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[ Abstracl Objective To investigatew hether wide type p33 could induce RGS16 pwotein expressing in rat glima
C6 celk M ethods A fier C6 celk were transfected w ih pEGFP— C3— wt p53 or treated by epirubicin (400ng /m )
respectively brOh 4h 8h 16h 26h 32h and 52h the cellswere fixed and the expression of p53 and RGS16 pro-
tein was detected by mmunocytochen stry Results After C6 cellwas transfected w ih pEGFP- C3- wt p53 the
expression of p53 was detected at 4h 8h 16h 26h and 32h and RGS16 protein was detected only at 8h and 16h
A fier treated by epiubicin (400ng/m ), the expressin of p53 was detected only at26h butnone of RGS16 protein
Concluision: Experment in C6 cell showed the expression of RGS16 could be induced by wide type p53 n gliom a C6
celk
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