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Incomplete Miller-Fisher syndrome mediated by GT1a antibody: A case report ZHANG Teng, ZHU Yuting ,ZHAO
Li, et al. (Department of Neurology, The Affiliated Hospital of Yangzhou University, Yangzhou 225002, China)
Abstract: Incomplete Miller-Fisher syndrome (MFS) mediated by GT1a antibody often has atypical clinical mani-

festations and a high misdiagnosis rate. This article reports the diagnosis and treatment of a patient with incomplete MFS

mediated by GTla antibody and discussed clinical manifestations, pathogenesis, and treatment regimens with reference to

the relevant literature, so as to improve the understanding of this disease.
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