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Relationship of protein kinase C with caspase-3 expression and apoptosis of cultured rat

neuron after hypoxia

HUANG He qingg CHEN Kang ning SHAO Shu-gin (Department of Neurolgy, Southwest Hospital Third military medi al University, Chongging 400038, China)

Abstract: Objective To explore the relationship between pmotein kinase C (PKC) and apoptosis of rat cultured rat neuron due to hypoxia.

Methods Neumwcorical neuron of fetal rat were cultivated under ischemic and hypoxic condition and 4 different concentrations of Calphostin G an

inhibitor against the catalytic subunit of PKC were added into the culture media and cultured further for 2 h. The suwival rate of neurons the ex-
pression of caspase-3 and the process of apoptosis indicated by TUNEL reaction were observed. Results With the prolonging of hypoxic time and

the increasng concentration of Calphostin G the survival rate of neuron was decreased significantly, and the positive rate of fluorescence staining and

the average fluorescent intensity of caspase-3 and TUNEL were significantly increased. Conclusion (DPKC and caspase-3 take part in the process

of neuron apoptosis after hypoxia. @ Calphostin C can enhance the hypoxic neuron apoptosis though the signal transduction of caspase-3. @ The

activating of PKC can protect neuron against hypoxic condition.
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