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Table 1 Inhibitory receptors expressed on human mast cells.

Regulation
Phosphatases activated
SCF-KIT IgE-IgE receptor
CD32/FcyRIB33 Inhibited Inhibited SHIP1
SIRPo./CD172a3% Inhibited N.R. SHP-1
CD843) N.R. Inhibited SHP-1
Allergin-136) NR. Inhibited SHP-1/SHP-2/SHIP1
CD200 receptor3? N.R. Inhibited SHIP1
CD300a3®) Inhibited Inhibited SHIP1
Siglec-839 NR. Inhibited N.R.

N.R.: not reported, SHP: Src homology 2 domain-containing phosphatase, SHIP: Src
homology-2 (SH2)-containing inositol 5-phosphatase.
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Table 2 Expression patterns of inhibitory receptors on human mast cells.

Cultured cells Clinical samples
huMCs LAD2 HMC1 Non-neoplastic Neoplastic
CD72 Yes Yes Yes Yes Yes
PD-1 Yes Yes No Yes Yes
KIRZ2DL4 Yes Yes No N.D. N.D.
CEACAMI1 No Yes Yes No Yes

huMCs: cultured mast cells derived from healthy volunteers, LADZ: human
mast cell line expressing normal KIT, HMCI: human mast cell line harboring
mutated KIT.

Ligand (s Antibody
. —/
( KIT
= ( (SCF receptor)
[ ‘ | I
/ U e |

Tyrosine
Inhibitory receptors kinase
(CD72, PD-1, KIR2DL4, CEACAMT1, et al.) cascade

Proliferation
Chemotaxis

Cytokine production
K et al.

Fig. 1. Inhibitory receptors regulate human mast cell function negatively.
Inhibitory receptors introduced here suppressed human mast cell function
via SHP-1. SHP-1 dephosphorylated signal molecules in the downstream of
SCF-KIT system.
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Fig. 2. Immunohistochemical expression pattern of CEACAMI1 on
human neoplastic and non-neoplastic mast cells.
Neoplastic mast cells (mastocytosis) expressed CEACAMI1 immunohisto-
chemically, and non-neoplastic mast cells (non-mastocytosis) did not.
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