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Z % 90 B 25 5 1 (polycystic ovary syndrome,
PCOS) & & W 101 2 WL A A 23 IR 3R LA
N3 ESUEAI AT AR EYATE B2 Lo i Gy
FRFAE . PCOS Z B 2 2% MR KRR B AA 225
P U0 R4 o D TR B AL o) i R T o BF SR
PCOS 77 Hh BLHEIR D BERR A5 1 2 D 2 DI R 75
SeH, IF H S U RR 20 ) B A4 A0RE 20 i S 1 B9 B S
P TBEIARSC ™ AR K R B B A HL AR 2
it 2 BRI G AR M AR 40 i 25 45 ol s o AR A
P A RO 20 32 2 DI RE 2R S B SR o, 2 B0
REARMIA: KB RV 4 R G ORI
I A AL, PCOS [ B A & 53 5 BB
i) Hl (8 0RE 240 L S 5 S S AN PR T2 UIAROG . HATAFSY
RZ KT PCOS S PURLAR M Y S JA T, A Uk 4
I e R T | O 40 i ™ s, L SR
SRR AT A KL, HE I 2UR E A HE IR s T HEOR
DRI, A1 SR ASURE 20 i 184 98 2 1R 52 PCOS J8 25 1E BRI
REHEET A, (HAA EH 1E PCOS &3 FOkL 4
i P OULEE B AR A ) 1 3R s R AR X AT g
J& B PCOS 83 A7 70 R A IR A% 32 22 RN .
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F O AT L AORE 240 i 9 5RO T 2 TR AR A TS O
B, AT ok 5 0 O 20 B R A A R S I 5 0 Y
BRI R T 2 R IIR G TR R4S
Jay 7 T SO ORY, A0 S R A S T ) RS
AR PCOS I RAEIR™ . HAT A& 22 25054k
FE H I (mitogen - activated protein kinase, MAPK)/4
HIAME 5 8715 B (extracellular signal regulated protein
kinase, ERK) %A ¥ kB(nuclear factor kB, NF-kB) %1k
H KA B (transforming growth factor B, TGF-B)/Smads
% B 1 LB - 3 - 3% 6 (phosphatidylinositol 3 - kinase,
PI3K)/4E 3847 B (protein kinase B, AKT) . Wnt/B-1% ¥
A E T 10 S ORI A o R T A G
ARTOR 13 5 5645 Il BT 4, BTER AR
RLANHEAE PCOS IR & & 52 P 70 FHLL, b5 s
PCOS A7 $E s IS 4 T ) SEL S

1 MAPK/ERK{ES1EK
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K HITE o3k T RAE KN R A R A B
PR . MAPK G076 1A 30 % 24046 ERK1/2 ,p38
P % c-Jun 28 FE A 3t B (c-Jun N-terminal kinase,
INK) & 42", Hovh ERK1/2 75 3 1 40 g 43 24 36 5 A
Sy Ak B VR, 0 ERK 3061 FE o 259
B2 WEGE, AE AR TR AR T R b e i R
T & EAE

WF5T 7R , MAPK {55 38 4 7T 45 P SRUAB0RE 200 ff
BT SRR A 2 A Y . MAPK/ERK
15 5 3 [ A JOURE 20 6 1) g B A B P R 4 B
F L ERK1/2 15538 % S5 00 7T 38 i 519 52 050K 24
(R A FH e 0, AR 0 500RE 40 i % A 1 BB AT RS, I ik
T AT RSB 55 I L B B 008 R
MR A T 2 BESE R, i R AIR PCOS i
O SR A0 i ERK /2 B R ALK, ATl 5
15 A6 MAPK/ERK {5 538 1 , 1 10 5 1 AS0RE 200 Ffd i)
S HARKOE ARSI T . PCOS K R YA
FEALAESE , 0 ERK 172 {7538 % n] LU ] FUkz 20 it
WP S R AN T2, miRNA JE— 28 B AR
SPEBABEIE 2D RNA , miRNA 95 2388 F 84 5
U DT W N A 2 U ER 7/ 23 ) e a e N ]
miRNA 7R A] LU i MAPK/ERK {5 53 % 18 4 50k 44
00 14 S5 S8 B S R T, A PCOS R URR 289 B9 5225 21
1) miR-141-3p FRIR/KF- i R, i K38 miR-141-3p
AIER A4 T MAPK/ERK {55380 8%, 4001 k7 200 At o
TS 7E PCOS H 4 PS4 20 e A B S ks 41 i 2 KGN
YA, miR-184 & {5 3235, JTl 3 7% MAPK/ERK
{5 30 S T 00 ) A0 200 L ) T, £ a2E LS B, MAPK
15 53 4 S A 41 351 SB203580 U] it 411 il UK 240 it
HEE

25 L rid , MAPK/ERK 5 538 fif f2& 1 1 O 514050
WA S A AT B . PCOS B R A
T, MAPK/ERK {55 53 4% Bk 68 5 380G o ol g i o, 5
SRR 20 M R I S B A A T, 31X 5 PCOS (%5
BT BRI G BRIk R 22 3 B UK 4 it
50, R IR T IR B R N £ 3%k
PR Ay UKL 40 M 1) S 5 R T, AT RE T ECHE B B A
I, X5 AS [ B 48 % MAPK/ERK {5 5 3 i f4 781 42 ]
A PCOS (3R 7 B AL TE B/ HIHE A5
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2 NF-kBiESi@E&

NF-k B J2& LA 4 A% PN 82 1) 2 s 1 IR,
JUPFAAET A a2 Rl 222 5 Qs 5
PR WL R ARE B G928 S g 55 22 Az B g AT 2R
NF-«kB 7] X ] 8 45 4 A 08 T3 72, 76 40 A &% BIR S
T, NF-kB 55 H P A 40 6 B 4% DR B A o] A
?‘(inhibitory subunit of NF-kB, IkB)a 254, 4 F 15
Z M EITCTE PR Y 4 M A2 31 25 A A 48 41 g
PR | A0 TR % i s T A R 28 A R T B 35 it o 0K
T i 1B & IR b Sz 2= Ak, 530 1kB & R
NF-«kB RGBT 7 5 E A% AT B L
(G e 3k, AR 980 RN 40 I T WL S g
TR SO T

NF-«kB7E PCOS 1 44 2 i i & 5 22 DG J B AR
Mo AR, NF-«BIFS1E S 5 BRAET—a
VIR F, PCOS K U A B 85 29 21 v 1 ] [ 5
Ik B FZ3k T B, % NF-xB 06l /E S5 , T80 NF-xB
i FE AL, AR U T3 1 Caspase-3 6150, 5 40
BRI T s TE ALY NF-kB BESOE N UFPLIA T B 40 M itk 2
J& 2(B-cell lymphoma 2, Bel-2) &[4, Bel-2 7] L5 NF-kB
JE B Bel-2-NF-«kB 2 &4, B ¥ H ST /ER- ",
IR AT RS PCOS BY 8 24093 & & /YA, 1
PCOS 1 3L HE O i ik W) B 22 2% e 5 0K 240 JEd 0 1 AH
5%, BRI & B R4, Bel-2 F kB, FiE PCOS By
KE ,Bel-2 £IK T [, Caspase-3 R IEI4 N, i ik 40
PR T 3G T B I 45 & R YR R B I o B, S 2
2P . AR, PCOS B MUk 41 i
miR-93-5p KKK V- Ty, Hoi i X NF-kB {5 538 %
TR, S 20T 37 Bel-2 26 3R K SRR A, Bel-2 M 56
X £ H (Bcl-2 associated X protein, Bax) 3 ik 7K *F F+
Fe, S R 20 B R T30, 1 NF-xB #0417 Bay
11-7082 7] DLW &% miR-93-5p Xof UKL 4H M 1 7 JH , I
G J00RE 40 AR 98 T K SR L BRSSO, K BE IR GRS
RNALINCO0S5 1 7E N\ 5P SR 4 i R KGN 4 g 338
o, T4 LINC005 11 335 J5 , NF-wB {5 5 3 # 15 1k
LA, 175 TR A0 PR T, i SRE R B IR KR
R

25 F A 75 PCOS TRt , NF-k B A5 51 B4 T
AR 240 6 P 9 T A AR L) T A, B B AR 2 4 i
JHT- AL REID I 40 B A T 5 H A 55 NF-wB {553 %
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5 PCOS U S50 40 f 08 7~ 22 18] 43 F WL i g 420
A I o T JE B R A IR GY , BRI & e 551 NF-wB
] 245490, 78 Yok e AT 40 e 7 9 T 1% TR) BsF R i 1 )
SiE -1 7 A, LLGE i PCOS I PRAER: o

3 TGF-B/Smads {5 518 &

TGF-B Z %t HA Z 1R S 2850tk i 4t A 721
A, E I IR A 7 SR 20 M B B O 9 P R HE B
ST R EEEAE . TCF-B E 85 it Smads 5575
1 & HE500 , Smads B PRI HASR  2540 K TIRg N
32K A Smadl . Smad?2 . Smad3 . Smad5 . Smad8 3% {4
PTG RS, Smadd AR B, BIHAE] TGF-B/Smads {55
WP T PN, Smad6  Smad7 I, %f 32 1A
WG Y Smads 5 52 AR B Z5 5 7 A se eI AR

TGF-B & i U S AERZR A B CHEA T, B
KPS A K kR, MR m 2
SO Uk A0 0 T 3G o, 4 Bk F SR
Smad4 V£ TGF-B 15 38 B (A% O 19 A+, ZE DR 8
Hh S A BB 40 RN OB A L, Smadd 11935 #2388
VRT3 3] S SO0 R A0 S S e T, B S
PCOS B &R ™', WFFE o , U EL UK 41 i ' miR-26b
i kT Smad4 mRNA K 285 (1K B -
1 Bel-2 A2 IR 7T REAI , DA T in = 0k 20 B 7, £
1 B 36 PR A2 T AE PCOS SR BRURE 750 B9 S5 550k 41 it
W, miR-215-5P 2L 35, ORL 40 Ak F 570 P T2tk
A, LI miR-215-5P (14 32 38 7T #00% TGF-B/Smad4 {5
3 [, AR R RO 1 5, R AL SORL 40 L S
JAT7KF . Smad3 2 TGF-B H k(5 54 Fim ik
() S0, N BB R4 S0 240 it B2 BB 4 T e, &
FEARHEON IR B I EZAEHY . phe R, th e ek
AP AT DA S AR A B SBORE 28 Jif o TGF - B/Smad3
155 18 P& 3, 1958 07 B AL Cyp19al Y335 , fifi i
PR AL R MERLZR , T 2 FR LA 3 38R Al
A v A0 i 3 B 1 eyelin D2 Y 223K K-, 4%
7 240 M 55 R T, AR R L A AT A B 3 % AR
B DISCE I & R

25 b 3 B TGF-B/Smads 75 18 % 1] BE 2
ORI S IR T IR F . {324 PCOS b
OB A0 AL T W TR SR, S —ERE L
P TGF-B/Smads {5 538 i , K I 250 40 i 34
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FIF RS /Do 8t &% TGF-B/Smads {5
S P, 45 A BT AT RE T LA A PCOS B9 1 1 TR
LT HAL T £ 1 R K T

4 PI3K/AKTIE S @K

PI3K/AKT {55 5 i [ 2 5 98 15 MLIR A 2 41 i 1Y
AR ETE SR, W AR R S T
A A K BT R A0 PISKORE S5 A i IR e AL
[ (phosphatidylinositol , PI) ¥ {4 P1-3,4, 5 = B[R ,
B2 A7 i A B iR Tk ATLBE — % 712 ( phosphatidylinositol
3-phosphate, PIP3) , PIP3 45 55 /I 15k LA R 5t 1
FAKT, B J5 fdt AKT 85240 IF 080 , AKT 3 i B30
il A2 9 T A A o Sk HE SR TR T 01 (forkhead
box O1,FOXO1) 7™ A= (A2 1 T 15 5 K BE AR 40 i i 1
K

FEANFUN ORI & B FEr, PIBK/AKT {5538 %
T I UKL A1 R 38 7 K JR T R A E O B
FHRO2 . PIBK/AKT fg 5 45 BN Ui 43 125 6 i & #57 4E
FH AR T8 1 Bax BT T8 1 Bel-2 #1J& PI3BK/AKT
15 5 10 % F LAY Ui R, X 4 R 200 Pt O TR
AR, FOXO1 /& PI3K/AKT 5 5 3 #6191
A5, TR N AR R TR A R i Caspase
s SR AN P TR, RS R, BRI A
75 4% 25 1 (lymphocyte adaptor protein, LNK) % [A 7] 38
i U PI3K/AKT/FOX 03 {55518 6, 42 - 0k: 41 i
PR T A R FREAS: , DA T2 M B9 - 40 1 2, T i 5%
LNK FEPR A e bRk, A WFSEIESE , PCOS
A DN L PIBK/AKT 15 55 38 % 52 0 2k PR A5
W PIBK/AKT {553 26 W] i R A2 I8 - F - FOXO1 |
Bax , Caspase 175 4 U 248 00 124 I 55 , 22 177
St OB 200 it o i A B AR AR SRy 0 T R Ok,
Y0t rp 2272 E AL USP25 2234 Rl 1004 1% 5 7k
5 M [A) U5 9 (phosphatase and tensin homolog, PTEN)
2517 R AL, PTEN &8 , i 1 X PI3K/AKT {5
538 T A IR A AR T URL 40 LAY R T, 52 e
PR AR AR, AR FEPCOS 1Y &4 Kt e,
PI3K/AKT/MR L 20 9 B A 25 3R B0 2R 1 1 53 I 2 1A
PR A A 7 S A T B S kAR AR
Z 5o KOk B R ORI B S SR A
24T N, PCOS L BP ELBR A1 AL - miR-141 mRNA 38
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TRK P44, AT R 45 PISK/AKT/E 7L 3h 75 v 25
FALR 5 5 0 00 Ak, PR RSOk 40 i S B A
T 4 B 8 T, T PI3K/AKT/A AL Y & s £
TR AR 5 0 S5 3 500 T S 3 AR £ i S 1
BERES AR T2 R SR, 2R 252 mT i )
YEFTF PIBK/AKT {5 538 % LA 22 fift PCOS B I PRI,
N2 H R 2 ALY OSSR A0 L R KGN 40 A7 1
REEAG, AN TR BN, B IR 1k AKT 235 B B K&
IR, F B H B &K Al fE 38 o PI3K/AKT 15 5 18 % 7¢
KGN 41 i i % 4% Pt 38 5 FN s S 8 T 7R, TR 45
PI3K/AKT 15 5 i 4 7] 68 J& ¥ J7 PCOS B A RUHE A
25 PR VAT T Y PCOS K RURE 24 114 Z2 4 5 1iF B
e | HLAL T) R A H i) PI3K/AKT {5538 [ iy 2
E UKL 20 B 0 T, % A UKL 40 B S R S
I, R A KR 1697 PCOS WIAE FIL T A 38 %
PI3K/AKT 15 5538 % , AT S5 PCOS fE 5 H0RL A it
TR, 2GR R AR E AL B S5 8
AT 38 1 G PI3K/AKT {5 -8 [, B IGO0k 240 it 1
K DT s 2 7 240 L R T, 235 PCOS HE B s %
TR v P B RE T R b B AU U] 3 o R R
PI3K/AKT {5 5 i % 3k 2% fift PCOS K B 7R ik 5 3K
SIS a2 N A I A B T @ NN T & )
EEY,

25 FRAR, HFTEH R PI3K/AKT (5518 B BB T8
Z SR ARG —  fE— i FR I EBUE PI3K/AKT
15 5 10 % B AR ALK AU A0 i 5 5% R T 7K S i 410 i 2k
JEE TG 11 PI3K/AKT 553 146 U 8 Ul 40 Ay 400 S
HOTE , Wi I RETE — R b G R T, (2 O
WHE , 2% PCOSAH GG RIE R . HETHI 250677
K £ Sl ok PE 45 PI3K/AKT 135 5 3 B 14 7% 1k ok ol 3
PCOS DN F g K 2 =5 5P 5L D) RE

ulll

5 Wn/B-EREHESERE

Wt {55 8 B AEHLAR A AL AERFRR S FIAE K
KA RA HEAE A o 4 4 Wy 8- R R
5 58 I BOIE S 5 oM A S e DI AR G,
255 0 SLURL AR M M 5 R T S oI D RE I
Wt V50— WA B 8 1, ATad o E 2000 55055
FAFAEI, Wt £ 73 W8 5 5 200 26 T R S 1R A2 AR 45
B ERON ,  ad — R B R i AR 1L S %
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WRIR AL, 51 20 M B N B-E PR A R, B 2
B-1E MR VA% R A% N, 5 T 200 M 2 i R -/ 12
FERG R A F-45 6, ARk i SELI el , S BUT L A
cyelin DI . MYC J57 i H IR S0 , fe 245 W) 240 B 34 B
AT

A AT 44, PCOS £ 34 B 5L 50k 40 i i 1~ 22
Wnt/B-iE 2K {5 5l B LR IR IR,
PCOS .75 Wnt/B- 3% PR 2 117 5 3 AR DG L P 3R 5K
ThiEr, 475 PCOS H 2 B 5L UKL 48 L Wt {5 5 38
00 S B IR S B R A B UIAE G BRSO
Wt {75538 % T 0 SR HE SR 5806 B FOXO03a,
HETT I 45 Bim | FasL 45 Hif 8 T 25 H LABOS 38 128
Caspase-3 ., Caspase-8 [ 215 , B AN T34, 52
i) B 9 T % & 7, 34 nT LA a0 o) 40 i A% Y P27 .
cyclin D1 AR T A5 240 B J 0 , 40 ) 4t e kg >
PCOS F8.37 B UKL A0 i P B-iE 3R 1 & FOXO03a 3R
kB T8 1 Caspase-3 | Caspase-8 /K-F- 7R T+
P27 OB AN S H U T, 1T Wnt/B-3E PR AR ({5 5l
S350 TWR- 1 AT FEARRIURE 20 S 3 R /K S, AT
R HEORIE R F Y, h A SR 1 R R G T
T Wnt/B- 7% PR {5 530 I D B SA00R 48 i
SRR T, AR U JURL A0 i 1 A, HE T R O R
AL AR, T2 R B LT R R ORI
PR AT, AR IHLHIAE T30S Wot/B-E A E H S
i %, de 28 PCOS R BRUBR 7Y P10 B9 3 s/, AF 5
W, 78 PCOS B2 JUR: 240 Jfd b Al K 35 1Y miR-23a-3p
S50k AN M S H 1 5E A 0%, 1E KGN 41 g miR-23a-3p
3R KV AT BHLIBT Wnt/B- 3% B 28 1A 538 %, 40 i
L0 60 8 5, AR E LR T R ST AL v R AE
S5 A B HE— 2 RHIE

Zi b A K Wnt/B-3% MR FUE 53l B 7E PCOS %<
R R E AR EN R T OC B S NS i
Wnt/B-1 PR A5 308 1% 10 S IR S AR — 20, 306 s
] Wit/ - 3% PR AR 17115 530 % 1 7T [ AR ATURE 4 i g
T K, FERZ WSS AL, T 2T it —
ARG PCOS Pk v Wnt/B-14% PR {5 51l
B FHLE . BT, ©A AN 245 T 38 i e )
Wnt/B- % M 5 530 %, JCHZAE T FOX03a 2k
fie it PCOS BRI K & , X 4 J5 PCOS WAy # 4t 1
B 1]
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PCOS J2& 7 W I Lo 1 DL 1 A 40 P - A R 35 L
PP , SR 2k ) B O R . PCOS Y AR AL
il AT AN BB, K 25005 40 UE 52 B 51 50RE 40
JAEDRHL R B 5 PCOS Y &4 R i v B 1R
BLAE T, {H S BT R T 5 R A0 S B AR 2o
15 510 PR L [R5 . NF-xB A5 5 0 4 i v A5
XL AR, i MAPK/ERK \ TGF-B/Smads . PI3K/AKT {5
5 30 5 4 S 35 RE AR 1 FOURE 200 it 14 5, /L 0k 24
L S5 R T D A B B e B T B IR B L £
PEBRY & 7 5 1 MAPK/ERK PI3K/AKT {3 51 f& 14
AR AR 200 R T e TR £ L S R A el
ZOP R AR R O Y B HE O, 2 2 R
fiEo SR AT5A A B DRI 5T I 2510 AN IR AR ], 45 21
FETE S P HR B AT B8R « (1D WFFEX 4 PCOS 3
YIRS A AE 22 51, A PCOS BB Hh 3k B S8k
20 it 5 0 1) 7 AR RN B K B Y B L 2
P (2) %55 30 % Z RIAEAE AR AR {5 5 38 2%
22 Al i SR R i — DA AR I
SE AL R B W OTE T 7 AR GRS | fie 25 W BF Y
S5 DRI, TR AT O 0 P 00U 240 S5 % 1 5
AT REJE A5 PCOS 2R B 7 ] AR % e — 2%
{5530 B EA T S MR P ORI A BB 4R 2
[Fi) i 381 42 22 46175 5300 1% 174 s ] 8 o5l 3 [ sl At X
2505 5 B 10 B 25 )56 PCOS #E AT 2 80 23R YT
AR B T4 R I R ROk . A,
F PCOSHRIH 52 2%, 5k 1T B 5L 5507 200 i S 4 14 5 5 04
T, V6 B MR A e B BB 18 M R S
FAAAR 55 2 A G PR AEAE , #F — PR LR
FAF T m PR 0 S BAE VKA B TRAT R B gR
o8 AT 5 UL 4 6 S 384 B /08 T [ 1) VS A ORI, oK
PCOS 1216 BB 1] 245 W) 9 356 6 B LB 1 JEL It
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