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[Abstract] Objective To investigate the effect of hypoxia and hypoxia inducible factor 1o (HIF-1a) on
human leukemia cell line K562 secreting angiogenesis-related factors. Methods The lentivirus carrying and in-
terfering HIF-1o was transfected into K562 cells. The K562 cells transfection carrying and interfering HIF-1q
gene served as the overexpression group and interference group respectively. Meanwhile K562 cells with empty
virus transfection served as the control group. The cells in 3 groups were harvested after 72 h of incubation
under hypoxia. The transfection efficiency was observed by using the fluorescence microscope. The expression
levels of HIF-1a and angiogenesis-related factors mRNA were detected by RT-PCR. The level of angiogenesis-
related factor protein in the culture supernatant was detected by ELISA. Results The optimal multiplicity of
infection(MOI) of transfected K562 cells with lentivirus was 10 and the transfection efficiency was about
50%. The transfection positive cells after screening by puromycin reached more than 90%. The expressions of
ANG-I and VEGF mRNA in the interference group were all lower than those in the overexpression group,
while the TGF-B mRNA expression was higher than that in the control group and overexpression group (P<C
0. 05) ;the ANG-]] mRNA expression level in the overexpression group was higher than that in the control
group, the difference was statistically significant (P<C0. 05). TGF-q in the culture supernatant fluid was not detected.
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The ANG- ]I level in the overexpression group was lower than that in the control group;the VEGF and TNF-

a levels in the overexpression group were higher than those in the control group,the TGF-8 and VEGF levels

in the interference group were lower than those in the control group (P<C0. 05). The levels of TGF-8, VEGF

and TNF-q in the interference group were lower than those in the overexpression group. The above differences

were statistically significant (P<Z0. 05). Conclusion Hypoxia and HIF-1q could affect the expression and au-

tocrine of angiogenesis-related factors in chronic leukemia K562 cells. However, there are differences in mRNA

expression and secretion levels.
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