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Mast Cells Participated in the Development of IgA Nephropathy Through Renin. Wang Siyuan, Yan Miao, Su Ke,et al. Department of
Nephrology, Wuhan University, Renmin Hospital, Hubei 430060 ,China

Abstract Objective To observe the expression of mast cell in IgA nephropathy and explore the underlying pathogenesis mecha-
nism. Methods Renal biopsies consist of control kidney (n =12), IgA nephropathy group (n =20) and IgA nephropathy associated
with renal insufficiency group (n =8) for a quantitative evaluation of the MCs infiltration. Cultured MCs were divided into three groups:
the control group, IL —6 group and TNF — a group. Real — Time PCR and Western blot were performed to quantify the renin in three
groups. Results In a panel of human renal biopsy specimens, MCs showed gradient rise in control group, IgAN groups and IgAN associ-
ated with renal insufficiency group. MCs were localized to the renal interstitium, especially in fibrotic areas, and few MCs infiltrated in
glomeruli or tubular lumina. Increased MC count was significantly correlated with tubular atrophy, IF, interstitial inflammation, global
glomerulosclerosis. Mast cells could express renin mRNA and protein in control group. MCs in group IL -6 and TNF - « group signifi-
cantly increased renin expression than that in control in time — dependent manners (P =0.000). Conclusion MCs may play a vital role
in progressive IgAN, and renin expression in MCs may contribute to this process.
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