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Research progress of herbal medicines for polycystic ovary syndrome‘Q
XIAO Yubo'?? | ZHENG Biao'*, MO Zhongcheng'**
(1. Teaching & Research Section of Histology and Embryology, College of Basic Medical Sciences, Guilin
Medical University, Guilin 541199; 2. School of Public Health and Laboratory Medicine, Hunan
University of Medicine, Huaihua 418000; 3. Guangxi Basic Medicine Collaborative Innovation Graduate
Joint Training Base, Yueyang 414000, China)

Abstract Polycystic ovarian syndrome ( PCOS) is a common complicated clinical endocrine disease
affecting women of reproductive age. Characterized by hyperandrogenemia, hypoovulation or anovulation,
and polycystic ovaries, it is often accompanied by abnormal menstruation, hairy obesity, infertility, insulin
resistance, cardiovascular diseases and other clinical manifestations, which seriously affect women's
reproductive health. The existing western medicine, such as hormone therapy and insulin sensitizer, has
limited effects and some side effects on PCOS patients. A large number of clinical and animal studies have
shown that Chinese herbal medicine can play an advantage in the treatment of PCOS, and its efficacy is
mild with fewer side effects. By consulting Pubmed databases, this paper has summarized the research
progress of 12 kinds of Chinese herbs, such as aloe, cinnamon and green tea, on the anti-inflammatory
and antioxidant aspects of regulating the ovarian morphology of PCOS patients with hormone abnormality,

insulin resistance and ovarian morphology in order to provide some new ideas for the research and treatment
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of PCOS.
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£ % G 8. 25 4 1iF (polyeystic ovarian syndrome,
PCOS) J& I R & WL H. /85 BE WA T 1 P 4306 5 1 25 L
PEGIR , KRR 5% ~20% , FEIGIK K A : HE
VR4 2R I LA SO T E R T AR
W] I AL 2 I e RE Y L PCOS S Ik IA
Hoili R PLEA & B Sk AR A G —. HET
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IR = FRE R b B P A B, SRR PCOS [HYE 2
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200 SR A L 2006 4F b 2 ) B 2 k%
Bl At 75 WY i 9] v A B3R ILE A S PCOS 1Yy
VBB .
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THE T H IR R orE, T Il e R R
B E ( gonadotropin-releasing hormone , GnRH) , 75
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LR TR PERL AR 25 A] R Ao 9 i B A
AR AR s PCOS Rk
22 R
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JEJG 5 PR R A B, PIAETA YT 4L 23 I 1l
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] A S T 5 S 1 PCOS /)N LI 31155 T 0 A
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factor 1,IGF—1) By7KF-, I3 IGF -1 254 H FK
o INABRFEARGE , REE TP T A AL R A3 W U

4.

DRSS IR TR AL B A AL bk
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LH/FSH 7K M 3.16 FR&Z 1.61, H 90 d iGY7
R AOMER B W) 0 B S0 s tE, DL B2
PR T BRI AU PCOS HAT B4 Y97 5%
FLEA — 5@ 142 Atk AR BLAVE FTOL RIS A 1
— 5T

25 KTKEH

K H PR A K R HE R AT, LIRS A2,
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T H 2 AL X7 G Bk . A RaE T R,
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K 25 B 58 D B T 0 ot 2% HIR BT 2% 9k B8, 15 m of 3% A
REWTH 2 2= mRNA K- {7 5 42 50 o Kt
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T 50 mg/kg K CMTHEHY), 4~5 JA, P HE
TGN 27 26, i 8 B AU AR AR R 36 %0, FLL M KA
PUERIKFTH i, MG A 2

XK R DT A, S I B R
FK G 2R AT RGN I R AE K F 1L-6 . CRP [ TNF-o
SR BEE PCOS KR JIRAS , MO 6 41 it
FIIFH , I S ALICR 177 A, 2 R LA S A
EN KR F A ] A SRR KR 3 i SHBG &
JG, - 3E 2 0 ] 26 4B i ( eyclooxygenase , COX) Fil ffig
ST AR PCOS SAEARAS , Vol 48 b, mT 3 5 5% 1
2R AR — O — WA IR Nl U5 P 410 W S A, BRI M AR KT
M PCOS [ FEAR" ", B4, Marouf ™ i st
Xf R i S 1) PCOS KRR, 43901 1l B M 12 33 /K 6
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19 d J5, RIK K[ ZE 200 mg/kg LI 7] {ifi PCOS
IR BRI A2 T 1) 24 1 T 390, e AR 0 o 2 A i 4 1K
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PEH 45 R AR WK R R X LB 25 RS, =
EE IR N S RIDTIR 2 I LA KA )
RGP Y I, AT P58 R B AL AR
MASER . RS b, w4 T %% H
ST, REAR R A 3, 3k T T R 40k
o Alahmadi 25" BF5 & B, ¥ H 245 42 B Fn —
XUNHAR AT 5 25 203 PCOS K B il v AR IR R
(TSH T3\ T4) /K- , 5 R HB43 R BRI AT 2% , B 3%
V8RR A i B U 3% A R SR 7 P R DA % AR i
FELYA T KT, 3 B v A I A S Ak P i N A 4R
LA BT o

Heidary 252" 5 3 FEAL I PRS2 50, L) 80 il 5 I
PCOS fZ MUFFERGE, 25T T WAL (40 1)) ¥ H 2 I8
2 370 mg/ ¥R, 3 W/ d, L 3 AN H X BRAL(40 f4)]) )
TRV . BFTE4E 5 R B T T4 Sl K P
B3 T (BT B4Rt B4 LDL-C \HDL-C TG,
Wi % I 40 2 1 B ( dehydroepiandrosterone sulphate,,
DHEAS) DA J; LH/FSH L #%, 22 R G i 5 Lo
AT, T 4 b i) A2 Ry S R TR S v SE
SR R v #2236 B y-28 R T IR, ek LH i
WA s e AT ME I LH/FSH K-, % 2 593
HIEHERS, M b F e ™,

25 BT H A R R o P A B T
BLH 3 PCOS AH 2 11 B R R T BB D8R , 7T AR
PCOS f8 2 11 S S2 7K, F B E M4 It L Bt
HASHn g LH/FSH L) &% DHEAS [ 540454
fiE— WAL
2.7 RHETIRE

Pk 0 24 BT B, AR AR, A
A AN [ B AV R A ) AR G R AR
WHVEBLR (B BB RS Rt R 258, ARk
IR, VT T K R IR AT A i S U K
Tl BRI A A, AT A DR s A5 TR I 2 25 M O A it
L1 F K, BN i R C kK SEP . Alizadeh
217 3k PCOS R K B S 36 30E 52, I 47 3 K
FEIY (200 mg/kg 400 mg/kg F1800 mg/kg) #E H 45
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2410 d J5 387741 PCOS KBy LH M — 15 1 5
KF- b 35 FEAIG, FSH KOF W 3 T o A W5 X i 3
T K B SR IR v G M A AT o T R B, A A
Mk B O R (R XE EE R HTNER) , i
il NO [ & B, M AR LH 7K S I 30 il M — 5 1) B
T

2R TR T 0 4R ) W] R o ok R
R PCOS PR 53, I T HEXT PCOS F Bk &y R AK
P LA B & B, (R 4510
FpifE— 2B SRR IE
2.8 Ef

WA S S T LA S 11— b 22 45 AR R A W)
Ataabadi 45" 4f% 3 7 a7 3 AT 9 42 PCOS B4 1A
SRR KT | DS i R P A 7, 39 B 9 A
Grant"™" ]38 55 I A 552 56 % B, AR A 2% 2 1R/,
Fpgk 30 d(F s — o8 A S8 ) |, nT B
PCOS & ML BAE, FEAR PCOS H 25 11 S /K-l
LH/FSH /KF-,

25 TR AT LA PR R R, mT a0
IR AR I A RO &, X PCOS HA
—EMIRITIE 1.

29 HE

WA PR 2 S E S R T iRIr a0 %
TCHEGR SN2 S0 o R A HOA D A ME R, B
AR B R AP AR, Parya 0T B 5Y &
B, 15 A K WS B AT 6 3 5 PCOS KRR FSH
K B A LH K- AR K P, Bayrami 450 3L F
FCRME 28 3% R G, T8 3 B B IRV R T
TR A TE R o 5 Rl T SR I A
FO , XA SR ZE I8 1 PCOS R BRIBER | i 46 1l
Jig S5 7K P b 5 S A

25 LR, TR A T GE E 9 Y PCOS P #R ZKHL Al
AW LA IR BT AR K 35 1R YT PCOS W 77, L) Rl it
XA AR ] 3 16 AR GE WA B TAE P SR U 255K
(i — L R
210 H=

HRORH P, 723 25 Oy s T

Bz, BAVNT S S SN g R ZE R LA
PHEERL ST AL Yang %51 BF 5 47 8 H- 8 42
Y1(300 mg/kg,2 J& ) 7] 5. 3 [ 97 PCOS LK B Y
FSH /K-, B#AIG LH/FSH 7K, R B 55 v 48 i 2, 3%
P450 % % i 51 11A1 ( cytochrome P450 family 11
subfamily A member 1,CYP11A1) il COX2 [19%% 57k
RETE - SINCINTINOE . 3§ s R I ONIUE I 6
L2022 VP S R

25 LR, H R AR Y AT g R ARE T R M)
PRI, X PCOS SiER BA — & AR
211 MEEE
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HR] 25T H PCOS R BRUAY ME 5 L BRI KO, HL
7E1 000 mg/ kgl i 26 AT WL EEH LH 12 AL R K
V- N EX FSH KSF TG B o, AR 2
BN M RO AT A BT R B, SR R i B 2 AL
YI(nrses) L X BE AR T REJE ok X CYPL1AT 3%
A LA JIFL ] EE 1] 22 s TSt T A A F) 49 11, il 2 [ ot
RN G . MEAMRIBUR S B A 1 B-23
et , . 2 91 I 3 o oA T A P 00 o) 2 5 5
BYA] S A AR 5 A A T 0 2 5 e e — K7, AT
RH 11 SE LR AL R

g5 Bk, WO RO PCOS YR ¢ 3 iy
YERITRE 5 HAR IR P PSR RERIR LA S B-4%
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KREURKGHISERED 22 RN FER
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