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Study or Role of the CD, " CD,; ' Foxp; ~ Regulatory T
Lymphocytes in the Early Infection of HCV

HUANG Qi-giang, HUANG Li-qing,ZHOU Qing, XIAO Han, HUANG Huo-rong,HU Shu-yan
(the Fifth Af filiated( Zhuhai) Hospital of Zunyi Medical University,
Guangdong Zhuhai 519100, China)

Abstract : Objective To study the correlation about the disease progression and the level of CD; " CDys " Foxps ' regulatory T
lymphocytes in the infections with HCV positive antigen negative antibody, and to observe the function of CD," CDs ™
Foxps = regulatory T lymphocytes in the early HCV infected patients. Methods There were 20 cases of early infections with
HCYV core positive antigen negative antibody,22 cases of infections with core negative antigen and positive antibody HCV, 25
cases with chronic HCV infection positive antigen and positive antibody and 21 cases of healthy people as control group.

Used flow cytometry to measure and compare the peripheral blood nucleated cells CD; ™ CDy; * Foxp; ™~

regulatory T lympho-
cytes,simultaneous detected of alanine aminotransferase (ALT) and aspartate aminotransferase (AST) ,and analysed its cor-
relation. Results The expression rate(percentage) of CD, " CDgs " Foxps ' regulatory T lymphocytes in HCV infection pe-
ripheral blood was higher than healthy control group(t values were 2. 231,2. 231;all P<€0.05). There was statistically sig-
nificance to compared the difference in antigen-positive antibody-negative group with antigen-positive antibody-positive group
(t=2.180, P=0.035). There was no statistically significance to compared the difference in antigen-negative with antibody-
positive group the healthy control group(t=10.437, P=0.665). There were correlations in the expression rate of CD,”
CD.; " Foxps " regulatory T Lymphocytes of antigen-positive antibody-negative group ALT and AST of liver inflammationin-
dexes (rar=0.571, ragr =0. 521, P<C0. 05). Conclusion There are important relevance in the level of CD; ™ CDzs ™ Foxp; ™
regulatory T lymphocytes and the disease progression. It may be one of the important influencing factors of early infected
with HCV and accelerating its slowing down.
Keywords: HCV ; early infection; regulatory T lymphocytes
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