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[Abstract] Kv2.2,a member of the Kv2 family of voltage-gated potassium channels, is expressed in many
organs of the body and is the molecular basis of neuronal membrane excitatory currents. It can mediate neuronal
excitability by affecting action potentials, also participate in the early development of nervous system. At the same
time, it is also involved in the occurrence and development of neuropathic pain, sleep disorders, intestinal
obstruction, diabetes and other diseases. Its effect on neuronal endoplasmic reticulum/plasma membrane junctions
and the change of phosphorylation/dephosphorylation state of the channel itself play a central role in the
physiological role of neurons. When the expression of Kv2.2 is down-regulated, the waveform and frequency of
action potential will be changed, and the excitability of membrane will be affected, which will lead to a series of
pathophysiological changes. Interfering the expression of Kv2.2 with virus will lead to the increase of neuronal
excitability and aggravate the diseases, suggesting that Kv2.2 may be a new target for disease treatment. This
article reviews the involvement of Kv2.2 in the occurrence and development of diseases in recent years.
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