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Mechanism and influences of Homoharringtonine on apoptosis of HLL60 human acute myeloid leukemia cell line”
SONG Xia' ,CHEN Tao*,ZHANG Wei*” ,LIU Chun' ,CHEN Ming"
(1. Department of Nuclear Medicine , First Hospital of Lanzhou University ,Lanzhou ,Gansu 730000, China;
2. Department of Clinical Laboratory ,Gansu Province Hospital Rehabilitation Center , Lanzhou,Gansu 730000, China;
3. Central Laboratory ,First Hospital of Lanzhou University ,Lanzhou,Gansu 730000, China)

Abstract: Objective To investigate the influences of homoharringtonine on apoptosis of HL60 human
acute myeloid leukemia cell line and their mechanism. Methods HIL60 cells were studied and divided into the
control group and the study group. The control group was cultured without HHT. The study group were add-
ed 0.2,0.4,0.6,1.2 mg/LL. HHT,and cell proliferation plots were curved after been cultured 24,48,72,96 h
respectively. The cloning efficiency of HLL60 cells was measured by colony formation assays after 0.1,0. 3,0. 6
mg/I. HHT were added to other study group. The expression of caspase-3, proto-oncogene c-myc, Bel-2, Bax
were detected by Western blot. The apoptotic rate was also detected by FCM. Results The inhibition rate of
HL60 cells was gradually increased with the concentration of HHT in a dose dependent manner. The 1. 2
mg/L. HHT was the most sensitive concentration for HL60 cells. With the increased of the concentration of
HHT,.the cloning efficiency of HL60 cells was gradually decreased in a dose dependent manner. The cloning
efficiency of HL60 cells was the lowest after adding 0. 6 mg/LL. HHT. The expression level of Bel-2,c-myc de-
creased and the expression level of caspase-3 and Bax were increased after 48 h cultured which added 1. 2 mg/L
HHT. FCM showed a large amount of apoptotic HL60 cells which were processed with 0. 6 mg/I. HHT and
48 h cultured. Conclusion Homoharringtonine can inhibite the proliferation of HL.60 cells and induce the ap-
optosis.and the mechanism is probably related to the up-regulation of caspase-3 and Bax and down-regulation

of Bel-2 and c-myec.

*  ERETE . 22M R B ARBEE R e m A BT 55 9% % 005 4 7 IV (1zujbky-2012-196)
EEB N KT L B BERI, FEAFIGR s, 2 BEMEE Email:zw_email@aliyun. com,
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2471-2474.
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