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Abstract : A disintegrin and metalloproteinase 22 (ADAM22) is a pivotal member of the ADAMSs protein family,
playing a crucial role in various physiological and pathological processes, including the nervous
system, cardiovascular system, and oncology. Within the nervous system, ADAM22 is instrumental
in synaptic maturation, synaptic transmission, and myelination, and is closely associated with
neurological disorders such as epilepsy. Moreover, the interaction between ADAM22 and LGl4
is indispensable for peripheral nerve myelination. In the cardiovascular system, ADAM22 exhibits
significant regulatory functions in pathological processes such as neointima formation following
vascular injury and myocardial hypertrophy. In the realm of oncology, ADAM22 is highly expressed
in various cancers, including breast and gastric cancers, and promotes tumor cell proliferation and
migration through the activation of integrin signaling pathways. Although the role of ADAM22 in various
diseases is gradually being elucidated, the precise molecular mechanisms underlying its involvement
in different pathological processes require further investigation. Future therapeutic strategies targeting
ADAM22, such as LGI1-based anti—cancer therapies, may offer novel approaches for the treatment of
related diseases.
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