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2. IR EE=M T #Ia (CTL) ICKBA®EBETEY 1 ILADER
& HIV-O¥E1L

B O H X

REAR KT A ZFH7EX 4 —

7 AV A EE

HIV #: 2otk T M (CTL) &, HIV o5 L T w2/l % %4 2 & TR T HIV
WA IS 525, b0 CTL O E HET 2 LR Lo 72 HIV GEEAR HIV) »HEHT 2
L, RNTIEINS OBERKRDPEMNICH D LHEESN TN, REOHR I FIOIR— hTOH
2800 A HIV-1 &% % b L 725 072 T, CTL 225 OB ER HIV A EH L TETWAH I &

=S L.

oz ki, HLA 7 5 A1 L Ofia= CTL 25 Ok x HEd 2 B8 25 /- HIV
HBIREN, HLAZ S A TICHEAETA L) ICHINIZHEL L TWBE I L2 ER LTV,

DLk

SN O kEES 5 HIV O, 77 F ORISR E Rl fR L7z,

1L ELC®IC

HIV I3ZERESR O BT A VAL LTHASN TV,
FOHEELTIE. RNAYAIVATH A7 reverse
transcriptase (Z L AFRN I AR A 720D EZ LS.
L L& 5 B RARDE DR EF o i CTHg5H L TE %
YNNI ODDOFEMPUEEL b, Z2FRIZK ) HIVD
YIS T AYE, Thbb HIVORASLHERI T
5 &) it TORKRRERTZED T ANV ADMER &R
T LD, IR L) HIV O¥gEIZ e T
Bhwa e N s 2 i, HIV REZ DO BT Lo
SIVESETFIICE D L CHAISNTWE D, ZoRERIC
& B BEGEINH DS 7 K T B K O BB HIV SR S
L, 0L EEHANV IMEKO L2 TENEZRLTL S
LEZ LD, RIERORDTHMEEN T Ml (CTL)
A LRE AV ORISR E T 5 2 &k, LRI
Wrh b ST a 23812 AfETid, HIV oL
CTL 75EEL 22 hpb o TV A Z Lt DR 5 2 /A5 5.
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2. MRS EM T R & 5 HIV O#EFEHEH

RMIZHIV S A>T B &, $FERMe~ 207
7= VDL HBPUERAMBICEEL, Ihs oMl
HLA 7 7 A ILHUEIC HIV EZH QW (RTFF) s
S, A ERmEICIRRSES, I e A N— T Ml R
WL, SHIC2MEOMBICHEREZEET L. F0—213
BiflfiE & v ) ik & 7R 2 A~ O RIZET, ez
72 BB E MR Ic oMb L, HIV &fEETE k% E
35 (R1). ZoHfkO%2»T, HVV ISHEE LZ Ok
REA A SE L Z LD TELPMPURICE D, HIVAESS
b OMIE IS L e & 9 12 L, HIV O—# %2 ko
SHERT 2. b9 oD~ S— Tl & 2 EROEE
X, CD8 THIMLIZHS 5 b DT, BHRHE ETAL IS —
THIE 2 S % 72 CD8 T Mifgid, HMiufsEr: T M
B (CTL) 124k L, HIV A% L CHGEs 25 (Mf)
ZROTTHES S, CTLIZHIVAHEZ 22N 2k
&, PR o HIV ISRA LTS S 1M I &g
Lawd9izL, 2fke LT HIV OBGE & 45 £ v )
HHLATT.

CTL 12i&, TCR (T A L) 7o T7HHH 0,
ZDTCRIZE > THIVIZEG L TWAHMIED &9 2Dk
WA 4. HIVIZEG: L7-MfaTiE, HLA (ke bHImERHT
) &) aTas, HIVHRONRTF FaiEa a8, M
JaRmIcH T A, 2O HIVHERORTF FiL, 9l <S
VDT I EPEWLNRTF KT, ZOXRTTF FEREAL
72HLA 7 5 2 14r+7%, HIV #5019 CTL @ TCR A 8%
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BN &, LR ICRRA A P A YR L,
HIV O B85 % #1055 .

3.CTL 25 D#k6Ed % HIV 71 IV R

HIV (3G LIEGE$ % 882 T, $512 RNA 225 DNA #1F
HLEIZHROIATA 7 2% TEIC 1 EOME TR,
TET AN A % EHETIER T 5. CTL ORBFRICEZE LR
MOT I FRICERERI L, CTLOZ#MTE2wE I %4
BERNRELZEDHL., DL LR -7 HIV S
e LM 2 CTL 3 TE R 50T, KR
HIV 23 U 72 B I3 HERR S A 2 & 13 7 AR CHEgE L
TWE, ZOCTL 26kl L2288y A VA (JblEde sty
ANVR) DR TERIZ 2 o T (B JksBezs ey A L
AFLF LD HLA 7 7 A I TG T 2 RTF F (=Y
F—=7) LICREENT, T¥ b~ TORITRE 254
bdHhH., TNTFEDTRE TS, MBEANTOHREREREE
(LY b= FRTF FOEROMBE) CHRELZITL I LM
HoHhoTHH W, —J, HEAEFEY AL 21 CTL 12 &
STEIRENB 2 TR, FHPAIC L > TORIRE R

52 3mSR TS 817 Eny $HI5 0 & R I AD
BHTHLDT, ZOFROERITTFPUAL CTL DM
WX DERENTVE EEZ HN, ZN)Eny SHIBOZ R
MrEmoOTnAEREEZ NS,

4. BT RY IV ZADER

& HEART CTL I L BN SNl =y £ L AU,
el L CEMOFTEET LI LN ELONS. 2L
ZIE HLA-A*2402 % & o 728G N CEIR S 7z bz 2
7 AV AL, HLA-A*2402 ZH5o> TW e NG L7285
B, RD2OOZLENEZOND., TOEMERT A VA
DR T OEGETIHY wild type D7 A )V A & [E_TE Uy
& (fitness 25 Uy ) 13, Fi7zBEFICBWTHEL X
NS T DOFBEAS T AV 2L L, AP CTEERLZ R LD
. = OFBER Y 4V ZADBFE S AL T L7235 4
(fitness 78 F L 722354) 13, HLA-A*2402 % b o> Tz
W72 R A N TR RN CTLIZFE SN2 WD T,
CTLIZ & 222 & 57, AL TV AT DO
JIH55E W wild type DT A WV AD S AMENC %D, T DX
N REE Y L VAN L 72 ) ILD wild type D7 1 )L
AWRAL L DT BZ L%, reversion EFFATWS.
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Selection of HIV escape mutants by CTL and adaptation of HIV to
HLA class I
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HIV-1-specific CTLs, which can kill HIV-1-infected cells, play an important role in control HIV-1
replication. There are growing evidences that they select HIV-1 escape mutations so that escape
HIV-1 mutants become dominant in the donors. A recent study analyzing approximately 2800 HIV-1
infected individuals in 9 different cohorts demonstrated that HIV escape mutants accumulated in the
cohorts, demonstrating strong evidence of HIV adaptation to HLA at a population level. This process of
viral adaptation may dismantle the well-established HLA associations with control of HIV infection that
are linked to the availability of key epitopes, and highlights the challenge for a vaccine to keep pace with
the changing immunological landscape presented by HIV
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