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Abstract

Acute promyelocytic leukemia (APL) is a cancer of the blood. Although electron beam (EB)
irradiation is used with other anti-cancer agents, EB irradiation can be harmful to normal tissues
around the cancer. In the present study, we evaluate the differential cytotoxic effect of EB
irradiation with other molecules, including TNF-q, on DMSO-treated HL-60 cells and HL-60
cells. HL-60 cells are the human promyleocytic leukemia cell line and are differentiated by
DMSO. DMSO-treated HL-60 cells are considered to be normal granulocytic cells. In these
results, TNF-a may be used as the potential agent for the treatment of blood cancer without side
effects in low dose of EB irradiation therapy.
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HL-60 A¥(American Type Culture Collection,
Rockville, USA)+= 10% heat-inactivated fetal bovine
serum (FBS), 100 U/ml¢] penicillin, 100 pg/ml€]
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MTT assay kit (Roche, Penzberg, Germany) 2 ©] &
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