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Table 1 Laboratory findings just before introducing hemodialysis

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

BC K
GOT 14 [U/1 Ci
GPT 16 1U/1 Ca
LDH 341 10/1 TC
ALP 637 1U/1 TG
y-GTP 557 10U/ HDL-C
T-Bil 0.2 mg/dl Glu

HbAlc
CRP

6.1 g/dl ABG

3.6 g/dl pH 7.289

69 mg/dl PaCO2 25.4 Torr
8.7 mg/d! Pa02 1153 Torr

7 mg/dl HCOs~ 119 mEq/i

137 mEq/! BE - 128

52 mEaq/l SatOq 979 % °
113 mEq/] 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/d!

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.

(BiE] && 161cm, A& 53kg, BMI 204kg/m’ Il
JE 145/78mmHg (BEEHIANR), PRin70/45%, L&
H, WRELY, @FRE2R07.
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AobN7z. LDH, VAV T4+ X7 7% —¥, +GTP
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Rtz BEEBRME S L7 F = v 87mg/dl, RESE
F 69mg/dl L EE, MEEMEIE A ) v A 52mEq/]
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WA ABHCERBMET v F— VR E2R0. T,
MyE T VAT T —)V 326mg/dl, PV ZVET4 K424
mg/dl & BIFMLAE 2 B, BERFIANESTE Y Ale
6.1% Y Fa—NVEIFTH- 7.
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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.

" PASYefn

Fig.4 Renal Biopsy
Histologic analysis shows that, in five of six glomerul, 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, indicating hypertensive vascular

changes.

BE, FORNBICREEERL L CORMBROER
DHRTHET L L IZRYETH 5.

AREEFITIE, BIME, HERKE, SELEr &L Tw»
7z, L7228 T, 2 b ovwbhw 28R G R E T2,
AFEBOBFHREEREE IV HICED o Tz d B 72
A, BIFEIZ20EENOLDTH Y, HERTEEOERE
W2 &0, I MmE X 110~160mmHg, #5R L E i3

60~80mmHg CREBL Tz, Ty EFF v VIR
WEFEHER (ACED 27 v¥4+57 v ¥ v ISR
Hi#E (ARB) oS3 fThN T o7z, HRFIL 12
EDHREZFLTVAED, TOFRANEZTE Y Alcid
6% BitE L oy PO —VIZBIFTh-7-. —H,

EBMEIX2 Y P —VRETHY, TINRSF &
Bk > ThIMEH T L A7 10— 300mg/dl #ieg, +
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Fig.5 CAG
Diffuse stenosis is seen in right coronary artery, left anterior descending branch and diagonal branch
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, Masaki 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 abdominal CT. There after, the renal function gradually worsened. At age 53, the serum creatinin level rose to
83mg/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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MERR T VAT 8 —VED240mmHg LT & »
JVHITEH I L AT a— VO CHD B& %
I & L7z 2 X F Pk CARE (Cholesterol and
Recurrent Events) ThH, BEi#EZicBirsaL
A5 U — VR TBREOEDUEARENT NS,
TINAYF v ORGIZEY, TETHIRA N
2% 65 AR OB TIE 19%, 65 ML EOEE
BT 32% WA Lz, CHDIZX AT D 778
A5 F I L D BERET L%, BB T
45% b A L7z,

¥ E NCEP (National Cholesterol Education
Program) @ ATPIII (Adult Treatment Panel
) HEXE, 920REFEHI VAT —VERT
KHBIE R AEB (AFCAPSI®, POSCH!D,
Upjohn, VAHIT?, WOSCOPS!®, CARE®,
LIPID®, PLACI1, CCAIT) O X % f##i %47\,
CHD Z8#iE 1) A 7 13 65 BEsR T 33%, 65mLET
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b 30%IET ¥ % Lffwm L Tna 1Y,

2. BEOSRMEESEBIEE

LFREGCBRLBELE E L CER SN2
A FF4 2 ATPII T, BigETH->TDH
CHD OEEfED & 5 A2 L TIELDL 2 L A7 1
— V% 100mg/dI R T & 628, 2L T
HRETHNITHDL I VAT 12— 7% 40mg/dl LA
R Es LR HEL TS W, —F,
MUY ) I LTV 22T Y
LNTWiRWE LT, BinEIZB) 5HEREIR
SNnTwiw, L2 L, American Heart
Association/American College of Cardiology I
LBHCHDD2RFBENA KT 4 Tld, —Kiw
LT R &) FEL200mg/dl B E DA
iE, JFADL L AT u— Nl (BaL x5
—)—-HDL I VAFua—)) % 130mg/dl Kii
WZTBHEHAEDHTNBI,

3. 75U EDEREICKHT 3 EIRIMESRED
BE

Db o E 2 BRI Z OX RO EERDT75 5%
FWMOEFTH Y, 75U EOFEHEICET
WD ol 2D 75U EOFERE
X L CHIRERTERENERLICHNTH 2 0Hh
L ATEF 2GRS TR, L2L, Th
FTOMADNS, BEETHEECLS CHD P
SIS B2 < B 5w B ERBBCRIES N
B EWbhroTnah, $7:CHD OZEE, CHD
WX BT, ERITHRIBT I T b -
CTEOEMFEZ 5 (MR fEMmESEMT5). &
D7 DIFEETEEIC L AT ) A 7T [#
& PEREEEEETRETHo -2 LTD,
ERIICEEZZIGLAD [E] 3E#HERT
I0EL B, LizhoT, 75, 80ME W
o I BEEE I b IRER TR T 2 EHIT
BB LT LOPRETIIEZ FOERL 2

o TWA, filt, FHTR2HEoOBIELZNRE L
7zak— MFRIZBNT, AFF VIREILLD
CHD O 1 K FBighFARE & 17219,
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% L L7- PROSPER (Prospective Study of
Pravastatin in the Elderly) & 1 XFFiEERTH
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Morbidity/Mortality in the Elderly) #%#47d ¢
HY, EWIEE, SiwEosEEGRICKL
TELIEDODOMP I EEZRLTIND
bOEELNALI, bETHFEHHTIIEOE
WEEWHRE L7ZPATE (Pravastatin Anti-
atherosclerosis Trial in the Elderly) E&AMTH
n, 79132455 EHE (Gmg) &5 LIEE
HE (10~20mg) H5HO2HM TFIY394E
DEEPIITE N2, EORR, BHAEFEITLN
BEREHE TS I4 ) -2V FKRA VD
(CHD, MnmEREE, MAEUGBIREIGERZ SOE
MEREE) M324%ET T2 &) REIELN
TWwW5 1),

Bt}

B. &ME

B Z & b T EiEICE A DL DR
BTHy, CHD OAZk b RMERKE L RKEH
REALDFELEREAFTH L. KEJNC
(Joint National Commission) VIDZ:MEIZHE &9
L, 60U Lo ADOEEHIEMEZ S b,
75 UL OB ERE O 2/3 15 NASTEITE B S
NTWRWREBICSH 5 L HESh T Y. FHilp
FIZRLE L ALNDLDME, Wihw A UNHEER i
PR EWwSY 4 7TOEMmME (isolated systolic
hypertension, JUEEIME 140mmHg ML _EA>D 3
REIIME O0mmHg Kifi) TH O, REDEME
(50mmHg LA L) 13 2 OFEEEIC & o TR
ERLAEOBENLTFURT L ENDD.

IREFTITbRTELBMERBEICET 5K
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W5h 2, EypEke T A4, BIEOE
RERE, WOBBKEF CREREEOF BN U T
VaBRTLZLEIBREDEEEIEDLL L
V. LEDRED S, T2 AIEOARERHRIED
HHHEETIX, ACEHEAI® ARB (7T v ¥4 7
Y UL RFEERAD) PHERINE. wiTh
WL, B, BRI B L OB E
CHDZZ Lo & § 5 LIMEEEIC L 50T %
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THEL LT\ %23,

C. ¥ERMN, BCi

MR RS b b5, CHD O % fis
BMEFTHBD, 1778000 ALhEEIHRIZTFR— F
28 % 175 72 Abbott B2k 5 &, BILFEREIF
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TR A L%, 2FH%TE L TCHD DO5E
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Wi VF TN A7 DERBDEALNLT N
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PPAR« (peroxisome proliferator activator
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FIfER K HDL O L 2 5 0 — )V IILE D if #38T
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sclerosis Intervention Study: DAIS) TRENT
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MFERDBIRAFLERE 2 H LT 5D Z &2k
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