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CD24 inhibits the liver fibrosis process by regulating the secretion of PDGF -B in hepatic Ly6C"

macrophage subset

JIN Yue, WANG He, LI Ming-wei,ZHANG Xue—jun

(Department of Immunology, School of Basic Medical Sciences, Tianjin Medical University , Tianjin 300070, China )

Abstract Objective: To investigate the effect of CD24 on Ly6C" macrophage subsets and secretion of PDGF-B in cholestatic liver
fibrosis induced by common bile duct ligation( BDL). Methods: A mouse model of BDL~induced liver fibrosis was established.Wild type
(WT) and CD24 gene knockout(CD247) female mice were randomly divided into model (BDL )group and sham group ,with 5 mice
in each group. The model group was subjected to common bile duct ligation. The sham group was the samesurgical treatment as that of
model group, but the common bile duct was not ligated. Seven days after operation, the pathological changes of liver tissue and the degree
of liver fibrosis were analyzed by HE and Sirius red staining. The expression of fibrosis factors such as a—=SMA were detected by Western
blotting and Q—PCR. The expression of CD24 in hepatic macrophages subsets was detected by flow cytometry. Co—culture assay was used
to detect the changes of fibrotic factors in hepatic stellate cells. Results: There were no pathological manifestations in the sham operation
group of mice with two genetic backgrounds.In the model group, the hepatic fibrosis of CD24~" mice was significantly worse than that of
WT mice,CD24 7 mice had more inflammatory cell infiltration in hepatic portal area,elevated  ~SMA and other markers of hepatic
fibrosis expression. Flow cytometry analysis showed that CD24 was highly expressed in Ly6C"* macrophage subsets in liver.The proportion
of Ly6C" macrophage subsets of CD247~ mice[(65.05+0.250) %] was higher than WT mice[(52.55+2.950)%], and the difference was
statistically significant (P<0.05). Further study found that PDGF-B was highly expressed in Ly6C" macrophage subsets in liver,and the
expression in CD24™ mice was significantly higher than WT mice(P<0.000 1). Conclusion: CD24 may alleviate the process of liver fibrosis
by regulating the secretion of PDGF-B in hepatic Ly6C"” macrophage subset.
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Fig1 BDL-induced liver fibrosis in mice aggravated after CD24 geng knockout
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