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The role of macrophages from different sources in renal fibrosis in mice "
JIANG Yali s HE Juan”
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[Abstract] Objective To investigate the role of macrophages from different sources in renal fibrosis in
mice. Methods A total of 12 macrophages CX3CR1“" transgenic male C57/B6 mice with the age of 8 — 10
weeks and six mice with the same age (the WT group) were selected. The transgenic mice were randomly di-
vided into two groups,the unilateral ureteral obstruction (UUQ) model was established in one group,and the
other group was the Sham group. All mice were sacrificed at 2 weeks after the modeling and the kidney tissue
samples were collected. All mice were divided into four groups:the WT group,the Sham group,the UUO(—)
group (UUO model without obsruction on the ureter side) ,and the UUO(+) group (UUO model with ob-
sruction on the ureter side). The collagen fiber deposition and inflammatory macrophages infiltration were de-
tected by the Masson and hematoxylin-eosin (HE) staining. The flow cytometry was used to detect the prolif-
eration and changes of tissue-dwelling macrophages,and immunofluorescence staining was used to detect the
proliferation and changes of renal tissue-dwelling macrophages. Results Masson and HE staining showed that
the collagen fiber deposition and inflammatory macrophages infiltration increased in the renal tissues of the
mice in the UUO(+) group,when compared with those in the WT,Sham and UUO(—) groups (P<<0. 05),
there was no significant difference between the WT,Sham and UUO(—) groups. The flow cytometry results
showed that the infiltration of the renal tissue-dwelling macrophages (CD11B" F4/80" CX3CR1°""") and bone
marrow-derived inflammatory macrophages (CD11B" F4/80" CRR2") increased significantly in the UUO(+)
group,when compared with that in the Sham and UUO(—) groups (P <C0.05) ,and the tissue-dwelling mac-

rophages were basically Ly6c  macrophages. Immunofluorescence staining results showed that the infiltration
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(CX3CR1°""") and proliferation (CX3CR1°"" K167 ") of the tissue-dwelling macrophages were significantly
increased in the UUO(+) group,when compared with that in the Sham and UUO(—) groups (P <(0. 05).

Conclusion

In the UUO-induced renal interstitial fibrosis model, the infiltration of both the tissue-dwelling

macrophages and the bone marrow-derived macrophages increased,and the infiltration was dominated by tis-

sue-dwelling macrophages and their proliferation. It is suggested that the tissue-dwelling macrophages and

their proliferation are mainly involved in the formation of renal fibrosis.
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