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Abstract NAD " is a key molecule in maintaining cellular function and metabolic homeostasis, and closely associated

with the development of various age-related diseases. This review systematically summarizes the biological functions, meta-

bolic pathways and regulatory mechanism of NAD " ,as well as its role in the process of aging. This review not only contrib-

utes to a deeper understanding of the molecular basis of aging,but also provides new insights for developing potential strate-

gies to delay aging and intervene in chronic diseases.
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Protective effect of histone deacetylase 6 knockout on cardiac function in

mice with myocardial ischemia-reperfusion injury
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Abstract Aim:To investigate the protective effect of histone deacetylase 6( HDAC6) knockout on cardiac function in
mice with myocardial ischemia-reperfusion injury( MI/RI) and explore its potential underlying mechanisms. Methods: A to-
tal of 10 wild-type( WT) mice and 10 HDAC6 gene knockout( HDAC6-KO) mice were used to establish MI/RI models.
Seven days post-MI/RI, left ventricular infarction tissues were collected from 4 mice in each group. The mRNA expression
levels of pro-inflammatory marker genes(IL-6,1L-18,1L-12B8) and repair/anti-inflammatory marker genes( ARGl ,EGR2,
CD206) were assessed using quantitative PCR,and changes in macrophage subsets were analyzed by flow cytometry. Addi-
tionally ,6 mice from each group underwent echocardiography before MI/RI and 28 days post-MI/RI to evaluate cardiac
function. Results : Compared with the WT group,7 days after MI/RI,the HDAC6-KO group exhibited significantly reduced
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sustains macrophage IL-1B production via NAD * -depend- NAD " synthesis specifies immune function in aging and
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