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Effect of Curcumin on Proliferation of Rat Vascular
Smooth Muscle Cells Induced by Endothelin-1 and
Expression of Phosphorylated ERK1/2
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Abstract: Objective To study effect of curcumin on proliferation of rat vascular smooth muscle cells( VSMCs ) in-
duced by endothelin-1 (ET-1) and expression of phosphorylated p44/42 mitogen-activated protein kinase ( p44/42 MAPK,
ERK1/2). Methods Rat VSMCs cultured in vitro were exposed for 24 h to 10 ™ mol/L ET-1,10 "® mol/L ET-1 plus
10 "% mol/L,10 > mol/L,10 ~* mol/L curcumin repectively. The effect of curcumin on VSMCs growth and DNA synthesis
were investigated by cell counting,”H-thymidine incorporation , the expression of phosphorylated ERK1/2 (p-ERK1/2) were
determined by western blotting.  Results  Compaered with control group, VSMCs exposed to ET-1 showed significantly en-
hanced proliferation (P <0.05) ,curcumin could inhibit proliferation of VSMCs induced by ET-1( P <0.05) ,there are dose
dependent inhibitory effects in different concentration of curcumin. ET-1 treatment also increased significantly the expression
of p-ERK1/2, curcumin could decrease the effection (P <0.05). Conclusion Curcumin can inhibit the proliferation of
rat VSMCs and the expression of p-ERK1/2 induced by ET-1.
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% TEAN B 2 5 PR S HEE . N B2 3R -1 (endo-
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THHY DMEM 35553 & T 37 °C 5% CO, W46+
YFE 1 R E AT LA A N UEh e 2 ~3 JEL
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Ja N ZAIA ET-1 10 mol/L, 22 EH A
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ALEY DNA AR E

PeRE A K R A 4 fRE5 5% VSMCs, FH 0.25%
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AR e W AR AR B, A BRER KR 10% = S BE IR v
VR, g RSTE T J5 B N RRIE A AR ( PPO/
POPOP/ — W 28/ TCK LT ) i B 3 1, 7R W TN 14K
A EDE H SR, 25 R DL CPM R, B
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5% BRZH LA ET-1 2H VSMCs 4% *H-TdR 1)
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HATH AT DNA WA ;3 AR R = £ E R 4l
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