EIEF 4236 1999 | 41(4) © 442-447,

BRETLFATa VL BREEZ AL 72
27 0 —LREREED 1§

TR RHEMKk AKLE®RE KA B
RS ek B I HE R

A case of nephrotic syndrome with diabetes mellitus and primary aldosteronism

Hiroki MAN-I, Kazuo TAKEDA, Masahiro KIYAMA, Satoshi MORIMOTO,
Tetsuo NAKATA, Susumu SASAKI, and Masao NAKAGAWA

Second Department of Medicine, Kyoto Prefectural University of Medicine, Kyoto, Japan

A 65-year-old man had been followed by a family doctor for the treatment of hypertension and
chronic hepatitis (type C) for about 20 years. Although he was pointed out to have impaired glucose
tolerance and primary aldosteronism in 1995, he refused an adrenal tumor operation. He was admitted to
our hospital on December, 1997 for further evaluation of general malaise, pitting edema of the legs, and
positive urinary protein. A diagnosis of nephrotic syndrome was made on admission and a renal biopsy
was performed. Histological findings indicated that he was at the early phase of diabetic nephropathy and
hypertensive renal sclerosis. It is commonly believed that diabetic nephropathy develops after ten years of
diabetic history and under poor control conditions. The diabetic history of this patient was only several
years and the disease was under good control. In contrast to blood glucose, hypertension was not well-
controlled with any antihypertensive drug, because he had a primary aldosteronism. Unfortunately, he
could not take a spironolactone because of side effects. After removal of his adrenal tumor, his blood
pressure was normalized gradually, and concomitantly his urinary protein was reduced and plasma protein
and albumin were restored. Hypokalemia also disappeared. These findings suggest that uncontrolled
hypertension may have accelerated the condition of diabetic nephropathy. The data indicates that the
control of hypertension is important for inhibiting the progression of diabetic nephropathy.
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Table. Laboratory findings on admission
Urinalysis Biochemistry
Protein 9.0 g/day LDH 24710/
Sugar 0.85 g/day AST 4210/1
£-MG 8.3 mg/day ALT 54 1U/1
NAG 29.9 U/day ALP 274 10/!1
Peripheral blood y-GTP 141/!
WBC 6.9% 10°/ul ChE 6.9 1U/m/
RBC 4.40% 10/ 1l T-Bil 0.31 mg/d/
Hb 14.1 g/d! TP 5.7g/d!
Het 425% Alb 3.0g/d/
PLT 168 % 10°/ pl BUN 16 mg/d/
75g0GTT Cr 0.7 mg/d/
FBS 114 mg/d/ UA 5.3 mg/d!
2 hours 273 mg/d/ Na 145 mmol//
Endocrinology K 3.1 mmol//
Plasma renin activity Cl 108 mmol//
<0.1 ng/mi/hr Ca 7.8 mg/d!
Serum aldosterone P 3.1 mg/d/
29.5 ng/d/ Mg 2.7 mg/d/
Serology T-CHO 213 mg/d!
CRP 0.0 mg/d/ HDL-C 61 mg/d/
RF 1.1 >1U/m/ TG 177 mg/d!
C3 108.0 mg/d/ FBS 128 mg/d/
c4 31.2 mg/d/ HbAlc 6.0%
CH50 45.8 U/mi Renal function
IgA 286 mg/d/ Cer 84.4 m{/min
1gG 1,080 mg/d/
IgM 196 mg/d/

Fig. 1.

contrast enhancement
It shows a low density area(l.6cm) at the left
adrenal gland.

Adrenal tumor in abdominal CT with
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Inferior vena cava(upper)
11.2ng/d 170 gl
U \

Right adrenal vein
44.6ngldy ™~
157.0 1 g/dl

N

Concentration of

Inferior vena cava(lower)

Aldosterone, 29.4ng/dl
Cortisol /5.8 wg/dl
Fig.3. Hormonal data from selective sampling of adrenal vein
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Fig.2. Adrenal tumor in iodine-131
adsterol scintigram

It shows a strong uptake at the left adrenal

gland.
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Light microscopic finding of the renal biopsy
specimen (PAS stain, X200)

Mesangial cells are increased in number in a few glomeruli.
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Fig.5. Clinical course
UP : urinary protein, TP : total plasma protein, K : kalium, sBP : systolic blood pressure,

dBP : diastolic blood pressure

Fig. 6. Macroscopic finding of the resected left adrenal gland
a : The tumor is encapsuled with a thin fibrous tissue specimen at the adrenal cortex.
b : The tumor is yellow-orange on cross section. It measured 1.4 X 1.2 cm,
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Fig. 7. Light microscopic finding of the adrenal tumor
{HE stain, % 100)

The architectural patterns are cells in nesting, alveolar

arrangement or short cords. Tumor cells have vacuolated or

eosinophilic cytoplasm and enlarged irregularly shaped hyper-

chromatic nuclei. Multinucleated cells and pyknotic cells are

presented. Several mitotic figures are found.
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