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Abstract: [ Objective ] To screen the factors that may affect HBsAg spontaneous seroclearance and to explore the
real-life situation of HBsAg spontaneous seroclearance in a large cohort of chronic hepatitis B infection patients with long—
term follow—up. [ Method] All the patients came from the SCHEMA cohort (South China Hepatitis Monitoring and Admin-
istration cohort) with chronic HBV infection who were followed up in the out—patient department of the third affiliated
hospital, Sun Yat—sen University from Jan. 2006. The data were regularly collected at 3 or 6 months interval, including
demographic characteristics, baseline, dynamic changes of the biochemical, virological, serological and imagery indicators
during the follow—up period, and then univariate and multivariate COX regression model were taken to screen the influ-
ence factors. [ Result] 54 patients obtained HBsAg spontaneous seroclearance in 974 chronic hepatitis B infection patients

after up to 10 years follow—up. We found that age (especially=50, HR=2.647, P=0.001) , BMI (especially=28, which
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means very fat, HR=3.401, P=0.004) , baseline HBV DNA level (especially<104 U/mL, HR=11.798, P=0.001), portal
length (HR=1.017, P=0.013) , right liver oblique diameter (HR=1.026, P=0.007) and baseline HBsAg titer (especially>
2000 U/mlL, HR=0.056, P<0.001) can significantly affect HBsAg seroclearance by univariate COX regression analysis.
In the multivariate COX regression analysis, baseline HBsAg titer (HR=0.071, P<0.001) and baseline HBV DNA quanti-
tation (HR = 0.819, P = 0.005) had an independent effects on HBsAg spontaneous seroclearance. [Conclusion] For the

chronic hepatitis B infection patients without antiviral treatment, Baseline HBV DNA levels and baseline HBsAg levels

were independent factors of HBsAg spontaneous seroconversion. Moreover , the patients with baseline HBV DNA lower

levels (<10* U/mL) and HBsAg lower levels (<2 000 U/mL) were more likely to obtain HBsAg spontaneous seroclearance.
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Table 1 Characteristics of 974 patients with chronic

hepatitis B without antiviral therapy

Item Value
Male%(n) 66.5(648)
Agelyears 38+12
BMI/%(n)
<I85 15.5(151)
18.5~23.9 57.6(561)
24~27.9 21.4(208)
=28 0.5(54)
Diagnosis/%(n)
chronic hepatitis B virus carrier 0.8(8)
chronic hepatitis B patient 95.2(927)
liver cirrhosis 3.0(29)
hepatocellular carcinoma 1.0(10)
History of alcohol/% (n) 90.1(878)
History of hepatitis B/% (n) 61.5(599)
History of liver tumor/% (n) 61.5(74)
Baseline ALT level/(n/L) 71.0 (20.5~118.3)
Baseline ALB level/(g/L) 45.6+4.4
Baseline TBil level /( p.mol/L) 18.1 (12.6~51.3)
Baseline WBC level /(10°/L.) 6.2+£2.0
Baseline PLT level/(10%/L) 195+60
Baseline HBeAg—positive/% (n) 46.8(456)
Baseline HBV DNA level/(lg U/mL.) 5.1£2.8
Thickness of right liver/mm 113£12
Width of portal vein/mm 11.1+2.9
Length of spleen/mm 101£17
Width of portal vein/mm 5.8+2.4
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Fig.1 The number and rate of chronic hepatitis B

infection patients gained spontaneous HBsAg

seroclearance after long—term follow—up
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Table 2 Univariate and multivariate COX regression results of HBsAg seroclearance in chronic hepatitis B infection

patients with long—term follow—up

Univariate Multivariate
Factors 95% C1 95%Cl
P OR —_— P OR —_—
Lower Upper Lower Upper
Age 0.008 1.032 1.008 1.056
Age > 50 years 0.001 2.647 1.454 4.819
Gender 0.06 1.952 0.974 3.915
BMI < 0.001 1.086 1.038 1.137
<185 0.343 0.494 0.115 2.119
18.5~23.9 0.287 1.001 < 0.001 1.001
24 ~279 0.091 1.749 0.915 3.344
=28 0.004 3.401 1.49 7.763
History of alcohol 0.104 1.876 0.878 4.007
History of hepatitis B 0.324 0.753 0.428 1.323
History of liver tumor 0.825 1.102 0.466 2.605
Baseline ALT 0.257 0.997 0.991 1.002
ALT >2 ULN" 0.577 1.176 0.666 2.9077
Baseline ALB 0.668 1.014 0.953 1.078
Baseline TBIL 0.359 0.985 0.955 1.017
Baseline HBV DNA < 0.001 0.756 0.681 0.839 0.001 0.789 0.686 0.908
<10 0.001 11.798 2.82 49.369
10°~ 10 0.041 4.751 1.069 21.116
> 107 = = = =
Baseline HBeAg status 0.001 0.192 0.076 0.489
Baseline WBC 0.108 1.174 0.966 1.427
Baseline Hb 0.934 1.001 0.979 1.023
Baseline PLT 0.837 1.001 0.994 1.008
Thickness of right liver 0.018 1.026 1.007 1.045
Width of portal vein 0.033 1.083 1.005 1.168
Length of spleen 0.005 1.017 1.004 1.031
Spleen portal vein width 0.667 1.018 0.938 1.105
Baseline HBsAg > 2 000 <0.001 0.056 0.022 0.143 <0.001 0.074 0.026 0.212
Chronic HBV carrier 0.928 29963.9 <0.001  1.31E+102
CHB patients 0.934 13037.8 <0.001  5.67E+101
Liver cirrhosis 0.925 49845.2 <0.001  2.17E+102

Hepatocellular carcinoma

3 #®
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