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Abstract
ease (ACD). Method: A total of 24 male SD rats were randomly divided into 3 groups:healthy control group, ACD

Objective: To elucidate the mechanism of doxepin in the treatment of mouse anemia of chronic dis-

model group and doxepin treatment group,each group had 8 rats. After 7 days of treatment, peripheral blood was
collected for counting hemoglobin (Hb) by automated blood analyzers and the level of serum I1.-6 was detected by
ELISA.liver tissues were also collected for assessment of hepcidin mRNA by RT-PCR. Result: Compared to
healthy control group,serum IL-6.hepatic hepcidin mRNA expression in ACD model group were significantly in-
creased (P<C0.01),and both were negatively correlated with Hb (+=—0. 591, r=—0. 759). There was a positive
correlation betweenhepatic hepcidin mRNA expression and 11.-6 level (¥=0. 619). Compared to ACD model group,
serum 11.-6 levels and hepatic hepcidin mRNA expression in the doxepin treatment group were significantly de-
creased (P<<0.05),and Hb was increased ( P<C0. 01). Conclusion: Doxepin should alleviate ACD in rats. It might
be interpreted by decreasing hepcidin mRNA expression and inhibiting the secretion of 11.-6
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