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Abstract This study was to investigate the effect of water-soluble fullerene Cqy on steatotic hepato-
cytes in vitro. Huh6 and WRL68 cell lines were induced by free fatty acid to establish steatotic hepatocytes
models in vitro, and C4 was added to intervene the cells. Nile red staining was used to detect lipid accumula-
tion. TG (triglyceride), ROS (reactive oxygen species), SOD (superoxide dismutase), GSH (glutathione) and
ATP (adenosine triphosphate) were measured. The results showed that the accumulation of lipid droplets as
well as the levels of TG and ROS were significantly increased in the cells induced by free fatty acids, but de-
creased in the cells treated with Ce. In particular, for Huh6 cells which were sensitive to oxidative stress, Cqo
had better effect. In conclusion, Cs can effectively reverse the degree of steatosis and protect cell from injury

induced by oxidative stress.
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Fig.1 Effects of free fatty acids PAOA and Cq on cell viability
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A: Nile red fluorescence imaged by multi-dimensional panoramic flow cytometry; B: fluorescence intensity detected by multi-dimensional panoramic
flow cytometry; C: statistical analysis of fluorescence detected by flow cytometry. **P<0.01, ***P<0.001, n=3.
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Fig.2 Cq significantly improved the degree of fat accumulation in steatotic hepatocytes
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Fig.3 Cg reduced the TG content in steatotic hepatocytes
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Fig.4 C, Significantly reduced the level of ROS in steatotic hepatocytes
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A,B: determination of the effect of C4 on SOD activity in Huh6 and WRL68 cells; C,D: determination of the effect of C¢ on GSH content in Huh6 and

WRL68 cells. *P<0.05, **P<0.01, ***P<0.001, n=3.
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Fig.5 Determination of the enzymes related to oxidative stress
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Fig.6 Cg increased ATP content in steatotic hepatocytes
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