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1. WRIENFERE



BTG BRI FIEE MBS (A ZHIRATIEEE)
TeIEZEm s &

HLAREL b Mg~ ¥ 2B 1T BHIV-14ERACTLOFHE & 7 OBEERRT B+ 5%

WHERESE W & EARSET A X2 7 —  FrEER)

MREE

b MMEFERICIBWTREM HIV-1 B2 I3 5120, HIV-1 FFEOMREEN T Hik

(CTL) 12 &5 HIV-1 BESHIROBRENFERICEETHAZ LML TS, LaLen
5. HIV-1 I 3RGAMAE ED HLA 7 T A 1 BFICRREND U A LV AEABEO—E (= h—
T ERERIE CILIZEHA T E b TMIRZER (TCR) ORWLhND, RIFFEETIE
TA RFEFERRIE & B9 5 HLA-B#51 IZHER &1 5 TAFTIPST (GFERERESRE D 128~135 B
BE) =D 1B FBOT I JEBEOLEEN, CTL b DKERTH L Z LA LN
L, S22 0OXBEEOHBENECRNIZBIT L2V A VAEZBMEE S L L BT HIV-1
TAFTIPSI # &Ry CTL 2B S5 Z L 2 HE LT,

I eDHREZERIT in vivo THMICHITT 5729012, ZAVE TIZ HLA-B*5101 Es1
PREBRTAEERERES~ 7 Z (NOK/B51Tg =7 &) %#{E® L7, =@ NOK/B51Tg < 17 A
Ik MEMEEABEL. b N THROBFBELERE, HIV-1 BRI Lo T=T7 =7 %
—HAT7DOb kDS THIRAFEINTZZ EEMR L, LMrL2aRs, b MERNIZE
T B0 EIG % NOK/B51Tg < 7 AR W T 21T 9 7ozl b MEmErMRIc BER T
% HLA & NOK/B51Tg = U AIZHET 5 HA Z—HIEHIMNEHENH LD, LoF UL
AL AT 2 FWTHLA-B51 BBt e M mepia OB 21TV, NOK/B51Tg < 7 A |
B L7z, £ORR, HLA-B+51 Bttt h&EmeEp L 2 FHE L7z NOK/B51Tg = &7 AT\ T
b THIRROBEBEEMERT D Z EAHEEL DD, HLA-B+51 BBt b T HIIROFEELR
35 Z Lk o7,

NOK/B51Tg = 7 A& 1T 5 HIV-1 TAFTIPSI #F#£8) CTL OFE %2 BHAIZ, HLA-Bx5101 5%
HIV-1 &Y 7> 5 HIV-1 TAFTIPST #EMCTL 72— &S L, 2O CTL 7 v — |25 H,
T 5 TCR B FOMTEIT o7z, TORER., BEER TEWELUMEZRT TCR AFE L T
WAHZ EEBRBMNE LTz,




A HFEER

ARFFRTIE, HIV-1 ORGRIT6d 5 5hE
B, RIEY AT A OFRBEE R HIV-1

D HB, ﬁﬁﬁﬁmv1@£ﬁ ié@
R 8 HIV-1 SRR L7-35A1Ce M
WWT%mu%%t_éﬂéﬁ%%t%ﬁ
BEEE~ U A (v MEmBinZBE L7
NOK/B51Tg =7 A) T#HEL, #DEED
FERIZOWTHIT 21T 5, £-R~T AT
BWTA XU F o 0EEIZX 5 HIV-1
FRELAY CTL OFFEC, XV #8772 HIV-1 38
FEINHIRE 2 R T AR A8 A L7z TCR Bis1
ZRMTZLiE, SBROFRT A XIaRE
ORARIBO TEETHDL LB DN,

B. WG

v MMEEWNIZEBIT D RERIEE 2 N E
#1_ 7= NOK/B51Tg <= 7 AT\ NTHEAT 24T
S72®IZiE, b MERFAIEIZFEEL T 5 HLA
& NOK/B51Tg ~ w7 AIZHRBELT 5 HLA & —3
SHAVERDHD, LrLnb, Fan
FHTAIELAYDOE MEDEBMAEIT
HLA-B*5101 [2METH 572 81T HLA-B*51 5
e NEmMEBMEORBNIEORET 21T 72,
EFTVUBAALSTLESLZHAWNT
mw%mm@@%%ﬁv/%v4wxm7
H— bRy = TRy H—ERRFIC
203THERAIC R v AT =22 gL, FD
BERBEORINEIT> 7. TO%, Bl
ERWTERETO L F 7 4 )V ADIENE
EiTo7z, BlES L v F UL R L
HLA-B%5101 2ttt hEmEMmiaziEf L,
—PRIEET A LIk o TL U F T 4R
TG &4, HLA-B+51 BtE b bk R Eim
BRI Z T o2, L F 7 4 VA B R
X7z HLA-B#51 F&ME b hd&Em iRz

7% HLA-B+51 OFBOFEL 71— A
ARV —ZHVWCTHRLEEZ, Z0
HLA-B*51 Bt e hi&EmEriliE 2 NOK/B51Tg
< U RCHE LT,

0 HERI%IZ HLA-B#51 BME e & MEtia
fel 2 F4HE L 7= NOK/B51Tg ~ 7 2 X W ARASIM
ERERL, 7a—%A A= —FHNT
t T HROERIE & IRE ORI 21T\,
thTHROBBELHR L, B M
PO FREEN R TE L Y RIZBNT,
HLA-B*51 ZFI T 5t b THIROFES L

VFTANANRT X —|la— RENLTWD
WHE NI EEw—N—L LTHWTH
SEITo,

H— T #5560 TCR BiaFREEE H
WT, 6 A HLA-B%5101 B4t HIV-1 JRidus
B3 CTL 7 7 — 19> HIV-1 TAFTIPSI =
v b7 %W T 5 TR B+ ORIEZIT
D f:o
(R m A~ ELRE)

KRBT 2 e MHROREOER &
BETEITICOWTIE, 3T 74—
LARaverbzE) RAOEHERSE
BRIZEER - B FRAT 21T 07220, ARBFSE
BT B BT OERDOFF IOV T,
MKRZEOE N7/ b BaTRETHESEER
ZEBRIZTEREATH S, T2, HRiKE
HEOEANERITR v P =T IZEFR N
TWRWEAEREEEHR O/ 2 Thit
BIZEBIN, FO/NY 3V 3ERENT
LERONEFHELNFIHTE 2L 52D
— FCHERBHIRINATWS, I EX
HITE L FEMIERT (BERD) MHMBAL. Z
O s M B AZER (X B 23 3 Tz 3Rttt
LTA Y7 —ARary &7, &
LIZEALENTWD T2, ABFFEIC L -



THREFICEREZ RISTZ LITEY, 8
EBRIZOWTIT T TICY KRFOEWESR -
HHBEEZB I TRRBELTH D,

C. HFofER

NOK/B51Tg ~ 7 Rt &Ml %
ML, b b THREOFEELZERE, HIV-1
BTz r s -4 7D b
CDS' T N FEIN-Z L 2R LT,
SHIZEBIC EREZENS E MEERAD
SfE RS W RS %2 NOK/B51Tg =
ZIZBWTHRHT 720, LorF o
2 Z VT HLA-B%5101 BB b b i 40
faZ fER U 7= iR, 59 5% HLA-B+51 f&1
b MEMEHAIZIUV T, HLA-Bx51 ORI
ERHLEZ, LALZ2RL, Zhbo
HLA-B#51 Btk b M &Ml 2 B L7z 4
PED NOK/B51Tg = 7 AIZEBWT, & b THE

BOBBELHERTHZ ERHEZLDOD,

HLA-B#51 Bt & b THIBOFEZ RS 5
Z EIiFHRAR o T

NOK/B51Tg ~ 7 Z I 81T 5 HIV-1
TAFTIPSI %8R CTL OFE L BHIIZ, 6 A
@ HLA-B*5101 B4t HIV-1 &4 5> & HIV-1
TAFTIPSI BRI CTL 7 v — 2 ZRISL L, %
D CTL 7 v —/ZHHT 5 TCR BinF DOfE
WEITo7=, ZOMBR, BEEH TEVE
I Z RS TR BRI L TWAHZ AL
MmELE, SHIZZN6D TCR FEEL L F
U A NARY Z—F{ERLL O3B E TCR
KRIBMREMERRE EICBW TR LT,

D.EZ&

t MMERWIZ BT 2 R SR R
K% NOK/B51Tg <= 7 ARV THEET 5
7=, L F T 4 VA E FV T HLA-B#51

Bt e MEMBMBEOR & ZOBEER
Bz DD, b MELEBEICBIT S L
FTOANADRELEDRPENTZDIZ
NOK/B51Tg = 7 AT 3T HLA-B*51 [Bd4 T
IR E T2 Z L RHER T, 2O
7=, LT o VADRRGR R E X
HAHEDIL, TVEBEDOLUVF T4 LA
DREGDH D VIEHA b IA VFICKDE B
EMHMBEOREMANLETHL EBEZ LN
Do TAH DS - #EHL, HIV-1 TAFTIPST
FEP) CTL 7 m— il W TRHB I
TCR % HLA-B*51 BG4 T MIARIZ FE S 28
2, EFICRIOEEZBND,

E. &

HIV-1 245t NMUERIGEET V<
U ANZBWTHTT 572912, HA &>
F o7 E/T- NOK/B51Tg = 7 & DL &
HLA-B*51 Btk b b ik 88 ABAR OB L 24T -
77
L2sL7223 5, HLA-B#51 BBtE b b Emeshl
NADRISLVENRR+53 Th o 72729012, HIV-1
X35 b NRERIG AT 5 2 LA
Seipmodz, BE., HLA-Bx51 BBiE e him
B OBISEORFT RN LETH 5,

T A RFEAEMEME & FHBT 35 HLA-Bx51 (Z
BREN D TAFTIPSI =B h—7 238+
% CTL [Z%B$ 5 TR Bls Tk, 6 AD
HLA-B*5101 BB HIV-1 Y s SIS S 4L
72 CTL 7 m— Rz W T, FEFIZEWVEE
EHEEZRTZEERA LN LTz, Z O3
FCRIE, b FAREEBE < U AR Tk
R HIV-1 OFFIZHEEICEATHL L
Exbhb,

F. RERAERER
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1) Phenotypic analysis of reconstituted

human T cells in HIV-I-infected

HLA-B*51:01 transgenic humanized mice

SATO Yoshinori, TAKIGUCHI Masafumi. %5
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(REEZER)

2) Elicitation of human effector CD8" T

cells in HIV-1-infected HLA-B%51:01
transgenic humanized mice. SATO
Yoshinori, NAGATA Sayaka, TAKIGUCHI
Masafumi. 12th KUMAMOTO AIDS
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2011 % 10 B (K
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[RAEFTBREH RIS (= ZRTIEEE)
HEMFERES

HIV-136BEE R & b FTHIIIZ B E ORI B A58
WIERESE - R A

(RBARZF T A XZEMGEL v F—  Fe{LEAN)

HHREE
HIV-1 13, BRI EOHLA 7 Z A I 3 FICIRREND UV 4 VABEHEO—EH (= F—7)
FEREIE, CTILIZEET I b THZAEER (TCR) OB LHEND, I OREHKEHE
B3, HIV-1 2RI AEANP R TERVWEBO—2Th b, £Z Tk MUERINZ XK
STHEINS HIV-1 EKBEER A D =X L% invivo THATA=0HI1Z, NOK/B51Tg =7 A
DVERZIT - 72, 2D NOK/B51Tg = 7 ARV T HIV-1 1T9 5 & MRS E#TT 5
72T, HLA 23843 5 HLA-B51 Bt b MEMBMARZ B L, £ % NOK/B51Tg =
AIZBHE L2262, £2ZTLrF U4 NVAREBR Y AT L% AWT, HLA-Bx61 B
P NEMBRMROBNLZIT 72, LALLM 5, HLA-B#51 Z3I L7zt hEmeEMiao
BEEITN 5 % LKL, ZORBSIRICOWTERE 21T O REERHA L L 2o T,

T A AFEFEEAE & FHBE 95 HLA-B#51 (2R S5 TAFTIPSI =& b —7 23837 5 CTL
IZFEET 5 TCR BT & RT3 729012 HLA-B*5101 Bt HIV-1 e 7> 5 HIV-1 TAFTIPSI
FRERA) CTL 7 v — L OBISLEAIT o7z, ZOFER. HLA-Bx5101 Btk HIV-1 RU2E I Tl E

PHEERT TR BRI L TWAZ LB LML LT,

A THFEERY

AHFZE T, HIV-1 R RFE R =
A I invivo THERRT 5 7212 \HLA-B*51
Z 3889 % NOK/B51Tg = 7 & & HLA 23 @A
9% HLA-B#51 B b & i EpHAE sz
ZITH., FloxA AFFEEE L BT 5
HLA-B#51 IZ#27~ &4 5 TAFTIPST =& h—
T EWT D CTLIZHET 5 TR B FD
REZITH, &5 NOK/B51Tg = 7 A 28T
% HIV-1 TAFTIPSI %&£/ CTL OFFE &
HIV-1 YRR OFEZLZ BRIC, RELE
TCR BT ORI AT AOEREREITI,

B.HfR5ik
1) HLA-B*51 BBt e hi&EmeErilAa O sL
b MES DL SR e B L, —
PR IEES LTRSS L7, HLA-B#51:01 %
a—KRT2ELVF U 4 VAT EERL
72 293 THfRDOERIK LIE L D R L=,
ZORBRLEVCF U4 VAT e NG
FRRA T Y K, HLA-B*51 BtE e &R
B OBSI 21T o7, Vo F U4V R E
Y S ¥ 7= HLA-Bx51 FetEe by mesiiia
IZEIT 2 HLA-B*51 OFRBRADOFEE 70—
YA bA Y —FANTHRE L,
2) HIV-1 TAFTIPST 4F2# CTL IZHHT 5




TCR E{=F DFFHT

6 AN HLA-B+5101 BBt HIV-1 &YGe3E Fak
@ HIV-1 TAFTIPSI A2 CTL 7 = — 1 D
SEEIToTE, FD CTL 7 v— % BT 5
TCR B FOREZ LNONBBISL LT
EERWTIT- T,

(fmER i~ D ELRE)
AHRIZBT D b FEEOKREOER L
BIEFRTICOWTIE, TXTA 74—
LRz REED KRADEFE RS E
BRIZAEFR - BIsTMIT 21T, KR
R D BE TN OEROTFRT >V T
%k#@tbf/A-E&%%ﬁﬁﬁ%ﬁ
ZBRICTEAREATH D, £z, HiFiR
@%@@A%ﬁiXVFV—ﬁm%ﬁéh
TWRWEAFREEFEH DY 2 TH
BEIZBEHEh, 2OV a2 3RENT
LIRONZELMFIATERZNWE S SR D
— R CHEARFIRI N TWS, JiEH iz

BITE(LERIERT (AT 220BAL, Z
OO M BAZ BRI X BT 23 TR 1o

LAV T —LbRarty hEfTH, &
BIZEBEALENTWA D, KFFIZL 5
TREEICEREZ RIET 2 L EE, 8
EBRICOWTIIT TIZE RZOBYEER -
HEEEEEEIT TAREFELTH D,

C.HERER

1) HLA-B*51 BBt baiEferiiig o8 sL
Ly F T ANARER AT LAERANT

HLA-B*5101 Bt & M & apiBia o sz 278

ATz fER. #9 5% HLA-Bx61 &M v M iEM

A IZ IV T HLA-B+51 DOFEIEZ M L

7= (Fig 1 & Fig 2),

2) HIV-1TAFTIPSI #FER) CTL IZHHT 5

TCR E{nF DT

10

6 A HLA-B*5101 [t HIV-1 RRY2E 7 6
HIV-1 TAFTIPSI #&RCIL 7 m— &2 E N
FNBISL L, TCR BIETF O 21T o 12f
R BRBEEFE TEWEEMEAZRT TCR 233
BHLTWAZEEBALMNE L (Table 1,
Table 2 & Fig 3), &I HD TCR
RBLUF T4 NARTZ—5ERL, =0
FEZ TCR RiBMfaMkRmE LiCW TR
L7 (Fig 4),

D.B%&

1) HLA-B#51 BBk b b3 i ddHmAa oo 48t 3T
LU F A NVAFE AT A x VT
HLA-B#5101 B3t & Mi&Efneriiiam s 2
BRI, L F T 4V R DERNR BT 5%
AL, Z 0 HLA-B*5101 Bt b b i m s
Ba% NOK/B51Tg = 7RI LZE L TH
HLA-B#51 Z#FE 7 5 THAZ R T2 Z &
TR o Te BT — %) , TD7280,
VYF U 4 VADBGENER R S5
wm\ibﬁﬁﬁmvy%ﬁ4wx@ﬁ%
HAINIVA M HAVEICL D e MEDE

M@@ﬂ@#%%f%ék%z%néo
2) HIV-1 TAFTIPST #FEA) CTL IZHHT 5
TCR B DT

6 A HLA-B*5101 Bt HIV-1 EGeE 2 &
BT L7z HIV-1 TAFTIPSI #2K CTL 7 o
—VIZHEBT B TR BT OB E1To7
R, BAERTERWEMMEA R TCR A
HEELTWAIEZFHALMAEL, IHlTL
VFUANARBR AT ARRANTING
? TCR FH A TCR KIBHIfakRE LIZHEHR
¥, ZO TR BRI AT LEFE L.
NOK/B51Tg = 7 RIZ8I1T 5 HIV-1 RKbEds 2
DFEZRFTT 2,



E. f55h
1) HLA-B*51 BEtE e hi&Emerimpg sz
HIV-1 KBEERFERX I =2 %
NOK/B51Tg <~ U 2 TR #4T 5 =iz, v
VF T ANARBRY AT LB AWT HLA 2
WAET 5 HLA-Bx5101 BBtk e b imae
DRI E T o7z, LISLARNRG, F DR
ZhERNMED> - 7272912, NOK/B51Tg < 7 &
IZFBVWNTHLA-B+51 (54 TRl 2 R 4 5 &
LRI o, E DTz HIV-1 KBS
BFERA =X LOMAE TIZEDL 2o
7o
2) HIV-1TAFTIPSI #FEH#Y CTL IZFHE T 5
TCR B A= DT
6 A0 HLA-B*5101 &M HIV-1 JEHuE 73 5
WIS L7= HIV-1 TAFTIPSI #EH) CTL 7 =
—VIZHEBT S IR BEFIL, 72—

11

72 B NG A RN B W TIER I B WL

HERTZLEERALMNII LT,

F. BEARER
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G. FRREE

1. @CHER
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2. FERR

2L

H. FER EFE DO MR - BRIV (FELZ S
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Fig 1. Construction of lenti-virus vector encoding HLA*B51:01

Method After 48 hrs post-infection
X3 (30ml)
Without virus 0.641U of virus 320U of virus
Transfectioninto 2937 cells T o ”0‘36i “Is09 02% RERE 2.2’]‘
| | \
| | | 4 ? |
< [ | | < |
S 3 N RS S B ) |
a T = o
o i 1 \' o { o
}‘ | | 1 ; 1
14.0 0 873 | o2 17| 02
v o FRe | > ¢
Ultra centrifugation for 2hrs il HLA B"L1 HLA B"51
1 16pd of virus 80pl of virus
e e B e B 4 Al
i85 3.69| 183.1 4.2
Suspend with 100p of IMDM il ‘
1 { <
~ 1 :.3 ~’
i1 | oz f125_ | 028
1 HLA B"51 HLA B*51

Mix with HLA B751:01 negative HSC
Spindown for 2hrs

Fig.2 A method to produce lenti-virus and the infection efficiency in hematopoietic stem cells
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Table 1. Clinical information and pol283 mutational analysis
in HLA-B*51:01 positive HIV-1 infected patients.

Patient ID CD4 count  Viralload Sampling  Pol283-8X

(cells/yd) (copies/ul) Therapy date mutation
KI-051 911 63 - 2002725 |
KI-021 646 <50 - 2005.1.27 V
KI-250 514 <40 + 2010.7.9 V
Kl-127 578 300 - 2005.1.27 T
KI-391 153 840000 - 2005.12.28 L
KI-007 427 33000 - 2001814 R

Table 2. Analysis of TCR repertoire in HIV-1 pol283-8l-specific CTL cones
obtained from HLA-B*51:01 positive HIV-1 infected individuals

TCR alpha chain TCR beta chain
PatientID Vo Jo CDR3 vp Dp Jp CDR3 Name of CTL clone
V17 J22 [ RQL T F V7-3 D2 J2-2  CASSLTGGGELFF 1A4(5). 1B3(5), 1G2(5). 2A8(5)

K051 e J13 CVVSERAGGYQKVTF V24-1 D1 J2-1  CATSDLQGVRGYNLOFE | 2B5(5), 2C6(5). 2D6(5), 3D1(5)
KI-021 V17 J22 CATDDDSARQL V7-3 D2 J2-2 CASSLTGGGELFF cl8, cl11, cl15, ci16, ci18
KI-250 V17 J22  CATDDDSARQL V7-3 D1 J1-4  CASSLTGGGKLFF 32(5), 35(5), 42(5)
Kl-127 V17 J22 CATDDDSARQL# V7-3 D1 J1-4  CASSLTGGGKLFF 1 cl2. cI3, cl6. cl7
KI-391 /17 J5  CATDLAGRRAL V7-3 D1 J1-3  CASSLTGGNTLYF A1.A8. B12.E1,G11. H9
KI-007 V&6 J56  CAVSLGGANSKLF V27 D2 J2-7  CASSPGRGYEQYF B7.C6. D4

PatientID Clone name Va-Ja CDR3a
KI-051  1A4(5), 1B3(5), 1G2(59), 2A8(5)
3, 111, cl15, cl16, ¢l 18

5(5). 42(5)

Fig 3. Conservation of TCRs in HIV-1 pol283-8 specificCTL clones among
HLA-B*51:01 positive HIV-1infected individuals
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Construction Method Result

T p— R et
(TCRu/P genes in HIV-1 pol283 specific CTL) In TG40 cell ‘ R
Toold 9
xhol|  TCRa | [ Tcrp | Notl Cuture mediam ;
- T from trasfected 293T cells % 2 l
[RAKHSGSGAPVKQTLNFDLLKLAGDVESNPGP | ' | N
- T o~ e 3 ‘
FrZA ‘; ‘) .A“ 4—’ )
[ Cleavage site J N L.___Y_-,,J
[ f Te » (’ .‘v J
| 2% 3 D3
o |
Insert ./ I
Vector l [ TCRu/pP transduction l
—  aam ) Mix with TG40 cells l ¢
(TCR deficient cell line) -,~J~ji=03{__ﬁ_,~_ﬁﬁf'u?{_
S Spin down 2hrs T('fz i
g /4
4 T Re R _ TCR-hKO1
L= e Thr]  e1s
el e \0 . J
él»";* 3 -AL :; — i
L CSI-EF-MCS-IRES2-hKO1 1 Culture 1 week l g e
LT‘ ) 10396 bp . i Age! 288 | r= 1 i iﬁ:}
’v i -l |
ws ¢ l [\—\‘—} ,:Qu R ¢
g TCR CD3 complex D3

Sort hKO1 positive cells

Fig 4. Construction of lenti-virus TCRo/3 expression vector
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[ A R R SR B AR B & (o RS E R T )
SR HREE

HLA #HeMb~rv 2% Az HIV BT BT
b T MR D55 2 DERAT

WroeoyE . L BR (BARFARZZEME L Z— COEVY—F - TV xAh)

MREE

HIVIEES I35 25BN B O AR EE CTHABA DO 2L T, /N % AV e HIVE L =
BRRDBHENL SN TORNIERZETOND, Fx XAV RAERNICEMuEREEEL -t
Mb=r 2% AW THIVEE- ER R ORELZ BIEL TW5, L\ ERERE<TVAIZERCD34
MR BRI EME~ VA TIBEISNAEICDS THIRR TIX, =7 =/ ¥ —REa R lan2 27 e
PRI A RIS B ERNZED D, ZRETOEME-TATIIHIV-1 1253 5% 5273
FETERNILEFR 2 ZFALICL TS, 2T, ERCDS TR RE B NFHETEAEML
~UAFER T A7, HLA-B*51:01 B F2EALNOK/BSL b7 AV z=w /v
(NOK/B51T@)Z# 7=\ ST L, Z D=7 A FCD34 a2 4 L TeMENOK/B51Tg~ 7 2% {E
BT, BT, ZOSYRIIRITALICDS THIAD =7 =/ ¥ —HREDFFBIZ DOV T L., &
MENOK/B51Tg= 7 A2 BT HERCDA™ B L UCDS THIARIL, ERCD34 IR Z B E 1038 B 2 Dk
BTE-, ZOEMENOK/B51Tg<7 AZHIV-1(NL4-3 #)Z RN 5 CRAS Y, ENTHAED
FIEHMRITUIZE R, ERCDA THIIR OB S 1L FERGLARI Tt~ 2 8 BB F BICEA Lz, M

PO VARG 2 BENORIBETE, 20BNV ARIIHERFSZ, HIV-1 BEO
KA M H 21T B RCDATHIIR ORI Z TR, FERREERDOZF kb~ central memory
subset DEIRICEBRENAONZ, FhCDS THIIBOERIRAI LT IR R, FFBRGE DX
FLELE~2 late effector memory & effector subsets OENGIZHBREIN RSN, ZOMERIT
HIV-1 P EMENOK <Y AT Rbh oz, Ll EDORERIZ, EMENOK/B51Tg<w U ATiL
HIV-1 G2 L > TehCDS THIIAD =7 =7 7 — R A FFE S LD Al REME A 7R L, HIV-1 B8 2t
TAENUE B DTS DEME~ T AT T VLN ELT LR IR SIS,

A. BF5EERY %o MHFERIZBNTS, BHMICHoToAX

E#IcblzoTHIV-1 O¥EEAMZ D720 EFRIELZRWVHIV-1EERERE DO IZHRVHIV-1
1T, HIV-1 SR EEMETHIRIC LAY AV BEEEIHEIEEE R AR E =T (CTL) O H
AREHIPADPERMNEE THAZLNELN T BEIZERIIL . CTLAY A /L ARG iR O eI
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