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Abstract: Objective To investigate the effect of hepatitis B vaccination on dendritic cells(DC) and cytotoxic T lymphocyte (CTL)
expressions and virological response in patients with chronic hepatitis B being treated with pegylated interferon. Methods A total of

120 patients with HBeAg positive treatment-naive chronic hepatitis B (CHB) who visited the outpatient service or were hospitalized
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in Fuzhou General Hospital and Mengchao Hepatobiliary Hospital of Fujian Medical University from January 2016 to January 2019
were divided randomly intotreatment group (60 cases) and control group (60 cases). The patients in the two groups were treated with
pegylated interferon alpha(180 pg, subcutaneous injection, once a week) for 48 weeks, on this basis, the patients in the induction
group were treated with hepatitis B vaccination (20 pg, multiple subcutaneous injection, once four weeks) for 3 times before
interferon treatment for 2 weeks. The levels of dendritic cells andIL-12, and the magnitudes of IFN-y releasing induced by HBV-
specific cytotoxic T lymphocyte were measured before and 12 weeks after treatment. The negative rate of HBV-DNA, HBsAg,
serological conversion rate of HBeAg of the patients in the two groups were observed after 24 and 48 weeks. Results Finally 108
cases (55 in the treatmentgroup and 53 in the control group) completed the course of treatment, and involved in the analysis of
results. After 12 weeks of treatment, the IL-12 levels of serum and DCs amounts in both groups were significantly higher than those
before treatment (P < 0.001). The DCs amounts, IL-12 levels of serum and the magnitudes of IFN-vy releasing induced by HBV-
specific CTL were significantly different between two group (P < 0.001). There were no significant differences of HBV-DNA
negative rates and HBeAg seroconversion rates between the two groups after 24 and 48 weeks treatment. The negative rate of
HBsAg was significantly higher in the treatment group than that in the control group after 48 weeks treatment (P < 0.05).

Conclusion It is found that hepatitis B vaccination could induce DC and CTL proliferation, promote cytokines secreting, and

improve HBV-DNA negative rate in patients with chronic hepatitis B being treated with pegylated interferon.
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Table 1 Baseline characteristics of two groups
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s 5 % SER RS % ALT/(U-L™) HBV DNA/(1x10"mL ")
papis! 28 25 33.87+7.19 229.74458.89 7.28+6.90
RIT 29 26 33.754+6.32 219.69+52.75 6.89+6.59
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Table 2 Comparison on DC snumber and I1L-12 level

before and after treatment between two groups

Hal afl WS ] be/eaor IL-12/(pg-
mL D mL "

X 53 BT I 2.46+0.55 33.23+5.40
GIT G 3.50+0.54" 39.69+7.29

BIT 55 VEIT I 2.58+0.69 33.65+5.08
BTG 4.53£0.74""  45.89+6.84""

5 [R 46 97 /T HLER - " P<0.05, S50 R ZLYA YT )5 Lh#R - *P<0.05
“P<0.05 vs same group before treatment; “P<0.05 vs control

group after treatment
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Table 3 Comparison on viral response of antiviral therapy for 24 and 48 weeks between two groups
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e n/f I [ /] - HBeAg 453 /% HBsAg ¥ B /%
= (V]
X e 53 24 49.06 28.30 0.00
48 62.26 30.18 1.89
HIT 55 24 54.55 38.18 0.00
48 67.27 45.45 12.72¢

555 R [F I L #P<0.05

#P<0.05 vs control group at same time
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