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Abstract

AIM: To investigate effect of exogenous fragile
histidine triad (FHIT) gene expression on gastric
cancer cells MKN-28 apoptosis induced by
vincristine as well as its molecular mechanism.

METHODS: The recombinant FHIT gene was
transfected into human gastric cancer cells
MKN-28 through liposomes. The expression of
exogenous FHIT gene was detected using west-
ern blot. The MKN-28-pRcCMV-FHIT, MKN-28-
pRcCMV and MKN-28 cells were treated with
vincristine of different concentrations. After
treatment with vincristine, the inhibition rates of
the cells in 3 groups were examined using MTT
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assay. The apoptosis of cells was determined by
flow cytometry. The expressions of Bcl-2 and
Bax were measured using western blot.

RESULTS: The expression of FHIT protein was
detected in MKN-28 cells after transfection with
FHIT gene. After being treated with vincristine
for 48 h, the apoptosis rates of the cells trans-
fected with FHIT gene, the cells transfected
with empty vector and the non-transfected cells
were 30.967% * 2.122%, 11.033% * 1.724% and
10.733% + 1.021%, respectively. The apoptosis of
the cells transfected with FHIT gene was more
obvious (F = 142.045, P < 0.05). The expression of
Bcl-2 was down-regulated and that of Bax was
up-regulated after treatment with vincristine.

CONCLUSION: The expression of exogenous
FHIT gene can enhance the vincristine-induced
apoptosis in gastric cancer cells, which may be
related to the expressions of apoptosis-related
protein Bcl-2 and Bax.
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