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Expression of HIF-1a., Glut-1 and VEGF in squamous cell carcinoma and basal cell carcinoma
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Abstract: Objective To investigate the expression of hypoxia-inducioble factor-1a(HIF-1a) , glucose transporter-1(Glut-1) and
vascular endothelial growth factor(VEGF) in squamous cell carcinoma(SCC) and basal cell carcinoma(BCC). Methods The ex-
pression of HIF-1¢,Glut-1 and VEGF was used to detected by immunohistochemistry in 43 cases of SCC,109 cases of BCC and 30
cases of normal skin tissue,and to analyze the correlation between them. Results The expression of HIF-1¢, Glut-1 and VEGF in
SCC and BCC tissue was significantly higher than that in normal skin tissue (P<C0. 05). The expression of HIF-1¢, Glut-1 and
VEGF in SCC tissue was significantly higher than that in BCC tissue(P<C0. 05). The expression of HIF-1q, Glut-1 and VEGF in

SCC tissue was not correlated with the degree of tumor differentiation. The expression of HIF-1a,Glut-1 and VEGF presented posi-

tive correlation with each other(P<C0. 05). Conclusion

HIF-1a,Glut-1 and VEGF are highly expressed in SCC and BCC,and the

expression of three indicators could provide a basis for the diagnosis of SCC and BCC.
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