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Effects of Shenling Baizhu Powder on 5-LO/ LTB4 Pathway in Hepatocytes and

Kupffer Cells of Nonalcoholic Fatty Liver Disease Rats

XU Yongjian'!, FENG Gaofei’, ZHANG Yuncheng', HUANG Yuhua', DENG Yuanjun®
(1. Shenzhen Hospital (Longgang), Beijing University of Chinese Medicine, Shenzhen, Guangdong 518172, China;

2. School of Traditional Chinese Medicine, Jinan University, Guangzhou, Guangdong 510632, China)

(Abstract] Objective To investigate the action mechanism of Shenqi Baizhu Powder (SBP) on hepatocytes and Kupffer cells
of nonalcoholic fatty liver disease (NAFLD) rats based on 5-lipoxygenase (5-LO) / leukotrienes B4 (LTB4) pathways. Methods SD
rat hepatocytes and Kupffer cells were isolated by in vitro perfusion of type IV collagenase. The hepatic lipid accumulation of liver
tissue was detected by oil red O staining. The content of LTB4 in liver tissue were detected by enzyme-linked immunosorbent
ELISA. The mRNA and proteins expression of 5-LO and LTB4 receptor type 1 (BLT1) in were detected by RT-PCR and Western
blot. Results It was observed that the rats of NAFLD model were induced by high—fat—diet with 8 weeks successfully. Compared
with the model group, the content of LTB4 were decreased significantly in in the two drug intervention groups (P<0.01), as well as

the lower expression levels of gene and proteins expression of 5-LO and BLTI1 in hepatocytes and Kupffer cells for the
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varying degrees (P<0.01). Compared between two dose groups, the high—dose SBP group showed more significant effects (P<0.05 or

P<0.01). Conclusion SBP may play a role in preventing and treating NAFLD by inhibiting the activation of 5-LO/LTB4 pathway in

liver cells and Kupffer cells of NAFLD rats, and reducing liver lipid accumulation.

(Keywords) Shenling Baizhu Powder; hepatocyte; Kupffer cells; 5-1.0; LTB4
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