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Abstract

Various immunotherapeutic strategies have been devised to treat malignancies so far, including
“specific immunotherapy” that induces immune responses specific for tumor antigens, “nonspecific
immunotherapy” that nonspecifically enhances immunity, “active immunotherapy” that augments immune
responses in the patients bodies, and “passive immunotherapy” that activates immune cells ex vivo
followed by transfer them back to the patients. Basically the conventional immunotherapeutic procedures
aim to upregulate the abilities of the immune system to recognize and attack tumors. In contrast, the
rationale for using the immune checkpoint blockades is to restore anti-tumor immune responses that are
otherwise obstructed by the tumors. Combination treatment of different immunotherapeutic regimens
may become important to eradicate neoplasms.
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FEPERE |9 B L, B KRR
KHED 72 D DD o728, WEF v 7 RA
v N ERHET 2 EWEF OB T, KE iR
Mz RIEF Ly 7R A Y MHEANL, E
PR (203 2 SR I & bR 3 5 & & 2 AR
M7 3B ER &3 4. [HI % b3 2 L 304
PESNE] vy Z e, FOERIZBNT,
PUES IO IIAR L S (HESN TS 2w
ZUUE) PRSI Tw w2k r
BT 5 (b LIUEE RN ESHFEI N T
VO THIUR, [HIHZ RS 5 | 720 TahE
PELNLZEIZEVTHAD). HITVzIL,
RET v 7 KA 2 NHERITRIRDFLD S
e WEBNE, PUESRIEDS TR S L Tn
HWEEZLNLDT, BAFORIEREZ v
THUES I 2 iR 9 AUL, REF v o
RA 2 MHER & DOBEHIC & o THFERIRZ 15
SNLTREMED D 5.

L7235 T, &F &FRBfofiEilen
FNDOGIEFI R AN = AL %R FIHEE L, 0%
Fx v 7R A 2 b HEREE OEBZOF R
BB TIUE, REF v 2 RA v MHEH]
HMCIIRIRD 2 WIEBNZ R LT O H R 2R3
WL B 2 EDWIETE D, BEFEORIERED:
DY L, TERIZHIMTHRELIRD SN Do
bOOHIZY, IEF v 7 RA v NHERH
MUZ X AEEBHIZE > TEIFE 02
RCXLREMLEZ 5N 5.

Z 2 TARTIE, B oRERk L fE
F v 7 KRA Y MNHERIOWEIZONWT, Z0D
RFER 7 b DO T 5.

EE &R E

I T AT A HMEE RS A O B3 %
B L CHERE L T % &) S, 1960 4E4K
|2 Burnet 512 & o TIEME S, SRR RS
(Immune surveillance) &FFHINTW5Y, ik
BB ORI, ZDH%ED < controversial
Tholzh, SEIERPEAES T AIBW
THIGSIEF~ 7 2 L) bEHEICET 5 2

A N

EREME, IKBOENDLEZAHE R ST
F otk 5 L 912, £ DIEERIENS D
IR — TR R L Tnb e v FED,
RIEEAEROHRECTH D LV R %,

PUES S0IZINE D 71 ¥ %48 5 OIIIESPUR T
&Y, A ISR (Tumor-specific
antigens: TSA) X &% B #HL) (Tumor-
associated antigens: TAA) & MHINCRERm S
TW72hs, FEBHIIEE OISR I L5 41 HE
PEIR L THERI & IZE Vv, BRI,
JE#E G Ve PUE (Oncofetal antigens), HE#E ™ A
VAHRCRIUR, & 5O LPUR, EE R
THFIFEB L TV B 72 A SRR R, il
B EAEH D B \VIIINERICHEIL S 2 PR 7 &3,
TAA & EN AL, —05, MEEHINEIZFEBLY 542
I AECITHR L7, BRT I BRECY %> &
LT F FPUE S, EEMME S R AR
(MHC) 73 TR ENLHE, TNOHIEALHT
J5 (neoantigens) & HIFIEI, S IFIEAM
WITESIF RN TH S EEZ 5N, AT
Fix7 a7 v v FiiEF R (APC)
WL BPUEIIRZ AL C, FRERAY A= T
M (Th) &AMIfEFEME THIE (CTL) DInE
HELD L. TEEMIEASEIR T 5 &, BB
NI A A PURABIRAINE 2 SIcE S, &5
%% Th & CTLISEDHESNL EEZ NS
().

—J, BEE e L CiEFF 27 )b F 7 — (NK)
Hikd, NKT#ilg, »oT Ml &, HIkGRE
FOMIEL G-I 5 EEZLENTWA,

MRS L, PO SeE A S [l 5,
WhWHIAT — TR ER L TWD 2 LD
L. $abb% d OIEEMIEA, CTLIZL S
ik b 72012, MHC 7 7 A 15T D38
T, TGF-p 7% E Ol 4 s 7114 >~
DIEW, HEF v 7 RA Y M TORERE
D7 x5 A TEERL TN D, I EERN
BRIECLIHIAEE T A (Tregs) HMHIME I =
04 Nlfaze EOSFE SN, eI 2 BB
EoTWVBHEEZ LN TS,
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MHC class I

MHC class I
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CD80/CD86

CD80/CD86

— ERRRRTFE

M1 TAINEIC & 2R O

FEE DRI REEDER

INFE TS, MBS 2R EL LU0
F72IIERIRINE 7 A - B L TR 2 G
WLLH &5, ST SEREERERENR
AONTE PHOFELSEISIEITHL
B, AFR TIIIEGIUR [y 2t L
[FRFEFRNY | Z 08, & HIBERNTHRIE
INEZFHES L [Resy] L L, KRV TH
oM A EEENICRAT S [2H)
TPEREICAE L CGEns 5 (X12).

1. EERENTHRZAV EEFRERE

(adaptive immunotherapy)

TESFE P LT\ 2 ) »oSEk (BN iR
{#1) > 73¥FK © Tumor-infiltrating lymphocytes
(TILs) (& L5 THINLICIZ, TESEHUE L2

B s 0= ) v FENTW S REN:
B DD, SOPEHNHIEOIES M NS X -
TEHIE N TV L DT, HrhRPIERICE %3
HTEXTwWhnEEz oM 5" ZZTTILs &
PRECL, B2 L CHYGE - IEMHLE 2720 B EA
VR, ML L7 IEE R T Ml 7 v —
OES R U B L IR C & 599, TILs B
BRATO Brfy, I 70 BbE & [ RR 2Ll
TAHZENLT LT, HSHRIESSEIC L 5
) y\NWE T T4 Y a =y TEEN S
57,

—77, BRFRIMER T HE%, EEihs
R, 5D WIS PUR 2 I L 72 APC &
ET 5 2 LT, EERRRN T MR FE
L, INEZBEFERLCHCLZHA LD .

S5, BIETUZIZ & o THEEEM T
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Cytokines, Cytokine
gene therapy

Costimulatory agonists

Checkpoint inhibitors

2 S EESE RGO RIS

a2 fE L C, INxHV28iE08H L. &<
(2, MEEARERAE 2 70— F VPR OEH &
PN IR E ) > B — TORIT APk
ANKIZAEL, F-THMRBLETS— (TCR)
HAEIKD ¢ $50 immunoreceptor tyrosine-based
activation motif (ITAM) %l % & &aHigi 2 C K
WCHT A LT A a8/, FAI5PEZ
Z¥1K (chimeric antigen receptor: CAR) 25Bi 5§
SN, COBETEEALZZAR THBEZRA
FTHEBEITONTND, S5, (ST
TCD28 B LU F 7213 4-1BB O I A A
Yy Et, WO CAR dRFE SN TV 2.
CAR-T s 1%, CD19 Btk B AR ME
HERES, &0 DIF/NRRFER DS - HEATE
o CD19 Btk B AR ALL 1233 5, @A
FMEDSFEH ST 55,
2. BEBSREMNT/ 7O0-FLiE (mAb)
NS RNE O LR 2 FE B 5 BRI FE R 72
£/ 7ua—FIHikE LT, Rituximab (& Mb
F A FPik b CD20 E / 7 1 —FIUHifk ; CD20
Btk BRI IE AR T % 1) o8R0 ) o7 b
Mg #), Trastuzumab (b MEF X Stk b
HER2 € / 7 1 — - )V4ifk : HER2 B 1EFLHE),

Alemtuzumab (& Mb¥ 2 FHik b CD52 €/
70— )VPA - FESE 2R oEE )
INERVEFTIF), Cetuximab (b MEF X ¥k
N EGFR €/ 7 1 —F)UHUfR © SRR,
SHSAERIE), Bevacizumab (b MEF X SHie b
VEGF £/ 7 a—JFVhifk - K, FE/ e
fifiE) 72 EBHWSLENT V5.

2017 4FBIE, 50 FAHLL EOE /7 10— F v
RIGESEDS, KEB LV EU T, BIE~DKGE

A TANT 72 R RSB CRHI S LTV 57,
3. EEHRT Y F

ISR SRR L 7@z 7 7 7> & L
THEEICHEEL, ULV EATHES RS
T M AR VENE S 2 HEBR 35 & & 2 BIfF 9
LHDTHH. TrF v ELTOHEMEE LT
% BT, NEFMAEIZ Granulocyte Macrophage
colony-stimulating Factor (GM-CSF) 7 & @
A NI AVORIZFEEALZD, B7 7% & co-
stimulatory 43 F @ #{nF %8 A L TS
\Z APC HoRREZ N L7210 & v o 7L’
BZhbihsh, OrFrE LTEBMLZHEA
EDEZAL L e & 912, MY 77 >~
&, BOHRE RS L T BRI IO
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PN TH LY. ACHEr SR 7 F
SR CEET L2 EDPREETH 5720,
GM-CSFN\A 2% > =77 7 F D5 b 11
N, BEBWEER L~ THRE STV Y,
4. BEREXTFRIIF

1990 448 L b, MAGE-1, MART-1, gpl00,
TRP1, TRP2 7 &% D A T 7 — < BEPUR A
MBINTWDS, FEE 5124  OIEFHUR N
TF R ENDL LH 12k, 62T,
PUEICH®R L CMHC %7 0% A 74 R
BIESAUR AT F RPFEE SN2 Ehd, 2
NoxT 7 F b UCREICERE L TR
FEINE & 8T D IREDSTTRE L e o 72, 16
LT, EBMAT ) —~0BEE RN L, 3
FOEWAT /) —<PURERTF R, $4bb
MART-1, gpl00, ¥ 1 F—¥DH 7 FL%
7F v & LTHERET DR TON, %4
P& EDTED O HINT VB,

5. Bk#RRT v F >

BE ORI ARG MM A 5522 L, SRR
Mz s, EEIUR 23RS 5 L) 12T
LT, ThET7F v LTHRBIEREST S
DTH DY, EETUREZFRT 5 L) 12T
%L, OFEGEML L oL @7 K
b= A SR EGMTEH RO 7 7) AR ES;
DIAL— 2 EREEEDE, QFEDT 1 t—
N 2 BRI EA T 2, OEEPUROER
T2 BRI B AT 5, OFEEIURRTF F
IOV ALKET S, HEALNTHWS, O
~@OIIEBPUEATHE SN TR L THITH 2
EDSTE LD, O 22 SIS 2 S
NTWDLZENFHRTHY, EHIZOIEED
HLA 7 9 % A 7 IZF B 72 S PUR 5[ 52 &
NCTVWLZENPVETHL (4. EHEPUFEAT
FRI7FrEZR). G0 1#lE LT, HLA-
A2 $721 3 A24 D, SHOEH AT ) —<
PUERTF FoHh 77, T7bb gplo0, T
3+ —+¥, MAGE-A2, MAGE-A3, B XU,
MART-1 % 7213 MAGE-A1 D\ 1A & KLH
7OV A L7 %2, HLA-A2 $ 7213 A24
DEERENER T ) — < BE S 57 7 F VI
FIBWT, HEREFEREIVRENL T

Z) 14>.
6. IERENATI T 17 2—MlRERAVE-EF
iEEL

IL-2 AHIREEE 1S & 0 SR I 2> & 353 L 72
Lymphokine-activated killer (LAK) il H\v»
7oA TR L, 1980 SRR DU A L5
TS IT2AS, HRIEIERRS SNTBIETIRIE L
AEFTbIL TV,

—7J5, HFRMIMNA S8 L Chgl, Gk
E472 NK Mg &2 A3 % REiikns)i < A1h
NTW 5. B SRR EE 2 O R MR IR %
PRICL, 5528 L C NK Mg & 855 - G5 b s 272
%, EIRMNICREAT 2 EEREERD TO N, JEE
DS & FEEHEMNKT L7z & i SN w5,
7. BRMs, 72 a/nN b, Y14 HA2

Biological response modifier (BRM) & ff 4
@ Adjuvant 1%, EMEELOBETHISL T 5
HIRGIED X O 72 3 s % JR R
FONCHER S 2 G & L CREBRIICIE H T &
72 DD NN, HIRGIEINE O T8 HH
LRI ENDITHE, FDE L HBHRIERD
L7y —IZfE L, b5 2 & TIERT
HEFREEINDL L HIZh>TE 7

A A L BREEFEFE, DRaid D
By =70y, £ —04(%> (IL)-
2, IL-I2 SO NTE. RADT V=T
T, IL-27 % IL-28A D~ 7 A DFEFAHHE 2K
T LB EME L2 Lo, Y1 bHA
¥R~ Y A OB R T I A RIS
IRENTWADS, B CTIEEIWERASR 457
HREFETERNLODL ., BEITER R
FRE LT, 4 bH A id—IAERHTO:
WA ENEIFENG, F2TSFESE
RAFHG 2 s, A NI A VB ARNTTIRICS
HHEFRALN TG, Fexid, vy v
BREZ A5 5 ) /KT % 7z IL-12 Offl e
i&%: L -( WY % 18>l9>‘

8. YA bhA EETFAE

LRV A S A oI Z T, A b
H A ¥ OBIET % BEG R NS O T AR in
vivo BATHZ LICL D, HENEMMEFTO
P A M IA VIREERMERT 5 2 LT EETH 5.
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7o b 23T A, EHNICESRSEILETIL-12
BIETET invivoBAT D HiEERELT T A
DAT ) —<ETFIWVTEOMERR L0,

F72, A N HA L OBIET & AR 2
Ellexvivo BA L, ZOM%E BEICBNET
Z & T, RN TR RN o i 4%
A M4 VIBREERRRT 2RAD R ENTW
B, 12213, BB T ) —<DBE,S TIL
RERILL, —A$H IL-12 85T % ex vivo TEA
L CTHREICBAT 2 BRMIEOME DS 52,

FEAE L 7o % BIAR AEAE S8 5 720 0 Tk
LT, Fkald, i) Ta s 3 v s
ERAEDLESLZ EIZLD, exvivo A N A
VBETIGEEY L) BRI O EITHATT 5
RAEITo7. Thbb, HWHEEN): S B
) Ia TG 3 VTSR — A IL-
12 BT 2EAL, HGHRIRE L7212, K
Sl 2 AN L -3~ AL 728 2 5,
2~3HMIZEH > TIRNTIL-12 2%E4 S, CTL
T, NK H§5d, JES NS E ORI, EEo
AR & A A O RERASTRD B 72w,

9. HRBSTFILOFTI=X b

U R T R R R | R | AN 7 E (B b
TRV (RAVER VTN ISEEL, 7T
ZAT 4 v ZIVERT 59Uk E LT, Urelumab
(#14-1BB (CD137) #itfk) »spgssn®, 23
) =T DRREDTRD ST 559,
10. ®EF v VRS> NEERICK B EESR

EEE

FPEL AT AT, R R RIS E DS 5
C e o TIEHMBOGERH O RE L FiE
LawnE g, [EFoy 7R M 2z
T, —F, EEMRIET R — 7D
DEDE LTHRIEF =y 7 BA Y My T2 58H
THHONDH Y, EEFERNZ CTLASHE S L
Th, ZOREREDHIHI SN,

GIEF v 7 RA Vb EAEE L)
X, ZORIERZNDT L —F 2RI HI LT,
Pl S v 7z CTL SE o 3l 2 b L CIES
M2 ECTE L LHI2THIEHTHSL (K1,
3, 4. F1IIRT LB, 2010 FLIFEIZ FDA
CREEMESRSE) & EMA (RRIHESE )

A N

THAGE SNBSS ORI, 20%

ERGYET = v 7 RA v MHEFIDNED TV 5.
(D Cytotoxic T-lymphocyte antigen 4 (CTLA-

4)

1992 4, 2B4.11 (=7 A T Hifa N1 79 KF—
<HE) B L LyD9 (= 7 A 3 I B B e )
Mo, wEFOT) Y - A—)8=T 7 3 —|Z
B3 BHES 87 CTLA-4 2355 &1, CTLA-
4T BT 7V TS E 2 365 5 2
EDURENY, BAETIE, CTLA-4 I EZEL
Fryv I RLA L PLETI—DOEDTHY,
T MG LD RS RIS L T b & E 2
bhTwa (K1, 3).

THBASIEMAL L T2 7 = 7 ¥ —KIFI % 4
B 57200121E, MHC EHUERTF FOBEE
REEH L7 THIEL 7% — (TCR) 2250
STFN (TT—=A LT TFN) AT, co-
stimulatory signal (7 > F - ¥ 7)) A5
JHTd 5. co-stimulatory signal |27 5 {3k
7453 CTd % CD80 (B7.1) % CD86 (B7.2)
SFiE 7 a7 v a7 APC ORI EIZ
S, THIRIESER oo CD28 & AHHEAEH 3
% Z & C T RN co-stimulatory signal % 5- 2.
6 24)30-32)‘

Z O T MINHEALDEFNC 72 5 v K91,
P L Cill#sd 5 A = X 0A5CTLA4 > 7 F
VT A, CD80/CD86 & CD28 DA HAEH %
MU H =& LT, THIFEHT ctla-4 {51235
g s, Hiv T CTLA-4 ORI ~DORAT
Wi X 5%, ZDf%, CTLA-41XCD80 B LU
CD86 |2, CD28 £ 1) & 1x 2 AU\ BIAITE Tl
AL, THEOFMELY 7 W rE % HET
%%, CTLA-413% % 72, trans-endocytosis (2 & -
T CD80 & CD86 % APC &kt 5 kb, T
ML 794 2 > 7B X O TS L2 BHE
5T EDIRENT WS, Tregs 121X CTLA-4
MPEEMCERLTBY, =727 % — THil
OWEEZ I T 2 HEEEZIH-o T b EEZ BN
—( WY % 36)37)'

CTLA-4 FHER O ERRIS 22 304 & BIVER SIS
DWW, AFFEONEFNEG S OFFLUZFEL <
RSN TWEOT, FE5xBHINW.
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APC T cell
CD80 or CD86 CcD28 )
CD80 or CD86 CTLA-4 =)
PD-L1 or PD-L2 o
Atezolizumab
Durvalumab Pembrolizumab
P LAG-3 (S
a1
MHC class I iy TCRP "
cD4 @
TIM-3 '— Galectin-9 ——» (=)
VISTA-R @ \/ISTA 5
HVEM -y g

3 THINIZ L 2PUER#EF = v 7R MHEH
@ i © ]

A

APC NK cell

MHC class I -3-0“.— KIRs

S)

CD112
CD155

CcD111 —.......H. CD96

B

APC Macrophage

SIRP-a ” cD47 =)

K4 NKffgE~za77—YOWEMEICEbLGEF 2y 7R, Vb
@ T © ]
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F21 2010 4ELLEIC FDA F 7213 EMA ISAREE S 7=, TEVEIESE 0 s G esis

FDA

EMA

S x4 ERAN=R L R TEISAE (EITRE) Ee TS AE
Sipuleucel-T Provenge® #Hik#RTDSF> 2010 RIZIRE - -
Ipilimumab Yervoy® HLCTLA-4 2011 BB 2011 BEE
2014 EREfE
2015 ﬁ%ggmﬁ A5/—<
Nivolumab Opdivo® #PD-1 B e A 2015  JE/NARERHTE
eI | Bl
2016 FBHFMUEBMEENRTLRE
(TL—HIRI—EEIETE)
2014 EEfE
Pembrolizumab Keytruda® #iPD-1 2015  JE/NiBa R 2015 EB/[E
2016 FBHRUEBMEENRTLRE
Atezolizumab  Tecentrig® #iPD-L1 2016 FRERLERZfZ - -
_ S on PREE £ R _
Durvalumab HPD-L1 016 (S _pz L —mkiae)
Ipilimumab + Yervoy®+  #iCTLA-4 +
Nivolumab Opdivo®  HiPDI 2015 REE 2016 RER
Blinatumumab  Blincyto®  #iCD3/CD19BiTER 2014 Bffifa @t /A MK 2015 BHERRAMY>/SBMIE
Talimogene
laherparepvec  Imlygic® [EEmRIEYMILR 2015 REfE 2015 EB[E
(T-VEC)
_ _ NY-ESOERREL 4, RIEAE -
1=TCR&% (TL—YRI—FEEIETE)
@ PD-1/PD-L1 5. Z®PD-1/PD-L1 ¥ A7 475, Pl

CTLA-4 75KMg ) > 7 SHfRRIC BV C T MG
MALDOFIAZ 70 735D & IIHFRAYIC, PD-
1 (programmed cell death-1) FE#% (T FAHALIE S
JES M/ INERBE CORIFIRE BRI B VT, =
7 =7 & — THIFE % 5 L CRging % i
%L“(b‘égsm) < 1, 3>‘

19924E|ZHonjo Sk »Tra—=r 7 &
72 PD-11%, i&MEAL T Mg, BHMiEs X O'NK
MBIZZH L Cwb Lt 7 —THY, PD-L1
(programmed cell-death ligand 1) (14 B7-H1,
CD274) L PD-L2 (314 B7-DC, CD273) i
20004F & 2001 FF 2 ENENPD-1) T RE L
THESNZ?. Tho) TV RiE, 45—
70 r-y 2L ) APC DR FIZEHF
B, SNEMHESEH L72PD-1A%R A7 7
5 —¥SHP2 /-3 AL 7 FVainET 5 &,
T MR OGBS T 5 > 7 VA HES
Y. ZDANZ AN L o TRIHRIC B
% THREOBFISEAHIRENT L EEZ S

JEINE D DIEEMIN T A — 7 B A =X
LEoTnDY, Tibb, EREM/INREC
B, AT 2EaiiiEss PD-L1 & LI
LIE7y 7L ¥Fa2L—rLTEH?, PD-L2 b
MRS Tl BB S T b, 2
SOV Iy B, JEEFEEA CTL IZHBLT 5
PD-1 tMHEMERT A2 LT, ERtOA S =R
A L7z CTLORNFEER 726 L Tnb &
EZHNTWBED,
PD-1/PD-L1 FHEH] D BRI 22 504 & BIVEH
LFEOFEICOWTY, KRIFEONEFIEG S O
ARSI,
ODOF v 7K1 > FNAEH EMFIEZEE
BEHEH

LAG-3(lymphocyte activation gene-3, CD233)
&, CD4IZFMLL 7-Mileskmsy > /X7 ETdh
D, BReZ) SERCHEBT A (X3). T
& APC OMHEAMEHOBNZ, LAG-3 7% APC ik
o MHC 75 & #6655 &, T M
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TFNVIIHTHHEY 7SV ERET HY.
TIM3 (T-cell membrane protein 3) X, L 7 F
v-9, HMGB1, sA77F It rBLY
CEACAM-1%0D) Iy REEET LI LT, T
MlaoL7 75 —fgxHEL, 7HRM—2
A& HET 5.

TIM-3 (T-cell membrane protein 3) I,
exhaust L7277 =7 % — T AR IZ5E
HL, THROLY =7 % xSy, 7
RMN—=PRAEFLETHLLETY—Thb. TIM-
3DYHAFELTIE, #HLrF -9 HMGBI,
RAT7F VNt v, CEACAM-1 D 4 57 1H
HEE ST L. KIEE, X7/ —<%0
YT RAETWMIIBWT, TIM-3 %832 3T
NEE DR A5, PD-L1BHEE T2 &2
DOMERESIIEHFE L I EDHE I N TWDLY,
YU AT TIM3 2 RAESE T O AEFRER
Sheroiziz, TIM3 %W L CH EEZLE
VERASEEZ 5 Z &7 L, VUSSR Z A 50
REMEDSH B Z L AVRIZ S LB,

VISTA (V-domain Ig suppressor of T-cell
activation)” & BTLA (B- and T-lymphocyte
attenuator)® 1%, T MIFIARAE A H0H 5 1001 2GR E
TAHFLvIRA Y N LTHION, ML
DIGHRICH IR E & L TREHR ST
5.

IV RERD>72F v 7 RA ¥ MEHR
12, TIGIT (T-cell immune-receptor with Ig and
ITIM domains) & CD96 75% 4. T #fiff & NK A
Ha BRI 258313 % TIGHT I&, APC i 1258
B3 % CD112 B L VN CD155 & iV ERIME Tt &
FTHIET, TNHDYH Y FE CD226 (T Ak
& NK M DL 125834 % co-stimulatory
) LOMEMERZBE L, CD226 55 DOl
ML 7 F Va5, CD96 b £72, CD155
LHEET AT LT, CD226 ¥ 7 FIVIZHIHIYLC
YEH$ 4. ZZTTIGHT & %\ CD96 % [H
ET DHEOISHSHIRE STV 57

—5T, THlELAo N % FE 9 %450
fiiEL 75—, fEFEEHEZEDO TS (X
4).

KIRs (killer immunoglobulin-like receptors)

i, MHCA3 1% ) 7 v F &3 2 3ED NK A
LY 7% —Thsb T4bLEKIRsITL b
MHC 7 9 A 14T &£ OFELERIZ L), NKH#
Nl EE % 5 2 7 IV B ARE T
HOTY, KIR Z 3K THMTT 5 L1285 T,
NK#fifigid e s MHC 75F % s2ak& 3 il s &
AR 5. B, PLKIR €/ 70— )L
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