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BRI T N - TR - IS AR
Z 48 ON BLZEE AR I I 58 i 2

G

Z U §i 25 5 1F (polycystic ovary syndrome,
PCOS ) J& & UL i1 A= 58 9 43 AR M e 0 AR
A BIEKIEYE, PCOS C A EAFIRi2 Bk,
Tk 3 36 [ [ 57 TLAEBFSE B (National Institutes of
Health, NIH) 2 NIH bRYE 2 W A 5 FE G
PE2#4: ( European Society of Human Reproductive
and Embryonic Medicine, ESHRE ) 5 3¢ [ 4 58 [
2¢4> ( American Society for Reproductive Medicine,
ASRM ) #2411 Rotterdam 45 # ' LA M 35 [ M i %
2¢ 4> ( Androgen Excess Society, AES) & i 19
AES frif ¥, Bk SepRifE A F PCOS MW it w5 i1
Il PRECAE LRI FRELICHEDN | DN 2 R SR RRTE
IGEHE IR B | e T R R O B 2 A i AR A 3 A
HOULE AR . B NIH 4R, BK3E PCOS f
B RLN 5%~8%°, i [F N ATk 2 A A Bon 3.
[ PCOS KHk %N 5.6%" . BREFAEVEREIRZ A1, 24
50%~70% i) PCOS i # # 4 ik & R fityt. PCOS
AN H RS L PR A PR R, o SRR e AR
ik, R BRAREEAE MR I KU

1 HpEEX PCOS HYIAIR

PCOS i Hit IR R M E T “H&” K
Za” CHJET S, HORIN LR, O E,
JFEE. . BB R EA G A E - K
2% - AT - U RS R LT SR E Y, X— g
HMAREE2ERT i - #E — GREEH (hypothalamic
pituitary ovarian axis, HPOA ) #Hxbn; ", il 4t
RIAIT PCOS WE MAMFH . s EATF ", i
B RI697 PCOS /E AL 5 HPOA #UTAH G, 4t
RiHYT PCOS MWH5E i rh B2 3ipde =, (HH AL
KA NI B 22 A R AT, BB UM IR R 2 f
FELERA A ATEF RIGYY PCOS MR REVE AT .

VEH B i BRI Aot (1415 201203 )
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E

PCOS iy B A= BRI N ZE ML B 2 2%, B4R
B — O, st . AR BB RN i
VR ZE R ", X e & 1] S8 HPOA Thfig
B (R AR MUAE | TR 3R RE DA A R AR Y
PCOS W73 WA FEAE, 4n: & R4 i E (luteinizing
hormone, LH) #HiE % BU/K-FIREHIEER (follicle
stimulating hormone, FSH), MR L | KM%
Z K F [ MR (estrone, E,) /M — F# (estradiol,
E,) LbfESH S |, JBEE 2RI 2 Kb kB A R4
7J(\/j§i,l|%&, [‘14—17'O

AR SRR, 5 R AT EE&IRYT PCOS
(4 B sk B A FE O ik Y, REZE i PCOS £
FRAHSCHE MR .t TEF 2% PCOS 197 %0 s g % 18 ik
HPOA S Jii, TNl e MERCER MUAE . e JBR 5 3R ILAE BT 5|
A A 28 PN 3 AR 2R L e ¢ 25 B sl ) s 5 | S
HPOA Zhfe kM, 2 K ) HPOA ik, st
ZXF PCOS EHIBIBLEL, MimIRIG IS %

2 E[%X PCOS ) HPOA Hy5ZNi

h ¥y 52 K % W, %1 (electroacupuncture,
EA) A] LA i % ) i fil R HE P K B HPOA 1) 2
A&, X HPOA 1) 2 Fh it 2 anfie M It B R B i &=
( gonadotrophin releasing hormone, GnRH ), LH,
FSH. E, fiiZ2fii] ( progesterone, P,) MIMLiE/KF%
Heggn 10

2.1 HPOA Liif——F i N Fiinr X 5%
WRBCR WA 0%, I XA R i E R B EHTT , 5l
EH &R SR (FZEREAR L) Bk, 7
HEHEDE ; T Fe il s X2 MEER i U BRE T, AT
SEPERR R AW YE WA G, 434 T8 B
Kisspeptin #fl £ G £ ik kiss-1 JE [N, HAEL 7= h
Kisspeptin, fEfT GnRH #1Z50, 2 51#47 HPOA
ifg; #5453 Kisspeptin il 270 & 3¢ AR A I 2848
fill, FIRTRMERR AL VIR B, [FIET, Kisspeptin
M IC RIBMEMEZ R, RWEZER JEEZ
A, JBrERR R EBEROR AR M, W RRTE I R AR
G S E SRR 1T, PCOSHRRAr IS,
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Kisspeptin K V-4, ATREZ D1 H 2R ML R
Syikit Z A 2

T F i 4 6 ) GnRH DA ik i B 5K B 3k R o 1A
FETEM 2 T R T, A R LH & FSH
A5 R 430, T BN B 7EFE FSH AT LH I /EHTT
A A, HaX — XN B - A RS
BRI G AGrIWBA SsRE . — Bk, [H
BFEA B - MR, B2 BRI ZEBR Y 3% 3 4
P2 JCRERY T AR GnRH ik i & A4 25 B 0L
JeH B - PIMERKEH % GnRH, GnRH1 3 [H 4 34 il
LH #5806, 10T Feii sz A i rh kBT 5 A 5T B -
PIMEREFE— & FEIE #6125 GnRH #1 LH 4330 22
T B R y - Z T R (gamma-aminobutyric
acid, GABA) #1505 LH 4 W 4% £ & PCOS 4¥
fEPERA P, FRBOHEMEZAKER 5
LH 43 3 #4556 2%, I % % % 1k (androgan
receptor, AR ) Fl GnRH 7£ F ik UL RT X ( medial
preoptic area, MPOA ) Hi/4y7i 8 & H AN ik ik
T 7, A s HEN HE R 5 GnRH &It
IRTETEAENLRIEE R 2, S0 F ik GnRH IE# &
BT Z R ER B AT RES D TC T 5P i A KR
1-HEER4E PCOS Stk 2,

T WA i W GnRH A E I E AR %, i
B RAEBLTT I I TF I M AN FE 58 & RN B R A T A
WIZE A A B 8 THE 9 GnRH /KA KM 34
I, Alekcss T e — AR - B4k (hypothalamic
pituitary gonadal axis, HPGA ) Ziifig #"', fy it ml 4,
B RAENG IR _EXT FE i DhBeAT — s, JFA3 ] heid
X i RIRIT PCOS, X — A sl s g b B 5
FIWIHUESL, AnxF PCOS 4148 F A4 K BRLE 47 AH I /¢
Pl A B, EA AT T EEMEhAE 2 Rt ik
BT RE LIS B - PIMERROKSE ¥ A5

R EA W] RE A EL4E IR 9 R /il MPOA 2 5 i
2 GnRH #1220k AR, K[k GnRH I AR ik *°,
M Pk 2 GnRH % 35, EA L B K& Ik PCOS f 7t
BT ik AR R IR T3 AL 22 I AT g
AT i AR 8 Rk 78 WA 2 DU SR
( dihydrotestosterone, DHT ) i 5 PCOS # K AR
g, T el E Ak DNA B EEAfERE RS it &
HAVEFI R DNAAH L4 ( DNA methyltransferases,
DNMTs ) RgaRikHn, HAS Ak 5 B S5 A0 25 L%
PIAASEBY, TR EA L BEAEARN PR DNA HI L4
#H#3b ( DNA methyltransferase 3b, DNMT3b ).
B, Il HES PCOS HH X b i 17 Ik PR AT % 45

PR 26 11 i T Y B 4% ( calmodulin-dependent
protein kinase type Il beta chain, CAMK2B ) i
2,2 KT AR FE DR A a5, 4 B B R KO A % P
RCEE R BT, T B G Y R AR K ] RE B
PCOS Rl B A AHC, 1 EA 7 gl il i1y HPOA
T il DNA HSEok B PCOS itk *,

I R g R W, B 0 AT 7E K3k 24 h B Al
BE RN B - PIHERK K BT T Sh AT AT LR AR
Kisspeptin 3Z{4 ( Kisspeptin receptor, KissR ) mRNA
ik, MM, EAWIGEMTT FAXET 2k Rk,
T PCOS KT FelislAZBT i FE B2 AR « Bl
%1% 1 ( « -opioid receptor 1, Oprk1) Fl w Bl 5 3%
&1 ( w-opioid receptor 1, Oprm1 ) mRNA [#)Zik,
MTTTHESE B - PIMERR RS GnRH ki & Af 5 Filaie (4
LH B i Sk e am e 2, P 3 i AS TR B B
X PCOS Aty HPOA 7= A= RUBAE T, 50 45 i 28
WP ISR DI RE, PRI, ANREIAH EA ZERTA J5 T
AROL T Pzl ]

2.2 HPOA wriif——aE 4 i o K 73 W 4l
JRECE LH AT FSH, PR35 B SR ThRE. N i 20 WA 1)
GnRH {ig JE Jj 3 AR 2 1 B 3R LH F1 FSH Y& Al
FET, O 5 430 %) A it 2O T Pt 3 S At ) 1 g e £
PIMER 7. LH, FSH &b T 555 7K o, 2BHG 5N
HRCAFIHE L, SR A M R B & 32 FH
T B B 9 ] RT3 e P B A, S i L R B K A
KL PCOS Hh iy oy e 3% i 7

JiE TR A 43 WMEFL R (prolactin, PRL), T it
H RS BEVE I T PRL™, RIAZKFRY PRL 1]
DA RN T A o s e pl e A e Y B
T i) PRL 3% =5 7] g 35 0 22 U Jie 8 4 DT 9100 o A ) 35
Ji& T i ( medial basal hypothalamus, MBH)
1) GnRH 4384 ', fikifi % PRL Wl g f& 54 PCOS
SR S AR XU, 1) F A %

e Ah, AR MERCR 2 1K ERa 2 5175 PRL
FEPERR I R LN (1 Feak 7,

£ PCOS i JREF R W55, & LA =36 97 17
J& £ AH TR KRR A BT B R P A L
5 HPOA ffE G, 2o iR, HRaish Rk
HIMLLZ Yk Bh X PCOS B LH. P& LA (LH/
FSH.). [ (testosterone; T) Z57EME Rkl I 43
P PER 5 0T KA R R T, R B &L
SR W5 TR —yA o R M R G E T
2y MO B P2 K IE Y LR A A
e R e LH, FSH, LH/FSH, T. E,
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IKFEE, AR BRI 25,
Zi%k B B BENE PCOS (R {E v IR ik
RS, E R MR R . PRL AR (L
A DU E Fe B3 it 5P =Xl B ol ) 5 i 2
TR
2.3 HPOA TFiif——UP8  BPyf e o & 1 A
DIRERAN o AP SE A2 ( BPI60 Y S A . A 4
HORIECARANM ) AT LA R R R, AR
ZRp . R AT S, HEDPRET, BRI AN A
WOk AN AE FSH Al LH fSLRVEHT & i s i
A, BRI AN RE A b P, HEORS, M. Z2MER
W] F2 B R AN o0 . — BB DL, BRI R AT
VEF T T Fe i 48 6 04 24 [ i 2R 32 Ao e A4 1 s 1t
PHTVER, AR R AR R 25 2R G B R
3] GnRH fik b 14 B2 i e v AR R A Al 7
T2 [ B VE B R Z 40, T M M R 3 2R
BB A R 4> i 1% Ak R (activins, ACT), il &£
(inhibins, INH) FIEIyu#i 2 (follistatin, FS), J5#&
SR IE T TR PR R 10 70 . B Uk A
BB ) ZE DR A R A FSH 153, 1EIE R XS
FSH B3 WA fE VR 7%, ACT 32 h i 40 ity
NP LSO 2R A5, [RIRS 38 ] 7 DN 96 0k 240 4y
fb, BRBMEAIWETMEM 7 ME2, X—
INH-FS-ACT RGAEIP Kk Bt b A s EZAEH] .
IAEF, P& £ (anti-Millerian hormone,
AMH) 7 PCOS % % 1 1 1E FH o 8 R ik 37 & 41
AMH T2 2 ph 35878 52 R RN 52 15 B 76 14 A0 240 e 53005
B TR & RS, B YE T HPGA 1)
HAFRAL, WHET FidEhn GnRH #Mooidth, I
22N GNRH/LH 73h s 7E (R, AMH 3411 FSH A A%
1 LH 43, AMH K-t ] L2 K PCOS™: #°,
LR ONE N H RS YA, YA S PCOS
() & JE AR &, Hoo AMH F149 ) 2 B (inhibin B,
INHB) H¥frg s, 7EIGIRXZW PCOS 1l BEf 4
I R A 0, PCOS Al i AMH 5 B 5 5 1
WK ®, [FEE, INHB 22 FSH., LH 520 ] 5| i
WAL %Y, INHB iR 7T f 342 0E PAS0C17 o (3R
K 4O T O VA A 2 A L, R LR B
#h PPCOS B T 1EE INH-FS-ACT ZRE:4M I Tfg
P, BPEL AL Y INH T FS AR/ ACT it
BRI T PCOS H i iy MU Y & 2
MPCOS 3 I i) B BELH 21 L 5 1] 6 35 1
& N A7 2k A= K I 7 (vascular endothelial-derived
growth factor, VEGF ), “IfiL 4 4= it % -1, 2, i/

W AT A A4 K A 7 (platelet-derived growth factor,
PDGF), # k4 K K+ B (transforming growth
factor-beta, TGF-B ) Flfl 1 hl £F 4 41 jg A= 4 K 5
( basic fibroblast growth factor, bFGF ) 2 ZF 5[ &
I AE A A LA A B PR 1 S i 0k, I S 0 A8 A g
HF e 5 T PCOS By A3 ™, Ik & A
{2 ML R . B FRFR R, 852 28 S e 52
i %%, CUBIC 3D 41417 bk 7 ik = VI Bk PCOS
KB ZE M BR B | # 25 (superior ovarian nerve,
SON) JaZefid] J B1EHE B 1 B 6 A (s /b, UERH
B S 28 S L W] REAE DNYIE i PR AR, AR
ZIG BN PCOS 1 % JB ARy — ELA7 AF 5 1*

KRB R, SHRIZE SRR &, MRS
LA LI IR PCOS (3% 54 FH i 9 LH . LH/FSH {H
KTV T FSH S FEAR A4 10375 7K 7 7, 245 99 1 1
WK, Ut PCOS HEUP A ¥ 1E % HEOn *°, o
PCOS fiElk . EA ZRA I PCOS 3k kiR i B
A T LR Pk 0 I O K 7 AN
R

AMH F1 INHB 55 513 £ J& Fl vy i Vi 2% PR 45 3 A 1Y
YRS LT UM, EA Tk HimsiF S PCOS
RN R A O G O -3 1 1 o o A o
S5 AR R ORFURE 2 0 T 1 3G 5 A 0% 1) B 42 2 1
(connexin 43, Cx43) mRNA f) % ik I & [ # ik,
WA BRI HAE A s HoAt S0 ik B EA R 7
A AR PCOS K BRIl i T+ 7Y AMH FT INHB 7K F-,
MR ZKE 5L T ©. BALGRN, 6
EA il 3 B% Ik PCOS K FL AMH 1 AMHR 11 /) 2 11
1 mRNA Fik, JEmETT FSH A1 AMH 2 1] 19 2 iy
A B D AR A R A M R ThAE %Y. EA BURFSEIR
W K ) PCOS iy HA P 2= . @ EA AT LIz i PCOS
B 54 20 B S 3 A Y Bl ( P450arom ) Al
P450c17 o [ H: mRNA BYRIA, 4k e A48 o 2 e
ENIO) SR ST 7 S S i U Rk iy v i < - | B
VI KRS 2 DRI I IKAE R G RUHT IS R &30, EA &b
I T PCOS K LAY 52 5P ¥ v 3 A= 1l 45 19 B 1,
I B IR % R Y, PCOS B K Ui o
ST R 3 R B A 8 ST sk T B EA 39 DU R
B EA 238 PCOS 1R AL 2 — i/ il i A
TP A2 S E %, I ELaf B 3 g AR O rf
s AR 24 K 7 Cnerve growth factor, NGF )
e P SRS &

2.4 HPOAJ [ MLl PCOS 1144 K H BB
L (RN 55 il Coal T R B NS B O P T I
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PCOS. P&l 3CC #2 & 1 HPOA 5 & fr R 8L 1y
FSH />, LH £, OP SR K T 5% 05 00
A, B B TR SRR MUEE (functional adrenal
hyperandrogenism, FAH ) Flfgs ZHEHTHTE A
B 5 B AR 25 I A, S5 IB A As , e Sk
PCOS®, xihfF4 PCOS MFEM, WTESH T
ML ANZERE MR R WAk Z 41, PCOS 1
RGBSR PTm S, 285, X5
e I 2 ML, A4 A UE 1 4 R 4 0 T HE B R 3
%

freo 5 2R MUAE 38 A i 2 RAE A K - -1 (insulin-
like growth factor 1, IGF-1) S5 R4 mlk —
DA ) 2 47 7 O 52 [ B A, 8 S GnRH (1Y)
FORMIEAR LH, FSH B ', s K g 2 B
i IGF-1 28R Rl — e Ak 7] 42 s ] B0 1.5 [ i
F/ER, 5% GnRH MR FIEE(R LH, FSH &k,
X & PCOS A A AN B i &k B B fs i — A~ B 2L AL
il %

&7 FEMNEZIN, HPOA RREM AR Z N T
firse . W &P, PCOS & 1 Mg iy SR AL A 1
(tumor necrosis factor-a, TNF-o ). IGF-1, & %
(leptin, LEP), fgE¢% (adiponectin, APN) 7KF-7%
L5 EE LSRR ERA XA, BE
IS AN ETIE R s /S e 1 N o [ 2y N
(neuropeptide Y, NPY), ffi LH i 7,

TEIG PR L, %1% HPOA MR 2 LI I HPOA M
MM PCOS M5 R FEMATEDEL G PRXT AL
K PCOS 5 £ il ox 2R B, Bl i) ] %o AT bt 784
PCOS BlA B, 38 A ol Ji) Rl A1 400 5
KU, BRI 2K, WU E kit ),
st PCOS fR A4 WE ARSI ) RE [F] Bt BB R AIK 57 7K
S LH LH/FSH. T, {fi HPOA /s Thfgta F ik 4 ™,
AR5 PCOS % HIBIT 25 e B KIS ™ AR
EA XTFEAR PCOS K BRI B ASAH 5 9o i 457 95 57
WO R IR A 20 s A IR AR YL BRE A&
X PCOS "B PH i 5 4 19 L7 TNF- o 7K 4 B 1
I, [EEFaT kst LH, FSH K& LH/FSH B/KF, ik
3 PCOS ' BH EEIE SR Z AR AAE 72

s, X PCOS KEIE T EA HIli L L,
EA R[5 PCOS Kk B [ WA 1 e sl 1 2516t ™,
UGNl 1 i A

3. GGt

3.1 & PCOS KA T I HPOA 414
X PCOS R AT Ay HPOA 4 %5 P54 . ZEHLTHRIDT

FEH, EERF EA, il RMFFER A T 2R E
R, AAEER . R, NSRS

BHHITT LLIE [ 55 PCOS 1 GnRH M IfLIE K-
HATRYBFSY EEAE P T EA FRAK AR SR 4 B Ak
TR GnRH M50 AR, R IR BT {552
& Oprk1. Ormm1 mRNA Fikk2s B - PMEFKKE,
DALY GnRH, AR SR H A9k, S IyE GnRH
K5 10 T BT il ] B AR KissR mRNA ik DL i
Kisspeptin 55 KissR £54, MIiF&A GnRH B

TR LH, FSH, PRL X PCOS Mtk #
A FH L, KRBT Kl PR 58 AR 2 I £
RfieiAE AR LH, FSH. PRL, f§f PCOS %
IR TEH

B AT LA O BT R RS ARt A K R B R
Hor EA BB INHB F AMH #5319 K7, % 5 49
FEONE AR, Cx43. P450arom F1 P450c17 o 1E N 1Y
mRNA IE %3k, Hhn PCOS AL RS2 I g A:
LA T R, TR D Sl 28 S0, 6T 2% PCOS
DTS Pl e M B, R O R T R I

Jal LA B0 O R A Wb Y i 3% 2 DHEAS,
PGE,. TNF-a . IGF-1, LEP. APN # 5 PCOS &y
i 5 AT B A A G

3.2 HEIMFRAFEMRE K B A op AR
PCOS kJEMta a3z 6, S REMHT T i AR,
PR, BT R R IR TT PCOS (1 I 55 R i
B s {EAE 0 HPOA Hhrja el i — 2R, BARLEE RIA
7 PCOS #-TUEtR ML F 58 8 B, DRSS
A E, B PRL WA D W A s #1697
PCOS IR 4. S5it2l, PCOS BREL INHB 7k
Foxaz EA B IE, (HEFRATH INH-FS-ACT 2%:
WIS H E IR Z B R 2067k, ok, e
JICAH S I I 45 A R T A 28 S BT R A T i A
A A FHR AR -, PCOS J& IR N T X |
NREX R AL B 20, TWRANIRA R, (FHAEME
KR

Il RAIFSE Z AR BB HH BRI TR, PR G —
BBk (5. & MK E . %0, Jrfe.
BEDISE ). I7 AP IR S S BB 2 e L TV R L
B RiB97 PCOS WY 7T A A —SL(n) B, 4o f
TR RS IR SRR DI RE, XTI LH . FSHA
PEW R G TR, 2T PCOS H 8 2K 1
GnRH TEEF RIGIT HTTA W AR Tk o I PRI 5% AT &L,
ZANRESE AL SR BRI RS, s S
WFIE S AL REFE AL A I R ST 13 T, X filt
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PRI R B G RS AR 5% 22 [R1 A TS, 3 ok ks,
WAFBFFEMELITRA

WA, WERITECER, BN AR R
PCOS mtffss 2 HitE T “4t” MifR/DRERE “R”
b, H S AU EA MIHUEERST, SRS %
(224 T IX ], 2%t PCOS 7R BURAE T 7%,
BUFREY, WA S EARMMIER, TTJH#0p
WK R HPOA, 3% T /il GnRH mRNA i & %
SLYNEAYI N € ) S A

33 B M ¥E HuiE & MY HPOA R I7
PCOS ik, 4 Ja W os il % e MRk % F, DL
LH. FSH & E b5 1, #F — 2 7T 5 R W%
PCOS HaEARZEF 2 AL, 40 GnRH 224k | fi
PERRB R B S A T i N FAE A . GnRH
IR 3% — LR AN A RBIFSE

TEEF RRIA YT PCOS WG IRBFFE H, B T g &
H G R RIS KA, R 2A B &
R 24X PCOS #% AL AR R FT, i ASAY
JERRTFE RAE G T IR TE RS .

PCOS HAG AR, WS ZHLPTh a9
B MRS S AR B N I T A JOE BUL
FRRIFALHIIA TR TS Z A0, S RIEREZ
B, TR RS R . BRI R X 51 PCOS
AT RAY, S8 AT RIEFI MRS, B ST
S0 P AR R DX B A B AN TRV T )y T B =Xk PCOS
(RZI , ERESRIFICEE R PTE R Z A0, dn] 3 Xt
ERRIVER . A AR B B AE 1 1 TA T

EFRA R —, VERIGIRH TS, RILN M3z
FHEZ R E A

JRUEFFAEX S, AT FRMERIF T MG R 1 TR
AT AT S 0 B SN, £ x) PCOS
A Y R IE RIT AL, 1 HPOA 45 %5 JC Bl E
EF 23697 PCOS s n 5 S8 8 £23497 i

2 £ X #t
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