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Reaserch of the ameliorative effect of fibroreticular cells on septic acute kidney injury by promoting
mitochondrial apoptosis Li Yiming ,Wang Bingqing ,Hu Chang,Wang Yue ,Suo Jinmeng ,Peng Zhiyong.
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[ Abstract] Objective To investigate the protective effect of fibroblastic reticular cells( FRC) on
septic acute kidney injury( AKIT) by promoting mitochondrial apoptosis. Methods FRC from primary renal
tubular epithelial cells (TECs) and mesenteric adipose tissue were isolated and cultured from male
C57BL/6 mice aged 10-12 weeks. FRC and primary renal TECs were identified by flow cytometry, AQP1
expression of primary renal TECs were detected by immunofluorescence ,and FRC stem cells characteristics
were identified by oil red staining. Renal TECs were divided into NC group, LPS group and LPS-FRC
group, the percentage of JC-1 monomer was detected by flow cytometry, the mRNA expression levels of
inflammatory factors(IL)-1 and IL-6 were detected by qRT-PCR ,the expression levels of autophagy related
proteins ( Pinkl ,PARKIN) and oxidative stress protein( HO-1) were detected by Western blotting, and the
activity of renal TECs were detected by CCK-8 kit. Results FRC and primary renal TECs were isolated and
identified successfully. The mRNA expression level of IL-6 and IL-1 and the percentage of JC-1 monomer in
LPS group were higher than those in NC group and LPS-FRC group,the mRNA expression levels of 1L-6
and TL-1 in LPS-FRC group were higher than those in NC group( P <0.05). OD value of LPS group was
lower than that of NC group, and OD value of LPS-FRC group was higher than that of LPS group ( P <
0.05). Compared with NC group, the protein expression levels of Pink 1,PARKIN and HO-1 in LPS group
were increased ,compared with LPS group, the protein expression levels of Pink 1 and PARKIN in FRC-LPS
group were increased ,while the protein expression level of HO-1 were decreased (P <0.05). Conclusion
FRC can promote the mitochondrial autophagy in TECs and improve septic AKI.

[ Key words] Sepsis induced acute kidney injury; Fibroblastic reticular cells;  Primary renal
tubular epithelial cells; Mitochondrial membrane potential;  Mitochondrial autophagy
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