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Effects of Shenling Baizhu Powder on Nrf2/ARE Pathway in Liver Tissues of Nonalcoholic Fatty Liver
Disease Rats

JIN Ling', YANG Qinhe?, ZHANG Yupei’, WANG Guanlong’, HAN Li', LIANG Yinji’, HE Yifang’, LI
Yuanyuan® (1. The First Affiliated Hospital of Jinan University, Guangzhou 510632 Guangdong, China; 2. Medical
College, Jinan University, Guangzhou 510632 Guangdong, China)

Abstract: Objective To observe the effects of Shenling Baizhu Powder(SBP) on the nuclear factor erythroid—2-related
factor 2 ( Nrf2 )/antioxidant responsive element( ARE) pathway in liver tissues of nonalcoholic fatty liver disease
(NAFLD) rats induced by high fat diet. Methods Thirty—two SPF SD rats were randomly divided into 4 groups,
normal control group, model group, high—dose SBP group SEH-ig,30.0 g-kg™'-d™"), and low—dose SBP group(ig,
10.0 g-kg'+d™), 8 rats in each group. The rats of NAFLD model were established by feeding a high—fat—diet for 16
weeks, and the SBP treatment groups were fed with SBP extract of high and low dose respectively. After treatment for

16 weeks, blood and liver samples of rats were collected. Total cholesterol (TC ), triglyceride (TG ), high—density
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lipoprotein cholesterol (HDL~C ), low—density lipoprotein cholesterol (LDL~C), alanine aminotransferase (ALT) and
aspartate aminotransferase (AST) levels in blood serum were detected with automatic biochemical analyzer. The liver
tissues were observed after oil red O staining. The protein expression levels of Nif2, quinine oxidoreductase (NQO1),
and heme oxygenase—1 (HO-1) in liver tissues were detected by Western blot. Results Compared with the normal
control group, severe hepatic lipid accumulation was shown in liver tissues of the model group under microscope after
oil red O staining, indicating the successful establishment of NAFLD model. Compared with the normal control group,
the serum levels of TC, TG, LDL-C and AST were increased significantly (P < 0.01), HDL-C level was decreased
significantly (P <0.01), and the expression levels of Nrf2, NQO1, and HO-1 of liver tissues were increased
significantly (P < 0.01) in the model group. Compared with the model group, the hepatic lipid accumulation of the two
SBP groups was relieved significantly, the serum levels of TC, TG, LDL-C and AST were decreased in different
degrees, HDL-C level was increased in different degrees, and the expression levels of Nrf2, NQOI1, and HO-1 of
liver tissues were increased in different degrees(P < 0.05, P < 0.01). High—dose SBP group showed better effect than
low—dose SBP group. Conclusion SBP can improve lipid metabolism disorder and reduce hepatic lipid accumulation of
the NAFLD rats induced by feeding a high—fat—diet for 16 weeks, and the mechanism may be related to the activation
of Nrf2/ARE pathway in hepatocytes.

Keywords: Shenling Baizhu Powder; nonalcoholic fatty liver disease; Nrf2—ARE pathway; #ats+ lipid metabolism
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Figure 1 Histopathological changes of hepatic tissues with oil red O staining in each group( x 200)
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Figure 2 Expression of Nrf2, NQO1 and HO-1 protein in rat

hepatic tissues of each group
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Table 3 Expression of Nrf2, NQO1 and HO-1 protein in rat

hepatic tissues of each group
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