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Combination Therapy Using Steroids and Plasma Exchange for IgA Nephropathy Accompanied
by Acute Endocapillary Glomerulonephritis with Cellular Crescents
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A 39-year-old woman was admitted to our hospital with gross hematuria, proteinuria, and acute renal injury
caused by hemolytic streptococcus infection. Treatment with infusion solution and antibiotics resulted in im-
proved renal function. However, hematuria did not improve while proteinuria increased. Despite the absence of
hypertension, edema, and hypocomplementemia, she was given a diagnosis of IgA nephropathy accompanied by
acute endocapillary glomerulonephritis with cellular crescents. Combination treatment using steroids and plasma
exchange resulted in improved renal function and a decrease in proteinuria.

Acute endocapillary glomerulonephritis typically recovers within 2 weeks with conservative therapy. How-
ever, clinical recovery reportedly occurs in less than 70% of patients, and severe cases or those with cellular cres-
cents that occur alongside IgA nephropathy are known to have a poor prognosis regarding renal function.
Therefore, in severe cases of IgA nephropathy accompanied by acute endocapillary glomerulonephritis with cel-
lular crescents, combination therapy using steroids and plasma exchange may be effective in improving renal
functions and decreasing proteinuria.
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Fig. 1 Light microscopic findings
a. Large circumferential cellular crescent formation is
observed in the glomeruli (PAM stain X 20).
b. Endocapillary proliferation is observed in the glom-
eruli (PAM stain X 40).
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Fig. 2 Electron microscopic findings
Electron microscopic examination demonstrated the
presence of intraluminal, paramesangial (*) and hump-
shaped electron-dense subepithelial (% *) deposits
(x11,000).
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Fig. 3 Clinical course during admission
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