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Activation of Notch signaling pathway collaborated with macrophages for promoting liver fibrosis in
2,3
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[ Abstract] Objective To explore the relationship of activation of Notch signaling pathway with related in-
flammatory molecular mechanisms in fibrotic progression of children with biliary atresia (BA). Methods From
January 2019 to November 2020,20 children of biliary malformation were recruited from Tianjin Children’s Hospi-
tal. The causes were BA (n=15) and congenital biliary dilatation (CBD,n =5). Intraoperative liver biopsy sam-
ples were collected. HES-1,an effector molecule of Notch signaling pathway,and M2 macrophage marker CD163,
cytokines I1.-6 and PDGF-AA in liver tissue were detected by immunohistochemistry. Results As compared with
CBD, the expression of HES-1,CD163,IL-6 and PDGF-AA in the liver tissues of children with BA markedly in-
creased (0.044 £0.017 vs. 0. 143 £0.027) (0.089 £0.020 vs. 0.259 £0. 111) (0.070 +£0. 007 vs. 0. 216 =
0.028) (0. 155 £0.019 vs. 0.220 £0. 044 ) . The expression of HES-1 was positively correlated with the expression
of CD163 (r=0.687,P <0.01). And HES-1,CD163,11.-6 and PDGF-AA were positively correlated with the extent
of liver fibrosis (r, =0.791,r, =0.912,r, =0.920,r, =0.887,P <0.001). Conclusion Involved in the process of
hepatic fibrosis in biliary atresia,Notch signaling pathway has a synergistic effect with M2 macrophages.

[ Key words] Biliary Atresia/ET; Liver Cirrhosis/CO; Liver Cirrhosis/ET; Notch Signaling Pathway
Macrophages
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Fig. 1 Expression of HESI in liver biopsy tissue of patients in two groups( x200) Fig.2 Expression of CD163 in liver biopsy tis-
sue of two groups Fig.3  Expression of IL-6 in liver biopsy tissue of patients in two groups Fig.4 Expression of PDGF-AA in liver

biopsy tissue of two groups
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Fig.5 Correlation among Hesl ,CD163,PDGF-AA and IL-6 expression in liver tissues
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