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Abstract

AIM: To investigate the anti-tumor effect of bort-
ezomib, a proteasome inhibitor, on human gas-
tric cancer SGC7901 cells and to explore possible
mechanism involved.
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METHODS: Human gastric cancer SGC7901
cells were cultured and treated with different
concentrations of bortezomib (1-500 nmol/L)
for 24-48 h. Cell viability was determined by
MTT assay. Apoptosis was detected by flow
cytometry. The cleavage of PARP and caspase-3
and level of phosphor-Akt were determined by
Western blot.

RESULTS: Bortezomib inhibited the viability
of SGC7901 cells in a dose- and time-dependent
manner. The IC;, value at 48 h was 67.39 nmol/L.
Treatment with 60 or 180 nmol/L of bortezomib
induced cell cycle arrest at G,/M phase at both
24 and 48 h but induced apoptosis only at 48 h.
The cleavage of caspase-3 and PARP was ob-
served in cells treated with 60 or 180 nmol/L of
bortezomib for 48 h. Treatment with bortezomib
for 48 h down-regulated the level of phosphor-
Akt in SGC7901 cells.

CONCLUSION: Bortezomib induced apoptosis
and cell cycle arrest at G,/M phase by inhibiting
the activity of the PI3K/Akt signaling pathway
in human gastric cancer SGC7901 cells.

Key Words: Bortezomib; Gastric cancer; PI3K/Akt;
Apoptosis
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