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Fig. 1 Changes in CT findings.
Chest CT scan on admission (a, b) shows the enlargement of left hilar lymph nodes (arrowheads) and

the nodular shadow in the left lung (arrow). Chest CT scan after the chemotherapy (c, d) shows

reduction in the size of left hilar lymph nodes (arrowheads) and the nodular shadow in the left lung

(arrow).
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Fig. 2 Brain MRI on admission.
Gadolinium-enhanced T;-weighted image (a) (3.0T; TR 500 msec, TE 9.7 ms) and T,-weighted image
(b) (3.0T; TR 5,000 msec, TE 82 ms) do not show neither space-occupying lesion suggestive of
malignancy nor atrophy of the cerebellum. Sinusitis is observed in both images.
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Fig. 3 Evoked electromyogram.
The amplitude of muscle action potentials evoked by repetitive
nerve stimulation at 30 Hz showed progressive waxing.
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Fig. 4 Clinical course.
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Synchronous appearance and improvement with anticancer chemotherapy of paraneoplastic cerebellar
degeneration and Lambert-Eaton myasthenic syndrome complicated with small cell lung cancer

Haruki Koriyama, M.D.”, Itaru Kyoraku, M.D., Ph.D.”, Shuichi Yamashita, M.D., Ph.D.”,
Kazutaka Shiomi, M.D., Ph.D."”, Nobuhiro Matsumoto, M.D., Ph.D."” and Masamitsu Nakazato, M.D., Ph.D."”

YDivision of Neurology, Respirology, Endocrinology and Metabolism, Department of Internal Medicine,

Faculty of Medicine, University of Miyazaki

A 62-year-old man who had suffered from instability of gait and double vision for two months was admitted to our
hospital because of weakness of the extremities and ataxia of the extremities and trunk. Chest X-rays and CT scans

showed enlargement of the left hilar lymph nodes and a nodular shadow in the left lung. Transbronchial biopsy revealed

small cell lung cancer. We diagnosed the patient with two conditions: paraneoplastic cerebellar degeneration (PCD),

based on cerebellar ataxia, the presence of Hu antineuronal antibodies, and the absence of cerebellar atrophy and

malignancy; and Lambert-Eaton myasthenic syndrome (LEMS), based on weakness of the extremities, the presence of

P/Q-type voltage-gated calcium channel antibodies, and waxing in the evoked electromyogram. Anticancer

chemoradiation therapy that was started within three months of symptom onset resulted in reductions in size of the hilar

lymph nodes and the nodule. Concurrently, cerebellar ataxia, weakness of the extremities, and double vision all
disappeared. Anticancer chemotherapy is effective against LEMS while usually less effective against PCD. Early
commencement of anticancer chemotherapy is recommended for the treatment of PCD with LEMS.

(Clin Neurol 2013;53:104-108)
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