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CD4 * CD25* Regulatory T Cells From Peripheral Blood in Inactive HBsAg Carriers Following Peginterferon Therapy. Yu Haibin, Ma
Lina,Liuv Yali,Hua Wei,He Zhimin ,Lu Junfeng,Chen Xinyue. Beijing Youan Hospital , Capital Medical University ,Betjing 100069 , China

Abstract Objective To investgate CD4 * CD25* regulatory T cells from peripheral blood in inactive HBsAg carriers following PEG
— interferon — o 2a treatment. Methods Fifteen patients received PEG — interferon — a 2a treatment for 48 weeks and achived HBsAg
clearance . All subjects were assessed for HBsAg titler, presence of anti — HBe, serum alanine aminotransaminase, the propotion of CD4 *
CD25 ¥ regulatory T cells per 12weeks. Results The ALT level and propotion of CD4 " CD25 " regulatory T cells at pre — seroclearance
point were higher than those at baseline and weeks 48. ALT was positively correlated with the propotion of CD4 * CD25 " regulatory T
cells. ALT was not related with the propotion of CD4 * CD25 * regulatory T cells. Conclusion The increase of ALT at pre — seroclearance
point is a suggestion of the intensive immunity in patients with chronic hepatitis B, which could be related to the hepatocyte damage.
While the CD4 * CD25 " Treg ratio rise accordingly can avoid excessive immune responses those may induce liver pathological injury.
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