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THE EFFECT OF DIET ANTIGEN ON
IgA NEPHROPATHY IN MICE

Zheng Zhihua Ye Rengao Jiang Dang
Yin Peida Li Youj Guan Weimin He Huijuan

(Kidney Research Institute, First Affiliated Hospital
Sun Yat-Sen Unniversity of Medical Sciences, Guangzhou, 510080)

In this experiment,the relation between mucosa immunity and reticuloendothelial sys-
tem (RES) function with mesangial IgA deposit was studied. Sixty female BALB/c mice
were randomly assigned to five groups;oral alternately,gliadin and 7-BGG ,addition of india
ink by administration on the basis of oral antigens and control. The renal tissue were taken
for immunofluorescency (IF), light microscopy (LM) and electron microscopy (EM) at the
end of 14th week. As a result,the positive rate of mesangial deposits of IgA was between
58% and 83% in IF staining in experimental groups, but naught in control group. LM and
EM demonstrate also mesangial matrix proliferation and electrondense deposits in mesangial
district. The intense of IgA-LF is stronger in oral antigen with RES blocked group than in
only oral antigen groups. RES function was reduced after administration of india ink. Protein-
uria and hematuria appeared no significant difference between experimental group. These re-
sults suggest that mucosa immunity and RES function might play an important role in the
mechanisms of IgA nephropathy.
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