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Effects of Bortezomib on NF — kB of Human Umbilical Artery Vascular Smooth Muscle Cells. Wei Huili, Wang Ying, Sun Ruihong. De-
partment of Neurology, The First Affiliated Hospital of Harbin Medical University, Heilongjiang 150001 ,China

Abstract Objective To study the effects of different concentrations of ubiquitin proteasome inhibitor bortezomib on NF kappa B
expression and activity of human umbilical artery vascular smooth muscle cells. Methods Experimental groups were as following:
(1) control group: conventional cultured vascular smooth muscle cells; (2) 4nmol/L bortezomib group; (3) 10nmol/L bortezomib
group; (4) 40nmol/L bortezomib. Adherent cultured human umbilical artery VSMC and cultured 4 — 6th generation cells were seeded in

culture dishes. Cells were treated with different concentrations of bortezomib for 48 hours to determine the best state of VSMC. We used
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immunoblot (western blot) to detect in cells the total protein levels of NF — kB and EMSA to analyze nucleus NF — kB activity. Results

In the control group, 4 nmol/L bortezomib group, 10nmol/L bortezomib group and 40nmol/L bortezomib group of vascular smooth muscle

cells NF — kB protein levels were 0.554 +0.012, 0.475 +0.030, 0.377 £0.044 and 0.216 £0.026, respectively. Compared with the

control group, the NF — kB protein levels in the 4nmol/L bortezomib group decreased (P <0.05), while in both 10nmol/L bortezomib

group and 40nmol/L bortezomib group, the NF — kB protein levels were significantly lower than in the control group (P <0.01). EMSA

assay results showed that with the increase of the concentration of bortezomib, NF — kB in the nucleus activity gradually decreased.

Conclusion Bortezomib can inhibit the expression and activity of NF — kB protein in a dose — dependent manner.

Key words Ubiquitin — proteasome system; Bortezomib; Vascular smooth muscle cells; NF - kB; Inflammation
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