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[ Abstract]Oligodendrocytes (OLs) play a crucial role in the central nervous system, and the myelin sheath formed by them is essential

for maintaining the normal function of the nervous system. Damage to the myelin sheath can trigger various nervous system diseases,

which seriously affect the quality of life of patients. Clemastine, a traditional antihistamine , has shown certain potential in “repurposing

old drugs” in recent years and can promote the repair of myelin sheath. This article summarizes the role of clemastine in regulating the

differentiation , maturation , senescence , and apoptosis of OLs at multiple levels by acting on receptors on the OL. membrane and regulat-

ing the key signaling pathways in cells and epigenetic modifications in the nucleus. A deeper understanding of the mechanism of action

of clemastine in OLs can help to provide new targets and new approaches for drug treatment of myelin—-degenerative diseases.
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