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[Abstract] Objective To investigate the relationship and the clinical significance between CD4" CD25"

Treg
cells and autoantibody in patients with Chronic Hepatitis C. Methods Newly hospitalized and untreated 324 patients
with chronic hepatitis C in our hospital were selected from October in 2013 to February in 2015. Using the methods of
indirect immunofluorescence and Western blot, we observed the expression of serum autoantibody profiles in hepatitis
C patients. Meanwhile, the amount of CD4" CD25" Treg cell in peripheral blood of patients with Chronic Hepatitis C
were detected by flow cytometry. Results 136 patients with chronic hepatitis C in 324 cases had at least one positive
autoantibody before treatment,none of other 188 patients had a positive autoantibody. The amount of CD4" CD25"
Treg cell in peripheral blood of patients with Chronic Hepatitis C prompted that the percentage of CD4" CD25" Treg
cells in the positive group was significantly lower than that in the negative group(P<C0. 05). What's more, CD4"
CD25" Treg cells of patients decreased with the increase of the positive number of autoantibody, which was negative-
ly correlated with each other. Conclusion Monitoring the level of CD4" CD25" Treg cell in patients with HCV infec-
tion could effectively predict the possibility of immune tolerance.
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