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Cardiorenal Syndrome and Management
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In recent decades, the idea of “organ cross-talk” has been increasingly appreciated in human diseases, with
cardiorenal syndrome being a typical example. The cardiorenal syndrome is defined as “disorders of the heart
and kidneys whereby acute or chronic dysfunction in one organ may induce acute or chronic dysfunction of the
other”. In terms of the primary dysfunctional organ and the time-frame, it is further divided into five subtypes. The
pathophysiology of cardiorenal syndrome is extremely complex and has not been fully understood. The scenario
of cardiorenal syndrome involves hemodynamic alterations, sympathetic nervous system activation, renin-angio-
tensin-aldosterone system activation, inflammation reaction and oxidative stress, endothelial dysfunction, anemia,
etc. Meanwhile, renal failure related uremic toxins, electrolyte imbalance, acidosis, mineral-bone-disease also play
important roles. Aside from traditional therapy for heart failure,known supportive treatment for renal failure or renal
replacement therapy, novel therapies are being developed targeting underlying pathologies. (J Intern Med Taiwan
2014; 25: 65-70)



