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Abstract: Major depressive disorder (depression) is currently a common, frequent, and prevalent mental

disorder. The diagnosis of depression is usually based on symptomatic assessment, while treatment mainly involves

medication combined with psychological and physical therapy. Given that the clinical efficacy of classic

monoaminergic antidepressants is unsatisfactory, researches on related mechanisms as well as prevention and

treatment of depression are still burgeoning. Recent studies have shown that cytokines may mediate the occurrence,

development, and prognosis of depression by altering pathways including neurotransmission, neural plasticity, and

neuroendocrine function, suggesting anti-inflammatory therapy as a potential novel approach to enhancing the

efficacy of classical antidepressants. This review integrates global clinical researches on the application of anti-

inflammatory drugs in the treatment of depression and somatic diseases with depressive symptoms, analyzes the

specific procedures for applying anti-inflammatory therapy for depression, and proposes a new strategy for the

diagnosis, classification, personalized treatment, and prognosis evaluation of depression.

Keywords: depressive disorder; cytokines; inflammation; antidepressants
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