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PRBAE 16, M35 BT B 3 9. fili CT 5 2P A8 14 Sk 3B ILHR S5 (magnetic resonance imaging, MRI) 534
6%, IEH T & HWZE S5TTHEVLENZ B4% (positron emission tomography/computed tomography , PET/CT) 5% 34, /i
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Clinical features of leucine-rich glioma-inactivated 1 antibody-positive autoimmune encephalitis ZHAO Litao,
WANG  Zhiwei , QI Xiaokun, et al. (Department of Neurology, The Sixth Medical Center of PLA General Hospital, Beijing
100048, China)

Abstract: Objective To investigate the clinical manifestations, imaging features, treatment, and prognosis of
autoimmune encephalitis (AE) with positive leucine-rich glioma-inactivated 1 (L.GI1) antibody. Methods A retrospec-
tive analysis was performed for the clinical data of 11 patients with LGI1 antibody-positive AE who were admitted to De-
partment of Neurology, The Sixth Medical Center of PLA General Hospital, from 2018 to 2022. Results Among these
11 patients, there were 10 patients with epilepsy, 8 patients with cognitive impairment, 6 patients with mental and be-
havioral disorders, 5 patients with sleep disorders, 1 patient with speech and language impairment, 1 patient with invol-
untary limb movements, 1 patient with dizziness, and 7 patients with hyponatremia. All 11 patients tested positive for
LGI1 antibody, and 8 patients tested positive in serum and cerebrospinal fluid; 1 patient was also positive for contactin-
associated protein-like 2 antibody, and 3 patients were positive for a single antibody in serum. Lung CT showed that
1 patient had space-occupying lesion, cranial magnetic resonance imaging showed abnormalities in 6 patients, and posi-
tron emission tomography/computed tomography showed abnormalities in 3 patients. There were 7 patients with electro-
encephalographic abnormalities. All 11 patients had improvements in symptoms after immunotherapy. Five patients
were followed up, and 6 were lost to follow-up. Conclusion The main manifestations of LGI antibody encephalitis in-
clude seizure, faciobrachial dystonic seizures, cognitive impairment, and mental and behavioral disorders accompanied
by hyponatremia. The titer of LGI1 antibody in serum is more sensitive than that in cerebrospinal fluid, and a few pa-
tients may have multiple positive autoantibodies. Immunotherapy is an effective treatment method for LGI1 antibody-
positive AE.
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el (mmol/L)  CASPR2#ifk  LGIHIA  JE/(mmH,0) WBC(109L) #HM(mg/L)  CASPR2%ifA  LGIIElA
1 119 () (+) 135 1 374 (=) (+)
2 122 (-) (+) 160 0 170 ) (+)
3 132 =) (+) 145 2 211 -) =)
4 EH =) (+) 120 2 319 =) =)
5 115 =) (+) 120 3 217 =) (+)
6 122 (-) (+) 155 0 181 -) (+)
7 IEH (=) (+) 175 2 356 ) (+)
8 EH =) (+) 120 1 213 =) =)
9 134 (=) (+) 220 1 417 =) (+)
10 IEH =) (+) 170 1 263 =) (+)
11 131 (+) (+) 75 2 216 (+) (+)
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