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Abstract; Objective To observe the inhibitory effect of 3,3'-diindolylmethane (DIM) on the alcohol-in-
duced activation of mouse primary stellate cells, and to explore its molecular mechanism. Methods Hepatic
stellate cells were isolated from male C57BL/6] mice of 6~8 weeks old. After the cells were treated with DIM
and alcohol, the marker proteins related to the activation of stellate cells were detected. And Western blot was
employed to detect the activation of phosphatidylinositol 3-kinase (PI3SK)/protein kinase B ( AKT)/nuclear
transcription factor -kB (NF-«kB) pathway. Results The mouse stellate cells were successfully isolated and
cultured. After being treated with alcohol, stellate cells could be activated and the expression of a-SMA was
up-regulated, presenting as the phenotype of fibroblasts. And the PI3SK/AKT/NF-«kB pathway was activated.
DIM alone had no significant effect on stellate cells. After the combined treatment with DIM and ethanol, DIM
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could significantly inhibit the ethanol-induced a-SMA level and the activation of stellate cell. DIM also inhibited

the activation level of ethanol-induced PI3K/AKT/NF-«B pathway.

Conclusion DIM has a certain inhibitory

effect on alcohol-induced activation of stellate cells, and the mechanism may be related to the inhibition on alco-

hol-activated PISK/AKT/NF-kB pathway.
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