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[ Abstract] Objective
Methods Twenty-seven sera of plasma donors from Guan county of Hebei province, Zhoukou

To study the genotypes of hepatitis C virus in some parts of China.

district of Henan province, and 36 patients with chronic hepatitis C from Beijing and Qingdao cities
were tested for HCV RNA by Amplicor PCR kit. Thirty-six of 38 HCV RNA positive sera were
further genotyped, using INNO-LiPA™ HCV T kit. Results The HCV RNA positive rates of
plasma donors and patients with chronic hepatitis C were 48.15%(13/27) and 69.44%(25/36)
respectively. Genotyping data from 13 plasma donors and 23 patients with chronic hepatitis C showed
that 29 (80.55%) were 1b, 5 (13.89%) were genotype 2, and 2 (5.56%) remained untyped.
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Conclusion 1b seemed to be the prevalent HCV genotype in some parts of China.
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NeEOxO¥oy " AcuA HCV -0D1 -, 0ppAGAA, CD-0BT -,
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RNA:Ej +»%iN2C4 100 pl, %O0EE 400 pl AN%AOO, »i
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A©06 -~ 0110, +8%C°6 ,CNT, -AEE 9600 GeneAmp PCR
0G, Aex@A% 50 C 2 min, 60 C 30 min,95 C 1 min, 70
°695C 155.60C 20,2 ,6N-»-5 90C 15 s,60C
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