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In an analysis of antigen-independent inter-
actions between naïve T cells and dendritic
cells (DCs), Revy et al.1 reported that high-
er frequencies of CD4+ versus CD8+ T cells
developed productive interactions with DCs,
as measured by calcium fluxing. To account
for the observed difference between CD4+

and CD8+ T cells, the authors applied a
panel of monoclonal antibodies (mAbs) to
CD2, CD3, CD4, CD8, CD11a, CD28,
CD43 and CD45 to determine whether dis-
tinct expression of cell surface molecules
might be responsible. Only one mAb, 1B11,
showed significant differential binding on
CD8+, but not CD4+, T cells. This led the
authors to conclude that the selective
expression of a highly glycosylated, repul-

sive molecule, CD43, on
CD8+ T cells could explain
the lower frequency of CD8+

T cell–DC conjugates. This
conclusion is based on two
sets of observations: reactivi-
ty of 1B11 with the high mol-
ecular weight glycoform of
CD43 arising from O-glycan
branching that can occur in

activated T cells2 and various studies that
describe an anti-adhesive function of CD43.

We would like to point out that 1B11 has
dual specificity and that the 1B11 reactivity
Revy et al. identified and used to implicate
CD43 in affecting CD8+ T cell–DC conju-
gates is retained in CD43–/– mice and is
therefore not due to CD433. We have pub-
lished strong evidence that this CD43-inde-
pendent binding by 1B11 is mediated by a
hyposialylated form of CD45RB that is
expressed preferentially on naïve CD8+ T
cells3,4. Either an endogenous neuraminidase
reportedly expressed by CD8+ T cells5,6 or
reduced sialyltransferase activity may be
responsible for the expression of hyposialy-
lated CD45RB on CD8+ T cells.

Although the overall findings by Revy et
al. on synapse formation remain uncontest-
ed, their explanation involving CD43 is mis-
leading and should be clarified to avoid fur-
ther confusion. Nevertheless, their study,
together with the aforementioned insights
into 1B11 reactivity, offer an opportunity to
reconcile these data. Specifically, there are
indeed sialic acid–dependent adhesion sys-
tems7 that may be compromised in hyposia-
lylated CD8+ T cells and thereby account
for the reduction in conjugate frequencies
between CD8+ T cells and DCs. Thus the
basis for differential T cell–DC conjugate
formation may be related more to lack of
such pro-adhesive interactions than to 
anti-adhesive influences of CD43.
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We have shown that the formation of an
immunological synapse at the interface
between a T cell and a DC was not initiated
by antigen recognition, as functional
synapses formed in the absence of exoge-
nously added antigen and even in the
absence of MHC1. In addition, we noticed
that these synapses formed more easily
with CD4+ than with CD8+ T cells, which
specifically express a molecule recognized
by the mAb 1B11. We suggested, therefore,
a possible causal link between these two

facts. We consider that 1B11
recognizes a hyperglycosy-
lated form of CD43, whereas
Ziltener and Carlow think
that it recognizes an hyposia-
lylated form of CD45RB.

Without any ambiguity it
has been shown that 1B11
can recognize CD432–5,
including at the surface of

primary T cells in nonimmunized mice2.
Ziltener and colleagues have shown that
1B11 can also bind to CD45RB, a likely
reason why T cells from CD43-deficient
mice are still 1B11-positive6. In a resting T
cell, there is an ambiguity concerning the
fraction of 1B11-labeling that is due to
CD43 or to CD45RB. Before being detect-
ed by 1B11, CD45RB epitopes must be
uncovered by neuraminidase treatment, as
observed with either intact cells or in
immunoprecipitates6.
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From this finding, we concluded that the
epitope recognized by 1B11 in untreated
naïve CD8 T cells was most probably
CD43, and not CD45RB. Admittedly, this
conclusion deserves to be challenged by
additional experiments. It would also be
worth examining whether the presence of
the molecule recognized by 1B11 (whether
it be CD43 or CD45RB) is directly respon-
sible for the relative difficulty with which
CD8+ T cells form functional synapses with
DCs, or whether this 1B11 labeling is only
a neutral indicator of a different state of
glycosylation.
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