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Protective Effect of FasudilH ydrochloride on Cytoskeleton of Hum an Um bilical V ein

Endothelial Cells Injury Induced by Angiotensin® in V itro
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[ABSTRACT] Aim To mvestigate the effects of fasudil hydrochloride on the mjury of hum an umbilical vein endo-

thelial cell(HUVEC) iduced by angiotensin@® (Ang @) which mnflience on the expression of Rho associated kinase
(ROCK) and phosphomyosin light chain( PMLC). M ethods HUVEC were incubated in vitro and treated w ith Ang
Ang@®+ specific blocker(Y-27632), Ang@+ fasudil hydrochloride for different tine
by MTT method M orphous and distrbution changes of F-actin were observed by mmunofluorescence expression of
ROCK and PMLC werem easured by W estem B lotting Results Canparedw ith control group Ang® had significant
inhbitory effect on endothelial cells vigor(P < Q 01), furthemore these effects were dose-dependent (P < Q 01) in the

Cell activities w ere detected

other three groups M omhous and distribution changes of F-actin by munofluorescence canpared w ith control groun the
mpture of stree fbers constructed by F-actin  defom ation and digitation of HUVEC were exhibited Canpared w ith Ang@®
group expression of ROCK and PMLC in the specific blocker group and the drug group w ere ramarkably restrained (P <

Q 01), buthigher than the control group (P < Q 01). Conclusion Fasudil hydrochloride can protect the cytoskeletal
of HUVEC which were nduced by Ang@), through obviously controlling the expression of ROCK and PMLC i the Rho/

Rho kmnase signaling pathways thus weakened the dam age n cytoskeletal
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J Rhoi#f ( Rho-associated coiled-coil threonine kt
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THE, # 1< 10N ERTREREMR BT 9 CO,
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W 7 4 B 350 m . Rho e FEL B 77 Y 27632 (1
HAREHR 30 bmol/L)3E % 8 h REFERE KK
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M 490 nm AR K EE
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REER, FEOLAHEHEY . ZF, RAKET
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LHLHE PMLC" . HEGEIRA M Rhols Rho4h
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ARSI 5638 1ok G g% e MR N B A IR TR A, &5
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MTTVEUESE Ang@R] BLBH B #04] EC ¥ /7, M Rho
TR FFL U 771 0 6 R V25 AT /R W LA BH Bk 55 A ng (Bt
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] Rhofs 5 % S o Rho¥ iy & Filf PMLC
B EMIRIE, J855 WL 22 0548 0 40 i B 22 0 Rk R, X
ECAH R 1EF, #&77 RholgFfl PMLC & A A fg
B EC BEEEIh BE AR 47 1 20 T 50 05, o — DR
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