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Immune differences in plaque phenotypes mediate post-myocardial infarction cardiac
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[ ABSTRACT] Acute myocardial infarction and post-myocardial infarction heart failure are still one of the main causes of
death worldwide. ~ The compositional characteristics of plaques determine that they are more prone to rupture or erosion,
and the phenotypic differences between these two plaque subtypes can regulate the specific immune microenvironment of the
plaque through inflammatory signaling pathways, ultimately affecting the quality of myocardial repair. From the
perspective of immune-inflammatory responses, this article systematically reviews the entire chain of cardiovascular events
from distinct plaque phenotypes, distinct arterial thrombosis, to divergent myocardial infarction episodes and cardiac repair.
On the basis of summarizing the mechanisms related to myocardial infarction and subsequent cardiac repair, this article ulti-
mately proposes a new direction for stratified diagnosis and treatment based on plaque phenotypes, which is to explore targe-
ted biomarkers and differentiated intervention strategies to achieve more precise individualized management of post-infarction
cardiac remodeling.
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Figure 1. Plaque phenotype mediates subsequent post-MI

changes through immune-inflammatory responses
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Table 1. Differences in plaque phenotypes
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Figure 2. Distinct plaques mediate different immunological mechanisms
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