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Abstract

AIM: To investigate the expression and effect of
Livin gene silencing by siRNA on growth and
apoptosis in gastric cancer BGC-823 cells.

METHODS: Two siRNAs (Livin-sh-1 and Livin-
sh-2) were self-designed as expression vector
and transfected into gastric cancer BGC-823 cells.
After G418 positive clone selection, BGC-823
mRNA was measured by semi-quantitative RT-
PCR, cell proliferation detected by MTT, and
gastric cell apoptosis by flow cytometry.

RESULTS: Compared with cells without siRNA
transfection, expression of Livin a /B mRNA
was decreased significantly in siRNA control
group (Livin a: 0.11 £ 0.07 vs 0.37 £ 0.10, 0.34 +

0.08; Livin $: 0.13 £ 0.04 vs 0.43 + 0.09, 0.45 £ 0.11,
all P < 0.05). Compared with empty siRNA vec-
tor group, cell growth at 24 h, 48 h, 96 h, and 1
wk was not affected in blank control group. Cell
growth in siRNA group was not significantly
affected at 24 h and 48 h, but was significantly
inhibited at 96 h and 1 wk (P < 0.01). Cell apop-
tosis was significantly higher in siRNA in trans-
fection group than in non-transfected group or
than in empty siRNA vector transfection group
(14.85% +£1.35% vs 4.51% + 0.36%, 6.13% + 0.71%,
both P < 0.05).

CONCLUSION: Livin gene silenced by siRNA
induces growth suppression and apoptosis of
gastric cancer BGC-823 cells. Livin gene stands
a chance as a new target for gastric cancer treat-
ment.

Key Words: Livin gene; Small interfering RNA; Gas-
tric cancer
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