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Abstract: Anti-leucine-rich glioma-inactivated 1 (anti-LGI1) antibody autoimmune encephalitis is a relatively com-
mon type of limbic encephalitis, and its etiology remains unclear. It is rare for two individuals with a blood relationship to
both suffer from encephalitis with positive anti-LGI1 antibodies. This article reports two sisters who lived in different coun-
ties and were diagnosed with anti-LGI1 antibody autoimmune encephalitis successively. The two sisters were diagnosed at
an age of 64 and 65 years, respectively. During the course of the disease, both patients had epileptic seizures and slow re-
sponse, but with different clinical manifestations. They had similar results of cranial magnetic resonance imaging and posi-
tive anti-LGI1 antibodies in cerebrospinal fluid and serum. The two patients were treated with glucocorticoid shock therapy
and gamma globulin infusion during hospitalization, and both patients had a good prognosis. Recent studies have shown
that anti-LGI1 antibody encephalitis is associated with genetic susceptibility. For patients with anti-LGI1 antibody encepha-
litis, it is necessary to inquire about family history and summarize the features of this type of disease, in order to provide
better help for clinical practice.
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