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Abstract: Objective To explore the effect of tumor suppressor gene PTEN on cyclophosphamide treat non Hodgkin lymphoma and to
provide experimental evidence for the treatment of B cell non-Hodgkin’s lymphoma. Methods 1P technology extracted the PTEN pro-
tein from cells. The activity of PTEN gene in Namalwa cells were detected by HPLC at different time (10,30,60 min) and different
concentrations of cyclophosphamide (0,25,50 wmol « L™"). Western blot was used to detect the expressions of phosphorylate PTEN
and Akt. Gene chip screening the gene expression change of cyclophosphamide effect in Namalwa cells. g-PCR examined the gene ex-
pression profile changes about the result of gene chip. Results PTEN activity decreased after different concentration of cyclophospha-
mide in Namalwa cell. Western blot showed the phosphorylation of PTEN and Akt reduced. Microarray screening revealed that there
were 13 genes up-regulated and 16 down regulated. Conclusions Cyclophosphamide induces B cell non-Hodgkin’s lymphoma Namal-
wa cells caused by gene expression widely changes.
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