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Abstract: The neuroinflammation and oxidative stress mediated by overactivation of microglia cells are important pathological features
of depression. Patients with major depressive disorder (MDD) show synaptic defects and microglial activation related with severe brain
inflammation. To some extent, depression is a microglial disorder. Therefore, this article reviews the inflammation phenotype activated
by microglia, microglia activation mechanism related to depression, microglia phenotypic conversion and antidepressant treatment, aiming

at further exploring the mechanism of depression caused by neuroinflammation and microglia activation phenotypic therapy for depression.
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