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Detection of CDR3 shewing of TCR a, gene repertoire in HIV infected individuals by using
real-time fluorescence quantitative reverse transcription polymerase chain reaction with DNA melting curve analysis”
Li Zhifeng"?®,Song Fangzhou®* ,Feng Liangui' , Zhou Quanhua' ,Ling Hua', Zhang Min'
(1. Chongqing Center for Disease Control and Prevention ,Chongging 400042 ,China;2. Department o [
Biochemistry and Molecular Biology ,Chongqing Medical University ,Chongqing 400016 ,China)
Abstract ; Objective

by using real-time fluorescence quantitative reverse transcription polymerase chain reaction(FQ-PCR) with DNA melting curve a-

To detect the CDR3 shewing of TCR «, gene repertoire in peripheral blood of HIV infected individuals
nalysis. Methods The total RNA of peripheral blood mononuclear cell (PBMC) from HIV infected individuals were transcripted
reversely into cDNA. The ¢cDNA of 32 TCRAV and 26 TCRBV gene family CDR3 were amplified by FQ-PCR. Polyclonal CDR3
spectratyping was analyzed with DNA melting curve and compared with the results of Genescan method. Results The two methods
showed the same results that the TCRAV and TCRBYV family CDR3 expressed with different frequencies and the most CDR3 spec-
tratyping of TCR «,f families showed polyclonal peak (Gaussian distribution) ,but some showed different polyclonal peaks in HIV
infected individuals. Conclusion The technique of FQ-PCR with DNA melting curve analysis could be used for detecting the CDR3
shewing of TCR a, gene repertoire in HIV infected individuals.
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