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Establishment of real-time fluorescence quantitative PCR method and the application on GBV-C viral
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[ Abstract] Objective To develop the quantitative method of GB virus C(GBV-C) by one-step RT-
PCR real-time fluorescent. Methods Primers were designed according to GBV-C 5’ -UTR sequences and
the corresponding TaqMan probe. The substrates for standard curve were generated by subcloning the
amplicon in a plasmid which contain a 366 bp fragment of 5’ -NCR gene of GBV-C. There were 99 plasmal
samples with HIV-1 positive and 175 samples with HIV-1 negative from men who had sex with men ( MSM)
were detected by the established method, respectively. Results The absolute quantification of the reference
plasmid was constructed and the standard curve correlation coefficient was 0.99. GBV-C specific fluorescent
was detected positively among the 99 HIV-1 positive subjects, while 22 samples were positive among the 175
HIV-1 negative subjects. The real-time fluorescent quantitative results were coincident with the qualitative
results by nested RT-PCR method. Conclusions The real-time fluorescence quantitative method of GB virus
C were developed successfully with rapid, high specificity and good stability, which may provide some
technical support and platform for the further study on the mechanism of GBV-C and HIV-1 co-infection to
the disease progress of patients with HIV/AIDS.

[ Key words] Hepatitis C virus; Real-time fluorescence quantitative reverse transcription-PCR; Men
who have sex with men (MSM)
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