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Effect of a- interferon and 5- aza- 2'- deoxycytidine on Leukemia Cells HL- 60 and K562
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Abstract: Objective To study the effect of cytokines interferon a (INFa) and 5- aza- 2' - deoxycytidine (5-
AZA- CdR) on leukemia cells HL- 60 and K562. Methods 1 000 U/mL INFa and different doses of 5- AZA- CdR
were used for HL- 60 and K562 for 48 hours. Then the mRNA expressions of Xafl and XIAP were measured by
RT- PCR, and the members of the Bcl- 2 family, mitochondrial transmembrane potential (AWwm) and apoptosis were
detected by flow cytometry. Results By INFa and 5- AZA- CdR the mRNA expression of Xafl in HL- 60 and
K562 were increased, and they displayed dose- dependence with 5- AZA- CdR and the effect of 5 pmol/L of 5-
AZA- CdR was the most distinct, while the ones of XIAP were unchanged. By INFa only the expression of Bax in
HL- 60 and K562 were increased, and ones of Bcl- 2 and Bcl- xI unchanged. By 5- AZA- CdR the expression of
Bcl- 2, Bel- xI, and Bax only in HL- 60 were decreased, but in K562 ones of Bax augmented and ones of Bcl- 2 and
Bcl- xI unaffected. Both INFa and 5- AZA- CdR could reduce Aym and promote apoptosis. Besides apoptosis, they
did not have synergetic effect on the mRNA expression of Xafl, the members of the Bcl-2 family and Agm.

Conclusion INFa and 5- AZA- CdR obviously promoted the apoptosis of HL- 60 and K562, and its mechanism
maybe related to the up- regulation of the mRNA expressions of Xafl, the down- regulation of the proportion of Bcl-
2 (Bcl- xl)/Bax and decrease of Aym.
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Table 1 Expression of members of Bcl- 2 family and apoptosis in HL- 60 (x%s)
Group n Bcl- 2 Bel- xI Bax Apoptosis
INFa 3 91.9+4.5 83.7£12.8 88.2+5.6 6.8+0.8?
AZA(L pmol/L) 3 85.3+4.592 70.4+3.292 65.7+6.492 9.4+2.392
AZAB5 pmol/L) 3 75.6+2.6 2 61.8+8.5929 69.5+4.4 92 11.042.7 929
INFa+AZA(L umol/L) 3 76.4+4.192 67.6+4.392 72.6+6.492 12.4+3.3 9239
INFo+AZA(5 pumol/L) 3 64.8+11.0 9239 60.246.2 9299 75.4+6.4 92 16.6£6.592349
Control 3 92.4+3.8 81.0£3.4 82.1+3.7 5.1+0.4
F 10.457 5.439 6.658 4.528
P 0.000 0.008 0.003 0.015

1)compared with control group, P< 0.01; 2)compared with INFa group, P< 0.01; 3)compared with 5- AZA- CdR (1pmol/L) group, P< 0.05; 4)
compared with 5- AZA- CdR(5 pmol/L) group, P< 0.01; 5)compared with INFo+5- AZA- CdR(1umol/L) group, P< 0.05
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Table 2  Expression of members of Bcl -2 family and
apoptosis in K562 (xs)
Group n Bcl-xl Bax Apoptosis
INFa 3 94.2+4.0 91.6+3.8Y  24.5+4.0Y
AZA(1 pmol/L) 3 88.6+7.4 86.8+3.792 28.5+4.6Y?
AZA(5 pmol/L) 3 95.0+4.8 86.4+7.392 32.0+4.3929
INFO+AZA(1 pmol/L) 3 92.246.3 85.0£6.792 30.6+5.8929
INFO+AZA(5 pmol/L) 3 87.8+7.6 86.8+5.4Y  37.5+7.092999
Control 3 93.3+4.7 74.3t5.4  20.3+3.3
F 0.740  3.255 4.302
P 0.608  0.044 0.018

1)compared with control group, P< 0.01; 2)compared with INFa
group, P< 0.05; 3)compared with 5- AZA- CdR (1pmol/L) group, P<
0.01; 4)compared with 5- AZA- CdR (5pmol/L) group, P< 0.01; 5)
compared with INFa+5- AZA- CdR(1pmol/L) group, P< 0.01

1 HL-60
Fig.1 Fluorescent photos of AYm in HL- 60 before and
after treated by INFa or 5- AZA- CdR(x100)
A:control; B:IFNa 1 000 U/mL; C:5- AZA-CdR 1 pymol/L; D:5-
AZA- CdR 5 pmol/L
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