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DHA down-regulates IFN-y induced MHC || and inflammatory cytokine in 3T3L1 adipocytes
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[ Abstract |
in 3T3L1 adipocytes. Methods

Objective

genes and inflammatory cytokine in the presence or absence of DHA by real-time PCR and Western blot. Results

To investigate the effects of DHA on expression of IFN-yinduced MHC ][ and inflammatory cytokine
Stimulating the fully differential 3T3L1 cells with IFN-y, we compared theexpression of MHC [[

IFN-y-mediated

induction increased the expressions of Ciita, H2Ab1,iNOS, MCP-1,1L-6 in 3T3L1 adipocytes. In the presence of DHA, the expres-

sions of iNOS,IL-6 and Ciita, H2Abl were down-regulated. Conclusion

These results demonstrate that exposure to DHA reduced

the level of the expressions of MHC [[ and inflammatory cytokine inmature 3T3L1 adipocytes and led to a significant reduction in in-

flammasome.
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