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[ Abstract] Objective To explore the influencing factors and distribution characteristics of detectable
serum hepatitis B virus (HBV) ribonucleic acid (RNA) of patients with chronic hepatitis B (CHB) and
hepatitis B related cirrhosis who were treated with nucleos(t)ide analogues (NAs) after achieving complete
virological response. Method This cross-sectional study involved the consecutive enrollment of 360 patients
with CHB and 149 patients with hepatitis B related cirrhosis who attended outpatients of the Department
of Hepatology, the Second Hospital of Shandong University from March 2020 and April 2024, all patients

DOI: 10.3877/cma.j.issn.1674-1358.2024.06.004
TEFBAL: 250033 BRRIT, WIZR K250 s el gy P B
EEMEH: 259, Email: litaojr@sdu.edu.cn



344 FRAR S RIG PRI G 24 5 (FLTAR) 20244E12 A 251846 25634 Chin J Exp Clin Infect Dis (Electronic Edition), December 2024, Vol.18, No.6

received NAs treatment and achieved complete virological response; HBV RNA was detected by real-time
thermostatic amplification and detection technology (SAT). Patients were divided into two groups based on
whether HBV RNA was below the detection limit: HBV RNA detectable group (335 cases) and HBV RNA
undetectable group (174 cases). The influencing factors with detectable serum HBV RNA were analyzed
by Multivariate Logistic regression analysis. The quantitative differences of HBV RNA among cases with
different diagnoses, HBV e antigen (HBeAg) status and HBV surface antigen (HBsAg) levels were compared
in the patients of HBV RNA detectable group. Result The positive rate of serum HBV RNA of 166 patients
with HBeAg positive was 94.6% (157/166), which was significantly higher than that of HBeAg negative
patients [51.9% (178/343)] (¥* = 90.582, P < 0.001); compared with HBV RNA undetectable group, patients
in HBV RNA detectable group were with higher HBsAg level [3.1 (2.6, 3.6) log,,[U/ml], with significant difference
(Z=—6.239, P <0.001). Multivariate Logistic regression analysis showed that hepatitis B related cirrhosis (OR = 2.305,
95%CI: 1.419-3.742, P = 0.001), HBeAg positivity (OR = 14.852, 95%CI: 7.212-30.586, P < 0.001) and
serum HBsAg > 2.56 log,, [U/ml (OR = 2.645, 95%CI: 1.654-4.232, P <0.001) were all risk factors for serum
HBYV RNA detectable. Conclusions Among patients who achieve complete virological response after NAs
treatment, hepatitis B related cirrhosis, HBeAg positivity and high levels of HBsAg are all risk factors for
serum HBV RNA detectable. HBV RNA detection can help evaluate viral transcription and replication status

more comprehensively.
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