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Abstract

AIM: To explore the effect of (-)-epigallocatechin-
3-gallate (EGCG) on hypoxia-induced expression
of hypoxia inducible factor 1 alpha (HIF-1a) and
vascular endothelial growth factor (VEGF) in
human hepatoma line HepG2 cells.

METHODS: The human hepatoma line HepG2
cells were cultured under hypoxic conditions in
vitro. The cultured cells were treated with differ-
ent concentrations of EGCG for 16 h in the 6-well
dish with coverslips. The expression of HIF-1a
and VEGF proteins were determined by immu-
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nohistochemical staining. HepG2 cells were also
cultured in normal oxygen condition as normal
control group and in hypoxic condition without
EGCG as hypoxia control group.

RESULTS: Under normal condition, there was
almost no HIF-1la protein expression and weak
VEGEF protein expression in HepG2 cells. Hy-
poxia significantly induced up-regulation of
the expression of both HIF-1o. and VEGF (t =
3.579, P < 0.01; t = 6.372, P < 0.01, respectively).
Compared with hypoxia control group, marked
inhibitory effect on both HIF-1a, and VEGF ex-
pression in all hypoxia groups was observed
by EGCG at a definite concentration (HIF: F =
56.818, P < 0.05; VEGF: F = 10.016, P < 0.05). The
inhibition by EGCG on HIF-1a and VEGF ex-
pression showed a dose-dependent relationship.
Additionally, correlation analysis showed that
HIF-10, expression synchronized with VEGF ex-
pression (r =0.617, P < 0.05).

CONCLUSION: EGCG has significant inhibitory
effects on the protein expression of HIF-1a and
VEGEF induced by hypoxia in a dose-dependent
manner.
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