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I nteraction of PKC{ and Raf in the activation of ERK1/2 in rat vascular
smooth muscle cells induced by Ang II
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Abstract

<P><FONT face=Verdana=AIM: To investigate the crosstalk of PKCC isoform with
Raf in the signal pathway of vascular smooth muscle cell (VSMC) hypertrophy
induced by </FONT><FONT face=Verdana>angiotensin Il (Ang 11).METHODS: The
protein synthesis of VSMCs was measured by [<SUP>3</SUP=>H] -thymidine
incorporation. The expression of PKC{ and ERK1/2 proteins were detected by
Western </FONT><FONT face=Verdana>blotting. The interaction of the signal
molecules was examined by immunoprecipitation.RESULTS: Pretreatment of VSMCs
with PKC non-specific inhibitor staurosporine or PKC{ pseudosubstrate inhibitor (PS-
PKCQ), the Ang Il-induced [<SUP>3</SUP>H] -</FONT><FONT
face=Verdana>thymidine incorporation into VSMCs was decreased markedly. PS-
PKCC pretreatment significantly decreased phosphorylation of ERK1/2 induced by
Ang II. </FONT><FONT face=Verdana>Compared with VSMCs transfected with wild
type Raf, PKCC phosphorylation was similar in the VSMCs transfected with dominant
negative Raf (Raf S621A). </FONT><FONT face=Verdana>=Immunoprecipitation
analysis showed that Ang Il stimulated the association of Ras with Raf, but PKCC
inhibitor had no influence on Ang Il-induced </FONT=><FONT
face=Verdana>conjugation of Ras with Raf. After Raf activity was inhibited by Raf
S621A, Ang Il-induced ERK1/2 phosphorylation level declined.<BR>CONCLUSION:
These results suggest that PKCC is involved in protein synthese induced by Ang I
in VSMCs, but PKCC induces ERK1/2 activation via a Raf-</FONT><FONT
face=Verdana>=independent pathway. </FONT></P>
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