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W % & 97 £ 42 542 (polycystic ovarian syndrome, PCOS) 5% A3k 4ol RZ 69 & &R B, VA & Ak & fo & (hyperan-
drogenism , HA) & %5 % 3&3% (insulin resistance, IR) JERE HEIP A3 R R B 4 £ 206 RAFAE | F AL A AR5 A4 Ao 12 PEAK
EXERE, PEH ARG ORE, ZRD IR EN G, mERE, BIRA, AL % (oxidative stress, 0S)
AIARNEMN R G5 REA R G 69 k4, AR R K IL 0S 55 PCOS 69 & A K& % Inta X, 5F 4k 45 3 3h H 4o % 22 A0
# LR ALEE PCOS 89 K, do il KAGIR A AR IEAF  SIE R R 5 . B 4Mi4s 0S 55 PCOS Z &is Rz R a4 X1, )3 gy
BRI T B I B BB A RECE B AR A OS R, BE PCOS & 4 16 RIE KR89 AT L e, A Y K b B2 7s 7 P-
COS &4 5 A S6 B 3 AL T SE e AL 5 SR 4B .
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Role of Oxidative Stress in Polycystic Ovary Syndrome and Traditional
Chinese Medicine Treatment:A Review
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Abstract ; Polycystic ovary syndrome( PCOS) is an important cause of female infertility worldwide. It is characterized by hy-
perandrogenism( HA) , insulin resistance ( IR ) , obesity, ovulation disorder and infertility, often accompanied by metabolic syn-
drome and chronic low — grade inflammation, which seriously affects womens physical and mental health. The disease is affected
by a variety of factors,and its etiology and pathogenesis are not clear. Oxidative stress( OS) refers to the imbalance between the
oxidative system and antioxidant system in the human body. Studies have found that OS is closely related to the occurrence and
development of PCOS,and can drive other pathological mechanisms to promote the development of PCOS, such as mitochondrial
dysfunction and inflammatory response. This article summarized the correlation between OS and the main clinical symptoms of P-
COS, and summed up the traditional Chinese medicine monomer, traditional Chinese medicine compound, Chinese patent medi-
cine , acupuncture and moxibustion to reduce the status of OS in patients and improve the clinical symptoms of PCOS patients, in
order to expand the application range of traditional Chinese medicine in the treatment of PCOS and provide reliable scientific theo-
retical basis.
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Z3% P E. 225 4F (polycystic ovarian syndrome, PCOS) J&—
BEE&TE JONAE SO AR BB TH (20223BBG71012) 5 R 3 <otk & UL A9 P9 20 3 A0 SR BL R, R R A
TLPEHFTRHEBT TR H (GI2200919) VL9 H 2y 50, ~20% , HATES BE SR ME "2 . PCOS BRI IR | £ 5%
EHRRHEIHE (2021A155) 5 YLV o B8 25 K2R 0P B 5 1% 2 I E ( hyperandrogenism , HA ) | fif &% Z 3¢ (insulin
STABMRIR TR (CXTD22013) vesistance, IR) IS QIS4 IR HE O 2 202, O
AR 71503 =) 00 LA RIS MEERIEES g o g A 21 0 LR X 2 A i
WL GRGE T LA T Oy R ORI PCOS %3 B 7R W16, 5 K B

SEIAEE XIES (1994 ) , 4, TR Ve DA, BO S, T, B 07 0 < 2 A : % 2
S . Bl 74178565 . com. TIPS ALI297 PCOS 1% J , F§T PCOS 13A37 £ B AR
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ANTFLIE SR LAMHE IR o8 3, 1 Tih AT i

VFEZWFGEIESE T B4 i (oxidative stress, OS) 5 PCOS [
BRI HRAT S . OS SRk Py S ST A A P K A g —
AR, L7 A 06 P 49 53 40 35 M 4 (reactive oxygen species,
ROS) 114 & (reactive nitrogen species, RNS) 4544 ZfH H 4 &
S LB EARYT T SHERIE LM L, PCOS 2tk
TEFIIRALIE Y OS RGN 1 (malondialdehyde , MAD) |
WP L2 774 (advanced glycation end products, AGEs) | 75
W & Ak JifF ( xanthopterin oxidase , XO) 7K F-FF i, A K OS FH 45
b PTG RE 77 (total antioxidant capacity, TAC) |48 48 (b4 1
AL (superoxide dismutase,SOD) 2 bt H ki AL W [ ( gluta-
thione peroxidase , GPX) A J5L 5 25 Bt H ik ( glutathione , GSH ) 45
AKPREAR 3% 2 51 BT ST 46 R 4R PCOS L # T Y A7 15
0S. ASCH NERLAA DI RERERT 18 R AR RE S AE AR5 5
B e R 60 5 S B OS 5 PCOS %95 HL I =2 1) B 4 56 1, A
B A R 2 R (0 R T B PCOS [ RN 08 IRES, Bk
3 PCOS i JLIG R R4 TR 20, LU Bij iR PCOS AHCHIFSE
%,
1 0S 5 PCOS & i {4 ThRE FE AT HY1E K14

LRI LI RERR AT ] BEAE PCOS B3 BiL A BE 24 v & % E1 5L
YEFT, PCOS v DL 2R 7R S PR 4 98 A8 1, WF 9 % 05 ik g )
HEZH M LL , 547 2847 /& tRNA ( mitochondrial tRNAs, mt — tRNA )
ALY PCOS LM 13K OS bRy, an 8 — AL 40 % 1
MDA F1 ROS /K T} &, 1 SOD 7K - . £k %7 /& DNA ( mitochon-
drial DNA , mtDNA ) % U1 %5 £ % {4 i H. {3/ ( mitochondrial mem-
brane potential, MMP) IO 5 R AR L 0S Sk ik Thfig
WA 22 ] 4 06 3% i A S8 A W L AH — E AP E R DI IR R, OS 4
s PRI RERAE " o B ANEORL A I 4 A Y
DR BRI g 2y B I 2 o A M AT B ) 2 45, HLAE A ROS
9 E RIS SEOLE R R S & 0S. 1 PCOS
0S S MIRLRRLIARIE H 454 B DI, LA S 80 MMP R
Horh MMP 98 /0 @ SRR ) RE R 65 11 S ZEAFAE , HoBh 2k 25 &
SRR 7 A% 328 5 BB AR AR S BRI T (a-
denosine triphosphate , ATP) #&3 , k1 S8 PCOS 11— & 51l K
FB, 0 HA IR JERE B9 K S g R E S . AN
WEFE AR T OS AR IR TRE R A5 S AE Z [A] 195G 2%, I OS il
T mROS (177 4 FNZ KL A2 I, 7T LA 8 ¢ 40 i (] 7
MYFRIR BI04 B X 58 0 155 1 52 B , 75 S B A A G 1Y 43 F
R, IR SR A
2 0S5 PCOS Hg (R B R AERYME X1

16 PCOS 1 O R PEARE SO AL AL I A7 L
T SEANTL AR A I R AR L R R B A S
J& PCOS B FEHURHN R Z—, I-5 HA IR (5 L0 TG HE O 2%
YIRRSC T PCOS B P 7 % 4% A5 0 00 - Jiv 88 38 2 [
F - a(tumor necrosis factor — o, TNF — o) .C JZ W FE 1 (C - re-
active protein, CRP) | [40fi 4% - 6 (interleukin -6 ,IL —6) |
FIZHA 3 - 8 (interleukin — 8, IL ~ 8) 4K PR AT
15 PCOS [E RN, 1 AL 1 S8 AE 40 i 23 7 A= 1F 2 S8 A P o,
TR AR G L R A R R X s Ak

8

P it BERR R 8L 08 Wy KA HBFI R B PCOS i
RNE TS IR LRI 5 ROS PR s hn 51 ZEAEJRE PCOS
B TSR A AR 2B S & 1 (oxidized low — density lipopro-
tein,ox — LDL) /K- F} 5, H AT 3006 A% H 7 kB (nuclear factor
Kappa — B NF - «B) %5 2 440 {325 B, | {246 5 1 T 1
FRik, YET L HE S A% 20 A ( mononuclear cell , MNCs ) 1 4 i 2t fifd
RAE . KB SR A M BRI 7 A K& ROS I RNS, 3 — 25
I OS, EBCRAEIEFR ™ o 55 Ab, 15 w40 2 Bl R 48 E A AR
ST TR A SR AN A Y ML/ M2 [ 20 A Ak 1 R 25 T BE B RS
2GR AAE, b M1 B 5 W0 05 T2 5 B0 48 4 i B A
ROS 17724 , 22 5IE I PCOS H K A 18 M AIR B2 S8 1) G B
i o LR T B2 MO T/ ML % A AR - 1(E2 - related
factor 2/ heme oxygenase — 1 ,Nif2/HO - 1) g5 g & OS tp 5
TG SR, b HO - 1 J& T B W4l i 32 35 19 P A 4
Bl TR BNt 2 Nef2 % 5 48 ARTE PE R T B AT Y L Bk
HGE , HO — 1 AR L ROS 7744, 3 HLE S i 1w 2
li) M2 BUAL R G S A o A2 PR _ELEEE) PCOS J
HHO - 1 (IR, B 08 ZIFEAE b e™ ™, il L,
1 PCOS v OS 51§ AR B RAE Z [BIAFTE R DI R, % Z [H]
FESZWEAL , JE R ek T PCOS A B AL

3 0S5 PCOS K REMNMAXME

3.1 OSxt PCOS w4 i & e B % v AR 4 522 PCOS
9 F2 B LA U AR R 2 T SRR S PR
B, H 2 T EUEA U . JadliE A 80% LA E Y P-
COS HBH A HAP HA Xf PCOS HISEAY Qa5 7 A A Fl
SR, A4 IR IR L OS R4 . fE PCOS 1, HA 15 0S fy
RABYIAHD, B2k PCOS K A: OS MEZEF K., RN
A7 HA I PCOS f %5 Hipit S b o e sz 5 o e 2t
i & 45 4 3R % [ (sex hormone - binding globulin , SHBG) J&
PR 0 52 s i, 5 HERER R ) &, 2 VR4l PCOS S35 HA
T EE R I — AR AR RR T o BFSE & B OS ] B i B P-
COS BFH RN SHBG /KPR fE# HA & E, 1E PCOS iy,
SHBG /K5 ox — LDL,TAC ., 2 fL IR 72 (total oxidant status,
TOS) i AH 3, 53 4b ox — LDL F1 4 Ak &5 %5 B I 25 1 (oxidized
high — density lipoprotein,ox — HDL) Y5 OS B r=4y 4l 1 fiT-4H
MiAZ N ¥ 4o (hepatocyte nuclear factor — 4o, HNF - 4a) [ 75
BT T 4 SHBG [y 7K-F-. it 0S 2 PCOS fAR A SHBG /K-
WA, iE 25 S8 PCOS iy HA [y k4 ) . SR pA g k1
HRA TR EANER ,IF H 08 7411 ROS 2x FEUMER R A G 1Y
AR S PCOS B VR Py ACF T 9 5 — Fhig A2
PCOS [ A HA W] LS T P SRR A I Y 205 F B £ o
[lESegelivpiik eyl INERES DR Wil rieu =R AN 2 IS UE=R 4
BT PRI GSH 5 0, b — B RS DD A . R H. 08 fiE
% 4 (7 2% B0 48 B ( cytochrome monooxygenase , CYP17)
[y B3k , R TTT S ORI A s n =7

3.2 OS xf PCOS i & &ty %o IR /& PCOS L iy
WML 2 — W B 65% ~70% [y E ™, 0S 1E P-
COS &1 HA Al IR W EEZE/EHT, HAE PCOS H HA Fi IR
SEAH B A B B, HA W] B A A S s 2 1 - 4 (glu-
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cose transporter —4 , GLUT4 ) f{ AR M AN 263k 7KF , 0 i 13 %
PRI A S TR AT S84 O 52 rp i 28 0 = 2 O B0 PR v SH-
BG F7% /4, F 3 PCOS {A Py HES) kP £ PCOS i % B
0S 5 IR W& Z R BRI R, W9 3R BH 20 0 W
JG 1 PCOS 3% b ROS F1 NADPH 48 1k [iff 114 06 8 & 1 8043
p4Tphox KB, OS KA G 2R B9 R0E , S BUES
FZ AR (insulin substrate receptor, IRS) 2253 1R/ 75 2 IR W iR
Ak, W IRS IE ¥ B M ki ik, 3 B0 5 £ 5 58 i 2 2
il 25 % IR i), INF — o J& By MNCs 43 3 (1) —Ff
JBRI AT B RS AR P 7 A 38R Y B Y I
Husgs e . 1E OS %2k JG , MNCs H i TNF — o BEF8 In 2330
IS M5 5 I BUE WA MR, B HA X2 H0R
MNCs X4 25 0 iU ' . MNCs 7724 ROS, 1% NF - kB
{538 %, f2 3 TNF - o 05 5%, if — 25 %4 IR 3 3 5
HA™ 5T il A PCOS B FEIRAE T, — IR ST 5 2%
B 5 25 R A b 5, ¥4 n # 14A=  Z (luteinizing Hormone,,
LH) 4 3 R HERCER 236, 38 LH A 5 ZAE A I+ 1 (insu-
lin - like growth factor 1,1GF — 1) 3% {4 {1 40 fifl {4 & p450 Fik,
A2 p4S0 BT LIS INHLIA P ROS & i, i 5] & 057,
AGEs J&—Ff = B2 16 M 19 43 7, 78 PCOS 5 [R5 #2 Hh i
Wz EM,IHE OS ZRIfFHEEBHIKR, R AR
AGEs PUTFIS 3 PCOS )% 4 , AGEs 5 H 37 1k ity A T AF
FHE (550 5%, 53 OS \HA IR FIHEUP T RERRTS 1Y & 45
FE PCOS S5 19 I 375 1 1 L 3 3 3 AGEs 7K A5, 08
AR IR S AL ) B S — 45, 5 80 AGEs BB ; 5 4k
AGEs 5 H. 37 ik 45 & BE % i 1% NADPH 4 1k B n9 76 o, 34 hn
ROS {4 . S A BTN OS Wl g B 43 15 1k &% B 40
M, AR B 4 M N Bt A AL Bl KT AR BE 45 5 52 2] ROS 1)
U Ak OS Seisisb 1A A LA LR 17 25 40 F ) 4 7 45
B i TN B A M A I R B 2K, MR T S O R AR
E-/
3.3 0SxtPCOS g Rt 5+ % W% 7 PCOS £k
70% 1)Lk BRUIS AR g 270 BFSE W] OS (3 45
PCOS B EH P A REZ ARG, 72 PCOS Hh & 3 /5 % B g A
1 (high density lipoprotein, HDL ) [y 4t 48 A6 FI4T 48 I M5 IE
PR AR, FoH M T (estradiol , E2) 5 HDL 4 k7K F- 5
IEAHSE, Rt ot BE = s AE 1 AL R3S HDL 4545 Fn 48 LR
JR Az, JETT I PCOS B FH G R 0S /K-, PCOS
BRI ZETL , S EWUER NPT R LT 208, A= Wl b i
BEIE AR i IR & A R FEVE &7 A R i A e
(lipid peroxide,LPO) 00 ey gy i MDA FI¥% Al 3k, Hidp p-
COS [ LPO 3 B2 i 28 fb 2 AU 4 1, SOD 3% #: [ Ik, MDA
IKFTFE P, H PCOS B B ox — LDL ZKF- T 2
FAHNTR - FRILNA[E EE S PCOS 12 W& B A0 5¢ , HoK Y e 48
af 5|k 08 Fig B A BERS , il fEJ& PCOS W EA MR EY
WEF R B OV 78 — F2 3 R 1 B K S 14 F 5 & BEL A PCOS
BTN ERA M R SR HEDE
3.4 0S xf PCOS JEfEH %l PCOS ¥ h % /4 38% ~
88% f7EAB T HUIE B , T HO Y HE B R 2 5 0S AT & PCOS

RS I, T HA TR BT I 2 B %
RN OS 1 2E 32 I DR 2 ol 1 JHC AR 07 4 i 1y 34 A FIE
PNNE RGN SRR AV o) RN E R, 1. K ) G SO R A
YIEER NS R, R R 7T 5 ROS 1774, f i 1 IR
3 SR o LEE e T S A 405 1 B2 0 K P H  $t
FALPIRG 975 T 3 HARS o DR & B, IR PCOS 41 i
W3 MDA /K7 B 2 5 FHE AR 4L PCOS Ffghexd fR 4,
Ah, 5 B2 T IR 4H 2R (subcutaneous fatty tissue, SAT) #H e, Y HIE
NEWi 4121 (visceral adipose tissue, VAT) 5510 P4 g s A o8 B 4%
R B PCOS 15 VAT s AL R IOK T A
HAEI IR 5 0S 78 VAT /K V-5 HICH:, VAT W GES 5 T P-
COS 11y 08 F IR Wy R AE KR,

4 0S 7 PCOS AR HEAHLH

4.1 OSxf PCOS £ ERMYH A E&{LT PCOS E—Fh
G 4 7 A 50 , TG HE OB M A 2202 PCOS 11 2 BEARAE 2
— o WIS BL PCOS 550k B (g fE e L VEAH L, BT o £
08 #ra&4 (MAD  GSH ,SOD ,TOC ) 7K - 38 55 | I Jifs Jo 8 6 2%
Forpr TOC 1 MDA J2 52 Wl A J J5 1k F) O B R 2%, 2 T B9 7Y
PSR OS IRZS 5 IR IR B 42 GA 561 . ROS J2 i 59 it 2
Ko B S HESR 9 T B N B L P ROS i B BLR
Y/ 0 B Hh BB 20 R SURL 2 Y ( granule cells, GCs ) Z [ 1Y
S » 5V B 24 P S , A5 B0 B 200 i S5 A AR B GCs U
TP AR R AL SR B PCOS i 2 R 4
WAFTESRLA A, AR O T RE S ) 1 ZORL R i
5 AT A ('mitochondrial transcription factor, TFAM ) ff) & ik 7K
LA R Y ROS, PR ISR A E AL R 1L (oxidative
phosphorylation, OXPHOS ) 14 5 ., 41l ] 519 1 40 Jid sl 8
K555 R T (hypoxia — inducible factor — 1o, HIF — 1o ) 7E 5 £
20 R SRR TR O R T AN e R 4 T R A
o 1 PCOS R OIS A [RIAE R I 21 HIF - o [N 3K T
B R R IA T O, S 154 b 093 K 7 A R A Y
GCs, Fe R FE UM A B SN, A I, 0S 25| oy 5
UKL e ok B A , - BRI R R o O I P B, DT 5 3
A,

4.2 0S 3 Z# PCOS k¥ Rizthk ¥ PCOS B BLAT
BTN OS 3G 2x 5 E G 8010 D) BERE A% , T BUR BLE 572 411k
SR A M D M SR LA Z . BRI P-
COS BFEMFA )L OS R AGEs FIE B S AL ¥ 1 7= )
(advanced oxidation protein products, AOPPS) 5 % B8 41 A Lt 15
Ths , JF 51k R BA ARG @ HECR LAE . X 3B PCOS 8%
T LA 8 T OS i+ 5 R B i, FLIG JLAKR P B &
F 08 KPS BRI HANE @ ZHANG Y H 4™ g5 4 31
i AR R G OB 5 R 8 3 M e U K LR L A ik PCOS &
FARRLA P43 AR R 3 B T W B3R L T R AL 1
s HE— B WF 9 & B 3L ROS By R R £ ki ik - ROS -
SOD1/Nrf2 #fi i 25 Va2 4 W K Bl 7™ 1) 2 22 (], e Mg A%
15 PCOS i PR °7 rh A 45 dE AR T, [m] It i L& 7 ad o
MG AL ANES BRI SCHE . Horh 08 15 3 Wit f4 B DI A G
OS A R YL 0 T 25 4t , S BUK /M FA T, 55 b ROS W] LA B %
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P MR B AZBAZ R ( deoxyribonucleic acid, DNA) F14H 25 14 3
ZH AR R 1 T R, S BOER ML AL B, ST i JL 4 72
X SRS A LY B B IR )R T
5 HEZBE 0S /kFEi&FF PCOS

PCOS 7 v B i 4 v JC HAR G 44 10 2, A 4ls PCOS MR35 1Y
Il R BB A S A2 i “ & “ A& )57 A
Zeid /b7 A HET PCOS VR YT 5 58 E B AL T A AR A
JRF IR ARSSCR , R YT Iy 58 FHEATHE R AR 3 = T Ik
22 A7 RN R R R R S R 2 A . SR IT RO
AN NI BAC W A e R B PR A B, vh B 251097 fE
HE AT R PCOS JAE RN OS RS, FEAR A AL Y K 1 s 42
HUEEALY/KF AT E— 25 28 PCOS (35 1) HA IR JIEJHE 4
B iy S AN 2 S5 DL PRER B
5.1 wHREE V2P RIATEIRYT OS ki H AR
JH, 2SR B RS 2 B R A B E . X
A S R B - B R LA AR B TR B
546 PCOS K RBF AL Nef2/HO — 1 5538 i R L e AP
I A i A S i B 3R e, R SR KT iR
SURFRAE{L, ALAHMADL A A 557 5 3P H 4 1, T2
ST M 28 A 8 T A R, AR IR T PCOS K
Jai , M3 MDA JKF-F A%, GSH  CAT , GPx /K- T i, 235 B0
TREENSCEIRS . RBER GRLLAEALRSLIY) S
PR 1675 2 8 T KRR B WIS LA 1, HUANG Y %7 A
MOSHFEGH F 25 fif 55 % i 1E 3h 4y J2 i — 3% #1 E 0% 0 35 4%
fil PCOS K E APy SOD \GPx 33 484k & i ( catalase, CAT) .GSH
ST AL A TR, BGE BUEAL SN, R R B R B R
Nif2 {555 % . R AR P PR ) ST RE A BELIBT AR 26 1Y A s Ak
R AR BR 1 F S, 2SO B AR RE A SR AT
JiE PCOS {38 B2 GPX JAEEEE VIE i fLRe Jy g RS
BB AR R HU AL RE ) B, I A B AR R IR 5 1k 0% - 35
AN HIRUICRT LA R E 3 SOD K7, ks 08 RS, LR
—FHRIR I BB AL, ABUELEZZ N 7 4577 1 3ok
LR LR PCOS KB4 GSH MDA F1 SOD 45471 4
TR, B IR BT R IAE T, Al I 2 IR, /)N BEA
CHHEIRE i PCOS &% IR MHACH 8 A2, E L
S0 3 B/ INBE R R 3 ST R A% B Y I T 1 (silence in-
formation modulation factor 1, SIRT1 ) F1 5% & ik 1 ik 7% 10 & A
# i Adenosine 5’ - monophosphate ( AMP) - activated protein
kinase , AMPK ] &% , 75 S50 U (LB A9 £E 30, oA f ROS, 55
ANEES TS SIRTL1/ %% 55 Rl 7 FoxOl1 ( forkhead box O1, FoxOl )
o AMPK {5 53 % , F& Ik NADPH 4 AL MDA | F A AL (ni-
tric oxide , NOX) 7K, #4J1 SOD .GSH 11 GPX [ & &, i 3% P-
COS iy 0S R,
5.2 WHBIGTEF KRG PR ITTEGRIRINAST PR B
AR A A S S FRIERTE ARG R B 2R R S
258 0 AERIT &R s BRI ILTEST OS Rk R
HUAHL AL E J7 07 T B T AR, A 25 4 S Ik AL
B B EER Y 22 [ 0] LU ST PCOS (38 T B IR %1k,
B PCOS F 5 LR MR BPIRAS . A0 E 3451 32 AT B R
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75 VR R P AR DA 22 ) 0 R ity e mT LA I 2 A PCOS
HBFRP MDA K-, 42 55 SOD (GSH /K-, 5 %5 i 3% PCOS (1
OS AR W i 4B 2557 32 FH 25 R S 88 AL L S A 3K 4 3k
U5 - 35 A1 HOWUIRAE S T I8 PCOS I 24 1L 375 MDA Filfig
14L& (lipid hydrogen peroxide, LHP) 7K 3%, i GPX /K-,
P S F AR OS KO o SR R BUEERR S L & 70 %
KIFRESE R PCOS HE KA TAC SOD F1 GPX /K-, &Ik CAT
K, GEfif PCOS (B AL RIS A AL R AR A, T35 &
PR AT MBS AR5 SR MEREFR N 42 B F 3R 97 PCOS KI5, B E
KN GPX I8k 2 /K - T 5, AOPPs 7K - KA, Bt % 0 4% WL 4
OS [N R MOt VEW R AL e HEDR . 4 1B 2 kgt &
BART 4 7 65 58 2 K S5 iR 97 PCOS B H REME M HLIK A
SOD \GPX /K- b TF, LPO 7K~ R, Wl A 3035 15 L B i 17
B PR PER KT ] OS2 7 BT R AR H 28
B B ST AT B B 2y AT e R
PCOS H4 SOD /K- TR A s 2 KRRy # , H MDA 8 - 5+
BIBIRER F2a (8 —iso — PGF2a) KPR T ve B K IFIG T & , %
B v 25 P 57 15 TR OS i REJE , RE A8 S 4 b A E A1 I 1
R
5.3 4% HREDEFWEEHARIGZ—, BT
PCOS i BiiE S A 107 ROCR . 1 B i 3y o 4 &
HH - 1 ( sterol regulatory element — binding protein 1, SREBP1 ) &
KIEEINZ T PCOS [k, Hod ik it — Bl 1 2ok ik
YYHERERFI OS, PENG Y 461 7 5 S b 26 LS H AT
PCOS K Fl4 ) SREBP1 357K F-FEAIL, SOD ,CAT .GPX 7K F-FF
1 AR T RRLA DI RERE AT RN OS RS MR EH R BA Bl
et JHAT LRV U 3 PR ST 1k 4% B AT A
{5 PCOS [ TR SOD &Pk, K& AIK MDA 7K, Hilk BT R I7 5k
LR PCOS 35 0S /KT LLARMEEEY PCOS B F 7 AT
6 BZ

1T PCOS 1952 Z 53 ok, A L] v A 58 2 Wil . 72
ALk, E 0S 78 PCOS i K24 /R T OS A/ AR
WAL FIHTE AR B AIRES, 5 2RSS % UTAOC, B
FIFZWF5EUESE T 0S 55 PCOS f & i F ik B AT ¢, E BRI
12 HA IR Je A E e A SR B S5 U T

A B SR BLAE PCOS i OS 5 40bE 14 D BE B g 18 MEAIR
JERREBVIRI o OS 23 3 B Lok 1A Ty RE R £, 3 2 MMP Jif
/b ROS (3 BEFR R, T A OS, PCOS i35 1R N7 1E 0S,
HARMRIZKFR ROS 23 300% NF - «B 55 2 Ff 50 58 ¢, AT
ARSI R Y 3K, ISR RAE S 5 [ FETE PCOS 5 A7 1E
SRS ML RAEANMIL 23 B ROS S5 ML 5T, Jin i 2647 14 7
17 0S, PCOS # ILIGIRFZIE OS ZIfFAE B VIHE R B 58,
08 BEfE T8 SHBG ik | B CYP17 JE[H KA, & PCOS &3
TR HERCR ACT-TH i i E 2R . R, OS 2B 5 R A5
A BT EAEBUIRG B A1, BRIk PCOS /BH IR
KA 751,08 27 L BUd ALY, e PCOS 1Y
AR S [ PCOS A 25 25 A P A7 A6 i I 48 D 5 3
NI i B 5 4 i X 7~ 2R 90 255 0S RAER IR IR Z
—o WRJT,08 2 FEOIRAM K F AT ARG , B2 A
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