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Abstract

Preeclampsia (PE) is one of the serious pregnancy complications that usually begins after 20 weeks
of gestation, with an incidence of 5%~7%. In addition to the typical symptoms of hypertension and
proteinuria, it is often complicated by liver, kidney, lung and other organ function limitations, and
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even death. The disease may be highly associated with abnormal early placental development in
pregnant women, including: redox status of placental cytotrophoblast, abnormal remodeling of spiral
arteries, and increased levels of vascular endothelial growth factor receptor (Flt-1). The above three
factors are mutually causal, and FlIt-1 has been used as a sensitive indicator for the diagnosis of PE.
Existing studies have shown that appropriate expression of Flt-1 may play a protective role in PE
pregnancy, which provides a new idea for the treatment of PE. This paper reviews the correlation
between the pathogenesis of PE and placenta.
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1. 5|15

Je I8 (pre-eclampsia, PE) 2450k 20 fil 7e4a 5, A& MR ANER R (266t b AR 2 8oL AInK it
SRR, WARBEAINGYY, ZAS IR B Bl K R REEEREIR L], AR LR R AR i 1 R
RIS 3G n[2], BEE fE S REIR A iy, JLRURR IR B 1) 5%~7% [3], JFRIZE LTS,
SR E 7 LTI H WIR R Z —[4]. PE & —MZ R RERHAEGRIMHRIR, 7 HesBERiE . ok
BEfiG. SR ERPEAANE IS A O, A G R R TR B RF[5], BT e A4 g 37 2 1 A d )5
ARE S EUEHESN KA T YR, M0 A P R 40 2B K IR F- 32 44 (fms related tyrosine kinase 1, Flt-1)
WEERE, =ZFMEAEM BONBER[S]. SIEWEIRZAEMEE, PE BFHAEMEYR 30 i AN Flt-1 K-V B3
BN, XK KT R R, X Fit-1 vl {E N2 Wiz I BUREEFR[6], 1 Fit-1 &R Rk
BLVFTE PE WEGRRAEGRYER7], X AIRIKIZIE PE 345 B . PE HRTHA BUNIRIT 77 T 400
ZOb iR, (HIX S FEUR P2 JLRIRAEB]. AUk PE A AL 5 B2 I AH ST A E— 25348

2. PE B & f=HIE
2.1. REBAREFENSUTES

SN B 5% 2 B R S S A R T S R 3 ) i s AR s ¢ R R . LRI KCa2.3
A KCa3.1 HYZRIL/KF-, IMTSZNA L A R i, X5 KCa2.3 M1 KCa3.1 /22 5 N Fz4H il _E 42 i il
AR KTEZEIE A OS[9]. K I R AT gk e i R 4u i gk, s /R AT S 350 0 s
AT 3 B T+ [10] . 7E PE BB+, W TR MIEALEE (superoxide dismutase, SOD) it [a] i 14 AT Bt
g M A — A2 R 1 82 81 b i (nadph oxidase, NOX) IE [ 15 53 KCa 2.3 # KCa 3.1 F=4= 17 ) sk, 1L N
PRI AR aE, AR [11]. Bt FEie kB, PE B3& Rk SOD. NOX 17 F#4b, MEsT
TR R A8 8 T IR 5 240, S EE M AR i R AR, X R RES 5 T PE R E[12].

2.2. BiERk AR EE

RZHWT TN Z R R A SR BN, R LR 2 A T8 AR RS, R R AR iR
LI, T RE P EUR RN T B AR e S K B S2 B, E R T B WU BRI [13]. XA iR 4
B RE (A 0 AL 5 R S T BRI TR A LA D, N A PE KU [14] 0 3E D BT FEIEIE S,

B
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FH B2 8 2 ik 2 998 57 481 51 RS (i A ML B 80 FI-1 7= 2R3, 1k 51 2 4 40 i A N R 40 OO Th e R
55 T8 PE [15].

2.3. Flt-1

Flt-1 A DL 5 9% 35 1 406 2 b i 1f % 38 3% K] 1 (vascular permeability factor, VPF)filfif %% 24E K K 1
(placental growth factor, PLGF)AHZE &, AT B AR P & %o I P9 152 40 B e 4 Sh RE OS2 IR [16] 0 38 24 (R 401 1f
BN A U T, 7R R SRR R WL HL AT ARSI, H M S Fit-1 RIA 2 iE K PE S5 fE R
[17]. BEAh, Jsa ZE[L7IWFFLRIN, DEBAH FIt-1 KPS BRI Z2 1 i O U fr s, S BB ARSI )L
Y 5% L B VPR [ S IS, 1O RERA R U ET AT 2 1o a2 SO0 FH TR IEG S 128 TR B0 s 751 6 T ATE AR A o
M E A IR FIC-L IR EEFEAT , W] Re 2 4 K A PE B 807 A [18]. X T 2 kA PE 122104
i Flt-1 RikKF, RKATRER PE Bty 7R [19]. FRE, Sabah 25 N[20]WFFCIESE, 4RI Flt-1 (9%
EACE— B R IR A 1 20-50 5, (9 IA#E %2 VPF. PLGF 25101228, MMifEfa# % T FEllZ
MIE IR E . HAR VPF FI PIGF 7E4F 4R #1155 G LA A AR o S 20RARAVE T, (H el T R A i afn 5 350
TR SR FIt-1 (L BRIk, RIT2 S8 PE [21]. (HXT Flt-1 fafh ik K7 & 540 BEIR BGE % PE,
B PEWRITAR, EHRER—LHT.

24. HtEE

SeAh, VFE R R D, M RKE N1 BZRATIR), R e id FElus . e R 3. MR KR,
M2 KT N R (ET-1) A1 ER BT R4 B 55 T RELE PE FAHLEE T A H o

3. PE HX KRR EaN R E

Fushima 58 A [22]JF & 7 —Foi /N B PE IR AY, FIt-1 /KPR BESRIA, 1FSE S A A sk AR G,
N 51 R BE R T = A R R, LR AR A K R & 52 R (intrauterine growth retardation, ITUGR).
Huang %5 A\ [23]7F CLE 7 K B PE A8 rp (i I VU ME(PTZ), #8717 SO0E e o FE SIS 7E PE HREIEH .
Vogtmann &5 A\ [24]7E/N ) PE I EBRE H, fER9R I HRIGS FI-1 IEE RIS, WERE SR 1/
B A A 0L T 9 M I P R A 2B K TR 7 524 L RV (R B TR K T, S ECTR IUGR K BERR 371 1) PE
SR Al Saad &8 A [25]7E — Bl 8 B 8 AN F 0 FIt-1 R tEFak @ /N B PE B8, 4R
Ay T 20N R IR A 2R (IR B B R T IR AL(P < 0.05), X ] B B4 A A4 VT 5 S i 4= 4 PLGF 7E
— R BN RAR A ) PE REAR

4. BITHER

JE S IR R S PE SR I AN R R B AR AR 7 %8, R — S8 25t RE L 214G 22 A PE JiE
PR ERHE K A RIS TR R VE A

— T3 AR PE R K BRASERY A A P A R 3R (— B A A AR B U LR Ao 1 1) A A 2 e T ) BB 5 8T )
VCHR NG TT ORI R B, %25 T BRAK FlIt-1 A1 VPF RiA7KF[26]. b4k, FHMFARAMTT (—Fh FEARIR
JIEL [ P2 1) e 25 9) % PE /N RS EAT IR, AT VPR Rl PIGF /K FTH:, Flt-1 ACPBEAR, M Al Biess
BRI A e gt AR K R B [27].

Yang 55 A [26]8F 2 K30, 24590 M0 B E (— Mt 28 AT 77) ml ek s PE AL /)N BRI 2R R AR 4 v i
R EACE L Wb 2 SEAT M IR B PR A I FIt-1 fERIE, FRBINGEE R PIGF (4, 55t AL
FHECEH AR S 7 BUEIAETE (P < 0.05). B4, FASMERIAYT PE Y7 RCHIUER, %3803 AT BRI OR BRI
1 Flt-1 7KF[28]
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Gu S5 N [29] (fF FE A DLV &7 3t /K mT DUIE L A0 1) 45530 R FEAIR Flt-1 7KF, 2538 PE /I B AP ) sy I

AER e BEA, ST RO TR BI[30], HAER/> Flt-1 (1974, I I8 2RI (KR m00 K 208 3 B

Dhtie

BEhS, MMTTES PE A4, 55— Tk T PE /NI ARBE LR, A A R iy T oxd B AT V677 7T

fresdt AR e B i B AR KR [25] -
5 RE

JYERILWT IR, FRIR FItL fEGEYR P R2RIA7K-F AT 20 PE FIREIR A FEAR TUGR F & A2 KU [31],

RG] 24 R E — AN A 38 [ K P ek BB b () P 730 75 B — 2B 7T, RURSE R FItl Rk ER G )L
HIAWALE B R FEEAEM[32]. FILEN Fltl RiEKFIETRGFE PE FEARE F I EE LB, £
RFRATT T B XA TT 1 AT IR I T
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