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Abstract

Objective: To investigate the role of Galectin-3 (Gal-3) in acute myocardial infarction (AMI) and its mechanisms of inflammatory
injury. Methods: A hypoxia/reoxygenation (H/R) model was established using the AC16 cell line to simulate AMI, and the
expression of Gal-3 and its relationship with TNF-a and IL-6 were analyzed by qPCR and ELISA. The expression of Gal-3 was
specifically knocked down to assess its impact on myocardial cell inflammatory responses. Results: H/R treatment upregulated the
expression of Gal-3 and BNP in myocardial cells, accompanied by a significant increase in TNF-a and IL-6. Knockdown of Gal-3 led
to a significant reduction in TNF-a and IL-6 levels. The downregulation of Gal-3 was associated with decreased TLR-4 expression,
and overexpression of TLR-4 in si-Gal-3 cells resulted in increased levels of TNF-a and IL-6. Conclusion: Gal-3 expression is
upregulated in AMI, correlating with the release of inflammatory factors and changes in cardiac function. Gal-3 may influence the
inflammatory response in myocardial cells by modulating the expression and activity of TLR-4, thereby playing a key role in the
pathophysiological process of myocardial infarction. These findings provide potential targets for the development of new therapeutic
strategies.
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