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Anti-LGI1 Antibody Limbic Encephalitis Associated with
Hepatocellular Carcinoma

Seokhong Choi, MD, Du Hwan Kim, MD, Hyun Joon Lee, MD, Dong Jin Shin, MD

Department of Neurology, Gachon University Gil Medical Center, Incheon, Korea

Anti-leucine-rich glioma inactivated-1 (LGI1) antibody has been known as the most common antibody in autoimmune
limbic encephalitis. We report a case of a 63-year-old woman who presented with repetitive memory impairment. She was
diagnosed with anti-LGI1 limbic encephalitis by clinical symptoms, magnetic resonance imaging, electroencephalography,
and antibody test. Hepatocellular carcinoma (HCC) was discovered incidentally. Clinical seizures were completely
controlled after hepatic segmentectomy without immunotherapy. This is the first case report showing the relationship
between HCC and anti-LGI1 limbic encephalitis.
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Figure 1. (A, B) Initial T2-weighted and fluid attenuated inversion recovery brain magnetic resonance image show T2-hyperintensity left mesial

temporal cortex (white arrow). (C, D) Follow-up images show disappeared previous T2 hyperintense lesion.
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Figure 2. An electrical ictus that started with low amplitude slow activity on left occipital area and evolved in moderate amplitude 3.5-4 Hz rhythmic
slow activity and then spread to whole left hemisphere, which lasted for 50 seconds. The patient didn't have a clinical seizure except waking up.
Calibration: 1 second per horizontal unit; 100 pV per vertical unit.

Figure 3. (A) Arterial-phase CT image shows a hyperattenuating mass in liver segment 1/4 (white arrow). (B) On portal-phase CT imaging, a
discrete hypoattenuating mass is observed (white arrow). On combination of image sets, the lesion is diagnosed as typical hepatocellular carcinoma.
CT; computed tomography.
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