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Effect of follow-up intervals on early diagnosis of hepatocellular carcinoma in patients with
chronic viral hepatitis B treated with antiviral therapy Chen Qiuyue” ,He Zebao,Yu Zhenjun,
Fang Zheping , Zhang Daochun, Mo Jingang, Zhao Haihong, Tan Meng, Ruan Bing. * Taizhou Central
Hospital ( Affiliated Hospital of Taizhou College) , Taizhou 318000, China

[ Abstract] Objective Analyze the occurrence of hepatocellular carcinoma( HCC) in patients with
chronic hepatitis B(CHB) treated with antiviral therapy,explore the influence of different follow-up intervals
on the early diagnosis of HCC. Methods A total of 2 892 patients with CHB and Hepatitis B cirrhosis
treated with relatively complete case data were included and followed up with antiviral therapy,and divided
into the HCC group (64 cases) and non-HCC group(2 828 cases) according to whether HCC had occurred
during follow-up. All patients were divided into 5 groups according to the follow-up interval and the difference
of Hepatitis B virus( HBV) DNA level : Group A ; Examination once every 3 to 6 months, median inspection
time was 4. 1 months, HBV DNA <5 x 10° TU/ml ; Group B ;Examination once every 3 to 6 months, median
inspection time was 4.5 months,5 x 10> ITU/ml <HBV DNA<1 x 10" IU/ml,without adjustment of medication
timely ; Group C;Examination once every 6 to 12 months, median inspection time was 7.3 months, HBV
DNA <5 x 10> TU/ml; Group D ;Examination once every 6 to 12 months, median inspection time was 7.2
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months,5 x 10> TU/ml< HBV DNA <1 x 10* IU/ml, without adjustment of medication timely; Group E:
Trregular examination,median inspection time was 1.5 months, HBV DNA > 1 x 10* TU/ml, without adjustment
of medication timely. Normative antiviral therapyt was standardized in the A, B,C,D groups, while non-
normative antiviral therapy was standardized in the E group. General and clinical data were collected for
all patients,including age, sex, smoking and alcohol consumption, whether HCC had occurred during the
follow-up period and the clinical stages of HCC were compared. Results Compared with the non-HCC group,
patients in the HCC group were older and had a higher proportion of smokers and drinkers( P <0.01).
Under the same follow-up interval and different HBV DNA levels,the HCC incidence in group A was lower
than that in group B and that in group C was lower than that in group D(P <0.05). Under the conditions
of consistent HBV DNA levels and different follow-up intervals, the incidence of HCC [ a stage in group
A was higher than that in group C,and that in group B was higher than that in group D(P <0.05). The
HCC incidence in group E was significantly higher than that in the other 4 groups (P <0.01). The HCC
incidence in patients with low HBV DNA level was lower than that in patients with high HBV DNA level
(P<0.01). Conclusion For those people at high risk of HCC, the length of follow-up interval is not

related to the incidence of HCC,but shorter follow-up time is helpful for early diagnosis of HCC.
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