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na temat:

Heart failure in metabolic syndrome — is vascular and lymphatic
capillary dysfunction an early symptom and a driving cause of
disease progression?

Metabolic syndrome—associated heart failure represents a complex and multifactorial condition
driven by profound alterations in the cardiac microenvironment. Growing evidence indicates that
dysfunction of the cardiac microcirculation, encompassing both blood and lymphatic capillaries, is
not merely a secondary consequence but an early event contributing to disease onset and
progression. Impairment of these vascular networks disrupts tissue homeostasis by promoting
increased permeability, defective fluid clearance, chronic inflammation, and progressive fibrosis,
ultimately leading to structural and functional deterioration of the myocardium. At the molecular
level, metabolic imbalance is closely linked to vascular dysfunction through regulatory pathways
involving VEGFR- and VE-cadherin—dependent signaling cascades, as well as microRNAs
produced by cardiac macrophages.

This presentation will highlight the dual role of vascular and lymphatic capillary dysfunction as both
an early hallmark and an active driver of heart failure development in metabolic syndrome. In
addition, it will address how targeting microcirculatory pathways and their molecular regulators
may provide novel therapeutic opportunities aimed at preserving cardiac function.




