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High incidence of tuberculosis and malignancies in hemodialysis patients suggests the distur-
bance of cellular immunity in these patients. The high prevalence of hepatitis C virus infection has
also been reported in hemodialysis units. In this report, we evaluate natural killer cells in
hemodialysis patients with hepatitis C virus infection. Nine hemodialysis patients were included in
this study ; & were hepatitis C virus RN A positive (mean age, 50.4 years) and 4 palients were negative
for hepatitis C virus RNA (mean age, 65.0 years). Natural killer cells were detected by flow
cytometry after staining with fluorescence conjugated monoclonal antibopdies (anti-CD3 and anti-
CD56).  Populations of total CD3-CD56%, CD3-CD56%™ in lymphocyte fraction were 17.5+11.0%,
15.5+10.8% in hepatitis C virus-positive patients, and they were significantly lower than those in
uninfected patients (35.0+14.0% and 34.3+14.2%). Ilowever, there was no statistical difference in
CD3-CD56""" population between the groups. Up-regulation of CD69 expression after stimulation
with anti-CD16 was observed and there was no statistical difference between the two groups.
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Cytokine production after anti-CD16 stimulation was not statistically different between the two

groups.

In conclusion, although hepatitis C virus infection may affect natural killer cell population

in hemaodialysis patients, the functions of natural killer cells as evaluated by the activation and

cylokine production were well maintained in patients with hepatitis C virus infection.
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