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Z 4G 8 28 4 fiE ( Polyceystic ovary syndrome, P-
COS) J& 7 W 2o M e DL iy 9 3 0 P4 R 25 B9
Z— HIE R 5% ~ 18% Byt ol R £ B
SRR, FEAHE H AN HEOE s A
KUMGE I 2 R AR 4512 BT B, PCOS 7T & 3%
B AR R PR ORE RO O 1 | B HIR
I it R At AR 5 35 L0 10 IXUB: 7 AR 9 & g WL
R SE 4 ITEG, F AT P ERIR YT PCOS 32 2R HUJH ¢ H
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MUIRAE I RIF R0 7T AR AR B 2 152
Ja 5 8RBT MRS . R, BREBT N IRYT R
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SEIWE PRI AR HE S e 2, DU AR, 6
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kAR . (LRHIEY ™ F  IEAZM, DS 5E
M5 R ZE SE 22 0™ P31 A BEL A e, 4 o AT <
M6 23 75 32 FR, O AN MEDAARG A, R
BB e i , BRSO, BUR BT A, 28 i 5.
ghihycsge”  WIGH ELR TG K IF L Z AR,
AT UL RN 2 PCOS BA KB LRI R, IR
PR b 18 5 B 0 A Ak Bk R J7 R B 7 PCos” 1
Zorth B R L B2t ), EREL U, 9%
VEZE BRSO 1T SN TARE . PR R B I 9%
16IT PCOS Jra i HAZ ek R -, SR, H Al
il = AH R AE FH BIL ] B IG PRI 5% 119 3 490 7 BRI UH 90 53
Br. ST, AR SO E ISR TT PCOS B 5T i
JRIEATEER , LA g LS 4 i 52 36 0 9 T I AR 1 ) 4
IR
1 EBMEEAETT PCOS FIEANH

1 B 998 v ml 3 2o T U IR BENLEE 3 - P/ 2R
FiE B ( PI3K/Akt) ') 4% S A1 - B (NF -
kB) P07 IR R I Ak B 1 O (AMPK) T 225
JEE AL AR O ( MAPK ) 272 b A KT - B1/
Smad [EJ54) 3 (TGF — B1/Smad3 ) " & L Fh A= ¥y (5
SR EEORIGIT PCOS, TEMENRICIZ I, M 287 ]
3 o HER AT S R 4 (GLUT4) 11 JRIKR Z 1k
(AdipoR) " J& & ( Leptin) =) | P B 5 Mk 55 7%
fitf —1(CPT 1) = > fyFak , Ml 2 BE4HEE A RICEE
(ACC) P2 Rk Sk v MEBRAC I 38 L, FE Bl i &
HIZ, GHH RSP T A SCE B 41k
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ELR —2(Bel —2) ™72V ERA 0 B WA OGN F
Beclin — 1 U AH G 8 (1 #25% 3T(LC3T) U/ AH G R
FIes 3 T (LC3 T ) K p62 [kt JE e T
FHEHE T Bel =2 #1206 X & (Bax) /72 Hl Bel -2
KBTI 3 F (Bad ) 2 (47 14 28 3 0k 1 7] 1) 4 950
BLAR LY WS R T AR 1 R S U AN M e E R
JiE ST, 5 5998 7 R 1K 2 E A DG IR 7 i i B8 R

M Bl (HMGBI1 )™ Toll ¥£Z 1k 4 (TLR4 )™ %)
NF - kB p65 " [/ % 6 (IL - 6) ) g IR AL A
F — «(TNF — o) %) 7K S S 9 e 9 i S I,
B BB SZ MR R T, A5 B9 7 P 3E 2ok R 2 A
T I (ERK ) 7 A4 2 38 7K o B3 - P R
JE KA, BABLHILEL 1 KR 1,
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" 4] B SRR 2 D o~
B 1 BHHREAIRTT PCOS MVE LI
x1 TBHBEIFET PCOS MIERER HHZEBS
PEJ3E PEIHLH EELY E BN
PI3K/ Akt 15538 R R ATRES miR -320 L R Z AR 1 (IRS - 1) B R Z R (INSR) \PBK, [14-16]
Akt GLUT4
Ot A0 A T, e A A 4 J % Z K N F (IGF - 1) \PI3K Akt Bax Bad ,Bel -2 [17-18]
00 248 A 9 PI3K Akt . mTOR Beclin — 1 \LC31 . LC3 I ,p62 [19]
NF - kB {5538 % R SR AE SN TNF — o NF - kB p65 . JNK [20]
TLR4 .NF - kB p65 [21]
HMGBI ,TLR4 \NF - kB IL -6 . TNF — « [22]
AMPK 553 fi% AT AR Leptin ,AMPK ,CPT — 1 (ACC [23-24]
&% % 1 (APN) ,AdipoR1 , AdipoR2 , AMPK [25-26]
0 240 L W A T Y KHE K1 (FOXKL) ,AMPK .mTOR [27]
MAPK {5 % WO A 2 FHILE I K T (LIF) A E avB3 (28]
0T 0 AR T, £ A P 4 PKP3 ,ERCCI .ERK1/2 Bcl -2 Bax ,Caspase — 3 [29]
TGF - B1/Smad3 {5 58K M1 ET TGF - B1 ,Smad3 [30]
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1.1 PIBK/Akt {5530 %

PI3K/ Akt {5 538 % 76 40 a8 51 o4k 288 DA K
I B A RN A Q25 A P R P R AR Y, Y
BCAR (an A R TR 5 R 55 ) 5 I 2 R B A2 AR
(RTKs) 5¢ G 5 HHER3Z & (GPCRs) Z55 )7, PI3K #
ORI BERSBEILEE — 4,5 — ZBERR (PIP2) S5 4k i
RIELEE - 3,4,5 — = BER2 (PIP3) , PIP3 /EN5E A5
NS M 0T PN 1 Ake SR S IS I, Ak 7 DO 7R i &
it 8t 1 (PDKL ) TP T 2 Jd SRR 2 ( PDK2 ) FR 1
R o oe e iE . AR 1) Ake iT LABSRRIE T il 24
B [ GLUT4  Bad i ZL W MM B R E G
(mTOR) %5 ], i ¥ e L B A 78 PCOS 1
Ko R 123 [ T 3 A R T O U 20 L 1 1
SR T IR A A B A R R B AT (IR ) R
KL PCOS 1) B 3 K% 751 00 SR i 7K ik
Hh IR 205 S 1 w8 19 5 2 IR X B9 96 R4 A A=
MR EAEIER , $ 3 PCOS B H Y il & I i R
IAE (HA) , 51 & HEIRFRfG

XA A AU 5 R B, 5 R i T R e - 35 A
L BB 1 BT 0 ALBE B 35 R AIK PCOS SR R I 2 B
WA LR (FSH) (RN E (LH) (2210 (T) KF,
PI3K Akt mRNA 7KF-BH 8 F R, 40 HAE AL AT R
54 PIBK/ Akt SlEEA G, BRI, TEIRYT PCOS -
IR ANAAE B F B 45 f 287 7] 18 PI3K GLUT4 &
IR 2B 7K, (e SE 4 2 s ) BB S R R i 2
HEHFEEL(HOMA - IR) "' Wang 257 BIF9¢ IR,
R B S i A 3 PCOS K BLOW SR 41
MEH Bel =2 35 . F 78 Bax/Bad 7K >F 3 11 4l 2 i 94
T, 1M PI3K/ Akt #0570 A% 306 5 80 3 — 20 & B %07
FI AT e 1 BTG PI3K/ Akt — Bax/Bel — 2 18 % 24 3% Y
WER ., WFEEM T H XIS PI3K 5 Bax
U3 PCOS KRN S A, 6 B 596 1 16 B 3 ity 138
AL 2T Akt KO R A 8 1 1T e o OS
PI3K/ Akt 3 B , 500 T Vi 40 2 11, 00 6 240 M O T 042
PEANMOESE S B % A PCOS M EE R A,
5 GRS MR R ATA AT OG, IFR R B, ISR
JuAlsdat b PIBK Akt . mTOR f¥ 2634 3 T LC31,
LC311,p62 MZRIE KT R4 PCOS K 5P S50k 4
JiL s, AR AL AT B 5 380 PI3K/ Akt/ mTOR 7%
WA
1.2 NF -«kB 5@ K%

NF — kB 15 53 % 15 A AE PRI | i P 5 9 LA
RESE SR B IR 6, NF — kB R EWFL3h 4 b i
RelA/p65 ¢ — Rel  RelB, pS0 F p52 Fo Flt i, 61 41 il .

TER IR T, NF - kB A KT «B #1# & H
(TeB) JE R 19 2 & 9 00 T 40 i 5 b 08 A B 36 1k
NF - kBf& 538 i s 7 X F 28 A g 2 fdE 4
HUR R WA TR LR AR P TINF - o, AN K
1B(IL - 1B) S5 e M4t i X S5 AH B i 32 AR 45 6 )5, T
AN T kB 36 P00 (IKK) 259, #E— 20l 1B
ITFRERAL B NF — «B SRR I-HE A 40 A% £ i
RIS R R s 0 AR 40 i 42 DU 22 5 2t firk R SR 4E
PRI 752 /K (TNFR ) 8 S5 R 2 03 (9 08, B406 NF -
kB 175 TP (NIK) |, NIK #F— 25 3005 I 1Ko, 550
pl00 BEER AL IF-REMERE p52, p52 5 RelB 454 K I BE
PES IR AR R B AN M A IR T R UL R G
K7 ONF — kB {5530 5 T A 5 1 SR AE S 25 43 B
BN B g A, T 5 PCOS A NI RE S
W ROBHCE ALY L B Ah, ROAE X T B R R A
PI3K/ Akt {5 538 [ (1 16 4, AT 15 & PCOS - IR 1Y
R

BEAAE 4 L B PCOS KR TNF -« p65 .p -
p65 BRI ¢ — Jun Z IR i P (p — INK) AR IA
AR, 4 I T8 FUIR YT 5 3k 28 R 7 1 3k B 3 R
5, HEM LT BB 3 B NF - «B p65 Al INK K 5
PCOS K EU U0 HLIh e MR R, Bl &
PGS B H] TLR4 1 NF — kB p65 B kK
I8/ SEAE R B BB, IR I JHE AL PCOS — TR K ERL B
BN AR HEDN S 0TS R AE K,
TS %7 e N HMGBIL i 3£ 35, #H H A 50
TLR4/NF - kB p65 {55 53 i, i 3 /> PCOS K F
IL -6 . TNF — o ZFRAEH F I BEL
1.3 AMPK {5538 %

AMPK 71875 Be A b 2 2 SCEEVE T, 5
PRGSO BEYIA G . 24 AMPK J&0 %] AMP/ATP F Al T+
R, AMPK 8 301 I A 2F 43 i AR 15 DL 7= A B 2 1)
ATP, U8/ A B AR AR AR ATP (978 48, 7k 5 e T
M) Leptin 22— 32 B iy (1 €018 1 41 2143 W A9 2R
FBT, HA 519 AMPK {5 538 4 76 9815 I8 A 2L
HEEREM, ACC v A LR BEHEE A (malonyl -
CoA) , W ] fi K & i 105 18 1% & A, S ] 3 2o 417 il
CPT — 1 [ 2R (AR ) 3 SRk A i i R 1) 48162, 24
BCAAR (4N Leptin , APN) 5 AHRN 32 445 & J5 , AMPK
FR AL I 8005 , HE AT Al ACC 28 3% , B IK malonyl — CoA
K, AKIKAFE Y malonyl — CoA AN A HE #1il < £% B i
BRI A B, AE CPT — 1 A9 % M 38 5 DL 1E i i AR %)
Ak, WA PCOS MR IR 72 kAt
AMPK {55530 B30 5 40 s S R T AH 56 . B0 IS 1Y)
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AMPK AT R FL I EME R EAE G 1
(mTORC ) WP A2 2 B 50 41 At 19 W55, 5 1 B9 30
RHRHE, FHHEIIERT

KB AL iF 5 % R, RS 98 1 v R A fs
MRl PCOS KRG BRI o, HALH mT aE 5 18 3
Leptin/ AMPK {55 5%, 3 CPT - 1A /K Fid ACC1
KA e, FRR LY & B B 506 37 vl g am i R 4%
Leptin/AMPK {5 5 38 %, B % 10 3 3 25 B i iR
(FFA) (HWM =R (TG) . S AH[E EE (TC) /K-, T
3 PCOS KEUR ARG oL, #F9 &I, & Mt 59
REPE APN/AMPK {55 % | {2 7 B 5L 000 40 A Adi-
poR JE B IR | G NE B A S, (2 2 B 1 20 Jfd
H R E R E NIRRT Wang AT SN B 5 [
TR PCOS KB BP HLA50R 40 il b FOXKL ()
A, A A B e AR T, AL E AT BE S R s
AMPK/mTOR 3 f§4 %,

1.4 MAPK {553

MAPK 15538 % B —FP 5 BE DR S 1Y = G0l 90K
A Y, 28 BLAR AR T 3 B A MAP3K MAP2K
MAPK,, P4 T U2 53 R 7, e 4t i S 515 38 2 200 i
K, 2 5508 15 40 I B4 5 oAk TR T DL R SR E J
M FEEFLE Y b, MAPK S5 232 ERK , p38
MAPK J% INK 2% . ERK {5538 % 2 5 40 i
AR B A ADE)  INK il p38 MAPK 38 % 01 55 41 ffd
T JRER VAR ERY ) PCOS BEH A I mG &
IMRE , 78 = B 5 2 M AE R A& T, B 5 2 ad E s
MAPK/ERK i i, 5 3075 N IR 40 A 1] 1 A 22 53 5t
VIS 5 R T PN AN S ) i e A S D B A
TR R R ZE Y 54k PCoS BB ML,
PCOS HH RN ERK JEH BRI K P BETE,

X dgs ) W 5 & B, 5 B S 9% % nT 90 ) MAPK/
ERK {5 53 %, W& A% PCOS K BT & N4 4L rp
p - ERK1 ,p - ERK2 & HAHX ik L& p - ERK1/
ERK1 .p - ERK2/ERK2 (1) FL1H, B35 150 o9 IR 58 )
AR, 4 o B IR 2 M RS R B, Sl
MAPK 3 [ AT B AR A% 1 R U0 B 08 52 58 SC AR S B 1
(ERCC1) ik Li P HFE & B, & M S8 AL
A AR HE AT R BEE 2 AR 3 (PKP3) J 8 1 B 3
AR PKP3 /Y 3R3k /K19 PKP3 REf ] ER-
CC1 WAL S ERK1/2 F1 p38 [ #ERR AL, P i 4l
B S AL AT g8 a2 ] PKP3 ()2 35 K ] MAPK
PRI, 2 F I ERCC1 A7K PSR AR 1 O 5 5
74 L 3 5 A R LR T

1.5 TGF - B1/Smad3 15518 %

TGF — B1/Smad {5538 fi 1] 38 1 52 i) 5 5[] Jot £F
HiAk KL KT 25 PCOS B &t ™, Hi
TGF - B1 J& TGF - B WK R 2 bt , 5 E K
S BRSO SR A R AR K R E A EE UM
Kel59-%) - Smad B 42 TGF - B K2 N in{E 5
BT BE AR SN 5%, Smad A ILA
9 1 (Smadl — Smad9) , H:H Smad3 7£ & 77 5P 45450k 41
AR 35 P SR TR SRR Y

X A0 T K P TR AR PCOS FR R T LA
J LS TCF — B1 BN SL550R 40 L Smad3 97K - %
U, 5 BT LT I8 25 R A DAL 8 b I 00 ) B 5 0k
YRR T, DT A SR Y AR IR ES SR, BRI 2 B
FRALIGYT PCOS ANZ20E [ 35 1 ML T g 2 3l i 0 45
TGF — B1/Smad3 15 518 B SLHL
2 BHSEEIFIETT PCOS WIGK R A
2.1 P HEME K

IEE A 2R KT T Bl - A - IR
(HPO) Bl 28 PN 40 W68 1 o F P il 5 8 R B T8 1Y)
PRPERR I B 2 (GnRH) AT AR FH TR 2 4, 985
FEIASP W FSH K2 LH, LH FSH 43 5I4E FH T 1 90 5 41 g
FBURL AN, VR 3 I & & AR A R, SR,
FE PCOS H& 1, GnRH Jikif A5 R 448 vy | 3 7 280k LH
K LH/FSH FHis, 5 /K - 10 LH 23 000 380 90 9 15 40 il &
Jiaet 22 2R DT AT o) B9 36 A B B R B —
TEFXT 120 61 PCOS - IR & 1Y 5E B, 76 J 5 il
JROERE R (1) Ak - in FH 8 B 58 1 B B A A0 R
R LH 5 E2 /K7, Bl AR B AR &, #
' RIS 98 1 kA >R oy e A B 0 ol oK iy
I B RE 2 AR 1 PCOS ANZ2dE - /Y LH LH/
FSH T K-, H A Pa 258651 FH B 4R R 3k 43.3% ,
T BALL A FH PG 25 O LR YRR N 16. 7% . Tis 40 461 1
fd FHIRBE 35 A 1 F A8 B S 08 R A T
EPRAL PCOS (B3, 45 R R iR Y7 5 f8 4 FSH LH
T WS YT T34 2 FAIG, ELA 5 (6 v
4, ARSCI R SE I th R — A B
2.2 PCEREIR AL

PCOS B bR T MM R K ZEALAN, ® % 6 IR
SERERR G AL L) . PCOS - TR #4481
CAn-E s LR 7 ) XoF JB 5 22 1 SO T B, R BUR
GV 22 1) 9 5 2 L A 4 1 A KO i — 20 TR AR
(ESET= A I (RT=Y S A h] e W VR 5 e
WL T, #— L E IR, B SCEEMRER, o, kT
IR HA JEREZEIN K PCOS H 7 26 PLH I Qi =
FL, FERW K & KT TC TG K% B s 24 11 fH [#]
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BE (LDL — C) LA BAR K10 % B IR S A I B (LPS) AMUEE LR R A 8 R 4AE , 38 2 INEE IR, i —

(HDL = C) "~ FeA QI 2 1, — 300 132 57 Jee WL ) e
MERE | (1) BA & I SR YT PCOS - IR B 11
PRAFFE 45 W, A Pa 2565l FH ek IR s T
BRI e R R (D) O TR AR R A
TR RIS XA 7 IR 2 18 2 PCOS -
IR #4550 B/RIGI7F PCOS — IR B FH A E RS &R
(FINS) .HOMA — IR /KT [, Fa SRR 5 B 41 i
Sy 48 B (HOMA - B) JK-FJh i, B A % FH
96.67% , 4 25 P T B fift FH = HOBUBR (A R0 R
80.00% ) , TERRBACIHSZTH , & M S A Bk Gl oot
%] FHE HDL - C KF, B#{I% TC . TG . LDL - C 457K
MR R IR R ERELC . E N EP R T 6
B 27 PCOS f83 IR BT AR i ELR ML, 785
FLIARTT B SERE T S M- P8R T 2 AR SN2 KG -
JERFAR (IVF - ET) M 185 PCOS &, & B H
w2l 2 B B R APN R R DL T B9 SR Ok 41
Ji K K 2 AR 3£ [H ( AdipoR1/AdipoR2 mRNA ) 4
XfFeik g, o PCOS g g AR 7K, HE AL
TR BE S5 0E APN/AMPK 5538 A 55, &S5
e PCOS BNR AR ZE LAY I PR LSS L2 3,
2.3 B FENESZNE

R AP 5 A 32 MR R G TR RN R B 1 G
PRZET i TRAR AR 3K AL BB KT A | e R
PR AR A K fo 98 O i 45 R R, PCOS S8 3 10 57 P9 S
R EERMN, SEMERFE TR, 2k
SOV KRB AE X BRLE 1 B S8 1 A s AT
BT AF G T N 2 RIRR BN T E N
I RE 85 B 18 T A B B SRR A i /N, 2R T itk —
SR T 15 WA R IT I X T PCOS A2
i J8 P R e Bl VK 3l 48 2 (P L BH D 48 %K
(RI) LS B RS R R AL 52, 45 51 W oR D b

SRRIAS B R | 1 N 4 T M IEAR T B S T

TFENEAZEWBCEER . 1o, Fmae ™ &
W, B MR IRA WRET RAAN AT 038 T 5 NI 2
PEAR TR , 8 AT 48 i S8 3 A HE DN SR S AT R
2.4 W HEER

1 T TR RREAE Jy e N8 — BE 2 | 78 N 2 W
PR EEAET/ER ., WL SE ENCR,
JHiB R A 3 KIS A 25w (FLER AT B SUEL AT
) A FHBE(HAERE IR @ (KT
BT ESE) 7O BFSE KB, PCOS 583 TR PN 1Y) T B
SEM R REY S R AR MUET S A, PCOS
FECE AR P 2% G I A A Y, L A R R 2

A SE T T, NI PCOS 1Y &k KR e
AT X E R PCOS AN 2R 4 f SR BUE HE 9% %
i = B OBUICEB. & 7 3 2k ) O e 0B A 53R T, S5 R R
FLIAFF A0 L BIREARS | 2L B AT TR BB AT B 1 L 13
R, TR B GE T A U AE RS R A I B
NG R £ IR R A 20 I B A5 B 08 v v 3
L IRPCOS FB 5 1 5 221G PH A B A A X 3 8 5T 1
22 LI B R AR = B ol st P T DA R 43 A, B I
KENRYT PCOS M H I, AR, & 55 AL
A AR 22 PO B T B ARG 3 5 3 g DR A 1 34
R FEPLLRT AT 1) O Ay JRE R B 1T, 3 2ok 5 1) g 3 R A 1)
AR IR 5 B 18 B AR A AR RS [ B i 2 T
2.5 I SEAE

PCOS HH M NAFAENB TSI IR A | 18k R AE
MRS ERE IR HA S5 2R B DI G, # R B R
FERR YA C - N8R (CRP) INF - o 1L [ 7+
T 2R A B T RIS A R
SRAUIEGATT PCOS 3, 45 1 & P 3 AL BE
T E R L P TNF - o IL - 17 F1 CRP %5 4%
FEPR AT, HIG IR S AR E 95.24% , B R AT A G
PRI E . a3 T NIMA MG 7 - A% H 02
GG R LS M B AZ IR 85 11 3 (NEK7 - NLRP3) %
FE/MASE S8 1% & B, 5 AR BRI A PCOS B3 MOE
TR H 2RI AL PCOS FR 35 1% B AHH SC P F- [ NEK7
NLRP3 Caspase — 1 8 T-H &5 S H (ASC) L IL -
18 JTmRNA 113835 i fie ey , 1M PRI 30 R WS B8
REAT Rl L0 | D SR TR N 1) S N
3 BRE5RE

Zi b E S AIG T PCOS PR B %, MAEH
ML EokE B 598 v] o T 10 PI3K/ Akt \NF -
kB AMPK MAPK . TGF - B1/Smad3 Z5{5 53 % , 435
T R AW S Nl - e = A R g S S b v b
B A R 20 A 1 W R T LA R R R TR, HE
Il RS B , TCe S B (A5 - 59807, I 2 I G il
FHVG 2 ] 7 4R 55 07 v, PCOS B H M &R
K BRI TE R B NI 52 Pk 1 R o A
LR ARAE O S I DL I AR Bk . RSB I SR
TEVRYT PCOS J7 26 B B4 17 24, 1H FL Il PR 1z H]
ML RAIAFAE— AL . ZENG PRI A Z 1, PCOS
B P B ZE L A A A R A 1B PR, T B
TRYT R B AR, E ET I RATE S A X B3 1) B 7 B
(i) 3k 5, PR, AR R 5 A] o IR T 4 L T
R, s B A BT e PRI, AN MaT e T
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B PRI IF I 77 1 BEA B R AL BFS I 3(5) 11235 - 1241,
P L R Bt RS AT 2 () B, B 2 R AT [13] XUB2 BRtasR eSS, 55, P B IIGTT RN T 2 2 0N Hi 25
T3 2N IR I I B B 5 P 24, X T RE X ;gigﬁ%ﬁ?ﬁi;’)BZ;f:KTMﬁS;ﬁ%ﬂ%ﬂﬁ[J]. AR
BOFAG R VE DL B FE SR R TSR E T2 — S8R (147 Smsm 06T IRS - 1/ PISK/GLUTA S8 B 1 55 1 X1 956070 -
Wi, PRI, AR BT JE RS | 22 rvols g S5 Y B L COS HFIHAMMLIT LIS D] JFF3 < AR B 25 k%% 2019,
Xof AR IS, DLt — B B TF H P, FESCIOMFST 2, B0 [15) RS 0E JET miR - 320 ) PI3K/Aky/GLUT4 3 BE 45 1+ 45 B 595
A LT EBEM S 055 PCOS BH 5 A VMR & = FOBUNCR 3697 ' R IR AL PCOS - IR AL IR S5 /=)
EAROBCI LD, SRl T PR

g . e : MRV IR TR T7 R i B 22 4 B B 2R

He T AN 5 % 5 55 B O B39 5 R v
ﬂémﬂuaﬁ%m@%?ﬁﬁ%gmHﬁg;‘rﬁﬁﬁfé@*ﬂ‘%uﬁﬁ [17] WANG C Y,DING C F,HUA Z ], et al. Cangfudaotan decoction alle-
% y U@Eé@f@ }%ZT_\‘,E\:T{ PCOS %I-I\TTT EF‘ E/‘J i{éjﬁl‘ﬁzﬁﬁ viates insulin resistance and improves follicular development in rats
ﬁféﬂﬁﬂﬁ o Jﬂ:ﬁl\ s %w%%fﬁﬁ[ﬁﬁgﬁﬁj\ \gﬁE‘@: with polycystic ovary syndrome via IGF — 1 — PI3K/ Akt — Bax/Bel -2
q:%ﬁ PCOS , /E;ZI‘ETJ E/\J*HE{/EFH Sﬂ% /2% '\éz‘l ﬁ%%é Eﬁ Eﬁ i pathway[ J]. Mediators Inflamm,2020,2020:8865647.
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Research Progress on Cangfu Daotan Decoction in the Treatment of Polycystic Ovary Syndrome

FAN Bingying'*, SHANG Tingting' >, ZHUANG Zixun'*>, CHEN Wenyue'?, REN Qingling'
1. The Affiliated Hospital of Nanjing University of Chinese Medicine, Nanjing 210029, China;
2. Jiangsu Chinese Medicine Clinical Innovation Center of Obstetrics, Gynecology and
Reproduction, Nanjing 210029, China
Abstract Polycystic ovary syndrome (PCOS) is a common reproductive endocrine and metabolic disorder disease and
its incidence is increasing year by year. The pathogenesis of this disease has not been clarified, which is also a major
challenge in clinical treatment. Cangfu Daotan Decoction, derived from the secret recipe for diagnosis and treatment of
Ye Tianshi Nvke Zhenzhi Mifang, is particularly effective in the treatment of PCOS. Studies have found that Cangfu
Daotan Decoction exerts therapeutic effects by regulating phosphatidylinositol 3 — kinase/protein kinase ( PI3K/Akt) ,
nuclear transcription factor — kB(NF — kB) , adenosine monophosphate — activated protein kinase ( AMPK) , mitogen —
activated protein kinase (MAPK) , and transforming growth factor — B1/SMAD family member 3 ( TGF — B1/Smad3)
signaling pathways. In clinical studies, Cangfu Daotan Decoction alone or modified Cangfu Daotan Decoction or in
combination with western medicines or external therapies not only can alleviate the clinical symptoms of PCOS,but also
are safe and effective, which are worthy of clinical application. This article systematically summarized the research
progress of Cangfu Daotan Decoction by analyzing the mechanisms and clinical studies,in order to provide references for
further basic experimental research and evidence to support the promotion of Cangfu Daotan Decoction for the treatment
of PCOS in the future.

Key words Polycystic ovary syndrome; Cangfu Daotan Decoction; Signaling pathways; Mechanism; Clinical research



