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Progress on glatiramer acetate for treatment of central nervous system diseases

CHEN LI, GAO Chao, REN Ning
Department of Neurology, Tianjin Huanhu Hospital, Tianjin 300350, China

Abstract: Glatiramer acetate is a Food and Drug Administration (FDA) - approved drug for treatment of relapsing remitting multiple
sclerosis, which modulates the innate and adaptive immune system, including dendritic cells, monocytes, B cells, and T cells, to
interrupt the progression of multiple sclerosis. It has been reported that glatiramer acetate -induced immune cells can enter the site of
inflammation and release anti-inflammatory factors, alleviating the pathological process. In addition, glatiramer acetate also has
neuroprotective effects, including the release of neurotrophic factors and the regeneration of myelin. Besides this, glatiramer acetate
promoted the immune-mediated neuroprotective response in several models of Alzheimer's disease, Parkinson's disease, and
depression. This article is aimed at reviewing the mechanism of glatiramer acetate and its role in CNS autoimmune diseases and
degenerative diseases.
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