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[ Abstract]

and polycystic ovary. The exact pathogenesis of PCOS remains elusive , present researches mainly focus on the field of

Polycystic ovary syndrome ( PCOS) is characterized by hyperandrogenism, ovulatory dysfunction

genetic polymorphism. Genetic researches showed that the genes which were correlated with insulin effects, synthesis

and metabolism of steroid hormone, dysfunction of gonadal hormone, folliculogenesis, chronic inflammatory factors,

might contributed to PCOS pathogenesis.
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22 58 U B £ 4 1iE ( polycystic ovary syndrome, P-
COS) E—FAE I R SHR MR EIFFHN
SFUERLGEIE. FrEETHEN R S 2 R
BEMI(R) BEEERHE, REFHALALE
AEE RWAERE, 1935 4 Stein il Leventhal B {X3R
18, B L FF Stein-Leventhal £E-GE, HRILE A M
REH, PCOS HAMTHRMMEFTH, LLLH
IO AZFRERE . 2 B S BRR RN 35 P 4F
T R 30 B4R 14 PR A B8 I . W PR o LB PR
I LA R I SE AL B R MR e R — 4B, i PCOS
R RRPL B EE . BT PCOS Bk R R B
BRFEREREHURMKLZ R, FEUFLRE
kB g1 gt g, 38R PCOS M &% 7T 538
fHE A %, (HIE K L & PCOS [y 3 53 X4 (¥ 5 g
A BIR, LR R E X ETERENTR
%, BATENMMITREREZNERZSHS
PCOS WY RIRTFTEA KM, IR T FBERS R
YRR KBRS E & RSB EBRTI BRI,
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SBHITE R AR S RS B R LA R A8 o e ik R 1 ) 4
Fi. A3CHEJLES PCOS RIFAHCHRE 25 1E
MR AE—ERR
1 BERFRERBEXER

JBE B B AR AR EE B 32 A5 7E PCOS Hh FER I
2 IR FIeg R S5 3 MUAE (HI) o SMAARX R G R
RRERRAR, RS BB E  H R4 MRk
FIE 2B IR BE T eI, BR 2N IR, 40% ~60% P-
COS B (#FRIRMEME) f7E R, HEREFERS
R ERERE ZEEY-1(IRS-1) RZ 4G HH
BB %, IR BERMERRRZHR, YLK
S FEKFREEASER H, —F AN P-
COS B BYEIRIR AR, R, R B RE AR
RAE PCOS (M &It b A EE AL,
1.1 RFERERZEMIED-S(LRP-S5) HEH
K% R B 1 AR AHC H B (low-density lipoprotein
receptor-related protein, LRP) & —287E gVt B
FEEEAMEDZRK, BRI K LRP-5 &
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HZEA S PCOS B & f B BE AR 1R B AT BEAH 2%,
B bt 401 SR P A8 1 T ROV MR €638 3 ( DHPLC) 48 91
43#7 201 4] PCOS F# 5 109 4 IE#% A LRP-S 3 H
rs3736228 {iL 53 SNP, R BLIESR B4 A& 59 BIFEA
] BESRAT MY | IE ¥ X HR 4 Hof 40 iR BE S
AR ERY , B R IE W Wi A, Zad U P B iE 2R AR
37 BB K 1s3736228 fif &, PCOS B3 o 59 447 &%
RAFUEFN 142 B 1E H 0 B RAE S RE RS R 2
&), X EER(BMD) . HHM =8 (TG) ZRA4HK
22 Y, B LRP-5 2 rs3736228 i 45 SNP &
S5 PCOS ERE R EA A X, BF
2Pt FRBE S /E S — S WA RS, LRP-S &
A rs34216038 i 1s11574422 B HF R E DML EE
UK PCOS BEMIEW AR P RS HEREmE
HBEEHRESAS, HESH SR PCOS B &
TeAHEME . T CDNA ( NM002335. 2) T1979C {if £ 0]
BER SNP 5. fTE M gk 170 4 PCOS BF Ry
e R BE Bt S A AL 8 7 , X H rs3736228 i1 s f C/T
HERBGETHR N, RABEREN CC WEF&
(102 1) & 5% B 4H A 4305 T BB 6 B0 ( HOMA-IS ) {H
BMI & L (WHR) TG BB & T T S E R4
(68 ], P =0.045,P =0.015,P =0.041,P =0.038) ,
RS BHURMEATE,CT+ TT REA S E S CC &
HERE MRS ZHPTIE 5 (HOMA-IR) X &
ZFR(P=0.960), O RRWE B0 A I X2 i M
JBE 5 & UL R ML AR A Z 2 F B 0, Ui PCOS
B LRP-S B 18 4 B F rs3736228 fii &A1
C/TEZEEHEDE B AT WINEER X,

1.2 S8 ALY G (AR 58 A0S Z 1K v (PPAR-y) 3
B PPAR-y EENM T3 BRaHEE L, SF I
SEF. FERETIEHHLEARRERSE. BT
PPAR-y BH R H R 5 51k, B9 AR B BR B A1 R
e S ALY BE A T S, MR K e 2 518K
RSB RX, WE SR ARS LR IR XRE
Y1, PPAR-y ZE R FERWMRERES, REEHE
PR Z I B RIE i L 775 PPAR-y B H B
T 6 LA, Hi5 PCOS AEREM & 4 25 i ¥+
BAX, JRERAERER PCOS M5 BRERZ — B
PCOS M IR HHTLHAE X R, {H Shaikh
UV R ERE 275 Bl BILE R 169 iR BELH H
¥iBr9T 8, PPAR-y 2 [H Prol2Ala % His447His it
HEIXT IR AR, N\ Z5 PCOS i &R
1.3 BRBEREFETEHESFFI(INS-VNTR) RS
EHXEFE 2 HE E F %) (insulin variable number tan-

+ 273

dem repeats, INS-VNTR) N FE THESZEERE 5 5%
WAZEERFY], ZRERNAEREZREEIZ R
INS B:H 5% 5% & INS K42 5 PCOS HsHL.
T K 130 41 PCOS M F 130 43k P-
COS A% #) INS-VNTR &4, RABHHAM 1/ 1.
I/IAI/MEFAFRLGAERELEITFEX
(P=0.196), I/l #FH A H&FHH I PCOS H
HIfEk e, PCOS fig 55 HKPT .4 AH B L /R A INS-
VNTR £ BT Je 46 7 B R A R ¥ % T PCOS 3F
RS RMPILH; PCOS BEPNM/MEFEEM
INS.\IR RZEFF I/ 1 HFEEEF, AWK VNTR
T HEA R PCOS R 5 B A , {2 T &Y INS-VN-
TR 7] feff PCOS & &4 IR WyfaRe i,

1.4 SEIEREEE (Calpain-10)  F5EIHEEER
(Calpain-10) B —FE B RE LB, S 5RS RN
[HRHEEENSHRAGESH YN, HRX R
THSZB IR, HH5 IR Z 8] 5 B 4B & A8
W, 22U SE AR 5T BBBFST, XF Calpain-10
5 SNP43 HATHLH , £55% PCOS B & H SNP43 fif 5
KRBT )RR GG EHAIE GA H[HAAF
Xof IO PR R | B PR A S SR T R % K P38 m
(P#]<0.05) ;ZEXT R4+, GC F R 5 GA B
BU L&, HoXP R A DHT /K36 4n (P <0.05) . BF5E
R R MLAE (HA) (HI & PCOS K5 i fE
HE; ZE JERMAERTE PCOS-IR &KL
BAF . KM Calpain-10 2 [ SNP43 i i G 4
HET R SEEME M IR BX,

1.5 MWEZEZENE (omentin-1)  MEEEF (omen-
tin-1) 5N T B —F, FE B MBI HR
W, BN R A RERE B o W B E B IR E F
Mahde %! 5841 3% 60 45i] PCOS 3% K% 30 &4 IE%
XF PR TR LI R R, SR AN K-
6(IL6) . HAME-8(IL8) . FXPL E (resistin) | lep-
tinRBP4 iR R FEH F o (TNF-o) K i 5 % (insu-
lin) F)RIE KPR B AT BE T HA(P <
0.001) , Tij omentin-1 F ghrelin B i FFE(P <0.001),
K omentin/resistin M8 ] SE7ETR 5[ 15 R FH Wi
MW BB PR EEER, ZBIRA TR
—AFT K F R AR PCOS MR IRPLE, X R H K
BLIL3K omentin-1 5 PCOS f)AHRHEAEM T, itk —
BHRAHRERMALE PCOS M2 HiRILEE
et

1.6 ATP & A%i8F A1(ABCA1) ATP 44
&% T Al (ABCAL) ZF & ABCA kR Z
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—o. HETE LB ABCAL A5 40 i P4 i [ BE A0
BAMR, TERHERE R AR A PR EEEH, PR
F<H ABCA1 EH R219K L S B AMEERENKYS
HHEMSHARER, AN TEREAM, A ZEH
AT AR TR S 1% 22 FBs AR HER % 5 B
BIBFFE ™, Erdoganl % 5t + B H 98 4] PCOS %5
BIL B 93 B %f FR4H B 5 9 BF 5T K B, ABCA Z
G2706A [y AA BIF A % EF7E PCOS %% B 4H =
A B T4, PCOS ABCA G1051A 2278
FEE AT TR A AL N A bR R, (B R
ISR KRB B ERRAKEBR B S T X BR4,
KAZEFETEEE PCOS ¥ RIRVLEE X, BEFF
EMNRES NEEZMERRE—SMUIESE, B
RIS I E R~ —F 40 5 PCOS &9 ToAH R MR B
B FE%¥#H Barber 4 Pt B TCF7L2
FEIH {57 /5, 17903146 1 112255372 S A Xt 2 K
FEPR (DM) 1 5 B4R 2 {H 55 PCOS R HLT
KB, FALHESE K FIALTHBIERE, RE¥
il BT — 38R ) TCF7L2 [ 15290487 (C) |
rs11196218( G) . 157903146 ] . HHEX (rs1111875) 4
B CDKALI(1s7756992G) i R H A R 5 h Hid %«
PCOS iR E T X, Fob, L EEFH DR EH
IRS-1 G972S.IRS-1 Gly972Arg. Ala512Pro J% IRS-2
Glyl057Asp R £ A5 M5 PCOS X % L% 78 &
FHE0 AN AR BRIV EMRERE R
H— R,
2 KEEBHENARSREHEXER
BT RS B BER 15 B S R e 2 E 1
FEFRIKTE PCOS p EE RIS HA, T HA 2 P-
COS By EF s PRFFAE Z —, By JL T I, BF 5% 4 17 3%
BB R A RS A E E X1 B PCOS & A&
FEREEEEREN ., BRI RMNZREREER
CYP19.CYP11A.FOS H F. .MM E 2k (AR) &
H4,
2.1 CYP19 CYP19 BpF5&HILEG, RIEME S R
R — AR (R MR 520 R, AT
AR AWK = W, X T CYPL9 EE%E
BRES PCOS X —HFESIN, THLE"
180 fif PCOS &3 Fn 127 fi4E PCOS X} FR & By 4h &
MARA$EE DNA, il 534 %8 CYP19 EHE 4
WEFHREZEELE PCOS RFZREA EEMERX
P, X PCOS & 1) BMI FIAE M BB TLE W, Xu
L BT R B PCOS HE CYP19 2 FHEE 4 Iy
TTFESEMER(TITA)n BFREHE, R —%

{1 R By 43-Aa Xt PCOS 1) 55 R TC IR B
2.2 CYPI1A CYP11A H[H 4555 AE B2 0 65 24 iR
B, 2 58 EMEE A RN EE, B HEES Y Z
HENRER, BERE SRR XERE, EF
KERSTBFFTIESE CYPL1A B[ 5 PCOS # HA #1)]
MK, BB 290 i PCOS i 344 Bk
PCOS & A R B A B FIR R, #7280
i, &I E P 7E 1s4077582 . D1551547 . D15S1546 i
rs11632698 LA E I E 43 A £ PCOS 26 A1X #E 2H [A]
EZRYBELITFBE N FRER CYPLIAL EEH B
LA M5 PCOS H —EHIREL, (HEATS PCOS BE
WIREEME K Z AR R HE T tagSNP R T
EESEXBMFINHTHAB S —PHE,
Zhang % A HFFT#E—ESE CYP11A1L 14077582
5 PCOS 5 BPEH B AR,
2.3 FOSHF FOS HFRAEBHBEMTHET,
WERA TR LI FOS B F7585 53] PCOS &ML
#l9, HL7E PCOS A EMEREN B, ZETF
THAERERS AT B2 HA 1 IR 3t RIBURE 7,
2.4 MEEFEZEAR)ER AR EEENIHER
REEAEh REERRRBY R, EHRE AR K
HEESETF 1 HEEMTE CACEELSH,KEE
CAG 5|2 AR ZEE E RGN, R AL
SEM R A, B AR B FJE PCOS H HA WEEREE
B, EXZE IR ER, K4 CAG(n >22) 7E P-
COS HFMM BAR TP ERELITEEX(P >
0.05) %84 CAG(n=<22)7E HA BEPHAHE T
EHA BE ,BERLHITFEN, FREW, AR
HEEM TE CAG ZMEXT PCOS 7 HA FIE BTCH
BRR, AR PCOS WEEBRHEE., ZEFEMWH
KV RANA Feit— 2P LR
3 MEEDSEXFERXER

PRI RER AL HRERERME LR
PCOS MEBELIFMEZ —, RERMEREER
F(LH) i F, LHR IR A &R (FSH) =2 ~
3, Valkenburg %)%t 518 i PCOS 8 & 2 996 4]
Xt BRAH BT 5T A BLOR MR B K 3% 4& (FSHR) 2 X
RAF 5 PCOS I PRAFAE By 2 B % YIAEC, Hoan
RMEREE KPR ERE S E, BARBURER
HF., Fu 2™ B3 97 385 FSHR Ser680Asn A
A B FSH FH&, (HH Fl Ala307Thr ¥j3EP EAL S
IR PCOS B H #E , Nectaria 25121 %t 180 5] PCOS
BHE K 140 ZIEE X BABTHE S, £ ERa
FHELAMS IR FEH X FSH K EHE VX, £H
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ERo /2 PCOS HEB M~ M EEBMERE, Liu
%P BE & F LHB 1052A 25 (7 2K &Y PCOS M
LH 7K PR 25 I8 b = , 8 LGkt LHP G1052A %
A5 0] g8 § B PCOS, LA L HA FSHR F1 Ala307Thr
HEE 5 PCOS & % . H # # %, T ERa. LHB
G1052A ZEF A BN HBUREH
4 EARBHEXER

PCOS #y— /™ B B2 15 PR AR AE 2 HE U B 75, o
— B REGBARE, FEEWALHEERE, It
Ah, SRR B AN R 4 S SR B8 R4
W I EE R AR 5 BN WK E AR, AT REN P-
COS KRl g — N EIFT, [ 1 U0 I B %
HETRR PCOS MR E A . 20 k£ 47 4 P-
COS ¥ & 40 2 i@ 5t B4 47 201, 45 3R PCOS
BHEMIMFERE S REME (AMH) B B35, I8
AMH A f£ 5 PCOS A %, PCOS & & i1 7§ AMH
S5imEFEEMEXERNEE, Hi#Eid ROC 441
/RIS AMH ] &2 5t F PCOS #4912 W7 3% 8B 5 1.
Sproul 21 %t 335 45i) PCOS ##% 5 198 f5il%t FR 4138
TR EN, FTEINHIE BiAE%EH GDF9 .BMP15,
AMH.AMHR2 5 PCOS {5 Bt AL, T Xu
1B oy i AMH 25 B AR 1510407022 1 1s8-
112524 SNPs {3 55 PCOS 5% B 4835, TA Bk By
BB ANT PCOS /Y 5y BT GA BB 52 248
K. ERTIRHIIE AR B M B a2 53
PCOS R FEHARMAAESR W, MF X HER
FIEH AT 5 A7 il — B TP RIESE
5 BMXERTFHEXER

PCOS fEFF 76 0 LB B IR W 3 R AE, T8 7
HRE T4 AT fE S il PCOS 0 I 4EF 2975 4 B
R, TR PCOS IS & R, P41 %
PCOS f&3 346 {5, XJ fiH % 315 4], & PAF-AH-
G994T FH LA, 3Tk PAF-AH 2 [H G994T
27 A GG i o B Uik Id 2 PCOS BR 3, INE 1L
3K PAF-AH By4340 528 , 31X T B3 AN 28 3 m 4 .00 I
ERRHOERYE. BRI Xt 50 Bl B X 50 4
XA FFTHI R R, BA-FE-18 (IL-18) 5Py AR
JEAESR, ATRER B A2 PCOS B IR f— PNEBEHR
IR T, FATRENT PCOS BEFLWBIAIF A —EME
o T Yang &5 Broc 8 IL-18 B E A5 - 607C/
A -137G/C £35S PCOS WPLK E#EM R,
H -137G/C {31 &%} F PCOS W R/ A R HEIER .
Mu 2P 3 B R R B IL-1BC( - 511) TC/C
HEB LN P EH L PCOS RRMERER.
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Yun 208 3d#5 & 217 4] PCOS HE #1144 & idRExt
R4 HHATHISE, B TNF-0-1031 (T/C) B H £ 454
H5EE A PCOS WERRE X, Hit, Ev LIEN P-
COS B — MG RAEAL L TSR . Deepika % 3 5t
XTEPFE PCOS &3 9% B X+ R BF R I8 X . TNF-o
1s1799964 FFH £ 25 PCOS K & fFHLH B B A8
%, 1B TNF-a BB A PCOS KA i rignl
FL D KR IWBIRIESL, T Vural & 5853
gt ICAM-1 241 F1469SNPs #F/ 7] §E & PCOS
HIfERE .
6 Z5iF

PCOS BE— M E M BRREANFTWERILSGS
fit, ERFERBIRFHR, EERRXT PCOS HHXEH
FIRFR #RABTET IR F HA B E 7, KR
SR TEERARTIHFERMER, REXH
HIERR R REEE, EREERNRSRNZ
FEFUFEES PO CREER SRR R
— IR AT, WEEE AR RNHEE MR
B EWZR SRR R IEZ LRI, PCOS &
TR BB MR AR AT AN A B T 20
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