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Fig. 1 Thoracic cord MRI on admission.
A: T, weighted image (Sagittal, 1.5 T; TR 3,500 ms, TE 100 ms)
showed longitudinally extending lesion at the level of Th4-10.
B: Gadolinium enhanced T, weighted image (Sagittal, 1.5 T; TR
400 ms, TE 18 ms) showed enhanced effect at the level of Th6-7.
C: Gadolinium enhanced T, weighted image at the Th7 level
(Axial, 1.5 T; TR 500 ms, TE 9 ms) showed enhanced effect in the

central to dorsal regions of the spinal cord.
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Fig.2 Clinical course and laboratory findings.

After initiation of corticosteroid therapy, muscle weakness was largely ameliorated. Additionally, after Helicobacter
pylori (H. pylori) eradication therapy, her platelet count and platelet-associated IgG (PA-IgG) returned to normal range.

Furthermore, the anti-aquaporin 4 (AQP4) antibody titer

ENTB . H. pylori B & ITP 5E 12OV T OB 1%
H. pylori WIZFEH T 2 IFIE KT D CagA (cytotoxin-associated
gene A) & IM/IMRIEHUR & D5 FAHREMEEZ TR E LT, Ii/h
WERAIET HPIEPEL L LR, v 7077 —=TV0l
IIMRERREERAEMET 5 2 & R EAHERI S TV B0y, K72H
Mz s Tnzn”,

FIEBITIX, T AQPA FURFGIER IS ERIC S BV 7-EIE
REATOA FPITPIZS —EDRRBD o7 ER LN
%5, H. pylori W ORICHEISREIZ R & 20, /MK
BsiEwAL L, PA-IgG M b L7z, £72, H. pylori WFRH
DRI, Fifihy 7 L CAIUEANRA L 728 38  BIRIR V.

Pt AQP4 FURRG BB T, LS8 LIE <2 10> S e 1
B L LT H. pylori WIEGEEEDH TS L BRICE o 72
EOWEN DB Y A, HAQPA LR L H. pylori # & O FIFH
FRIZOWTIEIARWHTH 5. H pylori H & AQP4 4 T-HiFN14:
FHRESNTEBS5Y, NMO & ITP D& EFNTDH
H2EbHN, T HREEE o 22 EREE S O EEEIE .
RIEGIT S EBE, H. pylori WERTHEIZ B\ T 31 AQP4 Hitfk
KR T - 72, F 72, 40°C DFsEE &b 7% ) 2k
FRERICE T, PAQPAHUEITI DO LA 2 A &7
NMOSD (2Bt T B IEUEE LT, ¥4 37 I A< REEH

declined and her symptoms were almost resolved.
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Abstract

A case of myelitis with anti-aquaporin 4 antibody concomitant
with immune thrombocytopenic purpura

Hideki Mizuno, M.D.", Shigeru Sato, M.D."”, Yasushi Ohnishi, M.D.?, Toshiyuki Takahashi, M.D.?,
Ichiro Nakashima, M.D.?, Kazuo Fujihara, M.D.?, Masashi Aoki, M.D.? and Ayumu Ohnuma, M.D.”

UDepartment of Neurology, Kohnan Hospital
“Department of Hematology and Rheumatology, Tohoku University Graduate School of Medicine
¥Department of Neurology, Tohoku University Graduate School of Medicine

We report a 44-year-old woman who had anti-aquaporin 4 (AQP4) antibody-positive myelitis and immune
thrombocytopenic purpura (ITP). She was admitted to our hospital with paraparesis, dysesthesia below the Th8
dermatome level on her right side and lower extremities, constipation and urinary retention. Magnetic resonance
imaging revealed a longitudinally extending lesion at the level of Th4-Th10. Her serum sample was positive for anti-
AQP4 antibody. Corticosteroid therapy was initiated, and her symptoms were largely ameliorated. Furthermore,
concurrently with the myelitis, her platelet count dropped (99 x 10%). A diagnosis of ITP was made with positive
serum platelet-associated IgG (PA-IgG) and negative work-up for blood malignancies by bone marrow aspiration. Since a
causal relationship between Helicobacter pylori (H. pylori) and ITP is suggested by several studies, she was also
examined and diagnosed with H. pylori-positive ITP. After the bacteria eradication therapy, her platelet count and PA-IgG
returned to normal range. Furthermore, the anti-AQP4 antibody titer declined and her symptoms were almost resolved.
We considered that H. pylori might influence progression of the myelitis as well as induction and development of ITP.

(Clin Neurol 2014;54:195-199)
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