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Role of MICA protein in cancer biotherapy
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1994 4 Spies ¢ ' AYBFSE /N IR T 7E MHC & BL— 37
FERE 30 oA 44 o MHC- T 2840 F4E M1 2 MIC ) B2,
MIC FER P S R TR R B 12 56 TR A T2 Pl — 4L AR 27 R 1) 32
HF R, BT HE =5 20 MHC T 28974 30% 1
R B R 8 A 2o A, T HL, 5 e iR gt
HLA- I 28R MIC ZE R B = 28, B X MIC
INRBIABIEA , ATE B MIC 43 A S W5 DI -5 IR
FYIAASE, MIC R 25 7 IohRg W 05 i e 2k 3k , 3¢ Oy i —
AR IR 9 A LR T B LR B .

1 MICA #1 NKG2D 4F

MICs & MHC-1 284H ¢ 43 F( MHC class [ -related mole-
cules, MICs ). A2 6 Z5Yettfk MHC FEIR EIE 42 i ¢ B
MIC FESA 7 MK MICA ~ MICG ), TE3X 7 A~ FE K 4T
F MICA 1 MICB A LL#% 5% Hy mRNA, MICC,MICD, MICE
MICF il MICG H T 15 28 28 Rl 2k 28 45 oM 3L 2 M-
CA MICB i F HLA-T Z& LA X530 [ 285 — M. MicA
1 MICB JER 2K A>3 11.7 kb F112.9 kb2, MICA 8
MR LA B H TN IEA 54 NEAEEREDT . MICA
383 MNEIL R MRS A 2 K, 10 B HARXT 4> F R
43 000, %8 [ P Z5H938 5 2 11 HLA- T 285058 i 45449 3806
LA 3 A AN ol o2 Fl a3 ) —PEEBE B T™ )
PIRSRRIX . BAR ol o2 AT TR LS S RE S 4, (H
HALREE /N T 3 ~ 4 ANEIEBRFR I, X 7R MICs ARELS &
PR RK . MICs 153 747 B | 45 04 R e 1 I HC 7 40 it 3% 1 1Y)
KRR T ELE AP, AT B2 MERE A MBI, 5
2L MHC SR PR L, MICA RIAARZ T 260 11 2410
R, SR [ 700 HSPT0 )FER AL, 76 P I 4 R
PR TR 7EJS 30 7 X I8 MICA 2635, Y% 2E
AITE RIS i S %5 . MICA [FRE T 7 AL A& 1
Fik B

5 MICA F# 5 P25 6 I 4 T NKG2D /& NK 21 Jif i 1t

PEZ IR, IR C RIBEE R FEZ IR, 451 1 e BN [F) A — R Ak 25
9, M A NKG2 G5 (1 32 (R I Fe B0y S 0 — R AR Z 4 . A
26 NKG2D ik T A (9 NK 2400 E , 7 A 32 000 38 1 ~1 J8 1y
CD8 * BT T ALl B 15 241 il the A5 36 3k, i LA [ i 2 5 9
A A R 8 IO A5 M 3 O S 8 W25 . Diefenbach %56
KPS NKG2D ¢DNA S & 3, — 4~ NKG2D 3 K 4 i
TG AR TR BB U5 =0T L7 AR R mRNA 3 T B R 3
PR NKG2D # 1, 3 K % FK iy NKG2D-L, 3 7 0 R h
NKG2D-S. P35 1422 0 7E T H 4 5 o4 78 M o3 IX 1) 22 55 v
FZ 13 NEHM . NKG2D 22 R 23 o 45 A H0 W 19 % B2 2R
FIC adapter RAZ38 5 510, 5 H B 1558 B F 2T he
SR R 2 o8 43 S A 36 B IR B 15 5 sl 58 4 0T
557 BRI NKG2D ZARLE A B4 MRl 58235 11, DAPIO
M DAP12 , ‘Efi15 NKG2D Wi FlF g iR 45 & M hE 11 & A M
[7. NKG2D-S BEfE 'S5 DAP10 454 X AES5 DAPI2 454, T
NKG2D-L Hfg5 DAPI0 454 . DAPI2 )i X P9 & A 52
RS R RIS 2P ITAM ), %38 5 P B E R 7 26 A B A R
W PTKOBIMER R 2 AR AL G , vl i A SH2 S5 5RiY)
HAth PTK ( 41 Syk 3% ZAP70 ) FMFE 545 Hrilal, Jashiis
55165, DAPI0 BT 1 BUBEH, HMBEXK A YoM 3
Fr, 5 CD28 {4 il Py B A i SRR 0 27 AR TR, oA S0
ST YxxM FE P B R LR SR WAL 3-8 PI-3K)
B BT p85 FEfH 2 B, PI3K BYIE AL JE FiiF Akt iR
b JE 30 ERKL/ 2 MAP 325 3h 5 Ca®* PR iy ® . X
BE NKG2D Z AR5 R 55386 1 25 A AT A% 3 [R) 26 784 19 3% 1k
{55 Wil & YxxM 357519 DAPLO &3 W R A5 5 ;i
T ITAM 5509 DAPI2 k1B 52 s 5 5.

(e ] JAREC1977-), 5  fmEw H O fEim+, EENE
i Iea A= Wik T T



. R

F13 %

2 [EE MICA 415 S5 20 B 5% 45 B g 0 46 A

2.1 JEA MICA A% %92 48 fe 5 78 1F A

AZE MICA RNRRFIER HL MR E T -
B A, SR T T 7E B A0 AR AN L Bz A R A R 1 R 9 Al
S LR TR RS R S AN I i 25500, NKG2D-MICA
HAH AR FITT A A0 A6 NK 40 0 CTL 40 i iy 28 VE .
TR LA TRY B 2 5 P Jeg 40 1 5 P 3 b7 25 15 i 2 e 8
B0 Busche 28 AE/IN B PR EE H 3 3e R 1 2
ARANFEIR MICA B NNt 988 A0 MR Colo699 , i HARE &
K MICA , 15 33 Ff 5 Y J5 (7% o988 400 A 32 o —F 6 982 Bl 563 /N B
SCID K2 T, 34 A NS NK 40 bk NKL, 4550 5 J/N Rk
S IR T4 Fl A 7 e MICA 1Y Colo699 /NI E &
PRAPIRE o T L NK 20 B 0% 00 1 32 1 NKG2D 5 i 4 i i
MICA BC A TR A 403 38 200 ML 0% 4 FH T L s i NKC 40 a4
#9432 {4 ( killer inhibitory receptor, KIR ) 5 il 98 40 it - 1
MHC- [ 43 F R ARBUIZ 5V A BR . Btk NK 41 2% 455
MICA * - B P Febed mT i 2 AL 2 R P 2% 47 P s 1) — oy 22
BL, BV R 40 i 9 MHC- 1 284> 5 NK 40 it &%
G NK B 05 7 AT, NK AT3 5K G2 [5] I35 531 fih 723 248 i 2=
IETAY MICA 40 FIF AR SRR 4 2
2.2 JEA MICA N894I G )k R

RS IA R, NK 4078 1 000575 5 7R 5 5 B s R A
FR e A B AL BT IR graft versus leukemia, GVL ) I A1E
FFLEE NK 4N T8 028 0 A0 A i M 32 R e 5, BAE R IR
R A, LA M 25 2 HLA-C SMERAHE,
HEH Y KIR ASRELSI 2 & AR B B9 HLA Bk, 36 {5 5 g 1
Wi, NK 20w 300G , deoh A 2 00 B AN i, 7= GVL Ui,
{HJ2: Sconocchia 25 3%} 1Y 14 2 HLA-C #1454 NK 41
TN RE R [ I ( CML ) B GVL /B 1, & 3 HLA %2 M4
NK 21 5 HLA ASAH-E NK 461 6E il 5 L 40 B R A 5%
BiVEH A 200 . B TIESE A8 kL (1 % tH A0 - MICA 3%
IRHEI, AT RS HLA 564404, H NK 40 I NKG2D 7Rfg
5 MICA %56 Kk4% GVL{EM.
2.3 BEA MICA #9iF 8 £ 476 57 18

JEEHL MICA 14 %2 3k BF 5 I 980 5 v B2 438 7 3 1) JEL ik .
Diefenbach 25 ') % B e 3¢ 3k NKG2D P U4 f) 98 40 Ha 7 [7)
F/NBS RS, v 50 2 R PU R S BE A, S IR
S5 /IR S AR Y NKG2D i A B4 988 4 B s, /I BT LA
Y% NKG2D B myR A0AE & B HEFR RO . T L 2Bk NK #
FBR T.B AR PRI, B UK G B o] i e 4 e ) HE e 22
FH NK 4T X RE S Mogd T iy NK 5 T 4i ot 7] % $#7 4
FH ) W B G 25 HR /DN BB R e IR AN B e 12
PENE EEH CD8Y T UM Fo 4 MRGT L Y 5 R 54 Y
NKG2D B A 14 e e 40 ik , A6y T g 328 5 4R /N BRI, 25
JRIE NKG2D BLAA ) i ye 8 1 HL AR 235 NKG2D Bt i 9 i
JRRE T REIA S RN CTL IS .

T MICA [ Hsf A L3 ik WU S 370 M 1 ) 4 4 40 b

PERE o RO FHFE PR T2 A4 7 3k nT DA K S — Rl EL AT R e 4
SRR R B, Bk BURR ST AR( BsAb ). B PSR R
RSB R BB AE — I BT, Hep — A~
PR, — AR50 43 500 40 L L) 384 58 B ek 98 1) A0
Germain 25 " R FHFE I TARREEAR N T4 BB S 3R, 1L
JERPUR( CEA ), TERLAY ST CEA HTIRK Fab® 5 1 40 MICA
(xMICA )Z54  Be 50 CEA PLIRLE A 10— S 9 40 f , i
Jed 21 i 306 5 10 1T 95 400 L AR THP-1 . LR 9% 40 Mk SK-BR-3
& 5 IMICA 454 19— NKG2D, A 2% 1935 NK 41
L F A TR T, SR P A BRIV PR T LA S5k 2 473988 400 A AN
7 1k e it —20 R R . XRORURR ST AR s
MICA ALAT LA NK 400, 1 BT LAl 21k NKG2D Y
FIAE e 40 5 TX A MICA 78 JLF Br G B4 b 88 40 i o 2 3%
ST AR RURE S BT AT DA 3 i K R BE B R A5 VR

IL-15 Z0ifg K7 AT LABE 38 NKG2D #9335, i1 T NKG2D
FOFE TR NK 20 A W 0L e 1) 8 2243, I 0k 11 NKG2D
8k mT A5 Ak A R . 324 R IR Y RGE D A G g
NK 408 (A £ (B 58 NKG2D Fak R0, 25 A (3 5
NKG2D 35 FH R 1L-15, [L-15 24 N FE7E 1Y —Fh Al s
T Z0AEI N F , AR KA R n] 7= A4, TL-15 J2 NK 40
JHLRE 11 434k & B S A P A DG B T ) R, -1 O O A
YA IR E KT IL-15, Bk 1L-15 B H 2K o R, S5
FEERY NK & B B 1L-15 [F B8 fE ek i 3 NK 40
HgE W NK 46 R % 05 0 MR S5 L A0 B A BLAE
PR 3E NK 40 43 W5 45 400 X 7 2 5 4 08 0830 DB b A
RS W 2RI T A SR TR NK 4 O A Y 3
KRR I TL-15 W] B S Y 2 55 NK 240 L /Y NKG2D ik,
FE 36 h iR E b, i ELEA R R NK A A AR

3 AR MICA( sMICA ) X PhyEa91E R

3.1 sMICA T8 NKG2D #) & ik fozh 4k

NKG2D 1 i 3 /N X & BL 82 7% 1k NK 40 i, i 568>
CD8 " BT 4N ST 4l M B4 L H 3 (5 5, 7F K AR Fn kA5
P G WL rp 349 B A, NKG2D T A 1 2 38 B A M e
ANAAE AR P A 1 — R B . {EL e 47 il i ok — ZR S ML
TUH NKG2D el 2k I NK 40 i % 1k 32 A iy h g, A
Mkl fe e RAE R M. H AP EEENILE S, 52 MI-
CA™* 19 b8 21 B35 sMICA 7] NKG2D [ )hE . Kt il
WEBA ATV P MICA 7514 22 34 8 £ 25 1 7 A 30 A7 7, A Al
S Wi LRI 0RO M R AN R T, sMICA
FEAMEFZMBALT CD8 ™ T 4 A1 NK 41 (1) NKG2D 13
K, TR R 05 3E P ' Raffaghello 257 ZEAR MRS v,
FHIEHR A NK 405 1E % AMiE s 5 & sMICA 15 K5 3%, i
& sMICA B NK 45 1E % A Mg 55 & sMICA 1M v 35
e R BN, sMICA ILE BEHA B T B NKG2D #ik il NK
AR A TP
3.2 sMICA T3l NKG2D % ik ¢ Huhl

sMICA W5 [ NKG2D ik T B, Il NKG2D 3%
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TR G MR A0 P, L BB IR AN T A, S D (R T
BES MG AT ¥ sMICA 355 NK 40 i " V8 F A G
Jinushi %1% BUAR IR U R Y sMICA B 41K Tk J
Wi E . BoR MICA-NKG2D £ 4t e 3k 1t 2 0 AT o v ke 21 AR
3 G W B T, TR Ry 3 B 30 JFF 9 R0 8 IR v sMIT-
CA MR 3K, T 76 J 400, 1 5 v oK B 35 LAY sMICA, fff
NKG2D [, 5 | 2 il 88 A S 738 16 % 4 FH . Wiemann 25 2 1
AR NI v R 5 6 BRZEL A L, MICA % 36 R/ B, NK 41 i
- NKG2D s R, R O5E R B, AT BE S NK i
KRS Ak MICA J5 3 B0y BB AR A 26, X 51l
b sMICA 3 A NK 4 i g /5 F B B — A
3.3 & MICA L% TS A% sMICA &9 =T #EALH

S5 f iR A0 A AR MICA B 74 2075 = A9 SR, o] 1A
hy FifrJe AL A 3 B 1K MICA T & M R B MLV, =g 4
MIZET R RS ) MICA ¥ F i v b 455, A B RTA A
VLR TR B E AR ER T, B EA MICA ByIE
B sMICA . FEF 4R 2 S5 H 1 5 K EE Y VTRgAE 56, 222
T RE 2 W6 A 2 L 1 6 T, AN (LA B MICA B 9% , ity H. 55 b g
HO A R A X R, Salih 2 5L i 45 Jm 25 1 k40 £
NI 4> ) 2 1A A, 40 A 3R A MICA SRk W A, ini i
10 MICA JBiv% 52 214 .
3.4 sMICA 49 hv 98 A 4074 75 i 1d

AT iR A MLYE Y sMICA 43 3@ 23 5 il NK
AT A5 T AT NKG2D 963K, A 1 5 40 i ok i
SR WIS A 05, (g S E R A%, Holdenrieder 25 2 43
T 512 B RRI R 2 1Y sMICA 5 s & B B B Fn 434k
FREE RGN, R ZBIEH AR sMICA 38T R
HUEE B, RGO SO WAL TR R i BB R
sMICA K599 & ' By B s IEAH G 1 HL sMICA 5 i e
R TR R UIAHDC  (H S MR RN A AL AR B R L 25 R
TR TG, GG sMICA (463K vl 8 Sy i 8 151 A
LW — TR bR

4 % iE

MHC- [ Z5HH56 40 T MICA, 4 5 41 g 57 38 i) A4 15 5 %
5O FAEIEH AN A 2V OR 365K, X 40 i 2 9 B sk 410
BRI 2 2 H ROk, B 5 W 3k T 0 vk R 4
MICA 5 NKG2D HYBECAAR, 7] LI 235 NKG2D Y NK 40
CD8 * BT T AN 1, i 33 MICA-NKG2D R4 Rt &5
AT A G 3 g B I 5, oF gl A LA
PEWAAE o 3 Bl 15 A T e 2 T R0 1) YA 7 4R 8L T B 9
SRR AT R A I IR A R T IR AR

SR 08 J7 300 P 0 200 S - ) MICA 3L T 4 7 A
1 P DA 41 B B5E 1 J58 9% 2 1l %5 A% R sMICA, 3X Ffr sMICA F 1A
NKG2D (335, M T NKG2D 25 32 35 14 5 928 20 I 1 ) g,
R iR 2 JR2 L sMICA 38 33 BR i) 76 A0 A% 5 1 AL 338, X AL HT
o2 G5 by 245 1 7 8 1 1 s e e A B 2 9k 3 1) S — L
il o AL 9 2 0 A 3 % e e ) S b i R A, - 4K 14 ik
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