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Characteristic of T lymphocyte cell receptor repertoire in patients with chronic hepatitis B and the
relationship of it with early curative effect of interferon antiviral

ZHANG Ya-ping, YANG Rui, ZHANG Guang-wen

(1. Department cf Irfectious Diseases,the First Ajfiliated Hospital f Xinxiang Medical University s Weihui 453100, Henan Prov-
ince, China)

Abstract: Objective To understand the cellular immune function of patients with chronic hepatitis B (CHB) , and in-
vestigate the relationship between it and the early virological response of antiviral therapy with interferon-o. Methods Nine-
teen patients with CHB who received interferon therapy were recruited. Before treatment, the peripheral blood mononuclear cells
(PBMC) were separated from 5 mL peripheral blood of each patient and total RNA was extracted from the PBMC. Transcript
the total RNA into ¢cDNA reversely, then amplify the T cell receptor (TCR) complementarity determining region 3 (CDR3) gene
by fluorescence quantitative polymerase chain reaction (FQ-PCR) , the spectraltype of 24 TCR B chain variable region (BV )
gene families was obtained from melting curve. The HBV-DNA load and liver function were observed before treatment and 3
months after treatment respectively. Results The spectraltype of TCR BV gene families in all the patients showed various
skewed distribution. The levels of HBV-DNA, aspartate aminotransferase (ALT) and aspartate aminotransferase (AST) at 3
months after treatment decreased significantly compared with before treatment (P <0.01) . The spectraltype of TCR BV CDR3
families, HBV-DNA and ALT showed no significant difference between the two groups (P >0.05) , while the AST level in re-
sponse group was significantly higher than that in non-response group (P <0.05) . Conclusion The T lymphocyte cell in pe-
ripheral blood show various clonal expansion in patients with CHB, and there is no correlation between the cellular immunity
function and the early virological response of antiviral therapy with interferon-a.. The cellular immune function analysis has lim-
itation to evaluate the early curative effect of antiviral therapy with interferon-a.
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Fig.1 GMSP of TCR BV gene families in the PBMC of CHB patient
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Fig.3 Electrophotogram of FQ-PCR products of GAPDH
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%=1 CHB BZAITHIF HBV-DNA K BFIhaEkK Ik
Tab. 1

CHB patients before treatment and 3 months after antiviral

Comparison of HBV-DNA and hepatic function of

treatment (x £5) or M (QR)

) LgHBV-DNA/ ALT/ AST/
i 1] n

(Lgcopies'mL’]) UL WL Y

MERAR] 19  6.180 +1.291 135 87) 73 (79)
WIr3ANH 19 3.8292.757) 60 (64) 47 (23)
Z -3.582 -3.179 -3.219
P 0.000 0.001 0.001

%2 2%(Z#F TRBV CDR3 £ 4% R E % . HBV-DNA
R BFTh REKF ERER

Tab.2 Comparison of clonal proliferation abnormal rate
of TRBV CDR3, HBV-DNA and hepatic function between

the two groups x+s)
m . TRBV CDR3 7if  TgHBV-DNA/ ALT/ AST/
WAERHE/% (g copies *ml. ™) (U+L™H U-L™h

WA4 13 30.125+8.700  6.220 +1.101 184.780 +99. 244 106. 600 +57.952
ENEA 6 23.62546.804  6.110£1.756 125.100£33.207 67.070 +11.354
I 1.613 0.166 1.418 2.363

P 0.125 0.870 0.174 0.033
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