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Detection of the immunological competence of HBsAg pulsed Dendritic

Vaccination
LI Sheng—wei et ol

(Department of Hepatobliliary Surgery, the Second A ffiliated Hospital , Chongqing Medical University)

[ Abstract JObjective: To explore the immunological competence of HBsAg-DCs vaccination prepared via HBsAg inducing DCs.
Methods: The bone marrow cells of Lewis rat were cultured by RPMI1640 added with 4 ng/ml of granulocyte macrophage colony
stimulating factor (GM—CSF) and 8 ng/ml of interlcukin—4 (IL—4). 7 days late, the RPMI1640 were added with HBsAg (100 p g/ml) for
another 48h to obtain HBsAg—DCs. The morphologic changes of HBsAg—DCs were observed by light microscope and the phaenotype
change were detected by flow cytometry (FCM ); The immuno—competence of the HBsAg~DCs were judge by one-way mixed lymphocyte
reaction (MLR). Results: There were many DCs growing adherence in cluster and the suspended cells were obviously increasing and
much bigger after administrating HBsAg. Compared with DCs, there were significant difference in T cell proliferation stimulated by
HBsAg-DCs (P <0.05), however, there was no significant difference in the T cell function. DCs inducing by HBsAg for 3 d could induce
much more fortis. After treated by mitomycin C,T cell proliferation could be enhanced by DCs and HBsAg-DCs (P < 0.01), and
HBsAg-DCs were much more effective than the same density of DCs  (P<0.01). Conclusion: The DCs loading with HBsAg have strong
ability in presenting antigen.
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RNA 7568 & PCR ¥ e B A 2 2 R H Il B —3- B3 88 i €% (Glyceraldehyde—3—phosphste dehydrogenase , GAPDH )\ AL31 & A
( B -actin),18sRNA kK P25, BN SAEE , B0 GAPDH., B —actin XK FE R, 4R .5 FhAMTER S F0R pcDNA3.1
J& , NS ERE R AR R RS HIRFRER T, L B —actin FHENUIH , GAPDH & 18sRNA 7E5 5k T HEIERE
/N, EFRERERGE ., 45 :pcDNA3.1 TR Y vl i AR AR M, Hrp 3 B E B —actin FEWRRK , HILTZER

pcDNA3.1 RIRERIAAFTHR DBESI BT, NHEFER] B —actin (EANSEEH,

[358817 ] pcDNA3.1; NS R S5 B 5% s ik
[hEEBSEZFHEE]Q753

[ scHkERiRAS JA

[ o7 B 88 12009-05-31

Analysis of the effect of pcDNA3.1 on house keeping gene expression
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[ Abstract ] Obgective: To investigate the effect of pcDNA3.1 vector on housekeeping gene expression and set guide to further study work in
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using pcDNA3.1. Methods: 5 cell lines were transfected with
pcDNA3.1,48 h post transfection total RNA was extracted and
applied for real time PCR to detect the RNA level of GAPDH.

B -actin 18sRNA difference. Meanwhile, extract total protein and
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