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Successful treatment of combination therapy using an angiotensin-converting enzyme inhibitor

and an angiotensin II receptor blocker in a patient with IgA nephropathy

Taro HORINO, Hiroyuki ITO, Noriyasu TANIMOTO, Toshinori YOSHIDA, Atsushi SASAOKA,
Tatsumi CHIJIWA, Takanori HOSOKAWA, and Kozo HASHIMOTO

Second Department of Internal Medicine, Kochi Medical School, Kochi, Japan

A 24-year-old Japanese woman with IgA nephropathy was admitted to our hospital due to the
development of proteinuria and pretibial edema while on glucocorticoids and an angiotensin-converting-
enzyme (ACE) inhibitor. She had been on both medications for more than 2 years. Urinary protein
excretion was 2.53 g/day and renal function laboratory data were within the normal range. Plasma
aldosterone concentration was high at 248 pg/m/, with normal plasma renin activity. The renal biopsy
specimens showed prominent glomerular hypertrophy. Four weeks after the addition of valsartan, an
angiotensin II receptor blocker (ARB), urinary protein excretion was remarkably reduced to 0.6 g/day
without adversely affecting blood pressure. During the treatment period, proteinuria was maintained at less
than 0.6 g/day and renal function remained normal. We propose that glomerular hypertension caused by
insufficient suppression of the renin-angiotensin system was an essential factor underlying the increased
urinary protein excretion in this patient. Combination therapy of an ARB and an ACE inhibitor appears
to have a beneficial effect in patients with IgA nephropathy patients with persistent glomerular hyperten-

sion.
Jpn J Nephrol 2003 ; 45 : 104-108.
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Fig. 1.
in 1994 (PAS stain, x200)
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Light microscopic features of the renal biopsy specimens obtained

a : The glomerulus showing mesangial proliferation with fibro-cellular crescent

b : Glomerulus within the normal size
Bars represent 200 xm.
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Clinical course of the patient

Light microscopic features of renal biopsy specimens obtained in
2001 (PAS stain, X200)

a @ Glomerulus showing remarkable hypertrophy with mesangial expansion

b : Glomerulus demonstrating proliferation of mesangial cells without glomerular
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