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[ Abstract] Stress response is an adaptive process of the organism to confront environmental perturbation.
Moderate stress response induces the organism to establish effective adaptive strategies for survival, while excessive stress
response results in stress injury, which is a major cause of a variety of physical or psychological diseases, including
diabetes mellitus. Diabetes mellitus is a typical stress-related disease, with numerous evidence indicating that the
development and progression of diabetes mellitus are closely related to stress response, such as metabolic stress, oxidative
stress and endoplasmic reticulum stress. However, the detailed mechanisms of stress response mediated regulation of
diabetes mellitus and how to prevent or treat diabetes mellitus via modification of stress response remain to be further
investigated. Here, we will introduce the definition and regulatory mechanisms of stress response, as well as discuss the
biological functions and mechanisms of various stress responses during the pathogenesis of diabetes mellitus. This review
highlights recent advances of stress medicine associated with diabetes mellitus, in order to provide theoretical basis and
reference for prevention and treatment of diabetes mellitus. Future studies should focus on elucidating the clinical
application potential of the key factors of stress response that mediate the pathogenesis of diabetes mellitus, as well as

boosting the related translational medicine studies.
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