Mast cells increase after infarction
and hypertrophy, released
proteases promote
fibrosis and remodeling

Neutrophils early action removes
dying myocytes, improving cardiac
function after ischemia
Prolonged neutrophil activation promotes

tissue remodeling, hypertrophy, fibrosis

Natural Killer Cells
protective against fibrosis and
endothelial cell damage in PAH.

B-cells generate antibodies to myocardial
proteins released after damage cause cardiac
arrhythmia, dilated cardiomyopathy
promoting cardiomyocyte apoptosis
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Eosinophil

Decreased in CAD, ischemic heart disease

Eosinophils prolonged presence
associated with cardiac fibrosis

CD8 cells increased in heart failure
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M1 -macrophages protective
clear dying myocytes,
proinflammatory

M2-macrophages cytokines
promote cardiac remodeling
hypertrophy, fibrosis

derived th e
promotes
remodeling-hypertrophy-fibrosis

Abstract summary: Role of Inflammatory Cells in Heart Failure: Figure sum
inflammatory cells to heart failure



