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Research progress in the toxic effect of indoxyl sulfate on cardiovascular system TANG Xiao-fang, LIU Hong.
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[ Abstract] The incidence of cardiovascular diseases( CVD) is increased in patients with chronic kidney dis-
ease (CKD) and the prognosis is extremely poor. Understanding the pathophysiological changes in the development of
CVD in patients with CKD helps to develop relevant treatment strategies to reduce the high morbidity and mortality.
Traditional cardiovascular risk factors of CVD such as diabetes, hypertension and dyslipidemia in the general popula-
tion are more common than those in CKD patients, but these factors are still not sufficient to fully explain their in-
creased cardiovascular risks. As renal function declines, uremic toxins accumulating in the body are thought to play a
key role in the development and progression of CVD in patients with CKD, and indoxyl sulfate(IS) is one of the most
studied enterogenous urinary toxins. In this paper, we review the research progress in the toxic effect of IS on the car-
diovascular system.
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