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[ Abstract]  Objective
epidemiological characteristics of the reactivation of inactive HBsAg carriers (IHC) and provide
effective intervention measures to standardize the management of chronic hepatitis B infections.
Methods Based on the chronic hepatitis B infection cohort established in 2010 in Jiangsu province,
six follow-up visits from 2012 to 2020 were conducted to analyze the characteristics and influencing
factors of the hepatitis B reactivation of IHC and the impact of metabolic risk factors, including
obesity, high blood pressure, diabetes and hyperglycemia. Results From 2012 to 2020, 2 527 IHC
and 17 730 person-years were observed during a median follow-up period of 7.0 person-years.
Ninety-eight cases of hepatitis B reactivation, with a cumulative reaction rate, was 3.9%, and the
incidence density was 5.53/1 000 person-years. Multivariate Cox proportional risk regression

To analyze the impact of metabolic risk factors on the

analysis showed that age and baseline HBV DNA were independent risk factors of HBV reactivation.
Compared with the patients >60 years, 40-49 age group (aHR=2.16, 95%CI:1.20-3.90) and 20-29 age
group (aHR=5.48, 95%CI: 2.07-14.48) were significantly associated with hepatitis B reactivation.
Compared with the HBV DNA negative patients at baseline, the risk of hepatitis B reactivation was
higher in the group with low HBV DNA level 100-1 999 IU/ml (aHR=1.67, 95%CI: 1.11-2.52).
Stratification analysis results showed that compared with those without metabolic risk factors, in
the =50 age group, patients with >2 metabolic risk factors showed adjusted HR of 2.73 (95%CI:
1.08-6.96). Conclusions The risk of hepatitis B being reactive is the persistent existence of IHC in
communities in Jiangsu province, especially young adults, low-level HBV DNA carriers, and IHC
with =2 metabolic risk factors. Follow-up for these IHC should be strengthened to reduce the risk of
disease progression by antiviral treatment at the right time.

[ Key words ] Chronic hepatitis B; Metabolic diseases; Cohort studies; Inactive HBsAg
carriers; Hepatitis B reactivation
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aHRAH(95%CI) 1.00 1.89(0.73~4.89) 2.73(1.08~6.96)

718 1.32 2.11

PE 0.188 0.035
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