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B CASE REPORT B

A Case of Nonvasculitic Autoimmune Inflammatory
Meningoencephalitis Accompanied by Sjogrens Syndrome and
Elevated Antithyroid Antibodies

Seong Joon Lee, M.D., Sung Yeon Sohn, M.D., Tae Sung Lim, M.D,,

Department of Neurology, Ajou University School of Medicine, Suwon, Korea

Background: Nonvasculitic autoimmune inflammatory meningoencephalitis (NAIM) is known to be one of
the causes of potentially reversible dementia. NAIM can be accompanied by various autoimmune dis-
eases. Methods: A 65 year-old woman had been treated with stable bipolar disorder and presented with
rapid cognitive decline, visual hallucination and myoclonus. Anti-thyroid antibodies were elevated. Her
symptoms were responsive to steroid therapy. Her diagnostic evaluation also revealed Sjogren’s syn-
drome. Although her symptoms recovered, a manic episode reappeared and was responsive to psychi-
atric treatment. Conclusions: Patients presenting with rapidly progressive dementia should be thoroughly
evaluated for the diagnosis of NAIM, a potentially treatable form of dementia, and the possible various
underlying autoimmune etiologies.

Key Words: Nonvasculitic autoimmune inflammatory meningoencephalitis, Sjégren’s syndrome, Steroid responsive
encephalopathy associated with autoimmune thyroiditis, Bipolar disorder
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NAIM with Sjégren's Syndrome
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Fig. 1. The brain MRl and PET at the patient’s initial visit. (A) The brain MRI
shows no specific findings. (B) The FDG PET shows decreased diffuse
cerebral hypometabolism.
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Table 1. Results of the neuropsychological tests

Tested function HOD#4 HOD#18
Attention
Digit-span, forward (9) 4 (11.12%ile) 3 (2.06%ile)
Digit-span, backward (8) 0(0.01%ile) 2 (3.75%ile)
Language and related functions
Boston naming test (60) 23 (0.12%ile) 30 (2.56%ile)
Praxis (5) 0 (< 16%ile) 3 (< 16%ile)
Calculation (12) 0 (< 16%ile) 1 (< 16%ile)
Visuospatial functions
Copy of RCFT (36) 2(0.01%ile) 3.5(0.01%ile)

Memory functions

SVLT-immediate recall (12+12+12) 0+0+2 (0.01%ile)  2+3+4 (0.57%ile)

SVLT-delayed recall (12) 0 (0.04%ile) 1(0.23%ile)
SVLT-recognition (true positive-false 12-12 (0.01%ile) 11-6 (5.37%ile)
positive)

RCFT-immediate recall (36) 0.5 (0.29%ile) 2.5 (0.89%ile)
RCFT-delayed recall (36) 0.5 (0.06%ile) 2 (0.18%ile)

RCFT-recognition (true positive-false 12-12 (0.01%ile) 12-5 (42.86%ile)
positive)

Frontal functions
COWAT-A 4(0.07%ile) 12 (17.62%ile)
COWAT-S 3(0.1%ile) 9 (4.65%ile)
Stroop test-color reading (112) 42 (< 16%ile) 111 (> 16%ile)

HOD, hospital day; RCFT, Rey-Osterrieth Complex Figure Test; SVLT, Seoul verbal
learning test; COWAT, Controlled Oral Word Association Test (A, animal; S, super-
market).
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