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Effect of SB203580 on apoptosis and expression of bcl-2 protein in rat

hepatic stellate cells
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[ Abstract JObjective:To investigate the relationship of the apoptosis of rat hepatic stellate cells induced by SB203580 and expression
of bel-2 protein. Methods ; HSC-T6 stimulated by acetaldehyde was exposed to SB203580 at different concentrations.The inhibitory
effect of SB203580 on cells was detected by MTT.The apoptosis of HSC-T6 was detected by ELISA ;the positive expression rate of
becl-2 protein was observed by Western blot. Results : SB203580 induced the apoptosis of HSC-T6 stimulated by acetaldehyde, and
all showed the does—dependent trend(F=16.388 and F=155.351,P<0.01).With the concentration of SB203580 increasing, the positive
expression rate of bcl-2 protein decreased gradually.(F=382.834,P<0.01). Conclusion : The apoptosis of HSC-T6 stimulated by ac—
etaldehyde is obviously enhanced by SB203580,which maybe result from the down-regulated expression of bel-2.
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