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[ Abstract] Heart failure( HF)is characterized by hemodynamic disturbance,but the neuroendocrine activation and systemic metabolic
imbalance also play a vital role in promoting the progress of HF. HF patients are often complicated with a variety of metabolic disorders. How
to implement comprehensive and scientific metabolic management has been paid more and more attention. Meanwhile, hyperuricemia is
common in various degrees of acute and chronic HF, and uric acid levels are associated with cardiovascular damage, severity of clinical

manifestations and prognostic risk of HF patients. This review summarizes the pathophysiological mechanism of hyperuricemia aggravating HF,

and discusses its treatment and prognostic value.
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