Fo0% H1H woOMOR oo o (B R Vol.50 No. 1
288 20244 1 H Journal of Jilin University (Medicine Edition) Jan. 2024

[STEHE] 1671-587X(2024)01-0288-07 DOI:10. 13481/j. 1671-587X. 20240136

ZRENHEEZSIERE K EZHILH BT R

Bk, fh X, X¥FHK, ZWW
CEAMRRE S — B Be =R b A K% 130021)

[ E] ZHWELZESME (PCOS) & —Ff 5 MR, %ﬁ@iﬁﬂ%@@hﬁaﬂ%%
PCOS 3% KA & ML H AT R BT . PCOS & N4 i A 3580 . a8t 1% A0 BR B A0 14 i &5

MR E E (HA) RS ZHEHT (IR) J& PCOS K& B JE Al B A= P22 0 A4, “F M B /E N &
PCOS B # M R T I . F0E R AR FRUR R /D 50 IE S5 PCOS B st AL 1), H 4> R 41 DG HEAFF 52
(GWAS) B 2@ #8455 PCOS By RS A7 5 A 18 5 DX o S fidt B A9 A= 1% ) 158 R BR 58 73 49 0 1 4 0 7
PCOS kb ¥ E EEAEH, Wit piEEFd S5 PCOS AW R . BIX I 4% PCOS (14
SCAF S FEAT 4 T A DB 43 BT, DA DA B 28 R A R 3R D X PCOS g BRI R & AL 47 25348
[XgR] ZWIPGELEGAE; AWM TR IR, S0 W, wifl

[FESES] R711.75 [ZEiARERL] A

Research progress in etiology and pathogenesis of
polycystic ovary syndrome

GE Yajie, XU Wen, GUAN Shimin, WANG Lina
(Center of Gynecology and Obstetrics, First Hospital, Jilin University, Changchun 130021, China)

Abstract Polycystic ovary syndrome (PCOS) is a heterogeneous disorder closely associated with
reproductive endocrine dysfunction in the women. The etiology and pathogenesis of PCOS remain unclear.
PCOS is the result of the combination of endocrine metabolic disorders, genetics, and environmental
factors. Hyperandrogenemia (HA) and insulin resistance (IR) are the fundamental pathophysiological changes
in the development of PCOS, and their interactions exacerbate the clinical manifestations of the PCOS
patients. The family aggregation and twin study results confirm the genetic predisposition of PCOS;
the genome-wide association study (GWAS) results confirm some risk loci and candidate genes of
PCOS. The unhealthy lifestyle habits and environmental endocrine disruptors also play an important
role in the progression of PCOS, and the gut microbita is involved in the pathogenesis of PCOS. This
article provides a comprehensively retrospective analysis on the recent studies about PCOS, and reviews
both internal factors and external factors related to the etiology and pathogenesis of PCOS.
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ER—FhZ 5. ZHER . 25 RGEMEE
i, ZHBIELZEAAE (polycystic ovarian syndrome,
PCOS) 2B Z AR ER/ENEE, SIE
BE . B ZHPT (insulin resistance, IR) . HEIE T
ZA . 2RUBEPRE . ML . O M AE B . AR TR
08 Wi ¥ JF 9% (nonalcoholic fatty liver disease,
NAFLD) Fl5 8 N B 45 100 o) e B 15 %% U) ¢
B¢ O TR PCOS A 04T L1032 W7 AU L 2 3t
ARENB T I, FEPCOSERMEAEHNREZR
KEE, BEEEFRENIMICH R e, Ml
SN e . RAER T 1A WA
R M T O R LA

1 T K i-2ZE -5 £ (hypothalamic-pituitary-
ovarian, HPO ) i 5 I £ F &L

HPO #f 2 W f& M IR ¥ R B it ¥ =

(gonadotrophin-releasing hormone, GnRH) 47T
KB A2 N o, e Lo MEAE BN S I T e Ry
WA ARG . T A MBI GnRH , 5 K
Y 2RSS G5, R G R o 0 B R
H % (luteinizing hormone, LH) K B0 (0 51 3% 2%
(follicle-stimulating hormone, FSH), LH 1 FSH
SRS, 253 BIE T 01 5L 4 it A
ORI AR, I8 755 B 09 TR & B SRR 196 R
it . HPO i 54> 3005 18 32 2 7™ 4% iy R 4%, &
fif 3o FE W SRR A 7T E B PCOS,
1.1 GnRHAZahskA%F GnRHMEZEIRE
PR e T N G G 1 /A € S o
b PR B A B R bl A AR
PCOS J& — Fft it 28 A 70 WA 7 6 BR0 e T 28 )
fif J& GnRH 7K 3 fl LH/FSH W {8+ 5 . A #F 5%
# YA s GnRH ki85 R 39 i & PCOS i 45 K
7% 1 9 BH A B2 el . CHAUDHARI % ) 43
T B P GnRH () 43 W6 B 4 v 5 L 285 & 14 52 1A 3
S, AT B PCOS /M B LH/FSH B T .
AR GnRH Bk ot 5 fie 2 FSH R, 1045
(9 GnRH [k #h# 5 %8 LH 9 4 18 A )

T ik 5 R A% KNDy #f 28 58 /2 GnRH ik & 4=
AR EEA NS KNDy & nm kgL
K Kisspeptin, 3 MEBK (dynorphin, Dyn) Fl#f £
B K B (neurokinin B, NKB) ., Kisspeptin J2& ] #
GnRH J 0 A A sk 19 52 0 [ 5, NKB A] 2L 3%
Kisspeptin [ 48, Dyn X} Kisspeptin () 43 5 & 417 il
TE . PCOS i # M1 PCOS 2 #) B2 8 T - i

Kisspeptin 7K °F F+ 5, J& LH 43 W 34 i 9 & 22 )5
Yhooy-® B T R (gamma-aminobutyric acid,
GABA) 5 PCOS 3% #il 28 70 W 25 Th g 2k 4 A7 ¢
TEHR 3 PCOS & & Wi B W b A 1y GABA /K F- 7t
B o B4 X E GABA Bk kS — B 3 il 4 v 22
i, HHAEH T GABA Z K5, 0l i JE
GnRH #1250, &% GnRH Pk wp 45 2% L 58 3 %
GnRH # £ i gy, A PCOS G IT #2045 T3 1
BF5E 5T, T GnRH M HY 25 ) 72 PCOS BRI
J5 s vh BT VR AE B L AN
1.2 RMBREFEARFSEFF PCOSHER
FEAEPE B 3R G BURN A3 WA B, SR B0 LH K P
Fh F LH/FSH WAl R f o 78 fil B £ Pk
LH/FSH HAE N 1~2; fEPCOS#E# v, LH/FSH
Fe T, nlik 2~3. LH/FSH HAE T a2 I
RAEPHE GnRH Pk it 2 19 4/ F R LH & 5 F 43 W
B, FSHIKFAHXTREAL . RS, PCOS & # LH
ik b B R B S H R B T GnRH #2800 1 i BE 9
BR . BAR R FSH /K- 25 BILS BR i i g R & &
SRR F A, DA 5] HE B R
1.3 & # % % £ % (hyperandrogenemia, HA)
PCOS B # HA 1Y &5 5 ik 606 ~80% , #f
Y HEE AR TSR A A2, S5 HE R A
NERE . 26 . A RRE M R A D) Gk . A
W 2 A AU PCOS /Y 520 IR ARAE, 1 HLAE
PCOS i & Ji b F vp A H26 OCSAVE T o o 4 19 B V3L
FEEORETUE, (HA 20%~30% B 1% %
KU T EAE S . PCOS 3 GnRH Jik 41 % 5
o, gl LHKSEFh &, i35 B0 v 5 20 i il it 22
M HEFLEE , M R A i S B AIK GnRH ik o & A 25 %
ZE R F AR A BB . 30 GnRH ik if R 2Z R
i, LHIRZA T KR RAs, 4kmigl e HA, B
BOBPEEER o AR B R LA S PCOS & '
MNTER R, AR A R R R . I
Xof e 9 2 1 T ) B g S R BRI IE R E, HoR
HA BHAR B9 M & & B, 51 & & iy §p i ]
TR S Y TR0 B L A NTTEA R e S 32 4 d
HEOR . e 2R 8 3 MR 32K (androgen receptor,
AR) S HAEH, ARTEIIIR T MR ZH 6 B
AR, I H LR A R 2R X e 00 i & B 45 B B
OGRS ZFEH . X ARBEER PCOS /s B AU ()
e Y B R s AR A S 09 MR AR A Lotk
A BRI BRI RE i H A EEAEH, ARVEH
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B3R & PCOS/MRAFTRE LT o X PCOS 3
YRR AR SR Can s A % ) 367 nl DL By
oY 39 5 BRI PCOS MR 1 2 90,

2 IR

TR 2 45 B P 20 ZU0F e 8 2 MR E IR, TR AE
PCOS Ty &I HH 44 %60~T70% , & Wi 2 5 1 5
PR il A AR AR TC I B ik R ) YL #E PCOS
IR HOARR R, i s LRI IR D5 5 Ab R A 200 R
By R B AACHYE, H 0 55 A0 i 20 ) e 5 3R 7 AR
BORONE R R S 3R RE T A B A B ik AR
PR AT RREBOR o s g, R AR BRI R E L Sl P
W R PIE TCHEDN , A REA LN TMAL,
JoE 5y RE R ER W R e, HMEMER WA BT
PCOS M3 w8 R IMAE R & A 0 IR R L e
A] AR 4 B 2 B H 4 (glucose transporter 4,
GLUT4) B8 A IR K, 30 A 0 e =
RMBEM, mE PO, 2IRM—DEHEZEE
FEALS Y I 2 a5 A0 M 2 1 A2 AR A S R Bh
20 BN 2 38 R 5 AR S I RER S, RSt R
ot 2 A2 R kAR S, BB AR UL 3-
(phosphoinositide 3-kinase, PI13-K) F12£ 24 5 i 1k
B H ¥ B¥ (mitogen-activated protein kinase,
MAPK) &2, R R 52K E 50 MRS R G
SRR AR IR ZAMEZER, HESERR
FRLE B PN 3 W ) B B B 1 BIL AT S — 2B AR
3 BEREXRIE

PCOS BEH R N5 RAE, 91§ #8 40E 3
Wi 1k B O 3 A s FE 4 B JhE . KELLY 4§ 7 F
2001 4F 1 YCHR 8 MR B 22 0E 5 PCOS B &0 A1 %
DIJCHE, S {E B X B LA, PCOS B # I i
C [ W % (C-reactive protein, CRP) 7K B &
FhE . PCOS 835 0P 51 19 2 AL Bl A Ry 2 — Fl i2 1k &
PRI A By AR B, R B XU D B3 K, R A
1o, Beef4ed, BN LR B A B R, o R
G TCHE R A B [N 22— . PCOS B3 DI 5 bR A1 UL 3%
PR FFS AR R A 0E , N S A 2 A R AT A
Jif = v [ A g R K TR . CDA+T
L2 B A SRR (natural killer, NK)  4fi i 4%
Z 5 PCOS W AHRbLAIA &, A4l fiEJE PCOS 1Y
ST fE R YL RAE S AR L IR O I R
FORE PR A % U OCHK o CRP J& 0 I 45 956 9 T 22 1Y
ToU PR FIAR AR, 3E a0 N R T e RO A

HiES S5kl fbid B, vTREE PCOS & O
L 5 9 RV o B SR IR 22— 1 IR B R E £ 5 T
JE 1 E AR S EOIR, R H AR MLH A,
H 40 M A % 6 (interleukin-6, 11-6) i 35 5E
AT « (tumor necrosis factor-a, TNF-a) © #%iF 52
Z: 5 IR il 2 BRUBE PRI 1) &A= R It # . PCOS %
A P A ST A A s 4 tho T 8 T o AR R i R R
H ZORL PR 4%, 2ok UK ) Rl B A5 Bk UE B 2 2 A
PRI . U I35 5 5 AN RE A 3 L IR 0L pE b R
it 5 PCOS (1 & JAFTE CHK , (HH EARPL I i A 1
i, N E PCOS B 1Y R AE R 7K, ©
BTG T W, b 2 TROE DR A I A 0 A G
W9t B AE W &

4 BE B

HE Bt AR OR & PCOS Y2 Wi s i, HEJIE S
PCOS ) & 9 Bl A — & 1Y g BEAE B 22 Bk &
30 ~70%PCOS & A NERERI, FFHE btk
RERE, BRI 225 0 fe 2 I8 . PR AR & 19 52
M, AU, PCOS B MY SE R AR i 45 2 8]
R . E AT o Z A ALH 2 5 PCOS 1y i I
KM NE 2 8 PCOS &3 1 HA FNIR, 51
PEFR . R IR W R AR MM PCOS B #
EAEREM AR I T IR BAER, JRIREE —f &
BRI AL AR . B YR 5
IEH e, B E /AR RER PCOS B # IR 1K E K
SR, T R KRR o IS MU BR R R
ZARMFRIE T MBI R, FEIUIBICR BURME, B%
IR B % 4=, TN PCOS B & 1 & Bk 5 2 e ™.
AN, B R S5 R IR, ERES TR
NS R g N N 1 S o (G A = A 2
B3R U5 B2 Y- Th v PO B R, M E RS R 2
RJE# 1 (insulin receptor substrate-1, IRS-1) Y
22 R IT PR Bs AR R L, TR S R AE
ST, JEmgE IR P, MRS HA M B AEH
JE P BE 6% £ w2 D9 52 05 20 i 6F LH 038 ) UM, 5
IR A/ I S BUA N HE R o 5 HA 75 7 58
JIG: 105 3 BRI W o e B A, 5 ARSI B R IR YL
Gb, T IRAE A IR BE MR 25 & A PCOS, il
PCOS B #HWIFAEH ML B H A, W&
KRTH L

5 EEAKXE
A 2o X B T R O A AR PR A, UESE T i aE
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RS Z R 0 kR A 5, WIBRE . BEIRAG . 3h
Jik 6 A A L R R RE R W R A . W IE RS PCOS Z
B8] G A B9 B B, B T T B R I AE PCOS
hREEEENEM . ABE ™ BT HEE
FEIC B, TA i T8 T 2% 0 T 5 B0 3 38 o
oo, W OB M B O™ R W 2
(lipopolysaccharide, LPS) ZFid “Ushp” BEE A K
TEIR, BT ERPE RS, 5 RS MR R R
A, WS R Z AR SR IR, HE R w5 A
H, TR Gl ik £ ik 42 0K 20 09 5 40 g 7= AR 1 5
e, M2 4 PCOS & B4R 4E . 7E PCOS M
T LR B i A R RO R T ARk, SRR
FHOBUEE AT B S 2 26 TR, 3 3 0 98 R i ) TE 2
N2 B 5 T S % AR . ZHANG 55 7 B3
FE PCOS 3 [ T8 v @A B RO 2 T 1 7
Hhn, R f B = SR AT RR . RUEL AT BT 5 G
TORRES % " F] H] 16StDNA £ [H il ¢ 4> #r
PCOS B # Z8 rp 1) i 38 s B R B . 5 ft B Lo b L
B, PCOSEEMBERBETMAUEYFIFEE (o £
BEME) BEIL, HHAMZ BIEYS o« ZHMHEIRE R
MXKFR

Ji 30 T R AT LAGE 5 HA ., TR .18k 48 AE 7 ki
AR BN R F AR AR, IS5 PCOS &
g ik FE VR RE AR ULRT AR D B R R ORTT S
S5 MR ER AR, IR E e SRR
fads. s Y BoR: BB PCOSHEH IR &
J 52 m B ZR i d UFT B - IR - 1 2 B X
Z & (farnesoid X receptor, FXR) 15 5 il % Al fifi
PCOS B & A H# M 2 Al . ZENG & ™ B 5t
B SR AR, IRMPCOS B WA
PRRE P B IR TG TE F R RRAR, U EET & It
Gb, JEERE BRURUDURT BT AT 8 1o 9 5 A Pk A T 8 ol
BEZEFERK 1 ( glucagon-like peptide-1, GLP-1) 7K
SR IR Y I HE R S A B =2 TR A AR A
AR I i B i R T A g R A A A, i
S S AOURE B RN R RE BT /ROAT B ) b (A
oYL TR, B AR e R S ) PCOS /N R R B
H 3 AR S, 20N BRI TR S AR D
BRI 9 AT 5 PCOS A AR 15 B B A5 RN 43 W6 ) fig
BEfig . B I B S 0 M ROE Y 56 R TE Bl 4 A
PR TR, &K E PCOS /N R i 18 %
K, W) e B i B RE b BE 2R B LPS 1 BAE P RE Y
LU 5 B 22 Th s, TS SO P R A g |

PEAGE Y T R R W ik B L) 38 U Y A
Ji, GLP-1 FZEhpE LAIA K, 25 LH &
AP . WFSE Y o GLP-1 Al B G5 s AR K
SCHE B AT LH B8 A9 06 B2, GLP-1 32 4K 3 3h 7
Exendin-4 A] D BH Wr GLP-1 X%} LH & B A4 8 75 1 .
i 30 B ARE S AT DA A b i T, MR . LW
B IR 2 M GABA. GABA ] LU % GnRH #f 22
JCIFHE I GnRH Jik of At 2 FndR s, A #F PCOS
MR JE, RECHIFZ X T PCOS 5 g il i i
KB RE , (HFE X B RS S PCOS k4E K
JE& ) B DI ML 24T B0 R S AR .

6 MEEZR

B N4 0T A 2 1T LA S ) N A W AR R 4
M AME AR 2E Y I, il 2 R AR, JF7E
RNHER, — BIRBIERPE(E, SES THPLARIE
WAEFETIRE . RN T 25 PCOS i &
P92 b 25 HL SR B R . B AL S BUARAR R R
f2E ) e AR TG IR A UL o B R SRR L R R
ARG R AR Sl Akt o A K RN By G 7 5 35 T
AE S A AR N R OK T, (i PCOS Y & 9 KU 38 i
ol M JBE 25 535 e Wy Al g HPO b 5% 0 79 43 6 S BiE
AT 1 5 5% 125 S A /NG Y J0RE A AR i 2t R
A= PCOS 9 XK 34 Jim . XU A (bisphenol A,
BPA) EFRRZHAREN W TR Z —. Bk
JLII BPA %54 S8 PCOS I kA4 ™, BFgE ™ i
R : PCOS B #H1K N BPA AKCE W W T a4 vk,
H BPA 5 S/ /K V- Z M A7 W B A IEM R
K ] 52 78 F BPA I 1] 1% i IR, ACH1 5256 25 5L
W BPATRLURIBLENR A ™~ B = . BN
R RS PCOS W A KB, shi
RS EST O R O BT A O 4 K
A, R R AR AR R R I I R B A
KHEEA, #EiE T PCOS &4 .

7 EEREE

7.1 RHEBEM  PCOSHW MR RALE,
£ 60%~70%PCOS B & M L& R % E
W o FIEMFIE L PCOS MG IR, Hoh K84
o H Ytk BB . PCOS BE M —HE IR 1E
5 ARG AR B8 N o WA S, 2 AU IR A IR AE
PCOS & M AWML HERIE A REME ™,

7.2 ZREHEFE A FERERWEAAILHE S
PCOS M & A . RMs & /2 H8 1A el e %
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TR 5 A B 0T, 38 3 B B A | S ik PR 3R 0k ik s
AT S, EE AR DNA W R, AEAE
Wi X Ge AR RN BRI A Bl L K RE AR gD
RNA (long noncoding RNA, IncRNA) HI f# /)
RNA (microRNA, miRNA) %, ZHRRF 5N
WR RIS BRI BAL TR T w e A BT
PCOS Wy &4 . MIMOUNI%: ' &3l . DNA H A
LT 5 PCOS IR I RS N A 5. PCOS B
R N RN N = 91 | A S B AR SR T i
E DNA FEEALE AR, T PCOS B Z MR &1,
fEPCOS B#HMER PR AH T RMA K AZ.
miRNA Z Y HEPE RNA, 72 M A Yyl f il 5 &
LW AER, 5 PCOS Y & Az A7 78 5 Fh 2 B2 1Y)
KF . 7EPCOS BRI SR A0 . A0 . g
i1 N7 O 1 R 3 P WS i 10 R R e
miRNA iy 55 ik W 48 A £ 8L T Ok
Pl FY AL ok 58 R Wit (% B 1 . HOSSEINT 4
WESE: 4 A LB S PCOS & Ay LA B 2478
A CHK o IncRNA 755 U . 15 1A R 1 BR 5L
i 96 <5 1) o R R AR AE I . B A SCHRIE IncRNA
1E PCOS B # HAFAE S+ 4, {H IncRNA 15 PCOS
KEATFIE— LT

7.3 2 B PCOSRE—FZRENEN, ZHik
PTE PCOS Y 4% Hh e B4 s R4 9 PR T . D 5 1
WOR M R M N . M 8 R P4AS0 K ik 17
(cytochrome P450 family 17, CYP17) . 4 M0 %
P450 K % 19 (cytochrome P450 family 19,
CYP19) . T RE 5 REH
binding globulin, SHBG) FI AR % 4 fity 3 [H "7,
@ 519 5 AR FL R . N- 2 Mt 2 3Ll i B e 7%
B 2
GALNT2) . B R Z A . & DENN 45 #4 3 1A
(DENN domain containing 1A, DENNDI1A) filJ&
4% (13 (fibrillin 3, FBN3) Fy 4 f5% 5L [H
QS RPER IR M RN . FEAFE FSHZ &
LH/%% & B {2 ¥ B ¥ £ % & (LH/chorionic
gonadotropin receptor, LHCGR) K433 K
@518 M RAEAMA AL . a0 TNF-a, H 4N
# 17 (interleukin-17, IL-17) M 4 40 Ml /- % 32
(interleukin-32, 1L-32) {1 % fi3 5 %, @K
fln o HIROBR OB R AR OC 3R (thyroid adenoma
associated gene, THADA) "' | TOX @& if # K &
HERBEM 3 (TOX highmobility box protein group

(sex hormone-

(N-acetylgalactosaminyltransferase 2,

family member 3, TOX3) FER “ FIPREEZILH
8 BEMREE

PCOSJ&—FZ RGuEds , H 32 2 Ik bl % 4F
WA . WFIEE T2 PCOSHR A | B AE
P AR5 AL 24 55 Oy T UEAT T AFSY (R R U R
RSP A B . TAER, I A R S
5 PCOSHKHK, BRBEIEN, MFFEE £ 1Yk
8 2F 55 E Ji 3 B B 2R R PCOS (75 R = 45 5 .

FlaE AR

S A A WA AR 25 R

EE B A

B AN A L W2 518 S BURNE SRS | B SORIG
B2 5 SCHRAG 2R A SCHR A PR, S 518 SO RCRTE B
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