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Exploring the Direction of Research and Development of New Drugs for Depression from the

Mechanism of Comorbid Depression and Insomnia
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[Abstract] Depression is a common mental disorder of affective disorder. Insomnia is an independent risk factor

for many mental illnesses including depressive disorder. Insomnia is only one of the symptoms of depression. Depression and

insomnia is a comorbid state moving in circles and developing continuously. The pathological mechanism of depression and

insomnia in recent years is reviewed in this paper to preliminarily explore the direction of research and development of new drugs

for depression.
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