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A Case of Voltage Gated Potassium Channel Antibodies-associated

Nonparaneoplastic Limbic Encephalitis
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Jong Doo Lee, MD., PhD2? I Sang Choi, MD., PhD.
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Limbic encephalitis has been reported usually as an autoimmune complication related to onconeuronal antigen of
underlying cancer with poor prognosis. Antibodies reactive with neuronal voltage-gated potassium channels
(VGKCs) are recently recognized as a pathogenic cause in nonparaneoplastic limbic encephalitis, which is
responsive to immunotherapy. We report a patient who had subacute encephalopathy with clinical and radio-
graphic evidences of limbic encephalitis. The patient was seropositive for VGKC antibodies and resulted in a good

prognosis with steroids. This has not yet been reported in Korea.
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Figure 1. (A) DWI in brain MRI. Increased SI was noted in limbic structure prominently in left side. (B) FLAIR image in brain
MRI. SI was much more extensive than those of DWI especially bilateral in amygdala, hippocampus and olfactory bulb. (C)
"FDG-PET image. Glucose uptake in limbic structure was concordant with FLAIR image in brain MRI. Additional increased uptake
was noted in bilateral basal ganglia, which was correlated with myoclonus.

Figure 2. Follow up brain MRI 11 days after 1st MRI. Normalized SI in limbic area was noted in DWI (A) and reduced and
localized to the left amygdala, hippocampus and insula in FLAIR image (B). (C) Follow up "FDG-PET. Glucose metabolism in limbic
area was normalized except bilateral basal ganglia.
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Figure 3. (A) Follow up brain MRI one month after 1st MRI. DWI (upper) was normal and localized SI in FLAIR image (lower)
was still noted in the left hippocampus. (B) Follow up brain MRI 5 months after 1st MRI. Complete recovery of SI was noted in
FLAIR image (upper) without hippocampal atrophy in T1 WI (lower). (C) Follow up '“FDG-PET 5 months after 1st PET study.
Increased uptake of glucose metabolism in bilateral basal ganglia was normalized with improvement of myoclonus.
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