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$1 PD-1/PD-L1 HiEERFE LT DDA GEFEDOT EITFER SN TV DD EFI TORRIL 5
0%LL T ER+43 T, MR TFRIAAA— I —RIDEHEDOE VBRI ROLN TS, DT
DATHMHEHE R OAZBA N R TR THHAS, (AR T HLA class | (HLA-DD RIEHH
HEhTb(Chowell D, et al. Science 2017; Gettinger S, et al. Cancer Discov 2017).
HEEE S HLA-| RIBICEAMHECIEFI T, B BROMIIAEEIZ HLA-l # HB IS /-LZAEBR R
TR MM EE T 5T LAFEBAL7- (Inozume T and Togashi Y, et al. J Invest Dermatol 20
19), —5 T HLA class Il (HLA-INZ DWW TIEHLIEE 05 I E ~ DO BEEMITH VM ENS T
WVRUWS, DRASRIERRIEDORN R BIEI SN TWAAT ) —=, UL/ &, FE/NIaffRER Y Tk HL
A-ll DRBERMESNTWVD, FZT HLA-I ERARIERIEDO T fittk L ORI DN TE
BREY., BRFRAVICAREAL . DA SIEFIED TN R TR S A A~ —H —=° HLA 212899559572
B2 in A S FREO BRI 5 B A CAPFZEZFHE L=,
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~ v AJEEIE I CRISPR/Cas9 L A7 AT B2M {71 ) MHC class | (MHC-)o
FREFRZ /7T 7R, MHC- RIBRZ/ERCL . §t PD-1 JLEEICLOPUEE S REREEL T2, &6
|2 CIITA S#Z T-21 9 MHC class Il (MHC-I) DR 4558 5585 T2 AL . MHC-I| 365



FEBIERRL . FIRRICHUEBR RN RAREEL 72, Etnb~ T AET LOEEREY /B (TIL) 27
2—H A AN —THEHTL . I RICEELMIEZ AT 5, DT, vUARLEOEERMa%
MRET LI THEREDR~OFELRIELT,

%I HLA-I & HLA-Il OF P FHEITHY, 5T PD-1 HLAEREERIGHIN TV ARy F )
NIEDEERMR EZ YL E L, HLA- e fiins o ik | BRARREFI2 R HA LML
7ol
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< Ao fEAE R A20, EGT., RIS MC-38 [ZBAL T, B2M #ifz+% /v 77 kL
MHC-| KRIBRRZ1ERRL T, FUIEE SR A MEEL 7, BESRICHDH I, $T PD-1 HifkiX EG7 & MC
-38 [CRAL THEmHE(L L7228, —F T A20 ICBL T/ vy 77U Moh b h 9, #i PD-1 Hiflidd
2hinEEThoT2, EG7 & MC-38 I MHC-II ZFIL TV /e vA3, A20 i MHC-I 2FBL TV 5
728 MHC-I| DB\ X AMME(L OfFRR%E % % 7=, £Z T MHC-l Z /K838 72 EG7/B2MKO &
MC-38/B2MKO |Z CIITA &= F25&H 3 E L . MHC-I| NREIML-IEE 2B L ., RO ERZ
To7=LZ5, Ht PD-1 HUE~DIHEN A20 O IHTEERE -, RIZTHSD TIL @27 o —3
ARAR) —TFTo72L 25 MHC-I| 3R TiL, CD8 B T #ifaL0Y, CD4 Bt T Ml iEE A
LT, £ CD4 Bttt T HIIIZS T A bW oo MR EEM D4 F2REL . MaEEM: C
D4 B T ML & 2 bz, 22T MHC-Il| BEEAEE T CD4 (B T #Mila%ERELI-H 2 TH PD
-1 FUBIRRE (T o724, TOMMEEABESLZ, LLEXY MHC-I| FEREE Tl imia EEHt
CD4 5t T #faA5T PD-1 HUEDSRICEE THHZENHALIIT 227z, SHIZZO MHC-I %
HWAEF D TIL T MHC-Il & & T 2D REF = 73R My F LAG-3 DFEEARH /L2
A, CD4 B T #ifiRiz LAG-3 725 PD-1 4L ICEHH L T, L PD-1 Hi{flcHt LAG-3 HLs%
AT AL CIDIZIRDEEDZELFER LT,

B\ 85 FlDARTX L3 ET HLA-I/I & CD4/8 THRIEEZITo7-22 4, HLA-I 13 49 4
TRIBLTED, I HLA-Il 13 54 FTREL TV, 812 HLA-I IZBIL TiX CD4 BBt T AHfa
OFEEEEL., TOLIRBETIIFENBHF Tholz, TL T, TOHIZIIH PD-1 FLE 1 EL)
LIZBENNT, SURETILEFBELRWER THoT-,
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— %A HLA-l 3 RIBLTWA IR B EICIINAREREIIMME(E T LN b TV5
D3, BHFFENSIZRBL TOTH HLA-I BFEIRL TOGUITHPEL LW EDRBE N7, #Iil
FaEEM: CD4 Bt T MIRIC LA TER REIGENEELEE 2 bz, SHICEDOLIREAITH
LAG-3 Fi{EZ AT ZED0FMEL RS, S HORMAHFIND, 5%IZ MHC- L 11z
B8 2 O IR IS A U o IS B IR TR ENCEAL T, ENICL UK FET
HD,
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