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ABSTRACT Objective To study the effect of Dahuang Zhechong Pill (DHZCP) on H,O, induced
oxidative stress in rat hepatic stellate cells (HSCs ), and to observe its molecular mechanism. Methods
The rat DHZCP serum and normal serum were prepared. HSCs were divided into four groups, i.e., normal
serum with low concentration of H,0, (50 nmol/L), DHZCP serum with low concentration of H,0,, normal
serum with high concentration of H,0, (100 uwmol/L), and DHZCP serum with high concentration of H,O,.
Intracellular reactive oxygen species (ROS) were measured by chemiluminescence and flow cytometry.
HSCs were divided into normal serum group, DHZCP serum group, normal serum with low concentration
of H,0, (50 nmol/L) group, and DHZCP serum with low concentration of H,O, group in Western Blot ex-
periment. Expressions of RAC1, p67°", p22”%, and p-ERK were detected. Results  Strong ROS fluo-
rescence was found in both normal serum with high concentration of H,0, group and DHZCP serum with
high concentration of H,O, group, but no significant difference was found between the two groups
(P >0.05). The fluorescence intensity of ROS in the DHZCP serum with low concentration of H,O, group
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was significantly lower than the normal serum with low concentration of H,O, group (P <0.01). Compared

with the normal serum group, the protein levels of RAC1, p67°", p22°", and p-ERK were significantly

increased in normal serum with low concentration of H,0, group (P <0.01). Compared with normal ser-

um with low concentration of H,0, group, the protein expressions of RAC1, p67°", p22°"*, and p-ERK

were down-regulated in the DHZCP serum with low concentration of H,O, group (P <0.01). Conclusion
By regulating RAC1, p67°", p22°"*, and p-ERK, DHZCP participated in antagonizing H,0, induced oxi-
dative stress, prevented ROS production, and ultimately inhibited HSCs activation and proliferation, thus

preventing liver fibrosis.
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