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Two Cases of Primary Sjogren’s Syndrome Presenting as
Relapsing-Remitting Multiple Sclerosis

Jeong Hee Cho, M.D., Seung Min Kim, M.D., Jee Heun Kim, M.D., Chong Kyu Chu, M.D.,
Mi Hee Lee, M.D., Hae Won Shin, M.D., Won Young Doh, M.D., Il Nam Sunwoo, M.D.

Department of Neurology, Yonsei University College of Medicine, Seoul, Korea

Sjogren's syndrome is a slowly progressive autoimmune disorder that predominantly affects major exocrine glands, and

may also involve the central nervous system (CNS). It is sometimes very difficult to differentiate the CNS Sjogren's

syndrome from multiple sclerosis. Here, we report two cases of Sjogren's syndrome who developed variable neurological

symptoms mimicking the relapsing-remitting form of multiple sclerosis. There had been several relapses during the course

of interferon-beta treatment but no relapses have occurred after steroid maintenance therapy.
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Figure 1. MRIs of the patient on the first admission. (A) Brain MRI shows lesions involving bilateral internal capsules and corpus
callosum. (B) Follow-up brain MRI reveals extension of previous lesions and development of new lesions in midbrain, occipital lobe
and periventricular white matter. (C) Spine MRI shows intense lesion involving whole cervical cord.

Figure 2. MRIs on the second admission. (A) Brain MRI shows white matter lesions involving cerebral peduncle in midbrain, internal
capsule and deep white matter. (B) Spine MRI shows T2-high signal lesion in lower cervical cord. (C) Follow-up spine MRI shows
new lesion in upper cervical cord and atrophy of lower cervical cord. (D) Follow-up spine MRI shows patchy lesion involving
thoracic cord.
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Figure 3. Biopsy of lip reveals four foci of lymphocytic infiltrates in two salivary gland lobules (H&E stain, (A) %30, (B) x200).
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