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[ Abstract]Objective : To investigate the expression of activated Cdc42—-associated kinase (ACK1) in the placenta of normal women
with full-term pregnancy versus pregnant women with preeclampsia(PE ), the regulatory effect of ACKI on invasion of trophoblasts,
and the role of ACKI in the pathogenesis of PE. Methods ; Placenta tissue samples were collected from 23 normal women with full-term
pregnancy and 23 pregnant women with PE who underwent elective cesarean section in The First Affiliated Hospital of Chongging
Medical University from October 2015 to October 2016. Immunohistochemistry and Western blot were used to measure the expression
of ACK1 in the placenta. The trophoblast cell line(HTR8/SVneo cells) was divided into normoxia control group (N group), hypoxia/
reoxygenation (H/R) group,and ACKI lentivirus knockdown group (ACK1 shRNA group). Transwell assay was used to evaluate the
invasion of cells and flow cytometry was used to measure the apoptosis of cells. Western blot was used to measure the protein

expression of ACKI,matrix metalloproteinase—9(MMP-9) ,and tissue inhibitor of metalloproteinase—2(TIMP2) in HTR8/SVneo cells.
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had significant reductions in the protein expression of ACK1 (=
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P=0.000;:=7.745,P=0.001) and a significant increase in the protein expression of TIMP1(:=10.690,P=0.000;:=14.330,P=0.000).
The ACKI1 shRNA group and the H/R group had a significant reduction in the number of cells migrating to the lower chamber
(¢=12.260, P=0.000;:=11.320,P=0.000). The H/R group had a significant increase in cell apoptosis rate(1=2.260,P=0.000) ,while the
ACK1 shRNA group had no significant change in apoptosis rate (:=8.317,P=0.088 ). Conclusion ; Downregulation of ACK1 expression

inhibits the invasion of trophoblasts, suggesting that ACK1 may play an important role in the pathogenesis of PE.
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BRI 3.0 x 10°4Y); FEH1 600 pl 5E4R5E3E (10%FBS) ,
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BERERKZEFIR 2019 £5 44 55 6 H7 ( Journal of Chongqing Medical University 2019.Vol.44 No.6 )

— 731 —

Nq PEAH

ACK] o —— - 120 kD

B-actin D GNP GENS GNP WP W 3 ()
E 1 ACK! ZEIEHEERAZARER FMATHZAREPRIEERL

F2 ACKI EEEREBAATHREFLEEST

ACK17E
2151 %
i eryed
N4 23 0.661 +0.081
PEZH 23 0.232 +0.075

2.2 H/R #=1% y% & 4 ¢ L 32 5 HTR8/SVneo #8 . F ACK1
o9 Ak

22 120 gt X 2 LA SR 10 4 975 1 4% % HTR8/SVneo 4t L 11
SRR Ny 99.75% , F AR E ML YRR S350 H . WB
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— 732 — BERERKZFIR 2019 £5 44 55 6 H5 ( Journal of Chongging Medical University 2019.Vol.44 No.6 )
@“%
A . A
AT B :
& O Q¥ 307
MMP9 —_——— @ - s —

TIMP1 —— il
B-actin e R

4 1BREEEMER HR &EF MMPI. TIMP1 BERRILER
*5 &AIEEA MMP EEHEMREKE

4151 MMPOZE AN ek K
NZH 1.034+0.133
ACK1 shRNA £ * 0.481 + 0.056
H/R 41" 0.504 +0.019

W MK 2E R F=41.742, P=0.000;a:N 251 ACK1 shRNA 4 H#%,
1,=8.071,P=0.000;b,N £l H/R 41 b 4% ,1,=7.745,P=0.001

F6 HHAMEATIMP1 ZEEENRIZKE (x£s)

A5 TIMP1ZE AR FE K
N4 0.748 = 0.061
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1,=2.26,P=0.000;b: N £H 1 H/R £ HL#5,1,=8.317, P=0.088
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IR Tk b A BRI IR X G TR A 1228
oA R FEAEYR 12 R A A, SRR AN 3R 4
AR ZEF 5 R, I BEV % IR HE Sh Bk 1R 78 , i i
B IR R T N T B , R A A a3
F 900 17 I B, SEUTE PR B, S B R
Serea s 2 Y B R A e, IR AT
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