7)

AR EEAE. REERE. ZEETT.
T, BB RNE, REEH
HLHIV HIEE T OWBRERY 7 F U8 &
DFHEINDCDS BT Miao STV i
HHIBE D EENT, 565 28 [B] B A A XA
#£4 KPR, 2014412 A 3-5 H

H. s MO HFE
1. ¥EFEE
P

2. ERIERE
ML
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JEAE T B R AR SRR B &

T A RRRIFTEESE (A ARIRER T IEEZE)

SRS &

ERBGSMIR DRI E & 7 D RS

WHE sy ME KT
WroER A SR 2
W 1% IR R
W& ol &

R ITHRE
ENZRGUERTIERT R EETRE
ESLRRYMENTIERT SRR TRENIIEA
ESLRRULIERTIERT SRl ARFEA

ERORETEE iR

MAEE :

FrEENC B 5 CD4 B T Ml 2 R HIRE S AERF FTRE /2 HSP (HomeoStatic Proliferation)i#
RiE, BELLAEADOY LoV TEEMREISN TN D CD4 B T AR 28 L7k
RETHA—7 T ML ED THEMHFFCX 5, ZOBETHRFSINLGTA—7 T fila
i%. in vitro T¢ TCR HIE-° HDAC FEEANZ & 5 HIV-1 mRNA OHEIMTFHEE I N80 o
e b, BIEHT A —7 THIFRTO LTR #1398 /772 TCR #li % 5 1 T b REE
W 72508 CD4 B T HifR & 138725 Z LR E iz,

A. BFZEERY

LRI CHERF SN2 RBRE NIRRT LY
AT AEWES L, 77 KA I T proviral
DNA OFEHEIE. KO Mb~ 7 2281 5 HIV
BREMEERORE & ZOEREBETT 5 2
LTk, BRIEDOERSLIZBE S35 e K T & B
5MZT B,

B. WG

1 M L F A VA DIER

RS DTS T LTR 2> B DERE % fZT
TAED, P2 LAXALDLYFTA AR Z—
pCS-CDF-GFP-Nef-LTR ##ZE L=, Zihve T
ATy —TFFTAIRNETHHEMEI L UF UL
ZVEBLA DNA (gag/pol, rev 3B LT VSV-G FHL
Ay =), B DT env KB HIV-1nie (GFP 3$H)
proviral DNA & VSV-G ZEl-~7 % —DNA % 293T
MR LN T BIEBE TN T VAT 2 T
varl, UANAEERILT-,

2. b b CD4 BBt T MIROEEEMER L U A LA
&% AR AY M B A% R (PBMC) & ¥V CD4" T cell
isolation kit ( X /L7 =—)% H\ T negative selction
LT CD4" T Ml flifb L7z, Z oMifglc i
(Violet tracer; Invitrogen) % & ¥ Z £ 7-1%, GFP 3

A Z L F 7 A )L A(Lenti  GFP-Nef-LTR) &
%5 W 1L VSV psudotype L 7= HIV-lnue %
spinoculation |2 & V) kgL s W7, MRE A Peidiz,
IL7 & IL-15 Nz CEERMERF L, Zivad HSP
(Homeostatic proliferation) 553 & U7z, —EFI%[E 4
b5 CD3 Fifk L HT CD28 HUAT T M AE
(TCRYZHIE L | IL-2 777E FIZ852 L 7=(TCR Hl
B2,
3. A OOHERE - IEMEDO 7 v — YA F A—F —fiF
BT
L F AR B DO HIV BRI % Bt 5
H® 5 12 B BRI —ER B L, Aqua live/dead
dye (134957, Invitrogen) & & S ¥ 7214, MfREE
% PE-Cy7 #Z7#% CD45RA, PerCP 1Z#% CD4, PE fZ
#% HLA-DR, Alexa647 1Z# CD11a, Alexa700 1254
CD27(9 T Bio Legend) TH#£4 L T FACScanto C
fEMT LT, MBI U, [FRRIC Y U 7 R RE
O T M BEE M % FACSaria T/rilE L7z,
4 .TE& PCR 4T
SE LTV F A NABEGARI L Y RNA &4
H L. cDNA %Z &% LT GFP < tat ® mRNA 3
% Real Time PCR CE& L7z, 7o, BRYSHRO
DNA Z A% L. Alu-primer % i\ 7= integration
FRAT 21T o 72,

PCR T CIILA T DT T A ~— - T —T & v

- 19 —



;% VN7 Tagman 5. & %V M Syber Green VAIZ
X % Real Time PCR CiE# L7z,

GFP: forward, 5’-gaccactaccagecagaacac-3°, reverse,
5’-gaactccagcaggaccatg-3’,  probe, [6-FAM]-age-
acccagteegecctgagea-[ BHQ-1], HIV-1 tat {%, forward,
5’-catccaggaagtcagcctaaaact-3°, reverse, 57-
tegetgteteogettette-3’ o & 72, M @ endogenous
control gene expression & L C RNaseP s 158l
% JE & L 7o (forward: 5’-agatttggacctgcgageg-3’,
reverse, 5’-gageggctgtctecacaagt-3,35 L U8 probe, [6-
FAM]-ttctgacetgaaggctetgegeg-[BHQ-11),

T MCHLDAENTZ T 0 U A )V X DNA DJE
M. AR B D5 1E(Virus Genes 32:105, 2006)1Z 7
Alu-1 primer (5’-tcccagetactggggagectgAGG-3 Alu-2
primer (5’-gectcccaaagtgetgggattacag-37) first-gag-R
primer (5’-caatatcatacgccgagagtgegegettcageaag-3”)
T Ist PCR %17V, 4 DNA % 1 x10° copies f-
globin & 725 L D ICFHIE LT Alu sites % —EIC
L7z, 2nd PCR & U5 (5’-ccgtetgttgtetgactetgg-3)
second-tag-R (5’-caatatcatacgecgagagtge-3’) & probe
[6-FAM]-cgcttcageaageegagtectge-[BHQ-114 HV =,
5. X OO FHAl
HDAC FH##] SAHA (virinostat) & A F /AL
2’-deoxy-5-azacytidine (dAzCyt)ld Sigma-Aldrich T
FUBA LT,

(WEE~OEES) b FMREMGFEEOZD, H
SRGYENIERT O R B S O 2/, KT v

T4 T IHEE S "C%Kﬁll%ﬁoto

C. WFoohkER
%%ﬂ:;ﬁfﬁ 1 DM ML CD4 B T i % HIV-

WG S, T A—THDHNEAEY —T #MR
OFEFMEMEEICSWE E WL A IL-7 & IL-15 21

MLT%%ﬁégkui@\@ﬁm%%Tka
T® HSP (HomeoStatic Proliferation)t%%8 & % FESL
L72, LTR O FIZ GFP Z# BT 5 L F 7 A
SV R % Y ST RE, FEEI O GFP 2t CD4 B
M T M B W TR L UL GFP mRNA DO FH,
IR, T Tat DFEWMRE L F 71 )L
ATHDHIEONE I DEHRRT DD, BEK
HIV-Inpg 2R SR L2 A, M1AEIRT X
AT, 4.96%DFMA GFP 2RI L T Y, HiC
b8 (FEy 2L MlEIZ GFP B IEmIa N 0o 72,
FA—7 THIZT — b %2 % &, GFP Bt
FUX 1.83%FELTEY, AEY—L0iEdin
HODFT A —7 THFIZ G EEIIMI L TWND 2
ERHLMNE oz (K 1B), BFAEKTIIEEF

[ U= RN 22 EE 2z bz, A
~c7TMm%m/)/?Lf@wﬁdam6H@
IZ VSV pseudotype L 7= HIV-lnig &4 X T
HSP #5458 U T 14 BT+ 2 & KB IZRd
£ 91, GFP A 0.95% 2 L=, Z o
95 GFP et # b H 5 )4 — 7 T Hijaz
Tt EMNTTY—F L, HEEEEZRAE,

TCR i zMcT1HHEB HEOMBEIY
RNA Z[F L, GFP 3 XU tat ® mRNA %
RT-PCR TER LI EZ A, M2 IR T Lo,
HSP Fra % ik L THBLL T\ 5 GFP(A) tat
BYDFEHLTLe LA T Lz, fE- T, integrate L
7o HIV-1 OFEMEAGIE TCR BB TIEFFE S g
W ERB BN E T oTo, &2 TRBRICESR LT
A% 8 HEICY — kL, HSP 538 % ikt L T 13
H B 1Z TCR #illi#, HDAC BH5EHITH 5 SAHA(0.5
M) A F AL EA] dAzCyt(1.0 uM) &Il 2 CTH
(2 48 B§[E174 1 GFP mRNA OFEBR 2R Lz & =
A TCRR°dAZCyt LV HERTZITIEND H DD,
SAHA IZ & 2 BIEHALFEIX CE Rd o T, — 5,
AR LW WA A U A R YL E

TCR % HIP U CHEEF L 72 MR TIE SAHA 12X
5D GFP mRNA FHA A LN TWAZ &
M HSP B HERF SN A FFIEHI 1 — 7 CD4 |5
ﬁT%Wi*ﬂif’ﬂ%MTméﬁ%ﬁMﬂﬁ
WIS LR W ERBH BN E o Tz,

D. E£

HIV-1 OERIBFRIZIT T A K- T4 2R+
PERALTWA Z EREHENTWA, B
% FVN Tz in vitro D TrE. CD4 B T filakk<e
TCR HMRICAEFT 203 T MiflaniE e L
THHAESNTEE, LBLERL, Z0Xk54R T
MPIE TN TCARY — =7 =27 XI5 LT
MR TH D, Fio, B OEN PBMC IR
el 7z HIV-1 OFEEEZD T, Wb
5”shock and Kill”J/EEEIZR VT, TCR 720
T72< HDAC [HEAIZE DT fkix p3ERIRR &
NTEENR, ZOREITESHT LA, HSP
BEMEINFHIEEICH D naive T MIRITIE L
LD HIV-1 mRNA OAHFEHF L TE Y, TCR
HDAC BHEFNC b S Lol 2 Einh, Zh
D O TOEREGLIT—E TCR %A%
U—-x7 =7 Z—Hild L b B2 RMOHEZ
ZT TS EHERIND, FTFEE S L Stem
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cell memory T #fif@ (Buzon et al., Nat. Med. 20:139,
2014)i%, AHBFZEDOF I naive T AHFZIZEEELL 72
REEO THRELER TH LR, AE U —T M
EHE L CTIEMEEN T U A VR X D HIEE
EEZITIZ WEDZOFEIIELSICDED
HIV BEEE 1T ARG BB B % R
T ERRIB X TYVN S (Jaafoura &, Nat. Comm.,
5:5407, 2014), Z DX 52T 0T A N AZFFOM
FABAERNDO ED X D 25 THIEHEILL Y 5
Do, HBENEE-7L silent 72 F BT HD
N, BB FLIVTEITL T RERD D,
HSP B2 1345 1% O BRI BT IR TE O FEM 72 7
HricB A7 nvito 582 TH L L Bbh s,

E. f&m

FIEEICH D CD4 B T Mifla 2 REIRSERMER 7T
HE72 HSP (HomeoStatic Proliferation)f5#R1t, 1
ZHLIEADY o B TEE R STV D
CD4 [BYE T IR 2B L7 IRRE T A —7 T #
fEb & CTREMFETE D, ZOBETHEIN
LA —7 T HBAIX, in vitro T® TCR HEL=
HDAC FHEHNC X % HIV-1 mRNA OHEINIFHYE
SN e D, BT A —7 THIfAT
@ LTR #1358 /172 TCR Rl % 5 1 THELLRAEE
WCR-TZF0E CD4 B TR & 12 b &M
RIBEINT, 2D XD eFH RO T g~ HIV-
1 B L BRI DO RNLIBRRESCE OFEERERIZ OV
TRICRFABMLETH D,

F. RERERIEHR
2L

G. HWrsEFER

1. FRSIFER

1) Terahara, K., Ishige, M., Ikeno, S., Okada, S.,
Kobayashi-Ishihara, M., Ato, M., and
Tsunetsugu-Yokota, Y.; Humanized mice dually
challenged with RS and X4 HIV-1
preferential RS5 viremia and restricted X4
infection of CCR5*CD4" T cells. Microb. Infect.
2015. in press

2) Terahara, K, Ishii, H., Nomura, T., Takahashi, N.,
Takeda, A., Shiino, T., Tsunetsugu-Yokota, Y, and
Matano, T.; Vaccine-induced CD107a* CD4* T
cells are resistant to depletion following AIDS
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virus infection. J. Virol.,88: 14232-40, 2014

Kobayashi-Ishihara, M., Takahashi, H., Ohnishi,
K., Nishimura, K., Terahara, K., Ato, M., Itamura,
S., Kageyama, T., Tsunetsugu-Yokota, Y.; Broad

Cross-Reactive Epitopes of the HSN1 Influenza
Virus Ide ntified by Murine Antibodies Against
the A/Vietnam/1194/2004 Hemagglutinin. PLoS
One, 9(6):¢99201, 2014

Tsunetsugu-Yokota, Y., Nishimura, K., Misawa,
S., Kobayashil, M., Takahashi, H., Takayama, L.,
Ohnishil, K., Itamura, S., Nguyen, H. L. K. Le,
M. T. Q. Dang, G. T., Nguyen, L. T., Tashiro, M.,
Kageyama, T.; Development of a sensitive novel

diagnostic kit for the highly pathogenic avian
influenza A (H5N1) virus. BMC Infect Dis.,
14:362, 2014

Suzuki, T.,
Tsunetsugu-Yokota, Y., Sato, Y., Morikawa, S.,

Tashiro, M., Sata, T., Hasegawa, H. and Nagata,
N.; Effects of Toll-like Receptor Stimulation on
Eosinophilic Infiltration in Lungs of BALB/c
Mice Immunized with UV-inactivated Severe
Acute Respiratory Syndrome-related Coronavirus
Vaccine. J. Virol., 88:8597-8614, 2014

Matsuzakia, Y., Sugawaraa, K., Nakauchi, M.,
Takahashi, Y., Onodera, T., Tsunetsugu-Yokota,
Y., Matsumura, T., Ato, M., Kobayashi, K,
Shimotai, Y., Mizuta, K., Hongo, S., Tashiro, M.,
Nobusawa, E.; Epitope mapping of the
hemagglutinin molecule of A/(HIN1)pdm09
virus by using monoclonal antibody escape
88:12364-73,2014

mutants. J.Virol.,

MEFFIR, SFRFE, ARELT. BIEBRE,
TrHER. I, ILET. BEJER)EE
F e M~ RADORKE U A VAT X —FF
B A~OA (3) 1 BB B AR T A )V AEE
RS, AR, 2014411 A 10H

FHEE, sk CRIR) £, SFREfZED,
BHIR1)2), FEAMF=3),3)11 (%) &, 1
FE MTILERT. BB (ER) K7 MEEN
IZEE B HERF S N7 CDASMET AR~ D HIV-1
DY & = OB HIEEE OfEA | Fo2(a]
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3)

4)

5)

H10H

SRR, A BT, WA ANARCATR)
o, [ HE, BEH ([ER) 57 RS- X4
HIV-1IRAEEG v M~ o 2 O G RN
HAILDHRS T A b AERNE & O EA \./Jb\
Tl HBe2lE HA Y A )V A RS
R, 20144E11J7 10 H

FRIFAS AT 2T, A RO sz il
WAL, AHER, EBEHZ. BUHAER)
T BARIERE, BT 7 7Y —&
PRI BENpr DT RIS Licvw /a7 7
= N R 2 R HIV-1BHE# o femi b AF 72 )
H2lE| F AT A L A RS B,
2014411 H 10H

Yoppy R Candra, Anna L Poetranto, Aldise M
Nastri, Edith F Puruhito, Bf[HE®K) 45F, ¥6
RAWFE, 521055, @Rl i |, JEK—

5 ['Comparative analysis for the detection of

avian influenza H5N1 virus by using a novel

6)

luminescence analyzer (POCube) and real-time
RT-PCRJ #562[H] H A7 A )L R A &
BEIE, 20144E11H 10H
Shota Kazutaka
Tsunetsugu-Yokota

Tkeno, Terahara, Yasuko

[ Induction of human

cytokines in humanized mice improves dendritic
cell development and antigen-specific antibody
production | #5431 H A F 2 P ilrdE & | K
#h. 20144E12H 10 H

H. ZAOREEME D HHI - Bk

1.

- 29 -

R A
L

. TR

L

. TOM

L



GFP

4.96%

1.83%

Pk Bt Ao SMRERGE

s

“Bhpk

P T—— Proliferation

10°
10* 4

10° -

0.95%

10% 4
0

Pk S B
0%

T T ¥ fi T
1w0° 10t 10°

<Pacific Blue-A»: proliferation

1 #IEH CD4 B T MR 5 HIV-1 B & 2 DR

(A) FKFHI CD4 MR GFP 223837 5 HIV-Ing Z R S 72, Z O
ZIL-7 & IL-15 MM U7- HSP & L, BP9 BRIV u—H A hA—F—T
YRR (GFPfitH) & 385E L~v (BEfh) 2T L,
(B) KFHIML CD4 BEMEMINE % B IZ naive HEIRIZ 31T, VSV pseudotype L 72 HIV-
InLg R ST HSP B U, Bt 14 B OMIRIETE & GFP 34 7 o —
YA A —Z—THET Lz,

rezlative GFF i Ml s pression

relativg tat mfEMNL exprEssion

Lo

¥ & 8 8 8

2 GFP Z3EL L72VWERIEH] CD4 BB naive T MR TO ¥ A /L 2 mRNA HH
VSV pseudotype L7z HIV-1n g & &Y% & C HSP 555 14 H#% (K 1B) O GFP [2
P, MAEIED R (BRIEHA) CD4 BB T M@ % FACSaria TY — b L, HSP K& % 5
D WE TCR A AN % T 1 BB L6 B%IZ RNA 24 L7z, cDNA &
Rii%. &8 PCRIZT GFP (A)¥ L U tat (B)? mRNA JEHEL BN U7-, ML,

HHAZPY endogenous mRNA =2 >k m— L & LT RNase P @ mRNA [ZAEXEY 72 GFP
BLOtat OFHFL~vE L TRLT,
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relative GFP mRNA expression

o

3 ERRERYE U7z b3 CD4 BBYE naive T HIIGIZ 81T % HIV OBIEME( L

2 [FERIZ VSV pseudotype U7z HIV-1nig % %G & 8T HSP K54 8 H4IZ GFP &
P, AIRIE S (i EH]) CD4 Bk T M@ % FACSaria TY — ~ L, HSP &% H
WZRFE LT 15 HAZIZ RNA ZfhH U7z, —#6i% 13 B B 12 TCR B4, & 5 X SAHA,
dAzCyt 8L, RT< 15 B EIZ RNA ZH#H LT cDNA % &% L T GFP mRNA
% PCR Ef U7z, fitlhi%, MIfEA endogenous mRNA =2 | e— L& L C RNase P
® mRNA IZFI% 978 GFP O L~ & LR Lz,
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RS BRI A B &

TA ARRITEESE (A A REREITFEEHE)

SR s E

HIV 7/ AOERAL - BIEHALICED 5
TV RT 4 v 7 FHEIEE L OFIE

mEsEE  ER
Mo E WE

Getst SRR RGO ISR AR R SE R R
R ERERFERFEGETRIAIRF EER REEA

MEEE :

HIV ARILD S F A B = R b k51578
72 ET LTR OFEEL XNV EE=F —THENERSH D, AL TIEHE 7272 dual-color
reporter & {ERK L. REWIHI K OME I 1T 2 B IIRER OFFE & 0 FL~ULTO
BRALA I =X LDORIEEIT o1z, FORER, BRSO —EIcB W TRRZIER
ICEHENZ LTR B REH LT 2 HNFEET 5 Z LA LN R o Te, REEIL, 1
R LTZHHR LR —F — A VAZER T ARICEA L, BRICESLOEREZH L)
\Z L7z (Matsuda et al., Scientific Reports, 2015), F 7z KE#E\LEH A7 YV —= 7T
0. BRI LTR 22 ROICEEE I TE 2 MBS ORET 2Bt LT,

2iE, RgsMRE e 2 BRI AR L

A. BFREEHB

HIV-1 1XRPN T CD4" T MR U, Beduimia
EWET A LT, BREFRICEERABERAEY
Bl & Z 97,2009 £ OE TIEH I 3400
FAD HIV-1 EEESND EHESNTEY,
HEITKREREEL 52 TCWAHREEDOD &
DOTH D, BUE HIV-1 B o5 L TIIEH O
L HIV %2 GFH T 2 ZHI0F FHRIEHAART) A
TN TRV, AIDS OFRIELEZZIRINHE
CMTFERETH D, L LIENORE & 7245k I
HIV-1 latent reservoir & FEIZI 5 RIS N R TF
LTWAT- ., HAART I X o TR LS
\ZHIV-1 R % Z LI RFRETH 5, Latent
reservoir 7>6H D7 A LA DBEIEMHALEZEE 20
WL BT ESICEY BT HIV EERA L2
1B 5T, R A V2D, BEALE
TER., EREREOMBENELTEY ., BREK
Yurr £ VA DOPERBF-R2RE &L 72 o TV D,
HIV-1 latent reservoir O TH ¥ A )V A MIEDE
7RIRE & 72 o TV D DI YL CD4A+T cell T
HD, ZOMIATIEZ S 1 AL ADWREET HIV-
| BaFORERIE SN TBY, 7> TH
HIV EOEH) L 72 57200,

DK D IR RER O & LTR @
FRIEMEAL DL F A = X L OFEA IR

EDHILTWANR, EDO LD Rz T
RBEGEDNRRSE L TV B ONEREH S &
NTEHP, BIRILATEEPSIC b 5 0 F D
BELA+STHD,
BRASEREIX, B LTEFRLAR—F— T L2
ZIEH THRICEAL, BRILERSLO & A F 3
7 AL ZFORIEOR e B Lz, £/ KH
BAbEMA 7 )V —= 7280 BRIE LIR %
PRI HEFEEATEDLEDOREE HIY
E L7,

B. B35

1. IE% CD4+T HIfE % F v 7z e 28R

SRFY I A SEIE % CD4+T MR E A PBMC %>
bR E— X2 HWTEREEITo 72, EEEE
TIZYERL L 72 dual-color L 7R— 4% —DNA %
203FT MAEIZEEA L, BIRE Y A VAR % VERK
L7=®D%, spinoculation 2 & > CIEH AR E
AL, D%, CD3/CD28 HLifIz k> T T #
M Z R L. Z DR O LTR DiEHL~)L &2 7
o—3 A kA N —TRITEITo 72,

2. BIRML LTR ZBIEEIET 2180 DO RKEE
A V==
Jurkat #fE T dual-color 7 /LA & YL X K
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QeI RS U 7o R 2 3 i L7z D 5 |
21 FTTEEEOARSy LB 2 S %, LTR O
P LT High Content Analysis (2 J2 o CTHi .,
FEL, {LEWORGE ZA TN D,

C. WrouitR

1. E% CD4'T MBI 5 LTR DOERILEL
SEDREH

R S CDA'T M 2 dual-color LR
=R S F OO LTR OfEME ~r
MR Lz, EohbofEMICH LT
CD3/CD28 FifisZ N CHUFMIIR 2170, Al
DOIEMAL L~V LRI OGET Z 1T - Te, &6
\ZHTAEEE F CLH 57202 Lz EZH2 OFREHR &
HDAC DBREHRZME L IR DRI S %
DR R G LT,

FOFER . R T M I8 T b Mk 2 v
72356 & RERIC BRI LTR 2580 = /-
BN T 5 2 R bhoTlz, Z OB
JFREIZ K D MR oG X - THii/h s
T2, BRI MEIR E L CRERGET D2 &R
bhyolz, £72 EZH2 & HDAC OFLERNC L -
TH G O RACIER Y A X & HEg/ T &
AT ENbMoTz, LLRNG, IBR(EER
EREAIIRETET. Zhbo0EMERET
A AN T T O—DNEE PRI
L7,

BFFEE R & U CHEEFEE E COMakk DT — &
& IEE A Z F V72 HIV-1 ORI ST D 7=
BT AN AL ONWTHLTEELE
(Matsuda er al., Scientific Reports, 2015),

2. BRAL LTR % BIEMHET 2/6EH DRI
Ry V==

Jurkat fJEIZ dual-color 7 1 /b A % JiRGL 6, K
QeI R SE LT RIbilaz m B L7z D b |
BOTFILEWENE LTz, ETRTT 4T
ke —/L & LT PMA+lonomycin A 4LEE L. &
HR O EEMOER AT/, LTR D
1&ME L~V T High Content Analysis (2 &> THg
M., E& L. (LEWOREZHAAT,

BAEE CILERRORBEICELT LUBIE21
FEEOAEMA T ) —= T 2R L TW5,

D. £%
AMFFECTIERL L2 7272 LR — 2 — 7 A L A
V1, G RAE R O —E IS B E A BRIV EE R
VT NHA LTI, BT CEDLRTHY
WARIE G D4y A T = X B HE 5 IEHIH A
THh D, AL IEEHIIZ BT 5 R
DRSLEE, HIV-1 JEYYED cure # HfET A 7
TV AN TH ECIEFICEERRER T
BTz, DERIFEIRAL Lz A U —T Ml DiE
PEL L HDAC OMENEZTHD L3 TE
7oy, Fox OFRCEARACEM DO I EIT S =
ET, EFICE L DERFEPH LN Ro T, K
WFFEAE S Cor L7z polycomb {77172 LTR Dl
WIS B D —D Ll b L EZ BB N,
BIEMEH © & 2 EA CIEma2REICITE
BIpinoTn, %I NEDHF A =X L& H
Ml LTl R IE RN REThr EEZ BN
770

AW TIE, B 7eb e & 5 FERZ RIS
R ALEDOKRBNEA 7V —=2 7 % BRIR L
Too TNETIZHEMRAL HIV 24200 & LT2(bE
MA 7 ) == THRHE SN TWD A, ol
TR SRR EH U THRET 2 46D T
W5, ZOMREGTHIZ DT ATI=A LD
FES & HIV-1 ERAE Ol 2 587 5

E. &

EH TMIIZB VT, HIV OERACIZ T O
T2 RT A VI AN ALPFEL, ~T
b R DR A HE - TV 5,

F. BRI
AL

G. WrFER®R

1. A 3CFEFR

1) Matsuda Y, Kobayashi-Ishihara M, Fujikawa D,
Ishida T, Watanabe T, Yamagishi M. Epigenetic
Heterogeneity in HIV-1 Latency Establishment.
Sei. Rep. 5:7701, Jan. 2015(doi:
10.1038/srep07701)

2. FERE

D ESR B, RCEROZESE, BE R,
AEEE, EEEE. THIV-1 BRIEORE
— M L F DT AT = X LD 5 62
AARY A NV RAEEERRE, SV 7 1 2
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e, MR, 20144511 H 12 A (20144 11 B 2014411 A 12 A (20144 11 A 10 H~12
10 H~12 H) (—f&QAE) _ H) (O

T, IMRCETR)ZER, FRMZE,

K, A=, N4GHINE, LE. i H SEOMEREDHRE « BRI

FT. HHEAER)NF., MEEICEEER 1. RS

47z CD4 B T i~ HIV-1 DJEYe & 2L

Z DEGHIEEEOHI ] F 62 BEIAARY A 2. ERFERH

Jb R BRI S NV T ¢ R AR, 2L
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JRAE ST B R AR SRR B &

TA AR EE (= IR ERITTEERE)

SRR EE

HIV R - IS ICBEE 55
JANVAEREBERTFDSFHEE

moeotEE K = ESCRIYEMRITURISYRER  RENRE

wroEmE k& EM

| ST G AE T SO G B ED BFSEAE

MRES : AMEE, T34, HIV-1 BPEMGIEENA v ¥ —7 vy (IFN)
DU, MBI E L 1BRERNTHAZ 2R LT, FZCTIAIFN ©
FEIZLVRANEFE LLERLIND 6 MEOHEMER (APOBEC3A. IFITMI,
IFITM2, IFITM3, ISG15. & (N RSAD2) & HFiHEHR MX2 OLERHMME, HiZ
CRISPR/CAS9 v AT AL BENDEMETD ./ v/ 77 Mikda AT, HIV-1
N7 27 —BULR—=FZ =T A VAL DRREREI T2, FTORE, BiED
EBRTHFICIFITM 7 7 2 U —EHN MX2 VL DRREIEIEE 2 R~T 2 2 R
Hi7z, —F. BEDOERTE., Hx D@EBFOT—2H AL 7T T A
IEN 12 L D58 D 22 Bl s 5 o FEIE R+ Th o7z, LEDZ &b, RE
DOBET Z B LEBOEEFIEEIHICEFES L T2 AR RE S L7,

A. FFFEER

B4l nETOMRICBNT, w7 a7y
— VRO 1 B v X —T za
(IFN) ALFRIZ K 5% L\ HIV-1 FRYEpiEAHnH]
X Vpx FIE T CHMERSNRNT & DE D,
SAMHDI1 FERTFER 72 HIV-1 BRIl zh R %2 &
H U7, RV TIE, 18 IFN FFEE
fa¥ (ISG) PRIEEHADZ L EZHIE LTz,
WEAEREEF TIZ, IFN-0 IC X > TR AIZHEE SN
A2 EBRHALMITR T 6 MEOEMESET.
APOBEC3A. IFITM1. IFITM2, IFITM3. ISG15,
K RRSAD2 % 3 FEED R 72 5 HIEIZ LV HHL
SH, HIV-I AV 727 — B U AR—F—T AL
AERAWEBREEREITO ZLICL D FEHE
LT EDIZ L 2B MSI R e et Lz, 72
CRISPR/CAS9 3 A5 1% AW T-EEETFO
w7 T oMY, IFN fFETIBWT,
HIV-1 R ROEE BB I DENE
Tz,

B. B35
F9°, HIV-1 BRIz R 23 18 IPN $F 2500
EMEWEE LT, IRICHEE, &L TFLE LT

[E7E L7= IFITM1, IFITM2. IFITM3. ISG15 K&
TNRSAD2 L HHER MX2 D& ERTMIK
%, DNA AR OIEABRE IV FUA
WAL D NG ARE v a v @R B =
FEFE O FVETHISL LTz, £ b OMIfElZ HIV-1
N 72T =B UR—F—TAVARRRYEE
N T7=2TF7—BT vEAITL Y EREED
EEEIToT, FMXLITO®Y,
LIENTZY - T2 - I B oD AR |2 K 2 BER AR AR
REDFHEY

B OER A @ Bk THP-1 % phorbol 12-myristate
13-acetate (PMA; Sigma) 30 ng/ml T—pLEE
L7, IZUIFN (o, B, K@), HELIFN (y)
FTME IFN W) % Z41F4 500 U/ml
PINZ TEE LR,

2. RA A L UTHEREBEETHER ST A I
N OEE

pCXN2 (KA VAR - BIREAEL V5 5)
YL TK Tus—F —/3d~A
VHEER T % pCAGGS A LR, 20
v NFra—=TY A M CKRKHA 7%
AL T, PCR HIlE L= & BEmfERTERHA
LCERIL 72,
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3. TAIMORE M8166 ~D N T v AT = a v
W2 K 2 22 s BUANNaK OO 1 57

2 TR U o A< A o il i s - 38
WTT A FEeineh, T Mok M8166 1=
4D-Nucleofector + A7 A (Lonza) % VT K
FGUAT 2y va L, 48 FEEIC 1 mg/ml
D G418 (Wako) & ¥RM, 1BERGE L CLE
TN % B LTz,

4, R TRV T IANANRT L —]
T

AT pCAGGS /N 7 AR— 2@ HA # 7 ff &
BEMEE TR Z—DA P — N %
& 77 & PCR IR L7, vorF v b
7B =AU TR T2,

5. LU F A INVANRY L —|Z LD s T

D, w77 NIEERRE LT, 2 ba—
& UTSAMHDL / v 7 70 M Z—H4E
w7,

9. CRISPR/Cas9 V> F U A)NANY Z—|Z L
Lt/ v 2 7 v b THP-1 AlEO R S7
8 TYEHIL 7= CRISPR/Cas9 L > F 7 A L AN
B =L H{NT, 5 ERERICa VT AT 2
ar LT, pdEEIELEL, Skl
F A AR H—% MOI 3 C THP-1 #ifaiz
WA g Uiz, 48 IFETEIZ 0.5 g
/ml @ puromycin Z#IN, 4 HREEE L TEE
FEBUMIN & S U7,

10. SIV Vpx BGAZH D SIV gag p6 {4001 HIV-1
Ny T2 TF—FBULR—F =7yl AX DNA
DEEE

D293T HIEA~D N T VAKX I a

4 TIERI U7l fc TR LV o F U A LA
R B Ny =30 7Ry A— Rev, Tat,
ROUKBEPEO T A LA G EE (VSV-G) %
WAy Z—% 23Tl T AT =0 v
g LT, 48 WpR#IC By o o A v 2 &%
p24 antigen capture ELISA (ABL) (2 & Y HlE L
oL F I AN ARY Z—% MOIL5
T2T A N T v AKX T 3Lz,

6. XA VA T UEBE T S EARE TR
L LF A I AR H—DRES
FROBEMBETFREL FUANART L
—® GFP B FoxthEhxAd~A v
BT S RO 5 2 Lo X DRI L 7=,
7. FAA T UMEBEBE TRV F oA
ARG B —Z KD EESD HeLa AL O ST
6 TIER L= A~ A ¥ Uit E a1 &
MBETHEEAL T VA NVART Z—% Hn
T, 5 LRECa b 272733 LT,
p4 BEHEE L., Bbhic Ly F AN AN
7 B —% MOI 5 CHeLa#ifgic N2 F 7 v
g L7z, 48 BEREI#41Z 500 pg /ml O G418 %
BN, 4 HREE:EE L CRERTMIEE B Lz,
8. EEBT/ ~ 27 7 v b CRISPR/Cas9 %
L LF A ) AR H— DR

3 PAM B A 2B 3 5 20 S EE OZERIES %
EHEET e T VA LT &4V Y v
#1—% CRISPR/Cas9 FEIL - F 7 A LAY
X —IZHAT D Z LT k0 R EE ST
WARI X =L DA NI ATl va il d

HIV-1 Vo7 2T —FLR—F—F a1
A DNA @ gag p6 fEIKIZ, SIV O Vpx f&5E&EF
— 7 T& 7% DPAVDLL fie# &4 A L C/ER L
7oo £ 72 RRE BiF 2 00 U7z SIVmac H 2k Vpx
FH AR S — %45 PCR T @ pCAGGS ~D
UNIUE: = 20y

11, JRYeERR  F500 1 Tl L7z IFN LB
JEVE IFN dshntge o3 H . 3, 7 K OV9 THHE L
To R EF BTN T I, £ 5 THE
LTzl T A E 7 2 a D 48 IR
FEYLEBRIC V2, 1 00 TFN ALEHIID & 7213 3,
5. KOV T OFEREETHREBMIE 2 A 5 s
EBHCIE, 9 Env ZEALY T 2T —E L
AR—&—HIV-1 7’17 7 A )L A DNA KO VSV-G
FWHLARY Z—% 203THilg~a T A7 =/
va v Lz, 48 B R O p24 E%
LT, BB 2TV, B 48 FFfH
AR R AR L=, T E v Tvy o
= T — VI RE LR E B LT,
9 OEMELETF/ v 7 77 Ml ZE BV S
YPEECIE, VAL ADOTEDI-DHIZ, 10 T
YERL L 7= SIV gag p6 A0 HIV-1 Ly 7 =T —
FLR—F—7m 7 A/LA2 DNA & SIVmac
Vpx FEEA T 2 — KON VSV-G Y ¥ —%
abhNFUAT =g L, 48 B IC E
BHO p24 mERIE LT, T PMA LEIZ L
D o3t &8, IFN-o 778 N £ 721337 N °F
®L7=/ v 7Y~ THP-1 MRS, v
7 =7 —BIEEERIE LUz, EAMBicB T
HEMEEFORBIZIE Ty AZ Ty
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MEIZLZ VR L,

(R mEm~OEE] BT ERIT,
STRRYRIERFZERT - fB#R 2 DNA ERLLEES
WCRBWTIERL 25 4E 9 A 13 BRI AGRE S -1
25-53 R OVERK 27 1 A 15 BAHTAGRE S -
B 26-85 128V, E-KREMEE (FERK 25 49
A 20 H ., KEMEFRBMES 25%CFRHES 1849
BV X VAR EB- T 0 b a— it -> TIT
b,

C. HFFERER

1. IFN @ HIV-1 YRS e 1 B 2 T
Hb

b &7 THP-1 #fEIZH1 5 IFN @ HIV-1
RRYLETHIPHENT A V) TR LT, IO
B (y) TIEHESCEBEINZ, T8 (o, B.
O o) IZBWCIEIEE TRV Y A L A {E T
NRD BN, BIZ IFN-p THRLBEE TH -T2,
TORERIY Fa TV A NAERY A T LET
B HIV-1 1255045 IFN O A L ZAFEMEIT T
REERATH D LRI 7=,

2. IFITM 7 7 S V—E BRI Y A VAR
HEETH

7T A RR— 2 DR EFR BN D ER TIX,
WO I T b BRI 20 ST He
B/ NEDoT2b DD IFITM 77 I U —BER
BAAA I & 30~40%NH14 5 2h B3R
DT, EBRE VT UANARY X—D%
WCEE L T{To 72k R, ISG15 £ 7-1% RSAD2
T 50%FREEOMFHIZEN, £ IFITM 7 7
U —EH TIEEE T T5%RRE DM ZhE 328
D BN, BET MX2 REAME L IZIERRE
THole, LUy FUALNARYT Z—DFZTHRD
ONTRRAZBFHENICBET 20, 2To
VT OANVARY Z— I3 A~ A M
BRTERALC AR LEZYA V2 ER W
NGV AE T a B {Tol%, G418 12 LD
FHER A L CRERBMEKEZ B L, Z
NHORIBIZBWTIFITM 7 7 2 U —EHE
TAIIRIC IS B HIV-1 B EIT L v g L
720, MX2 FEEMIEE & HIZ 90%LL_EOHH]
HEE R LT,

3. 17 IEN |2 & 5 HIV-1 BZEmi#iimsE Mx2
RJFITM 7 7 2 U — DA Tk

4-[d], CRISPR/Cas9 & A7 L% A L CHhEE &

W= YA Ly o T RRB KRS
FITR L TENENA/ERL L 72 CRISPR/Cas9
VFUANABENRT Z—DEN v 7T T
N REBHR LB, BE/ vy I T 7k
THP-1 MR A ER L7, 728, {b L7 THP-1
HIIZB W T SAMHDL " ERBELTEBY, £
BR SAMHDI1 12 X 2 Y EF T mRE CX o2
EmB HIV-l Vo7 2T —P UL R—F—7 1
7 A /LA DNA IZ SIV gag p6 ECF| &AL T
Vpx L <EWVIADH L7 1Y A VA DNA
EVERL U 72, Br7-ICHEEE L7 SIVmac Vpx %3
R B—=LDARNF ATl arillo
THELNETVANVZAERNT, MESE ./ v
27 7 7k THP-1 #fE (IFN-o AVEE 72 13 R AL )
WX AR ERZIT 72, TORE, IFN-«
UL DRI BN TIE, MX2 /vy o2 T Uk
DHE I BRYERE R IS%BEERD B,
APOBEC3ARIFITM 7 7 S V—ERH ./ v/ T
7 R TIEZENEN 5% ORIENBEINT,
PLEX Y —ED ISG D& 5T, MX2 %X
CORMDEBEMLET b EDTEEOET DN EHHA
LT, VA NAERY A I NDE R I AT v
Z AR L WA RTREE SRR S vz,

D. B

SEEDFRIZB W T, £ HIV-L IS 5
IFN OHL Y A NV AIEWEN TR IER IR T
HDHZEDRHELDI R o T, GRS
SAIRDINT VRT3 a Nk BEE
FEBUMAL D EBRIZ B\ TiL, APOBEC3A FH,
RS < ZOFMHIT LV AR TIERWHERD
HIERZ R Lo, ZHhUBEN S OEAKHR
EBRNOIIBNTHZ L L L, Tnst oz
EFRBMBICIBNTH, 77 A RX—20DE
BRCITEIERIZIE S D& 0N H v | B IC fila
BERATHT v A OB S THBENR,
ST N VT TANVARYT F DT~
EEFE LI, LOLAERL, YL v A LA
7 % —DNA |[ZEAFIMEBETRE TN TR
MoT-l=b, N T UARE T g BITERTEIR
2AHRT, MOL % EiF 5 Z & T, #im Lk 100%
OMRICENELRETFREAINTVA LD L
L CEREIToZ, TOERRTIL, EBRAE Y
E— N3 EICRREROBEENSKE S S
Niied, EEBICL Yy FIANANRT X —
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DNA (23 A< A Uil s 72 Anvbd 2 &
2 & o T ERARRINIC X D 22 E S O fst ST
WHEBE L 7r o Tz, TORE. MX2 & =FfiHoO
IFITM 7 7 2 U —Z A7 HIV-1 28 LT h
FRNHETEYE A R T 2 E R B bl o T, &
D—F T EBETOo—r YA L 7T
BV TIE IFN- o MLBRZ 2 Gemiil s & oo fa]
BIXENL AT RL T2 D01
AARA 2N mHNC 5 L Cnh D b Tikien
T AHI LT,

E. &5

(1) IFN @ HIV-1 FESLATHHIE 13 (o, B,
L o) W[CFRRBEETH - 72,

2) EMEAS T OB Z ERBLRIZB W T,
ZFEFHOFITM 7 7 2 U —HEENMX2 &
T bR NHTEE &2 R 2 & 3o Tz,

Q) EHIBMETO /v 7 7 v ME O8N
WL, ZNThoOBETOrA L7
X DG EE R < S RMOBET 2 ST
BEOBAR T DRGNS T 5 LT 5 AHE
PEAS R ST,

F. BEAREH
Bz L

G. WrsEsEsE
U

1) Utachee, P., Isarangkura-na-ayuthaya, P,
Tokunaga, K., Ikuta, K., Takeda, N.,
Kameoka, M.: Impact of amino acid
substitutions in the V2 and C2 regions of
type 1
CRFO01_AE envelope glycoprotein gp120 on

human immunodeficiency virus
viral neutralization susceptibility to broadly
neutralizing antibodies specific for the CD4
binding site. Retrovirology 11:32,2014.

2) Zhou, D., Wang, Y., Tokunaga, K., Huang, F.,
Sun B, Yang, R.: The HIV-1 accessory protein
Vpr induces the degradation of the anti-HIV-1
agent APOBEC3G through a
VprBP-mediated proteasomal pathway. Virus
Res. 195:25-34,2015.

3) Kikuchi, T., Iwabu, Y., Tada, T,
Kawana-Tachikawa, A., Koga, M., Hosoya,

4)

=
1y

2)

4)

3)

6)

7
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N., Nomura, S., Brumme, Z.L., Jessen, H.,
Pereyra, F., Piechocka-Trocha, A., Walker,

B.D., Iwamoto, A.  Tokunaga, K
(co-corresponding  author), Miura, T.:

Anti-APOBEC3G  activity of HIV-1 Vif
protein is attenuated in elite controllers. J.
Virol. In press.

2 W LR, AT = LD A NV A ER T
BST-2/tetherin & ZAVZHEHIT D 7 A LA
B H O 4y 7R Molecular Confrontation
between the Host Restriction Factor
BST-2/Tetherin and Its Viral Antagonists. [
AR A REEEEE 161 126-136, 2014,

/_V\tﬁ

LM, R, /NMUET, LEFEF,
PR TSR, KM= STt A v A
K- MARCHS (& L % HIV-1 Gt
DOFFEI. 5 62 [8] H AR 7 A )L A g (F
%) 2014, 11.

MRICHE ., ZHER, LA E, K=
HIV-1 ERETH O B 2 IFN 758k
PLU A VARG R T-REOMEYT. 25 62 [B1 A
A A NVAESKES (FRR) 2014, 11.
EHRER, KA =, BERJINRE, fhEA
B EmEER: HIV-L AT T7—F%
DIEWERAIBERE D fiFMT. 25 62 B A D A
VAR (Bik) 2014. 11.

T, IR CRIR) =5, SERTNZE, U
BRAOR. fEARME=. A (o)) = LE
W PTILET, BRE (fER) 257 1EED
\CEEERAERF S U7 CD4 B T Ma~o
HIV-1 OkYe & & ORREH| A O
%62 [ H AT A L A ZEEE (W) 2014,
11.

EHRRS, k=, BRRJINRE, MER
B MEEFR: HIV-1 AT 75—F
DM EIRFRLIRTIZ BT DR DENT. &5
28 Bl H AN A X2 (KBR) 2014. 12.
ZHER, LR, NMUEF., LUMFF.,
FEEIEH, A= - HiIHEETIRTF
MARCHS & HIV-1 ® > b —Z 5T
5. #H28EIHAT A XEe (KIR) 2014
12.

Tada, T., Zhang, Y., Koyama, T., Yamaoka, S.,



Fuyjita, H., and Tokunaga, K (speaker).: Novel
restriction factor MARCHS8 blocks HIV-1

replication. =~ XX  International  AIDS
Conference, Melbourne, Australia, 2014. 7.
(Late breaker’s oral abstract)

H. SR EEHED HFE « BERIRT
(FEZEET,)
1. FFEUE
L
2. ERBFREGFE
L
3. =i
2L
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JEREa I R TIR i

TA ZARIEEE (oA ZIHRERAFFEFE)

SyRMT IR

HIV R OWEAR « FIEMEILIZ BT 2B 0B~ ORI O

W E S

% ENRIYEMITERT A AE R v F— ER
GO RZER TR et E R It o & — R E 5 BF

HEER)

Do

MHREEE - BIEE L7 HIV BMRERYSHIIRIZ BT 2 HIV 821 CTL ~OFRER
DEREEZ B BT T 5720, HIV BREGE T Va2 AV CHUEURREENT R O
BREIT-o T2, FIEMHELE LZEED HLA 2R3 25 HIV BRRYSHL & HIV 8RR
BICTL 7 u—r b2t + 52 LIz k» T, BEMBIC X VB ENT Nef ¥ >
NRUBHFEED CTL T8 F—713, o0 HIV RYESAERE TIRRENTHAZ &
DR INTe, RY AT DIFT 2 IREEIE & U COBRBEMREEE I LOERL
WA T BEELE OB SL0 2 HIV BSHIEbREICH A7 CTL ORRICER TH

A. TR R

PLHIV ZOEAZ L 0 | HIV BRYYE T e E T
WIEFERIR B T 72 < Ip o 7208, BROHT HIV
FRIE(CART) CIIVER O ATREMEIL 2V, FHERB T
DBYMNETH S HIV RE2BNT, B
CART 2 X 2EW=EtE, BWER. ERERREE LD
RIBEIZEZITH Y . 5% B 918IEORES
NEBETH D,

HIV EIHEIZ B W TR Z 1T T 5 O3 E#
EFARE 7R MRl TH D, VANV AZ
R EDFBE A DI HIV BRI
EEOREERBEN SIS Z & n
T& 5, THFEERBSHEEZFEE L. BE
T AT K0 R R & B iR IR
BENEB SN TW5D, HIV BEAGHREEM T
FHPR(CTL)IX, BEMEZ O HIV MR BERR D
EEAAT 727X —L LTNESITONS, L
ML b, EOX 957 CTL BEIEMHEIEZED
HIV EREHIAEERR IS RATER 3 2 D>,
B 5T,

HIV F28) CTL 1, B4 TZOH HIV ZEM
B b, FNFNDO CTL i+ 2 =’ b —7
O, MERETOTERRTRE, TR0bEL2 D
T =T ERT D HLA T 0, =0
HBERTROZA IV INRELS BETHLE
bbb, £ T, AR TIE, FIEEEEZO
HIV &I B 2 FURTR R OB EEZ B & )

I D7, FURRTIRIT R OB 2R AT,

B. BFE 51k

HLA-A*24:02 FI HIV EBRRYLER D8 s7
HIV R T Ve & LC, CD4 54 T #l
kD ACH-2 Z AV 7=, ACH-2 127 A LA
7 X —% T HLA-A*24:02 BT 2 E A%,
AR, 7 0—=0 7 %1T\, HLA-A24 {55
3B ACH-2 MIAR(A24-ACH2) & 852 L7, #
Bora—zonT, EFRE CREE &
TNF-o CiEMALHE D HIV EEAEIZDWTHH BT
T 50, B EEFRO RT IEERBREIT - 72,
HLA-A24 [HE 235 HIV BRI Coh
B DfENT

A24-ACH2 % TNF-a CHIGEMHAL#E. KRR
HLA-A*24:02 BEE HIV BYeBE RS0 & 4857
L 72 HLA-A*24:02 #3814 CTL = &° b — 7R &
H) CTL 7 a— 2 & R 2 BAhA Lz, 4 B
K231 . IFN-y ELISpotassay |Z & U | IFN- yEEA
ek s EE L,

(fwHE A~ E)
EER A B DI 21T 25 A 1S3 2E B o
FEEACELZHAVTCHRAL, EE@ A 74—
AR NEET, SR RE ~OAHIL, B
PR B BRI N 2 T B M iFERE D B
THY., mEE ~OBET WIS D, AHF
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FERBIT R ER A e EE S
SIS TND,

C. WrouRE R

A VAR H— [T ACH-2 filfliz HLA-
A*2402 s 1 &N L BRANRING 7 v — =
T AT, #ED A24-ACH2 7 vt — 2 & 157,
TNF-otZ CHE ML RT WEPEEJE Lz & 2
AL BIEHEAE OTEH L v~ & EFEIRETO
Ny 7 757 Rl GREIECO RT {5MH:)
T, Ze— ik TRELSL Big-o Tz, A
v 7 7T FBMEL PR B O L L
SOLREN T B— 2 B O, ERRICH W,
A24-ACH2 % TNF-olZ CHEEMAGE . Ak
Nef 3D HLA-A*24:02 ¥ 3ME CTL =& h—
TR CTL 7 v — 2 & D538 2470 IFN-
v ELISpotassay 1T 9 Z & T, Nef 219 CTL
70— ~OPUFERR RN Uz, E OREHR,
TNF-olZ L D0 % Uiz 7o, £7- A24
ZEBL L0y ACH-2 TitlE & A & IFN-yEEA
a2 R B a7 o 7Dkt LT, TNF-afili4 6
FEM LA C IFN-yPEAE RIS HEL L. 24 W[4
FTIRAITEIN L Tz,

D. B4

A24-ACH2 % F W T MR & 7 L iE & F v
T, HURBREIREOMIT R 2 HEEE L, Nef FFH
B CTL % W THIAT 297 - 7=, ST kI X D
HIV & 37 388G tE . BBl X 7B TH
D Nef IZHET 2 h—7 1%, HONIZHIR
BRI TN Z EIRENT, EFIREE Gk
) T HIV EEAENT & A E7R0 A24-ACH2
HREERE VAR AT 213, PURIRREIED
BATCEHATHD Z ERHALNE o7z, 51,
BRI BRBODEA I TNRIR D Gag R
Pol DT M —71Z% L CHRBEDOK %
1TV, HSET DU A VR X7 B OIS
EPURIEROBEEMEZHONIT D, 51T,
Y H LR TTF FOREMLSE L HRE
RIZEBLEZ D720, RICUANAE X7
BHskoBEH O h—T7HEY CTL ZHW
THRBEOHNETHZEHLEETH D,

PEIEIN
E. i

FHEVEE HIV BRI B T 2 HURIRR

BRE DT R 2 fEEE LT,

F. fEEAERE®
Mz L

G. WFsessk

L.
1)

3)
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Nakayama-Hosoya K, Ishida T, Youngblood B,
Nakamura H, Hosoya N, Koga M, Koibuchi T,
Iwamoto A, Kawana-Tachikawa A. Epigenetic
repression of interleukin-2 expression in
senescent CD4" T cells during chronic human
immunodeficiency virus type-1 infection. J
Infect Dis. 211:28-39, 2015.

Gu L, Kawana-Tachikawa A, Shiino T,
Nakamura H, Koga M, Kikuchi T, Adachi E,
Koibuchi T, Ishida T, Gao GF, Matsushita M,
Sugiura W, Iwamoto A, Hosoya N.
Development and Customization of a Color-
Coded Microbeads-Based Assay for Drug
Resistance in HIV-1 Reverse Transcriptase.
PLoS One. 9:¢109823, 2014.

Han C, Kawana-Tachikawa A, Shimizu A, Zhu
D, Nakamura H, Adachi E, Kikuchi T, Koga M,
Koibuchi T, Gao GF, Sato Y, Yamagata A,
Martin E, Fukai S, Brumme ZL, Iwamoto A.
Switching and emergence of CTL epitopes in
HIV-1 infection. Retrovirology. 11:38, 2014.

PR

Kawana-Tachikawa A. Disruption of T cell
immunity during chronic HIV-1 infection. The
21* East Asia Joint Symposium on Biomedical
Research. Seoul, Korea. Jul 2014.

Hirao M, Suzuki K, Kawana-Tachikawa A,
Nakauchi H, Cooper DA, Kelleher AD, Kaneko
S. Proposal of new immune cell source for HIV-
1 infection study based on iPSCs and evaluation
of impact of viral replication in iPSCs-derived
macrophage expressing shRNAs targeting HI'V-
1 promoter. 20® International AIDS Conference,
Melbourne, Australia, Jul 2014

Kamori D, #F k%147, Hasan Z, Meribe S,
Carlson J, Siarot L, =Jiiaz. S E.
EAREE . WKL, ME— BB, LB
& FF : Effects of natural variability of an
immunodominant Vpr region on
immunuological footprints, clinical outcome
and protein functions. 5 62 [B] H AR 7 A /L A%
RPN R, B, 2014 5 11 A

MR (FINE, A EFE, TR ek




3)

6)

7)

8)

B WEET @Rz BAREE SIJ
£)5% HIV-1 Y2 B1T5 CD4 BB T #ifa
D IL2 BT RIUR T 5 F A =X LOREH.
% 62 B HAVANAEELIES Bk,
2014 45 11 H

GuL,HanY, Guan S, Yang F, Zhu T, &-H1.
CaoY, 3JI(JI4)E. MIAHKE., GaoFG, &
AEE LT, AHEME: FE HIV-1 &esH
DRIBFERIRITBIT D EIZ FARE OB
. 62 [E HARTANAFERZENES | ik,
2014 4 11 A

RS & AP LS. SHIE, 225,
WEET, TR CE R 2 BEAREE,
SONON4)E -HIV BEe®E O CD8 Btk T
FEZ 3BT A H B 7 F OX40 DRRES. &
62 [B] A AT A N2 ES | #iik, 2014
£ 11 A

A%, EEESE, SNJINA)E, TR E,
HEE T MORE, RS E, AR,
EARFEE . AKAHF HIV-1 FBIERYHa D
EME S iEE L OFERE. 55 62 [EHARYA
VAL E SRR, 2014 4F 11 A
T, AIMRCATR)ES., SFIRFIZE, B
K. FEXF =, o)) B, Wk, Al
FEF MEAER)IET. EFEOICEEERTS
iz CD4 Bt T fikE~0 HIV-1 DY+
DEREHIEHIE DR, 28 62 B B AT AL

RS MRk, 2014 4F 11 A
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