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Fig 1 DNA histograms of HL60 cells and PMA- differentiated cells treated with Cam 0.2 pg*ml™ ' or

Har 0.1 pg*ml™ ! for 3 h.
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Fig 2 DNA histograms of HL60 cells and DMSO- differentiated cells treated with Cam 0.2 pg*ml™!

or Har 0.1 pg*ml ! for 3 h.
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Percentage of apoptotic cells in HL60 cells, PMA-differentiated cells CA), and DMSO-

differentiaed cells(B), treated with Cam 0.2 pg*ml ™' or Har 0.1 pg*ml ™' for 3 h.
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pg*ml ™! or Har 0.1 pg*ml ™! for 3 h. 1. DNA
Marker ADNA/Hind III; 2. Control; 3. Hars
4. Har + DMSO; 5. Cam + DMSO; 6. Cam;
7. DMSO.
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EFFECTS OF DIFFERENTIATION STATUS ON APOPTOSIS
OF HUMAN LEUKEMIA HL60 CELLS

FH Meng> QY Hes XS Chi™ s WD Zhous HQ Zhang and SB Xue

( Department of Biologys Beijing Normal Universitys Beijing 100875 ;
* Institute of Basic Theorys Chinese Academy of Traditional Medicines Beijing 100700 )

ABSTRACT  The effects of differentiation of human leukemia HL60 cells on harringtonine( Har)
and camptothecin(Cam)induced apoptosisCin these cells) were studied. When treated with phorbol 12-
myriates 13-acetate 16 nmol* L™ ! for 24 hs the HL60 cells differentiated into monocyte/ macrophage
cells and were arrested at G phase. The differentiated cells were shown to be resistant to the Har and
Cam induced apoptosiss but showed no change of expression of c-myc gene. HL60 cells incubated in
1.4% dimethyl sulfoxide for 48 h differentiated into granulocyte cells and were also gene arrested at
(51 phase. The differentiated cells became resistant to the apoptosis induced by Cam, but not that by
Har, and expression of c-myc decreased drastically in the differentiated cells. The results indicate that
the differntiated status of human leukemia HL60 cells apparently affected the apoptosis induced by
harringtonine and camptothecin, but it was irrelevant to the change of the expression of ¢-myc gene.

KEY WORDS Cell differentiation; Apoptosis; Harringtonine; Human leukemia HL60 cell;

c-myc gene





