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# 1 Laboratory data on admission

N R &K

Peripheral blood Blood biochemistry
WBC 960 /¢L TP 7.7 g/dl ARERINE <5.0(-)
Neut 47 Alb 3.8 g/dl 1gG 1,800 mg/dL
Eos 0 Glb 3.9 g/dl IgA 191 mg/dL
Baso 0 T-Bil 0.9 mg/dl IgM 270 mg/dL
Mono 0 D-Bil 22 %
Lym 53 (%) ALP 179 un WTImRNA <50 I ¥— /ugRNA
RBC 225 x10%uL yGT 12 U1
Hb 7.3 g/dL LD 252 UN
HCT 20.8 % ALT 26 U/l
PLT 0.1 x10% L AST 22 U/l
Retic 0.4 % Crn 0.65 mg/dl
UN 19 mg/dl
Coagulation UA 4.8 mg/dl
PT-Sec 12.3 Sec Glu 101 mg/dl
PT-INR 1.02 CRP 0.26 mg/dl
APTT 33.2 sec Na 136 mmol/L
Fibrinogen 255 mg/dL K 4.1 mmol/L
Cl 99 mmol/L
ATG(mg/H)
mPSL(mg/H)
CyAme/B) | 200 300 250 130 60

G-CSF(H)
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A5 CyA G & kit UCRBH. L L, i 2 3V os A A i BE B L kisE. CyA $x5-#5 L C 15 H H (50
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OHNTz.

MRARAEE 1 (1) @ R R A S, K%
TR AERRYEEIM (Staged) & Z WL, ATG
(antithymocyte globulin) + CyA (Cyclosporin
A) + G-CSFHEZMM L7z, ATG 131 H3.75
mg/ kg% 5 AR5 L, CyA 13200 mg/ HH 5
FIBGE L N T 7 IREEAT150~250 ng/ml 1272 % & 9
AR L 7. RIBHAR16 H H 2> S N B o5&
FUEASHBLL, 20H BAZE W T o 2 #Ewv
IR & 70 o T W O ARRLIEIR T FRD T,
SRR RRBUEIR 7 & OB 5 A iR 5
T RALRRD e h o 72 &SR IR LT NSAIDs
GEA 7 a4 FHBLRAESR) oV VY V%
L7208 REZ Lh o7z CIPS ¥l L
25H HIZ CyA Wik ik L7z, CyA Wk Ik
#5 HHIZIZKmEL L. LaL, B
2& o 72U ERAS, CyA HIRIfE VA LT
&7z7z0, #TI0HH G&FFHB3SHHE) 55
CyA ¥t 5= %2130 mg/ HIZ#mE L TR L b5
T REEAL00 ng/ml 1275 X HITHEEL. L
AL, TR RS B U e L 72,
CyA#5-FHB L CI5HH GR#EBIA50H H)
1%, FWHEEARSIB LA EED X 5
RIESVRDOONDL L)%Y, 19HH GAFE
FAUGESAH H) 55 CyA 57 %60 mg/ H 12K
w720, EROWHIZRD Lol I

# 2  Laboratory data on admission
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(GREERIRSOH H) 2% L, 28HH (HH#EH
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120/57 mmHg, W47 57181 / 45+ %%, 1K 36.4 C,
SpO2 (room air) 97%. HRIRAGEEFH G L. O
e Ze L. WP s, BFE 2 L. iR
Y VoXEIfiANE ST, AR AR A D .

BATFT L © AR AT 2 (£2) 1R
3. [k 2,430/ 1L, ARIMER 184)7 /L, ~NE
ra¥r 67 gdl, #ARIMER 50,000/ 1L, i/
M 1475 /pL & PLIMERRA % B 7z, & Bl
T, FWREEETH Y, AEMEOH %
R, BILIEFED Ao /2. PNH ILEK % &
JKIE 70— 4 b X MY —JETRENTL, ARILER
T0.20%, BHEKT0.21% DML % 520 7.
G54 MRI T, 38 AL 0 384> & IR iR

Peripheral blood

Blood biochemistry

WBC 2,430 /L TP

Neut 56 Alb

Eos 0 Glb
Baso 0 T-Bil
Mono 4 D-Bil
Lym 40 (%) ALP
RBC 184 x10%uL yGT

Hb 6.7 g/dL LD
HCT 20.3 % ALT
PLT 14 x10%uL AST

Retic 3.1 % Crn

UN

Coagulation UA

PT-Sec 10.7 Sec Glu
PT-INR 0.86 CRP

APTT 20.9 sec Na

Fibrinogen 192 mg/dL K

Cl

6.5 gl
3.8 g/dl 1gG
2.7 g/dl IgA
0.8 mg/dl

307 U/

AR RTINS <5.0(-)
710 mg/dL
224 mg/dL
IgM 70 mg/dL
69 %
WTImRNA <50 I ¥—/ugRNA

98 U/

393 U/

33 U/l
46 U/N

1.08 mg/dl

26 mg/dl

6.8 mg/dl
103 mg/dl
0.16 mg/dl
140 mmol/L
4.9 mmol/L
108 mmol/L
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(Case Report)
Two cases of calcineurin inhibitor-induced pain syndrome
during treatment for aplastic anemia

Keiichi UCHIDA, Fuminori SANO, Shigeki HAYASHI,
Eisei KONDO, Hideho WADA

Department of Hematology, Kawasaki Medical School

ABSTRACT Calcineurin inhibitor-induced pain syndrome (CIPS) involves pain and itchiness
that occur at sites centered on the legs while using a calcineurin inhibitor. We report about
two cases of CIPS that occurred during immunosuppressive therapy for aplastic anemia. The
first case was a 60-year-old woman who was found to have pancytopenia in a blood test that
was conducted by her local physician. After referral to our hospital, she was diagnosed with
aplastic anemia (stage 4), and we initiated ATG (antithymocyte globulin) /CyA (Cyclosporin A)
combination therapy. After administering CyA, she developed discomfort and almost intolerable
pain in both legs. She was diagnosed with CIPS, and her symptoms improved upon cessation
of CyA. Subsequently, aplastic anemia deteriorated; therefore, CyA was restarted at a low
dose. This caused CIPS to recur, and the continuation of treatment became difficult because
of worsening of depression. Deterioration of the underlying condition led to the patient’'s death.
The second case was a 60-year-old woman who was referred to our hospital after she was
found to have anemia and thrombocytopenia in a blood test. She was diagnosed with aplastic
anemia (stage 2), and CyA therapy was initiated. After administering CyA, she developed
discomfort and almost intolerable pain in both legs. She was diagnosed with CIPS, and her
symptoms improved with cessation of CyA. The late diagnosis of CIPS can cause depression
owing to psychological distress and a decrease in ADL (activities of daily living) s owing to
pain. Most current reports of CIPS result from the use of CyA after organ transplantation;
however, the possibility of occurrences in other contexts should also be known.
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