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Abstract

Objective: To explore the effect and molecular mechanism of kurarinone (KAR) on myocardial
remodeling induced by myocardial ischemia-reperfusion injury (MIRI). Methods: Mouse models of
myocardial ischemia-reperfusion (I/R) were constructed, and the mice were randomly divided into
four groups: sham operation + vehicle group (Sham—+Veh), sham operation + KAR group (Sham—+
KAR), I/R + vehicle group (I/R+Veh), and I/R + KAR group (I/R-+KAR). The endpoint was
set at 7 days after sham or I/R operation, and mouse hearts and serum were collected for pathological
and biochemical analysis. Gross cardiac morphology and cardiac function were assessed. Commercial
assay kits were used to detect serum levels of myocardial injury markers. HE staining and wheat germ
agglutinin (WGA) staining were used to observe cardiomyocyte morphological changes. Picro sirius

red (PSR) staining was used to evaluate the degree of myocardial fibrosis. TUNEL staining was used
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to assess cardiomyocyte apoptosis. Western blot was used to detect the expression of myocardial

oxidative stressrelated proteins. Results: KAR significantly improved cardiac function and reduced

infarct size in mice after MIRI (P<C0.05), alleviated myocardial structural damage and attenuated

cardiac remodeling (P<C0.05),

and decreased oxidative stress and cardiomyocyte apoptosis

(P<<0.05). Mechanistically, KAR promoted the expression of downstream antioxidant genes SOD2

and HO-1 by upregulating Nrf2 protein expression. Conclusion: Kurarinone ameliorates myocardial

remodeling and oxidative stress injury after myocardial ischemia-reperfusion by regulating the Nrf2/

HO-1 pathway.
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