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IgM nephropathy:clinical and histopathological studies of 9 cases
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[Abstract] Objective To detect the relationship between laboratory parameters and
pathological changes of renal biopsy, and to seek for key factors to control progress of IgM
nephropathy (IgMN) . Methods IgMN was diagnosed in 9 cases of renal biopsy with optical
microscopy, immunofluorescence technique and electron microscopy. Every pathological parameter
of glomerulus, renal tubules, renal interstitium and vascular wall were analyzed and related
literature was reviewed. Results Hematuria and proteinuria were detected in 44.4% cases, in
which the most common finding was simple IgM and IgM+Clqg deposit, IgM+C3+Clq
deposit, IgM+IgG+Clq deposit. There was a significant difference between cases with abnormal
renal function(BUN,Cr) and those with normal renal function in the thickness of renal
tubules, renal interstitium and vascular wall aspect (P<<0.05).There was also an obvious
difference between renal abnormity and glomerulus sclerosis(P<C0.05),but the difference
between renal abnormity and mesangial cell, mesangial matrix proliferation, and segmental
pathologic change was not significant(P>0.05).Conclusion It is the key important for IgMN
patients without renal insufficiency to carry actively on anti—-inflammatory
treatment, control proteinuria and progress of pathological lesion on glomerulus, renal
tubules, renal interstitium and vascular wall in prevention of IgMN progression to terminal

renal disease.
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