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Effect of Ang [l on invasion of trophoblast cells
WANG Mei, LI Li, YU Li-li, ZHENG Ying-ru, WANG Yun ( Department of Obstetrics and Gynecology , Institute of Surgery Re-
search, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To study the effect of angiotensin [l (Ang Il ) and its receptor (ATIR) on the in-

vasion and focal adhesion kinase ( FAK) tyrosine phosphorylation of trophoblast cells. Methods

trophoblast cells were isolated and cultured, then respectively treated with either Ang [l or Valsartan.

model was used to measure the invasion.

Results  The cell invasion was significantly increased by 10

mol/L Ang [l was lower than control cells (P <0.05).

The human

Transwell

The FAK phosphorylation on tyr397 was assessed by Western blotting.

while that lw 10°°
> mol/1.

“mol/L Ang Il (P <0. 01),
The cell invasion peaked in 12 h by 10~

Ang Il , while that of the control cells in 48 h., Ang [l induced a dose-de pu](lem augmentation in FAK phospho-

rylation. The activity of FAK reached the maximum in 10 min by 10

"mol/L. Ang II. Valsartan could partly

block the function of Ang II. Conclusion Ang [l can promote the invasion of trophoblast cells by combining

with ATIR and activating the FAK tyrosine phosphorylation. It suggests that excessively increased Ang Il result

in pathogenesis of preeclampsia through disturbing the normally invasive mechanism of trophoblast cells.
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