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Abstract

Prognosis of Immunoglobulin A
Nephropathy with electron microscopic
finding

Jun Young, Lee
Dept. of Medicine

The Graduate School

Yonsei University

Background : Oxford classification is one of pathologic prognostic
classification of Immunoglobulin(Ig) A nephropathy. But it need
more research for it's availability. Our study, retrospectively,
researched for correlationship with estabilished prognostic factors
and forecast renal survival using Oxford classification to IgA
nephropathy patients. Also based on electron microscopy, studied
for correlationship with prognostic factor and renal survival.

Methods: We reviewed and reclassificated by Oxford, WHO
Classification for 241 patients who came Wonju Sevrance christian
hospital and diagnosed IgA nephropathy from 1997 Jan to 2007 Dec.

Through electron microscopic finding, classificated slide by foot



process fusion, glomerular basement membrane thickness, electron
dense depsit sites. By those three classification we researched for
correlationship with prognostic factors and renal survival.

Results : Oxford M classification was related with creatinine, S
classification was with urinary Protein creatinine ratio, T
classification was with age, sex, and creatinine. Glomerular
basement membrane thickness related with sex, urinary protein
creatinine ratio. All of those classification was not associated with
renal survival.

Discussion @ Limitation of Oxford classification is absence of
summation of each prognostic factors. Existing classifications were
based on optimal microscopic classification and there was no
electron microscopic classification. There were other reports about
by wusing electron microscopic finding were related with clinical
features and prgonsis in minimal change disease, diabetic
nephropathy, etc. But our research showed only glomerular
basement membrane thickness was related with only sexuality.
There was no relationship about renal survival so we could not

found effectiveness about electron microscopic finding

Key words: IgA nephropathy, Oxford classification, prognosis,

electron microscopy



