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[Abstract] Sepsis is defined as life-threatening organ dysfunction caused by a dys-regulated host response to
infection and septic myocardial depression (SMD) is a common complication. Pathogenesis of SMD is complicated and
there is lack of specific treatment. Mitochondrial damage is an important pathological basis of SMD, and mitochondrial
permeability transition pore (MPTP) plays an important role in maintaining the normal structure and function of the

mitochondria. The change of MPTP during sepsis is summarized in this review so as to reveal the significant mechanism

of MPTP in the occurrence of SMD.
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