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Study on imbalance of peripheral blood Th17/Treg in children with chronic hepatitis B
Chi Xiaobin ,Chen Guangming
(Pediatric Center , Fuzhou General Hospital of Nanjing Military Region , Fuzhou,Fujian 350025 ,China)
Abstract: Objective To study the frequency of peripheral blood T helper 17(Th17) and regulatory T cells(Treg) and their as-
sociated cytokines level in child chronic hepatitis BC(CHB) and to investigate the balance characteristics of Th17/Treg under differ-
ent progression status in child CHB. Methods Peripheral blood and serum of 60 children with CHB and 16 healthy controls were
collected for detecting the frequency of peripheral blood Fox3 -+ Treg and Th17 by the flow cytometry and serum levels of Th17/
Treg differentiation associated cytokine IL-17A, TGF-3, IL-22, I1.-23, IL.-6 and IL-1B8 were detected by the enzyme-linked immu-
nosorbent assay(ELISA). Results
were significantly higher than those in the healthy controls, the frequency of Th17 was positively correlated with disease progres-

sion. In addition,serum IL-17A,1L-22 and IL.-23 levels in the CHB children were higher than those in the healthy controls (P<C0.
05). Conclusion Th17 and Treg play the important role in the mechanism of child CHB. The imbalance of Th17/Treg exists in

The frequency of peripheral blood Th17 and Treg,and the ratio of Th17/Treg in the CHB group

child CHB.
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