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Effects of hyperbaric oxygen on the expression of hypoxia inducible factor-1a mRNA and vascular endothelial
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growth factor mRNA in colon adenocarcinoma cells
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[ Abstract] Objective
inducible factor-la (HIF-1ae) mRNA and vascular endothelial growth factor ( VEGF) mRNA in colon adenocarcino-
Methods
turn divided into various subgroups according to the various HBO pressures (0.15 MPa, 0.20 MPa, 0.25 MPa) and
exposure times (12, 24 and 36 h) tested. The expression of HIF-1a and VEGF mRNA was evaluated with RT-PCR
Results The expression of HIF-lae mRNA was lower in the SW480 cells than in the
controls after exposure to 0.25 MPa HBO for 12 h. No expression of HIF-lae mRNA was detected after exposure to
0.25 MPa HBO for 24 h. The expression of VEGF mRNA was lower after exposure to 0.25 MPa HBO for 36 h than
Conclusion Absence of HIF-1aa mRNA expression and decreased expression of VEGF mRNA in

To investigate the effects of hyperbaric oxygen (HBO) on the expression of hypoxia

ma cells. SW480 colon cancer cells were divided into a control group and an HBO group, which was in

after the various treatments.

in the controls.

SW480 can be observed after exposure to 0.25 MPa HBO for 24 h, suggesting that HBO may inhibit the formation of

tumor blood vessels through down-regulating the expression of these mRNAs.
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