3K M i) Bax 6
ik, s ] TRIMS 2% 35 A 98048 IL-18 5 R 4K H
YR . AT AT 38 I 9O F B R A SL I S
Western blot 52 45 1iE 5 miR -22-3p 1] # [n] 25 &
TRIMS, Jf A i1 [f] & ¥ TRIMS 8 % 35 M 1% 7, N
PRI miR-22-3p J& 75 0] 3 i # [7] TRIM8 M 11 & 5
BCH AR 1 B L AR STK peDNA-TRIMS 5
miR-22-3p mimics 5% Ju 5 FCE 4, B S (8
IL-1B Ab 3, 25 % i 7R IL-6 . IEN-vy . TNF-o 7K - i
ETH e AL TR P T, Bel-2 S FKOE
FAR , Bax £ /K7 W 3 TH s, 4278 miR-22-3p i
FLIRT] HEIE 1 F I8 TRIMS 335 i BRI 48 5 S i e
T B A A T

2 LTk IL-18 5 5 B 4 i H miR-22-3p
12235 I8, TRIMS 19 35 LM, miR-22-3p i &
AT BEIE i 2 TRIMS 23k MM ¢ IL-18 15 %
1) 2 20 AR SRE 483 40, I T 400 1 KR A g T
AR B RIIRYT PR AR

S % K
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BRI 12852 5% VL D7 SR 32 1A 1 40055 A e 2 9 PP
PP T s g

BAFBL Wi’ RXAE

([ FE] M2 EPEAR (NPP) & A 4h S 20 DL A —FlER , 5 DR i 22 B4 0 19 HL A
HLHIE AT AE , H 3R 1 IRE AT 806 7 1 28 BRI B 25 o I AR R P50 2 e RGN RS2 45 L Ao
(TRP)IH3H 25 4 N 22 Ff RO, FE Pk i SR SZ 25 i A0 7 52 44 1 (TRPVL) 5 4 2 BP0 OC B de
Y], AT RE SRR T P A BRSO Y B 2 — o SCEEZEIR TR 2 B AR OO 5 TRP J i
G AL S DI RE , B 5 B IR T TRPV LA ) 57 41 D HE i) 25900 76 1 2205 BRE P 0 rh RO BE S E G, B e
Mz BRI ) 25030 SR LT AR 5T 7 18]

[KEIR] P2 BEVEACRT ; BRI RS2 25 o 10 7 RS2 A 15 4151

Research progress of transient Receptor Potential Vanilloid 1 inhibitors in

neuropathic pain

SHENG Shuyue', TIAN Yinghong®, ZHANG Xingmei**

(1. The First Affiliated Hospital , Southern Medical University , Guangzhou , Guangdong , China, 510515 ;
2. Experimental teaching management center, School of Basic Medical Science, Southern Medical University ,
Guangzhou, Guangdong, China, 510515; 3. Department of Neurobiology, School of Basic Medical Science,
Southern Medical University , Guangzhou, Guangdong, China, 510515)

[ABSTRACT] Neuropathic pain (NPP) is a very common symptom in current society. However, the
mechanism of NPP is still unclear, and there are no effective drugs which can effectively treat NPP. In recent
years, Transient Receptor Potential (TRP) channels are found to be involved in multiple intracellular responses.
Transient Receptor Potential Vanilloid 1, TRPV1 isclosely related to NPP, which makes its inhibitors as
important drugs targeted for NPP. This article summarize the overview of NPP and the composition and
function of the TRP channel family. The focus is on the research progress of TRPV1 inhibitors as targeted drugs
in neuropathic pain, and provides a new research direction for drug therapy of neuropathic pain.

[KEY WORDS] neuropathic pain; transient Receptor Potential Vanilloid 1; inhibitor

M 25 55 B YK 9 (neuropathic pain, NPP) & 1 S e 2 B R AR 4 EL AL A R A
5 FAR RIS 2R G I OB P B, IS ANELE R AL SR AL AL SN
W ULAE R IE MUBRCE S5 5 PRI AR o i B, b f Uil SR 2 i A PR AR O L T e ARAE A 1
FERE PR PE R 2528 AL IR TR R MR . ANREES IR A SR AN P BAE S R, AR AL
PRI i 1 2 B AR D IO 45 il B A5 A BEAIL ) A8 L AR AIL o 20K R

Ao B - BRARFFAE(81771484) ;7 & 4 A KA 5 K4 (2018A030313835)
VEHSBri . as ERXFEF—BRESR, ] &, M 510515

2. F EAXFABEFRERHFER P, K, M 510515

3. BAKFAMESFEMZENFHRE, S K, M 510515
* B ARAE SRk 24, E-mail : zxmray@hotmail.com
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ML PE M B 73838, U Na* . Ca™ K, B T AR R
RUSZ K Ining R 2KV EIRRAEZ K M
RN B FAZ AR Z R SORE IR 457

A A Y B2 IR 5 B 37 25 HEL 7 (transient re-
ceptor potential , TRP) 5 #i 28 Jog B 14 5 AH 5%, T
H J& TRP K J% /' TRPV1 (transient receptor poten-
tial vanilloid 1), T 7ERH 20 BLPESC R AL AL Z 4 o
WLEEE] TRPVL KRB, JF HLAE 245 B AE i 5 v
& I8 TRPV1 R T 9 2 A i B o i 7= A=
AR SO 23R 5 P 2 9 B A AL A A S 1) Ik el
2w AR I BILE , a5 A0 AR IR 97 #2206
PRV Hh B 9T R b i MR A IR
SR A Il

1 Bl 2 Es AL

W s} Jg% 37 %% H 37 (transient receptor potential ,
TRP ) 3 38 $5c W) 75 3 At R 1) B0 5 5 A8 R I % 30
5 B A AR v A R 2 S R L AR L IR SRR
SR R R I A . TRP 38 43 LA
# . TRPC, TRPV, TRPM, TRPP, TRPML, TRPA #I
TRPN'"', TRPC .TRPM .TRPA FI TRPV . 5% ']
FEE—Bo 6 N EBERRAN LY ORAF P9 L o TRk
At , # TRP £ (TRP box ) . A #fF55 %W TRP &
X TRP i 18 A58 18 954 B AR . TRP @A
W R NAE N Z TP D)RE . TRP 3 8 1Y 58728 2%
g1 Z BB , W E 9 (TRPC6) | [ & T 9% 0 25
£ AiE (TRPA1) | I £ Ifil 5 (TRPM6) . & H 4
(TRPM1) ",

TRPV1 (transient receptor potential vanilloid 1)
MPRBRBUR S A4, o —Fh RSP 1 B B 73 18, 17
TN EANTVE 2 A AR IR B X Ca® A e B e
P, H Al BB A — E Y 2R B O M
TRPV1 AJ LU 22 M4 s ot , o8 I8 P B3l 0] A0 4%
AEAE DU S | 2- A6 DU A TR Bt T A8 1l W s
2, AN IR S R AL Z R B s R o X
AR R RO IR B RCR (PHAE . H T
W $E 7 TRPV L JR45 i 2855 B 7T RE A HL I
Z— YA JOT TRP I, S8k Ca' 5
Tt MRS PN AL, R BB Ak, T Ao K s T A
3 E RO SRR A TR 1] 2 R
ik . TRPVL 78 H X 28 2R G A L vl 22 R e 2
AR, FERRETRE TN =&
SR

2 TRPVI HHI53E 77 10 2 5m 12 14 % e RO o
RitRE

H HA T f 2 SRR M 25 B R fR , —
LR HETE I 25 A B0 25 (a0 3% B AR inELms 1) |
SRR PUMARZY R 5-FR e R 2 B AR
LRG| R

M\ 1989 4 TRP Z I i i 9% & BL LK , TRPV1
Z: 55 it 28 9 PR PO IV 2 3 JLAE B 90 1 34
Mo R OCKZE TRPVI 5 H T 187 #h 40% HE
PRI A S R I .

2.1 HHCF- (capsazepine )

1994 4F , BT 55— > B IE 55 2 B 19 58
FrPEFEPUAY . BUBCT-BEAETE 4 TRPVL LAY B
REEG AN, BT BRAR R 5 5 19 K R i b 4y
R A O . AR BT A S E S
YEH 25 B2 H R AR L TR, 252
FEFE LR JUAS Jry BRAME: < 5 52 X ol S 58 FH () sl
FEAHR MG 15 sh ), i Vs sh AR R e e 25, 24
RENTTFEATE " s 75— I RO 5
PEARTE B T 4540 TRPVL, 40 ) AR 58 25 2, ok AR 3
AR ] Ca¥ i@ A A1 TRPMS, 5 | B2 AH 1 1) fl
YER, LG 1145
2.2 AS1928370

(R)-N-(1-H 5E-2-410-1,2, 3, 4- DU S -7- MM
F)-2 - [ (2-H SN g - 135 ) FY 3 THC A -4- G
JH (AS1928370) /& — P B4 TRPV1 #5151 , BEE
5 TRPVI 321K IR RERE 3= 45 6 0 s 45 G T ]
BAEN R

FE/INER L5/L6 B i 8 25 FLA R v B 5% N B R
FH T E AR A Y TE ST AS1928370 WF 5T H: BE R E
. 453 8RR AS1928370 fig i 2 B MUK
SEH MR 5 B N TR BT AS1928370 RE - E G #H £4
SEFL /N BB LR A o X S50 K Rk
TS AU 3R AS1928370 A1 5 BIVE T , & Bk
AS1928370 X I A W& . AH LA AR YT
P29 BRI ) — R 28 S n R TP IKR SR
RIVEHT, AS1928370 7EIG YTl & T 7 A= Ak IR H]
ATREMESR /N AT UL, AS1928370 7E 1 28 L
PEEIRIG T A B TERF S
2.3  MEEiE (dimeramide)

5,5- ORI TR TR S — R Y RE ST 1] 15
PUARSMIAN TRPVL LG, h TIkBH4f
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B J15 bR, AR R 7E 5 50 PR ER
Jin e S8 3 A A0 (2B, 4Z) - N-[ (3R)-3-hy-
droxy-2-oxo-1,2, 3, 4-tetrahydro-5-quinolyl ] -5- (4-
isopropoxyphenyl ) -5- (4-trifluoromethylphenyl )-2 , 4-
pentadienamide ( (R)-36b )3 ik ifil i J5# B 14 g 7
FRE . RN SISz A A PR i A A i B
BRI T 10 Ca™ BB T HUER |, JF Higig LI i
WS Y =00 e K B AL T S PR L OF HL
RE A% TE A B Bl 28 0105175 5 (%) A 22 S YA g A
r I 0 TR

2.4 - B (a-spinasterol )

o- T 3 HS IR — P A PLR BUEL R
FIRAZ 9 VE B9 TRPV B94E T, [ B 2 —
AL (cyclooxygenase, COX) I F] ., 764
o TP IR 19 7 R AL v, COX R 1Y 24 7 ) i
5 B 2 E2 (PGE2) W] LLAE Jy 4 U 1 # o2 08 i
TRPV1. [ o- 35 3¢ B AN (08 5o 1 17 COX I
/L PGE2 177 F | I e BT TRPVL, BEAS 1 A FL
2R

FE/NRSEE TR o- 3 50 8 B> TR
PIF I 0E L 2O A RE BEAk i
WREE ] -3 5 155 PEEAE AN 2 AR Sl W 1A T 1) 15 0 T fig
% B & W COX-1 1 COX-2 BTG TE . -7 3 i
P & — PP A 2 H % 4 (% TRPV 5515 AT COX 1l
TR, LA P A 288 BRPE A AL R rh B
BURIE™
2.5 SZV 1287([3-(4, 5-diphenyl-1, 3-oxazol-2-
yl) propanal oxime |)

SZV 1287[3-(4,5- R 3E-1, 3- W% -2- 3 ) N
f fi7 ] ([3-(4, 5-diphenyl-1, 3-oxazol-2-yl) propanal
oxime ] ) J& — F BT A 20 R TG MK SRR A B A AL T
(semicarbazide - sensitive amine oxidase, SSAO) 1
i3 . SSAO F3 A1 e (Can W g , & JE PR R ) A ) AR
IO Y P R AR AR T TRPVI Z 1K
FEAH Z TG R FEA o AR P S B AIE S, 75 B 3 1 b 22
o LI P 1 /N USSR v, SZV1287 1 ] 1
H TRPV1 i b5 5 1) 2Pk b 27 83z M i ot ik
P25 A /N BRI TRPV J PR e 53k /N BRURA) %) R S 36
PR T AR F R ZE LA/ SRS SZV1287 4525 7
KIG A EUIN B 2P 9 ) Sk 2 B AR, i e 56 ]
RN AR MR BNZ IS . LR gE 45 A U
SZV1287 AMGE 3 1M 1l SSAO W4 ZUHE W i
7 RIS AT S TRPV L BOFEHT , 4 2 Bl A Y

BRI T 42
2.6 Xt TRPV1 /73T RNA

/TP RNA (small interfering RNA, siRNA)
JE— KK EAE 20-50 A% A R 19 RNA % | 38 1T
RNA T4, 578 F 41 mRNA B #2551 2
Wi e, Al S BRI AR IR o AE M 2 B MK
KU AR S 86 v, 5506k BEZE X L, B0 A B 22 18
P H 38 #5455 (CCI: Chronic constriction injury ) 175 5
F18) R BRX AT A o 8 R A ) 38 Y R 1 B S T
o S I B BRI & B TRPV 2 (A 7E RT3
Il fz o 5 A R AR 1 A R R I i g . 45 KR
B PN T S ) TRPV [ siRNA 2044, 25 51 R0,
S 21 R BRI VA I 5 5 1 9 i BH k2D . )
B, A [ B A T A RS T AR v 2 A ME S R
7 4 (Extracellular signal-regulated kinases, ERK) .
B5 JE 2 MW E # B (CaM - dependent kinases,
CaMKs) /K, Jel B4 A UEPEIESE ERK f R 1k
Je FE A 8 TT ] SR R N T A v R A E Y
YEH , 1 CaMKs 25 ERK #1G, 1T 2 5 9%
AR . FE CCT R B AU v, CaMKIT, ERK
WEIR T/ W & 247+ &, i & TRPV1siRNA i
i TRPVL 25 H Y KR35 )5 , H #E TRPVI Fl CaM-
KIT (%) 2 35U M1 , BRK A48 2 Ak 1 FH k2D | $m
TRPV1siRNA /-5 0 1F9 4 P T 5 F 38 CaMKII
FIA M /D ERK AUBERR LA 2,

J % J& RNA (short-hairpin RNA , shRNA ) J¢&:—
HIE W K Je 25 46 1) A S 15 /N RNA 43, AT 3 o
RNA e 1 i 3 5] 1 6 35 . Hirai 454450 ]
TRPV1 ] AAVO z /& (AAVO-shTRPV1 ) [i] 41 2 £
4 i 22451 105 (spared nerve injury , SNT) #5275 /)N i #
4524, SEge 45 . 8 /R AAVO-shTRPV1 4b BE 40 7E
TRIT G4 10 K Z 56 28 KXt 50°C B il 3 1 9 o
TR S0 Sk 2 B0, SE b T o R A G W 2
M ETST 4 G , AAVO-shTRPV 1 AbFRZH /N BLEY)
DRG H' ) TRPV1 ik K -REAK 2 55% , 76 I i
FEAIRZ 95% o i WIFIT 45 R BRAIESE TRPV 741 289
P R ol B OCHEAE 3R W] AAVO-sh-
TRPV1 AYFEE R AR AT, 78 52 50 3o 7 rp R0 28 21 1]
B EIEA.

B4 T #E [5) TRPVI [ siRNA . shRNA A % .
(AR A T, A AR TE I 48 1] K B A 2 5 RNA
(long noncoding RNAs, IncRNA ) 7] L) i i TRPV1
P2 A AR B9 AE . Lnc RNAs J& RNA B4 B 1T
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RN =8, HEGXT Inc RNA B BF 5830 AT 2
AT e FE 20 B 9 17 2 R AR O AR b R AR
Lnc RNA BC168687 /& Inc RNAs 5r T2 —, B
PR ARIERE (HA Lia 5538 15 5256 A& BUA7E B8 PR
P #2514 Y% 9 (Diabetic neuropathic pain, DNP) i)
K ELDRG ', Inc RNA BC168687 i3 % 7K -1 i
W o Liu 58 25 i 3 W) 92 56 & B, Inc RNA
BC168687 siRNA fiE i ] 18 4 % DNP K fl A LB
) 38 45 2 B {8 (mechanical withdrawal thresholds,
MWT) il FE 1 B 33 4 2 3 AR 3] (thermal with-
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