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Study of the function of CD43 in CD8+ T lymphocytes activation
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CD43 is a transmembrane sialogycoprotein expressed on the surface of a variety of
hematopoietic cell, including T lymphocyte. Previous studies suggested that CD43
might be involved in T lymphocyte activation. Both positive and negative effects of

CDA43 are reported, but its definite function remains controversial. Our earlier study



showed that costimulation of naive CD8+ T lymphocytes with plate-bound a-CD43
monoclonal antibody significantly enhances the proliferation response to TCR
stimulation in the presence of exogenous IL-2. This result suggests that CD43 might
help the activation of CD8+ T lymphocytes. Others and we also found that the
expression of CD43 in splenic CD8+ T lymphocytes is uniformly higher than that on
CD4+ T lymphocytes. Three results prompted me to further investigate the role of
CD43 in the activation of CD8+ T lymphocytes without using a-CD43 antibody
stimulation. Three stimulation systems were used in my study. Firstly, CD8+ T
lymphocytes were stimulated with T lymphocyte-depleted splenocytes plus various
amounts of anti-CD3 antibody. We found that the proliferation of wild type CD8+ T
lymphocytes was higher than that of CD43-/- CD8+ T lymphocytes at low
concentrations of anti-CD3 antibody. Secondly, CD8+ T lymphocytes were stimulated
with allogeneic spleen cells. We found that the deficiency of CD43 did not attenuate
the proliferation of CD8+ T lymphocytes. Thirdly, by using OT-1 TCR transgenic
system, the CD8+ T lymphocytes were stimulation by antigen-specific peptide-pulsed
dendritic cells. We found that the proliferation of wild type CD8+ T lymphocytes was
higher than that of CD43-/- CD8+ T lymphocytes.

Since CD43 is a large and highly negatively charged protein that extends in a linear
conformation outward from the cell membrane, it was suggested that CD43 might
function as a barrier for T lymphocyte-APC interaction. Several studies demonstrated
that CD43 was excluded from the immunological synapse between CD4+ T
lymphocyte and APC. We observed that the exclusion of CD43 from the T/APC
contact site during CD8+ T lymphocyte activation is not obligatory in OT-1 TCR
transgenic system. These results suggest that CD43 may play a positive role in

regulation of CD8+ T lymphocyte activation.



