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Fig. 1 Distribution of loss of pain and temperature sensations in
the patient.
Graphic shows mild loss of pain and temperature sensations (grey

dots) and severe loss of them (grey color).
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Fig. 2 Spinal MR images.
(a) and (b) T,-weighted MR images (Sagittal, 1.5 T; TR 4,500 ms, TE 123 ms) of the spine revealing a long
high-intensity lesion extending nearly throughout the entire spinal cord (arrows). (c) T,-weighted MR image
(Axial, 1.5 T; TR 4,500 ms, TE 123 ms) of the spine revealing a high-intensity lesion in the posterior column
at the level of the 4th cervical vertebra (arrow heads).
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Fig. 3 Clinical course of the patient.
The progression of the disease in this patient was resistant to therapy using intravenous immuno-
globulin (IVIg), methylprednisolone (MPSL), and intravenous cyclophosphamide (IVCY). Plasma
exchange (PE) led to an improvement in symptoms such as trunk ataxia and dysuria. The disease
condition stahilized after she received D-penicillamine administration.
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A case of ataxic sensory neuronopathy associated with Sjogren’s syndrome
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Shinichiro Maruhama, M.D."”, Gan Kim, M.D.” and Kiyoshi Harada, M.D., Ph.D.”
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A 71-year-old woman developed advanced thermal hypoalgesia, bathyesthesia, and significant sensory ataxia 1 year
ago. She also had difficulty maintaining a sitting posture. Patchy and reduced thermal nociception corresponding to a der-
matome was found in her four extremities and trunk. On the basis of several tests, she was diagnosed with ataxic senso-
ry neuronopathy due to dorsal root ganglionitis associated with Sjogren’s syndrome. Generally, dorsal root ganglionitis
associated with Sjogren’s syndrome is refractory. After treatment with simple plasmapheresis, she was able to maintain a
sitting posture. Finally, her symptoms stabilized after the inclusion of oral D-penicillamine to her treatment regimen. Al-
though the clinical course was observed for about one year, we report this case because of its valuable finding, i.e., her

symptoms improved after simple plasmapheresis and oral administration of D-penicillamine.
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