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Research advances in the efficacy and safety of ofatumumab in patients with relapsing multiple sclerosis ZHAO

Yue, LI Lei. (Stroke Centre, The Second Affiliated Hospital of Harbin Medical University , Harbin 150086, China)
Abstract: Ofatumumab is a fully humanized anti-CD20 monoclonal antibody approved for the disease-modifying

treatment of multiple sclerosis in the remission stage. lts Fab segment selectively binds to and inhibits CD20 and induces

B-cell lysis, thereby controlling disease progression. This article reviews the research advances in the efficacy and safety

of ofatumumab in patients with relapsing multiple sclerosis.
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