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Summary: The uremic symptoms appear in patients with advanced chronic renal failure by 
retention of substances that in healthy subjects are secreted by the kidneys into 
the urine. These compounds are toxic and disturb many physiologic functions. 
However, many of the retained compounds remain unknown, as well as many of 
the effects of the known uremic toxins. Extra-renal methods of clearing are more 
effective for removing low molecular weight than high molecular weight uremic 
toxins or toxic protein-bound substances. The improvement of these methods 
and the implementation of new strategies give hope for a better standard of life 
and life prolongation of the uremic patients.  
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