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Table 1 Laboratory findings just before introducing hemodialysis

CBC TP
WBC 8500/l Alb
RBC 195 x 105/l UN
Hb 6.1 g/d! Cre
Het 19.7 % UA
Plt 22 X 108/l Na

BC K
GOT 14 1U/1 Cl
GPT 16 10/1 Ca
LDH 341 1U/1 TC
ALP 637 1U/1 TG

y -GTP 557 1U/1 HDL-C

T-Bil 0.2 mg/dl Glu
HbAlc
CRP

6.1 g/dl ABG

36 g/dl pH 7.289

69 mg/dl PaCO2 254 Torr
8.7 mg/dl Pa02 115.3 Torr

7 mg/dl HCOs~ 11.9 mEq/!

137 mEq/! BE - 128

52 mEq/l SatOs 979 %
113 mEaq/! Urinalysis

9.1 mg/dl U-Glu 3+
325-mg/dl U-Pro 1+
424 mg/dl U-0B 3+
45 mg/dl
104 mg/dl

6.1%

0.3 mg/d!

Fig.2 Abdominal CT
Remarkable atrophy of bilateral kidneys with a cyst and

accumulation of visceral fat are seen.
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Fig.3 Angiography of renal artery
Hypoperfusion is seen in arcuate arteries as well as interlobular arteries. Renal arteries and interlobar

arteries seem to be intact.

Fig.4 Renal Biopsy
Histologic analysis shows that, in five of six glomeruli, global glomerular sclerosis is seen (upper left).
In the rest one of them, diabetic changes such as mesangial expansion or thickening of glomerular
basement membrane and Bowman's capsule, are not seen (upper right and lower right). Remarkable
hyalinosis is seen in afferent arterioles and interlobular arteries, 1nd1cat1ng hypertensive vascular
changes.
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Fig.5 CAG

Diffuse stenosis is seen in right coronary artery,
of left coronary artery.
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Abstract
A report of a case with Werner’ s syndrome suffering from end-stage renal failure

Harukiyo Kawamura, Hiroki Tsuchida*, Yoshiro Maezawa, Kazuki Kobayashi, Masali Fujimoto,
Sunao Asaumi, Koutaro Yokote, Seijiro Mori and Yasushi Saito

A 54-year-old man was found to have hypertension at age 32, and a diagnosis of Werner's Syndrome was made at age 36
when he was examined for hyperlipidemia. Diabetes mellitus was found at age 42. Proteinuria appeared at age 49, and mi-
croscopic hematuria was seen at age 50. At age 51, serum creatinin level began to rise and atrophy of bilateral kidneys was
observed by ahdominal CT. There after, the renal function gradually worsened. At age 53, the serum creatinin level rose to
8.3mg/dl, and systemic edema as well as loss of appetite appeared, resulting in the initiation of hemodialysis. In Werner's
syndrome, though arteriosclerosis arises frequently, case reports with chronic renal failure are extremely rare. To investi-
gate the cause of the renal dysfunction, renal biopsy was performed and the samples were histologically examined, reveal-
ing the presence of hypertensive glomerular changes. It is, thus, conceivable that hypertension had played a major role in
the progression of renal failure in this case.

Key words : Werner's syndrome, Chronic renal failure, Hemodialysis, Hypertension
(Jpn J Geriat 2003 ; 40 : 282—286)

Department of Clinical Cell Biology, Graduate School of Medicine, Chiba University
*Research Institute of Chronic Vascular Complications, Funabashi Futawa Hospital
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