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ABSTRACT: As social competition intensifies, the pace of life and work accelerates, people are exposed to more pressures and
challenges (stress) in face of the fleeting opportunity. Persistent high-intensity stress can break the homeostasis of neuroendocrine-im-
mune network, resulting in varies of diseases. In recent years, depression has caught high attention, with its high incidence, high disability
rate and high burden of family and society. Studies on its pathogenesis and prevention are in the ascendant. While neuroendocrine-im-
mune destabilizes, the incidence rate of obesity, diabetes, high cholesterol, hypertension and other metabolic-related issues are becoming
increasingly severe. Current researches suggest that depression and metabolic syndrome may possess a common neuroendocrine immune
basis; to some extent, they are likely to reinforce each other. In this review, we summarized the neuroendocrine-immune connection be-
tween depression and metabolic syndrome.
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