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Analysis of rare mutation of large fragment deletion in the genome of hepatitis B virus
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Abstract; Objective To analyze the whole genome sequence of hepatitis B virus(HBV) including rare large fragment deletion
from a patient with chronic hepatitis B. Methods Genomic DNA was extracted from HBV and the whole genome was amplified.
The sites and sizes of large fragment deletion in different quasispecies were subjected to monoclonal analysis. Fragments including
two deletion mutations were amplified respectively,and the results of quasispecies analysis were confirmed by sequencing analysis of
amplified products. Results Mutation of over 1. 4 kb large fragment deletion exactly existed in HBV genome of this sample, with 1
256 bp nt2449—489 mutation in P gene and about 209 bp nt2088— 2298 deletion mutation in C gene. Conclusion There is a muta-

tion of rare large fragment deletion in HBV genome of the patient.
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