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[Abstract] Objective; To study the effect of long-term high-fat diet on autophagy, apoptosis and
inflammation of myocardium in mice. Methods: Six-week-old male C57BL/6 mice were randomly
divided into the control group and high-fat feeding group. All the mice were weighed after being fed for
24 weeks. The pericardiac and periepididymal adipose tissue were isolated and weighed to calculate the
heart weight/body weight ratio. Western blot and real-time fluorescent quantitative polymerase chain
reaction were used to detect changes in the mRNA and protein expression levels of autophagy,
myocardial apoptosis and inflammatory response-related genes in myocardium.  Results; Compared with
the control group, body mass, visceral fat and heart weight were higher in the high-fat feeding group,
and heart weight/body weight ratio was also higher (all P<C0. 05). The mRNA and protein expression
of autophagy-related gene LC3 || in the high-fat feeding group was lower, so did the Becnl, the core
gene of autophagy (all P<C0. 05). The mRNA levels of apoptosis-related genes Bax and Bad were
significantly higher, and the protein levels of c-caspase-3 and c-PARP, apoptosis marker proteins, were
significantly higher in the high-fat feeding group (all P<C0. 05). The mRNA levels of inflammatory
genes NLRP3, IL-1p3 and caspase-1 were higher in the high-fat feeding group (all P <C0. 05).

Conclusions: Long-term high-fat diet inhibits autophagy in myocardium of mice, and increases the
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expression of apoptosis and inflammation related genes.
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