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Abstract: Objective To investigate the status of overlapping hepatitis B virus (HBV) infection in patients with chronic hepatitis
C virus (HCV) infection and the serological characteristics of such patients. Methods A total of 8 637 patients with HCV
infection who were hospitalized from January 1, 2010 to December 31, 2020 and had complete data of HBV serological markers
were enrolled, and the composition ratio of patients with overlapping HBV serological markers was analyzed among the patients
with HCV infection. The patients were divided into groups based on age and year of birth, and serological characteristics were
analyzed, and the distribution of HBV-related serological characteristics were analyzed across different HCV genotypes.
Results The patients with HCV/HBV overlapping infection accounted for 5.85%, and the patients with previous HBV infection
accounted for 48.10%; the patients with protective immunity against HBV accounted for 14.67%, while the patients with a lack of
protective immunity against HBV accounted for 31.39%. The patients were divided into groups based on age: in the 0—17 years

group, the patients with protective immunity against HBV accounted for 61.41% (304 patients) ; the 18—44 years group was mainly
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composed of patients with previous HBV infection (698 patients, 37.31%) , the 45—59 years group was predominantly composed of
patients with previous HBV infection (1 945 patients, 50.38%) , and the =60 years group was also predominantly composed of patients
with previous HBV infection (1 486 patients, 61.66% ). The patients were divided into groups based on the year of birth: in the pre-1992
group, the patients with previous HBV infection accounted for 51.63% (4 112 patients) ; in the 1992—2005 group, the patients with
protective immunity against HBV accounted for 54.72% (168 patients) ; in the post-2005 group, the patients with protective immunity
against HBV accounted for 64.38% (235 patients). In this study, 6 301 patients underwent HCV genotype testing: the patients with
genotype 1b accounted for the highest proportion of 51.71% (3 258 patients) , followed by those with genotype 2a (1 769 patients,
28.07%) , genotype 3b (63 patients, 1.00%) , genotype 3a (10 patients, 0.16% ) , genotype 4 (21 patients, 0.33%) , and genotype 6a (5
patients, 0.08%). Conclusion With the implementation of hepatitis B planned vaccination program in China, there has been a
significant reduction in the proportion of patients with previous HBV infection among the patients with HCV/HBV overlapping infection ,
but there is still a relatively high proportion of patients with a lack of protective immunity against HBV.
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Figure 1 Serological marker patterns of HBV in
HCV-infected cases
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Table 1 Age distribution of different HBV related serological characteristics among HCV infected individuals
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Table 2 Distribution of HBV related serological characteristics
in HCYV infected individuals of different birth years
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