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Influence of IGF-1 on p-JNK,p-P38 in hypoxia ischemia neurons of rat
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Abstract: Objective To investigate the anti-apoptosis protective effects of insulin-like growth factor-1(IGF-1) on hypoxia is-
chemia neurons of rats and its action mechanism. Methods Cortical neurons were cultured, and made hypoxia ischemia cell model.
Hypoxia ischemia cells were incubated with IGF-lor AG1024 to study cell viability(MTT) , apoptosis(Flow cytometry),JNK and
P38 expression(Western blot) ,and Caspase-3 activation (f{luorometric method). Results Hypoxia ischemia cells were exposed to
IGF-lor AG1024 for 24 h,and MTT assay showed that the cell survival rates of IGF-1(HII group) and AG1024(HIIA group) were
(77.00+3.80) % and (62. 004, 40) % , respectively. The percentage of apoptotic cells was 14. 58 % and 24. 97 % , respectively.
The expression of p-JNK, p-P38 and Caspase-3 activation were inhibited by IGF-1. Conclusion IGF-1 protects neurons against hy-
poxia ischemia cells injure by inhibiting the expression of p-JNK,p-P38 and caspase-3 activation.
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