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Amelioration of Hemerocallis citrina total flavonoids on oxidative damage of liver
cells HL-7702
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Abstract: Objective To study the protective effects of Hemerocallis citrina total flavonoids (HCTF) on oxidative damage of liver
cells HL-7702, and explore its possible mechanism. Methods The liver cell damage model was induced by H,0,, and the
proliferation of liver cells was examined by MTT assay, and the changes of ALT, LDH, and AST were dectected by ELISA assay, the
levels of LXRa and FAS were determined by RT-PCR and Western blotting assay. Results HCTF (5 and 10 pg/mL) could
significantly improve the proliferation of liver cells (P < 0.01), the content of NO increased and the content of MDA decreased (P <
0.01 or 0.05), the activity of SOD increased (P < 0.05), the levels of mMRNA, and protein of LXRa and FAS decreased (P <0.01 or 0.05).
Conclusion HCTF could inhibit the transcription and protein expression of LXRa and FAS through anti-oxidation, and repair the
damage of HL-7702 liver cells caused by H,O,.
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Fig. 1 Effect of HCTF on activities of GSH-Px and SOD, and content of MDA in liver tissue of mice with liver injury induced

by CCly (X £s,n=13)
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Fig.2 Effect of HCTF on morphology of hepatocyte of mice with liver injury induced by CCly
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Fig.3 Effect of HCTF on cell viability, content of MDA, and activities of GSH-Px and SOD in HL-7702 cells (X £s, n =5)
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KB AT (P<<0.05. 0.01), #&7x HCTE #f Lk
T H,0, ¥ S HL-7702 401ff) LXRa. FAS
mRNA &k, g7 LK 5.
3.7 HL-7702 fffih LXRa 1 FAS ERRIX
LA beds, B4l LXRa. FAS AR
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Fig. 4 Effects of HCTF on activities of ALT, LDH, and AST in HL-7702 cells (X £s, n=15)
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Fig. 5 mRNA expression of LXRa and FAS in HL-7702 cells (X s, n=5)
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Fig. 6 Protein expression of LXRa and FAS in HL-7702 cells (X s, n =5)
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