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[ ABSTRACT ] Aim To observe the regulatory effect of RhoA/Rho kinase in expression of tissure factor( TF) protein
influenced by fluvastatin, so as to explore the noval target point of fluvastatin in anti-artherosclerosis and anti-thrombosis.
Methods The same human umbilical vein endothelial cells (HUVEC) was cultured and passage cultured, and was then
divided into control group, TNF-a group, Flu group, and TNF-a + Flu group, TNF-a + Ang Il group, AngIl group and
TNF-o + Y27632 group.  RT-PCR method was used to examine the expression of TF mRNA.  Western blot method was
used to examine the TF protein expression and RhoA activity.  TF protein expression of HUVECs in control group, TNF-
a+ Ang Il group, Angll group, TNF-a group and TNF-a + Y27632 group was examined using Western blot method.
Results In the meanwhile of inducing the HUVECS TF expression, TNF-a also activated RhoA.  Fluvastatin inhibited
the activation of RhoA.  Ang Il could enhance the TF expression in HUVECS which induced by TNF-a, while Y27632
could inhibit the TF expression in HUVECS which induced by TNF-a. Conclusions The inhibitive effect of fluvasta-
tin on the TF expression might be achieved through the RhoA/ Rho signal regulatory pathway at small G protein level.
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Table 1. The relative amount of TF mRNA

7 A TF mRNA
25 I R 0.02 +0.01
TNF-o 21 0. 88 +0. 26"
Flu(1 wmol/L)£H 0.03 +0.02
TNF-o + Flu £H 0.48 0. 15"

a i P<0.05, 525 X BRAL L ;b A P <0.05, 5 TNF-o 41 HEEE

®2. HHAHUVEC BEBIRE.TF EBRIZKTE RhoA F
B FRIEKFNE B R A BB B
Table 2. The protein levels of HUVECs, TF and RhoA

£&-¢H HUVEC

A | U TF HH RhoA &1

25 R RR AL 13.2 0.06+0.02 0.04 +0.02
TNF-o 41 12.4 0.94 +0.32% 0.36 +0. 04"
Flu(1 wmol/L)#H 12.7 0.07 £0.01  0.08 +0.03
TNF-a + Flu 24 12.8 0.67 £0.23* 0.21 =0. 02"

a ki P<0.05, 5% FX IR LLHE ;b i P <0. 05,5 TNF-a 21 [,

2.2 AngII,Y-27632 X TF i& 5 RIEREEER
525 % B4 %, TNF-a0 + Ang 1T 41, TNF-«
P24l Ang I1 40 FI TNF-o + Y27632 40 TF E Kk
¥R EFE (P <0.05) ;5 TNF-a 41 b4, TNF-a +
Ang [ 4 TF & A FRR B+ (P <0.05) , 1M TNF-
o+ Y27632 4 TF H A RB W ERFEM (P <0.05);
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Figure 1. The effect of fluvastatin on TF mRNA abundance
induced by TNF-«
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Figure 2. The effects of intervention with TNF-a and Flu on

TF expression
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Figure 3. The effects of intervention with TNF-« and Flu on

RhoA expression

3. HHE TF EARIEKEMLER (x +5)
Table 3. The protein level of TF

| TF & FRBKT
25 X R 0.04 +0.01
TNF-a 4] 0.46 +0. 12
TNF-a + Ang Il 41 0.84 0. 18"
TNF-a + Y27632 4] 0.28 +0.08"
Ang T 41 0.38 +0. 14"

a P <0.05, 525 (X IR LU ;b A P <0.05, 5 TNF-a 41 b4,
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4. Western blot F3EME Ang Il 5 Y27632 X TF EEFIX
KB 0 M 4 marker, 1 %5 H4,5 4 TNF-a + Ang 1 41,
6} Ang T 41,7 N TNF-.,8 4 TNF-a + Y-27632 #4, B-actin 5545
43 kDa,TF H 47 47 kDa,

Figure 4. Western bolt indicated the effects of treatment
with Ang Il and Y27632 on TF expression
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