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Abstract

Polycystic ovary syndrome (PCOS), a highly heterogeneous gynecological endocrine disorder, exhibits
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significant differences in endocrine disturbance characteristics among its different phenotypes (Rot-
terdam classifications A/B/C/D). These differences directly influence disease progression and
treatment outcomes. This article focuses on three core phenotypes—hyperandrogenism, metabolic
abnormalities, and ovulatory dysfunction—and systematically reviews: (1) The abnormal patterns
of the hypothalamic-pituitary-ovarian axis (HPO axis), insulin resistance (IR), and adrenal-derived
androgens in each phenotype; (2) The driving mechanisms by which endocrine interactions impact
follicular developmental disorders and metabolic complications; (3) Phenotype-based endocrine-
targeted therapeutic strategies (such as anti-androgen drugs, insulin sensitizers, and integrated
traditional Chinese and Western medicine interventions). The aim is to provide a theoretical basis
for precision typing diagnosis and treatment of PCOS.
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1. ZWIPELZEEMERAR
1.1. PCOS & 214 Silm Rk

Z RN LR EAL(PCOS) 2 F e LM i Wy LI i A AL, A MEGR IILAE . R OR DD R
15 5 51 52 22 BERE DR (PCO) A% LRFAIE, L ERHLA Y SN Fefi - 44 - GUELAR(HPO %l 2% . B & AR
PUIR) LA - S BAF I [1]. BRIATIN 1 B R, PCOS A 2 (K12 Wi bm i AIRR IR 22 57 e sl A
T 6%~20%, FREHHTZ PO FRIEIL R ERIL 14.6%, HEFEEAGEH[2][3]. BRHZKHE. AR5
IR GRS, PCOS A28 Sl 2 U i (KU TH i 5~10 ) O VBRI (U T i 2~3 1) &
TE A (RS TR 3 15) ST MR B [4]. R AR R S AL R e A ), =R
PN WA BRI TR s 55 A e

1.2. PCOS RESBREH# S HaTdEid

H 2003 F AP WSL “Mi R HEORERTCHEDR . AR IR R I A A TR bR . I 2 AR
=T AL PR AT 2 W AR LR [5], PCOS Mk 5y DU Azt diL R AL -

R A (LR SHEMER M + HEOPRERS + PCO;

R B (FHROPFERT - MR Y): S MERGR MUAE + HEOP RS

R C (bR - ZRIPHER). mHERERIE + PCO;

R D (HEINFRAT - 22OV HUNRERS + PCO (LlmPR/ AL M ERR) -

B 7> T AEM A EORE Y, R AR FT O PRI AL HR IR 2 70 7L = 1 -

FRBRI AR 7y AR R IR PURR R, R A WTHE— 22908 IR IR AL (Y 70%) 5 IR BT,
I 5 5 R A SR S A [6]

HERCRRIR T e T TR it A R A (DHEA-S) 5 B S2 M (FT) I Lk 51, R BLR A C v 25% 8 17
E'8 EIRIEVERER R £, 5 CYP1IBL BRI ZEMMK[7]: FHEURHREL: YI#)E 3 FALHIE
I PCOS 1, 29 40%RI N “ B PE iR - HEONRRIG AL, leE e R AL AT #4[8].

XECR IR T RERFFIARHE I FH S 70 BHELE, 4878 PCOS R AL JE 8 A% 55 EAE (I FSHR. INSR JE X138
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) SERAE DR 2 (WA I . FRBE P A TR ) 3 45 LA (45 5L [9].
1.3. AMihRES PCOS REXEKMFTHMFMNE

PCOS (11 CoJ BRARFAE 2 N 703 TR 2 I 248 (1) R G O, A L QB B0 PR AT 1547 4L

BUBIARNT4E S . A G B iR sk LH/FSH E i 2k 1 5K 50 BY S m ME R & i, (HIE AR R I 30% K8 D
B LH ACPIER, HARUN A 5 PR 410 FGR21 55l M 7 W S UM 5 [10], $2/R 75 g s 41 “ s Al
REUR” B,

FEHESYT T oK AERBLA N b BRI i ——R A A 1 IR 5 S e ER MUAE A7 72 1) [
JRORRLRL: RS D WAk ME R M HR IR B RS o] BE U5 T HE 4k GnRH ki B [11] . X Fh 2 F S 80F —
YBIT 7 R (W ve ZUK SR HEIR)AE R AL B T I A Uik 36 (45%) Wik 3 = TR A D (22%) [12].

T26 A IR T - LY 15 45 25 (OCN) K FER &Y C v b5 G AR YA AR T 5 IEAH G (r=0.58, P <0.01),
VRN TN GN S 45 Th e N BRI AR AR[13], 1 S A 23 WA FE b A0 78 R B o (VB E 11

IRNSENT N0 W 5 5 R AR NG &R, AMUBRREAR “ [l Fyh 7 IR INEE, B84 Bl i 4 )
Ti(an#en) FGF21-AMPK I MGE IR B IR SZARBESN 75 HPO iUkt ) 5T B, #E3) PCOS
KREBRH% i1 )5 R A 97 (96 XA A [14]

2. PCOS EMA 7 ib R E#lid
PCOS 1P 43 W 5 I Z Y R REAE, BRALHE s M R R L R 5 R HEPT(IR) 5 e P i Bk 2= L 451

RiFEFLISH, W LHR I AR R R . XA R R DA S, B
JRZE AL IR BB o

21 SHEMRME: NEUXRETIERRERZ FTERE

R HER R MLE & PCOS Bt O I 4 WARHAIE, ARG S B 835 e T 1k

A FRPR R B v MBS BR(TT)ELRR A FFH8(1.9 £ 0.6) nmol/lL, EE&TERA D W
(1.1+£0.4) nmol/L (P < 0.01) [5]; W& 2EH(FT)/KF5Z BV (F-G Wir) 253R1EAHS(r = 0.72, P < 0.001);
T R i S A (DHEA-S) T fE R 7 C v 5 bk 45%, 7R '5 _E R T il 355 22 [15] . Wy A Fe
DHEA-S > 4.0 pg/mL ] PCOS i3 4 L1 (38%) . 3 =1 T-BR 36 AN HF(22%), 5 CYPL17AL JE[A rs743572 235
PEBYIAHC[16].

RIFHLHIFIAE IR : N il GnRH ik iz hnth(12~14 ¥k/24h vs 1E% 8~10 {k/24h) 2 (& LH
Ay UATUEE, HIEONE I E A CYP11AL. CYPI7AL ik, AHMEa A s 3 f5[17]; R, Ry
Rl IGF-1 2R 5 LH 2 ARBURE, TEM “mi 3R - @GR IR, R RUNAE IR FHE V2
fd S 1 & S Ze 42 T 500 [18].

G R R A RS CE.: FT > 1.2 nmol/L FEE rh, R4 AIB (5 HLik 82%, H.UP 1R j5t ML ifi B 77 F8 4
(Rl =0.58 + 0.06) 2 ZX T IEH X HE(RI = 0.72 £ 0.08), /R iR 15 51 P 8 1 4% 8 ¥A[19] .

2.2. BREFER: K - EEMAHOZOIRE

IR 7E PCOS (1 & A A il ¢ 10 N I Fpk A o S 25 A A«

B2 08 hR: RS BALEAS IR F5E(HOMA-IR)ZEAEIE PCOS % H T2 ~(3.8 £ 1.5), =&
JEAERE 2 (1.9 + 0.8) 0 2 17, .5 HRIEZ/ M IE K HLAE (ADN/VF) 2 47UHI 5% (r = —0.65, P < 0.001) [20]. 7 7H
Fabn 2 G H il =8 - =R B (TyG) £ T IR 77 1h &k g SE A (AUC = 0.89 vs. HOMA-IR 11 0.82), JiH:
T BRI I 1 S R [21]
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O T 3 (R0 R DX 4%+ 7 i % 2R TMURE 3B L PISK/AK 388 {1 13 B 568 1) Jo 20 B 184 5, el A s — ) -l 184
I 40%, [RIEHIHIREAE SHBG & (F#1I% 35%), 520 & i a0 (FANTH R[22 k2, mlfEizE
i PPARy I F& 101 AR 7 40 B e B 31 A5 A% 3, TR AR - ARGl S HSBA, R IAE R A R
15 2 AW PRps AR T 12 £i5[23].

PR ZE R 7 5hih: FE PCOS B3, INSR 2 rs1801155 £ AT IR K AEZE N 2.3 5, H
HOMA-IR > 2.5 iR, R A HEHIA 68%, 3 E TEA CID (32%) [24], $oRidife 5 idk 5 R A
G AR G o

2.3, RIEBRMRLLBIKE: MESEEESIEZSHOAFRERTER LH/FSH REMNEZER
“BLIERER” & RABNTSH AR AR ERT

ik =43 W (R BEARAIE . PCOS fB % LH kR (12.5 + 3.2 IU/L vs. IE# 7.8 + 2.1 IU/L) &3 T+,
M TC I R, FEULTE LH A IEFEAEY SR, IR AERS D F 5 ik 37% [25]. FSH
KPR 505 2 AlFollistatin JRATAHC, (ERURIZNE FSHR FRi1A TR 25%, 5200055 5[26]. &
RURE SRR R RS : LHIFSH > 2 (s, RA AB (5 Hik 76%, FHSEUNEE(AFC =28 + 6) B &=
T LU IEH 4 (AFC = 22 £5), {HUIRFANHUSE &1F40(3.2 £ 0.7 vs. 4.1 £ 0.9)E1K[27]; Wi ELIEIE# E A D
B, HAFURIETG S GnRH #hZ4e Jo0 MEER T S U R AIRAH ¢, GnRH UK IREe H LH (A 1238 15
Sy IR[28]

TEITHE AR R I AR KA R v A LH kbR IR (FEIC 30%), fR 4 B B 1HEIN 2 M\ 35%
PETFZE 62% [29], UFSEBNAS 43 WA 7E I AR - T b 1) 2 20k
2.4. FIBERASBFEPHERE

BRe: FR bR oh, BT R T PCOS P 431 9 265 1) 52 2 M«

R YA B AR KR 21 (FGF21): I FGF21 /KFAEFR AL A Hik (582 + 120) pg/mL, #iEH X i F
2.1 i, LRI AMPK 38 % 5 T IDE I B s BUE M, (RO B IR I BN S CYPL9AL i, R
FA RIS 40% [30].

‘H45 % (OCN): OCN HE#{k 10 ng/mL, PCOS A7 R il 1.8 £5(95% ClI: 1.2~2.7), i@ (EH T
T VMH #% B35 GnRH #ZE e %751, S8 LH Bkeb iR T 15% [31], iR 7 8 B R R 1)
% R S HE IR S L AR

X P 43 e ARSI ARAE, T SRR - R R -LH Bk R -FGF21/0CN J5i” 1)
MK H, fEARFRBEY R SHERE T, ikt PCOS ML ILEM. WM HEIEREE, RN
(IR A EPS

3. MRERSFIN
3.1 HEMRER: NE—IEREIMEEERSER R

3.1.1. MBAZ AT EFHREZE

FRAT A4 M AR K R T 21 (FGR2L) XU AR E . ol Bs et 7 7R, FGF21 MLiE /K TFERSL A
(2 5 FARGT) 13 (612 + 135) pg/mL, F37 D (AEmAEBE ) B 1.8 f5(P < 0.001) [32]. FLATHEHE I fA:
P T AMPK G 4 24035 i 5 2 BUBCE (BRI HOMA-IR 229%) , {EL B 55 /53 #4522 35 £ 300 1) Uk 48 i CYP19AL
WETE, S EUME RS IR 37%, I R E[33] . EAFERE, FGF21 S AR FITE /N AR
H AT PR IR S FSHR 334 15%, $idun Hor] R 40 FSH 15 5 B 52 Ui K B [34] -
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NEHE 2 P G KB A AT - ZEEARIBENLA]: JEERE PCOS &g h, R R AEFAAR 1 ug/mL, LH fky 4
It 1.2 k1240 (P =0.01), 1P AR 2T 10 ng/mL, HOMA-IR 341 0.35 (8 = 0.38, P = 0.002) [35].
Pt 34 45 AdipoR1 SZARETE T L Kisspeptin #1428 703 1t —— M Tk 25 48 M 2% 17 S B3 N
PR 2R U 32 GnRH ki oRe s, 3X P 2R AT 7E R 7Y B (kiR — HF OR Raeis AY) v 0 (. 35 [36] - 1 4% 25 (OCN)
(R 220 PN A TR 92 3 A ki A IR) BABUAIE 72 R B0, OCN 7K 15 52 B8 3 (AFC) 2 Fu b 5% (r = —0.41, P = 0.003),
H. OCN %[ rs2073458 Z 2 1:A#i PCOS Ao M4 N 1.6 £5[37]. #HLI L., OCN il id/EH T~ Fixm
P (VMH) ) GPRCBA 521k, 158 GnRH 2 JT45 i, £ LH ke RiE 7t 25% [38], fiRE 10
S CAREEE - W LHY JDRIA.

3.1.2. RGA S iEiRRINEIFR

LH/FSH ELBI i shas b e mitt: #astifd > 2 fUAETE a5 63%I1) PCOS &3, 1M 37%H)#RAL D B &
LKIA “LH Bk RIEF S EIME IR 7, HONEH LH 0&{EiX(15.2 + 4.1) IU/L, B35 T 1EH X H#(9.8
+2.7) IU/L (P <0.01) [39]. iXFh “Bath LH 5 7 5 R0R 40 AMH 43134 )1(25 + 8 ng/mL vs. 18 + 5 ng/mL)
hF], S E ORI S T AR S [40]

o T R U P SRR 43 7R 5 I PR 7 . 25T DHEA-S/FT LA, APEs s B R 20 v o S8 (DHEA-S 1E
W, FT Jher, & 58%). B _ERAY(DHEA-S>4.0 ug/mL, FT IEH, 5 22%)&%IB&R(&4 20%) [41]. & L
JIRAY 58 2 B ) R IO SRR IE HH AFC > 25 MR C, H CYP11B1 [ rs1799998 A% 5 {5 Ho w2 A
B VR YT IR (72%) 2.3 1 T P HL 74 (519%) [42].

o 5 ARG 2 4R B VT A5 1R R« B HOMA-IR A1, B B Fr ' SIS 6 32 12 IR R JBR 5 AP TR HU(ACIR) 7
(AUC = 0.91) 1 “ NN T FaH(VAIL)” (AUC = 0.88)7E Tililll PCOS ¥E A 5 J5 1AL T AL Si 48 bR[43] . 1H
RN, TyG fafl > 8.6 5RA A BEN T H AWM ZME T ML A IS (OR = 2.3, 95% CI: 1.5~3.6),
PN IR XA A S R I B Rg e [44]

3.1.3. REKEKARHBARES

FRLZHM RNA I 7 AL, KA A GUEBR A FGF21 32 fA&(FGFRL)F ik Liff 2.1 5, H &4 PI3K-
AKT-mTOR S8l i %7 D 11904 5 2 w5 1% WNT4 JE[H (2 54550 1.8, P<0.05), Hsomify
R AR > T EAR[45] . MLk IR 12 T0 9 40 WA R bR (45 FGF21. OCN. LH kA=),
it PUFh e AL [X /- HER 261k 89%, &35 T S —FRbRIT A4 [46].

3.2. HETMRFW: HIFRHRYE. MERERSHFEFRK

3.2.1. FEMRCYHRENFRESI: YL FGF21 JF)

FGF21 fER A A Hh I “ I35 IR” 55 “ Infal S HEd a7 WU A A AE R 2 B E A & —— 4 FGF21 <500
pg/mL I, IR 28 54 (HOMA-IR § 18%); > 600 pg/mL I&F, G S0 508 = S (M — 1% | 29%)
[47). SRTMT, ASFEIWF 700 1% B 1) L 5E 22 ik 20%~30%, HOT I AR FGF21 JE [ rs838133 £ 41, I
TEACPELRRFEAK 15%~20%, 3 E LG AR AR S A7 75 TR s 2 [48]

3.2.2. FRGIERRRBE IR R 1% R 5

LH kb S5l 2 5 hE PCOS B LH Bkrt 4% (11.2 + 1.5 Yk/24h) K TRK(13.5 + 2.0
URI24h), BRI E E(14.8 £ 3.9 IU/L vs. 12.3 £ 3.1 IU/L), XFh# 535 KISS1 K rs12347568 A5 7 AH K,
T3 GnRH & T % B M R AN R [49].

SHBG £ Wi BIE B A 13 PR X R & iR A B2 15 5 SHBG JE (K H AL, 1EH AHf SHBG 1E (45
+ 12 nmol/L)#1LIK (68 + 15 nmol/L)fE& 34%, £z 25 M 3 15 B (AL 7E A7) 52 /K7 R 4w i 229% [50].
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XA - 384 52 BAT FAE A — SR AR AE AN R s i) 2 A S o M BT T

3.23. KNS EFERSIKNEIL D

ENAS U W R RR AL ke . A 28% ORI 95K FH 24 /NI SR BESR L (45 10 434h 1 ) 1FAS LH Bk, S
B “IEH LH/IFSH Ll PCOS” ik iE 2 A A [F B 5T i 3 T 15%~45% [51] .

MR FT A5 I35 A 3B ik i — B 65%, FERERE B 279 KZE 30%, MR £
B AE e 7y B4 [52] -

U 2 FFE R (PCOY R =41 S BIEEF VPA AFC B, Fahil 85 Al a2 5%
ik 18%, HAS[E R i On AR IEH ERRCEM 10 mLvs. BRSE 15 mL)Sk= 45— Fbpife, SEEA C/ID 12
Wr—F A 72% [53].

GRS AR R T )

MFTE AR FRBET PCOS “H—i2Wikiit” 5 “Z uBURNLE” BIERZET & HUHZ: 5750
FGF21 %58 ALK T /2 BUR IR 3h K I 2R AR L, THAERAL D Wk s = tHEp RS, FH X
IR GNRH kP57 5 a4k MO0 B RERIR R .

TiEJET : BTSSR 2B AR IR R (BhAS LH kb bS5 & S A ), KR
BT AL FIR BTS2 AR At . AR, BB

G IR Z T A RERF P AR AE R 78 “ RS RIEAT I (U 17-OHP #5151 S/ B A “IR 432
P (W0 TyG 88U G ACIR), #E3h “7r 7R ATE S TIIRHERIT” .

4, GGibERE

PCOS 1y B 7 AL KT 9 73 i AR B8 ALER G AE,  JLRBY MR AR 5L 1A 43 b 1 428 19X 0% K T ) 22
FAC DL M FTHE R 7R, A Gefiabr (iR MERCER IUAE B 8 44T HPO B 25 5L) 53 70 T4 ic (FGR21.
JEBRERIN G R B B P R) i AR - AR AR, EANFR A PR R B B A

R A, FGF21 if FEFRIE IR R & 2 R PTS MR AR T RS 4, 5 LH kiR T e B [ 4K 2 51
S MR A T

R B LUF ERREIEEERCR TR o, AEBEARIRER A 3 10 HPO SRR 7

KM CMZRINEILEILA, 558 FAPUSE PRIV R LT 4E4L & OCN IRZ K T i GnRH 7
LT TG 5 DI OG

R D WA mERERTEHRINEENS , SR A7 AE AR IR K TR 1A - O 5E55 70 WA i 7

XERIAMUEIE T “LHIFSH LLBl e ” rfE Sl s, BEER T PCOS 43 Ub 57t (1 2 2k FERFAIE
—— R ERJR ERR U B 4 B S 5 AL, SRR LU E BB SRk i R, BRI AR
itk &

5. RFAFR = KOS ERIE K LHE TR
5.1. i “OFHic - RE - I6KER" BERSHER

ol Hiw: B3I FGF21. DHEA-S. fREBER/WN B R LLIESE S Fhric YIrE AR 2R T rb 9k B R4E A
S5HEURThRE . AR RIESE GRS = A ORI, RN EE MR IAEE - LR A2 HAE ML

LR PR Z P ORTIEMEERIEASIT R, TSR EREARE, RERERKEM. N
AR BAETS B R A R EERUE, #H4T annual KIABET; ST FGF21 ZbRic 4 i iRy S5 vk
BIME, S5EFNA. BTS2 A28, HE I T PRS2 ] (BEHLAR AR A 22 I 48) R RS HE 4y AR R, 2R
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AR P AR R AR AR IR
5.2. BHTHAEFEARR ISR RN

U B bR: [ B FGF21 £ /91 S P00 e a2 L] B0 & R, 30 UF IR 38 S AR Bl 7)) T i -
A - G L (HPO %) 13 5 1E

SEHEE AR FGF21 AL FT: @il CRISPR-Cas9 #4444k 57 1 2 (R 4w PCOS iy, 454
JOR 5y 2R - TR 2 B e K O B [T s A, PR TR B R M T e e (s AER DY A A
T FGR21 ¥R 5 S5 1R 5 AP PEER LU BIIAR oG . BRI R 2 s R & . 72 PCOS sh#is il v i@
b AR FEE SR LH Bk W, PP Eh T HPO B TR s R 1 IR IR, 7ERA B B
R UE TR IR 28 S AU B b 00 50 RS

5.3. #EBNFIFEBREERTT IR

Bt Bbr: FFREAVR BT, EAL B PCOS B25 12 Wibni Jzt A AU TROAS 7Y .

Wik ie: KA A FI: 7E IR B PCOS s vh flifk FGF21 SZ AR Bah 715 — XU & 77 &,
I RCT 56 b A 8. 24 R B0 7 X e e I 3 8 SRRk R HE O R (s . /8 C T T
CYP11B1 &M it i BRI, 785 L ARIE I s i B 2 AR Y s B0 L6 DHEA-S & s I 277 5
TR N A PRIRES, PRt R AL C B3 Ml PR S AR AR I CE AR F . 5 B ) PCOS & 2
A2 O ATIEYEBN S, USRI S D Lo N i - AR - AR, BB WTRE; AL
YRR ERALAE S IR, T 2 OB PR N LA & DR T PR A5 KUK

SRESANE I ERE LI R S IR R R IR R A, R 5 S HES) PCOS A sEIL N “fitkiz
Wi~ 2] TR o N CEIRYT T B PRI ey e R .
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