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[Abstract] Currently, maintenance hemodialysis is one of the main ways to prolong the survival time and improve the quality of

life of patients with chronic renal failure in China, in addition, hyperkalemia, as a common life—threatening severe electrolyte disorder, is

the most common and serious complication in patients with chronic renal failure. For MHD patients, most potassium is removed through

dialysis, making them more susceptible to a variety of factors.Currently, there are a variety of interventions of hyperkalemia for MHD patients

in clinical practice.This article will review the causes of hyperkalemia in MHD patients and the progress in clinical and life management of

patients with hyperkalemia.
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