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Arrhythmia and cardiomyopathy related chemokine networks:

A review of their development
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Summary Chemokines are a subgroup of cytokines with the specific function of cells trafficking. Plenty of

studies have shown chemokines were closely associated with cardiovascular diseases and involved in all stages of

cardiovascular response to injury. Moreover, chemokines are focus of intense interest for being used as biomarkers

to predict risk of cardiovascular events in people and as possible new therapeutic targets. Here, we will discuss in

detail about their roles in the progression of cardiomyopathy and arrthythmia.
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