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(Abstract] Objective To clarify the mechanism of Shenlin Baizhu Powder (SIBZP) regulating AMP activated protein kinase
(AMPK)/ATP -binding cassette transporter G2 (ABCG2) pathway to reduce uric acid (UA) in hyperuricemia (HUA) model mice.
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Methods Thirty six male Kunming mice were randomly divided into four groups: blank group, model group, Chinese medicine group,
and Western medicine group. Except the blank group, the other groups were injected intraperitoneally with potassium oxyazinate
suspension (0.6 ghkg) for 7 d to establish the HUA mice model. SLBSP was then given intragastricly for 14 d. After the above
intervention, the content of serum UA, aspartate aminotransferase (AST) and alanine aminotransferase (ALT) were detected by biochemical
method; the content of serum cystatin C (CysC) was detected by ELISA, and the histopathological changes of liver, kidney and ileum
were observed by HE staining. The expression levels of ABCG2 and phosphorylated AMPK (p—AMPK) in ileum were detected by
Western blot, and the mRNA expression levels of ABCG2 were detected by RT—qPCR. Results Compared with the blank group, the
serum UA and CysC content in the model group significantly increased (P<0.01), and the content of p~AMPK, ABCG2 and ABCG2
mRNA in the model group were significantly reduced (P<0.01). Compared with the model group, the serum UA in the western
medicine group and the Chinese medicine group were significantly reduced (P<0.01), while the content of p~AMPK, ABCG2 and
ABCG2 mRNA significantly increased (P<0.01). Compared with the model group, the serum CysC in the chinese medicine group was
significantly reduced (P<0.01). In the blank group, the glomeruli were uniform in size, and clear in structure. In the model group,
inflammatory cell infiltration existed in the renal interstitium, and epithelial cells slightly shed. The symptoms of epithelial cell
shedding in the Chinese medicine group and the western medicine group were improved. The mucosal folds of the ileal tissue in
the blank group were regular, and the intestinal villi were complete, neat and dense. In the model group, the intestinal villi were
short, and the crypt depth became shallow. The epithelial cells of the intestinal mucosa in the model group were damaged. The
damage condition of intestinal mucosal epithelial cells in the Chinese medicine group and the western medicine group improved.
The evaluation showed that SLBZP has brought no obvious damage to liver function and liver tissue morphology. Conclusion SIBZP
can reduce serum UA and increase ABCG2 expression by regulating AMPK phosphorylation of intestinal tissues of HUA mice,
without affecting liver function.
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