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Abstract

Polycystic ovary syndrome (PCOS) is one of the most common endocrine and metabolic disorders
in women of childbearing age and the most common cause of ovulation disorder in infertile wom-
en. In recent years, metabolic abnormality has become a research hotspot of PCOS. As one of the
core pathological links of PCOS, hyperandrogenism not only affects the normal development of
follicles, but also seriously affects women'’s reproductive and mental health. Therefore, it is par-
ticularly important to study its mechanism and improve metabolism. This article will review the
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relevant literature to provide a more adequate theoretical basis for PCOS with hyperandrogenism.
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1. 518

Z BE Y H25A1E (polycystic ovary syndrome, PCOS) /& & 5 A J & W 3 Lo tE % LI AR 5E N 70 I 5 o R
TRRIFIE . HIX S AME, BRI LA 6%~20%, ik 70%~80% PCOS i 2> HH AN [FIFLE 1) v
HMEBR MAE[1]. WHFERW], PCOS E# UF S iR M & S A KR, B s AR 35 9 i)
REMBE, BEINERHE A, SR RIPELSIEEET ARV ST L, FEIEREN
NZ T H AR R EAZ . EEZIGAEIR . I, % PCOS 34 i 2 MULE (034 77 B 703k il PCOS
BRI O N .

2. PCOS igHitrifE

H AT PCOS i BRIAS B HLAW ML A . SR R 2t (A AT IZER B EHD, 12 WibriEil
TEEF . B4 K2 2003 W ERFH2WrdE, A 7 PCOS MVutkiZyr, 2023 4 [E R A 75 il
2. EEATES 2 BIMAN W F 2 BRI AETE IR NG 522 S A HAth 22 R SULRMEIT ) (2 225N
B MEPHE A E B WU E BRI R ) A 7 SRS IR AR, JEIN T BB (AMH) KT,
et AMH rf BB A, 115 PCOS 2k B m& b, MifEME . Zfam et PCOS Mz Wibs
HENTEHERR FARR R 5 2 /0 B DUR = TR W I (1) AEfRImIK mkElaR s (2) HEORREAS; (3) FhE
PR Z RN . HTH AMH KPR NI RN 1 B4,

3. PCOS S ZE MM AENL &I
3.1. SEMEMAERNTE

MEBR NI RGN W S, DR SRR i SR, EERIE T IRAIGREL, /D
IRV T WRAMNEA . HES K E 22T i - S L IRAAN R i - A O S 5 S A 2 A S i
VAT o Jb 2 PRI 2R T2 R UE T U SR, (A 20%~30% 1A I8 28 SRR T8 LR [2] o B 2R HH eI — R (A
it S 2 T A e Tt R Bt S R T 2 S 05 SRS s IR B Lok, M AEEA R X SE AL 80% 2 5 MR & 45 A Bk
M (sex hor-mone binding globin, SHBG)4:5 4, 19% 5 &AL S, HA 1% RIFERRE; W RERE
BEA B AN, PCOS B o 87 A8 i Sl 25l LS 3 omy F /N 2RI R & S . PCOS
R U YR I %2, B AR A K (luteinizing hormone, LH)ZK P53 THisr, A4S LH S 576 A4 Ffa fr 3k 35k
W, N URVEBEAN LH pRuS g, iR R 2, N SR RS R E,  [FR PCOS
B T E AR IS PERAM ], DM FSH RUBURE R, e S RmMERER MAE[3]. S AHHFi4RH PCOS
R T MERCR B OB R 17,20- 24 By TG ME 1Y 5 [4], PCOS i3 17a-FR1bE/17, 20-Z4f# 1 (Cytochrome
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P450 17, CYPL7)MiE LRGN, ORI M A Fhi e b, 43k P450 %% L& (cytochrome P450
Side-chain Cleavage Enzyme, CYPscc) & 2 il fig A sl SR 1l (I R0k, IR L8y m] S BUEBER & U
[5]. mHEMENFEIRKRRMEZRNZE, Feale BB E, AAEMEES, DURABRE LT -
JE FRERR. REEAMIZE, FLa. B T W BB a2 W 2 BAE[6]. A B _F ARSI A PCOS &
A A R B FLE, R B R I 0 MR 45 S BREE A (SHBG) A i, AT 38 I ifiL v
UiE B 2 ) . FF H SHBG I & — I5UHE M A QU S o R 5 BE ISP B EAR B[] Ak A A KT
FHEG, WK WATE 22 (1) JR B 22 00 B J0R 5 R AKHT, eI ER IRE 5 e B BT ELRg e, 3 TR OB
E¥R, M FE PCOS itk it fE .

3.2. IBEEAR

PCOS HIKRMRNLHIB AR I, BT R IR & —Fh 2 FeH 7 5 ISR R R AR B/ E A S R i . 48
WA, WM AR Z A AT 4 LB HTIESE PCOS BAEAL i MM & k. IR MERRIME . R/
Thae. ARSE[8]. ML FIR MG & 7E PCOS RAE b RIE R ERIMER . 8L =N v /& PCOS
KR FZJFEE, DNA HIEAL Y DNA (LB —MIER, e EASCE DNA FFHIETR T, o5
BHERI. KEFFIEY, DNA HIE LR 5 o254 . DNA 5. DNA faEME K& DNA 5&EH
JRAEAE R 7 RIS, i L R ik . DNA FIEAEE RWE LR —Fl, A SRS R R 1
DR A A AL (3 R . Sagvekar 25 [9] K Bl PCOS W3t 6486 /> CpG A s 1776 AN [ R 1) W 34k,
W I 3840 M T - MRS HIAH G DR o BIATT R B R IR L B AR/ AT O BEA R B SR A O
Jahromi M.Z5E[10] N R 7E R BH, 7E 55 55 T R B i I 3R (0 PR KRR 23l DNA PR Ak 623 A i 520
FMHR NS, HASFHPCOS AL, LISZ[1II]ANKRI PCOS B 4 IA 52 AN sk kA= H Ak
Ak, XA SRR S SOE. AL, FRHEIIRE MRS SRR DA 5. 2B A S RINH
LRAME T LA AR e B R 2E T 3Rtk . PCOS BT Kiitfe e dtt, JB T 23R, X
T PCOS BT 7t = 224 /e R M R R | RS 2 L )% 1S A G E A [12] . — 2R B i SRAFAE AL JE
BEIRI S kO, PR TR A2k, MIATREE PCOS Mg ek A, H A &M KieE = 51E
F[13], iX#&/~ PCOS ikl 5 4% th % PIFH 5% .

3.3. BiEMESSSHEEME

% 1 PR R S TR 5 P9 a0 o AR IS TR AE D PR T A SR R R IE S [14] . Kelley ST &5 [15]%] 3k il ek
P PCOS /I BB AT B 50 R IR i e 8 2R IRE 3 B0/ BROK M b 40 B A S i B ek b, 3R W v
WOER IURE 7T LA 35 ORI B AR R A R T IE W BE S 5 PCOS K i 1 DOGMA i 1 [16],
ZERE R AR, SR KALESARKEI BRI RBERE AR, AHEEHEZ, 280h
TEE L BN A . AR R AR 2, R 22 B (LPS) R Wk Rt B s - a3k N IR R A B AR 7
BERMAE” , PN 3R MURE R0 5 RE . N B3 JORE R A, S BUB B 52/ DI BR 52 40 5| ke i 5 = 41K
Pro HHMC= AR R B R MURAE 2 THROMIE T R E , RN S 00 -ERCER 2 Wb 3G I, 51 v 3 1M
JiE o M ESE[LTIRIWE R B, SR MM A = IR B 5 S 1 PCOS KRR, WL 7 W iE wi B X &L Hl,
% PCOS Witk iR % PCOS Ltk & M 7 kB, mlfii s 5B eSSk lE *, 7
N CER T R R O Y TE S AR AR [18] . B 4 A B N AN IR TR N, Wi B BEAE PCOS R HE
MAE R — Do, RO IE AR ) B R R AT e e 2 BEON LA S AE R Rl 2 —, B IX e s,
A DL 2 B iy T TR R e MR I B A B AR G, B AE I HLEIE R B 2 B AT e i — IR
LA S
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3.4. EHEMFRTSHNLAE B

AR, MR ATE S/ B SR AN T, R R F 1 PCOS KRB AL At R 3
T K B O SRR A R T B R N [19] 0 MERE R B RS DR E N SRR T AL AR R, B R R T S R PR A
PRI BATE] B Co VL0 A2 O S RERRAS AH 5C[20] . Nz R (small ubiquitin-like modi-fier, SUMO){LAZ 1T &
Z Mt SR Y v B L )RR S SR B, 5 BRIBIE A K. SUMO F 53 Ik 3 (SUMO specific peptidase 3,
SENP3)/2 Sentrin/sumo 4§ 7 1 2 FABE(SENPs) K e il i 2 —, e MER P 2 F)r SUMO2/3, HAEE 5% b
LA VA . SENP3 2 SUMO FHE e R £ B, i xf i) 2 SEMO 1b & # DhRE, SENP3 AT XS p300.
p53. PML %5047 2% SUMO, M sZmagu i a1 S50 S FWRSs . PhARME[21] %5 NWF 70 g 250t O S0
WL E R0 2 75 AT 8 I 520 SENP3 HIZE T A EAE T, F i MERER S2 M AL 2 PCOS 41 Joxf HEE 41 BF
WURIGHAE, SENP3 HRAKIEKF TR, HESRBASIE X (P <0.05), &7 PCOS B3 kP %[ n] @it
i SENP3 [R5 W% UF LR 4 i F e (A, 7E PCOS B35 Op S0k 4 [, SENP3 25 7 22
TR ) EWEEGEE ] . (RRFEAR SN, SMERHEAN ISR Z R 3R, SENP3 1E s K 2 0 Uk A
FR) e A ) BT i ANTE R, R — 2D SRR AR AT

3.5. B EY PCOS BEENFER

AR AT RIS U2 o R AR B RO I A 5 [22] o i B IUAE /& PCOS 1) 5 BEARAE
22—, SERIAIE AT s R A AR A R B SRS AN R YRGS R, R Se IR TR AN S R SR FR S 1) 22
LA P A AN A U R K P B T (23] SEURIAIR], Lotk Bk 3R K 2 AR B s [24] . A FRIAA,
TG LR, PCOS Zla 43 6 iR A JLIFE A1y . v S B AN HEAR — WK i [25], IG)LBRE T FE NS
TR PR B ] A LR 38 B R BB Rk A ek, R EUIR)LEE AL PCOS IRIRER Y. nEES42a
(1 i Bt R ORI LRI IR A ¢, B PCOS Z2 A iRt (175 B AL B TG PEFRAR, A BRI K iR ) LI IE B R
Kt — BT [26] —WUARSNSKIRIRIR, SR PR Al O N RAR K S IR NAR OB 1, DRI HE BT
MR E L 2 e PR B WA SZ R R R MR [27]. SR KT E S PR R A
Ky FIRETIIZ A AR SR 2R RIE A T, SR IR BRI 3R S2 M o m] REAE M AR R FEAE
4. SHERATT

PCOS [1yay7 A TNIGVF ZHhik, IUA VAT 12 BLE 0 BB G AR R S bR B R v, Ik
fe W ASEM. M. By NSRS, T 2 200 LA AEE SR UE 1) AR, anfa]
B CHEUR AR RN, (RIFOIR R B G, BB B AU NEE. T FRAEAMESFAREIT, 4
VIR YT 5 N D R 25 | (R HE O 2459[28] . 1 ik 22 245 (COC)E A —ZRiRIT 23 ml A RUSARER 32 /K
HEBERSZR(AR)FE DU RENE G 15 PR 52 1, FF OO 5 % 2 16 505751 245 4 [ e 23 22 W A PR 20O
A, SIS E KR HEHEDE, PR b D e 2 24 G, 8 B M B TR 2 B e R R I 55 o R
B FR PR 2 1 TP PR TR Z B T A e B 2 B e, A FMEREL, B r 2 R R0 ik 4
ZyHATRIATT, WU BE Rk 9E-35, AR i e B R B A R R R, e T AR ) A
LH, MR =L, JFeCER SRS 2 . WA, BIESERAE, FEERT 75 N R E
5, MAZWREIER[29]. MABFR, JERE MR 5 I (LR ) IR IT 2 F 90 S LA E s iR E
PR T HMERE A T 228, nI A BRI INERE, 3% PCOS BEMImMEIRIRRI, HA R
Mo THUICAIRTT BE R B K S 2 254, [FIBFRT UYRYT PCOS, Bt £ 3 )i & 2= KTtk i B
MR, (HHEARNLHE 8R4 . & LH/FSH EL{E 2 PCOS LAY 4E 2 —[30]. & LH 23
FSH ThRE, fEEURigufuis Rk, NEIRKEEIL, WHEZE, THRA[31% NI RS RBRIE T —

DOI: 10.12677/acm.2024.142475 3380 I IR 2= =23t e


https://doi.org/10.12677/acm.2024.142475

HEH, RS

FOGUICRT LA LH/FSH Fas, SGB UMK & i AR g R A, 0 SR i i B R K, 5IEH
H/NRAREL, PCOS BRI /N R M 28 . LH. AMH 7K~F J% LH/FSH ECAE W] R4 s, E2 /K-F U] B FEAL,
M XIS, MmiE2EE. LH. AMH K& LHIFSH LB BB K, E2 K FEEE. HR
[32]3 B, o T MR JRE 2 1) 22 & O B4R G A1 £ 5 75 2 e ORI A TR0, 10— PR XU % 1 1 £ PR A s,
BLEAE R T OIS A0 AL, DR E LA I S PR R J R, 3 — DG B IR SUR

AN F5 55 (331 FU R B, SRR ik, BRERE PR P 22 i Fr k& — FOOUIA YT 2 FE N SR G AE, X 1T
PSR DA R AR5 IRV A A B R G AR . AT AR B Gn R H ) 77 d i x4 e PR IR 2 4
Jf 1) GnRH SZAR B BRI TAE A, A8 FSH A1 LH FE2IFHF AT TS0 ThRE I RA0H], 2. WF
BN R W R R K, BRI E, H TR MRS A B er, B
R LFEA W, WD H[34]. MEZLHESMERK, PCOS EE HA S HILCE SR, Rl
AR FEFE AL RS R ) SR R B AN Ri[35], U EH I PCOS B 5 T IS 46 £ [E et . X5 4 10
PCOS &3, (KFIEE Ty DRk 2225 v A IR R, AR SGE 2B, RS R rIE AR,

AI{EN PCOS B3 B m MR KT, IG5 2 B JIREIR 1 B I ¥R Y7 [36] - F ik, FAHRIFZ[37]LAIE PCOS
NBE . PCOS BEEA TN S, 4558 PCOS k&, BMI. [EH. B E & TIE PCOS AT,
HAERE HESE KA IR . JRE A DA R GE B PCOS 11 H 2 JF3H F AR 286l I BRI
FKF[38].

5. REERE

I MERUER A A2 PCOS [ IR S 2 ARG, 111 95 125 52 i 1 208 S WA B s i VR I U AR . H 1 H AT
AR PCOS 195 K S AL, SUE 24T PCOS [¥AYT Jay BR T & ARt e A AT B
BEAGSE I RAEIR KIS, AR . BEAE I EER b AT T3 A LI AR ZR, PCOS e IR ILAEA L]
FARHLHIEEINis . ARMEBEE W FC Rt — PR, PCOS # 2R HT 278 T B
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