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Abstract Objective To discuss the expression level of chronic - hepatitis — B — related expression molecule CXCRS5, CXCLI13,
IL - 21, and TGF - B2 in peripheral blood of patients with chronic hepatitis B (CHB) and to analyze the function of expression molecule
in the development of CHB. Methods The peripheral blood of 50 patients with CHB in The First Affiliated Hospital of Guangzhou Uni-
versity of Traditional Chinese Medicine were chosen to be compared with the peripheral blood of 30 healthy individuals, controlled group,
drawn from the physical examination. Expression levels of CXCR5, CXCLI13, IL -21, and TGF - B2 in peripheral blood of participating
individuals were evaluated through ELISA. HBV DNA of the peripheral blood was tested through PCR. HBsAg and HBeAg were indicated
through CLEIA. The levels of AST, ALT, etc. were accessed through continuous monitoring assay. Results The expression levels of
CXCRS5, CXCL14, IL -21, and TGF - B2 in patients with CHB were significantly higher than the controlled group of healthy individuals
(P<0.01), but there was no critical correlation between expression levels and HBV DNA, HBsAg, AST, ALT, etc. (P >0.05). The
expression levels of CXCR5, CXCL13, IL -21, and TGF - B2 in HBeAg negative group of patients with CHB were slightly higher than
the expression levels of CXCR5, CXCL13, IL -21, and TGF - B2 in HBeAg positive group of patients, but the difference of expression
level in two groups had no statistical significance (P >0.05). Conclusion Follicular helper T cells,IL —21, and TGF — B2 are associ-
ated with the immune response of HBV infection. And they might be used as a predictor of immune damage in different immune states of
patients with CHB.
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