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Expression of hypoxia inducible factor-1a in HepG2 cells cultured under hypoxia and its relationship with vas-

cularization and apoptosis-related protein
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[ABSTRACT] Objective: To investigate the expression of hypoxia inducible factor-la (HIF-1a) in HepG2 cells cultured under
hypoxia for different time periods. and to assess its relationship with vascularization and cell apoptosis. Methods: HepG2 cells
were cultured in a medium containing cobalt chloride (125 pmol/L) for different time periods ( 0, 1, 2, 4, 6, and 8 hours ).
RT-PCR was used to measure the expression of HIF-1¢ mRNA.VEGF mRNA,and bcl-2 mRNA. and bax mRNA at the above
time points; Western blot was used to determine the expression of Caspase-3 protein and the activity of Caspase-3 enzyme. Re-
sults; After 1-2 hour culture under hypoxia, the expression of HIF-1la mRNA, VEGF mRNA, and bcl-2 mRNA began to in-
crease gradually, peaked at 4 h, and then decreased, but were still higher than that before culture. There was no obvious
change in the expression of bax mRNA and the ratio of bel-2 to bax mRNA expression had a similar change with that of bcl-2
mRNA expression. The changes of Caspase-3 protein/mRNA and Caspase-3 enzyme activity were contrary to that of HIF-1a.
Conclusion: HIF-1qa may inhibit the apoptosis of hepatic cancer cells through regulating the expression of VEGF, bcl-2, bax,
and Caspase-3. and the inhibition is related to the severity of hypoxia.
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GAC TGA AAA ATT GTA-3',(R)5-TAT TTT
CTA AGG ACG GCA TGA TCT-3',325 bp; (4)
Bax. (F)5-GAC ACC TGA GCT GAC CTT GG-
3", (R)5'-GAG GAA GTC CAG TGT CCA GC-3',

310 bp; (5)Caspase-3, (F)5'-GCT ACG AGT GGG
ATA CTG GAG A-3", (R) 5'-AGT CAT CCA
CAG AGC GAT GTT-3',412 bp, WM R 3-
iR H I I SR (GAPDHD) 3E A, 72 9 K/ A 990
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VEGF, Caspase-3, bel-2, bax #& K B RT-PCR, &
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Fig 1 Expression of HIF-lo. mRNA(A), VEGF mRNA(B),
and their time-course curve(C) for HepG2 cells cultured
under CoCl,-induced hypoxia
M. 100 bp ladder DNA marker; * P<Z0. 05,2 P<C0. 05 vs 0 h values of

each group;n=4,z+s
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Fig 2 Expression of bcl-2 mRNA(A),bax mRNA(B),
and time-course curve of bel-2/bax ratio HepG2 cells
cultured under CoCl,-induced hypoxia
M.:100 bp ladder DNA marker; * P<C0.05 vs 0 hyn=4,x+s
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Fig 3 Expression of Caspase-3 mRNA(A) and its

time course curve(B) for HepG2 cells cultured

under CoCl,-induced hypoxia
M:100 bp ladder DNA marker; * P<<0. 05 vs 0 h;n=4,7+s
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Fig 4 Expression of Caspase-3 protein(A) and its time-
course curve(B) for HepG2 cells cultured under
CoCl,-induced hypoxia
*P<<0.05 vs 0 hyn=4,x=*s
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