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BT 15% M0, RRAE KL 7.6 J3 2210/
50 734G ) LA TR T M AL TS . PE NHEHR 20
J5, FEMIENE. EAKR, FEIRA KM Sk
SN B, WKk, RIEAIE. PRS2 PR
B —ANREAE AR, B A PE & 645 i 1) e A A0 i
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2.1 MBS RINEIEFid RixER

I3 N R 40 B R 7 T B4 AT A2 44k (sFIe L) AT
T A B IR T (SENG) TE ik 14 25 3h 42 1 i 3R 0K #1 2
e EE AT AR . 2003 4F, Maynard
UG LR IR S 8 K I K B B kv S R & sFltl (1)
W EE, A UEAROK BRI AT FR T sFItl I RIE, 4
RARBIT @ik, BER. BIReiESE TN
BT HASFAE. {5 sFItl 75 BEATE R PN I 2R 1) B A) 4
B, HEZHBHMENE, S5 A sFltl BRIEA
— 3. 2011 &, Kumasawa £ F X N IR sFltl
(01T B A G 2533 PR Y () B IV I R M B (B 22 1) /N B
THEWN, N sFltl fEfRR PR Rt Rk, &
R T &k, EEKR. BIhaedhFE. Bz
. B ILE W K B B % (intrauterine growth
retardation, TUGR)%E i B BARRAE, HE A H I
HELLP Zx&4E. fEMR#TT I, AR /s E
AN, DR A (AR Ak, TG 2 A A 1
KA IR, BAHN, Venkatesha 252K LT IR K BRAA
WA SENG i ik 2 51 i ifl e AR R,
I HLAE U g% K B AR PN [R] I 3 R JE sFItl A SENG #
2 FEA RN E RN, B IR, X R
R R T UEFR Z A MR A 2 AR IE, Tk
AR A R A2 PE R — AN EE BAFAE .
22 MEAREKEFIRIEER

RS 1 LI = " e /S 1 = =9, el =6
Wz AR K PR 7 (VEGF) 7R 6 5 R 3l P 1) i 3R 1K 2 7
TR AT — R AR R EE M S AL 2005 4,
Murakami ZEU5E T 7F ICR FBUIEYE 5.5~16.5 K22 [H]
RS2 Rk 3 10 ng H2H RUE VEGF,, KA
FEAEFAR r IR e A A BRI W s B T
LRI IS . EEEA NE AR BT
P R EFR E A AR AN R ST T TR AL, AT
FLH AL 2 S0 5T PE % A VEGF 5 sFitl 2 [f]
195 R R I, VEGF 7£ PE J55 AN 45 PR d5 I o 5 %
ik, T sFItl 7R I T 1) R B R 2 A b it SR 0A,
A F — 38 BF R AR B iR A 5 R L e 52 i i
VEGF szt Kb, BaAL sFltl 78+ 1
Hh i 3Rk X U GR I W I VEGF 3 3 i fR 47
ARSI LR ML, TR, FFRHET FEN
JECRE S Mk R IE VEGF I F B, RIRIEX — 1]
W RN, e MY HE AR 4 RE/N
RERENRESDNR T EBEL. BE, fEHAE

6 R I 25 gt 4K B D B B B R T 9 S RU486 15
SR, 12~18h J5, FFEFARAEIE 58k
FEO, MU 156 e b SR — . P
G EVIO)E, ERNEREAEANEIL VEGF 1)
e MG EE. WE S RZE5n &R
Bic. #EUR RS VEGF ik LT, &iF k2R
fa#H sFItl ik B 22 R Y sFItl 225 T
i IR WY . 8RR BASCE IR R
211 38 A 55 R AT A AREIR U, I HLA R v I
SEFE KB B IEH K, 5 PE g AR —2.
AR 2 ARy, AR R IG5 )2 A AR T AN A2 1)
fH0L. I BAEE R BT AREEE, XN RHA
FORE G, [R IR S FE (>10° IFU/ml) B 18
. (BT ER R RN 74 Tet-On % 5
RGMGEE )G, 0] DUSEIUIEURA [F] B 3075 5 14
Mk, AT LLEE G A DL AR A AR B S s B AR AL 1
O, SIERERGHEAMG GG, EReLI Lk
) W 5% A B (R R B L R, BB R Al 42
f 7 — P SIS T ER

3 HEKRIERE

3.1 B FEEEERUPP)EE

1982 4, Abitbol &SI i A B} AR SR UK
N ST 117 S NNTTRY: 55 R =1 Y L €= KW eI B
T 5 WEVE JE (reduced uterine perfusion pressure,
RUPP)AY 2 LA IR i . $2 mfil BA A (1)
sFlt1 A28 R4 f IR+ E A 3R 6 (IL-6)7KF, A
LUk IEHA R PIGF &, &4 B TUGRI. SR,
AR AT P IR R AR AR E RS,
Gb, ANBETFARIAZESN K I AE PE B IE ) B PR,
3.2 RAFSEF 1aHIF-1a)iT FIXEE

B4 S T 1a(hypoxia-inducible factor 1o,
HIF-1o) /& — Fhe K1, 1EA SR 4 5 N &
SRR FE PR E SRR . N T VP BV S TR
BIAR IR &R, M2 T Z2ME HIF-1a Rk
RS TE. 2010 45, Tal SFUFELEDREE 8 K
25 /N R B K B R IE HIF-1oc 1 AR 33 4F HIF-1a
HRIE, RRZARHBO L. & AR A B
MRS AR RIS, B R B sFItl A1 sEng 7RG i
LTt BRIk A, BT AR IE UR 5 &R Un
IUGR F1ZE{EL HELLP HREAR, HAE B R i A
RIS ZAMZE ) 5. o, H LR
Az LA FL il (COMT B )i SR 341 COMT B ]
i 3E HIF- Lo 41041 77 — A 480 B S48 3K (2-ME) 1 2E
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B #0fi, fE COMT M r PR i, HIF-1o 36 P
Haom, Zifl 4L TUGR. & I AN AR PR 251
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TR SEURH G2 PR 7 2 B A7 FE T T () B AR R G R A
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AU 2. EIRVEST AT, SZARHUAATY )
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RBIE T AT, 324K, 10 AT, 524K A2 8 74 1 & Xk
03I T e 3 EE 2 R0, I R WY LT A
AT, ZARKIFEUAIAM Anti-AT, KK 5 S Hiik, 5
UK N IR AT, 32 AR 15 5050 2l i ) Anti-AT, 52
P B B PR AN SRR HHREAREY. b Ak, A
PR TR R R R R RIA R R
(TGR(hAGT) Mother)-5 A B 2 RE 5 Vi 04 ()
P (TGR(hREN) Father) X2 Fit, F1 M AAAE SOk
WP T IR AT HREIR, sk, &
PR B /NERET YR (IR R B ik NS A A Ak R0
TUGRP.
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AR A, W 2, 3- RUIN4EEE(IDO) 5 A2
PIRTIRATIAE G, e — M R R A R
JREER B, FEIRAT T 20 BE 1 K A R U5 14 87 5k
¥ (endothelial-derived relaxing factor). 2015 4F,
Santillan %55 & BUUEUR 1) IDO b /)N BRI H RFAE
PR /NERY BRI A BRI OR e P 1L
W D RERRAS & TUGR, (B2 RIS AR T
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TPt 9 4T K BRI 4 9 5] 42 14 NOS # bl K 15
m i, (H A UG LR AN E R IR, I
B PR AN R P ) — AR (NO) 2 45 1 LS 7k 11
FEREZ —. SR, IXLUHE T S i e iR ) LIS
T (AR R/ ) 72 NOS #iil57 (L-NAME) B &I{E H
SE. BEAR NOS HI B At LA R I
EK BRE B Qi 0 B T 8 1 R A S /N R I 2R B
RS FERE.
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8.1 BPH/5 /NRRIEZEY

BPH/5 /Nl e — P B e i e ) SR . e A&
LA TR AT 0 S R IR B O R M v If
JEv BAR. W IIEERERS . B/NEREELL . BR AR
BARMERFE kR, I A ML % BPH/S
Z B PR AR AR A SR 107 2B IR T (VEGF ) KB 1
T9R T HARE IR R B TR TE .
8.2 p57NR EEFRK/NRIRE

TENFUNE A, pS78e HCRIE T BER, A2 LR
11 A 0 B R PR SR 1) R 2 S . 2002
4, Kanayama SF¥R L, 4 pS79 K BME S
TR ACHCR , 22 R 2 R LA AT a0
s, EAR B2, WREAREZIEA
A /NSRRI BT R IO 9 ek 55 R P R 2R
% . XA TR BT RS B pSTR BhR T 5L
AN B Hp ) B % 77 2 4 Y (immature intermediate

trophoblast)id B 3458 51 &2 ). (HF 58 H A [ BH
BEARAE PR o sFItl B sEng B84k, DL J2 15 3
IUGR IR .
8.3 RGS5 fRK/NRIRE

RGS5(regulator of G protein signaling 5) B /2 &
I R LR EE R A DG B I T A, R0 LA D AR O i
SRS AFE 4, 2015 4, Holobotovskyy %5 I7E g
RGSS mbr/INEUS &I, RGS Bk 152 B2 H I s
Mk EEK JEHF sFltl K22 EFA-FiG
MV S W A5 TR AT AE IR, 3 ANE L T TUGR.
EIFEA RIS MR DT AEAR

9 & 2

ERTHE RS R B S S TR 1. XL
BRARLSR A TR 2 % T A A AR I RE AN AR i L
fift. FERER, SRR A R Ak SR A T A
BRIV BT T AR R AR o AR AR AR
T, IR LSRR I PEAT S Sl RS 28 1 AT O R
2% BRAR LA P 26 2 DL RO T 22 5 AR B AL A 52 i D
J1. HET, BOYBA AR — M BRI AT
FITAT IR ARAEAR O350 A A — A 2R i A4
NIT IR R I B SE B A 25 53, BUATR AT &
JERCT . MME, BEEMRERTRIE. 78 A BR ST
PECL K T S PR IR B 5 1 B A R A R 32 B AR 1
FESL, VLR aT i 7 RRIRARN, AARR R
A A ISR R ST, R ROR R A 25 1) ] 1
o IS0 B0 0 SR R UL BT A G T T 73 4 R R

Table 1 Advantages and disadvantages of animal models for preeclampsia
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Advance of Animal Models for Preeclampsia”

XIAO Zhong-Lin"?, YANG Qing"”, ZHANG Jian?, FAN Xiu-Jun®"
(" College of Veterinary Medicine, Hunan Agricultural University, Changsha 410128, China;
? Laboratory for Reproductive Health, Shenzhen Institute of Advanced Technology, Chinese Academy of Sciences, Shenzhen 518055, China)

Abstract Preeclampsia (PE) is a severe pregnancy syndrome with multi-organ vascular dysfunction and classical
symptoms, such as, maternal hypertension, proteinuria, glomerular endotheliosis and insufficient trophoblastic
invasion. Although quite bit of animal models have been established for PE study, different animal models have
both advantages and disadvantages. To date, there is still no one ideal animal model for PE study. This is also the
reason that the etiology of PE is still unknown, and no effective treatments are available for PE. In the light of
providing references for selecting the right animal model for investigations and establishing ideal animal models,

we summarized the characteristic of different animal models for PE in this review.
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