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[ Abstract] Objective
pression of hypoxia inducible factor-1a(HIF-1a)in SW480 cells. Methods

Effects of different intermittent hypoxia-inducible ways on expression of HIF-1a in SW480 cells

To use the different ways to induce intermittent hypoxia(IH) for determining the ex-
IH was simulated by A:CoCl, and B: three
gases incubator. The different hypoxia-inducible ways were divided into two groups:IH2h:A2,B2 group and IH3h:
A3,B3 group; C group was normoxia group. Immunocytochemistry was used to detect the expression site of HIF-1a.
RT-PCR and Western blot were adopted to detect the changes of HIF-1a expression. Results The expression of
HIF-1a protein was mainly in the cytoplasm. The expression of HIF-1amRNA in hypoxia groups was higher than C
group(0. 76 0. 03) , A3group(0. 87 == 0. 04) was higher than A2 group(0. 78 £0. 04),B3 group(0. 98 0. 04) was
higher than B2 group(0.8540. 03). All differences had statistical significance(P<C0. 01). The expression of HIF-1«
protein in hypoxia groups was higher than C group(0. 19£0. 03), A3 group(0. 39£0. 04) was higher than A2 group
(0.212£0.02),B3 group(0. 46 0. 04) was higher than B2 group(0. 244-0. 03) ,all differences had statistical signifi-
cance(P<C0. 01). The expression of HIF-1a¢ mRNA and HIF-1q protein in B2 group was higher than that in A2
group,and B3 group was higher than A3 group with statistical significance(P<C0. 05). Conclusion HIF-1a« mRNA
and protein level are increased in IH condition. In IH condition induced by three gases incubator, the expression of
HIF-1q is increased markedly.
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WILE 2, %&8A 4 HIF 1« mRNA £ EKFEF C 4l
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HIF-1 1 HIF-1o #1 HIF-18 2 A4~ 2 {37 A4 % » 3o v HIF-1p8 76
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HIF-1 (88 R BRI TE i 6. HIF-La 32 %00k B 19
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