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[Abstract] Objective To explore the autophagy inducing function of active ingredient Acteoside (ACT)
in Cistanche deserticola and its effect on non-alcoholic fatty liver disease (NAFLD). Methods To take Echi-
nacoside (ECH) and ACT as research objects,100 pmol/I. ACT and ECH were combined with autophagy ly-
sosome inhibitor bleomycin A1 (BafAl) for intervention treatment. Protein immunoblotting was used to de-
tect the relative expression level of autophagy marker protein microtubule associated protein 1 light chain 3
(LC3-1I). HepG2 cells were intervened with different concentrations of ACT in vitro,and cell viability was
detected using the tetrazolium salt method. In vitro intervention of HepG2 cells with different concentrations
of ACT combined with BafAl,and detection of LC3- ] protein expression levels using protein immunoblotting

technology. A NAFLD cell model constructed in vitro with drug intervention was used to stain lipid droplets
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using Oil Red O staining method and detect intracellular triglyceride (TG) levels. Observe the localization of
LC3 protein and lipid droplets through immunofluorescence technology. Results ACT can significantly induce
autophagy in HepG2 cells,and the expression level of LC3-1I protein of ACT+BafAl group was significantly
increased compared to ACT group (1.3640.11,0.28%0. 02,respectively) ,with statistical significance differ-
ence (P<C0. 05). Different concentrations of ACT intervention had no effect on HepG2 cell viability after 24
and 48 hours,and the differences were not statistically significant (P >>0. 05). 50 pmol/L ACT significantly
induced autophagy in HepG2 cells, and the expression level of LC3-1l protein was significantly increased
(1.83%0. 53, 0.35% 0. 18, respectively). The TG level of HepG2 cells in the ACT intervention group
[(19.11%1. 68)ug/mg] was significantly lower than that in the model group [ (34.15%1. 90) ng/mg],and
the differences were statistically significant (P<C0. 05). The number of positive lipid droplets in HepG2 cells
in the ACT intervention group decreased significantly,and the number of autophagosomes inside the cells in-
creased significantly,showing clear co localization with lipid droplets in space. Conclusion Cistanche deserti-

cola ACT has significant autophagy induction ability, and it may have potential preventive and therapeutic

effects on NAFLD.
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