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Effect of Sodium Ferulate on Migration Induced by Platelet Derived Growth Factor and

Endothelirr 1 in Cultured Vascular Smooth Muscle Cells
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[ ABSTRACT] Aim To investigate the effect of sodium ferulate( SF), one of the principal components of rhizoma ligustici

wallichii, on the migration induced by endothelir 1 (ET-1) and platelet derived growth factor (PDGF) in vascular smooth muscle
cells( VSMC) . Methods Cultured VSMC derived from spontaneously hypertensive rats( SHR) were used.

was determined by modified Boyden chamber assays.

Cell migration
[ Ca™ ]iwas measured with fluorescent Ca” indicator Fura2/AM.

Results ET-1 and PDGF significantly induced a migration of VSMC in a dose dependent manner, which was inhibited by pre-

treatment of VSMC with SF(10™ "~ 10" *mol/L) dose dependently.
ET-1 and PDGF provoked the rise of | Ca™ ]iin VSMC which was
significantly suppressed by 10~ * mol/L SF( P< 0.01) with a inhibitory peak at 80. 14% and 76. 69% .

PDGF were 85.04% and 81.92% ( P< 0.01) respectively.

The peak inhibition rate of migration induced by EI-1 and

Conclusions The

migration and rise of [ Ca™* ]i induced by ET-1 and PDGF in VSMC from SHR may be suppressed by SF.
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Figure 1. PDGF BB(A) and ET-1 ( B) induced the migration
of VSMC
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Figure 2. The effect of SF on the migration of VSMC induced
by the PDGF BB and ET 1
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0.0)s WHEE1FER[CT i THE, M 133 17
nmol/L T+ # 256 228 nmol/L ( P< 0.01) , iX F{E
HEEHKEZR, 1077 mol/L SF B B4 PDGF F1py
FE1BEFH[Ca™ 11 TFE, 30255514 80. 14%
F176.69% (# 1, Table 1) o
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Table 1. Changes of | Ca™ 11 in VSMC induced by PDGF BB,
ET1 and SF

b | n 2 At P9 07 B A IR BE (nmol/ L)
f B 14 153 £20
PDGF 41 14 291 +34°
PDGF+ SF 4H 14 188 129"
W ZE 14 14 256 £28°
WRZ 1+ SF 41 14 184 £26°

a: P< 0.01, 5xIBAELE:; b: P< 0.01, 5 PDGF 4AEL%: o P<
0.01, 5INEH 1 4HE.
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