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[ Abstract )

etiopathogensis and clinic manifestations. Hitherto its pathogenesy is still uncleared. However, there

Polycystic ovary syndrome (PCOS) is an endocrine disorder with a variety of
have been increasing supports for the contribution of the hyperinsulinism and hyperandrogenaemia in
the pathological process of the PCOS. Recent years, some literatures reported that hyperleptinaemia is

also an important factor. This review seeks to bring together the pothogenesy of the PCOS with these

factors.
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% 4% 90 8 25 45 1F (polyceystic ovary syndrome, PCOS) &
—FhH UL W R EL R . 1935 4F, Stein Al Leventhal 1
YR T P 22 | 22 36 OB B9 51 22 38 P 188 I i JC HE 9 AH 56 25
A 1E (B Stein-Leventhal fiF) ", Bl J5 1R 22 2% % % it 5 9% 247
TIWRAWSE . IR b PCOS EZ RN H LM K I 4% & 1]
2L AN A 2 B A VL AR SEAR TEA AL B AETE
s B 25 IR R 9 K AT M e R MR S R L e 2
TUBE PR = s 5 P 0 KO I s 1 R A 9 Y A
K R 09 2 ) Ak BREA L™ FE RN . B T PCOS B & 5 L R
e B — (R 3R B W] DR AR I 0 R 98 3R RN B R A PCOS
IR R B A AR D 2B B A PCOS K AL, X T i R
LWAAEEE L.

PCOS g #i  KWILIK, d1 F PCOS 4 I JRAE AR R AE
SO AL B A RSSO RARK F R BT Ik
B Z RS — IS Wi AR . 1990 4F 3 [ B 37 T A BF 5E Bt
(National Institutes of Health, NIH) #| & T PCOS £ W #r
HE L UG )2 5 1] % B PCOS B AiE IR AR AE 88 i D58 06 1
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GAIE ., FEEWIIMIEA - PCOS ML WitrlEE 22 T £
WAEHL, 72 2003 4F BRI 225 78 F0 IR IR 15 26 [ A4 i 16 2 2%
2 BRI T g — AR HERE B 0 PCOS 12 W s i B RE 4 1
(Rotterdam) b5 i , /& H fif &3k PCOS £ 1912 Wi b o th J2:
BB B A 10 7 B A S AR SR AR v . (LS T bR HEAE
TATIRF WG B IR R TB4 563 T 4 AL wf 5 4K 477 . 2006
AEMEM K 3 £ 2% 45 (Androgen Excess Society, AES) X 42 i}
B AR X R S WiAR o R S — (R D
BEBESPCOSHXE BMOEEA) ZMAEMIEE,
AR 39 40 B B L Ak o T EL A AR 1 5 B U OB D G A A
RP L Z EEE/EH, MRS EZEA o M BRI,
MG RS p2ERUELSLS G A2kl SR, 5 B
WHRE R LR AN RESEFREHR
I il R RN . R R Z IR G5 RN TR
W T 6 W DS B L3 ¥4 i (phosphatidylinositol 3 kinase,
PI3K) @t ffEH Fai i E K b A £ HEIEEA
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W (mitogenactivated protein kinases, MAPK) &, X4ix
SO A5 SR AR R M SR I G RT RE 1 JBE B K A B e R A
L DR AT HE S B B ZHEPT (insulin resistance, IR) , B JjE 5
2R R 2 0 S B T A R D 58 A R A T AL R
e A

KEWFFEUESE IR 5 PCOS [0 716 % U1 % & . € S BF
552 kB PCOS & 76. 5% 47 7E IR, Kulshreshtha 25
WS B - 7] A AF 4% 4E N Bk o o 3 A7 70 2 0 B X 0 R
PCOS £ [ 5 28 % 7 7 M5 B by 8 26 3 &, M ik e i W) B 0
TF R, B T A s PCOS S35 19 198 5 3% 43 W4 W] i 37 T I
JE BRI SRR Z A, WKWK E . PCOS & R i
FHrg32 IR B2, H ok A 2 OSBRI e 0 5 1Y
MRSl W R

FKF PCOS %4 IR K HLHI . B AT 3222 B & R Z K5
K AR B2 ARTT KP4 3 DR AT IR -

ZHIEARE EERMPIFINN . PCOS B3 IR i) %
FRERSRZRERE. EEELYRS RS ZRGS)E.
155 1) 40 0 P9 A% 33 od R o, G BT 7 A RN AT — 3R T
B SRR AR 0N | NP -4 = WD ies -4 = W' VAN 3
165 Wl R Ak LA B i AR 006 5 o7 55 22 b AT 19 5 . Bk
et Hopg SEALH AE AL F A - (DR R Z 1k 2 AR B b
5 TR I SO R T SRR B TR AL T B 5 (2) I B R AT R IR ) 4%
HRAS ;s Q)M B Mz B a5 % . Bl RS —Fhl
A A B TR 5 5 B 2 0 50 B g U M AL, Li

SRR KB, PCOS [ I 1915 3K 22 1Rk 2 MR W R 1k LL IE
X B A 4026, 1 Mor 2570 & Bl #E IR 9 PCOS B2 ik
By R Z R AR B AR W BAR T IR (1 PCOS B35 X
X BRZH , N TT 4R 78 T 98 5 3R 52 R 5 2 TR ol TR A 7 2 R A1, )
fig & PCOS &9 1 — A HLikl . Mioni 2 % 31 PCOS % T
B PN AN M A R R B -4 (Glue4) 0 H R %L 5 ma b
A AT A TR, R W] # A4 4% is 22 1 f PCOS R4 TR
EER IR

N I N S 7 e R R N S
HUHIH AT 240 . 32 R KF TR, 32 202 4 25 PR 58 48 m Bt 4 g
PR AS T B8 RS2 8 H W ) B K R
WG A TN IR, A D BT R LS K 2 R
SR F 17 46 1 008 bp &b AT T—C 28748, 7 1 008 bp
M 17 RN R R Z K E B B ALk B [ B 1R
FH B R S5 # BB R] BE B 0 B 2 1k 2 S B IR b DAk, A
M R4 IR, TESZRET KT o 38 2 2 ik IR 58 28 B0 5 3 454 el
A5 BB FRBURIE M M B R o R S B0y IR, R B
B FYe il 11p15.5 b, H 5" il AR 5 H i B B 7
%1 (variable number tandem repeats, VNTR) , i VNTR &7
M) 2 A& PCOS = A4 IR W F 2 5 B o5, Y H AR K i), 5
A B0 R R fAE T & A IR, 3R Ferk &M BT K
PPCOS B [ 5 VNTR H 3045 R 5 0, HA IR
AEEmYIFAR, 4878 B AR Al BB JE 3 B PCOS & Wi 1Y — 1> 5 [k
HE.

£ 1 PCOSLHitRAEIRE
Tab 1 History of criteria for diagnosis of PCOS

Definition/ Year

Exclusion criteria

Diagnostic criteria

NIH/1999

Requies the sinultaeous presence of: (1) Clinical and/or biochemical
hyperandrogenism; (2)Menstrual dysfunction

Congenital adrenal hyperplasia

Androgen-secretingtumours

Rotterdam/2003
hyperandrogenism; (2 )  Ovulatory

ovarian morphology

AES/2006

biochemical, and either: (1) Oligo-anovulation; (2 ) Polycystic

ovarian morphology

Requires the presence of at least two criteria; (1)Clinical and/or biochemical
dysfunction;

Requires the presence of hyperandrogenism, clinical Chirsutism) and/or

Cushing’s syndrome
Hyperprolactinaemia

Congenital adrenal hyperplasia
( 3 ) Polycystic Androgen-secretingtumours

Cushing’s syndrome

Congenital adrenal hyperplasia
Androgen-secretingtumours
Androgenic/anabolic drug use or abuse
Cushing’s syndrome
Hyperprolactinaemia

Thyroid dysfunction

RS PCOS X F R 2T JE Bl 4 A% 19 25 74 5%
TR 167 N E AR BRI R E 5 K. 2N ba 21
AR ARk 25 IR &AL o 15 5 IR BB B I 1
F. WRETAEACIRIA L P £k, R A7 F k&
B FUIR R USSR, i 1 3R Y LA
il I R SR e R S o 3R AT R - A L RS A
Uifg. M EEMNE S AEREE MRS SRR LEKR,

PCOS & & s 69 Lkl Atamer ZNV B9 BoR L 1
PCOS &, i T e 5 75, He . v 98 R ok B 35 = T 4
] BMI A9 15 % HE 09 B 30 40 4. T 2% %5 46 4] 1 BMI Y
SR JE K PCOS JIE B 41 5 AF 2 b 4 047 e3¢ 1 7 9% 3R K
S TG B 25 S (P>>0. 05) B PCOS 25 F1 %) IR 25 A0 Fb %5 He i,

TR KFA B 2R (P<C0.05) . 4 1E BMI J5 . P41 &
KA B3 22 5 (P<C0. 05) , AT 75 1 58 & T 5 78 PCOS
S R g, B R A S FAC S R Z 4
PCOS &3 =98 2 KV & AE R HLHI 6 A B8 . H R F 58 IA
RHEEAGLTILA: (D@ R R HZEEFE R, kiT
Chekhranova & KB T — AN H A £ A R N, HAE 141 4
MR BE S AR Oy B IEENS S TG SRR Ay e M S I RE .
U4k, Lindell 2504 % 3198 % 32 1 ¢DNAs {38 5" K B 1% X 45
BRI IR DR, W 285 A8 385 78 SR A Th B 9 3R
ARG D 5T R X8 2R A SO R AT 2 T LA
BRIMEMRE, QOBEZEREHESEIFHTN. BRI
ARG G » A B o5 S PR 8 i AR 45 A 3 o LT
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15 BE A PR TR 1 I B (Ganus kinase, JAK) M {5 51 S & A
(signal transducers and activators of transcription, STAT ) & 1%&
N PAE S5 T W AR, 7E YR, 8 R 2 Rl
STAT 2 1% 2 B2 AL - 190 ) B 40 0 A28 o DT 552 i) B0 5 508y, 40
M MES R A 43 . (3) 53 41, PCOS (0 % o v fle A7 16 98 R s iz
HLE BE 7 , Sir-Petermann 4510 2 T8 AL Jpk 25 1 7 94 28 vk e 2
JIEJHE 0 3 R AELTE Il T V90 ) 9 B LA O 1. 3, 9F EL
WS MR RE Z /N TARE I . S 7 Tk 4 78 1 i
[t Wi & 1 WA B 5 38 IR TR/ I VBOVR B LU (BB A K .

B AL PCOS I &7 fe # ZKV- 5% M1 PCOS &
S ASHE O 1 0 DI G . Li AU ik 110 482 R
HWE 5 S B PCOS 41 L 35 A1 51 36 1073 38 4k B2 W S8 5 F X i
HP<C0. 01) . 3X UL B 51 585 #6 #Y i 8 3R 1l AE R 7T g 2
PCOS RZ I — A FLE 3 . Erturk %07 058 & 90 08 E BB
BB IR P AR K DR -1 X BT S0k 200 i A4 P L AT
00 ) R, 240 10 23 A 5 B 4 A o BEL BT I A B 9 ) 32 5 %
WERE FBONHEDN . 5, 0 AN @ 1 K i PCOS
OISR 2 AL BURL AL Y STATS BRI KT, 45 R RV L &
TAEHE , STAT3 /K PCOS d 5% B8 4 #5 =i o 4 I 9 35 v
AEJH 1 % JAK2/STATS 5515 Sl i 2 15 PCOS i b i
50 A o {HE AT A0 oA B HE 00 T R O . 2
REHRARKZAGS SR MEIEZ AR RUEME 51 JAK2
BERR AL . 2 BOTAK2 B G AL W6 ALY JAKR SR 52 {4 254
B Y L L6 g A R ARk B IR Ak, B AL BE R L E R
(phosphotyrosine,p-Tyr), %Z i p-Tyr 5 STAT3 4 F
1) SH2 5 A0 H./E Al . i 5 STAT3 8 iz 1k, 1k 1M e 3h 4%
A HE R 1R 23K 8 T T 01 SLA5URE 40 L BEL DT O 4 O o i 3k
BRI % 7 . 5 5 PCOS HEGH B A3 & 24

BEAL LKL PCOS T8 A 8 R Al /gl o il %
77 A L5 A 5 4 S8 B 1 AT L Xk A0 A1 R T A A i A
IRV T B N R R TR R . MR K2R
W B R R RS L AT RE S 5 o0 W R R /N gl ik B i ith B
S A 2 B 2 R R VR I A HE 45 45 . Yoon SFMUBIEST
RIE R RIZTE T 5 WIRE RS A 5 & R b
BB AR GANEREAZERRGEAREES S THRRE
RidRE . BeAh A BFIT R B, FOE & B L R K
ZARTE PCOS & R 75 NI AR 3R 05 0] B Be Ak 2502
S PR PEANBA MRS, PIH 255 A B, W4 R AT Ak
B PR A B0 ) e D AR G .

HEES PCOSHXR R MM R I iy PCOS H 2
PR PAL G B A 5 2 B 3 B A O LR A RO B M R K Ak T
1R KPR A 300K BEL T B 36 1) 1E 2B K 1 BTC HE BN SR K
Heow . R A A A MEE, B EFUHMES A &mENZE
UL 5] A3 T 51k 22 T o N T O R S I PR AR o i
W AR 1Y 4 A2 BILR) AT RE 5 LA R LS A %

Tl S o A N - RO S )
AESE # . £ PCOS B & 8 % 2 W o i 42 8k £ U &
(luteinizing hormone, LH) 7K 3 #4 =, U 30 #] i & (follicle-
stimulating hormone, FSH) /K - 1E % =% fi {% » § 2 LH/FSH
PEETH o B BT  LH OB T 8 AT BLEAE T T 00 1
BB Y R 200 L 4% n 4N B €5 3R P450170- 52 4L B8 (cytochrome

P45017ohydroxylase, CYP17) #1614 , 2 1fij {5 57 5L Py O 96 5 40
M= it Z2 MR . Patel 252V [ B 58 & 3 PCOS B %4 L)
TIUANRE - F i A 4 i 38 3% B i 3% & (gonaropin-releasing
hormone, GnRFD 73 44 JJk i 451 < 3 il 5 38 K X% GnRH S0 1 38
s GnRH 155 (1 GnRH SZ AR, 33X 2845 g fE K 53 0 LH
YA 48 e Wi B 14 m o DT 5 30 L 6 Jid 393 e w3 2 o 0 e R
M Sagnella 2822 G158 & B, 25 10 30 & I GnRH #5504
J5 - PCOS ZH 5005 R ZH 114 £ 4 i 98 3% 10 M i 3K B =2 B0
HEMR W] PCOS 4% GnRH 3 (4 s 3 08, X W 3045 T
Patel 221 0 45,

SR A LB F R TR T MR R S B AL R R
WORESN RN E I A REE RS LIRS
Je LAt B H 43 1 3 T AR T LA e B SR B RE . 0 B R -
B Z 5K R R 4 (renin-angiotensin system, RAS) 7] if 5 5 £ 4k
YAt o, 2 50K T LARHEGE . PCOS 8% RAS R4
JUIE, FERN Y BTh E B R R TR LLYE T R I A
Jit 38 2T B 43 WA 5 A I S BUE I R T AR i 2 5 On] R
YEFT T iR . 51 GnRH 43306 58, 3E 6 LH K P
HE—2B A Y B R R LRE o (R BB A PN 0 SR 41 A
10 900 B2~ ) [ 200 i T Ao 8 R R 4 0 4 b & AR KR L Al il
B 7 Bl 2 8 5T A, L AT U A 1 23 W8/ 55 43 W 19 O 25 i B
WHYAER RT BAHEN . B0 582 o MR P9 e 8 R Ok IR
FEIRALZ —  HEE R F2 ek D1 IR A i L O Y6 I A 4 i
G EHE MR R AL R T Re S R B K P RE . W
i 55 FR 0T BN BL 5k B S L O B X LH L FSH UM 2 B 3%
B 5 B9 96 B AR O 0 L OE R I8 P R R AR s . LH
YERY R A R 7= 26 6 22 M TE 8 e A 90 3R I AE 5
B 15 3R LAE (¥ SRR 3R . A Wachs 87270 & B4 PCOS 3%
EH FSH J5, H i i 17-% Z2 i (17-hydroxyprogesterone,
17-OHP) ., i % — Ei (androstenedione, A), it & % 1 i
(dehydroepiandrosterone, DHEA) B & F+ & . M ' I If 43 i
Y B BT [ B 5 TR H 0 L e T R Ak . i T O I IR
LA S MR 3k FSH ZZ 4K, T8 78 T i B9 M Ui 36k U
TO0EL 2 FSH 0 FURE 20 A ) 38 45 3L, O 42 7% 00 SR
FAWHLH S S T AR,

Bl admia B LR Y6EWH W Cpremature
adrenarche, PA) J& 75 # B HT 19 B _E AR S 5T 0Bk 2 L 2t
I DHEA FI B & % Mt @i #i B8 &2 (dehydroepiandrosterone
sulfate, DHEAS) /K 25 71 oy E R . 1 2 R MEM R
T Ze PR P -2 - O 58 A= Bl Al 1L B, 5 2 5 1 O
WRE .M PA kA& PCOS — MR B2 RS H & .
M2 PCOS B 84 HB b R AR B s 3R A J 2
B TTE » R LN - 5 o 30 Ji Bl 1 P 48 0 L 11 3-8 28 [ B A AT 1
TE PR SR UR S L 3 BB A B b R IS I A B, AT 5 B
BEWRYR N, Livadas 5PV B 5¢ % 8, B4 PA 1%
PN BRALAR LU, 700 41 1] (¥ S2 0 L PR 38 45 B 3R 1 R B
2K TAEAE i 35 25 5 (P<C0. 001) , H PA 20 % 1% 9 fii 17 2 Y
H PCOS BYEAR , 4038 5 Ferriman-Gallwey £ & 45 $03F 43 bR
HEL PA HAFIr B3 T xR (P<<0. 05), )i R B PA Fi
PCOS FHE% I & . 6 Kousta™ [ B &5 HF 58 37 ik
pUNE
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BERRER MR ESENEESUEARTYNEE
XER

MBELEREXEZ REWRIEL. B ESERZN
BA ) 85 4 L T 6 3R] AR R R B oy i, OF BRI R
B4 W 59 R A W AT . nE N B R B PCOS fi
HH R G RBFEAKFHYIAE (r=0. 655, P<<0. 01), T &
K98 2R ) SCAT g BE TR 7 A T 2 D) A AL AR HE T 0
CO R R ELA 6 A AF R i B = 28 000 T 5 8 o I » 790 D) R
A AE U I R R AR AR i 5 B I R T — 2D AR R e Ay
FMAEA IR BYIE . 2 T 5 3R 2o 98 19 3t 25 18 s 2 /K
S A B A R M R, (20 9 2 ad I R 0 2 KR -1
(insulin receptor substrate-1, IRS-1) fi% 24 2 #§ FR 1k . 3 FH 1F
HERE T Z R4S E A 2 (growth factor receptor-bound
protein 2,Grb2) 5 IRS-1 L5455 W B & R A5 5155, kM
SECIRPY . (3) 9 F Al WA A T A B R S 4y T3
(Suppressor of cytokine signaling-3, SOCS-3) ) & i1, T
SOCS3 HMHEH RMESHF. 25 IRER.
ZHEPL 15 AMP 3§ 1k & 3 #4 i ( AMP-activated protein
kinase, AMPEK) I Ul 55 - Jig 107 B2 2016 T B UL 200 i 7 i o R
BONMmnER T IRPY A T A1 IR & S 3 PCOS 23
LI B R Z A R e 3 A1 B A BE AT
FEIA L B & PCOS & o i #2 K 7T 20 m% (9 R R . HOX
PCOS B R XA R K- BA TR, (HERZ AR
22 PR 2R T 5 R A Y LI R R Y A A O R Il Y T 15 9
Rk R RIS s R %, MHEREE%
SR B Z S S PCOS Y & ki 2. B b /5 ok —
LRI

My Z B AMscE X A PR F AR BRI N 43
R S V1 A2 T T 0 A VR ML 2 BT AR R LR LA T
T DG« (1) B 02 3R 0 M &8 3R R A K R 3 )/ P 7 0 3
B L BEOR LH 75 5 1 S2 B A B, A Spicer S50 3 i A
SMEEFROI AR B, RS B AERKK T T L0 A s LH 3%
HIREBR A . (DR R F MR 4 Gk N
(sex hormone binding globulin, SHBG) & %5 45 , PCOS
Sl T TE B R R LAE , T & R SHBG /b T
SHBG ] %5 & I 1 HH i 85 i MR L 7 LA 24 SHBG & 15 7>
WA N O T P 0 U S R KT 22 TR . Jayagopal
N5 R B PCOS fB 44 77 76 o W 5 3R L » 725 52 B il i
MK SHBG IfifiE 1M Hik #5575 SHBG W] E Jy #2278 IR iy —A>
SEIEAEAR . (3) i B B LA A 0 B b R xR B MR R
¥ % (adrenocorticotropic hormone, ACTH) ff) & & 11 , & &
IR A 2 DHEA, J5 35 71— 25 7 4k o S 1 , [7] i i
DR Z MG B RR AL 58 1 3R B LR CYP17 mRNA 1 3
B H R R DHEA {94 80— 8. 4 Pasquali %0
WF5EIA N PCOS R 35 A7 76 19 5 B & 3% Il AE 7T 5 B 3 1k
CYP17 BEE M AT 5 BOHE 303K 0 36 . BRAE AR 4 1959
A Falck™™ $ H 1 79 40 -9 2 2k B 38 38 2 . LH 5 50 3
A LH Z RS54 5 0 5 A 7 2ok (58 i CYP17 i i
6,8 RS2 T AN e H R BOA S LH 5 R 50 % DA
K EETHRE R 2 FE PCOS HMEMRNEHZ —. &
T R R LH A2 & LR W IR G R 55 #F — 2B 0F e

BAELEHEREZ LTEESERFEALE PCOS Y &Mk
HORE B G R WE AT LA UL, BT fg SR MV IR TR E 4
JIK Y Fik 1 5 4 TS 50 GnRh A2 i) # & (gonadotropin,
G F 43 K 2 o 412 0098 2R 4 s 3 TG 2 — O TRT UK
ST BT A0 R S B D5 A A il A AT BEL L A R O A A
o 0t 355 A 2 KT T R

RE  PCOS & Wi 772 % IR, 8 RS0 e %
MLAE =3 Z [ AH B2 m A B AR B T PCOS B9 1Y A
RAGH, X FHALK LR 24, BT v R &M T, 35 647
KBEAR L v B 0 UE € 2 0F 95 DAtk — 45 8 4, AT O 38 7R
PCOS {3 B K A2 Wi 53697 FFREBN S 42 . M 3R M4
G R F BAE N PCOS Ry Wibr L E | 40 . HBAT
FA) JEE AR P A LA % e 7 1) S8 R 2 22 WD S AR TE AR R AR B )
RHHMEKRFEREENGRESEEBER.ET LR =41%
PCOS % 95 H 1y T8 B2 45 T o 25 2 4 I 4 18 187 14 B s o
ST AT IR ISIT . 245K 5 B — 45 10 il PR F 5
a0,

2 % x Wt
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