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[ ABSTRACT]

lution, and its precise regulation is critical for myocardial repair.

the Second Hospital of Shanxi Medical

The inflammatory response after acute myocardial infarction ( AMI) exhibits dynamic spatiotemporal evo-
This review systematically delineates three phases of

post-AMI inflammation; the acute phase, marked by damage-associated molecular pattern ( DAMP) release and neutrophil

infiltration; the subacute phase,

chronic phase,

targeted intervention strategies and novel technology-driven therapies,

directions.
flammation to improve patient outcomes.
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driven by macrophage polarization and pro-resolving mediator-dependent repair;

featuring persistent low-grade inflammation and fibrotic imbalance.

inflammation ;

the
It comprehensively summarizes

and outlines current research limitations and future

Collectively, these insights highlight the potential of precisely regulating the spatiotemporal progression of in-

myocardial repair; targeted therapy
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Table 1. Inflammatory features and anti-inflammatory strategies across the stages of acute myocardial infarction
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