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Apoptosis of Leukemic HL-60 Cells Induced by the Combination
of Hyperthemia and Vm-26 and Purging of the Leukemic Cells in Vitro

TONG Xiuzhen', HONG Wen-de', LUO Shao-Kai's GONG SU-zhen’s PENG Ai-hua'

(Sun Yat-set University of Medical Sciences 1. Department of Hematology, First Affiliated Hospital
2. Department of Physiology, Guangzhou 510080, China)

Abstract:[Objeciive] To investigate the differences in apoptosis between normal hematopoietic cells and leukemic cell
line induced by combination of hyperthemia (HT) and Vm-26 and purging of the leukemia cells in vitro. [Method] The
bone marrow cells of 13 cases acute leukemia, 15 cases healthy people and 10 cases HL-60, it was obsewed the percent-
age of apoptosis cells respectively by using morphological method, flow cytometry analysis and DNA electiophoresis as

well as the in vitro purging efficiencys using colony-forming cell culture. [Resulis] D When cells were incubated 42 C
60 min alone or cmbined 42 C 60 min with Vm-26 for 48 h, Sub-G; % of HL-60 was 76.4% £7.8%, 93.4% =£3.

6%, respectively ( P<Z0.01). Sub-G{ % of GM-CFU was 18.6%) £5. 1%, 40.1% £3.2%. respectively ( vs HL-
60, P<_0.01). DNA fiom HL-60 cells showed ladder fonn. @ After treatment with 42 “C 60 min plus Vm-26 (8.5
“ml/ L), inhibition rate was 9.2 % £1.8% for L-CFU, 100% for HL-60, 49.5% =+4.5% for GM-CFU. The HL-60
cells could be purged while the normal survived. [Conclusion] The effect of Vm-26 plus 42 “C 60 min induced apoptosis
on HL-60 were stronger than those on nomal hematopoietic cells. The combination of HT and Vm-26 was a good puiging
potocol of ABMT.
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