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Abstract

side (Ara-C) .either individually or in combination on the proliferation, apoptosis and differentiation of acute my-

Objectives: To explore the effects of all-trans retinoid acid (ATRA) and low dose cytosine arabino-

elomonocytic

leukemia cell line ACC247 cells. Methods: ACC247 cells were treated with ATRA and low dose Ara-C,either indi-
vidually or in combination for different time. Cell proliferation was studied by MTT assay. Flow cytometry analy-
sis of Annexin V-FITC/PI dual staining was used to examine apoptosis. Cell morphology was observed under the
light microscope. Results: ATRA inhibited the proliferation and promoted differentiation of ACC247 cells in a time-
dependent manner. Treatment of ACC247 cells by low dose Ara-C inhibited proliferation and induced apoptosis in a
time-dependent manner. The combination of ATRA and Ara-C resulted in differentiation and apoptosis of ACC247
cells. Conclusion : Combinationof ATRA and low dose Ara-C can inhibit proliferation,induce differentiation and ap-
optosis of ACC247 cells. The data suggests that combination usage of ATRA and low dose Ara-C may be a useful
treatment for acute myelomonocylic

leukemia(M4).
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