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[Abstract] Objective The T cell receptor type spectrum analysis technology(named TCR CDR3

spectrum analysis technology)is used for the study of the treatment of patients with chronic hepatitis B virus, in
order to understand the influence of Telbivudine on the mechanism of the immune system. Methods 15 cases of
patients with chronic hepatitis B(CHB) were selected as research objects,whose peripheral blood of baseline was
separately collected, compared with healthy blood donation members.Indicators of HBV DNA and liver function
such as alanine aminotransferase(ALT), aspartate aminotransferase(AST) were detected during the same period
before and after treatment. Five quantitative determination of hepatitis B was carried on to analysis how hepatitis B
virus surface antigen(HBsAQ) and hepatitis B virus e antigen(HBeAg)change.The result was used for the study of
pertinence analysis with the variation of HBV DNA. Using density gradient centrifugation isolated peripheral
blood mononuclear cells(PBMC), cell separation, RNA extracted with the use of TRIZOL reagent, synthesis of
complementary DNA(cDNA), PCR amplification, scanning GeneScan analysis the CDR3 spectral shape.
Results The numbers of HBV-DNA quantitative, HBsAg, HBeAg, ALT and AST were significantly decreased
after 6 months by treatment.Drops of HBsAg and HBeAg were liner with the drop of HBV-DNA level. 10 CDR3
spectrum of 15 cases were completed. After six monthes treatment, TCR CDR3 abnormal spectrum type family
showed there was no statistically significant difference in the total number of specific each patient, but All 24 BV
family had obvious phenomena of spectral type change. To a family of BV in different situation, it was also found
changes in patients. Conclusion Telbivudine may directly affect the cellular immune function in patients with
chronic hepatitis B.
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