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[ Abstract] Objective To study the correlation between HCV viral load in the early HCV-infected patients(an-
tigen-positive antibody-negative) and CD4" CD25" Foxp3™ regulatory T cells, and to know the function of CD4™"
CD25" Foxp3™ regulatory T lymphocytes in the HCV infections. Methods We will use the real-time quantitative
polymerase chain reaction(FQ RT-PCR) technique to detect HCV RNA viral load in 22 cases of early infected pa-
tients with HCV core positive antigen negative antibody ( positive HCV Ag,negative HCV Ab),26 cases of chronic
HCV-infected patients with core positive antigen and positive antibody (positive HCV Ag, positive HCV Ab),24 ca-
ses of following HCV-infected patients with core negative antigen positive antibody (negative HCV Ag, positive HCV
Ab) and 22 cases healthy controls. We also will use flow cytometry technique to detect the level of CD4™ CD257"
Foxp3 " regulatory T lymphocytes of nucleated cells in peripheral blood in each group. Results The CD4" CD25"
Foxp3™ regulatory T lymphocytes in the group of positive HCV Ag negative HCV Ab, the group of positive HCV
Ag positive HCV Ab,the group of negative HCV Ag positive HCV Ab and healthy control group is step-down, of
which the group of original positive antibody negative antigen (4. 862, 14) % is higher than other groups(3. 74 &
1.67) % ,(2.74+1.27) % ,(2. 56 £ 1. 18) %. The difference is statistically significant(z values were 2. 023,4. 125,
4.402,P<C0.05);CD47 CD25" Foxp3™ regulatory T lymphocytes and HCV RNA viral load logarithmic (copy/mL,
Ig) were positively correlated(»=0. 535, P<C0. 05) in core positive antigen negative antibody group. Conclusion The
level of CD4 " CD25" Foxp3 " regulatory T lymphocytes in HCV early infections is associated with the set-point of
high virus. CD4" CD25 " Foxp3 " regulatory T lymphocytes level may be one of the factors to speed up the early HCV
infection.
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