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Hepatoprotective Effects of Poly Herbal Formulation (Hepa-1000) on
tBHPInduced Toxicity in Human Hepatoma Cells
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Abstract

In the present study, the potential hepatoprotective effects of poly herbal formulation, Hepa-1000, against
oxidative damages induced by tBHP were evaluated in HepGZ cells in order to relate in vifro antioxidant
activity with cyioprotective effects. The tBHP induced considerable cell damage in HepGZ2 cells was shown

by significant glutamic oxaloacetic transaminase (GOT) and lactate dehydrogenase (LDH) leakage,

and

increased lipid peroxidation. Hepa-1l00(0treated cells showed an increased resistance to oxidative challenge,
as revealed by higher survival capacity than the one of centrol cells against tBHP induced oxidative stress
and hepatotoxicity. In addition, the Hepa-1000 had hepatoprotective effects lowering the activity of GOT and
LDH, simultaneously. That is, it ¢could inhibit the cell membrane damages resulting in the increased activities
of GOT and LDH in the cell culture media. Furthermore, the Hepa-1000 could reduce tBHP-enhanced lipid
peroxidation, which was evaluated by measuring the production of malonedialdehyde. Based on the data
described above, it could be suggested that the Hepa-1l000 has significant hepatoprotective effects and plays
a protective role against lipid peroxidation by free radicals.
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Fig. 1. Cytoprotective effect of various concentrations of
Hepz1000 in human hepatoma cells.

Cytoprotective effect of Hepa—-1000 (21,575,800 pg/mL) was
tested in human hepatoma cells (HepG2). HepG?2 cells were in—
cubated with Hepa—1000 and the general viability of cultured cells
was determined bye MTT assay following 48 hrs incubation,
Results of MTT assay are expressed as percent of control values.
Valugs are presented as the means=EE derived from six deter-—
minations. Significantly different from the normal group {7p<
0.0%). Silymarin 125 pg/mL (S195) was used as a positive control.
N means the normal control,
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