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The transmembrane transfer function of major

facilitator superfamily domain-containing 2a

in the central nervous system disease
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Abstract: The blood-brain barrier (BBB) has played an important role in the progression of central nervous

system (CNS) diseases. Major facilitator superfamily domain containing protein 2a (Mfsd2a) affects the

morphology of neurons and synaptic connections, and by inhibiting vesicular transport, it helps maintain the

normal structure and function of the BBB. This paper introduces the different roles and related mechanisms of

Mfsd2a’s transmembrane transport function in neurological diseases, and analyzes how Mfsd2a may

participate in the occurrence and development of neurological diseases through transcytosis. The aim is to

provide theoretical references for the treatment of neurological diseases caused by BBB dysfunction.

Key Words: major facilitator superfamily domain containing protein 2a; blood-brain barrier; central nervous

system disorders
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