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RAEABNEZDC, GhHEaaMhBammERnrT XRERARAHEMLHEN CDISRO+CDA+Tm B2 %, U MTT £4
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Formation and proliferation of memory T cells induced by hepatitis B

virus surface antigen-pulsed dendritic cells

Huang Xinliang, Yu Fangliu, Wu Yunyun, Wang Fengge, Dong Bohan
(School o f Basic Medicine , Wannan Medical College , Wuhu 241002, Anhui, China)

Abstract: Objective To explore the formation and proliferation of memory T (Tm) cells induced by den-
dritic cells (DCs) which were pulsed with hepatitis B surface antigen (HBsAg) in vitro. Methods Healthy
volunteers were divided into the low-dose, medium-dose and high-dose experimental groups with 6 cases in each
group and corresponding low-dose, medium-dose and high-dose self control groups with 6 cases in each group.
DCs in the low-dose, medium-dose and high-dose experiments groups were pulsed with 10 ng/ml, 20 ng/ml
and 30 ng/ml HBsAg, respectively. The low-dose, medium-dose and high-dose self control groupal were not
pulsed with HBsAg. The DCs were identified by flow cytometry on the eighth day of culture. The percentage
of CD45RO+CD4+Tm was detected by flow cytometry after 7 days of co-culture with autolymphocytes. The
proliferation activity of CD45RO+CD4+Tm was detected by MTT assay. Results The percentage of CD8O0,
CD40 and HLA-DR expressed in DC, the percentage of CD80, CD40, HLA-DR, the percentage of CD45RO+
CD4+Tm and the proliferation activity of CD45RO+CD4+ Tm in the low-dose, medium-dose and high-dose
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experimental groups were significantly higher than those in the corresponding self control groups ( P <{0. 05).

Moreover, the proliferation activity of CD45RO+ CD4+ Tm in the medium-dose and high-dose experimental

groups was higher than that in the low-dose experimental group, and the difference was statistically significant

( P <<0.05).

Conclusion DCs pulsed with HBsAg can induce the formation and proliferation of CD45RO+

CD4+Tm in vitro, and the proliferation activity of CD45RO+ CD4+ Tm induced by 20 ng/ml and 30 ng/ml
HBsAg is higher than that induced by 10 ng/ml HBsAg, respectively. This provides a basis for exploring the

mechanism of immune memory.
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1.3 Hk
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FHASRL 2= A9 7 2 41 AL C6 4G, 4G I i F BD 2 Al 42
DT YT 82 S Bl LR I VO 10 o Ml = =
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