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Abstract
AIM: To examine the effect of epidermal growth

factor (EGF) on the insulin-PI3K signalling
pathway and the potential mechanism involved.

METHODS: HepG2 cells were cultured in
Dulbecco’s modified Eagle’ s medium (DMEM)
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containing 10% fetal calf serum with the
addition of L-glutamine. After overnight serum
starvation, cells were stimulated with EGF or
insulin for different periods of time. Cell protein
expression was determined by Western blot.

RESULTS: Insulin stimulation caused Akt
phosphorylation in HepG2 cells. Prestimulation
with epidemimal growth factor for 30 min
had no significant effect on PI3K signalling.
In contrast, prestimulation with EGF for 4 h
inhibited insulin induced activation of p-Akt.
When cells were transfected with phosphatase
and tensin homolog deleted on chromosome
10 (PTEN) mutant C124S or N-terminal deleted
p85, EGF induced inhibition of phospho-Akt
was reversed.

CONCLUSION: Interaction between EGF
and insulin inhibits PI3K-Akt activation. The
underlying mechanism involves PTEN and
regulatory subunit p85. Mutations of PTEN and
P85 reverse the inhibition.

© 2015 Baishideng Publishing Group Inc. All rights
reserved.
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