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Abstract

AIM: To study the effect of bortezomib on
growth arrest, proliferation and adhesive ability
of HCTS cells in vitro.

METHODS: The growth arrest by bortezomib
at different concentration was determined using
MTT. After exposure of HCTS8 cells to a lower
concentration of bortezomib (25 nmol/L) for
48 h, cell cycle and the apoptosis were assessed
by FCM; and the expressions of E-cadherin,
B-catenin, cyclinD1 and NF-«kB were detected us-
ing Western blot.

RESULTS: The inhibitory effect of bortezomib
on the proliferation of HCTS8 cells showed a
time- and dose-dependent relationship. Com-
pared with control group, bortezomib induced
apoptosis significantly after 48 h treatment at
the concentration of 25 nmol/L, and the apop-

totic rate was 12.3% (P < 0.05); the expressions
of E-cadherin and B-Catenin were increased,
whereas the expressions of NF-xB and cyclinD1
were down-regulated.

CONCLUSION: Bortezomib inhibits the pro-
liferation of HCT8 cells, induces cell apoptosis,
and increases cell-to-cell adhesion. The mecha-
nism may be related to its inhibition on the NF-
kB pathway.
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