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Abstract: Objective

and the possible mechanism of EsA in treating lupus nephritis(LLN). Methods

To investigate the effect of Esculentoside AC(EsA) on therapeutic and cytokines secretion in BXSB mice

24 male BXSB mice at the age of 12 weeks were ran-

domly divided into 3 groups:untreated model group,EsA(5 mg « kg ' + d ')-treated model group and EsA(20mg « kg™ ' « d " ')-

treated model group. All mice at the age of 16 weeks were killed to obtain samples. Results

EsA administration markedly alleviated

urine protein/urine creatinine,improved pathological kidney damage and reduced the serum IL.-6 and TNF-q« level. Conclusion EsA

may play significant roles in the treatment of BXSB mice through modulation on inflammatory cytokines.
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