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[Background] Tlepatitis C virus (IICV) is a major factor for liver cirrhosis and hepatocellular
caricinoma, while limited patients with persistent infection can clear HCV by the standardized
interferon with ribavirn protocol. Both drugs are supposed to effect on host-immune responses
during the treatment towards viral eradication. However, little is known about these responses
including natural killer (NK) cells.

[Aim] Examine NK-related population and markers in patients’ bload receiving anti-viral
treatment and discuss the role of NI and its dynamics in the disease status.

[Method| Thirteen patients were enrolled and divided into two groups according to the sub-
group of infected HCV, Group 1 and Group 2 respectively. Heparinized blood was taken from all
patients in the chronic state, and Group 2 was further followed up during and after the 24-week
treatment. NI cells and NKT cells were identified in peripheral blood mononuclear cells by the
surface staining of CD56 and CD3. NKG2D was also stained and analyzed on flow cytometry.

[Results] Frequency of CD56" " NK sub-population was higher in Group 1 than in Group 2
and the contral group, while that of total NK cells did not differ. Dynamics of NK populations
showed the up-regulation of CD56#" NI around the end of treatment and subgequent decrease at
the follow-up point.  The expression of NKG2D showed no significant difference between the groups.

[Conclusion] The continuous admission of interferon and/or ribavirin changes the balance of
NK sub-population that may relate to the immune activity in HCV infection,
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Sero-group 1 7 55 (25-67) 3/4 22-212 9-3,700 43% (3/7)
Sero-group 2 B 57 (43-70) 1/2 16-112 670-4,700 83% (5/6)
Control (CHR) 4 47 (36-62) 4/0 42-282 N/A N/A
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