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Abstract

AIM: To construct a stable cell line through
transfecting reverse transcription virus carrier
with antisense epidermal growth factor receptor
(AS-EGFR) into human colonic cancer cell line
(LST174) and investigate its biological behavior.

METHODS: Reverse transcription virus carrier
with AS-EGFR was transfected into human co-
lonic cancer cell line LST174 by lipid mediating
method. The cellular growth and transformation
of malignant phenotype were detected by cellu-
lar counting, growth curve, MTT assay and rate
of clone formation on soft agar.

RESULTS: The cells after stable transfection
exfoliated easily with rough cell membrane
and scattered piece-like growth. The growth
of LST174/ AS-EGEFR cells was significantly
as compared with that of the controls (optical
density: 0.322 + 0.014 vs 0.422 + 0.033, P < 0.05).
MTT assay showed that the inhibitory rate in

LST174/ AS-EGFR cells was lowered by 23.7%
(P <0.05). In the experiment of colony formation
on soft agar, LST174/ AS-EGFR cells almost lost
their abilities to form colony unlike the piled-up
growth in the control cells.

CONCLUSION: AS-EGFR-induced blockage of
endogenous EGFR self-secreted factor expres-
sion can not only inhibit the proliferation of
colonic cancer cells, but also suppress the malig-
nant transformation of phenotypes.
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