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A Case of Adult Polycystic Kidney Disease Presented with Nephrotic Syndrome

Hye Kyung Jung - Mi Seung Shin - Duk Hee Kang
Gue Bock Choi - Kyun 1l Youn
Department of Internal Medicine, College of Medicine, Ewha Womans University

Object : The adult polycystic kidney disease(APCK) is inheritant disease in which cysts are
distributed throught the cortex and medulla of both kidneys. The disease process is usually not
clinically apparent until the third or fourth decade of life. Mild persistent proteinuria(> 200mg/
d) can be developed in 20% to 40% of cases, but nephrotic-range proteinuria is rare and when
found, should prompt a search for the other concomitant renal disorder, such as IgA nephro-
pathy, rapidly progressive glomerulonephropathy, focal glomerulosclerosis.

Material and Result : We report a case of APCK presented with nephrotic syndrome. A 76-
year-old man was admitted due to generalized edema with weakness. The blood pressure was
120/80mmHg. The BUN / creatinine were 15 /1.2mg/dl, serum albumin 2.9g/dl, cho-
lesterol / triglyceride 432 / 273mg/dl, total urinary protein excretion 8.47g/day.

The serum level of IgG, IgA, IgM, C;, C, were within normal range and anti-nuclear an-
tibody and anti-double strand DNA antibody were also negative. The abdominal ul-
trasonography and computerized tomography revealed multiple large cysts in both kidneys.
The patient was treated with Enalapril®, an angiotensin converting enzyme inhibitors, 5mg for
control of proteinuria.

Conclusion : The APCK presented with nephrotic syndrome is rare and to our knowledge,
this is a first report in Korea.
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Fig. 1. The abdomen computerized tomography revealed
multiple large cysts in both kidneys and there was
no cystic lesions in liver or pancreas.

EY28E/FHAT 432/273mg/dl, 24+ T.1mg/dlF
3l AST/ALT(aspartate aminotransferase/alanine
aminotransferase) 12/23U/L, 83 YEF/ZE/F
gole /Folddes BE 141/4.9/109/20mmol/
L3t} 2477k ehelise 8.47g01%0 1, 247 48 UE
F/2F/E2H02/FN L F=  139/121/
26mEq/812mg flor, Adoleld HAES 474ml/
mint}. HBs Ag/Ab, 85BA(C,, C), 8% AY 2
ZEAG, A, M), anti-nuclear antibody, anti-
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