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L FN 2R IV R EE SRR DL A58 ot e

XA AEM RKFRT R

Z 4 U0 HLZE A 1F (polycystic ovary syndrome,
PCOS ) & —FhiL 2 kNl T aBim, K%
N 6%~10%, A A4 ", PCOS M Tl
PR 0 BRI S R E . B 2R
o R HESR s JCHEDR 2, [RIHEEA 2R P4 B ML
WS, AT B . RS
LWE R MBS, Wi, RETKY,
AHFEGE, ZHE T PCOS B AN HEICH
SEH L WG IE ZEHEHT (insulin resistance, IR), #it
REBUEA . BRI N AR BEE IR 7
AR R | G R T . AR R T T
B O SEFRIT AR 2 H R PCOS 1AM R BT
S EIATERR T

1 e

IR s 9 % 2 I AE & PCOS U # WER . 2
50%~70% ) PCOS # # {4 IR”, [t PCOS #
280 PR 52 0T B A 2 BUBE IR (type 2
diabetes mellitus, T2DM ), 5[] % il 5 [ ¥4 4 1L,
PCOS 3 i T2DM KU s s ®. shiiifss k8, %
PR A T2DM HAFEMEE, 23R (200 mg/kg )
0.5 mL#H 14 KJ5, PCOS K flHE & R Pk 5
( HOMA insulin resistance index, HOMA-IR ) i
2 5 g rh s g P22 B EIRY T R ks PCOS R
B IR B 2R INUAE , AR T RIS LA SSRGS T I 28 1Y
BEACGEAHSCHE bR R L, R R ] —EFe i ERlas it
W, BRI FE T LI N K U ., =
BRSNS R IR, SRS W ORI AE i — 4
R 12 2R U
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HHAES kear' E2A K A

1.1 RIS AR G G 7ER AR
W1 B - FRIL I R AU 1 7L (11 B -hydroxysteroid
dehydrogenase type 1, 11B- HSD1) k¥4 % & %
EH. 18- HSD1 &2 —F IR Ry . i e A g 1T
( nicotinamide adenine dinucleotide phosphate,
NADPH ) #H i iR (Bl , = 2ZAERE T . B #% L.
TR AR e 3k, AE AR AT UL TC IS PR 17—
P =1 S IO A A A A T B B, AT A
AR A EFR o R B Kok R R AR T
PherFess B IE, X 118 - HSD1 Ay i
REN RO TR ) R B E RN S B A Thie, mIfER
PCOS BH A IR IRYTHE A, INAEWISE R, =&
HERXT 118 - HSD1 B A MIAEH, #] 82  of i%
B ML) 11 B - HSD 36 4, 32 1 A 11 B A R
Jo ] 380 Jg Jo ] ) 3 TR AN R B B A Ak, 1l TR A T N T
2 8 % 1 ( phosphoenolpyruvate carboxy kinase,
PEPCK ) M Hi%jH -6- BRI ris MRk, s mipH ik
IR K s i 2k % " shigyse i & I # 2 Ak
INERJFN IR 11 B -HSDT JE R K B &G, BEIR/NER
14225 N I B B 5% 2 7K, sl W s 0 AT o e
5 Z U, FEIE IR,

1.2 RO S g IR RIS bR
¥ i (adenine monophosphate activated protein
kinase, AMAPK) 7t X 3 i 72 b 8 B s 5 1
BEIR AL R ARG, AR, ZRERMIHm
AMAPK F) B 19 A 1 335 0 4 28 W 4 i Y b, 3%
HERIEIN T AMAPK 2K T Ui 19 22 28 5735 A6 2
i ( mitogen-activated protein kinase, MAPK)
F1 2z 24 )57 1% A6 B PG PR ( mitogen-activated
protein kinase kinase, MEK) 3/6-p38 {5 5 i
M TfE, MTEE = 1 40 M A A B 4 A i, X fii1S
PCOS /M # R NJBE & 2= L ) 38 5 s>,
M 3% 7 IR Bk ™. Heshmati J 45 "™\ fy 22
R 5 S RIS IR I B AMP 4K Y 2 C1aR
(adenosine 5'- monophosphate (AMP)-activated
protein kinase, AMPK ) / Z Itk A %4kl (acetyl
CoA carboxylase, ACC) #1 # g me Il 5 3- ¥4 i
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( phosphatidylin ositol-3-kinase, PI3K) / & H # i
B ( protein kinase B, PKB ) i 1% % A 5. 15 [F] 800
22 VE 2R TN 2 A O R, T A B 6- BRI
fif ( glucose-6-phosphatase, G6Pase ) #l PEPCK
TEVEAET N2 B R 5 WE R

[ 5 AL G T IR 2 B2 R BUIR KA R
Wz—, AL, 16 T2DM B&h, Bisd4:1E
FHAE I PN S 250, 30 5 R 5% 2200 o JHE O 1 P
HIAGHELE A T RESZ B R A OG, LR R AR AR Y
5k B ok fil; G6Pase 1 PEPCK J2: i 7 i 5 A= ik JiF
(A% O FH A O R A B 2515 53 s i A s T
JUE o 5 A=, JF T LA 95 PEPCK il G6Pase 11 3
KT KBRS R, PCOS B L R S %
Hh Y L9 Y AT PKB T S6 4 BRI b K P 7E &
Az IR IPREAR, Alid s rP X 22 5 R 45 25 LURR IR PEPCK
1l G6Pase i 1 #£ ik, 4w PKB I S6 & 1 #E2
K, HEmieks® PCOS #3% IR HpkaE 9,

2 iR LIrEM

Wk 5% W 7w, C- 2 b & [ ( C-reactive protein,
CRP) /Kyt 5 IRA XK, Jf Hign 1 & T2DM
T M A5 0 O U 20, 4T 24 P R g R,
PCOS £ # 17 CRP KV It , HAKEKFH E Tt
5 CRP % Y] #1 %, Mccartney CR %5 % #lf 5% & ¥K,
PCOS [ frH — HUIGAYT e e R s
CRP 7K (I — 5 . BRIEsE % it PCOS
BF MG RYEFRF (IL-6. 1L-18) /KFREFw, 5
JBE I RBUBRMESECR IEAHDG , IRSMIFE R, R
FHEAS L] DT 5L O 96 A4 i v ) 25 [T e 2 B K
R FINBERIFA N AR M A3 AE . ILAh, SR
JERE SN AT g 235 S HE 0 AR ARE A 2 RS
ZH AU 2 B PR 1 10 2R 58 T R SR AERF IR R AT 1Y) H 2
R, PERR 22 HERR AT g SRR R SR A
8 P JRE SN I OB 2R, 18 A 22 B 2 AT 5 )
DU {5 B 995 1 T 1 (silent information regulator,
SIRT1) Flid & Ak Wy Wi A 15 58 400 00 52 1k v 3R
% F 1-a ( peroxisome proliferators-activated
receptor y coactivator 1 alpha, PGC-1« )
Fik KRR PCOS M YA LI i 2420, s &l
A 3k 00 R A Y 95 M AT R -« B (nuclear
factor- k -gene binding, NF-«k B) {&45 il % b 2 fifg
(PR T A B S AU

3, PRI AT A AR K R ks

W45 P 2 A K47 ( vascular endothelial growth
factor, VEGF ) figi/5 5 A5 A9 A= i, /2 B s

EBWEZ —, BIANATHES 5 T PCOS 1 &
g 28 Lk O A T AR B PR Sl A AR R
AR EAHXGER, FEZFE T, A
BRI g2hr, NENSEWAEARZ IR 1IN
SR AR, Bt B S %) JE S0 A2 A G S 1 1 A8 4
AW A NS 240 . e A R, DS I A A iUk
e i A B S AT fE 4 8 PCOS™, A iF 98 & Hi,
PCOS B # 1) P 4 41 VEGF 13 35 R4 7
(R, T HL AT G R g T VEGF YRR A 1S 0k
e %0, oAb, PCOS H & B B 5L I 5 I 3 5 1 75
VEGF Wk 2 UIAHC, MR8k )5 W2k VEGF /K- Tt
o DU AT feff O A7 380 ok SRR G DR o N8B B P i
WK, HEMHE PCOS Iy BRI *1 MM
R KM, X PCOS KRZEZWHE TG, i
MLY% 36 2 0P §L 4] 409 VEGF 19 £ ik #8A B W T F%.
1M T 8 VEGF (1335 nT 4 il 22 b T2 B, i ik HE By
FERHL I L E s Wi VEGF 2k s 4z il il 58 Wk &2
PCOS i N E e fe it —Rpr i sRms . JEE R R
WA EE | e AR ] 1 i VEGF &35 B, i
A E . MEEE W PCOS k4. &R, PCOS /Y
M4 85 VEGF %8145 *2,

4  PEEIRE

JERE 2 PCOS B E WA MERINZ —, IR
B AR T DEACKE R =2, AR R ATk —20
o BB MR INLEE AT IR B, B SR I RE A
SO R AT R, PR ) MR
(FREBEZE) M=, e abp bR i & 8 %, 3897
PCOS WAz — e IH BRI

4.1 PWRRNIA T BENTHZUWE N R R AR
SN BRA N ISR B, BR 1OV R i R SR
SSRGS WK R AR DT R R AR AR A B
SR, BRNTH 2T AR KR IR P Z (8] Y
MK R Y. El-Azab MF 45 L B, R AR
=B ANMETIRE . FEEARSRAITEAG AR B i) hE
( homeostasis model assessment 3, HOMA-B )
G IR, KBTI T2DM H i, 2R E ]
V3 3k 18 55 2% P ORH DG AT 5 DK B 1 R AR — ey 5%
BT, 4 R T B K- R iE S As R (free fatty
acid, FFA), il NF-« B (3075, A R A Ji 98
IR %€ A ¥ (tumor necrosis factora , TNF-« ) Al
=" AL A (nitric oxide>NO ), I il & it 2T 4
41 g (3T3-L1 mouse embryo fibroblast, 3T3-L1)
/N BL3T3-L1 H BB 41 i s fk & 1 -19C monocyte
chemoattractant protein 1, MCP-1) <R B, M
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WD IR B 4 Ak, Abdel Aziz MT 45 B8 iRk o, 22
RIS B TEG, LRGN R A PR
FUG B A b A HE G BEARE T, i B4 TR R
S ik AL ) T A B BE W) ONG SZ Ky (peroxisome
proliferators-activated receptors-vy, PPAR-v ) i
6 TR 5 B 5 R ) A R 2 B Wi (lipoprotein
lipase, LPL) MM, Mifiekss PCOS 35 g it
R, RN IR REIR
42 PFEEREIL ERERHFERER
HiEr, T 1994 4EHUR L, JE—Fh 16 kD Y-lEME AL
RIME, JRT 1AM/ E%, mIEREE N g
f, 355 ph R D 40 A 2 A0 S0, ] s A R Ab
LR Z S5 EWim A BT H A & . e iHFEmM
2 IS SR KT 7 AR, S EE
B 1 AZ AR T 1Y Janus SIS S T R SR
i ¥ (Janus kinasesignal transducer and activator
of transcription, JAK-STAT) {55, 87 % & flik
o, 79 E G ) PISK A S AR R A Y v A
LM, HAh, BRI AT SR U S 2=
W, PR B AN hAE *, i
T AMPK FIT3E 2 X R 28 38 i A 5 19 TR) 322 35007 1 45
G, BREH =B NE, Fasilh R &R, A
PR AR BT R BB FR IR T (adenosine
monophosphate, AMP ) [#3#i& ] DL il T8 — Bt 4
fiti a MOAH MOV B, DTS £ IR B @ AR AL EE, fx
LA H BRI B, 22 R GRS s i 4
T NF-k B 55 1&5, DI i 2 B AP 22 A i A+
ik, HEE RAE RN F19 IR, Hajavi J 45
I 22 0 AT LA e AR SN 3 I A T R R
SR P o 22 28 TR IR o 2% RV F R g ) 2l
o A 98 2 2 1K (leptin receptor, Ob-R) 2 1k
T T 1, DT I S A 0 i A 1 B 0 A2
& ( peroxisome proliferators-activated receptor,
PPAR) &, WU/ . 1 Ob-R &KL,
THERG 515, MMAERGYT PCOS MRUR .
4.3 fREEIREREACE  BRECER SR 251
PERFEENEH, SKEAR 0.01%. IMHKARHE
4G 3 FARIMEAEIIE, AT = RIRE
K. ST RASBEIEAD Lm0 F i 12-18
BRI, X3 FORNFEIE MY EEAR, Hr
= gt % (human high imolecular weight,
HMW )G e\ & BAT A il M iR R, BlA
SR IR R fE 2B, SR IR B IR AR 2 K
SREFAR . R I 2 3k F 0K AT B n ok UL P v A

BRI AL, AR IE R i AE i, 1R 4 B
5 RO, SRR R T 2. BRI B
By ZRIGEEMSL, T8 R S ™ AR R 8 AR e
I 4O, T A A R T A A B L, T
FEAR 4= B AR Y A FgT A, St X BRI R
B AiiETifE. HOMA-IR &S HGHATITAL, KIMZEH
RIRIr e m AR R KF, Hldil T2DM k%, s
PCOS ## IR Mk 2,

5 T HEREKT

o M L A& PCOS WIFSIFZ —, MR
A fiE PCOS B# 1Y IR, ZEAERLLIIEHE, Kt
REARR A8 5 ) B R KT AT I OCHE . EIAME W5
R, ZEER] D EFEIRPCOS 1 iy i & 3R iR
( dehydroepiandrosterone, DHEA) i, HZE Al
18 1R e EKOF O 2  R m oh A E R
00 PG N TS IR 83 e U N o P i
IR A -2

6 P mIE R

JE R RETETEICR . 2E . IR AR A&
PEEER], MR W72 A n] 5 RS 1 T R ) 4L
ERZREMAR L™ AR, ZEME YRR (fecal
microbiota transplantation, FMT ) #J #& & PCOS K
BRI T MR K-, s D SRR A SR, X T
52 R MR MERR R ZF AT 1R B G (recidivity clostridium
difficult to distinguish infection, RCDI ), 5] FMT
WS DR Ak, TR A R
Corrie L %5 7 i % Al F FMT 7 {8 B it 58 )i
TS P22 R AP e — R B AT TE 2

7 HiiE

HRTZ SRR FE, S T s
AHOCEER TR A AR DG % R 1R YT PCOS 5
PO S, Rl B 25 s ORI A T R . 228
2R AP RN RN 7K, BEIR VEGF K3k,
LHFN TRRWT A . 8 R FRICR 138 5 AR
PCOS W HAE M /EH], il ek 7 8 & R N R K
V-, W PCOS FEUY N /- 574 . Z B RILRETE
FMT 677 Ja % i 8 s A R B4R
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