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Anti-NASH activity of Iridoid Glycosides in Picrorhizae Rhizoma in vitro
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Abstract: Objective To discuss the anti-NASH activity of Picrosidel, Picrosidell, Picrosidelll and PicrosidelV in vitro. Methods
Liver cells HepG2 were cultured and induced by FFA to establish NASH cell model. The cell viability were measured by MTT to
select the safe drug concentration. Then safe concentrations of Picrosidel, Picrosidell, Picrosidelll and PicrosideIV were meanwhile
added. The fat deposition in cells was observed by oil-red O staining method. The content of SOD, MDA, IL-8 and TNF -a were
tested by Elisa. Results Three treatment groups were seted with the concentration of 0.25, 0.50 and 1.00 mg/mL. Compared with
control group, the NASH cell model group was stained with obvious red granular lipid droplets. The levels of SOD were
significantly higher in model group than the control group, while MDA, TNF-o and IL-8 significantly lower than control group (P <
0.05 and 0.01). Compared with the model group, the red granular lipid droplets decreased in the intervention groups of different
concentrations of Picroside I, II, IIT and IV, especially Picroside II. SOD levels increased significantly, MDA, TNF-a and IL-8 levels
decreased significantly (P < 0.05, 0.01), and Picroside II, IIT and IV were more obvious, but there was no significant dose correlation.

Conclusion Picrosidellcan improve cellular pathology and influence the levels of SOD, MDA, IL-8 and TNF-a obviously, showing
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potential value on NASH treatment.
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Fig. 1 Cellular activity (x+s,n = 6)
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Fig.3 Comparison of relevant test indicators (x+s,n = 6)
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