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A, RIEZ T 7Y Y KEFHERE (intravenous immuno-
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M2 381 2¢ (chronic inflammatory demyelinating polyneu-
ropathy ; CIDP) 1239 5% ¥ 27 1a AR 1) » A (cyclosporin
A5 CYA) OHMBIFHE SN TVS., —fFITY 7T ARY
VIR N T TEAMEA S NS, A7 u—YE
BEREClE, R OPCE I AR EE T HAE (area under the
blood concentration time curve ; AUC) 0~4h fii Dl %€ 75 &
DELTVWAZEDHMESINTEIHY, CIDPIZBWVWTY
CYA ZBEHBEORFWLENS. SHbhbhix, b5 71l
200ng/m! LAF, AUC 2500ng/m! - h % H# 12 CYA # & 5-
L7-AE RS OEENZ S 2 FEbl 2 B L 720 TH
59 5.
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BIRIE © X—14E 8 AW LB A B, R4 [CHES 5
72HELE 12 AE#%#% L CIDP & #hs /. X-1412
H, X42H, 48, 5 A2, #hFhyZ o 7Y >~ 400mg/
kg/H SHME A1 27—V &3 2 RMN IVIg# k% fifr L
T ATERIEDT S 00, BREMREZ ) 2L LERY
MIAME 2 WA L7z, [F4E6 H, PRS2 AT L,
IVIg B % 173 % b 10 HiR CTHET 2 7 L& H & i
M OB % A E DT 2O BB AL E e o7z,

A Bz B BLJE - & B 1565cm, 1K % 50.3kg Il 110/74
mmHg, {0HA%K 78/4 %%, 1K 36.5C C— B JIAZ HEH
TR LMo WEEERIT R I PUBGE A AN O 5
KT WEFHHRE (MMT) ; REOERE; 2/5 TR 4/
5l b b, KA I o7z F TR OB SN % &
LD, WM, EENIRIRLHEI NI A DN o 72l &
RRTIRMEGEM IS TREORAERKT L AR ET AR LD
73, BT % 5D HBMRRIZIER TH - 72,

ABERERART WL © RRE I, A b, BEEMACIERE R <,
HCPifkid TPO Pifk2s 11.11U/ml (0~3.21U/ml) & 1 LA
L T2, Zo&HEH ChiRIEElTH - 7. REELIK
HRAETMEAMAEZ & o3, E~—7—13 CAI9-9
ECAID RELEH L TWwz ir vy 79+ ¥ Pk
GM1, GM2, GM3, GD1a, GD1b, GD3, GT1b, GQ1b, GAl, Gal-
c D IgG, IgM & HREMETH - 72, BliA TIZMIEE 2/w
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Fig. 1 Bilateral brachial plexus MRI findings.
a) Patient 1. Coronal short T1 inversion recovery (STIR) shows hyperintensity and swelling of the
bilateral plexus (Coronal 1.5T image: TR 4,500 msec; TE 96 msec).
b) Patient 2. Hypertrophic brachial plexus shows high signal intensity on T1 weighted image (Coro-
nal 1.5T STIR image: TR 4,500 msec; TE 96 msec).
Arrows show swelling of the brachial plexus.
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JEMERE I G Sz, IMEEscH#L#: (plasma exchange ; PE) ABEREBE © B 5 176 5cm, AT 70kg, Sp0:96% (room
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AUC=
2,366 ng/ml-h

o 1 C3 C4 h

Blood cyclosporine A (CYA) concentrations were measured before (C0) and at 1, 2, 3, and 4 h after
administration of CYA (C1-C4) after treatment with 200 mg at 53 d. The area under the concentra-
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4338
o c1 3 C4h
Fig. 2 Blood CYA concentrations.
tion-time curve from 0 to 4 h (AUCo4) was 2,366 ng/(m!-h).
RHETH o 7.
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W9 5. CYA MBS AEEHTHL Y7714 Y EHE
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VY= a—) URHERRIZCYA MR CHBEL, %52
BRI ICIHE D ¥ — 2 ZoR$ 720805 2 W B3 My il v it FE
(C2) % C2ITHBT 5 AUC OHIEANERE FLEEE ShTwn
53)4).
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Fig. 3 Clinical course.

a) Clinical course of patient 1.
b) Clinical course of patient 2.

CYA: cyclosporine A, IVIg: intravenous immunoglobulin, PE: plasma exchange, PSL: predonisolone
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72, REEFNZCIDP T % 70— CEGEHFAKIC S 7
200ng/m! LAF, AUC 2500ng/m! - h % H#1Z CYA & 5-&
PRETLILET, RETEBPOTHREENENZ LN
5 ERRBLTNS.
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Abstract

Successful cyclosporine treatment in 2 patients with refractory CIDP, involving monitoring of both
AUC. and trough levels

Akiko Takeuchi, M.D."””, Shinichi Shirai, M.D."”, Kazuhiro Horiuchi, M.D.”, Ikuko Takahashi, M.D.",
Masaaki Matsushima, M.D.”, Makoto Hirotani, M.D.", Takahiro Kano, M.D.", Ichiro Yabe, M.D.",
Akihisa Matumoto, M.D.”" and Hidenao Sasaki, M.D."

"Department of Neurology, Hokkaido University Graduate School of Medicine
*Department of Neurology, Sapporo City General Hospital
“Present Address: Department of Neurology, Nakamura Memorial Hospital
"Present Address: Jozankei Hospital

Cyclosporine A (CYA) treatment has been reported to be probably useful for patients with chronic inflamma-
tory demyelinating polyradiculoneuropathy (CIDP) that is resistant to conventional treatment. Although several
studies have shown that appropriate area under the concentration-time curve (AUC) monitoring of CY A levels re-
sults in improved outcomes for refractory nephrotic syndrome patients, the importance of using AUC analysis for
CIDP remains unclear. In this study, we measured both trough and AUC from 0 to 4 h (AUCu..) levels of CYA in 2
patients with CIDP and compared the findings for the clinical parameters. On the basis of the CYA dosing recom-
mendations for patients with nephrotic syndrome, we used a CY A concentration of 150 ng/m! for the trough level
and an AUC,u, value of 2500 ng/(m! * h). Patient 1 showed a significant increase in grip strength and a prolonged
remission period. Patient 2 showed improvement in the modified Rankin scale and manual muscle test (MMT)
scores. Monitoring both AUC., and trough levels of CY A seems to be a better option than monitoring the trough
level alone because it leads to improved estimation of the efficacy and safety of CYA treatment in the case of
CIDP patients.

(Clin Neurol 2012;52:172-177)
Key words: chronic inflammatory demyelinating polyneuropathy, cyclosporine, area under the blood concentration-time

curve




