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Abstract
Polycystic ovary syndrome (PCOS) is a common endocrine metabolic disorder in reproductive-age
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women, characterized by hyperandrogenism (HA) and insulin resistance (IR). PCOS involves multi-
ple pathophysiological changes, among which excessive androgen levels serve as a critical pathologi-
cal mechanism influencing both ovulatory dysfunction and IR, constituting one of the diagnostic cri-
teria. The ovaries, adrenal glands, and peripheral tissues are all implicated in the abnormal androgen
metabolism. HA-induced symptoms such as menstrual irregularities, hirsutism, acne, and ovulatory
disorders severely impair patients’ reproductive health and quality of life. However, the etiology of
this condition remains unclear, and its pathogenesis is complex, potentially involving genetic fac-
tors, gut microbiota, and inflammation. This article reviews the mechanisms of hyperandrogenism
in PCOS patients based on the latest domestic and international research findings.
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1. 5|15

% HE PP L2745 1E (Polycystic Ovary Syndrome, PCOS) 2 & W 3 2otk v i i WL B = M A2 5 R 4
AU 2R EL , AU S HEON SRS . kR IfLE (Hyperandrogenemia, HA) I £ & G §5 7 25 (Polycystic
Ovarian Morphology, PCOM)A 3 ZEIlG IRFFAE[1], WIEUH &Mk A%, BRI 2 B SR AR
FefHbnde, DA E=AMRRER RS ABI RS W PCOS. HEATST, ABRZA 6%~20%I1 & W4 10 & B,
60%~80%1) PCOS 3 24 HA [2], fif [ Py i & s & WA o1 PCOS % K A= %60 8.6% [3]. il
TR, HABE— BRI 5RO I B . T8 A DLAIAT S 45 . PCOS I HA AN H ATH 7t 6% 3
W, X RWW. BESZERRAILFEEM . H, 1200 H T DSHERITNEL, #H RE
Ji%. HHEM PCOS MR HMVEIZIA B R EE, — 2R b n] DA R s o 28 ™ E A M e 1)
AR o WRERCER TS AU T AR A E R X, AU PCOS (1) sy a MUAE 993 L (1 B ik 7t Jee
EITF 2538, LA PCOS [IvG Y7 s Wit 5%

2. HEARAE RN

(g R A PR Y I R EZRIE T OR SR BR, HFRE L, GRE2EET). MR 2EET). WA
S2WH(DHT). #EMs —Hd(AND). Bt SR IR (DHEA) A it S R HERHBR IR 2 (DHEAS), el HA T Al
DHT ft B 4245 & 7E 80 28 B (Rl & 32 7 (Androgen Receptor, AR)_ 372 4 5 2 UL HD 19440 3008

T 2 R — PR E R s, HP AR AR T CYPL1AL JE[A, I BR iy 538 P2 o 4 i €4 25 P450 fIF [
WA 5 22 A TG (P450sce), R 15 L [ B Ak Ay 2 I e I [4] o £ O 52 G YR L4 . (Thecal Cell, TC) &' H I
WCRAF A, A — A2 BB R 3 PR B A 40 5 2% P450 17a-F2{LEF(CYPLTAL), 1A M 2=t
A IE SR ABHT CYPLTAL HITE . CYPLTAL it H R AU BE Mok 2 BE I A5 A oy 17-F2 52 B, 3T
I R M AR i DHEA, J5 DHEA 28 3-32 HL IS [H i it S g (38-HSD) 4% 42 AND. [A]If, 3B8-HSD 7k
AL AR IR A SR, 4 CYPLITAL R ALy AND, TR 2% & At . e, FEOP T 17-
2 B S B S (L7-HSD) 1 S B AL AND A% T [5], T FIYE 5-a I8 JREEIE ] R 80E A 2
HMEBEE DHT. #E5ERTHIBTST, & PCOS Mla Lok h 5-q i J B i L1 4R [6] -

DOI: 10.12677/acm.2026.1641497 2468 I A [ 2 3k


https://doi.org/10.12677/acm.2026.1641497
http://creativecommons.org/licenses/by/4.0/

KEZ, Bkl

MESER A I I AR T L /R SR, IR A MERCR S HI IR, SEUNEZ WAL, HA
RE SR MR Ty FT. AND KPR B HEBCR e (FAD TH s, LA T SR iz WidRbrieiz
FAE o ITEEHTFUE VR AND Al FAL FOEUE IR S HUF 12 W “ eebnife” JFIUE T MR 2 IiE SHE 7y 1.43
nmol/L [7].

3. HA 5T B - 4k - PREHATHEE

M - TR - P (Hypothalamic-Pituitary-Ovarian, HPO)#li&  Fr i e 38 i 4 14 i ik 25 Re o &=
(Gonadotrophin-Releasing Hormone, GnRH) I ik =07, 20 3 A& B ANRE S0 4 A2 7% 2% (L uteinizing Hor-
mone, LH)A15H 13134 2 (Follicle-Stimulating Hormone, FSH), fxZAEFHESNE . LA N>t HPO
MRS A R, BT — R R A R AL TR R RS, A28 PCOS.

K R K% KNDy #1268 IA R4 £ ik Kisspeptin 421832 GnRH ik 2040 h 1 52 [8], & Lotk
AFTTHEEREEHKERR. £ PCOS B&H, KNDy #h4 sort PR RIBEUR T T, 33
Kisspeptin 7544 Z it — 202 3k GnRH #£8 Julk it A3 hn[9]. MR 1) GnRH fkh 755 LH mRNA
IZRIE AR LH (A8 0, EASEM] FSH mRNA f{13iA[10], # PCOS HB#H KRNI LH KL
IEW N2 . SRR LH AT E AR T U0 R 4 i, 8 cAMP-PKA F1 PI3K-Akt /5
CYP1Al. CYP11AL 1 3B-HSD 54, AT AR BE3G i i s caR & & [11]. [RIF, LH nIX 40
o CYPL9AL JERIE T, HYmfdr4ni g PAS0 75 & 1L (P450arom) & M 25 A R PRI B,
AP R PO R AR [12]. B, RACTRI LH AT REBCR A g . Bk, s R
PRSI GnRH - ARIfER], B LH Frgim s, 4rim gl i hsEEER A T =K, 774
HA, TERCEMEIEI[13].

AL Y] MAPK/ERK i #% 7] 2 5 [l BE SRR & i, YU S5[14]00F SERE PR 200 ERK 8 B
i CYP19AL, {2 MEWE & . {2 PCOS H5 H1 SRV AR BB 2 /KA AL, Jakb 1 REER Il MEB R I A

Fi4h, PCOS i3 UL A K P i 6 (138 L AT R 52 21 O 5552 57 5P A0 /1N 52 G 20306 AR 470 1 80
FAMH)P g2 . JEEFL, PCOS B3 Mys A OE M 1) AMH 7K IR 3 M) 2~3 f5[15]. HLAREER
Fid 2 FEEI/KFE GnRH Ml LH, {2k SERToma AT/ NEIMARI AR, 90K B AT, AMH 43,
T PR 5 A& BRI, SRR mMERGR AL, §30 PCOS W= £ [16]. [FRF, d&
AMH 2525 GnRH #Z&JTIIN A, R AR 0 LH [11].

4. HA 518 LIRS ITIREREL

JUE O R S B R AR R AL, (H ' LR R R W E S A, 4 20%% 36%ff) PCOS
R E B, Ol B RS ORI T LIRL7]. B LIRS LR R AN L IREE ALK, R
WRCAR T A R RS, BRRAT A R R U ER,  AOIRAT G O B IR o AT FU A S P SRR 7 1) 2
AR ACTH Z3 b, HET A bR BT B D e AR A R, &5 3 s A B2 IR A eI — B, DHEA /K-
FAAE I RANRIILR, X RIE IR R MR 1A A T2 —[18], [EI BRI b R IR A A R
F FHAZ[19].

BRI 2 PEE R, ' ERSRIR R 11-A G R g PCOS KAEK RIS 5 . R THLHIT
W, M A L i D P450sce A1 CYP17AL1 &% DHEA, J& DHEA @it 34-HSD 2 #Y ()it K2y
DHEA #1425 AND [20]. HT 11-8 FAb B DR 78 B R 5 o B4R S PE R, AND 78 BT 48 11-
B FRALEREAN 11B-FRIEIR I (110HAY), XA&E FIRE b & EiRFEEN 1A AR E. E5E+
110HA4 % 11p-Fa 52K [0 g It S (HSD11BL) AL A il B _E AR (S B (L11KA4L) . B Ja fEANE 2, 11-F
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FEE W (LIKT) KES 7322 H 11KASG £ 174-52 JE K [E I i 8 5 2 (HSD17B5) ALK [2]. 11KT £ 5-a i
iR B () I T e A 11— & 52 (11-Ketodihydrotestosterone, 11KDHT), 11KT #1 11KDHT BEA5 T
A1 DHT ML AEDDETE, SRR 2R B A w21, REES%E T RIGHREH & Wishs, H
SEBR b 1IKT fEFRRFELL T 5 3 £%, R 11KT & PCOS AH2% HA B HE Z ok .

W7 RBLE PCOS g, B EIRRFMCIRE CYPLTAL F£isiHMERE N, S80S FiRgnxt ACTH
BUBEIG N A RN, PCOS ¥ HSD11BL Rk s, 4 RIS ILE N, HIF9X N Fi - &
& - '& LR (Hypothalamic-Pituitary-Adrenal, HPA)3# 1 77 e 5t, T80 ACTH AUZEMEF =1, (RAE R A K
#m22].

MRYE LAEHRGE, 7E PCOS HB#H IR 170-F2 %2 (17-OHP)TE So-ik JR BEIHI1EF PN 17a- — & 240
B, B o2 I I N K 3p-FR K e i AU 1 AY/3 BUIEAL, R T A AND, e i snis
PER) DHT, X — iR AR R “ 5113842 (backdoor pathway) [23]. [Hlitt, PCOS H 5a-ids JG i 1%
PESE SR AT — DN HA IR A . BT 1A E 2 RS BRI A2 O S 00, BRI ef 1A% HPO
I E], W& ACTH $&i. TR S &, oM E /K SRERIG K N, 1M 11-A A MK
TERAE MR A N . X RerE —E 2R LRRRE T A4 PCOS B3 RIMEELE 22 J5 470 A B o I
ARE[24]0 [EIE, HAAE EERDIRE R IL(PAYR S HF W L A IEE AR PCOS AR P HEZ 5
SR E25]. ik, HHEAHIMESET 2 MMEER K EMERE, FRFEIZHET T, P
75 17 2
5. HA 5EERBEER

PCOS H# i tEA 5 £ 4%Pi(Insulin Resistance, IR), Ji#i %2 Al @it 2 MR AR N A HER & ko
RE AT SE L AT SHBG A 3 LASE i i 25 M B 20 /K, ST BB N I IR 40 A A B 25 R « )BT
W] LA EEH 5 LR

51 RERSUHRRESHKER

EH T 52 (4 A 2 RS2 B 1%~29% 1) FT YoE i), T4 & FT BIHEEE 454 3k 8 A (Sex Hormone-
Binding Globulin, SHBG)7E A4 i & e A 43k o R, ATAR[ X SHBG HIs2 ¥y 2x ik — B som i b &8 T
W

POETL, R FR T IE SHBG HIA L, MIAEE A IEER FT 32 [26]. 2 Al i — I f /R AL 7T
WESE T WS =B I05 SHBG /KPR FT AP s Z MAFER R G R . IR S EUMLITE R 2 K-F
=, BEIM G HPO SR8 kT, MW LH oy, Mgt N TC &'F bR/ HEEER, T
i SHBG & i, BUFT KT, AT HA[27]. [FFE, EIRERBERE B SX SHBG A i
HIVEH -

FAk, S R MUCAE R A SHBG 4, b2 0 fig i = AR K K - 4545 25 F (Insulin-like Growth Factor
Binding Protein, IGFBP) 1)-& B A #IHIE A, MG IGF-1 7K, 1 — 20 S N S ER A Rl [ 28] B
TR SRR R R Ak, REREAN R R RE R 6 R 36 SHBG A /[29].

5.2. R ESINEERE

ORI i B R S R A2k, RS R EAER TC MR R 10 & ak[30]. IESERT AR,
iR 5% 2% T E 422 3 5 O T T TR UL S -3- e (P13K) 15 Sl %, 5 cAMP/IPKA 15 5 1% AH . 4F FH )
CYPI7AL BYvEME, R @ i LH S22 ) 32028 (] 332 10 o B S ki 3 A il [31]
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WF7E £, PCOS &4 TC kS R ZMIEY) IRS-1/IRS-2 ik L i, Hhom s R usit:, s
PIBK il g [ CYPITAL iGE, B FEUEMERITEA RS /WA [32]. WHFRI, i 2% MURE X ik &
FREAE K 1454 25 A (Insulin-like Growth Factor Binding Protein, IGFBP) & 5= A #IVE R, AT 38 i
IGF-1 7KF, {3 LH M& BORREG, b — B on S 3R & Rk [28] . [RIIN, i 35 5 AR B R P AR
% (Human Chorionic Gonadotropin, HCG) A #FEIfEH, Hhn CYP17AL1 Fi1 PA50sce BiiE /K, FEH HA
[33].

Fi4h, £ PCOS 3 s /K-F I MESCER T 40 FHEUSE B (Liver kinase B1, LKB1) & A, 731 LKB1
FILWD . M LKBL AEA4ERFNUIAFRAS I 2 ThRERG, ek CYP19AL HIfEsk, ISR Z .
U6, HA 2R LKBL /bl ik — 5 n i 59 585 38 A AE A i m M EOIRES , TR OB, . 1M IGF-1 /1)
W2 A5tk LKBL fili & () CYP17AL ) R AT CYP19AL 1 Lif[34].

53 RBR5E LR

SREFL, BRI T E b U S AR R A 2R A SRS b e O [ AR R A R, B
CYP11Al., 11-p #4tf. CYPI7AL &, {REHERR G MK[35]. [FIRF, MRS FEEMN 75 FRR R O
B R PR AU, BB R R KT . BT RS R B AT I R L IR B R R R
(Adrenocorticotropic Hormone, ACTH) &8sk

PCOS &, il &2 ] APt HPA filt, 9 n] T Hu A2 14 B 2 B OB R (GnRH) i fik i =X 3k, A
B _EARA BT 2 ) DHEA Fil DHEAS, 3[R 3E B - BRI B R 1) & . 10 B AR5 Wi () DHEAS 1l g
T o o) R R AR 1 AR 10 2Bk CoA FRALEE-1 X R & 2 0 W AR BRI, fidk m i B 3
MRE A=A o BRIk, PCOS 1% & =BT MER 3 22 A0 T RZ A A AR ik, (ML A4 R MR B 3
RN

6. HA 5HBR¥

JE 5 2H 24 (Adipose Tissue, AT) & KR Z = A2 (I B ERYR, 7] 70 N A RARERR TS, B W AERE I
#H 2 (Visceral Adipose Tissue, VAT) 1 T Jfiz 7 41 2R (Subcutaneous Adipose Tissue, SAT)4 5 [36]-

SREAREOE R O NBA L, B E LR PCOS B A SRIMINE FT M8 ZETE[37]. 1F
PCOS £ 1) SAT H, BERRIL B 1C13 RN N, 1M & sRMERR K] P450arom A& /% DHT ) 5-a ik J5
BEEIR T, R T BEYIE B A EEA g/ (2] ARAERTSCRI A, 3B-HSD & & BB ZR BR 45 Hh AN v)
BRI, 17 PCOS &3 K T MW7 ¥ 38-HSD 7K-FALIE & NFF W] 19 m[38], KUt nT i HA.

AT 7Rl o i R IR 2 5 M KPR o 8 2t IR R R g, LR 4> PCOS B3
HE AR, A 55 A B T T B AS S R L, SEUMMERCE T E[39]. gy T K I RR IR 3R AT 1Y
SR ) B ORI, FEUML T FT 188U IR B R T, A7 PCOS B rh IR K Z /K P8 1K T R 2
PE[40]. PRIk, PCOS H8 A N FEAS A ARIBE /KT ek 55 1 X Ffout RIS & a4t E AL, ek T HA 1R
R,

FAN, IR R v g 5 2% mT ok B RN 107 G s T D7 2 e S ESOTERE o AR T B0 25 1R DT R (Free
Fatty Acids, FFA)S#IE & A48 FRK -5 BT, RIS SKF I FREA BT HI 55 20 6k R & 28 1 o
JiE B AT S PR E RS2, IE IR, MBS IR BARIEA[41]. B B 11-5 G MR B
FEAEENBE AR T IR A 2 . [\, S ol SRR AL R, mE L FARITALRR IR
[42].

DA, AEJRE AT VR 2 AR R R R K, IR IR 2L A SRR SEAN B B R AR R S
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7. HA SifaE# KRR

AR, B WL AT P EUE HESE KFE, £ 255G, iR PCOS BETEAN
e R D MZAE 12 AJG, Mg mmiE S T . SHBG £ [43]. RIEAEVRIGF, FLERE AE
TR B E A, SR N S AR PCOS SiEAR, i LH. FSH A T /K~ m IR [44]. RIEHFIT,
PCOS /N 1 Ji7 18 B BF 5% B8 2 Ag e /IN BRR A AT 5 5 7= A PCOS FEAR G Dh B i FRREIR [45] . BHIE, HA 1)
T 15 BB i R ) TR AR G

W AERT T, B BRI E R HA IIHLET T BEALHE LR J LA,

© 83N bR g A A S5 %% 8 1 Occludin A4 % #% 28 19-1 (Zonula Occludens-1, ZO-1) &
FIRIA R, BRI IE BT, (3 % 20 IS0 48 hn[46]. 11 e 22 W51 25 22 [ M 18 40 P e o () — i ik
R ENTEHA, 55 PRI A0NE . e 4 S R R Toll FEAZ k-4 454, WURAIE N NF-KB 15 5@,
i CYPI7AL BRIk, T 33 HA [47].

@ HEMER KTV Z W TE A S HIBEIIRENT . A AT U R I, AT L2-32. W&k E T R A
HEREBD S MY, B C17,20-2RE I 200 f-FRRESH B I S BHE T, UERE R MR LN
110H-AED, 110H-AED A —@EMER T #6Ab 0 mid M R &R [48]. th4h, Wang S5 [49]4F 5t & B 1E
HEHEHT 1Y) desF BERI gAY 17a- 320 1245 [ W I UMty , ] (b A RIS — R A0 R S, [ BN 5 28 i E S
FOZARR RSN, AT R MR R R AT A M A A . SR, WA PR 2R G4 B A5 1) desG ik
DA 2 173~ 5 S ] e 5t 200, B b AT SR D 2 IO B AN 6 b B A S LA AR 1 R SR A AT AR

@ WURLELERING - i Ak AT DA GnRH [ ikt = o0ib, 38 w] LA 05 2 A0 B
PHAS AR MOMEBCR 3610, T S8 HA [50], Wi @bl 2 - s 582 —.

Ak, WHiE RS PCOS & IR KIEMEWKER, EEHATE - IR - BiEkelE X 24k
(Farnesoid X Receptor, FXR){E 5 il % n] fff PCOS M Ak A i & MR 2 EL[51], MIE IR, IR JF&ME)
EAE ZAEVER) N .

HAT, Wi o] s s L e A I, AR — B
8. HA 51844 4E

PCOS BP S5 A8 R I8 M 2 VESG A M 038, P AE A R SRR 1 B JELAEAh R I 4 Ak S ) o\
FHA, XS T T HESE I 0] 4 B AORE[52]. 2001 4E, KELLY Z5[531% 4 g MR E RiES S
PCOS KA HLEI WL o PRI FEUESE, PCOS M #Me il 40 T4, C I AR 1 S AR 98 4 jfa P 17K~
B THE PCOS AH[54], #&7R RUE R MAE PCOS i fit K #E B ZAEH .

1£ PCOS H3 4, FARZAN ML & MM 38 N AR E LR R AL R, {595 74 450 (Reactive Oxygen Spe-
cies, ROS) (A= B b, AR BE I RIR LR F-o (TNF-a))« 4IRS 25-6 (IL-6)45 M K T R, SR
RAEISE, F0HHE R R SRS IR, G HA K4, WInEa O m i JLE[55]. bkl
IS R E A L AR At ot S IE [ RS 22, S SR A G N [56] . HEAFF T, RAERF TNF-a BE
fie 1 CYPI7AL L33 LH A SIMEBER G %, SRR N CYPL19AL DAFHMTAER E R ik, &
R REER, M THONE R & MHEIN[57].

I, AT Al SRR RERERT, fil ROS AIJORE R 7 OB, ML IR [58]0 &z, 18k 4EAI
HA Z WA EA BARBEE A . SRT, ZORE R M B R HA ML E R, ARFEE8 R%IE.

9. HA 585 A%E
PCOS HIFEEREM T H BA LN, WETA 24% 15 H W PCOS B 1A — 205 R/ P X it
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S X B R TR A W N HE[59]. PCOS M8 4% A FE R B, 15 A A R PR ST W BEAS S A 2R ILSE
AR E AL ThRE, BONMENE PR PCOS E BN &, BN & A4 KUK [60] -

EF X PCOS Z A fife oty BRI 3R /K P I 7048 S w47 70 . i 7 i, PCOS P A fife s Ifi. DHEAS
W TR, S SRR B, L AND & &S T IEH 210, IXEETF & 7 A8 VAN T REARFE
K75 8 BT 2 R, TRk — B IAIE[61] [62].

PCOS iz f4 5y LRI 0 o, 15w i R L AR DG I 5E Rl 6045 LHL LHR.FSHR. CYP11A.CYP19,
CYP17. CYP21. SHBG. AR K 11p-HSD %§[1]; R#EHEFTHIE, GWAS HAMI K AMH. EEEAX
R 1 LA (DENNDLA)ZE# i FE[R[63]. DNA F S ik 1842 255 PR 3R A F g BE DR A RS 1, 7E 40 it
FEh RAESARE . (EZROPELAMEatEd, 5 IR HA KUIIE K B Mo H) 3 LI 5 2K F 1L,
X iR LR %35, 1 CDKNIA. HDC. IGFBPL1 (4ifidfifs s RkeA K 7454 E E )M IRSS (4ifid
ik 5 e S AR A 4) 55 [64], HETTT 5 BRI RS K T R . BFFEUESE, WRRG R B I M R R i
A5 % DNA AR, fRidk PCOS K.

SR ET XTI A% D7 T I LA TEH, ARETE MR PCOS [ iith, RIIRAT R g sife N & 5
re R R URE T R A — B A G

10. S4E5RE

HATRIBE 7L T PCOS MIGIKRINL. 2WibsERGIT ik S m . SR, 12850 1 K AL
TIANTEM, SR MUE & PCOS BRI E BRI R M —, HEMERNE I HPO fhw . B RN
SPAETLS IR B T8 B R AL S S0 SR R = AR e, R S R 2 4 ok
INE DL BRSO, & SO B

IRNIRIE 2 FEON S LRA AR IR URE AR AL, %) T 1) BH s i 2 RS AE PCOS s AR s 3 )
SRELAEF/E B A EEE . H AT — 4 LR HA MR RSN 1-A SR EEN
PCOS I T £ M EE TR, RRATERXT 11-2 A M4 B (ln CYP11B1. HSD11B2) T JEAH
REEDRIH L FE S RIS, T8 I 30 B ) A5 R BEL L B 2R () P A, IR AV S 259 T T B R A
X W FURE IR T HE A5 00 0 8 B2 A3t 5 N WA ) S8 o7, 3R T HE h 1 P T 8 R A B S AR T I 25 R
[FI, XTI AR PCOS AHCH ACRE . $TH B B RK-F 5 AT R 2R 4HE S . Haix T
PR PCOS RAER BTN A R . Fk, HBERFFERATT, S iiZmERES
5 BB D) o FHLE, R T TSR IS 1A i 52 B JiL it

&5k
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