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Depression is one of the most familiar mental illnesses, affecting an estimated 280 million people worldwide.
Currently, antidepressants are used to treat depression, but the fact that a large number of depressed patients do
not respond to existing antidepressants has become a social problem. Recently, ketamine has been shown to have
immediate antidepressant effects and to be effective for patients with treatment-resistant depression. In this study,

we investigated molecular mechanisms underlying the antidepressant effects of ketamine using mice.
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