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[ Abstract |

To observe the effect of capsaicin on lipid deposition in liver cells and the expression of autophagy,to

The model of nonalcoholic fatty liver disease (NAFLD)

Objective
provide new ideas and targets for the study of fatty liver disease. Methods
was established by inducing LGF cell line of liver primary cells with oleic acid (40 pg/mL). The experiment was divided into blank
control group,oleic acid group,capsaicin group[ oleic acid+ capsaicin(100 ymol/L) ]. The level of intracellular lipid was detected by
oil red O staining and triglyceride (TG) kit. Western bolt was used to detect the expression level of autophagy marker molecule p62
and LC3,and to calculate the ratio of LC3-[[ /LC3- I . Results After treated with 40 pg/mL oleic acid for 24 h,the oil red O stai-
ning showed that orange-red lipid droplets were found in the oleic acid group, but there was no obvious orange-red lipid droplet for-
mation in the blank group,which suggesting that the NAFLD cell model was established successfully by using 40 p.g/mL oleic acid
in vitro. Oil red O staining was observed,the cells in the capsaicin group were significantly less than the oleic acid group,and the
content of triglyceride in the liver cells was significantly lower than that in the oleic acid group(P<C0. 05). Western bolt test results
showed that capsaicin group p62 protein levels were significantly lower compared with the oleic acid group(P<C0. 05), while the
LC3-1[ /LC3- ] ratio was higher than that of oleic acid group(P<C0. 05). Conclusion NAFLD model was established by inactiva-
ting LO2 cell line with oleic acid in vitro. Capsaicin stimulated NAFLD cells, upregulated the autophagy level of NAFLD cells and
reduced intracellular lipid deposition,but the specific mechanism need further study.
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