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[ Abstract] To investigate the protective effect and mechanism of telomerase reverse transcriptase
(TERT) in myocardial ischemia-reperfusion injury (MIRI). The literatures regarding to the role and mecha-
nism of TERT in all kinds of MIRI were reviewed and analyzed comprehensively. The studies show that
TERT plays an important role in MIRI. Its main protective effects include the regulation of cellular prolifera-
tion and apoptosis, revascularization and mitochondrial function. This paper reviews the protective effect of

TERT in MIRI. Further its action mechanism is investigated, which is conducive to understand the repair

mechanism of myocardial ischemia-reperfusion injury and also provides a new idea for its treatment.
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