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1. U &®IC

AR % T MIBE (CTL: Cytotoxic T lymphocyte) (344
DR ZRERIEG: LM% R8T 5 2 L CEMIL
ENLEBREGET S I & THREROPERRIC T 2 5 H % Rz
LTWwab, EHITINF TITHIV-1EGIEICBIT S CTL
DPLT A W ZAEREIZ O W TIIEZ T T & /20 TNETO
WFFe & v, HLA (human leukocyte antigen: & b FIILERPLIE)
7 A1 FHAIDSIRIE L MBI T A Z L VHILNTED,
B9 O HIV-1 45 54109 T MIHLASHIV-1 0 J& e i #8112 3 58 720 1%
HERLLTVDLIEDRBENTVLAN, FO5THF
WZOWTIMKIRE L CAWAZ % RS Tn b, EH
B, HIV-1TRRER THIRBOPLY A 0V ZAREREIE T X T—HE T
7% L, PUESERYE BURARTF K - HLABAR - pHLA)
WCEoTRRZSTWAIEIZHEHL, 1) THIRBIZE ST
Rk & B pHLA O EITFW 2w kRS, [T M 52
WRENR TV & LT, THIROBENRITY £V A5
REL MBS AL 2RI LA, 72 AIDS OIRRERIES %
HLA 7 Ve LTHIS N TWw A HLA-B*51:01 IZHR S h
LPRARTF FICHENZ THIRISEICEBL, 2) TH
0522548 (TCR: T cell receptor) & pHLA O35 S i fEAT 12
WL, i 4V ARERR B T MLl - - 72 TCR
DOHFZRH#A I = X LDV THT L RVTHH L,
DEHI, THROPUFEZRMZ ML LT, HIV-1 EEE
RS 5 THIRRIGE BT 298247 > T&E 7295, Zh
5 @ HIV/AIDS W38 T » T & 720F 78 i 7 & UICHige
Py M7 —210%, 2019 4ERICEMBB L 2 Maa+
4 VA (SARS-CoV-2) 1ZBF B sl e WF5E s R v i
W E N7z AT, HIV-1 BRIYEIC BT AP0 4 L A
THIRCEN 7 TS S 2 e 3 % 0 TR 22 <,
BT 5 A2 7% - T & 72 SARS-CoV-2 (2413 % T Millfe o &

HHMAESG C ARET 3 (T860-0811  REATI X AGHE 2-2-1  fig
AR ML ba A VALY v 5 — G
T M RGeS S 0T )

2024 4F 4 H 22 H%ZAf+

el I B 2 58 7 & 0N T MIfa O & BRI 3 2 T
EEERBEHEIC DWW T, BT QMBS MR AL %o

2. TiBEOHEREEE

SEFEFELTANAEYIEICBWT, CTLIZT A VAD
SR BB B 2 H72 LT b, CTLIEY A L A&
R ERO HLA 7 5 A 10 TICRR SNz 4 VA S
YT EHROPUEARTF ¥ (THlg Y s —7) %k
L, #No28BETHIETTIANVAZIERTS (K1),
PUERTF FE2PRTHHLA G TIE, B b7 ATRD
ZRMICELEIRICI—-FEhTBY), —ATORL ST
TINVOMAEDLETHERLINTVE, T0H 2, firD
HLA 5572 X o THRAR T F F 2S5 2 o E D
B b720, HLAG T T L IR TELHRENRTF FO
PR o TWb, TDRD, 74 VAT S THM
JED IR DRI HLA BUEAF T A5 2 Mo T 5%
(ZDZ &% HLA #RMEE W9 )Y FEBRIC HIV-1 RYWIELS
BWTIE, AIDS OFFE L HFFED HLA 7 ) VI BEPEDS
HHEZEPHMOLNTVAEY, LALEMS, TXTOHLA
W TR CTHLY 4 Vv ARBEIZ— BT R, — &
PUSURR Y T MUK 2 A HIV-1 &GS 1o L TR vt
TANAELEZHFLTBEYY, 20X REEINICENNT:
PUREEM T HIATHLA 7V v & AIDS JERE L DO %
HATHERD 1 2L LTEZLNTV S, F2RIEDOH
a4V AERGE (COVID-19) IZBWThH, /(»
T I v 7 h 6 34EE R L T HLA-B*15:01 2% COVID-19
DESERIL EHE T2 L PHLNITH > TETW LY,
HifE, EBSILEIZEIC X o T, HFER % HLA-B*15:01 )
TME T MRS AR 2 - 72 TCR OFLE Rk E T M oH 4
W ABETRIZ O W T OMHBETEIC O W THIEZ D TV b,

3. HIVEREICE TRV AMILAEREEICEN -
THREZHET 2HF

HIV-1 5550 T MU HIV-1 OFIAN E3E 25 fed) 2 5L 72
LTWAZEDRH LN R o TS, LA LAaDS, HIV-1
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R THROPY 4 v 2k —Hcixi <, THR
OPUEFERYE (T MlAR#T 5 pHLA OFfSH) 12X -T
BB EPHLNIIR->TERY, bbbt HIV-1
Nef ¥ > 7% 7 B H 3 T HLA-B*35:01 IZf/REN B 220D
F—=N—=F v T LRTF FTH5HRYIl (HIV-1 Nefsys:
RPQVPLRPMTY) & VY8 (HIV-1 Nefyss: VPLRPMTY) (2
HHLZ (H2A). BBRZEWZ & 12, HLA-B*35:01 Bk
O HIV EJE 2B W T, 8-mer D VY8 & HIV-1 J&He 4 1]
2, 1l-mer ® RY11 (& HIV PP EGHINC R 35> b bR
THo72" 2T, FH—® HLA-B*35:01 5T IZHREN
LINS 2008 EZEFI)VE LT, CTL O HIV-1 J&je
A3 2 MR B2 AR 8 2 A, VYS FERY

TGS ETHIAR

"‘ THIRRZZEK (TCR: T cell receptor)
. s
HLA class I9F -

o

1)L ARG

T MIAZAS RY 11 55809 T MIBZ I L RTE WL A v A
AT I EDHENI R o7 (M2B)s EDOHT A VAT
PEDENEZPEL TWLEREZHLITT 5729, TCR,
~RT7F K, 75N HLA-B*35:01 O =Z O EAEH 2D
WTHlR7z, ZOFEHE, TCR & X7 F F - HLA-B*35:01
BEREL O EGHRICHE L EZNRO SN L7200,
VY8 X7 F Fid, RYII R7F FEWEL T, MK
BWTHLA-B*35:01 53 T L RELRBEEREZIEE T 5 2 &8
WP oTze ZORRE Y V7LV THEES 5
728, VY8 2 b N RY 1L RTF FIZOWTENENH
B pHLA Z 8 L, REEABER %6 Itk
N7 M WVIZE 5T, pHLA % ¥ 82 B OB S 7wk
WZDOWTEHli L7z ZDRR, VY8 X7 F FiE, RYII R
7F F e LT, HLA-B*35:01 - 7-& X V) % 5%E % pHLA
NIRRT DA AT A LWL 2R 572
(H2C) s Y EnS, HUE~ARTF FASHLA 451 & eI HE
AT B LV FEEL, [THR?SE#HRS LT VR
ELT, THIBOBENRPY AV AEEE T 5 2 &8
S22 %572

4. AIDS FAEELE & 1HEET 5 HLA #H3R M T =
fieh - 7= T MO IER TS

FETHRAR7- X 912, HLA 7 )V & AIDS JnBE AR 9
HIENMOLNTEY, FFIZHLA-*27, B*51 7% 5 N2 B*57

X 1 AMifafsEE T MR oPUR R
MM EYE T AR HLA 7 9 2 1 Pt sy DT AIDS ORIERIEL MIBIT & 2 LA S4B o 7221
AW A Y Sy BRI T F N % BT 5 REARRZ ORI SCEAE S 1E, AIDS OFEHEIRLE & A3
SETUA N AR AL, BET A ET % HLA-B*51:01 (247 S5 HIV-1 WG REFK & 87
v 4 A DPERIZII TV D, B H %D TAF X7 F F (HIV-1 RTs5: TAFTIPSI) (24542
A F—I\—S v T UTZHLA-B*35: 01T E h—2
RPQVPLRPMTY (RY11) :{2M4RERHEAICENM
VPLRPMTY (VY8) :EERHACEAL
B = B C RY11 VY8
. e .
i v CTL19-139 1 < 1 HLA-B*35:01
® RY11 specific 0 e ——— N ©0C
£ Ly B
o cToss >
. RIF R - HLAEEHRDEA N FNEZEE
" E/T1ratios "
® 2 THIBOHY A NV AIEE L RTF ¥ - HLA HE RO BT F# % e
(A) CHKUGAA —/3—F v 7 L7z HLA-B*35:01 #HPED 2 DD~ 7F F, (B) HLA-B*35:01
P VY8 72 5 ONC RY 11 4RE Y T ML HIV BEGSHIN 3 2 M5 55 Y % 7”37 J Immunol
182 (9) : 5528-5536, 2009 # %, (C) VY8 7% &5 UNIZ RY11 - HLA-B*35:01 i1k ¥ /3 7 D #h
T ek,
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A

TAFEFENTHiEoO0—>DTCRL /- K —

B

ts of CTL| ts of CTI
Patient | TRAV | TRAJ CDR3« o] TRBV | TRBY | TRED CDR3p
N lone o lin
K021 | vi7 J22_|CATDDDSARQLTE | 15 V73 | J22 D2 _|CASSLTGGGELFF 15
KI-051 V17 J22 CATDDDSARQLTF 3 v7-3 J2-2 D2 CASSLTGGGELFF 3
Ve2 3o 7 v2a1 | 24 b1_|c 7
KI-112 vi7 J22  |CATDDDSARQLTE U v7-3 J1-4 D1 |CASSLTGGGKLFF 7
V29/0Vs|  J30 |CAAQRANRDDKIIE| 1 Vi3 | 23 D2 _|CASSPPGGRADTQYF 1
53 9
K124 | Va6 CRYSREGSNYKLTE var | 27 D2  |CASSSGRGGEQYF 10
J32 CAVSEGGATNKLIF] 1
K127 | vz J22_|CATDDDSARQLTF | 10 Vi3 | 14 D1__|CASSLTGGGKLEF 10
K250 | vz J22__|CATDDDSARQLTF | 10 vis | 14 D2 _|CASSLTGGGKLEF 10
K391 | vz J5__|cATDEAGRRALTE | 10 vis | na D1__|CASSLTGGNTIYF 10
3B TCR ﬁé TAFRTF R
HLA-B*51:01
{
L\ )
. o .
HLA-B*51:01 TAFRTF R b))

3 THIBLOHIY A4 VAN & X 7F F - HLA S8R0 #2210 28 58
(A) TAF #%% TCR @ TCR A%, TCRa#{® CDR3¢ BHID R (7 VF =) HPHRIEENT WA,
(B) TAF #5019 TCR (3B) & TAFTIPSI - HLA A RO MG 2 7R3, (C) TRAVIT DRAF S
N7 FZBHDOR (TVF= V) HTAF X7 F F & HLA-B*51:01 & OFEAICEE 255 % £72 L
Tw2% (JImmunol 192 (7) : 3428-3434, 2014 ZL%),

7 T, in vitro (23T HIV-1 O & bR 7 |2 i £
THIEEWLMILRY, £2T, I A4 IV ABERRICHE
NETHRIEEZHETL2EREZHS 2T 5720,
HLA-B*51:01 #34i1k O TAF J¢52 09 THINZICE H L, TCR
LS— I ) —IZDWTIRIT 21T > 720 Z DGR, HE®
HLA-B*51:01 B % @ HIV-1 & H# 12 B T, TCRa ${7°
TRAV17-2 7 & TN TCRB $H4° TRBV7-3 THEK S v Tw
%, BB LATCRASEDLNLZ 2 ALz (K3A),
7221 5® TCR 13, HLA-*51:01 B3P AIDS £ A%
JEH (KI-021 72 5 NI KI-051) HIR D TAF 5540 T Mg
PO HFEE SN P k25, HLA-B*51:01 Bk HIV B
HeHIZBWT, TRAVIT-2'TRBV7-3' TCR % A3 % TAF 4§
P T AN IS 2 AY HIV-1 O FIHIIZE D o> T 5B 2 & 29k
B &N/ D TRAVIT-2'TRBV7-3" TCR @ pHLA & D H]
HAER % & HIZFEICR S % 728, WY TCR & pHLA
ZPE L, Cardiff K% (JEE) @ Andrew K. Sewell #¥z &
DOEBILFBIZEIC LD, ZHOKSESERIT 21T - 72,
DFEF, TAFFFRI 7 TCR OCEBI TH % 3B TCR-TAF R
7' F F/HLA-B*51:01 HAKRO N E IS 5 2 210K
YL7z (K3B)o TAF XTF FIZ82ODT I VDL A
HLA 7 5 215 TR SN D /ML E b —TTh 575,
CDS Btk THIEASFEGR T A1 L A L DOPERTF Fid 9
7TI/MTHEINTWS, SRS 22 L7 3B TCR-
pHLA O &1L, hOREETHAS 8mer X7 F N %
kT 5 e PHKD TCR-pHLA HAMARE L TR D& 5
W TH Doz T O BHEEFN OMFR2 S, 3B TCR
X, TAF R7F LA LD H, TCR O AFIHIC T —

F & T 2 HIHfi P %2 638 1 (CDRI1: Complementarity

determining region 1) 7 & UNIZ CDR21Z & - T, HLA-B*51:01
BT ELLDMGHETHIENTSNI o770 ZHIT
8-mer ® TAF X 7 F F %S HLA-B*51:01 | CH# D % W F
HWAafM&Es L Twb2o, TCR & DOMEET OBIZ,
TCR & HLA 53T & DI EOHHEIEL o/zZ LIk B
LEZ BN, 51T, TCRa$® TRAVITZ-2 ® CDR3a
AN @B L TR SN TV 97 FHOT VY=V (R)
A, TAF R 7F K & HLA-B*51:01 & O HAEHICEE %
BEERLLTODL T EDPHL IR 572 (3B, ).
PLEX D, KBFZEICZE 5T, AIDS DJRRERLE & MBI L T
W% HLA-B*51:01 B HIV EEHICB VT, oA VR
B HE (28 L 72 TAF 5 509 T M B2 IS 25 (2 fif 4 - 72 TCR-
pHLA B AR ORI 2 FFBIASIH S 2 7 5 72,

5. HIV/AIDS FRZEH 5 D SARS-CoV-2 23T 3
b MR REOHTEADERH

2019 FEKIZHEAE L 72 SARS-CoV2 12X B8 73 v o
W&o T, bbb OEFKKS—E L7z, 2o0k9 %Ik
WoORT, EHEHNIN T TIZ HIV/AIDS HFETH; > T & 72
WFekess - Bty 2 SARS-CoV-2 125§ % T MBS & D if5E
WCHEPT I EIETERWREEZT L2 LR,
Iy 7 YRR B W TRELEESRONTBY,
ERREIC B W TR OB TTbITEB Y, Kiek
S O KR I A% ER (PBMCs) #ifk%E155 2 & 25IEF IS
WHECTH o720 2D L9 BEFR T 72 n~A MK 2RO
L IUNRZERBE O RIS TOeE, FTEETIELR S U

NV
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JUMNERE L v % — O FTEEEL O ICRERER LD Z
RINZEY, 2 P OEH 5 SARS-CoV-2 [ZH5 5 T iy
WWEDHNT VP LT OAFY—FNEEDLIENTE, TO
WiZeoMfEc, MRCTHLEBET, »2, BRADH 6 H
A LT b HLA-A®24:02 (2478 S 5 B L0
VY SARS-CoV-2 A4 7 & ¥ X 7 M HIEROHUE % [/ E$ %
ZEEII L7z, by ) EEOE, [ U X9 IZ HIV/AIDS
Wige COIRERREE L C & 72, AR BT RFOEBEEL
A, REARKZOMBIEEGA, S KEOBEREA, 5
WRZFOPNNEIEAES & o RFEFIEE AT 2 HaIcH
M, WFZE% KIEICIER S 2 2 e TE L, INH %23 E
LC, BUE, kW EkeAEDFE%9 5 G2P-Japan I~V — ¥
7 2 (The Genotype to Phenotype Japan) DIFEJENE A,
R aaF I A VARICKE A4 287 M &K LT T
Wb,

6. SARS-CoV-2 ZEH®D CTL b 5 DR E bkt

2019 FRD/N T I v 7 B P L Y SARS-CoV-2 (24T 5
THIRIS ST EARERE LT 2 2 e AR shiY, 2o
Z &5, SARS-CoV-2 IZB L THMD T A v R EG4E &
FIRRLS, T ARG AT A v 2 O &Gl 2 E 3 5 E %
BRI LTwB I EDRE SN, bhvbiug, 73y
7 W O RGN E TR OBRE VT, HARADHK 6 %
PEAE L T B HLA-A*24:02 IZ3R E N 5 B E IO
VY SARS-CoV=2 A 284 7 % 2% 7 & 3k @ B NF9/A24
(Susas: NYNYLYRLF) #WET 5 Z LI L7ze 72w
ANABRGENZ 212, 2O NF9 OEHNIZ RS, 7 & Vo3
2 ' @ Receptor binding Domain (RBD) I L T\ 72
RBD i N ACE2 (7 ¥ V47 v ¥ yEMBEF I, Hilla
O+ A VADZEE) & OREIZEET, »o, HHH
26 ORI L 2 2530 TH D, SARS-CoV-2 ZEFpk D i
TIHEFHICEREOFHNHIBTH - 720 £ Z T NFI OHLJE
TALICERDE L BNz e 2 A, 2021 SEY4E;, Y 7 %
VTN THEINIA Ta ke v FTRO 72
TN RIZBWT, NFOBIEDOSFHICL S ROER
(L452R) Z# W L7z (M4A). SOZEHEIE, #IcAH3Is b
YBASRBQIHRICHEDOOLNTEY, ZERHKICE > TH
W EIR SN RN R ERD 1 D TH S, COVID-19
[ 7 & 7538 L 72 NF/A24 FE 209 THINE % F v T L452R
AR AT F FNF-5R (NYNYRYRLF) (2x§9 % T Al
DR E AR/ L T A, NFY/A24 7509 T L 1E NF9-
SRRTF P2 FE oo BHETLHIENTE RN LA
LI o727, FNZF TR L, L4S2R ERIE, A4
78 NI EE ACE2 LOKGEREDLZ LIZE-T, M
Ramhss, Bt md, MR LT, YAV AOHbliER
HObLEWVWSToT A VAMIZE > THAGERTHLZ L

LWL o720 DF Y, LAS2REEITY 4 VA DK
FEx gD, 2o, MlutkgE,» HRBET D [HEICE -
THEFLLBWER] OREHTH o720 LOLENS,
WRAELT, 1) [$XTO NFY/A24 KRB T il ds &
HALTNFIDSFEHD R DEREFFBZTE R VON], 2)
[L452R # AT 2 ERMRIEG Lz EFITBWT, BR
BREFSEM THIRISESHE SN 00 ? ] L) g
EIWZOWTIRERHL IR - T vy, ORI T
BEExW L 2T 5700, BIED THEOZREEGM %

5 ONIC TCR-pHLA O 7% 1 7 T A © ke L CTWFZE & o
DTW5,

SARS-CoV-2 A/84 7 & VX7 'E D T HED & O 5iEdk
FEZDOWTIE, EFETEHE T H 5 Cardiff K4 D Prof.
Andrew K. Sewell 5D 7 )V — T2k - T, MHRCTEHEL
HLA ® 1 ©Td % HLA-A*02:01 (23 S 2 PUIEEFRAY
THIFLTH FARITE E TWD 2 L HT20224E 10 E S 72,
LAL%AS, BETTOEZA, HIV-1 EBEED X 9 12,
T MG ZEARINE & LT &, COVID-19 BH DARN
TIA NV AERIBIRE N2 L V) N A T v,
HIV-1 (312 PG E 2 5] & 23—, SARS-CoV-2 &3
WCRAMEISEZ I ERITIANVATHLHI L, X5
&, A NVABENLT ) OEFERFE R E D 4 VA
DN X B EHMEEIND, F/2, CDS BE THIRICIE,
HLA-A 7 ) V7513 T7% <, HLA-B % 5 (FIZ HLA-C 7 Y
WHH D EWMZ, HLA 7 5 A M5 TAIHR E 7R
T FEEERT L CD4ETHRSAELET 2, 3612
COVID-19 & Tlx, A5 7 % VX7 EPA D7 4V
AF VR, BV A AT Y RIS LT TH
JABEDHEZ 5 2 EDWHE SN TWBE Y, Thb D%k
WA, HIV-1 BEASEIC BT 5 HIV-1 Gag ¥ » 787 Bk
DOPFIZH T 5 T MILIS A HIV-1 O R&Ge il 8 & A1 5
HREREL—HLTWDE™, TS ZMKT 5 &, Bk
M, iRlaaF oA VADOERKRTER LA, 73
LIEFDMD I A NAY ST EOBEN, T7F Uk
LIPS X o THE I NS ILH 2 THIRISE 2 55
BT B Z L IZE RV LDLEYS, FOo—)
T, HIV-1 BHIEICBIT 5 CTL ICBT 278 T H kX7
91, TRTOTHIRROI Y 1 )V A1 —fE Tk %
WZ EBEEBLARTIUER SR FEBRIC HIV-1 BYYEIC
BT, LibL72X9H12, A4 EOPRFEN T
FUGBEAT ANV ZAEOKT EMHBET 22 LML TE
D, ZOE, HIV-1 521060 TSSO AT S
RBERAEST L LI2K o T, HIVIEREOFHREIC
KERHEZLH 25, ZN% SARS-CoV-2 WfZEI24 Tldw
THDBE, EBIZ, bhibhoF—% Tb HLA-A*24:02 B
HO—EHDOT 7 F L EHFH DS B, NFI/A24 FRRI T Ml
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7 A L Rk EAES NF9/A24 QI9/A24
HE #4ONLDSKV*46GG#48NYNYLYRLF456  1208QY T KWPWY 1216
FILE L452R 440 _____ 446_ _448_ _ _ _p____456 1208 _ ______ 1216
#1708 rBA1l N44OK-G446S  asog_____ 446G _448____ _____ 456 1208 _ _______ 1216
F 7 B8>YBA2 N440K 440K ___ 446_ _448_ _ __ _____ 456 1208 _ ______ 1216
B NFO/A244FRMTHIRE  QI9/A244F5=RYTHAR
@ 5 15 -@- Prototype
= -9~ Omicron BA.1
oI .
x 10 10 -®- Omicron BA.2
) -®- Delta
§ 0.5 0.5
=
v
D oo T T T 0.0 T T T
THIFE 1.1 21 THERE 1.1 201
AN 2N

THERE : REZAARE

X 4 HLA-A*24:02 #3P: T M X 2 ZESRARICSH 3 5 7 4 v 2R ER)
NFO/A24 FF 5 T HINRIZA I 7 10 ¥ BAIKRICKH L TEWILY A VAT 2R L7z
(Nat Commun 13 : 5440, 2022 Fig. 4 %% %),

DIBEHR A 7 3R THWHEICH O THRRE 2RI &
WIOMFFERERERF TV D, B LID L) % FF—7TL452R
THT HAERRITIEG L7254, NFY/A24 K520 T MG
Bl EDLo>TED LS I THMRIGEDSH 72 FIF b
HTHIIGE L LTHEINLON?, EEHROFREL
MHET20E5? 2L, 4%b, HLA 7Y V& COVID-19
OIFEE oMM, T F b LIdy Ay R &Y
WX o THEBESN THIRAH 72 2 ZE8BRICH L Tng
T HE % D WD TR % fkfe L THED TV S LED D
o INOHOMFEEME L THBICRARRQATHLZ L
A, REREDLND LNBWH72RTFI v Z7IA 5
FCEERERET— IR BEEZOND,

7. CTL DI MV R EMZEH S SARS-CoV-2
AINA 7 B2 INTE G446 TR DEIE
SARS-CoV-2 12X B8 F I v 7 Uik, bFHh 1ERD T
mRNA 7 27 F VSRS SN, FORMERWE JIZ X - TH
Rl w7 4V 2 DEGRi# 7 5 O EELR R 2 & o
LW Z T L, A )V AEYSEISKT§ 5 7 7 F Vg
WCRELRMEEEZDLH L2, £DO—JT, SARS-CoV-2 b
WALARETTBY, T3I70VERLDETIHRATR
KBRS T 2 F b L AXEIUT X o THE L 2-rh L
KO R S RIEHMET 5 2 LD S DT o TV 72,
ZZT, bhbNid, mRNA T 27 F > THEINTHM
FUREA S F & F AR L CilikiEx M Cc& 22
LW ST 5720, HLA-A*24:02 O HAR AT 2

F BB B TEMICHESND XX 7 5 VX0
HIkRDOPUFE T H 5 NFI/A24 (Susas: NYNYLYRLF) & QI9/
A24 (S QYIKWPWYD) 125 U CHERMEZ D T AlliE
BEICEH LTHIgE 21T 572, bhvbhuid, A4 b A &Y
MM E TR Z R L, 7 A4V 2 DG HIH % 5% &
L7z THIRLOPL Y 4 v A5 % 53l 5 % B 72 e R %
B L, XF &F BRI 2807 4V AT % 24
L7z ZDRER, NFY/A24 FE5e0 T HiEiE L452R 25 %
FOTNWIBROI ANV AERE F 57T 52 LHT
Ehholz (K4B). Z OFFRIE, NF9/A24 FFEH T i
JAASNF9-5R R 7 F K& F o 72 L ik T & e WHFZERE - &
—H LT $72, OANABIRZEWS L2, NFY
A24 HREL TR 3 7 10 v BAL bRk ALH L CHlliEy
W2V A OV ARGEIIRE A R L7z (M 4B)e — T, A
I/ YBA2KRTIR TR M A TEMETH -2, B
R CRIAIDRAE ST W B QI9/A24 (ZHF I 72 T MR
FEDTANARRICS FAEDHY A VAEEE IR L2, 2
1L F T SARS-CoV-2 D A4 7 7 28 7 B DA BT H)Ek
WEEBMRT A L2 5N TELD, AWFgETIE, Wiz, #
BMaot w4V AZEKDO —HOERIZTHEOBY 4
VAT E EO DR D D B 2 & BHICHER L2,
KIS, ZDORFAHNZ AL EWND 720, TCR FikEHE
HE T AV AR ZE R 5 Baki D W CEERING
ARz A, F I 70 URBAL RO ADHET B [G446S
R (T MIBBPUE O N KRG BFI A8 5 54 5%) 298
MIFLOPUE I RAEZ MR T 5 2 212X > TNFO SR T

121 (17 )



C Motozono : Antigen-Specific CD8* T Cell Recognition toward Emerging Variants

HiEtk FILIHk A=o0O>BA.1
RO W REEDET
no1 L zEeoms 4
ZEFRSENTHRE ?
THA @
[
e A A
2% L7
&
NF9 peptide  _~, AN ?
TPPII
T I L452RER f T
GA46SER
)L R IREEHHAE

B 5 vANVAZERIZEBPUTIRIES THIBOHLY £ Vv 2k
F 370 Y BAIKRTERIUETIRIEEOHIRIZ L ) TR LY £ Vv ARREEZ R L7z,

HREA S ENR T L o T0b I w2 lwz (K
4A) e COFROL Y MIE, ITRFETIERBEIR TV
HIV/AIDS %% 55720 HIV-1 I E THIBZ ¥ b — 7
BREBBTLZLICE T, PUEARTF FE HLA 5T
DA, S UIZ TCR & pHLA L O E/EA # KT &
H5ZLI2E), EEMICTHRORBEIrOERNDL Z b
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