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®1 BEREMRR

Al ML FSERIE

Hb 12.3 g/dl AST 24 U/L CRP 0.08 mg/dl

RBC 35910 /ul ALT 15 U/L

Ht 35.0 % LDH 313 U/L B A

WBC 4,690 /ul ALP 348 U/L PT% 78 %
Neut 62.0 % T-Bil 1.2 mg/dl PT-INR 1.11
Eosino 1.0 % TP 5.7 g/dl APTT 35.2 s
Baso 0.0 % Alb 3.6 g/dl D dimer 1.6 pg/ml
Mono 7.0 % BUN 19 mg/dl
Lymph 24.0 % Cre 0.93 mg/dl JRIREE

Plt 3.3x10* /ul eGFR 65 PRE&EH (3+)

MCV 97.5 fl UA 7.9 mg/dl JREHEE over

MCH 34.3 pg Na 144 mEq/L TR AE (—)

MCHC 35.1 g/dl K 4.4 mEq/ml PR I 2+)

ALz NIEER 0.8/200 PPG 84 mg/dl PRARIMER 10-19 /#EF

Ret 2.9 %

IPF 15.8 %

=2 PBUEREMR

A ML SERIE

Hb 10.6 g/dl AST 22 U/L CRP 4.43 mg/dl

RBC 319X10" /ul ALT 10 U/L

Ht 30.6 % LDH 400 U/L GEIF] R

WBC 5,340 /ul ALP 308 U/L PT% 70 %
Neut 76.0 % T-Bil 1.4 mg/dl PT-INR 1.16
Eosino 1.0 % ChE 178 U/L APTT 37.5 s
Baso 0.0 % Alb 2.9 mg/dl ATIIT i 14 62 %
Mono 6.0 % BUN 27 mg/dl D dimer 2.4 pug/ml
Lymph 14.0 % Cre 1.35 mg/dl

Plt 2.0X10* /ul eGFR 44 IRIEE

MCV 95.9 fl UA 8.5 mg/dl PREH (3+)

MCH 33.2 pg Na 141 mEq/L JRAEH T over

MCHC 34.6 g/dl K 4.2 mEq/ml PR AE (+)

A AR I Bk 1.2/200 PRI (2+)

Ret 3.1 % PRARIMIR 20-29 /FiHEy

IPF 14.5 %
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TTP, HCOGIEREL E2BEVWEBREZRE L
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x3 HIREEFER

HEHHE TTP #
PA-IgG 87 vWF 244 %
V=T AT/FI75F/h 1.14 ADAMTSI3iEE  62.4 %
VY FVEAUE 1.8 U/ml - ADAMTSI3 v e s— a1k
ISR 40 f
PR3-ANCA 1.0< U/ml Bl ~—%—
MPO-ANCA 1.0 U/ml N7 hrney 8.0 mg/dl
CH50 39 U/ml
C3 100 mg/dl  MEEHB#E
C4 23.9 mg/dl  IiEE Rt
Clg 1.5< pg/dl  STEC #i (36
el
2hE

125
mPSL,PSL (mg/day)

IJX <7 900mg/week ‘ ‘ ‘ ‘

Hb PIt Cr
(g/dl) (104L) (mg/dl)
12,5 25 5.0

10r 20F 4.0

7.5 15  8.0p

5.0r 10r 2.0f

25 5 1.0
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BEet D BERE B L AT E Ry, BHAEDL
I THER R S5 2 ki L CTB 0 BEEA S 1 EL EASE
WL7205, |ARREIROONL Y, BHREE -
ZilLe HICIEFIL T 5.
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HIZF#4 L L TlX, complement factor H(CFH)
DEEPRD L VE ENDLY . AREHNIZBWTIE, CFH
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3, CFHE#EORE IR ENEEZE 2 N7z, CFH IZ
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DFERE SNALHETFICHET 2B THREDEEB INS.
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HUS : deficiency of CFHR plasma proteins and

A case of atypical hemolytic-uremic syndrome successfully treated
with eculizumab

Masahiro OURA, Hirohumi BEKKU, Naoko ISHIBASHI,
Tomoko HARA, Keiji OZAKI, Tetsuya GOTO

Division of Hematology, Tokushima Red Cross Hospital

A 58-year-old man presented at our hospital with petechiae of the lower leg and thrombocytopenia. Edema,
proteinuria, and petechiae progressed rapidly, and the patient’s serum creatinine level increased from 0.93 to
1.35 over a period of approximately 2 weeks. We suspected rapidly progressing glomerulonephritis, and there-
fore initiated administration of 125 mg methylprednisolone ; however, renal failure progressed and the patient re-
quired hemodialysis. Decreasing level of consciousness was also present. Laboratory findings suggested the
presence of thrombotic microangiopathy. Atypical hemolytic-uremic syndrome (aHUS) was diagnosed according
to diagnostic criteria.

Plasma exchange was ineffective ; thus, administration of eculizumab was initiated. Edema, renal function, and
thrombocytopenia improved gradually over a period of approximately 2 months. At present, the patient is un-
dergoing maintenance therapy.

The clinical prognosis of aHUS is poor. There is a 10—25% likelihood of mortality, and 50% of survivors pro-
gress to end-stage renal disease. In this case, renal function and clinical outcomes improved with administration
of eculizumab. On observation of unidentified thrombotic microangiopathy, aHUS should be suspected and early

administration of eculizumab considered.
Key words : atypical hemolytic-uremic syndrome, eculizumab, TMA (thrombotic microangiopathy)
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