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Effects of curcumin analogue on proliferation and autophagy of human colon cancer HT-29 cells”
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[Abstract] Objective To initially investigate the effects of curcumin analog WH-8 on the proliferation
and autophagy of human colon cancer HT-29 cells. Methods Different concentrations of WH-8 were used to
act on HT-29 cells,and MTT method was used to investigate its inhibitory effect on cell growth;fluorescence
staining and cell imaging techniques were used to investigate the changes of autophagic vesicles induced by
WH-8; MTT method was used to detect the effect of WH-8 on cell growth inhibition rate after pretreatment
with autophagy-specific inhibitor 3-MA; western blot was used to investigate the expression of autophagy
characteristic proteins [ Beclin-1 and microtubule-associated protein 1 light chain 3(LC3) ] in WH-8 cells. Re-
sults WH-8 inhibited the proliferation of HT-29 cells in a time-dose dependent manner,with an IC50 value of
(12. 54 1. 3)pumol/L in 48 hours; WH-8 at a certain concentration could induce an increase in autophagic vesi-
cles in cells;3-MA could reverse the growth inhibition of WH-8 on human colon cacner HT-29 cells,and the
difference is statistically sigificant(P<C0. 05) ; WH-8 could induce the up-regulation of the expression of Bec-
lin-1,and promote the transformation from LLC3 I to LC3 Il within a certain period of time. Conclusion The
curcumin analog WH-8 could inhibit the proliferation of HT-29 cells and induce autophagy.
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