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Study of the role of PKC signaling pathway in VEGF expression in cardiac

myocytes under hypoxia in rats

JIN Jun, HUANG Lan, LI Hong, XIANG Chang-qging (Department of Cardiology, Xingiao Hospitak Third Military M edical
University, Chongging 400037, China)

Abstract Objective: To study the effects of hypoxia on the expression of vascular and en-
dothelial growth factor (VEGF) in cardiac myocytes in rats and the role of protein kinase C
(PKC) signal transduction pathway in this event. Methods: The primary culture of the cardiac
myocytes of rats was used. The effects of hy poxia were observed after the cardiac myocytes were
cultured under hypoxia for 6, 12 and 24 hours. The rle of PKC was determined after different
concentrations of PMA (a PKC activator) or chelerythrine (a PKC inhibitor) were added to the
medium of cardiac myocytes and cultured under hypoxia for 24 hours. VEGF protein was deter-
mined with immunohistochemical assay and image processing and quantitative analysis were done
with a computer. Results: The expression of VEGF in the cardiac myocytes of rats increased after
culture under hy poxia (P< 0.01) and after the administration of PMA (P< . 01) and decreased
after the treatment of chelerythrine (P<Z 0. 01). Conclusion. Hypoxia is a pow erful factor to in-
crease the ex pression of VEGF in cardiac myocy tes of rats and the activation of PKC is an essential
component of the signal transduction pathway to increase the expression of VEGF in the cardiac
my ocytes.
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Monitoring the changes of T cell and its subgroup after orthotopic cardiac

transplantation with flow cytometry
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