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Abstract

Cardiovascular disease is a leading cause of morbidity and mortality worldwide, and cardiac aging
is characterized by a conglomeration of cellular and molecular changes exacerbated by age-driven
declines in the heart’s regenerative capacity. Although the phenotype of cardiac aging is well cha-
racterized, the underlying molecular mechanisms have been little explored. Recent studies have
shown that disc protein domain receptor 2 (DDR2), a collagen-activated receptor tyrosine Kkinase
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located primarily in cardiac fibroblasts, has an obligate role in cardiac fibroblast function and car-
diovascular fibrosis. Acute research into the molecular basis of vascular senescence and fibroblast
dysfunction in aging hearts will pave the way for effective strategies to mitigate cardiovascular
disease in the rapidly growing elderly population.
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