BExXc—19

FIZHREBHER REHREHDE) HARAREBES
VR 2 44 5 A 1 3 HBIE

HEREZES 12501
MERiER - EFHE(B)
B2 HAR - 2010~2011
EEES ;22790336
MR ERES (F130)

E NREMREBIZETSNKG2D 1) A2 FOFEIR & 5 & 5525 B HE 0 Hil 1
MEEBEL (ZEX) NKG2D ligand expression and mechanism of immune escape from
NKG2D-mediated surveillance in human inflammatory disease
MERERSE

EFE —& (FUGO KAZUNORI)

FEKRZE - KEREZHERE - B1%

HEEES : 20431306

WFFER R O (Fo30)

b b NKG2D U o REHLEHER L OBEIZOWT, B ESNZHERIAIS L O Tissue
Microarray & T, HO®EKER EOREMRRR, BEMEEREDRFTICEIT 5 NKG2D
Uy R RE — 2 il LTz, R PRI T, REEAYR NKG2D U T RFEBL N Z —
L, REL BT TIRENRE I NI, RIEMEBTIE, ZERlMas 2V TREEPY 258
BlXH — U DPIRR ST, RIEOEITIRIL E OB 2 Jf 72t 2 53 5,

WFFERC R OB (3530) -

To understand the correlation between the expression profile of NKG2D ligands and
various disorders in human, Immunohistochemical analyses were performed on
human tissue specimens from several types of epithelial neoplasms and inflammatory
disorders. Tissue-specificity concerning ligand expression patterns in epithelial
neoplasms may be able to classify into at least three groups. Moreover,
tissue-specificity concerning ligand dexpressin patterns in inflammatory disorders
including autoimmune diseases may be similar with the tendency in the epithelial
neoplasms.
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