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NK #ifin_ o Killer Lectin-like Receptors (KLRs: NKG2A, C, D, CD94) ¥ X O Natural
Cytotoxicity Receptors (NCR 1, 2, )2 H L, iz ¥ L RV B L2 DEBIKREER L, =
LD D1 OFESRE A FrEORE A BUFIE DIENT 21T o T k5 R, sialyl lewis X X0/ v 2% ) 7
U1y, Wl bR T HREa & L L7,

FERROME (HE30) -

Using recombinant extracellular lectin-like domains of KLRs (rKLRs) and NCRs
(rNCRs) on NK cells, we evaluated their ligands specificity and binding affinities. Our
data resulted that rKLRs and rNCRs can bind to sialyl Lewis X, GAGs and sulfated
polysaccharides.
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