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Patients with end-stage renal diseases are at risk of acquiring hepatitis C virus (HCV)
infection and chronic HCV infection is a common cause of morbidity and mortality in
dialysis patients. The incidence and prevalence of HCV infection among dialysis
patients are significantly higher than in general population although they are steadily
declining over the last decade. Among lots of risk factors for HCV infection, there are
more and more evidences have shown that nosocomial transmission is becoming the
main cause of HCV infection in hemodialysis (HD) units. Outbreaks of HCV
infection in HD unit have been reported in spite of emphasis on universal precautions
and standard infection-control practices. In clinical, application of these measures is
even more suboptimal. How to decrease or prevent HCV transmission in HD units is
the crucial issue for clinical nephrologist. We review articles associated with HCV
infection and dialysis patients and evaluate our eight-year database in

statistics. We suggest that (1) reduces the number of blood transfusions, and the
screening of blood products by increasingly sensitive anti-HCV ELISA tests, (2) close
follow-up for serology and PCR, (3) isolation policy, (4) plot effective preventive
strategies and concentrate on the application of infection control, and (5) take
advantage of virology to proceed the further evaluation once outbreak develops. Our
purposes try to reduce the HCV transmission among HD units and furthermore
prevent the consequences of liver diseases in patients already infected. (J Intern Med
Taiwan 2003; 14: 97-105)



