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Study of Anti-tumor Immunity In Vitro Induced by DC Vaccines
Loaded by p53-modified Tumor Antigens
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Abstract

Tumor antigen (p53-Ag) was extracted from mouse B16 melanoma cells transfected with the

wild-p53 plasmid by freeze-thaw method. Then it was loaded onto dendritic cells (DC) harvested from the bone

marrow to obtain DC tumor vaccine. The antigen-specific killing effect of cytotoxic T lymphocytes (CTL) activated

by DC vaccine on cancer cells in vitro and the ability to induce proliferation of T cells were detected by MTT assay.

The experiment results showed that p53-modified DC vaccine significantly up-regulated the proliferation of T lym-

phocytes and the killing rate by CTL on cancer cells.

Key words DC; p53; tumor antigens; vaccines
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' R L ol R ;7N
A, B: 5532552, 4 dIIDC(100%); C: 353% 556 dfFIDC(200x); D: 132458 dfIDC(400%).
A,B: DC on the 2th and 4th day (100%); C: DC on the 6th day (200x); D: DC on the 8th day (400x).
E3 DCAENR THIRSEWL
Fig.3 The changes of DC’s morphology observed by optical microscopy
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Fig.4 Analysis for phenotype of mature DC
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T AN B 5 s N 40 AR EE B N 1:20 1:40F11:800F, DCZH. B16-DCZ Fp53-DCAL () I i $r 45 . K2 56, *P<0.05, **P<0.01, 4P<0.05,

A4p<0.01,

Stimulation index of group DC, B16-DC and p53-DC when ratios of stimulated cells and effector cells were 1:20, 1:40 and 1:80. ¢ test, *P<0.05,

#£P<(.01, 4P<0.05, 44P<0.01.

Els DCEExt B MmpaEEStIn s R
Fig.5 The proliferation experimental results of DC vaccine on lymphocytes
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RALLE N 1:220F11:400 DCAL. B16-DCHLFlp53-DCALX MBI A% . k5, **P<0.01, 44P<0.01.
Killing rates of group DC, B16-DC and p53-DC when the ratios of effector cells to target cells were 1:20, 1:40 and 1:80. # test, **P<0.01, 44P<0.01.
[El6 DC&EXMEMMER R LINER
Fig.6 The killing experimental results of DC vaccine on tumor cells
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