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Abstract AM  To study the effect of p38M A PK transfec-
tion on the biological characteristics of glioma cell C6
M ETHODS p38M A PK was transfected into glioma cell C6

by lipofectin Expression of p38M A PK was detected by
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mmunocytochenistry HE staining and flow cytometry were
adopted to measure the cell morphology, adhesion and cell
cycle RESULTS p38APK was expressed in transfected
glioma cells, with cell biological characteristics changing and
gooptotic cells energing CONCLUSION  Apoptosis of
glioma cell could be induced by p38 A PK transfection
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