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Primary study on core promoter deletion mutation in hepatitis B virus

CHEN Mei-ya', ZHOU Fei', MAO Qian-guo’, LU Ya-pi', CHEN Jian-min', WANG Lin', REN Jian-lin',
DONG Jing'( 1. Department of Gastroenterology, Zhongshan Hospital Affiliated to Xiamen University,
Xiamen 361004, China; 2. Xiamen Traditional Chinese Medicine Hospital, Xiamen 361001, China)
Abstract: Objective To investigate a novel mutant which leads to HBeAg negative chronic HBV infection.
Methods HBV DNA were extracted from S patients with chronic HBV infection. Multiple PCR was
employed to identify the genotypes. Partial genome sequence, including X region and partial pre-C gene, was
amplified by PCR from a patient with HBeAg negative/positive chronic hepatitis B and the PCR products
were subcloned into pMD19 T vectors, respectively. Totally 23 clones were selected to be sequenced.
Sequence comparison with HBV genome submitted in GenBank was made to find the mutation sites.
Results The gentypes of 3 in 5 patients were B, C and the mixed type of B and C, respectively. The other
patients could not be typed. Comparing with known HBV sequence, there is a long range deletion in X gene
downstream in 16 clones (69.6 %). Length of deletion is 234 bp (15 clones) and 245 bp (1 clone), which cover
the core promoter and the ATG of pre-C gene. Deletion of core promoter were detected in all five patients.
Conclusions The deletion mutant of core promoter and the ATG of pre-C gene is popular in patients with
chronic hepatitis B.
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