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Abstract: Objective To investigate the therapeutic mechanism of graveobioside A in treatment of hyperuricemia. Methods
Potassium oxonate and adenine were used to induce hyperuricemia mouse model. The mice were randomly divided into control group,
model group, benbromarone group, and graveobioside A (10, 20 mg/kg) group. The levels of serum UA, BUN, CRE, IL-18, IL-6, and
TNF-o were detected. The effects of graveobioside A on renal pathology in mice were observed by HE staining. The expression of
renal core protein was detected by Western blotting. Results Compared with model group, CRE, UA, BUN, and CRE in serum of
graveobioside A group were significantly decreased, and the levels of inflammatory cytokines IL-1p, IL-6 and TNF-a were decreased
(P < 0.05, 0.01). HE showed that graveobioside A could improve renal cystic edema and renal tubule atrophy, and reduce glomerular
volume. Western blotting showed that graveobioside A significantly increased the expression of OAT3 protein in kidney, and decreased
the expression of GLUT9 and URATL1 protein (P < 0.01). Conclusions The mechanism of graveobioside A in treatment of
hyperuricemia may be related to improving renal function, reducing the release of inflammatory factors, and regulating the expression
of kidney OAT3, GLUT9 and URAT1 proteins.
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Fig. 1 Effect of graveobioside A on serum UA and renal function in hyperuricemia mice ( X s, n=8 )
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Fig. 2 Effect of graveobioside A on serum inflammatory factors in hyperuricemia mice ( X+s,n=8 )
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Fig. 3 Effect of graveobioside A on the pathological morphology of kidney tissue in hyperuricemia mice (X 100)
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