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[ Abstract)
etiology. Exploring different PCOS animal models might help reveal the etiology of PCOS and establish prevention and

Polycystic ovary syndrome ( PCOS) is a gynecological metabolic and endocrine disorder of unknown
treatment measures. In this paper, we searched China National Knowledge Infrastructure ( CNKI) for “polycystic ovary
syndrome + animal model” and PubMed for “polycystic ovary syndrome + animal model”, excluding reviews and
theoretical literature. We found 231 articles from 1989 to 2018, and PCOS animals included research literature on rodent,

non-human primate, and ruminant models. This study evaluated similarities between different animal models and human

PCOS, to indicate the optimal model for different research purposes of PCOS disease research.
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] 52 TEAE | B 90 B i 1S e B R R R
R T 1 KPREAR, Wik sh Y755 PCOS 4E
AR IZAH R T ) 2RI R
1. 1.4 SRS PCOS Hin

Ok s — A I 59 44 0 78 D ) ) 30 3 4o o)
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Table 1 Features similarity of transgenic mouse models of PCOS in comparison with human PCOS

R ILAE Y

B 55 AT

K Y MR EF R bt SR
Ovari T P E2 FSH LH Insuli
Name Animal vanan Sex cycle Fertility Weight rfsu N Ref.
structure resistance
BEPH AR A ]
+ - - . # (2]
Gene knockout Human f ! f * f f
e R Z JINES [19, 22]
AR/~ s MR + ND ND - 1 1 s # t 1
Androgen receptor Mouse
HEWE 2 i
ERa—/- « Estrogen . + t N 1t ND 1 - # ND ND (23-24]
Mouse
receptor alpha
yi 2 JNER
ob/ob {Q? hB + T 1 T } ND * # 1 1 (2
Leptin Mouse
i 27 INE
db/db PRI P + N~ L L ND ND % # t 1 (2
Leptin receptor Mouse
™ i R 2k
mmaEEE
IR/Lep™™C  Hypothalamic " L< + * ND ND ND 1 ND # 1 1 (27]
leptin receptor and ouse
insulin receptor
51 9 i 22 INER
FSH-/- Dﬂ.{tﬂﬂf/%ﬁ% ML + ND ND - 1 1 * # ND ND (28
Follicle estrogen Mouse
JLH Rk
Gene overexpression
s K N [29-30]
NGF HBERET P& + ND ND ND ND T ND # i 1
Nerve growth factor Mouse
] { 7N :
LH ﬁﬁgﬁzﬁﬁ? PR + t N T ND 1 ND # ND ND (20]
Luteinizing hormone Mouse
NEFE B
W 14 31 -1 JINE
PAI-1 LSCRZEL %J,“J M + 1 ND ND ND ND ND ND ND ND [31]
Human plasminogen Mouse
activator inhibitor-1
NGB
] & INE
hCG B 1&#5&?}%{% B I + ND ND ' ND ND ND # ND ND (%
Human chorionic Mouse
gonadotropin beta
TE S0 — TER  ND ORRRIN ;1 Thmialctl i | BRARE D s + S KBRS W #: TR .
Note. +, structural change. —, normal. ND: not detected. 1, increased. | , decreased. * , prolonged or disordered or interrupted. #, decreased or

infertile.
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IO 5 | T8 2R I A e MR R I E Y L RRelok
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1.5 HfiFS PCOS =5

T DHEA B INS 55 42 HIB KR, &3
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LW T S 2 mg KAE R (RU486) |, [] i)
TE PMSG 7141 48 h J5{EST 20 1U hCG, 45 5 B R i
I 0 B S35 W B R 45 5 5 1 1 FIAH DG 2 i 4 s 2R
P AL 3 T b5 B0 0 IR I B3 ) PCOS K RS
RO RU486 S 7 T i TN R UL AE R B A
M AR i D2 FUMEE S 20 IS ICR /NI, &
P/NERR G P ZE L, B0 R 2 Ak, OP S A A 2
IO 200 e 22 B30 /0 | 52 e &5 28 R E2 JKOF- T
e, PRI AR K R KT T B R A R IR B
TPV BEOIR S (4°C, 3 h/d) |, 45 50 & 3T A K
B DI S v 5 B9 Y | K 9 U R ft B B 3 L 197
i, 220 T 1 E2 KF T, o i 2 4 B 8L AR
fIES) AR B P T S B 280 s B i A i ) g
14 BT 55995 A8 TR VR
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1A

Wit PA BT AR M A S, R
FERPIA PCOS FRAF g sh Al B 5% 5 16 ik
TR S 40 ~ 44 K BRI R 51 10 mg TP,

B2 15~35 d R LM T PCOS B, H
TR BT B 2 4 R HE B ) A, v A R i ,
g G L0 B PA I SE BRI 5 A
Z5 PCOS ZEI ARG 2L, 32 2502 IR 50 A ik A ik
F-m AR 0, X AT BB AR B 4N ) Ak R
A

3 PCOS R&azhiiEsl

3.1 PA S PCOS #EE

Z TS IE BB B N O R § 8
PRPERRILZE 43 AN 1] 35 S B, e 4 80 PCOS, 4
Y bt 2E L TS TP (100 mg, BB JH—K) 75 147 d
TEIRI Y 94 30 KR AIES 90 K2 ) i 4t 60 d'*7
SEOL RGP S O & F S BH | U8 2 b G X
A PCOS —5, PA KbFEA:FE Az (0 TR 9 40 6 3
FSH LRI LH MR PERT R AR
BEEZWFSE T2 N PA AR 22 R DL R TR
Fr ik — 30 44 — B9 58 3 0% 52 g (EDXE O JIE AR A 58 A
BRI
3.2 HWERHEFESH PCOS #E

AR R B0 sh g L T R A R
PCOS shtsil 5% & F) b ZE RN 5 T 0% 2F ik
By 2R, A B0 5 A 4 2 00 R g B A n | TS HE B
M E2 J8/0% PCOS BRAE™ ) i T4 B 5 A%
AEBLAG B | 200 25 7 B 360 1 6 ) B | 2 A K A
FIFHEFEER AR K A 25 A HE DR AR Ak R A B R 45

4 ING

KRR PCOS 3l W) 158 A0 & 9 H] T A ]
5, FEWEUT2E JE N R KIS 4 s b 2 [ i
SRR i %, UHOE PA S /8™ 5
AN KB BBy PCOS Sy, ke il e A ]
THH5E PCOS &4, F5 L /NERLAY PCOS 5!
P A TR A — L AE PCOS S HHLAI o & 15 F 2
YEFE . ERTH F T8 A9 R3H 4 PCOS shiisi Al
HOELA O B 2 AR R 5, A R A 9 A i R
WSR2 2) ., ShPBER B o8 45 5L 1T Do 2K
PCOS 1A= 3 27 i1 og 3 2 2 A58 9 LA, i 7 236
J7 RN ot PCOS R ALHE B



o H A PR A 2R 7K 2020 4F 2 A %5 30 %45 2 ] Chin J Comp Med, February 2020, Vol. 30, No. 2

139

Fz 2 PCOS shPiiEI 5 A PCOS FRIPE Heds

Table 2 Features similarity of animal models of PCOS in comparison with human PCOS

i BLE5Hh L R X
U e e w0 s me POEIEE
Animal Sex cycle  Fertility Weight . Ref.
structure resistance
K [EFESS I ZE Steroid hormone
A Human + il } - - * # il 1 [21]
FERTHE#LZE Prenatal androgen
/N Mouse + - 1 - - % # 1 - [2]
KB Rat + - ! - ND ND - ND (3]
EM % Rhesus monkey + 1 ! il ND * # 1 1 ,134_014]
432 Sheep + T ND 1 ND * ND ND ND
TR R HERZE Prepubertal androgens
/B Mouse + T N 1 ND # # 1 ND (4]
K Rat + - - - * # ND ND (7]
HHMEHEMZE Androgen
/B Mouse + 1 1 ND # ND 1 - [46-47]
KE Rat + T ND ND ND ND ND ND 1 1 [9, 48]
Fe ik Letrozole
/N Mouse + 1 ND - ND ND * ND 1 1 (1]
KB Rat + Tl ! ! * ND 1 1 (4]
HEFLFE Estrogen
/N Mouse + ND ND 1 ND  ND ND ND ND ND (13
K Rat + T ND 1 ND ND * ND ND ND (2]
M B2 Glucocorticoid
/I Mouse + 1 1 1 ND  ND ND # ND 1 [15]
W34 Cow + ND | } ND ND * # ND 1 [45]
P+hCG
KB Rat + T ND ND ND * ND 1 i (16-17]
INS+hCG
KE Rat + T ND ND ND * # ND 1 (18]
8GR Continuous light
K Rat + T 1 ND ND ND * ND ND ND [33-34]

TE e+ BB - IEH ND ARG T Fhasslidin; | Bl « SR e Z Rl b #: TR

Note. +, structural change. —, normal. ND, not detected. 1, increased. | , decreased. * , prolonged or disordered or interrupted. #, decreased or

infertile.
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