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regulating expression of protein kinase C of vascular
smooth muscle cell after hypoxia
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Abstract

AIM To investigate the effects of vasopressin-1a(V, ) receptor and V., receptor antagonists on
argipressin (AVP) regulating the expression of protein kinase C (PKC)-a, & and ¢ isoforms of
vascular smooth muscle cell (VSMC) and the changesin phospholipases C (PLC), D (PLD) and
A, (PLA,) activity. METHODS V SMCs from superior mesenteric artery of rats were hypoxia-
treated for 1.5 h. The expression of PKC-a, 6 and ¢ isoforms was detected with Western blot.
The PLC and PLD activities were assayed by enzyme-coupled fluorimetric analysis, and PLA,,

activity was assayed by acid-base titration. RESUL TS After hypoxia, the expression of VSMC
particulate PKC-a and ¢ increased, and AV P treatment further increased expression of PKC-a

and & in the particulate fractions. V, Receptor inhibitor d(CH,)5 [Tyr’(Me)] AVPsignificantly
antagonized this effect of AVP, simultaneously, also antagonized AV P-induced increasein PLC
and PLD activities of VSMC after hypoxia. But V., receptor antagonist d(CH,) [d-ll2Abu?]

AVP had no significant influence on AV P-induced increase in expression of PKC-a and ¢
isoforms and the activities of PLC and PLD. CONCL USION AVP induces
translocation/activation of PKC isoformsin VSMC mainly through aV,, receptor-dependent

PLC/PLD mechanism, while V., receptor plays alesser rolein the signal transduction pathway.
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