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Abstract: [Objective] The study was to investigate the influence of peptide SIINFEKL concentration
and Dendritic Cell (DC) number on primary CD8" T cell differentiation and proliferation. [Method) Bone
marrow-derived DCs were generated from bone marrow cells in the presence of GM-CSF and IL-4. OT-I
mice CD8"' T cells were isolated by anti-mCD8 conjugated magnetic microbeads, and stimulated by SIIN-
FEKL peptides and mature dendritic cells(maDC). Serial diluted peptides SIINFEKL(100,10,1,0.1,0.01,
0. 001 ng/mL) and different amounts of DCs(DC/T ratio of 1/20,1/5) were co-cultured with CD8" T cells
to stimulate the activation of CD8" T cells. Then the cell number, division rate and activated surface marker
of co-cultured CD8" T cells were analyzed by flow cytometry,and cell vitality was measured by propidium
iodide (PI) stain. [Result) Deficient peptides result in insufficient CD8" T cell proliferation, while excess

peptides impair live CD8' T cell number. CD8" T cell proliferation was more pronounced when more DCs
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were used to present peptides ranging from 0. 001 ng/mL to 0.1 ng/mL and fewer DCs were used to pres-

ent peptides ranging from 1 ng/mL to 100 ng/mL. High concentration of peptide antigen or large numbers

of DCs lead to the fully activation and division of CD8" T cells but followed a remarkable decrease in CD8™

T cell number, which may be caused by activation induced cell death (AICD). [Conclusion) Effective

CD8" T cell activation and proliferation depend on the optimal intensity of antigenic signals,which is con-

trolled by the amount of both peptide antigen and DCs. To induce effective and prolonged cellular immune

responses,the antigenic stimulation should meet the minimum requirement of activation,and elaborately e-

valuate to avoid AICD.
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Fig. 1

Morphology and phenotypes of mice bone-marrow derived maDC

A. The morphology image of maDC (>X400) ; B. Phenotypes of maDC were analyzed by flow cytometry with isotype (tined)
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Fig. 2

Influence of peptide concentration and DC number on primary CD8" T cell proliferation

Dashed line represents the original CD8" T cell number
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Influence of SIINFEKL concentration on activated surface markers of antigen activated CD8" T cells
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Influence of antigen concentration on the CD8" T cells division
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Fig. 5

Influence of SIINFEKL concentration on CD8' T cells vitality( X 400)

A. PI staining of CD8" T cultured in 100 ng/mL SIINFEKL peptides;B. PI staining of CD8" T cultured in 1 ng/mL SIINFEKL peptides
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