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WE B8 BT R E R (Hey) /KX 2 2201 1
LEAE (PCOS) BREATUR BRI AT (FET) Y897 J5 i 7= 1Y Tl
MNE, ik B/ HrE YT FET 387719 536 4] PCOS
FBFE TN 550 HlkER4E N 23R PCOS B (X IR4H) I R ERE,
EL A 2EL ) 1 ik W8 RL FIAT R 45 ) o % PCOS #8353 7=
20 595 720 i B A BEORNBEAT LU AL, 43 BT Hey X PCOS 835
FET &7 IR = M BIAN (., 45R  S5XFR41 i, PCOS

E PG LA, T4 A Hey  FINS & HOMA-IR FF
L R T2 L (P <0.05) ; Hey , FINS  HOMA-IR
J& PCOS E T = A fE B N %, B Hey X PCOS B i
FPERITRIN AN & 85 T FINS 1 HOMA-IR, H: ROC 128 T M1
(AUC) 5 0.829(95% CI =0.755 ~0.902,P <0.001) , fiefE
5 (B~ 15.975 pmol/L, R L E 4 79.0% , 7 5 B K
87.4% , %t PCOS & 3 i 7= B A B 1 Boil i (5., 4518
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BT T % B R AR I [ #E ( HDL-C) R i
MR RG22 A G X (P <0.05) ;5 PCOS
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e E i B B R — BRI BRI 1 R A B ., A Z 2 U BLEE & fiE (polycystic ovary syndrome,

230022 PCOS) /& & 4 W Lo P fi i L 1) A2 58 TN 93 MR 5 9 2
P EHERKCE R S R AR E AN — FER I HEIN RS i E KT R
23;;324%% ) . i . PEREU S BIRR N 5% ~15% , Hd1 30% ~40%
SRR AR TR H5ATHE TRERMR L, A N oy ; /
L I A T R Hy PCOS FEHAT I PR | P2 B0 PCOS f%

B OEEREN  HET PCOS HE 5 &AL AR TR = 1Y
ELORHUE AN W, R 28 2 bk 2082 (homocysteine,
Hey ) & e RGP 8 LAY 3% o & IR, 20
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in the YAP gene andits protein expression,and to preliminarily discuss the correlationbetween YAP and the develop-
ment of non-cardia gastric cancer,so as to provide new ideas for the prevention and treatment of non-cardia gastric
cancer. Methods 126 casesofnon-cardia gasiric cancer tissues and 104 cases of paracancerous normal tissues were
collected and set as case group and control group, respectively. Immunohistochemical SP assay was used to detect
the expression of YAP in non-cardia gastric cancer tissues and adjacent normal tissues. Tagman method was used for
genotyping. The unconditional logistic regression method was used to calculate the odds ratio (OR) and its 95%
confidence interval (CI) to detect the associations between YAP SNPs and the expression of YAP protein under
The expression of YAP

protein in non-cardia gastric cancer tissues was significantly higher than that in normal gastric tissues (P <0.001).

Codominant , Dominant , Overdominant , Recessive ,and Log-additive genetic models. Results

The expression level of YAP protein was negatively correlated with the degree of tumor differentiation (P <0.05).
There was no correlationbetween the expression level of YAP protein and gender, age, lymph node metastasis and
tumor size respectively (P >0.05). No associations were found between SNP 1511225163 and rs1820453 and the
expression of YAP protein under Codominant, Dominant , Overdominant, Recessive and Log-additive genetic models.
Haplotype was constructed by Haploview 4.2 software ,and the association between haplotype and YAP protein ex-
pression was analyzed. Conclusion YAP may be involved in the development of non-cardia gastric cancer.

Key words Yes-associated protein ;non-cardia gastric cancer;protein expression ;single nucleotide polymorphism;

association study
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MRS fER N R 2 —, EPWAMIFEE e
SEER T PCOS AT A I Hey /KIS, HE5 AR
YRGS JRAT B VIR FR o IS IR o A e B s R
DR — Wi = g 41 7 B AR B B2 o v 2018 4 1
H—2020 4F 12 HWif 098 AT VR Rl G B 41 ( fro-
zen-thawed embryo transfer, FET) G771 536 il PCOS
BN 550 i BRAE A R AR PCOS 1l R BT HE
5% PCOS 83 1ML Hey 7K 3t 7™ B9 o0l 41181

1 WS H%

L1 mEIFER [ Hr 2018 45 1 A—2020
12 ATELRUERL R 55— M BE B 1 7 LA
e B IR AT FET A7 HY 536 ] PCOS M (P-
COS #1) i1 550 {1 5145 [N & AF PCOS 3 (X I
H) I PRBORE, HRAEYRES R K e 0™ 1) PCOS f&
FACHFL=AL(62 B) R e 05 7= (9 PCOS i
IR AL (206 1)) . PCOS ZHZN AFRE 25 ~35 %,
4y 2003 A EERRPT23Y PCOS W E BT
3 A 2 ZAEATERiZ R PCOS A D ok
P RR A HEDH ;@ ELA R R AR 4 I PRAE AR
(B0 AALIKTE ;B IPEEZ WAL X HRZH I A bR
#E:25 ~35 % HEUPIE 5, i UF 48 15 52 (hysterosalpin-
gography , HSG ) & BUA i R4S A B ol ™ B 3 i, Ri2
W HAt B BB TS . P AL HEBR bR . T E IR
(LAE ; UPEAf A DIRE N [ 5 AR BRI W TE 5 5 DY T4
3 5 Y73 WA 0 AR IR ) RE e e WD L 3R IALAE
PEFREFBAESS s REE— I SO A TE G B A 5 5 5
TR A R A BB RSN IR - IR
F4HH (in vitro fertilization and embryos transfer, IVF-
ET) F01i [F) 245

1.2 S&ITAE MR EE A AL E AR 1Y
FEAEHEDN 7 ), 2B #8 75 (ransvaginal ultra-
sound, TVS) 515 T ZFJ BN, 345 1) 51 5 47 AL
RSS2 IRIG R FOF s IR iR K B O, iR 55
P AL M= VE 4y AR e, =3 BB SN R IR
JE2 . LRA R H B BTV VR IR G B8 i B
28 MR R T DL e 5 N TR B A AR I AT
eSS . FE HARJRIIHEDN S 5 d SN T 2 A
I 5 5 RATIRIG AR RFEAE, TVS 51 T #%
P 1 ~2 FL R IG , B4 S 14 d KD N S0 B A
BRI 2 (human chorionic gonadotropin, HCG) 7K,
# HCG M, W TR AS 30 d 47 TVS Ky iffi i 2
Al R AEYR

1.3 MR AP ZREERIR A8 — R B2 B

A O PR B 27 A8 BRI T, 0k S R AT I
Bt © —MAEOAER B AR TR
AL LRI CR [ ME T BE (estradiol | E, ) | B{A/E
12 (luteinizing hormone , LH) | B 3 i 3 2 (follicle
stimulating hormone , FSH ) | 22 i ( testosterone, T) ] |
Hey 25 I 114 ( fasting plasma glucose, FPG) %5 I fif
5 2 (fasting insulin, FINS) 25 & 1L A5 [ 5 AH [ EE ( to-
tal cholesterol, TC) . =t H i ( triglyceride, TG) . 5
2 1 g £ HH & B (high density lipoprotein-choles-
terol , HDL-C) {IX%% B g & 1 IH 5B (low density lip-
oprotein-cholesterol, LDL-C ) . g & H ( lipoprotein,
LP) ];® IVF-ET 255 JROREL AU G £ 7 B4
Ry (CELAEARE R TP 36 ) ;@ R BT E 48 % ( body
mass index, BMI) = /K fi /55" (kg/m”) B R
P (insulin resistance , IR ) 7K % F B 5 Z DT
FR AR (homeostasis model assessment of insulin re-
sistance, HOMA-IR) = ( FPG x FINS)/22.5 "R ;
© LBIEIG A (% ) = H0 5T R Sy IR i SR x
100% i # (% ) = W)= NEY (o™ KB + 15 7
NE) x100% &7 5 (% ) = 167 N (T AEK
+I A x100% .

1.4 Zit=Z43E R SPSS 22.0 Seit2g ikt
TTER BB 5 o3, AR IE R EUE T ZEAFE IR T
BRI M( Py, Pos) F7n IR EECR FH 2 2R JE U
FRAR I THECFORER H n (% ) 320w, 1Rl bR
X KB XL e it2¢ 25 5 (P <0.05) 455
WAZ TR S Hr Sz 2w &R . B Hey  FINS
HOMA-IR {EAE NG 30728 & it 7= A IR S e, 22
il ROC #iZk,ROC #HZ FHIBL(AUC) >0. 5 Fnxt
T A A

2 FR

2.1 PCOS AE5xRBAEMAMBIIRERDILE
WiZH B F7E4E R B, \LH FSH FPG TG \LDL-C }%
LP KRG 24 L (P >0.05), PCOS 41/
% BMI. T Hey FINS . HOMA-IR } TC 7K F &5 T %t
M2 HDL-C /KLY IR, 2 R A g it 5 X
(P<0.05), PCOS 4B # 3R BRECK T X a2, i
MBI RN F X A, 2 A G2 (P <
0.05) . PCOS 4 B3 UL ™ 3K TXF B, i 3% 7
RNFRTIRA, 2R A G L (P <0.05), W
x1,
2.2 PCOS EEPRmHSEFTHEMERLE
PCOSHE# b il 7 2H 5 1 7~ H A 4E % (BMLLE, |
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#1 PCOS A5xBAEMBR RITIRGERELE[ M(Pys ,Pys) ,% (n/N) ]

i H PCOS #H(n =536) X} HEZH (n =550) Z/x* 1l Py
ERE (S 30(28,33) 30(28,32) -0.436 0.663
BMI( kg/m?) 23.38(21.64,25.22) 21.49(19.71,23.56) -10.405 <0.001
E, (pmol/L) 164.94(109.19,220.10) 160. 15(109.95,208.87) -1.172 0.241
LH(IU/L) 9.15(6.94,11.84) 9.56(6.09,12.42) -0.072 0.943
FSH(IU/L) 6.47(5.52,7.40) 6.46(4.93,7.73) -0.466 0.642
T(nmol/L) 1.83(1.22,2.48) 1.37 (1.01,1.77) -9.192 <0.001
Hey ( pmol/L) 12.38(9.44,15.93) 6.97(5.92,8.06) -20.937 <0.001
FPG (mmol/L) 5.22(4.63,5.85) 5.23(4.58,5.88) -0.296 0.767
FINS(mU/L) 13.35(11.16,15.46) 9.61(8.21,10.92) -19.507 <0.001
HOMA-IR 2.99(2.74,3.27) 2.18(1.78,2.64) —18.101 <0.001
TC(mmol/L) 4.84(4.36,5.41) 4.61(4.05,5.16) -5.375 <0.001
TG( mmol/L) 1.51(1.31,1.70) 1.55(1.34,1.75) -1.584 0.113
HDL-C( mmol/L) 1.24(1.03,1.44) 1.59(1.30,1.81) —14.907 <0.001
LDL-C( mmol/L) 2.76(2.42,3.09) 2.74(2.37,3.07) -0.765 0.444
LP(mg/L) 169.87(113.94,222.11) 178.25(120.91,236.20) -1.781 0.075
R () 22(19,24) 16(14,19) -20.337 <0.001
PEE IR (% ) 74.95(3 911/5 218) 82.00(3 179/3 877) 64.227 <0.001
M=% (% ) 23.13(62/268) 14.73(47/319) 6.797 0.009
PR (%) 76.87(206/268) 85.27(272/319) 6.797 0.009
#2 PCOS ARRFIREFEMBERBRIIRERELB [ M( Py, Pss) ]
WH WEH (n=62) WG4 (n =206) VAI: Pl
FR () 30(28,33) 30(28,33) -0.170 0.865
BMI(kg/m?) 22.52(21.07,24.49) 23.40(21.47,25.06) -1.946 0.052
E, (pmol/L) 165.25(111.81,220.07) 173.57(108.28,211.21) -0.083 0.934
LH(IU/L) 10.52(6.62,12.97) 9.38(7.00,12.08) -0.693 0.488
FSH(IU/L) 6.36(5.61,7.58) 6.40 (5.29,7.38) -0.645 0.519
T(nmol/L) 1.91(1.25,2.48) 1.88(1.31,2.49) -0.208 0.835
Hey ( wmol/L) 18.57(16.49,23.00) 11.90(9.30,14.51) ~7.843 <0.001
FPG (mmol/L) 4.95(4.18,6.00) 5.25(4.54,5.82) -0.734 0.463
FINS(mU/L) 16.65(14.07,17.95) 12.64(10.66,14.66) -6.930 <0.001
HOMA-IR 3.10(2.93,4.06) 2.90(2.75,3.01) -6.755 <0.001
TC( mmol/L) 4.96(4.51,5.43) 4.82(4.36,5.40) -1.021 0.307
TG( mmol/L) 1.48(1.30,1.66) 1.49(1.26,1.71) -0.289 0.773
HDL-C( mmol/L) 1.32(1.06,1.47) 1.23(1.04,1.43) -0.593 0.553
LDL-C( mmol/L) 2.76(2.32,3.20) 2.73(2.44,3.04) -0.467 0. 640
LP(mg/L) 162.41(125.42,200.27) 169.16(113.66,223.08) -0.727 0.467
FEEL () 21.5(19,24) 22(19,24) -0.353 0.724

LH FSH.T .TC.TG HDL-C \LDL-C .LP FPG JZ 3k §p
O 22 7 G245 (P >0.05) , i =4l Hey
FINS ¢ HOMA-IR & Ti6 774, ZR A%t 8 X
(P<0.05), W2,

2.3 PCOS BERFMBIEZR PCOS BH W™
f9 22 IC 11 23 47 45 5 7%, Hey . FINS . HOMA-IR %
J& PCOS BH W= MM fE R N [ (OR = 1. 428,
95% CI =1.268 ~1.609,P <0.05) . (OR =1.362,
95% CI =1.144 ~1.620,P <0.05) . (OR =3.359,
95% CI =1.170 ~9. 647,P <0.05) |, W3,

2.4 Hcy.FINS HOMA-IR Xf PCOS EEH =

&3 PCOS BERTHETEIEFSH

ZH B OR & 95% CI P1H

Hey 0.356  1.428  1.268~1.609  <0.001
FINS 0.309  1.362  1.144~1.620 0.001
HOMA-IR 1.212 3.359  1.170 ~9.647 0.024

ME  PCOS & Hey FINS (HOMA-IR T iz
) AUC 43514 0. 829 .0.790 0. 782 ( LKl 1) , 34 >
0.5, F FE I FLAE 20 9~ 15.975 pmol/L, 15. 505
mU/L DL 3. 077, H:ip Hey B9 AUC /& F FINS L&
HOMA-IR, H HA 345 1) RAEBE S, W3k 4,
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1= R
E 1 Hcy FINS,HOMA-IR Xt PCOS £ :3& 7 == 75l M B &Y bk 3%

4 Hcy FINS.HOMA-IR 3t PCOS £& f =i M &
BREE  AUC 95% CI REERE  REE%) HRE%)

Hey 0.829  0.755~0.902  15.975 pmol/L 79.0 87.4
FINS 0.790  0.719 ~0.862 15.505 mU/L 59.7 88.3
HOMA-IR ~ 0.782  0.709 ~0.857 3.077 62.9 92.2

3 itig

PCOS & — Fh & 9 It R AS BH 104 A5 8 PN 4 6 %
I, L LI AR i R A 46 A 25 L B DL B 2
& H PCOS B G R IHE IR | 4 R 0] e 1l Fs |
PRI AR R R GS JR i & R PCOS
e N S B AR FE R R B 2 (s R v 3 3R A
PR (R DR i R B R | s I 3 R I RE
(hyperandrogenemia, HA ) | /5 ik & 2% IfiLAE AT IR 5535
ISIAE PCOS A 1T RE S B0 UG 38 i 114 e jx A
2, ARk, KR E N AMIT ST K] PCOS B
AT RE S I Hey K- FHEAR DG, AWF5R 5%
HEZ Heds , PCOS 41/ BMI, T Hey FINS .HOMA-IR |
TC RIS # Tt , 1 HDL-C G B IR Ji 58 K
W RER, ZERARITFEL(P<0.05); 5
PCOS 835 W ik 7= 4 Lh 38, Y 7™ 41 Hey , FINS K&
HOMA-IR F+ &, ZR A G E L (P <0.05);
Hey .FINS (HOMA-IR #J/2& PCOS % i r= ay ph <7 e
SRR, H Hey X} PCOS F8 35 UL A9 10000 A0 (B e 1= o

PCOS BE RN HA |5 1 & K ILAE (IR S5
FEBLE P Hey KV FHE, [AIE Hey 7KF B 55 X
S PCOS R ALK, 4 m PCOS & it ™
RS, SERNEE S5 FFSEIESE,, PCOS A I Hey
IR0 T e 5 S 0 N A AR O R B T, e e

Sy ZIMAE SR IR #E AT AES LI Hey KT, Hi#
HIEME, AR E R R, M Hey KFFHE
SN PCOS B R IR R KN M B2 N &R,
H Hey KFETHR 5 BE R ZE K& IR A EH%
PISEHt, —minrhEtEmrss ™ &0, PCos & &1
T 4 Hey \JHOMA-IR /KF 3 7+, H Il Hey
JKF-5 HOMA-IR . BMI K 7 25 52 i /K SF &2 i 3% 15 A
Ko

PCOS 3% U1 I Y RN ML VRATG 26 P 3 v B Hey 1]
B2 T B TR iR 238 B0 7 B R AIR L i ™ R T i 1Y
FER R Z— I AT RESE I Az B i XU, 5
B4R S0 IR R R Y Hey 3@ Ak
o7 0 A K R AR Pl 3 Bt AR L S S B S ko B
TR A AR 2 10 A ALK O R 40 ol et B %
BIEBE , B0 IR G Fh oA RN 1E W SR R 00 4R IR
PEFRH R KP4 Hey RTS8 11 E |, 5 mEE G A
TET 4) AL S8 R 0037 50 4, AT A5 S 0 A P B A0
A TS AR I PR T, 5 | RS A8 00 A Rt AR T b
i, SR, 51 &R . AR, Hey
FINS .HOMA-IR /& PCOS & i F= iy i 57 e e R
#, H Hey X PCOS 3 it 7= B9 ¥ U 4 {16 K T
FINS .HOMA-IR, 5 Chakraborty et al' " R —E,
] PCOS SR U™ 2 FH 22193 DR 5 | Ay e [ e ¢
gl Jay , Hoh Hey X B EmE A BN, IR
b W v XU B PCOS {H 2z Il Hey 7K, 48 A4
2 BRI RN R R AR S L, AR AR 7t
fii ZEE % B, B, IR T IF RS, B R A R AT
IR A,

AR FAFAE—FE RPN ABFFEREAS A
X T 2o M IX AR B LG A AR, R R
o, A RER H MER R A58, A, PR R [ A
5% % F R I Hey Y BE TH =6 97 AN B, X 25 21
FEAE—E R AT, R RERE U IR L H AR G AR K &
FAEM, = XA A 5T, 75 B — ik
T R I 0 TR P AR 98 R S0 IF 3k B 25 5
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Predictive value of serum HCY level on the risk of miscarriage
in patients with PCOS undergoing FET

Lin Zhongshan'*" | Jiang Xiaohua'”*, Yu Shujun'**, Guo Peipei' ",

Zhou Ping'**  Cao Yunxia'?®,Wei Zhaolian'*"

(' Reproductive Medicine Center ,Dept of Obstetrics and Gynecology , The First Affiliated Hospital of
Anhui Medical University ,Hefei 230022 ;> Anhui Province Key Laboratory of Reproductive Health and
Genetics ,Hefei 230032 ;° Biopreservation and Artificial Organs ,Anhui Provincial Engineering
Research Center ,Anhui Medical University , Hefei 230032 )

Abstract Objective To investigate the predictive value of serum homocysteine (HCY) level on the risk of mis-
carriage in polycystic ovary syndrome (PCOS) patients undergoing frozen-thawed embryo transfer ( FET) . Methods

536 PCOS patients and 550 non-PCOS patients with fallopian tube factors ( control group) retrospectively were
analyzed. The basic characteristics and pregnancy outcomes were compared between the two groups. Also,the basic
characteristics between the miscarriage group and the live birth group in PCOS patients were compared. The predic-
tive value of Hey on the miscarriage of PCOS patients after FET treatment was analyzed. Results Compared with
the control group,body mass index ( BMI) , testosterone (T),Hey, fasting insulin ( FINS) , homeostasis model as-
sessment of insulin resistance ( HOMA-IR) , total cholesterol ( TC) , number of retrieved oocytes and miscarriage
rate increased in PCOS group, while high density lipoprotein-cholesterol ( HDL-C) , high-quality embryo rate and
live birth rate decreased,and the differences were statistically significant ( P <0. 05). Among PCOS patients, Hey,
FINS and HOMA-IR increased in the miscarriage group compared with live birth group, and the differences were
statistically significant (P <0.05). Hey, FINS and HOMA-IR were independent risk factors for miscarriage in P-
COS patients, and the predictive value of Hey for miscarriage in PCOS patients was greater than FINS and HOMA-
IR ,and the area under ROC curve ( AUC) was 0.829 (95% CI =0.755 -0.902,P <0.001), the cut-off value
was 15. 975 pmol/L with a 79. 0% sensitivity and a 87. 4% specificity , which indicated high predictive value for
miscarriage in patients with PCOS. Conclusion Serum Hcy level significantly increased in PCOS patients, which
has an important predictive value for miscarriage after FET treatment.

Key words polycystic ovary syndrome ; homocysteine ; pregnancy outcomes ; miscarriage



