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Fig. 1 Brain MRI study.
Fluid-attenuated inversion recovery (FLAIR) images showed high

intensity areas in the bilateral medial temporal lobes and insular
cortices. (TR 9,000 ms, TE 114.6 ms).
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Fig. 2 Clinical course of our patient.

The patient was treated by intravenous methylprednisolone and
acyclovir for limbic encephalitis, but did not recover. Additionally,
quadriplegia and respiratory failure progressed rapidly, and therefore,
he needed ventilatory management. Following a diagnosis of quadri-
plegia and respiratory failure caused by immune-mediated neuro-
pathy, we treated him with intravenous immunoglobulin and methyl-
prednisolone pulse therapy; however, this therapy had no effect.
IVIg, intravenous immunoglobulin.
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(A) DL | MCV [CMAP (D/P) |[FWCYV | F occur. [SCV|SNAP
(ms) | (m/s) (mV) (m/s) | (%) |(m/s)| (uV)

Lt. median | 4.98 | 41.8 | 0.180/0.155 | NE NE |NE| NE
Lt.ulnar [3.98| 44.6 | 0.654/0.631 - - NE | NE

A A

Fig. 3 Nerve conduction studies.
(A) Nerve conduction study results. (B) CMAP (a) and F wave (b) from nerve conduction studies in left
median nerve. DL, distal latency; MCV, motor conduction velocity; CMAP, compound muscle action potential
(baseline-to-peak); D, distal; P, proximal; FWCV, F wave conduction velocity; F occur., F wave occurrence;

SCV, sensory conduction velocity; SNAP, sensory nerve action potential; NE, not evoked; -, not examined.
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Fig. 4 FDG-PET study.
FDG-PET showed accumulation at lesions on two hilar lymph nodes.
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Anti-Hu antibody-positive paraneoplastic limbic encephalitis
with acute motor sensory neuropathy resembling Guillain-Barré syndrome: a case study

Takeo Sakurai, M.D.”, Kenji Wakida, M.D.”, Akio Kimura, M.D.?,
Takashi Inuzuka, M.D.? and Hiroshi Nishida, M.D.”

"Department of Neurology, Gifu Prefectural General Medical Center

“Department of Neurology and Geriatrics, Gifu University Graduate School of Medicine

A 69-year-old man experienced general malaise, weight loss, amnesia, gait disturbance, and restlessness a month
prior to admission. Brain MRI showed high intensity areas in the bilateral medial temporal lobes and insular cortices on
FLAIR images, and therefore, he was diagnosed with limbic encephalitis. After admission, quadriplegia and respiratory

failure progressed rapidly, and he needed ventilatory management. A nerve conduction study revealed low compound

muscle action potential amplitude with loss of sensory nerve action potential, which indicated axonal sensorimotor
neuropathy. We administered intravenous immunoglobulin and methylprednisolone pulse therapy, but he did not recover.
Although no tumor was found on CT, his serum was positive for anti-Hu antibody; therefore, we diagnosed him with
paraneoplastic neurological syndrome. An FDG-PET study showed accumulation at lesions on two hilar lymph nodes.
Small cell lung carcinoma was detected by endobronchial ultrasound-guided transbronchial needle aspiration. Although

paraneoplastic acute sensorimotor neuropathy with respiratory failure resembling Guillain-Barré syndrome is rare,
identification of antibodies and servey of tumors aids accurate diagnosis.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:921-925)
Key words: anti-Hu antibody, paraneoplastic neurological syndrome, limbic encephalitis, acute motor sensory neuropathy,

respiratory failure




