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WP R OMETE (3£3) : CD8 ismainly expressed on cytotoxic T lymphocytes. Inthis study,
CD8* monocytes in human peripheral blood were identified by whole blood erythrocyte lysis
method in flow cytometry. CD8 molecules on monocytes were constituted by CD8 @ and CD8
B subunits; however, the mRNA expression of neither CD8 @ nor CD8 B was detected in CD8*
monocytes. We therefore hypothesized that CD8 molecules were transferred to monocytes
from cells other than monocytes. Initially, it was shown that serum was essential for
the detection of CD8" monocytes. Next, we revealed that CD8 molecules were derived from
T cells, and that cell-to-cell contact between the monocytes and T cells was required
for the transfer of CD8 molecules to monocytes. Furthermore, Fcy receptor Il (CD32) on
monocytes and dynamism of cel| membrane and cytoskeleton were involved in the mechanism
of the CD8 translocation. Interestingly, CD3 and o BT cell receptor (TCR) were also
transferred from T cel |s to monocytes accompanied by CD8. Col lective evidences indicated
that cell surface CD8, and also CD3 and o S TCR molecules on T cells, were transferred
to monocytes via an intercel lular exchange of plasma membrane, which is recently termed
trogocytosis, under the presence of serum and the anti-CD8 monoclonal antibody.
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CD8 & FI(&. MAEE T #A3 (Cytotoxic T
lymphocytes : CTL) DR L EELRE Y — 5
— LTSN TLS (Ledbetter JA et al,
JEM 1981) , CD8 7> F (D #aEIL. CTL £ Tcel |l
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(Connolly JM et al, PNAS 1990 ; Salter RD
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Dendriticcell:DC, BRE® intraepithelial
Tcell. NK#ifgam—B7ia &, &Y ZHGHRE
TORIEHIFHFE SN TLVS (Gangadharan D,
Curr Opin Immunol 2004 ; Hayday A, Nat.
immunol. 2001), F£7=, CD8a BIL CD8x & (=
Et LT co-receptor & L TOHEERENT LN &
MERE St (Bosselut R, Immunity 2000) .
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C L EBSMIZ LT (Baba et al, J immunol
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