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Research Progress on the Correlation between Lipid Metabolism Abnormalities and Disease
Activity in Neuromyelitis Optica Spectrum Disorders YU Wen-xiang, QIN Chuan, TIAN Dai-shi,
WANG Wei. Department of Neurology, Tongji Hospital, Tongji Medical College, Huazhong University of
Science and Technology, Wuhan 430030, China

Abstract Neuromyelitis optica spectrum disorders (NMOSD) is an autoimmune demyelinating disease in the
central nervous system. There is increasing evidence that lipid metabolism is associated with adverse clinical
disease activity in NMOSD. In this review, we summarized the correlation between low density lipoprotein
(LDL), high density lipoprotein (HDL), triglyceride (TG) and NMOSD activity. Although the causal relationship
between disease activity in NMOSD and abnormal lipid metabolism has not been elucidated, we believe that

advances in this area of research have the potential to improve understanding of the pathophysiology of

neuromyelitis optica and identify new treatment targets and strategies.
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