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MEETE Y =327 4 v 7 #ilfHIIK+ Polycomb repressive complex 2(PRC2) &Y
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Human Immunodeficiency Virus typel (HIV-D)iZt FL b DU A LA THD . (AN
T CD4 Btk T #ifi, Bk, ~ 7 v 77— <A 7 v 7 ) 7filal SIS 5,
RIS TIX D A VA S o7 B OMIBa M X0 MTFERSHE SN 5720 BYH IR
WNTI% CD4 Bk T MRS L, S R AR Sl & 2 s, HIVIZIZ & A S
fol CH R 2 290N, OMIE TR ST D Z &b TWD, T
D &9 IR TR GG & FETAL, U A L AR ST ORBINERG L)L T S
TV ZEPHESN TN D, T OBRIBAAILILME A L~ TORGEOHNE Z -
TWD ZEMHRE SN TR JEHE T Mo —HE2 A€ Y —T MIEIZ 72 5 BRIC kAL
5 EREIN TS, Loy LEEGSHILAN T ORGE) DI MR RANL ORFRIZ B T 5 v A
IV ZTBAR T OFEBLHIEN L F-53 H2MZ STV, Ml L~/ TD 7 A L A BB 156
BN DA D =X LB ZNETHONZSNTI RN ERERE LTEL, VA LA
EAR T DFEBLAIH S 7RG 2 3042 Z ENINEETH 5 Z & | RPN TO R
Juila DBEPMENZ L D 2 KT B D, ARFFE IR TO 7 A L Xl
{5 DR BRI O FENTIHRHE L 72 E O LR — % —T% % dual-color-reporter % {F#l
L. UANABIEFOFRBDIH S 3D A T =KX Wz fiftfr Lz,

Dual-color-reporter Ji&H% Z FN T2 fiB#HT 22 B B G I W T HIV Bin T D7 1
F—H—Th % 5LTR OIEMERIH S T LIS FET 5 Z E R b E 72
o7, EHIH O LTR OFEPEFREE O S 72 HEM DG Z ORI OMHl X
HEOTEY = X7 1 v ZHlHEFIZ LD LTR EOEMiOBENAED > TND Z &N
HOEMNERD FRICERA M H3 U Y2 27D MU 2AF AR & 2D L~V & HfilfH7
% Polycomb repressive complex 2 (PRC2) MEGAIHOMFNCEETH D Z LB 5
e Teodz, PRC2ICE DY LTR o4k, £ HIV BAERKIZIT

single-round HIV % H\W\T b RGE S 41U/,



7= dual-color reporter & F /=M 70 & . YA LTR DA R YL
faDEMIZB W T H, EHIEFEIC X - T LTR OFEEAIHI SN D Z ERH LN ERD
ZOIMHIBRICHEEDTE Y =X T 4 v ZHIENREE L TWD Z ERHLNE o
77
F ARG TIERAR D A T = XL THNL LTz 2 DOERIERGSHIRR £ A RIZIX LTR E
DI Y = X7 4 v 7 HHO L~L0 LTR O FHEHACHBE~DINEYEIE DR H D 2
EEPBMNT LIz, ZORERNS | RGN I BHEMA L~ DIGE MR R D

heterogeneity 23MFE(ET 5 Z & ARME S 472,

AMFFE TGN T D HIV B F B OfRIT IR L7z LR — 2 — R OAE
B XY, HIVORBGFOFBEIMFEIOA =X LN 218 THDHZ L, FOBRIHE
FOTET =T 4 v ZHEINEDS Z L EZH LN LT, S HIZHIHI A T =X L05E
WIS Ko THE O 72 5 JESHIIE R S ERNL 92 Z E B 600 & 70 0 I RIS MR o

FRAZIT B0 28T LW RS BTz,



(113
I

:

HIV (Z5W\W T

bt b R4 Y A /L A(Human Immunodeficiency virus typel)if, L b1 /L%
B FOANARBICHIHRS LD, 1983 FITHENEDOBEING pBES L, 1984 I
% RS R AEBERE(AIDS)DJFIR 7 A L A Th 5 Z &L BFE S 417 (Spire et al.,
1984),

E OEM AR T A RFHE (UNAIDS) O#EIZL D &, 2012 FORfH TR O
HIV-1 &YF %03 83400 75 A (3190 A5 3590 T AN) ThdEHEINL TN D, it
ITOREICITHIBENH 2 OO, 15515 49 O A D 0.8%7% HIV (ZEY: L TV
DLl D, FTHHURRE A 220 T AMND 280 T A EHEE SN TE Y, 2001
FEOHHBUEIFELL L LT 5 L) 20%0 LTV D28, fkIkE L THRICRE R

%52 T B IEYYE D —->Td 5 (UNAIDS report 2012),

Pt HIV R DOBYE & ZAIPFHRIEICDOWT

Pt HIV SEOBIR TR AT TR Y . 1987 FIRMI Ot HIV ETH 5 iR 5
FEFRBREA], Zidovudine(AZT) A3 BHFE S 4L CLARE, HIV I OKR « 728 24520 & L7z
Pt HIV EDBHFE SN TWD, BUEE TIOEIRIR T RERA A, FERLme R iR 5%
KHEA, 7uT 7 —BHEER, (777 —BHEAR. CCR5 EHRID 5 FEEHD 7 T
ADHK) 30 DK N SN TEY . TNEOEEEMAE DY ZAI0FRED
FTon T 5, ZAINFRRIEOE ALK, — 1 XBIHERRIC L 2 58 CH UM 2
& % (UNAIDS report 2012), #it HIV DO BAFCHAEBRE O M _EIZ X - T HIV EYE
DORESITFIIBICE LR D, BMREICEboT- S 25, ZHIERBIEIC LTy
AV ADOFHUEG L ERAZDRANEI S Z ENARETH Y | I d 7 A /L X RNA O L

~LERHHRR TH 5 50copies/ml LA FICfED Z & A3 H3E % (Perelson et al., 1997), L



2> UL HIV SEFRIE TR g I 7 A VA 2 JebR 5 Z LISk s, #i HIV R
HAOFEHIZ L > T A LA RNA OFELR Y ANy RT5 2 LEAHE ST 4 (Chun
et al., 1999), 7 A /L AMIED I 2 1 2 5 7= DTG 1351 HIV 32 —EJEICIE Y iR
MLZRTNER ST, YAV ZAHBLO Y 27 BIER. EERE O/ S0z
M & 2o T D,

Pt HIV EIEIC X D In vivo D T A )V A EOZEE) & RN O IEN ~DFELEIZ DN T

ft HIV ERAIC L 2 7 A /L2 RNA O IE, KE 4 It bnd, £
FTE—ATIEL, PO DAV AKA DR & HIV BEGSENEL CD4 B T flfia o JERk
& o T, 1RFRBALA 2 BRILAINIC I O 7 A LA RNA SRS T 5, Hil T
AT EEEIA A RV 7 v 7 — O B EICTE MR L 72 CD4 B T M,
BRI O FEIRIC & > TR T2,

ML IR IR MR VRSO ZERRIC X Y o> v 4 L 2 RNA 234
%o BRI O F A I THARCHIIOREIC L > TR D Z ENMbR TV 5, BBEfHR
HIREIE 1n vitro TO HIV &Yttt 45 B UL EAE(FT 25 2 &L A E ST % (Popov et
al., 2005), L2 L¥t HIV $EEB IR 6 AR 1B BEBRRAIIL S & 7 1w A L R 13k
HEINR2NZ NG, ZOMBNRERINZED RFE L, VAV AZREE LTV 5 aTRefElx
i\ (Coleman and Wu, 2009), 7 > 7 /b/~ o AR 50t oD 1 BEYLIE 0 55 JFUA
E L HIZRBINTHEICOHR, HIV BYRICBEEZMEZ R L, Y L7256 O
#1115 B Th D LEZ 5N TV 5 (Smith et al., 2001), F72V 2 EiOIF(ET U8Rt
PHERRI, MRRRIEIC HIV O 7 A v AR 2 G2 5800 A i35 2 & s
INTWD, LLIDOUANRRF2 0 HIV EEiEEZ BRIz > TRkt L T\ 5
BEOENIZBNT, VA NV AMIEFFEREO T A L ZAOHFERE LTHE LTV D2
THTH D,

b EWIRNCIE 0 RPICERAE L, VA L AMSERIEEED 7 A L 2 DOHHRIR L 72> T



2 YL A £ Y —CD4 Btk T Ml TH 5 EB 2 O T\ D, Z O =X
44 WA EEL ., EEHRGECE > THRIADIH SN T 0 v A L 22 RHIIZIEYD
REF3 5, Bt HIV WA XL 5 T A VA MIEFFERFO 7 A /LA RNA OELHINTI
DFEEPEE TN ED S, BREEAET Y —CD4 MRS RS 57 A
JVAMAED ER T A NVABIEIR CTH 5 &5 2 LTV 5 (Bailey et al., 2006), A E U —
THFZIE R Y Vo SHHRICRTET 22 R T A€ U =Tl & REMFICHFET S
TT =27 F—AF Y —THRENPGFEL, 20 2 >OEHDIEIZ LY R CHHEIMRA L
T&E BT IS A 2 5B+ 5 2 & 2 [REIC LT\ 5 28, Hi HIVL SRikh o
B HORORM M FAZEK (PBMC) &gt Li= & 2 A, KiFio HIV &Y CD4 5PE T
MDD 5B 98% N AEY —HIflTHY . TOWNRE LTIE 52% 1"t FTAAEY
—T M, 34%723 h 7T a A AE) —THild, 14%0"=7 =27 Z—AF Y —T
fiid, 2%72° Naive T Ml T 5 Z & 234 STV % (Chomont et al., 2009), Z D
H AE Y =T HIEAHHIV ERE T TUA NV AZRFE LTINS Z E AR LTV D,

TR IRYSHIIE OAFAEBEE X R RS H  CD4 Btk T A 10 © 6 FefliZ 1 fHTH 5
EHEE SN TEY  RNRIRICE 108 HFRE LAMFE L72  (Chun et al., 1997), LA
L Z DM O 44 728 LRV HL HIV EOIRANT & > THHRIE A T2
i EMAREETH D ERELTH, BN B2 TORRYSHIIZFRET 2 DK 60 4
D EHESNTND

F7-81 HIV FIRE F CHERNIC YA VAR 28 & LTk, EABRTxh
W AR AR RSO B Y L SHERIZ B 1 D RRIHIR LA T D & A L 2 DL E 2 6

TV 5 (Chun et al., 2008; Gras and Kaul, 2010),

BRI YSHE TD U A )V A B DRBHI DO+ A T = X A

R EGLn T HIV s FRBEOMEI A = A L L UTIL, & 72 in vitro DI



RIGET L EAVTHIEN T TE L, RESBEDODAN=ALIHGEIND,

1. e —4%—T¥

HIV 3V b UAVATHY | HEDT ) DA LTZBH O T 0 7 A VARG,
5LTR Fidl% 7 nEt—4—xzonrh—L UCHA L ClEETREZITY, 207D
HIV @EFORBUIA T 7 b —a oA MNEFEOERES ) AORYI OB 45 0F
5o HIVOA T 7 L —a ¥ A b &2 MEREIIIHNT L2787 B I3— a9 HIV @
A T T V=g VFIEENERRBEEICZ VD T L A3 STV S (Schroder et al.,
2002a), 16 EDWI) 27 0T —Z—D TR HIV 7 1 U A /L ZH[E UG 7 [T A
ENT-HEITIE HIV & {s 1@ readthrough 23 = % (Greger et al., 1998), Z D X 5 72
AT T v—va A N CTOESMENL HIV OFgi % o X7 E T 5 Tat ° TNF-a
JLPRIT K % NF-kB #REIE I & > THEER S 415 (Lenasi et al., 2008), 7213
& DT T —F—PNEET H5E1C1E RNA pol T A IROEZENE Z 0 15 E8a 1
& HIV BB, AR E—% —ISHEORWBEFOREMENIEE D
(Lewinski et al., 2005),

2. ERHE4G

HIV-1 LTR @ U3 f#8(21% NF-«B,NFAT,Sp-1,AP-4 72 £ 015 EOERE KN 15 A

YA NBMFET D, ZHE T, NF-«B,NFAT 28 HIV LTR (Z#& A T & 5 Z & (Kinoshita
et al., 1998), NF-xB Of5 G703 HIV OERFIZ K & e B% 5 2 % Z L (Kim et al., 2011),
Spl 2 HIV Oi&fs 3B AR AR TH D Z & (Perkins et al., 1993) N E I N T\ D
FZNET LTR LOEWERFEAESIDOERIK &2 W a%e b, LTR Eo
Spl sites & kB sites DI Lo T, ERILPFHE S5 Z & (Burnett et al., 2009),
GG CLE D AP-4 A F BB RILORSICEETHL Z 2SN TWD
(Duverger et al., 2013), NF-xB,NFAT [Z{RIRAED T Mifd CIETAREICHBEL TV 5

D5, MRSV 2 EERNICBAT L, i85 RT & L ToiEEEZ7RT, NFxB @ p50



RelAD~Tu XA ~v—Zt A 7 & F /U LEEHR TH % p300/CBP % LTRIZY 7 /L—
L L(Zhang et al., 2011), DNA & & 2 b v OFFMEE (L SHIRE 27FE+T 5, 20
&£ 9 72 HIV O GBIARIZ B 218 R 1 OFBLOIE M D L1723 HIV O IRALIZ %2
TLIENEZLNLTWD

3. IEHE

HIV O & /37 E Tl % Tat 1 HIV BisF DGR IZIB W CTEEREE 2 R
729, HIV O#ERAA A 51X TAR RNA & FEEN S 55 705 59nt @ short RNA 235
Hahb(Kao et al., 1987), Z¢ TAR RNA (% Tat & FHAMEA L, HIV LTR O#55 B
BRI T T LT % RNA pol I O JENICEIEEMER - Ch 5 P-TEFb 2 U 7 /L
— b3 %5(Wei et al., 1998), Primary CD4 1% T flifd 2 F 72 iF%82> 5, P-TEFb @
RIET HIV OBAR TR B OMEN b 2 2 & 234 4TV 5 (Tyagi et al., 2010a),
4. T =XT 4 v 7l

NSRS T OFRBIL, Pk LOZOBETEa— T 2fEko 7 n~F oo
MEELOEBREZTDL, Ju~F L FA4EBEOLE A N XU NI E
(H2A,H2B,H3,H4) ¢ 8 E{KIZ 147bp ® DNA 235 & S i-fidz & > T 5, Kk
L/ m~F oElI~rTn s F o LTINS N, Bia o a—RRLTWbha—7
0~ F U TG T ORBGIEIC G T, 7 u~v T UAFEOMEE LT RRE & &
B~Tr7axF o OREBEZBITLTWD, ZOX97R7 v~F 2 OEIL DNA O X
Fib, B A REUNRNTEOTBF UL, ATF UL, X TF AbEETE A F Uk
FEMIREOTE Y =X T 4 v VHIENCE VBT 5, BEDT ) DAL T v Y
A NVANSBIETHRBEEZITY HIV bIEEOTE Y =37 4 v 7 HEORE L2215 =
EMHE SN TS, HIV @ 5 LTR EFNZI3EE % 7218 £ O G RF OFE GRS DMFEE
THIENMBILTNDN, ZE TIZ NFkB p50 DREHX A ~—, CBF-1, Spl.

LSF & YY1, AP-4 & ¢-Myc #41 LC HDAC 7 LTR {2V 7 /b— s &1, HIV B{51



DOFBLMHNZEE D 5 2 & A 4T 5 (He and Margolis, 2002; Jiang et al., 2007;
Tyagi and Karn, 2007; Williams et al., 2006), 72447/ LT A Ripe A b Ak
Efh & BIn T RBLOMT N ZEATONTE Y | b A b A FIUAUES & 55 D BELR 7
LMCENTE TS, HIV OfFIZBI L TH, H3K9me3 Z {42 Suv39H1,
H3K9me2 % #l#H3 % G9a & H3K2Tme3 % iil{i4- % EZH2 3 LTR ® 7’ 0 E—4% —D
TEMEIC 2 L HIV OERILICB S5 2 & 238G ShTuvb(du Chene et al., 2007;
Friedman et al., 2011; Imai et al., 2010),

Fo 7 E—F—HEO DNA O A F/AITEEFORBEMENIEDLL Z L3 mb
NTW5, LTR & ZDOuEOERSNZIE 11 73FFD CpG B A FBfFEEL, ZDOH A FT
» DNA @ AF /LA LTR v t—4% —iHFHEOMlNcEb s 2 EAREShTn D
(Blazkova et al., 2009; Ishida et al., 2006),

5. Tat OIEME

Tat |3 HIV O#EMEIC L - T, HIV OR{GF3RHAL2EIICHNSE 5, Tat O
EMEZ 50 B/ H. 51 BEHD Y P UEEOT v F /LEMIC L - THI SN D Z & 3 HE
ENTEY, 207 BRFEROZERRT LTR IEHALRENMEN 2 L AHE ST
(Ott et al., 2004), F7zEBMEEHLTHL UL MR TIZ2 >OTr A L ADH 6 1
DFFT B AER b —HIT 1B FADE AF VLN n A L ICERI L
ZE (H13L) 230, LTR {&HESIH &5 2 &S ST 4 (Emiliani et al.,
1998),

HIV O E R ORI, HHOMBTEL OERNEL D, VA LAD
BROWRTHE L Tat OFFLERN T A N ABIRFORBEMHENEHDLL EE 26
NTW5, EEE B HIV FIER T ORYHE O CD4 B T Ml b ofsnd v A L
A RNA Offtfrn e, Tat IR EERNERBL TWD Z EMEN STV (Yukl et

al., 2009),



HIV S22 A 72 B MOV T

Pt HIV 30RO ki X 0 &Y o quality of life & 6] F &85 72012, (KN D D
HIV O5e2dibrz B e L7 B0 fHA S EERERFE L~ (BRIR L~ L THFES LTV D,
Tl LT, OUA NV ADOERE D S 5720 ORREOML, 1AFREAMEREY O
FHYE, OB RIEGSHIL T D 7 A L 2 DFIEME L & 51 HIV OGNS & 2 RPN o Y
MDA . @I Y 7 F 12 KL 5 HIV K89 CD4 [5G T #ifla, CD8 Bt T Hifd,
FRIPUADFEE, @OFBIRMECERTIERIZE D CCR6 OFRBUL FIC XL 2 HBEGD
MR ENR D 5,

INHDOEYFADTF TG RSN T O v A b A G- 5 SLINHIHEHE O fAT )
SISOV LA TR SNV HRIK 3| purging regimen & FEIEN D IR T b
To %, Purging regimen [Tk 4 72 5 1EIC L0 BRIEYL T A )V 2 2 1EMHAL S8, YSHE
R D FERR, ARAREENE T AA(CTINC X 2 8EFR. HT HIV 32 X 28 OBHEIC &
D Y H RN OIBYSHIE OV A X/ L& H e T har e R ThhH, ThETIC
in vitro THERIEYAINE A AV T, IL-2, IL-2+INF-y, IL-2+OKT(anti-CD3 #i/4).
HDAC FHEHRI ORI L » TERIL T A VADOFIEMALZFETE 5 Z ERHE SN
TW5, L22LHt HIV 3L IL-2, ART & IL2+INF-y% B3 2 S iE AL eds 1 2
NaYETE 2GR 8 L, B i DR & R DI Z R L CLE D LW IO REBH Y | K
N ORI G 2 M/ N5 2 LTk d o7, £7- CD3 fuik oz b Tl
HOTHRZESETLE S L0 KREREBIEHDN & - 72 (Geeraert et al., 2008),
Z Z TR Lz HIV 05 215V % HDAC BLEAIEH ST\ 5, HDAC
FE AN ORI OFREIC L O FITRAVHIIZICX L CTER L, #BIRMEL7= HIV-1
DG AIEMHEALT 52 N TE S, @S F I E72 subtype @ HIV-1 OFEGF 2 &AL

HZEWTESL, O LWL ORI 2 Bl X85 2 & N, F£7- HIV-1 Ok



YLD co-receptor & 725 CXCR4 DFEHL L ~UL %L SH2, @F TIToEH D%
BICHT DRI E LT N CTOREMENFEIE SN TNWD, REDFRNH D,
724, HUHIV EORMAIZ K-> TREHIBNZEY Mo 7 A /L2 RNA 7355 H RS
PUTICR TN T2 B2 HDAC BREAIOR G LT & 2 A, CD4 Bt T il To o A v
2 RNA ORBNEMALT D 2 & i S 41, purging regime (2 X 2RI A L AFTE
PAV O RTREMEDS In vivo TRk S#U7=(Archin et al., 2012), L7L 215D purging
regimen & Z A (f FRIEIC X o TEGEE (KN O reservoir size Z i/ 2 2 & 3 FHET

B DI SN ZFL TV,

PERAVERAL.D A 1 = X BIZDNWT

FRROXIIT, TIvE TH A IR E 7 V% -V C HIV OBRFHEBLHNH D 2
HE=AXLRHLNIENTE T, L LZO L) RIHREEICE DR A 1 = X A%
T BN SN TN, ZOFERTER E L CORREG AR 4 55515 2 M 2 m~
— A —IR ENHERET ., FRRGAN & IR ORISR TH D Z L. @RNT
DIFREGAMIL O BSIAEE DS 1068 18 & HEF RN Z LD 2 BT 65,

BREGSHI ORI L T, ZNETICHBLN TV DR E LTI LTD 220
WENRD D, WREEEAZIZBE L TRESN TN D A=A 5L LTIE, ART ik
DIEGE D PBMC O 7' U A )V ADREHT 5 AE Y —CD4 Btk T Mgl 7 e v A L
AMEBHEND Z LD, AE Y —CD4 Btk T MO BN RS RIRYE 2SR 5
% L FZ2 BT 5 (Chomont et al., 2009), Naive T MlRIXHUFERKIC L 0 IHHE(L S
NIET % & & HITHUROPERRIC@ < . IEME LSz T Milao % < i 2~3 HH LRI
FEIRT D05, —EOTEMAL T ML OIRIRIRRBICERE D . AE VU —T Hifa & L TR
a5, Z ol T HIV THRN TERE L, EEHEEIC X > TREIEICE > T

ENIZERFET 22BN TWD, £72 naive TMIIZ X A L7 MIEGET 52 L b8

10



EINTWD, FIfEER L~V TOBRICEAZORNICE L Tix, ART OBIAARHC
Al FA TR & IR RS O SR B I VAR BARAR N A b e v o 72 & L RGO MIHIC ART
Z A LT b RIS IR SE L7z 2 & B | R E RSB RIR YIRS LTV D &
#ZZ2 b T4 (Chun et al., 1998), —J7 THEE L~ L COBRILALNL A 77 = R LD
HEZRFREBIIAT DAL TR,

ZAVE TIZBEIZARATZ L7 reservoir A HEBRT 2 72O OIRREIKIIE RIS TE e, —
75 TR D Reservoir size Z /N5 7201213, RN OERIEAHIEA KT 5 A T =
ALEMDZENEHETH DL EBEZDILD, Ml L~V TOBRILAALIZ B 5 LI,
FERANZIFZEARACANL A B = X L EHER) & LT T2 7B IR RIS OFESLIZE BRT 5 b D
LI END,

AP TUE, YA D S 1B R YLRT ORBFE T A NV ABIGFORANED L H I
HlH S TWD D BT 572D M E @ dual-color-reporter HE AR A ER L 72,
Dual-color-reporter |3 LTR # 71 —4% —& LT Venus #%H L, FiiD EF-1 7 &
E—Z—%FH L THloat % "7 ETh s mRFP Z3Bl4 5#1E%4 >, mRFP
IFEGSHED hL—Y— & L THRIHT 52 & T, LTR OIEMEDINH] S 7= e 2
AT 5 Z LRIk D, AW TILZ @ dual-colorreporter & VT, &Y 518
PRI RNL E TO U A )V ARG F DFBEAL AT 2 2 & IBRIL RS R T ofg &

TEV=RT 4 v 7 HEOREEZHLNIT S L2 HIE LT,
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B M e
Jurkat(T lymphocyte) . Molt4(T lymphoblast) . SupT1(T lymphoblast) .

CCRF-CEM(T lymphoblast), U1(HIV-1 infected promonocyte) D4tk 2 RPMI
10 %FBS @5, 37 C. 5 %CO2 5 F CThEE L7,
293T,293FT. HeLa/LTR-luciferase IZ 10%FBS #J1 Dulbecco Z#akz 1<, 37°C.

5% CO2 S T CTHe# L7,

PBMC D4y f & 5558

{5 Dy HEREL L 72 KA L2 Ficoll-Paque(GE health care) # 2% =& )E L, 1500rpm
T 30 4riz Loy L, RIS HAZER A 43 B9 2, PBS TUEHH%. PHA (10ng/mD) % &
10%FBS RPMI TH:# L, T #illa & 5559k St 25, 48 If#%IC PHA ZFR%E L, 105
JE /100l O R E AN 2 S L. 12 well plate (2 F & 7235 L. recombinant
[1-2(10ng/ml) & &e 10% FBS RPMI TH;#+ 5, L2 F A NARY X —Z S
7-#%1%. 96well plate (2T 10°cell/100pl/1well THs# L, HFNUHER EDOT v A %

1To72, Well D4 0E:(50u) %2 2 HIZ—Eas#a L, MR L7,

B

DZNep(3-Deazaneoplanocin A),Cayman 7> A L7=, DMSO T 5mM (2% L 7=
%-20CTIRAF L. 100nM 75 5mM DR THHUZIRINIT 5. GSK126(ChemieTek
22 BIEA) T DMSO T 5mM (2R L 7%, -20°C CRAF L. 100nM 7>5 5mM DR E
THEHIUZESINT %, SAHA (Cayman 72> 5 A)iZ DMSO C 5mM (Z8&# L 7=, -20C
THRAF L, 500nM 7> 5 1uM O E CHEHUIZERINT 5, VPA(Sigma 7> 58T 1M T

U QIIREE., -20°C TIRFE L. 1mM 75 2.5mM O TEEHIZRINT %,
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Dual-color-reporter MO {Ef

LTR 2511 single-round HIV [&¥% Molt4 i3k DNA Z¢#lc /7 n—=7 L7z,
F 72 Tat I% HIV-1 NL4-3 #REGE Molt4 flildd ¢cDNA gl s n—= 717z, #
{LEERFSERT =i A L v 5 L T2 720 72 CSTT-EF-MCS-IRES2-Venus 7> 5 Age 1
site Z#/H L C EF-1 promoter #8010V tH L7, 2O/ X —Z/n—=27 L7 LTR
fd%l % Age Isite ZFIH L CTHA L, fE® L 7= CST-LTR-MCS-IRES2-Venus @
Multi Cloning Site @ Not I site & BamH1 site #%|H LT/ m—=2 27 L7= Tat & #
ALTz, Tat KB LU R—Z —DOERITITT HFHA L TR O xR LTz, 2o~
% —|% single-color-reporter & L CHFIH L7z, CSI-LTR-Tat/empty-IRES2-Venus
Ry H =% L LT LTR 7*5 Venus £ TORLHIZ, &K Sal 1, Xba I Z N
L CTH#HME L, pENTER4HlI X7 ¥ — % 7 7 v —=Vv 27 LI,
pENTER4-LTR-Tat/empty-IRES2- Venus % Gateway LR Clonase II Enzyme
Mix  (Invitrogen) {Z & - T CS-RfA-EF-mEFP1 X 7 % — |2 fl A 2 %
CS-LTR-Tat/empty-IRES2-Venus-EF-1-mRFP % £ #® L 7#& , CS 1
-EF-MCS-IRES2-Venus . CS-RfA-EF-mEFP1, pENTER4-H1 O~ 7 % —~ v 7|38
LG AA AV Y = A S —=Z R EDOD VL F A NVART L =TT AR

B g UV =2 &2 B Ko, (http://www.brc.riken.jp/lab/cfm/Subteam

for Manipulation of Cell Fate J/Plasmid List J.html) L 7R — % — O {ERLC VN 7=

primer |% Table 1 (Z/R L 7=,

LT A VAR X —DfERL

10mm dish (2 2x108 ff jld @ % T 293FT % * % | 24 K[ & (I
CS-LTR-Tat/empty-IRES2-Venus-EF-1-mRFP  8ug . pCAG HIV gp b5ug .

pCMV-VSV-G bug # U VEEI NV T LIEIZED R T AT 27 v a L, 4~6 FREHLL
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PICE A2 A L, B A M LT, FT U AT =73 a % 72 B TR BiE %0
XL, 0.45um @7 ¢ )V % —THikd % A1 L7-1%. 8000g T 3 FFfifjH 5 6 REf 1 [MT

FV AN AREEHE L, MIICEA LT,

Flowcytometry fEHT

Dual-color-reporter & Az Flowcytometry fEHTIZ. 108 #MAE/300ul D CTHE
#lfi % FACS buffer(0.3% FBS/PBS)IZW&# L. 1 FFREILINIZIT>72, mRFP & Venus
OFBUIFRNV AT AT E FEEIZE D FIRTDHZ RPN E o778, [EELEIX

1TolRinoTz,

genomicDNA #iH{ & PCR

¢DNA (% QlAamp DNA Blood Mini Kit(QIAGEN) % i T, 1 > F/Lico X 1x108
“Na7> 5 DNA ZHhH L7=, #fiH L7= DNA 13 TE TAR L. 50ng/ul O PCR @

A E L CTHWE, W2 primer |E Table 2 (278 L7,

RNA filifti & RT-PCR

1x106 g 2 1ml @ ISOGENE (kA3 th= v R =) L, 7 o m AL A 40
FZ X o> TRNA i L7=, DNase I #LERIZ &L > T DNA % 70 L 7=t . i ISOGEN
TR L. 7 1)L DAL - C RNA 2858 L 72, SuperScript I (Invitrogen) &
Oligo dT primer (Sigma) & H\\\ TG R 21TV, ¢cDNA & L7z, 2 ¢cDNA
Z§5% L L C Acuprime Taq DNA Polymerase System (Invitrogen) % fi\»C PCR Z 17
272, £72 SYBR Premix Ex Taq I (TaKaRa)&* TaKaRa V 7 /v % A4 5 PCR DY AT
LEEOD, EEA RT-PCR 247572, U7 AZALPCRICHNWET T4 ~—F% > MiE

Table 4 ([ZFC# L7-# Y Th 5,

14



7 v~ F ok (B A b BRI ORI

2x108 #ifldz 1 %AV LT AT R, 37 C. 156 0OFRMETEHET 2, ZOMdz
PBS T 2 [A¥#5 L7-%. 1ml @ SDS-Lysis Buffer (1 % SDS, 10 mM EDTA. 50 mM
Tris(pH8.0)) T J %, M E (Astreson ultrasonic processor, MISONIX Inc.)
ZRWT, K ET 500 pul @ lysate (Z/3V A& Z, BifET 5, OV RAEINZ 551
77 5 DNAMNR T LAY — L5 2Ey DY A K272 5 K9 75 (10 7/ pulse 3.
10 FORERE CTEARE 100 FPALEE) Z R L7z,) T @ lysate # 15000 rpm Ty L.
NV S R0 B EA RO 2D B (5 ml @ IP Buffer (0.01% SDS, 1.1% Triton X-100,
1.2mM EDTA, 16.7mM Tris(8.1), 16.7mM NaCl) #/llz. 80 ul ® Protein G beads
& 30 4y, ACTRERSERN LT L7 U7 — L, HFRIICHEET 2R F2R<,
D Lysate # 1ml THOR7 U a—F v v 7 Fa—T7I20F, HilkE 5ug iz, 4 C
THEEESERD S —BiA v F 2= 52, (M LZHFURICOWTIZZRIR D Table 6
% %) Protein G beads # 30 ul llx, 3043 4 CTHEZIERBZ LA U FaX— kL
721%. 6000 rpm. 1 43 30 #filiE 0532 & - T Protein G beads Z Lt &, EiFZ2#TC
%, XL v k% ChIP Wash Buffer a (0.1% SDS. 1% TritonX-100, 2 mM EDTA, 20
mM Tris(pH8.0). 150 mM NaCl% 1ml iz, 20~30 AR /LT v~ 7 A2 X - TH#E
L. FFONELIZE > T Protein G beads Z W SH 5, LR UZEGH T ChIP Wash
Buffer b (0.1 % SDS. 1 % Triton X-100. 2 mM EDTA. 20 mM Tris(pH8.1). 500 mM
NaCl). ChIP Wash Buffer ¢ (0.25 M LiCL, 1 % NP-40, 1 % Sodium Deoxycholate,
1 mM EDTA, 10 mM Tris(pH8.0)) THeis L= B, TE T 2 [MiLEk % vevg 2470, I
FEELAOICAE IR S 7z DNA #BR%E5 %, 250 pl @ Elution Buffer (1% SDS, 0.1 M
NaHCO)Z Mz, 15554 > F aX— & 2 [E# VI L, EHT 5, WHEOF 500 ul
DY Tz, 5MNaCl % 20ul iz, 656 CT4 LI EAS U Fax—F 52 LT

oz 7 KinEITH, D%, 0.5 MEDTA 10 ul & 1M Tris HC1 (pH6.5)
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20 pl & 10 mg/ml Proteinase K solution 2 ul Z /1%, 42 ‘CT 1 KREILLERIG &4,
ERNCEDSET D, 2OV TN T = )=V 7 ma L ML L > C DNA %
ML, 50 ul ® TE(ZfEL, VT A% A L PCR O 3%, ChIP assay OfiHi
WZEE L7277 A ~—I% Table 3 ([ZFC#k L7z,

L% O T B L72 DNAIZE £ 1 A EERECS] O Input T O 3—F&
VT —U%FHE L, contorol IgG TIP L7=¥ > 7V OENESI O/ N\—F 7 — T
fHi1E L. Relative enrichment & L C#FC L7z, Fig.9 B 3 2 [B]0D R D representative
data Z7~ L7, Fig.16 B (% 1[5]® ChIP assay D& F0> 545 5 iLi- {6 %2 7~ L7z, Fig.20
B ®» 77 71X 3 A0 3EER D Relative enrichment O ) & HEF A2~ L=, Fig.21 B

C 1% 3 [rD FEER D representative data &7~ L 72,

7 v F Uk RER OB )

R G R 26 5 7 1~ F o B SEER 1213 Simple ChIP Enzymatic Chromatin
IP Kit(Magnetic Beads)(Cell Signaling)% V7=, BiHEIZFE#H L7t A h EAiD
ChIP assay & D FE/2E VLY v~ TF » OWi fr{b % micrococcal nuclease ZLFRIZ L Y 17

W, WHRERICE S h—TOHREEZWERTH D,

) o 7 2 U shRNA BEL L ha A L A7 2 —@ER

R B TR A7 shRNA Z2RBB S H 572004 Y 2 DNA % pSINsi-hU6
DNA(TaKaRa) £ %25k it L7=, 72 shRNA #5y OEFNIBEICHAE ST D
THEAIH, @V v 7T UREROND Z ENRHMBILTWD siRNA OElSIZ 5
ZIE L7z, shRNA FEH AT 2 —O/ERIZ VW= 4 U = DNA OFES]1X Table 5 (2
AL, 24U 2 DNA 27 =—V > 7 &8, DNA ligase [ % f\ T

pSINsi-hU6 DNA (2T A4 7 —a v Lz, 47— aiRrear sy Mo
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A, KGRI —A—var L, TUyEYIAD LB 7 L— KT 37 C, 16 Kifths
L, AoNican=—nhb, TAAV T Ly FECES>TTTAI RERKR LT,
ZDFSTAI R%& BamHI & AvrIIZ K> TELL, A o — F R fEASHL TS Z &
AR LT, FETASNIZESNCZE RN A>TV Z &% DNA sequencing (1 &
STHER LIz, TOTTAIRET VAT —/VTERL, 7V W ) 7Ly 7ETHIH
Licth, v oLz uTAf RIZko TR LT,

YE#L L 72 pSINsi-hU6 shRNA vector ., L b2 U A /L ADFRH /37 B 2581
3% pGP, pE-ampho & LA2000 (Invitrogen)Z AV T 293T #if~HuE A U7z, 4 B
IR & 24 IFIRR ISR Z ZcH Lo 0 B | BN 48 IFfITR DR HiF 2RI L, 0.45 um

pore size D7 A NV H—|ZLH-TABL, Varvrr huA VAR LT,

Western blot 1%

HTHIZ 50 %= 7xmy FORREICE S E LZAlaz HET %, Milldz PBS T
PeiE .. 1 ml ® RIPA Buffer (10mM Tris-HC1 (pH7.5). 1% NP-40. 0.1 % Sodium
Deoxycholate, 0.1 %SDS. 150 mM NaCl, 1 mM EDTA, 1mM PMSF, 1mM Trasyrol)
THUTNVEENL, TRHRIEXYyT 7L, 16 UK ETAS rFaX—T5,
D% 15 73 4 CTEEZS RN 5 A F2X— K L, 15000 rpm, 10 5[

B LUARTEME 2 R B B2 <, 3xSample Buffer 1z, 95 C., 5 & W LEMESH
%o 1well H72 0 2x10% cell IZ72 D XY T NVaT 7743 %, 150 mA, K 2 Ik
M.7.5 % £ 7213 10 % SDS-PAGE 7 %, Transfer Buffer (3.03 mg/ml Tris, 14.14 mg/ml
Glycine, 10 % Methanol, 0.05 % TritonX-100)#C PVDF * > 7 L U IZ7 V% wet
transfer 24{&# T 45V, 130 MG 5, 5% AT L% 5% AF LI/L7 TBS
PT4C I HT Ry X T E, Tu e Sk 1 RERE 5 %AFLINY

17



TBS-T (TBS. 0.5 % TritonX 100)T 5 23] 3 AL L. 5 % A% L I/ TBS TH
FR L 7= alkaline phosphatase OftA L7z 2 kiK% 1/2000 (AR L, =IE T 1 Frfi X
JESEDH, A7 L% TBS-T T 5 rfHl 3 [ L7-#%. nitro-blue tetrazolium
chloride(NBT) £ X U' 5-Bromo-4-Chloro-3'-Indolylphosphatase p-Toluidine salt
(BCIP)(Promega) % il 2. 7= ALP Buffer (100 mM Tris-HCI(pH9 .5), 100 mM NaCl,

50 mM MgCle) D F1 TS L7228 5 Bt X5, Western blot (2 L7=HtfAd U &
(3 Table 6 [ZFCHk L7z, FEOOIFIEIE, 1 %EHRIRICA VT LU 2R LICO B, 78K

IR T Z ek viTH,

Single-round HIV {Edil

Single round HIV EYRICIIHEERFREVHRET LG L TR0
pNL-GFP-Kp % H\ /=, FiiA(Z 10mm dish |Z 3x106 D& E CF X E L7z 293FT Hifu
\Z pNL-GFP-Kp 8.5ug & pCMV-VSV-G 5ug # U VI 7 MEIZEY TR 7
=7V ay L, 4~6 BRI E ST 5, b T AT 273 a ik 48 B TH R
FEZEIL L, 0.45pum D7 4 L2 —THiifldz Ai L7-#%., 4°C. 8000g T. 3 K¢z

L. VANWRERERNET D, UAIVAWKIL - 8OCTRFT 5,

LR—F—=7 v&A

shSUZ12 & (' shSc ¥ Bl HeLa/LTR-Luciferase ffifid & 4 X 104 cell/200 ul -5-> 48 well
plate ([T 5, N7 AT =7 T3 1% 24 R TTOKE L72 PBS TRl 2 ¥eid 3 5,
1 X Luc Lysis Buffer(Promrga)% 100 ul Jiz., X7 v 1> 7 L1z, 20 ERTA >~
FaX—hL7EZYH 7% 10 ul 5 96 well plate |ZF =, Luciferase OIEMEIT
Dual-Luciferase Reporter Assay System (Promega)lZ &> CHIEZ1T 9,

Luc assay (ZfF L7=H > 722 T Bladfold #:(2 & % Protein assay(Bio-rad)

18



ATV, Z U NI EOREZRD L, ZOFET Luc OIEFMHEEZHFI | & "7 B LR
FEdHT- 0 D Luc DIEMEEFE L, fiET 5, 77 713 shSc ¥, HeLa/LTR-Luciferase

DIEME T shSUZ12 OiFEM: 24 FE L. Fold activation & L CHEiEL L7,

Tat k7 A7 27 5

shSUZ12 & O" shSc %81 HeLa/LTR-Luciferase #fifld % 2 X104 cell/200 pl 3> 48
well plate (Z#EFE L. 24 BEfE1#£ 12 pME-Flag £} & Tat % LA2000 Z# W C T A7
=7 varyyi, 4 RHRICHEMZZHRL, PTUAT7 2722y 24 KRHRIC
Luciferase O{EMEZHIE T %, pME-Flag Tat 1% 1 ng/well, 5 ng/well. 10 ng/well,
20 ng/well L BEAZIR> THATS, Tat D N T AT =27 2 a L ORETLH720
(2. Tat &[AFFIC Renilla Luciferase Z 54257 ¥ —&2WHA L7, £1HATS

DNA &3 202 ng/well (2725 X 9|2 pME-Flag D72~ 7 &% —% W THIIE LTz,
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Table 1: dual-color reporter {E#L(Z

FHu~ 7= primer

Name

Sequence (5’ to 3")

Agel LTR forward

accggttggaagggctaattc

Agel LTR reverse

accggttgctagagattttccac

Notl Tat forward

gcggcecgeatggagecagtaga

BamHI Tat reverse

ggatccctattccttcgggectgte

Sall LTR-Tat—IRES—Venus For

gtcgacaggggtcggcaattgaacce

Xbal LTR-Tat—-IRES—Venus Rev

tctagaggctcgagaggcecttgaat

Table 2:DNAPCR {Z V7= Primer

Name

Sequence (5' to 3")

Forward primer (LTR)

accggttggaagggctaattc

Reverse primer-1 (mRFP)

ggcgegcetegtactgttee

Reverse primer-2 (\enus)

tcagggtcagcttgecgtag

gag forward

tgtgcgagagegteggtattaag

gag reverse

agctccctgcttgcccata

Alb-S-F

cctgaagctcaactccctattgcet

Alb-S-R

tggttcttaaactttgcteccttca

Table 3: RT-PCR (Z % H U 7= primer

Name Sequence (5' to 3")
B-actin F gccgacggcecaggtcat
B-actin R caggactccatgcccaggaa
EZH2 F gtaaatccaaactgctatgcaa
EZH2 R gcaaaaattcactggtacaaaa
SUZ12 F gtcatgaagcatgggtttattg
SUZ12R tgactagatgaagcatgaagtttcg
795 gag F ggtgcgagagcgtcggtattaag
911 gagR agctccctgcttgeccata
Venus F 53 agctggacggcgacgtaaac
Venus R 136 tcagggtcagcttgecgtag
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Table 4 : ChIP assay (2% © V7= primer

Name Sequence (5’ to 3")
MYT-1 dF (ChIP)-5 aggcaccttctgttggccga
MYT-1 dR (ChIP)-5 aggcagctgcctcecgtaca
GAPDH prom F aactttcccgcectctcage
GAPDH prom R caggaggactttgggaacga
LTR-ChIP-5 (-102) gactttccgcetggggactt

LTR-ChIP-3 (+9)

agagagacccagtacaggcaaaa

—274F

aataaaggagagaacaccagc

—-121R gtcagcagttcttgaagtac
+96 F caaagtagtgtgtgcccgtc
+205R cgctgcagaattctcgagac
Nuc-0 F -390 acacacaaggctacttccctga
Nuc-0 R —283 tctaccttatctggctcaactggt
Nuc-1 F +30 ctgggagctctctggctaacta
Nuc-1 R +134 ttaccagagtcacacaacagacg
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Table 5:

SshRNA DOYERLZ FHW=A R4 U = DNA BC% (FHERER 723 siRNA & L CHERE T S EdA)

Name

Sequence (5' to 3")

ShEZH2-A top

GATCCGAATGGAAACAGCGAAGGACTGTGAAGCCACAGATGGGT
CCTTCGCTGTTTCCATTCTTTTTTAT

shEZH2-A bottom

CGATAAAAAAGAATGGAAACAGCGAAGGACCCATCTGTGGCTTC
ACAGTCCTTCGCTGTTTCCATTCG

shEZH2-B top

GATCCAAACAGCTGCCTTAGCTTCACTGTGAAGCCACAGATGGGT
GAAGCTAAGGCAGCTGTTTTTTTTTAT

shEZH2-B bottom

CGATAAAAAAAAACAGCTGCCTTAGCTTCACCCATCTGTGGCTTC
ACAGTGAAGCTAAGGCAGCTGTTTG

shEZH2-C top

GATCCGCTAGGTTAATTGGGACCAAACTGTGAAGCCACAGATGGG
TTTGGTCCCAATTAACCTAGCTTTTTTAT

shEZH2-C bottom

CGATAAAAAAGCTAGGTTAATTGGGACCAAACCCATCTGTGGCTT
CACAGTTTGGTCCCAATTAACCTAGCG

shSUZ12-A top

GATCCAAGCTGTTACCAAGCTCCGTGCTGTGAAGCCACAGATGG
GCACGGAGCTTGGTAACAGCTTTTTTTAT

shSUZ12-A bottom

CGATAAAAAAAGCTGTTACCAAGCTCCGTGCCCATCTGTGGCTTC
ACAGCACGGAGCTTGGTAACAGCTTG

shSUZ12-B top

GATCCGCTGACAATCAAATGAATCATCTGTGAAGCCACAGATGGG
ATGATTCATTTGATTGTCAGCTTTTTTAT

shSUZ12-B bottom

CGATAAAAAAGCTGACAATCAAATGAATCATCCCATCTGTGGCTT
CACAGATGATTCATTTGATTGTCAGCG

shSUZ12-C top

GATCCGCAGGAAATCCTCAGGATACTGTGAAGCCACAGATGGGTA
TCCTGAGGATTTCCTGCTTTTTTAT

shSUZ12-C bottom

CGATAAAAAAGCAGGAAATCCTCAGGATACCCATCTGTGGCTTCA
CAGTATCCTGAGGATTTCCTGCG

shSUZ12-D top

GATCCGGGACAGCAAATGGATTTACTGTGAAGCCACAGATGGGTA
AATCCATTTGCTGTCCCTTTTTTAT

shSUZ12-D bottom

CGATAAAAAAGGGACAGCAAATGGATTTACCCATCTGTGGCTTCA
CAGTAAATCCATTTGCTGTCCCG

shScramble top

GATCCACGCTGGGACGTGTGCCTGTTCTGTGAAGCCACAGATGG
GAACAGGCACACGTCCCAGCGTTTTTTTAT

shScramble bottom

CGATAAAAAAACGCTGGGACGTGTGCCTGTTCCCATCTGTGGCTT
CACAGAACAGGCACACGTCCCAGCGTG
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Table6 :

LR A b
Nawe | |me
anti-H3K27me3 Active Motif, #39155 ChIP assay
anti-H3K9me3 Abcam, #ab8898-100 ChIP assay
anti-H3K4me3 Cell Signaling, #9751S ChIP assay
anti-AcH3 Millipore, #06-599 ChIP assay
normal Rabbit IgG Cell Signaling, #2729S ChIP assay
Anti-EZH2 Cell Signaling, #3147S Western blot
Anti-SUZ12 Cell Signaling, #3737S Western blot
/ChIP assay
Anti-B-actin SantaCruz Biotechnology, sc-8432 Western blot
o-Tubulin(B-7) Santa cruz biotechnology, inc.:sc-5286 Western blot
Anti-YY1 Santa cruz Biotechnology:sc-7341 Western blot
Anti-mouse IgG Promega Western blot
(H&L)AP conjugated 2 WHUE
Anti-rabbit IgG (Fc)AP | Promega Western blot
conjugated 2 Wik
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IS

[. B{R{EET /L dual color reporter(LTR-Tat-IRES-Venus-EF-1-mRFP) D{/ERL & ki

B

1. B{RI{LET /L dual color reporter(LTR-Tat-IRES-Venus-EF-1-mRFP) » /il

BIRIEDRNAL A T = X L OWFE 2 WEEHC STV D ERER E LT 2 DORERN
ZFons, 1aRIE RIS & RS GSE Z @ A NETH D 2 &, 2 /B

GBI TOBRIBEIMEBE T LML LW Z & Th D, BIRILDO A 1 =X b %

2

TS 272012, ZHODORBERZBE L T, i HEMEEGE To LTR HEOE

= % — T ¥ I L = L KN — ¥ — T & 5 dual color

N

reporter(LTR-Tat/empty-IRES-Venus-EF-1-mRFP) % {E# L 7=,

VR—4—d Figd AICKRLE, ZOVAR—4—LI LTR #272E—%—& LT
Venus 3B L., Tiid EF-1 a2 —4%—/»5 mRFP #%819 %5, mRFP XYL
fao b L—H—& L THERET 2 728, Floweytometry % AW THEs DR 2 B35 & |
JEYLHA T O LTR OIEMHABIEET 2 Z LN ARECTh D, FIRIBMRIEGLNLO R R % |
FHIDICTANAREBETOIZE A EERFSE, LR—Z =8 AL D2
TEtET,

L AR— & — Rz v 7= LTR Bd4iZ. single-round HIV-1 (NL4-3 EGFP Kp)i&jx
Molt4 i gDNA %R 7 v—="7 L7-, Tat X HIV-1 NL4-3 £&¥%: Molt4 ®
cDNA Z#FRIC 7 m—= 7 Uiz, BYLFWITERT O —hf s 2 e AR I S vz CSTI
-EF-MCS-IRES2-Venus(Miyoshi et al., 1997; Miyoshi et al., 1998) % # &2 CSII-X
7 % — W T LTR-Tat/lempty-IRES-Venus # # & L 7=, Z OX7 ¥ —» b
LTR-Tat/empty-IRES-Venus fii#% PCR %1 LC pENTER {7~ n—=1 7 Li-
% . Gateway LR Clonase I Enzyme Mix (Invitrogen) |2 & » T

CS-RfA-EF-mEFP1 ~ % v — (< R SSR z .
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CS-LTR-Tat/empty-IRES2-Venus-EF-1-mRFP % {E#L U 7= GEMIIAME & HikESR),

2 . Dual-color-reporter(LTR-Tat/empty-IRES-Venus-EF-1-mRFP) ® — & i) 38 Bl D fig

#r

F£4*. dual-color-reporter (Z#5#§i L 7= LTR & EF-1 promoter 23MHEd % & MiEEd
%7212, dual-color-reporter Z —iEAJIZE A L7z HEK293T Hiffd TD Venus KO
mRFP D% 81% . Flowcytometry % AW Cill<7-, ZOfER, Tat #H# L RN—&—,
Tat RIE LR —Z —DWNFHNTH Venus, mRFP OFELBILE S 41, Wi OFBUZ LA
AR b2 Lnb, B L7-ES O LTR,EF-1 promoter 738 Z 412 4L RAFIZHERE
LTV ZENRHBMERoTz, £z Tat #E# L 7R — % —T Venus OFILNEH -T2

Z b, LTR A Tat IZISE T 5 Z &pmahie (Figd B),

3. Dual color reporter(LTR-Tat/empty-IRES-Venus-ef-1-mRFP)stable & Al T D

FEHLD MY

fEW T, Tat L AR —2 —& Tat KL R =S =2 LU FUANANT F—V AT
L& AWT, Jurkat MRICLERICEAL, 7/ MFRASNIZHEED LR —2 —4
VNT B DB EFENT LT, Tat #5# &% O Tat K48 dual-color reporter D& L > F 7 A
JV AR B —Ze ke K 72 BRI 1% 12 Floweytometry fE#AT 2470 BT 5 BLELYE (FSC) |
5 HELYE (SSC) DERA T intact 7235 — 2 &7k Lo Ml 77— k& 7> F 72 Venus,
mRFP DOETH7< &b 8L LOENEDIH 2 MR T oMiluEH %2 LR — & —
YN & R 72 LT, T LR — 2 — G4/l T Venus DOFEBUFRE 2 fifth L7z & Z
%, Tat ##HE A Jurkat HIfETIX 0 25 10 O 3 FE TOIEE E > 7= Venus DFEH
NIz, —J, Tat RE L R—Z —E A Jurkat TIE Venus OFEHLA L H 720

>7-(Fig.4 C), ZOMERNDL, ZOLR—% —% HW TGSl F o LTR OO 5y
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MEBRETLZENFARETHD Z L, LTR OIEMHEDRWERGSIN 2550 T& 2 2 &7

e iz,

4. LAR—F—E A Jurkat #ill T LTR IEME OB AL O fEAT

ER L7 LR — % =8 HIV OERILEZBIEET HOICETMTRY 5 20657 5
72 %1 Tat #5# J O3 dual-color reporter % A L 7= Jurkat % £ 4% L, 4
ToO LTR M OEEZBILE LT, & LA —% —EH A Jurkat fifaEH CTD Venus O
H IR O EEJ(MFD & Venus BEPEMIIROEI G %2 Floweytometry 4 FVCHEHT L 745
. Tat 5 L AR — % —TITE A% 3 H HIZ LTRIGHO B — 7 Zor L, Y% 40 A
%D CHEMIEARD LTR ORI Uiz, MFI OZ{k & Venus BEAIRROEIA D2
DR — 2l LT & 2 A LTR OEMEIZ4 HES 7 HEIZT TRMIZED,
Z D% Venus [EMEICR D Z Loz, —J7 Tat KB LR —F—DHEATILLIR @
TEMEIREAR SN IR, REIEBEEEZRTHEL L ) -7 (Fig.5 A,

Tat $AHAEE A Jurkat FHfE 2 K HIEGFE L, Venus ORBLNE B AW =% OMIKAER I
FHEMEALREZR LTR BLHIAFIE L TV D DREES D 72018, RIIEEEE O LR — 2 —&
G EMICBEICHRE ST HIV-1 OFEMALTIEE1T - 72, FEM g e L
TIX NF-«xB R 2 G L S E 20 TH 5 TNF-ofL¥#E, TCR signal R % iH (L &
%72 PMA/lonomycin HAF 21T > 7, ZDOfER, £ TO LTR OTFEMHN
TNF-ofLH Tl 5 %, PMA/Ionomycin Tl 10 % % CHIEMAL S /= (Fig.5 D), Z 0
FERID | BRI Uiz LR — & — 8 B ER O I S TREZ L AR — % — D
1A NVAPIFET D 2 NI N, £ HIV ORGEMHIIZIZ HDAC 23805 Z
EMHESNTND, T T, LR=Z—EHARTOMM A I =X L2 HDAC 73E
B3 2 GET 5 7212, HDAC [HEAITH 530 7 a i (VPA) 2 ILEL U 7, & OfE R,

FE MRS % OEMIC VPA OEERIFAIC LTR AEiEM L S 7= (Fig.5 E),
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LTR @7 v & —% —IGMHO M ORI EZ REET 5729012, RIRFIZEA L7z EF-1

promoter DOIEVEDRRIGFE L 2B L=, = DfEH  EF-1 promoter 7 5% #. 9% mRFP
O MFLIZE#EHEZRTCHL —ETH-o72(Fig.5 B), ZOFENS, BALLZLKR—X
—BSOHTEH . LTR 23R 8RANCME 25217 T\ D 2 LR ST,

F£7- LTR O 7' v & —& —{EMHMil~0 T ® EF-1 promoter D8 % fRGEd 5 7=
» iz . F W o EF1mRFP o & % x X #H & ¥ &
single-color-reporter(LTR-Tat-TRES-Venus) % /4 L (Fig.6 A), LTR OFEM: 25k %
Xz, ZOFER, T O single-color-reporter #H A Jurkat MM T EHIEEIZ L -
T LTR OiEMENE L7-(Fig.6 B), Single-color reporter % A L CREHIE;#% O
fie 22 1S A PE AL TR 70 G M N A AE T D v REET 2 72 2. TNF-a,
PM/Tonomycin, VPA #LBRIZ ] 5 FIEMHAL IR ZIT > 72, ZOREFR. b OMBEIZ X
- T LTR iEENFEM (L S 7z, 2 OREERD G single-color reporter DRIZIHWNT S
A5 L)L C LTR EMEA I S 7 AR — & =8 ARIRAERAMFAE T 2 2 & AR &
Nz, ZOFERENS LTR MifilA FiO 7 0t —4 —ORETII/nZ EARB I
(Fig.6 C),

PLEDOFERN D Tat #5348 L R — & —iE A f(dual-color-reporter) CixD#E A% > LTR
7'a T —Z —iEE O O@BER N EPE O E BN TE A2 L Ol sz L
N— 2 —EGHIESE R O LTR (AL FIRETH 0 . T Ol A 1 = X 52T HDAC
MEET 2 Z LB BNE o7, ZORRINGAER L 72 Tat #5# L AR —Z —8 AR

BRALSN L ZBIER T A 720 DFT LR D 9 5 E 2 BT,

. LAR—% =8 AZRZ O BIRIGERSE A 7 = X L OfEMT

1. Yo LTR O 7 v & — & —iEVED T

[ TER - RAE L7 LR —% — &2 HWT, B LTR O L=, £ D
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R, BY3 BHO LAR—4% —E AMaHIZ Venus OTEMEDIEMEATRVER] & 554
3N 2 Z EDRH BN L o7z, ZOBZIT T Mg Ch 5 Jurkat #ifil, CCRF-CEM
ffe, SupT1 Mifa, LR RMlE Td 2 HEK293FT #ifd T H B S iz, ZORRN 5.
RGNS LTR OIEVED 2 5D B — 27 2R LW 9 BIGITMIIA O FEHIT KA L 72 g
BRBIGTH D Z LB L7 - 72(Fig.7 A),

F£7- Z AT single-color-reporter % Jurkat MfIZEA LA b BRI
(Fig.7 B), Z O BIAR A primary QMR TH A O 25 0HBAET 2 729D 1T,
single-color-reporter Z &P PBMC |23 A L7z, CD4 il APC-conjugated
CD4 Hifk Tt L7-D 5, Floweytometry fENT L7=f5 5. primary OFfIZIB U
THIRYLEH O LTR OTEMEDIRVER & 95 WEPFEET 2 2 E RO NI E o7t

(Fig.7 C),

2. YL EIZ LTR A S = EH o fighr

1. THIZRINTEGWIHNZ LTR EHE 6] S 72282 T o LTR il A 7 = X A
RN D722, Y 4 A RICLAR—F—EAfMIas LTR OIEMOREIZ LT
Venus(+), Venus(-)? 2 SOHEMIZEFE L, FACS Aria cell sorter Z N ToyH L 7=
(Fig.8 A),

Sy HLL 72 Venus(HEFIZDWT, LR — & —FElFI DO KO AIREM: 2 FRFET 5 72012,
gDNA ZHiti L, L AR—% —F¥ DRz PCR Z W7o 72, Lil—% —EFo4
R Tdh 5 LTR » 5 mRFP OFLHI% HlET 2 72 D primer set % I\ 72 PCR OF5H,
Venus(-) & Venus(+) OHEM TR U A XOBIEED RGN, £7- LTR 7 5H
Venus OELS Z I8 L 7235512 b Z D OEHITRH U A XOMIEEY H315 b7z (Fig.8
B, ZN5DOERID, Venus(OHEM TP Venus DOIRILOKKIT L HR—F —FlHIDK

X 72 /R4, Venus Bi¥OKIBIZ L A DO TIEARW T ERIB I, Venus()VERM T
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O LR—4—RNA O¥5l% RT-PCR % W TR~/ . Venus(+) & Heilt L TR 10
5D 1FRETH -7 (Fig.8 C), ZALHDFERN S Venus(VEM TiE, LAR—% —El|D
KRB TIT <, RNA TOREMENZ ERHA LN E R oT,

5 T, Venus()DEMIZIFAET D LTR BLHIAFEYE(LATRE CTH 2 ) RGEET 572
(12, TNF-oL#E, PMA/Tonomycin 2L %17 - 72 (Fig.8 D), EDOFEHE., b ORI
£V LTR OIEMALFHE S H, Venus() DM T LTR OMENIIIEG L~V ThHhoD Z &

DRI STz,

3. BIEEHEO LTR {fiiCBADL = 2 = R T 4 v 7 il DT

Venus()EM T LA —# —DORBENERE L~V THIH S0 TWD Z &R I
ZENL LTRJEABOTE Y = 27 4 v 7 72l H L7z, Venus(O#E & Venus(+)
LMD LTR EOTE Y =17 ¢ v ZHIIOENEZB LT 572D, £7 DNA
D A F A& % fi#HT L 7=, Bisulfate sequence 75(Z & > T Venus(-)4EM & Venus(+)
£ D LTR &0 D DNA D A FUALD L-ULDEWE RN LT-FER, &b 5 0%EMT
% LTR J&3Z D CpG site (2 A FAERRIZAFAE L 72D > 7 (data not shown),

N T, EREHIENCEDL S b A AERRICER L, EEMHE & flIcBb o b
A N AEHIZOWT 7 v~ F U RPE L (ChIP) 2 v TEHT L. Venus() & Y
Venus(H) MBI THEE L7-, &EIRMEIICED S EME LT 2 b 7 2 F A LES
(AcH3), t % o H3 Lysined kU A FLEAI(H3K4mes), #x54MiHIZ B % &G
& LTt A R H3 Lysine27 kU X F L LEAI(H3K27Tmes3), & A k> H3 Lysine9 h
U A FIAERRD L~V Z i ~~7=, ChIP assay ®#:iiE LTR =0 promoter fEl & %
DRI%IZFE L7z 8 FEREOD primer set & V" TITo72(Fig.9 A), ZDf5%E, Venus()
OEM CTIHEREIEMCIZE D D AcH3 L~uid 7 v £ — & — ik - #5 5. B 4R SUE 00

WTIRVMER], H3K4me3 137 &2 & — & —fElK - I35 546 A & = — REEEIZ B0 TRV
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MmN RSz, —F, ffil~—2—IZB L TlL, H3K27Tme3 L /37 mE—4 —
BEl - B RAAR CHHEICEE L CVWD I EBNHAL N E e o7-, £7- H3K9med (X &
HLODEMTHLEEN R ON o7, ZORERNS Venus(), Venus(H)EM 2
LTR D= E Y =37 1 v 7 HENIEN R H Y . & 512 Venus() D T LTR RIZHH
L CTWAEAIE H3K2Tme3 L~V ThodH Z EDbhroTc, 2T, H3K2Tme3 L
VEHIEIT B 2 LSS &4 TUV D Polycomb repressive complex 2 (PRC2)IZVEH L,
PRC2 O L8 KA1 T 5 EZH2,SUZ12 28 Venus OEM O LTR LICERH L T\ 5
i, WEEL 7=, BZH2,SUZ12 ThZno#Hiik% AT ChIP assay %17\, LTR
promoter fHIK E~DFED L~ % Venus(-),Vensu(H)HE MM Tl L7zt Z 5,
Venus(EH TIE VenusHEM X Y & SUZI2 BE L REL TWND I ENRHL MR-
72(Fig.9 C), EZH2 O JFTE L ~ILiT &5 5 OEM T negative control O L~L b [F]%
Td - 7=(data not shown),

Venus(-)4£[HT® LTR #ifil~D PRC2 DA fEHT % 72512, PRC2 DR HAIH
EHITdH 5 DZNep WHIZ L 5 LTR OFIEMALE Bt Uiz, LAR—2 —8 A% 20 HH
@ Venus(-)#[H(Z DZNep % 1uM, 5uM T 48 FfEJALE L, LTR OiEMEZf#tr L7- & =
%, DZNep OPEEMKAFAIC LTR OFRMENEE M L 7=, F7-BEIZ HIV-1 LTR % FEiEMEk
T 5 2 EMNHE STV S HDAC FLEA] VPA KON SAHA OWLEEIZ X - T LTR OFF
PENFIEME(L S 7z, & 512, DZNep & VPA F7-1% SAHA OHLERZ L - T, Bl
WLBL DA L0 b8 < LTR 28E ML Sz (Fig.10 A), 2 HFERN S, Venus() D%
¢ PRC2 |Z X % H3K27me3 f&£filC L > T LTR OIEFMERISI S Tn5 Z &, PRC2

& HDAC 2H#H L T LTR OMflIZHF G L TWD Z ENRHL N E R T,

4. EETEY = X7 ¢ v 7 #ilfHIK - Polycomb repressive complex 2(PRC2) D E Y 4]

> LTR IEHE~D B O fiEHT
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YL O 24 72 LTR #1ifi]~0 PRC2 OB T %7912, PRC2 / v 7 ¥
VR U AR —Z — & B AL, BRI O LTR OTEMEDZ L A fH 72,

PRC2 @/ v 7 #v /1% PRC2 O EEAERIA T ThH 2 EZH2,SUZ12 |ZFr 572
shRNA Z&%Gt L. Jurkat fiigicL ha A VAR X —2HWTEATLHZ LITLY
17> 72, shRNA JEBIES & [FRFHE A L7z G418 M A I & - T, AR O®
Rz 2 lMTTV Y, shRNA FEBUlakk 2 i r U7z, 8 i shEZH2, 4 FifE D shSUZ12
TNENORIMN S lysate ZERHL, / v 7 XD DRREZ 7B LLT
bz Uiz, ZofE%, shEZH2 T3y A, B, shSUZ12 TiIEds| A, B Thb @i
w7 B ERBMME b, A% OFERR TIX shEZH2-A, shSUZ12-A % W T1T-
7=(Fig.11 A),

BfSL U7z EZH2, SUZ12 / v 7 X Uik DO ViR —4% — %8 A L, B0 o
Venus(-),Venus(+) DEMDOEFIE & ZD% O LTRIGMEOE(L T L=, FEBROR7
Y a—/i Fig.1l B 128 L7z, EZH2, SUZ12 / v 7 & 7 Ul akk TR o
Venus(-) & O Venus(+) DEM DOE|E 2 7= FE R, EZH2, SUZ12 / v 7 X v U Hlfakk
T Venus(+) OMIEDOEIS BT 2NTHNI L7z, ElIEOZEIFEY: 6 H BIZHRKRIZRY
22 b — /LI TlE Venus(H)AER AN YA H D 50% Tdh - 7= DIkt L, SUZ12 /
v Xy BZH2 7 v 7 X0 Uil TIER 60% CTh o7z, £72 Venus @ MFI 76
B AARD LTR OIEHEOZE A EAL 14 HETBIE LI ZA EZH2 / v 7 ¥
v, SUZ12 7 v 7 Z7 Uil Tl, active 72 LTR OFEMESHIHI 232 11 4b0 % 6 H E
LB = hr— b & g U CE AR D LTR OIEEREWZ E BN E 75
72o ZOFERND PRC2 MEYLE% O LTR O D % 2 & TREYHE D Venus(-) &

Venus(+) DEMDEIE OWREICEFE L TWD Z L avRe Sh7=(Fig.11 C, D),

5. PRC2 knockdown DR ~D B O fEMNT
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PRC2 iX H3K27me3 {&fifi# /" L T% < OB REFIEICED 0 | Hix 72 EmBls
WZBAEBELTWS, ZDZ &b PRC2 OFEEERKFO /) v 7 X7 AZL > TRROD

DBIETOFRBENETT 5 Z LN THEND, PRC2 / v 7 X0 2 K- THEEW
(2 LTR OFEMALE Z » TW D ATREMEZ BRGES 272012, LTR 07 m & — X —iftt &
& b IRINIEME LT 2855 K 7 CTH D NF-«kB REOIEMEN PRC2 / v 7 X k-
TLEENT 5 FE L7-, 6 x kB luciferase reporter % T, #t37 L7- EZH2,SUZ12
/w7 Z 7 Moltd FIfaNTO NF-«xB #iEa LiR—&%—7 v AL Vi L7z,
6xxB luiferase reporter %3 A L 7= Molt4 #fi}idiZ Positive control & L C TNF-aLEE
Z 16 W] L7265 5. Luc OEMERK 4 ZIcin L 7=, Z 0% a2 MW, EZH2, SUZ12
J w7 Z0D NF-«kB#RKIZE 2 D8 et LicL 24, SUZ12,EZH2 / v 7 2T
v LTcAifE & = b — Ui Tl NF-«xB #&E OTEMEICA BEEWII R b o7
(Fig.12 A), ZOfEHE S, EZH2, SUZ12 / v 7 Z 0 4T NF-«B &N IEMAL
L. LTR B{EMHAL STV D AIEEMEN T E ST,

72 PRC2 THIfRE B o 2 @5 FREORBMHIEICE D Z tHfESNTVDH 2
Ehb, BZH2, SUZI12 J v 7 B0 A2 K D IR~ DB AT Uiz, Z OfE5E,
G418 iE=INBALGTE 19 A B COMIIIEFET » A Tid Molt4 Mifd & bt LT/ v 7 XD
VAR TCITIETERE MR F L TW A Z E R 5 E 7 572 (Fig.12 B LB, LL G418
Bt 26 H BICBAMA L7 MIBREESH T » A TlX /) v 7 X o U filakkiz = > b e —uifl
fia & R o RsEEE %~ L7 (Fig12 B TE), £/ v 7 ¥ v U Mildo 19 HE & 26 HE
DOYEFHRED LTI, 26 H HIZEBE W THEIHENEIN L TWD 2 E R LN E o7z,
EZH2, SUZ12 ®/ v 7 ¥ 7 A2 X DM~ D2 LTR IG5 2 5 IR
BHTHDLN, /) v 7 X0 MBI DX A X 71 L > CHliREsiRE s e b Z &
B SMNE TR oTz, ZOREND PRC2 / v 7 XU Ltk HiaE% ) 5 & PRC2 IZHE

WAFHIZ B D A RE N BINAICEE 2. T B Z &EnE bz, 5% D PRC2 @/
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v 7 Z 0 2 FEBRTCIIEAEIR B A 1% 2 W LIN ORI 2 ST ISV D 2 & & Lz,

6 . Single-round HIV &Y% 2 W 2B EE T v O /ERL

Dual-color-reporter 35 A% % HWTH LR Z, L0 BAR HIV ISV EHE
HAWTHGEET 272912, single-round HIV &Y% 2 W2 REET VA ERL L 72,

Single-round HIV |38 5 KR LI REHR L U BA%E S 417z pNLnGFP-Kp # Hv /-
(Fukumori et al.,, 2000), Z D7 AV AL env IZRENHY, BEHEHBETE 2
single-round J&E LA TH D, F£7- nef IZ EGFP BMFAINTEY . VA /L ABEMLBTD
W#8l% EGFP OFRBLE L THRIHT 5 Z EBRARETH 5 (Fig.13 A), Z @ single-round
HIV % VSV-G T pseudotype L. Molt4 FfEiZ/&Gs < 7=,

Single-round HIV &Y% Molt4 Mild TO U A NV ABIEFORBELBIE LT L 2 A, K
Ytk 3 HHZE—Z710 LT Z ERBH L E 72572 (Fig.13 B), Single-round
HIV &Y: Molt4 #fin o417 % Flowcytometry gt FSC,SSC D RN & i 5 BII
AT Lo & 2 A YL DIZ & A ER T A )V A8 5 F O EMEIZ K> TR L T
52 ENRABNEIR-5T(Fig.13 C), YT HED U A NV ABIEFORENEHAE W
% DRGNS BIEMEAL FTRE R 7 0 0 A L R % b DRGSR DMFAE T 2 2 MREE T
% HBI T, Single-round HIV J&%: Molt4 M4 12 TNF-a % 721X HDAC FHEHITH
% TSA #ZhTi 16 R L, EGFP DR8I & S BMEE R Lz, T OfEE,
TNF-a, TSA ALEIC L > T EEGF BEMIOBEMNA B Sz, - BMEisig» o
EGFP FEHMIE TITAEN PR E SBER L TWD Z LB SN, ZOMTY A v
ZBAGFDHBL LM G ENRBRNL TN D LEX BN, VA NVABIG T DB
EHEAL Lo Miid OIS % Floweytometry f#ATICE D ERE L7 & 2 A, FHEMHALATX
EGFP MR O G A 10%FE Tl - 7= D2kt L, TNF-a/LFEZ K- T 30%. TSA

BRI K-> T 40% FE THEM L2 ENBHA LN EZ2 D | single-round HIV EY R THEIR
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JEGED AL LT D Z EDRIB ST,

ZOERIEET A TO LTR OMFIC PRC2 ARG L TWADRAET 572912,
DZNep MLEE %47\, LTR OIEME%EfENT L7z, DZNep 1 A F LKLt HATH D
S-adenosyl-methione M¥ELUATH Y, PRC2ICHMVIAEN, AF NV T AT =T —
BIEMZAE TS & b2, PRC2 BIROLEM AL T S, MK FDOZ /7 H L~
IVTCORRELZFD SEDL 2 ENRMEIN TS, £ 2T Molt4 fifiZ DZNep %
1,5,10uM DR T 24 FFREJALFE L, EZH2,SUZ12 O X /87 B L~V DI BB DL
5 DZNep OZWRZME L=, ZORE%., 1uM, 24 Rl T4 SUZ12 0¥ "7 EH L
UL TORDPBLEE S, HIE T PRC2 OBEREILENKE Z > TWDH Z L FRBR SN
7-(Fig.14 A), single-round HIV &% 14 H H OEMREYE Molt4 HifElZ DZNep % 4L
FRL., P% 24 KD T2 FFHIE TO U A NV ZABRFOFREL L~ L D2 % EGFP
DIEBLEDEALD BT LTz, ZOFER, DZNep HRFHEKIFHIC 7 A NV A1 D
FELRBEMT 5 Z & BB E 725 7= (Fig.14 B), DZNep DI FEARFHI 72N RIZONT
et L72& 2 A, 1uM & 5uM O L CIIALEEfE 72 B CO v A )L A BIR - DORBL L
SOVIZIREOEEN R LT, 5uM & 10uM TiE Y A VA BB OIEHLD L~z
BRI R O N h o Tz, ZAIUTBRILE T VHRITIEET 5 G LR 7 e ¥
ANVAD 5uM TR THEMRL i, T EOFEMEE Z b0 772 Tidze
WrEEZTND,

F 72 DZNep (2 X 2 FIEMHAL DR 2 th O FHEPEL I & Hels L, DZNep JLELDF
B &Mt L7z, Single-round HIV j&4: 14 B H ® Molt4 #ifi@!Z TNF-a(10ng/ml)16
EETALEE . TSA(500nM)16 FEALEE, DZNep(5uM)72 WiMLEL OB A © A b 7T L
WL L7, Z ORGSR, DZNep AP TlX EGFP Bt OEI S 15.54% TH Y |

TSA P X 5 HDACPLE L REORETHH Z L NP LML 72 - 7-(Fig.14

O,
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7. PRC2 O D 7 A ) Z BT FEL~D BB D FEMT

Single-round HIV #REGET V&2 W T, EEHIHIO D A )V 2 BB FHBLA~D
PRC2 DB aat Lz, £7 . ZOBRILET MW TG O 2872 LTR 1%
PEOIMHIN L & TV D RFET % BHAY T, CCRF-CEM #ifiiZ single-round HIV % &
Jext, Y 2 H HIZ PMA/Ionomyecin ALEEZ 4TV, JLEEEL 24 BT 7 A L A& R
FREMI ORI G DL Z I~ T, £ DR, PMA/Tonomycin ZLEIZ LV EGFP [tk
ML DOEIE 1T 51.80% & 72 > 7=, 18H D53 TIdEY: 3 H H O EGFP Mg oF|& 1%
K1 10% Th o722 Linb, ED A1%PEHEHLATRER 7 1 U A L A % b o 7o s
Thol-Z LR E ., =D single-round HIV JE&YLRIZFUN T b I O 28 72
LTR OMfIAE E TW\WD Z LR L E 7257 (Fig.15 A, B),

Single-round HIV &4 % 4 W TEGAIT IO & A L A8 FHBL~D PRC2 D%
ZfENT 9 572 DI EZH2,SUZ12 % / v 7 X 7 L 7= Molt4 #il@iZ, single-round HIV
YL S, YO U A )V A B FHBMIROFIG A ik Lz, o R, SUZ12
JwrZyr BZH2 J v 7 X0 Al f o TS 3 H B O EGFP BRI O FI4 A3 HY
MmL7=(Fig.15 ©), &% 2 B HoMfas Hhlit L7z DNA Z H 7z gag s 1@ PCR
DfERNS | single-round HIV D& 0= I THINaR I BEZE 7008 FBLEE S 72 e
572 (Fig.15 D), Z OfEFR 5 PRC2 DGO 7 A L A G R T DIBLEITE L |
YA D RS T B IERACICH G5 Z L AVRIBR S iz,

ZOfERE S HICHRAET 572012, DZNep % 48 FEFEETLEE L 7= Jurkat MRS
single-round HIV % /&4 S, EYHIH O T A )L 28T FBL~D PRC2 D538 % fif
MrLiz, ZOfER, AL L7z DZNep DOIREAKAFHICES 3 H HO EGFP il
DOFIE PN AR R S, ZOFRERN S HEGHIITO PRC2 OIEMEAEYLY]

DT A NABIEFDORBUKEST D Z LRP SN L7 -72(Fig.15 F, G),
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8. JEMb S fulc LTR ORERFRYZ2MENEIEICE T 5 =Y = 2T 1 v 7 DAL

f5t\ T, dual-color-reporter ¥ A % TR AT 43 HL L 7= Venus(H)EFMICHEH L7z,
Z OMER R L, LTR OIEMEORRFZ (LBl L& 2 A, HA 20 A B
570 H B E TR ITIEESIIH S, —EDETEFIRBIZ/ARD Z LWL E R
-7-(Fig.16 A), Z D7 LTR OMEHIOMIC LTR RIS E oY =X T 4 v 7
BRI DOWTHET 24T 2 72Dl LAR—F—EA 12 HH & 120 H HO%ER O LTR
LT A R AERFD L~ % ChIP assay (2 & - TN L7=, Venus(+)
EHAOHA 12 HA L 120 HEOHETIE, EHo0EMb 12 A BIZITERL T
Mo 7oy, H3K27Tme3, H3K9me3d L ~LIEZLE 4L control IgG @ 2 fE5IZHEN L Tuy
7-(Fig.16 B), ZO#EHR»5 LTR EOMfIZe b 2 b ASHOE A TEE(L LTR Of%

REF) 72 N FF 5 L TV D ATREMEDN B 2 Tz,

9. #EIFAY7Z LTR {EEOHIHIIZ IS 1T 5 PRC2, HDAC OF&EEIDFEAT

LTR OB RIEINE EOT Y = 27 4 v 7 Hl#IK T DR EEZ 1 T DK
AET D701, /B LT VenusMEMZRREDO T Y = 17 1 v 7 AEXITFIE F T
53 L. Venus(HOMIOEIG DL AT ~T-, 3 PRC2 (X5 LTR Mz R4
AET A0, LIR—Z—iE A 13 H H® Venus(H)4£[H % DZNep100nM, 500nM 7F1E
TTHE LT, ZOf5%E. DMSO B 41T o 7= 22 [ Tidik # 1 Venus(+) O A3 E
L7=DiZxt L, DZNep % WLE L7-#Hfid Tix, DZNep OIRFEEMKIFHIC Venus(H+) O
DEIEBEVARIE TR 7= 7= (Fig17A), £725 0 PRC2 12k L THERM 2R KD
PRC2 BHEAITH S GSKI126 (Z2\ T LTR il 2 HET 205 L& 2 A,
DZNep & [RERIZIREERIFIIC LTR OMf 2 HET 5 Z & BN L 2 E 72 5 72(Fig.17 B),

iz DZNep & SAHA O EC & %5 LTR M O ED R LB L- L 25, B

BRI TE o720, I X - T DZNep, SAHA @ BEMALEE X ¥ ¢, Venus(+) D
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HHOEIGNE LRz T (Fig.17 C), GSK126 225\ T [REEEOMEIEAE L=
(Fig.17D), ZOfEHE 5, PRC2 23EMAL L T2 LTR O 22 sl 575 2

& . PRC2 & HDAC (3 #8892 LTR O < 2 & B3R s 7z,

I, GRSEA T = K5O 72 5 R EGL AL FH DE W T DOV T

1. LTR LY = 32T 4 v 7 AHIE OB O fENT

Venus(EMTHEA 12 HH & 120 B B O E{To7- L 2 A, #ifilN7ee X b
BRI DOEFED L~LOHIINA /L 57, 120 H H TOFIF /2 b 2 F L AEM O EFEDOFE
J¥ % Venus(-), Venus(H) 5 H Tl L 7255, Venus(-) 5 TliT H3K2Tme3 L~/ 137
2.5 %, H3K9me3 L ~/LX 2 f5EWWZ E R BN Loz, ZOREN LI
AN AEHOTLE ITIEGATI O LTR OIFPEIC L » THA Y JEYE %D LTR OfF M

R S T EENT IRV TEW 2 &3 6 9 & 72 - 72(Fig.16 B),

2. LTR {EVARRIE - = &2 = % T ¢ v 7 HlFEIA - LEAIA~OISEEOE

Z ZE TOMEHT S LTR OTEYENIIH] S v/ bW Venus(-) & Venus(+)
THFTEMMICIE LTR EO e X R AEMD L-YIUITENDRH D Z EBNP 6N E o
oo T2 T, ZORRSEA T = A LDEIR D 2 D DOIMRRGHNIE A OME DEITHOU
THEHT LTz,

£9°. LTR Z21GMA6T 2RI 69 5 0B 2 bk L7z, TNF-o0LH#iZ L %5 NF-«B
DOIEMAL, PMA/Tonomycin ZLHZ L % TCR signal DIEMELAFFE L7-fEE, EH 5
DM TH LTR OIEMEAZFHET 2 2 L A3 HIkTZ, £72 LTR DD L~L 3, Venus(+)
EHOTRENZ ERA BN E 7 5T72(Fig.18 Ay ZOFEREN S 2 DOHEF T o
AT = AL D AIREMENEE STz, £ 2 THW T E Y = X7 1 v 7 fillKF D

PR~ LTR Ozt 4 2 DOEMBTHEE L7z, TORE., “ 02T 4 v 7
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AN A PR EANC X LT H Venus(HER 2 @& LTR &M 2~ L7 (Fig.18 B), Z Of
6. dual-color-reporter % FIVTREYAINZ /7 EL L 7= Venus(-) & Venus(HEEF T
I% LTR OVEMERSME SN/ % TH R DME L b » L IREGSMaER 2 B+ 2 2
EMEZ BT, ZOFERN S Venus() DI K 0 38E 2230 A 7 = X LB F(ET

% ATREMEAN R S ATz,

IV. #BREYeE T /L HeLa/LTR-luciferase % JH\ 7= Tat @ LTR iEMALEE~D PRC2 D

1. HeLa/LTR-luciferase ffiiil ¢® PRC2 @ LTR #JHIGE DfEHT

B RILET VT 5 HeLa/LTR-Luciferase ffifid 2 AT, LTR O 7 o€ —4% —{%
PEIZx3 % PRC2 D2 L Tat 12 X 5 LTR IEMEALBE~ DR EEZ M ~T, BRILET L
HeLa/LTR-Luciferase flifdi%, LTR # 7' 1 E—% —& L T Luciferase #5813 2% 2>
ARNTG I N RT AT 2T v a i o TCEAL, ZEMICHRET dMlaz kb L7
ETNCTHDH, ZOFREMANT, LTR O 7 1% —& —{E% luciferase DIEM: & LT
Al L 72, HeLa M3 LECROMBK TH 2720, @V T AT =7 2 a URhE)3
Foi, EHT LR 2@ E S S B OMHTIZ DTV 5,

HeLa/LTR-Luciferase flifdiZH W T L hr 7 A LA~ Z—% T EZH2,SUZ12
B/ HT L, VIR=Z =T vEAIZL->T LIR O7 at—4 —{EEICHd 5
PRC2 OFrex st Liz, ZOfER, EZH2, SUZ12 / v 7 X U U MildTiEk, 2> b
2 —/LHIRIZ BT LTR OTE M L~V 3 2 5 ICH i L T 7= (Fig. 19 A,B), Z OfER
7>5 HeLa/LTR-luciferase DR IZHVTH PRC2 78 LTR OMFNZFHH- L T\WH Z &2
MAENE 7T,

AWF5E € H 72 HeLa/LTR-luciferase & LTR-Luciferase #5477 A X K & A &S

FZHE L7-7T A3 % HeLa flliiZ cotransfection L. FANEIRIZ - TBIR LEBIT
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L7ciilaTod b, RE1EEZ MWD Z & T LTR B ERICEE G 2 51 F 2808 2 #5348 L T
WD ENTRBEINTZ, ET N T AT 27 v a VEOERBRNES Th DT, Tat D
& LTR #l# OB %= el 9 5 2 A TE72(Fig. 19 C), — TCZOHIETHOLNDLIFE
RBGMIAIT A > 7 77 —BIKERIZIE S ) AICHASATEBY , AT 7 b —va v
YA MDA ERA T 7T —BIRFRICFEA SN T 1 T A VR LI e D ATREME
WD ZENEZDND, 1> T LTR DG LTR-Luciferase |2 X > THOLNTT
— XMz, BIZHWA T 77 =BG LA —%—7 A LA KD single-round

HIV-1 IZ X > THLNTZT —F LR ERICH i T 2 BE R & 5,

2. PRC2 @ Tat @ LTR i&ME LA B DN

WA Tat @ LTR iEMEALAEIC K45 PRC2 OFEA iR+ 5 7-0ic, SUZI2 %/ v
7 #v Uiz HeLa/LTR-Luc #if@iZ 0, 1. 5., 10, 20 ng/well ® Tat FH 77 X
SRR A —H N TURAT =g L, 24 BiEI4IC Lue OIEMEEZRIE Lz, £ Ok
Foav be— il &k O SUZ12 / v 7 # 0 URIZ 38T L Tat OIREMKAFRIIZ LTR
DOIEMERHEI LTz, ZNENOMIIZIT S, BA LK Tat 2L 5 LTR OIEMHELEE
FARTHIZE Z A, SUZ12 DT L - T Tat 12 L %5 LTR OESEIEMEN L 0 Rk s
%2 ENHLMNE 725 72(Fig.19 C),

Tat @ LTR IEMEALREIC T % SUZ12 Z M FIFBL O E 2 gt LT, Flag-SUZ12 %
N7 A7 x 23 a2 L7z Hela/LTR-Luc Mifdiz Tat & h 7 A7 =27+ 2 L LTR
TEMEALRE 2 fEHT L7 AL, SUZ12 Z M RIFE 8 S 7= #ifd i LTR o ER i S 5
ZENH BN LT o72(Fig.19 D), ZDOfERN 5, PRC2 IE Tat 12 & % LTR & MEALAE
HET D Z &R I,

WRIZPRC2 / v 7 %7 D NF-«xB BEEA~DISEM~DREEZR~T-, SUZ12 %/

v 7 27 L1z HeLa/LTR-Luc #ifalC TNF-a% 0. 5. 50 ng/ml O TR ERMN
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L. WLBEt% 12 BRI 1281F 5 Lue DIEMEZRIE L2, DR, TNF-oD K17
12 LTR DOIEME LA &=, SUZI2 / v 7 X7 U 4ijne =2 s — Lifa T

TNF-o LB X DIEMALRITIIRE 22 IR 67z n- 7= (Fig. 19 E),

V. (8PEEYGLHIE Ul T PRC2 @ LTR #iil]~D 88 D i it

1. ULl TO I A )L AFEHL~L L LTR Fo» H3K27me3 L ~L D %

HIV B eiiak ¢ % Ul 2 VT, LTR E® H3K27Tme3 L~UL & oA LA
RNA OREL L~ OREGR Z G ~7z, HIV @&l Ul 13 promonocyte TH V), EEE
(CHERIERMLII & L CTAE LTV D TR TIZZRY, LA, 22 £ TOMGEE) 5, PRC2
2L 5 LTR 7 0 & — & —IHHED A 1 = X AWM OFEREI AR 9ITHE 2 5 m i 7 il
AR=ZALTHDZEDPRRENTZZ LD, UL MIRZFIH L7z, £z T Mfgd ko HIV
TP E T D5 ACH2 Mild T4 LTR LD H3K27 D A FIAUERFIES D Z & 1 3hk
BLTW5, ACH2 #ifa Tix EZH2, SUZ12 ® / v 7 X7 FEBRIFT - T2 As, PRC2
DRLEHRITEH % DZNep ALERIZ L > T A /LA RNA ORI INT 5 2 & 5 LA
FML-BAI2E LTR Eoo H3K27me3 L~V MK T4 5 2 & 2zl L T 5 (data not
shown),

U 1 #ffaic TNF-a% /0P L, NF-xB #& A 1EM S E7e & 2 A, U4 /L A RNA O3
BT 100 5128 M L 7= (Fig.20 A), Z D& &, LTR L® H3K27me3 L~ L il ai
& HElE U CL40% R £ Tl L7 (Fig.20 B), Z OfE R 6 UL Ml Tid w1 /L A RNA
DFEBMPERG L~V THH SN THWD Z & v A /LA RNA O L1 L H3K27me3

LU O BRI 5 5 Z & D3Re STz,

2. HDAC BREANZ L5 A NV AREEOFHEEFFDO LTR _E® H3K27Tme3 L~V D24k,

T, Ul filgTO T A /LA RNA FBEIHENIZEEO Y = X7 1 v 7 filf#3 B8
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L TWB 0 EET 5 72012, UL filalc HDAC PLEA] TSA ALBE A 1T - 7=, Z DfE R,

TSA500nM 15 RERILERC L - T, 71 /L 2 RNA O BLIE 250 712800 L 7= (Fig.20 C),
ZD&ELTR E® H3K27me3 L-/bid 3y b — L & bl LT 80%FRE £ TR ML
72(Fig.20 D), ZOf5HE2 5, Ul fiflaToH v A L2 RNA FELNHIZ HDAC 2335 5-3
% Z L. HDAC OFRE X 257 A /L2 RNA #EBFHEIZ L - T LTR £ H3K27me3 L

NANEIT D802 EDRHLNITR ST,

3. Ul % PRC2 @ LTR #ilic >\ T

U 1faTor A /L2 RNA FEEME]~D PRC2 D% i+ 572912,
EZH2,SUZ12 D /) v 7 B0 &A1 7, £7 BZH2,SUZ12 % /) v 7 ¥ U LT %
BINL L, 7 A VA RNA OFBLL~LDZ{k & LTR E H3K27me3d L L2 DWW TR
AEIToT,

EZH2, SUZ12 / v 7 X722k b PRC2 OSHERLE % i 4 57212, Positive
control & L C/Z MYT-1 72 %&—4%—_ Negative control & L T/x GAPDH 7= %£—
X —fElR A O, H3K27me3 L~V % ChIP assay (& K » CTifl<7z, T O#EFR, MYT-1
promoter I DWW TIESUZI2 / v 7 XU 2K > TH3K2Tme3 L~Lp 3 ke
—LE LT LT Z E B NIT72 0 | PRC2 OREREIAE A MR T2 2 LA TE
72, ¥ 7= GAPDH promoter fHIk TiI % & & & H3K27Tme3 D L XL 3K < |
EZH2,8UZ12 / v 7 #7142k % H3K27Tme3 L ~UL D2 LIZ R 5720 - 7= (Fig.21
B), Z® EZH2 £7-13 SUZ12 / v 7 ¥ v > Ul #ijg T LTR L H3K27me3 & L ~L
BRI LIZE Z A, v be— L i L CHEN A 5= (Fig.21 0, 512 SUZI2
/w720 UL TIE Y A /LA RNA OFHBL LU 2 52832 2 E 35
MR ZALOFEEND Ul #ilics VT8 PRC2 28 LTR o#iflicix ., AL

A RNAFHZMHI L TWD Z ERHBNERoT,
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4. LTR ET®» PRC2 DD & A | MNERi~D EBD M

PRC2 ® LTR LETOMDE Rk AEHi~DRE 2T 5 7202, EZH2,SUZ12
J w7 A0 T H3K9me3, AcH3, H3K4me3 L~V D% 4% ChIP assay (Z X Y
it L7z, PRC2 R/ v 7 X7 42XV promoter fHIK/ZIT T/Z< . FDHZD
H3K27me3 L~V B L7z,

F TG e A N AEMITIB BV EZ M O U X ¥ v —d D )MERE
T 57292, PRC2 / v 7 X0 HifldTo LTR £ H3K9me3 L~V DZEAL &~ 7=
2. H3K9me3 L ~UZITB LB R B iie o Te, T OREED DI/ & A b A&
DUV ORI T D Z LR I, EEEIEMICEDL E A Fr D7 &
FALERT> H3K4me3 E£fi1X PRC2 IC L B L HEHiT 2 L B2 b2 &0 b,
PRC2 D/ v 7 B NI K> TEALT 20 GEE LTz, £DREE, PRC2D /) v 7 X
\Z & > T AcH3 @ L~Ld promoter TITZE LT promoter DR O ThH 47>
W2 Lie, ZOfERMND PRC2 1Tk 2 b7 & F MAUEEOHIEIC TR L 5 2
mnWEEZ bR, —F H3Kdme3d L~ viX, SUZI2 / v 7 X 7 U Hild To &
H3K4me3 OHMN ATz, ZOFEHRNS PRC2 O FEREARK 11 H3K4me3d L

~UL DFIEN kT D REREDE W B D Z L 13 #E x b7z (Fig.21 C),

VI. PRC2 ® LTR JGfEA T = X L DM

1. ULHBRICEBIT A YYL / v I 20 DEBOfT

PRC2 OFEFNTIAFIC 725 Z &5 PRC2 OFERH B 2 80 Ty 5 D1 PRC2
DY IN—E—ThbdrLEZOLND, £Z T, LTRIZxT5 PRC2 DY 7 )L— kD A
H=ALZIEB LT, YY1 |33 3 723 730 Preiohomeotic DARET 7 TH Y .

L awuYa IR THEIN TS PRC2 Y 7 V—F—OHT, ME—FHEBIM IR
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FENTVWHLDOTHSD, £72 YY1 iZ PRC2 @ EED X° PRC1 ® BMI1 & 0 A VEH
5T L ESNTWD, . YY1 (ZLRTO#EE T HIV-1 LTR (& U CHil A ()
LT EMNREEINTWVWS, PRC2DU 7 v—H—DEME LT YYD 2B, /v I &
TN L o T A LA RNA ORBSC, LTR O 7' v — X — {5 B % 5 2 2 i~
7oo UL MIEIZ YY1 IZX3 2 shRNA 2583 5L bu U A L A2 eS8, YY1 & 18
WHINC v 7 B35 Ul #ifaz sz L7zo b, RT-PCR & Western blotting (& -
TYY1D/ v Bo vz Lz (Fig. 22 A, B, ZoOflgzH\<C, YY1 /v o &
7 28 % LTR E® H3K27me3 L~V D2l % ChIP assay (2 X > T/ & 2 A,
LTR E® H3K27Tme3 L~ LOII R b 727 (Fig. 22 C), %72, RT-PCR (2
Lo TUA A RNARBI LIV DOEGZTANTL T A, 2HOT viA T—EDMHRA
RSN 7 (Fig. 22 D), LA EOFEENS . YY1 (X LTR (2B CTiZ PRC2 DV
J— R A2 MCEE LT 2 EAVRE S 7, %72 HeLa/LTR-luciferase D412
BWCHLYYL /) v I X &iTo7-L 2 A LTR OiEMHALIZEIER S /) - 72 (Fig.22

E).
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Eo =

1. BRALERKSZE T /L dual color reporter(LTR-Tat-IRES-Venus-EF-1-mRFP) O FI i

& R,

FEROE TR AT L 912, HIV-1 BRI O A 1 = X L% WS 5 L TR E 72k
LR D DI, VANV ABIGT 2 T & I WIBRIE NG & FERG G 25k 35 2 &
MREETH D Z & & EERDOFRGLE RNIZ I8 1T DI RGOS EE MR Z & D 2 A7
Thod, TNODORERZMR L, BRIEELICBIT 2 ET Y =27 1 v 7 HfiliElo
e 2o T D2 X< KW E TIETME O dual color
reporter(LTR-Tat-IRES-Venus-EF-1-mRFP) # {8 L 7=, Z ® dual color reporter
FEIZLLTFD 4 5CHo, T 18HE LT, ZEMNRIEEZ > EF-1 promoter 7>
5 mRFP % F L—H—& L CRILIESL Z L8 0, BYsHIER %2 LTR OIE%HEOf
BIZIOTHRIET D2 &N TE, o TRYSMIER 2RO LTR {EHEOFHn 4 7 6E
L7ZRTh D, EROBRIEGSHIEORINLIZIEL LTR GO M EIRER D 7 e v A
WAL b O AL T 2 7 e ANRKLETH 7208, AFFETIER L7z dual-color
reporter Z A5 Z LI LV | Y%L O R W6 LTR OIEMEO I OiEFE 2 #8122
THZLENAHRETH D, 28 HIL, singleround YR ETRA LA THD, IR
EHSZEICED . LR—Z—EAKIC LTR ICEMT oY =T 1 v 7 2% %
PRSI 5 Z L3 RE L 72 o 72, 3 RBIFX HIV-1 O FZIFE A ERBSHE,
LTR 76 OERBHIEICEE R Tat OB ZHEW LR TH D, VANV ABIGF 2 RKBS
52 & TR 2 Mt 2K T S, B4R HIV-1 TIRRBEELIC Lakk
SE LR W R IR IS IR DRI R 2 @ < 5 Z &N Algg & 72 o 72, 4 KBEIX LTR 0
nE— 2 =IO L LT TD Venus ##H, SH7- 8 ThH 5, Venus ¥ /37 HE
IZ GFP & /37 B & Wl U Gl dtEAM < | 7230k E 980 2 & 55 LTR 07

1€ — & —{EME% Flowcytometry |2 LV fifEICMT 95 Z L3 AREE oo Tz, 72w
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s R B ORBUTHIRAOFE E - Yetase & OBER <BIEITX | FRFIC R & i
ZERNWZ ENBEGE LI AN A LRI IRT D Z E DN ARETH D,

—Ji, ZOVR=FZ—EARIZIRABIFET D, T 1RAEIXEIEZTA LA
BRI L DBRIE~DEELZZETERVWRATHDL, 2O b, LiR—F—&
AR TR LN IZHRIT B AR AR WVET VA2 W THREET 20 ERH D, 2

W T in vitro D LR — 2 —38 AR TITIERALISE A~ D505 P 1) 22 DR B g
KRN TH B, In vivo DIEYFR TIL T A L ABIGT 2 359 D% CTL (2 X v 4k
BrIAL, —EBOMAL T OBREREINA NI T H LB X BT WD, Invitro DL R—X
—BARIEL. ZO XD AN D OB PR L USRI O v A L A BRI OFE
HOBNELOBEDOIHIFHL LTET LV Th D, £72 3 HE LT, LTR @ Fii
(ZHERTFAE L ZRWR ) 72 T e e — 2 —DIEZ b OR Th D, AR TR L7z LR —
Z — T3 2 Hil{b 3 572912, LTR & Fifid EF-1 promoter 73%) 2kb #22E L 7
NTELT, I’BE—F—[FLOTWNREZ LFRIENRE X HND, I OFRENEZ REE
T 572912 LTR @ Fifi® EF-1 promoter } (¥ mRFP %Ki &+ 7= single-color
reporter Z1ER L. RO EREZIT-7- (Fig. 6 B), T D#5E% single-color reporter
ZIBALTZHAICBN TS, LTR IEMEO R RIEAFA 22 806l 238152 S 41, £ 72 dual-color
reporter AR & [FIERIC, EEYPIIC LTR OGN IRVERN & 35 WEMAIFET D
T LB S -, L L single-color reporter & HAii Tl dual-color reporter /&Y
AR & beig L C Venus OFBR M ERWEA A R o7z (Fig.7 B), ZOREES
T EF-1 promoter OFEIC L D LTR OFEMENRTIH STV D ATHEMENE 2 biviz,

ZOEDITH TR L2 UAR— 2 —FARITITF R & RIEDFET 203, THET
DEFRACESEBFFED LR TW MR Z TR L TR Y | 1> TR TH L Lk i
ERALASL O BIRICE RS D L B2 b,
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AHFFEClE dual-color-reporter % Self-inactivating L' > F 7 A )L A7 Z—% F\T
i BRI EA L T D, ABFETHWE DA VAT Z— 3 HIV-1 ZEAFHK L LTk
D, Varerr huALADS 7 A RNA XS KimilZ U3, REEE, 37 Kimlll
Ub Sz Ff> TV 22, U3 07 mE—F —{HMEICEE L &2 b LG MR 5H-141
~ QI AE R L TV D, > TY av BT P UANLARLHKS 77 YA L 2D 5LTR
O U3 fHIgIE T vt —%—& L TOMIELZ A 720, AT Dual-color reporter & LT
AL LTR 10 R HROESNI LV o F I A N AT Z—0 R EEHEFFEPERE L,
REOBICT A NVAT ) LD 5 KD R & LTSNS AREEREZ bz, ZOX
IBHED T B T A NAPRHRL D E, L ba A )V ZADMERE O A ) = X 5% el
L7z, ZOfER, —BMIC HIV-1 OMEREOWEIZHB N T, (D DNA OARNICE Z %
second strand transfer Ci% 3’ KiifH|® polypurine tract (PPT))>» 54 L T& 72 DNA &
A QAT L COEHDO KRR TH D Us & T L, primer binding site (PBS) D FH#f
PEZFIH L CO#EHD 37 K& 72 DNA BB ThiIL D, AR TLAR—X —DERFINIC
A L7z LTR El4I% PBS #4458 L TUW 72\ 728, second strand transfer OFR 258k S 1
5 EFEm bR nEBx b, LA LLAR—Z—DEATDO LTR 7 second strand
transfer OIEFE TRk SN2 HAIZIE, LA—% —OEATO LTR 8 US IZKEEZH 2L D
272> TLEWY, VR—=F—OFIMET - HETLHHRERLZENTFHRIND,
ZOXDRY AT ERFET 272012, LR — & —@&Geiifa 1 o> IRES-Tat DA LTR i
N ZAffht Uiz, LAR—2—@ U3 e IRESICL U F U A VAT Z—0 U3 ORIFE
Ztkie X 9 ICF%E L7z primer 2 VT, Venus(-) & Venus(+) DM 2 &8s 12 H HIZHh
1 L7z genome DNA % ##!|Z LT PCR %17 -7, Forward primer (XL > F 7 A )L A
Z—fko U3 & LA—4 —ERT CHMO IR G Lz, BYAIIC /7 L7 Venus(+)
M H S OBEANIAS 2 R L7= 6 7 1 — 42TV intact 72 LTR T > 72, —J7. Venus(-)

OEMEKDOEH D7 10— T Venus ERTD LTR B 2R L7-fiR, 12 7 n—rH 6
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7 v — N intact 72 LTR B8l % &5, 6 7 1 — 27 defective 72 LTR #Ff-> T\ =, ZOD
FER D Venus()DEMD—{IL, U3 DRIIZ & - T Venus DIEHAMET LTV 5 ATHE
HRH D EEZ BN, £ ZOFERED D Venus()DOEM 121X intact 72 LTR 4% D
£ BFET D 2 ERFERFICHER SN, ZOZ 5, intact 72 LTR ZFf 212 HBb 5
LRGN S T e — 2 — OIEENIH SN EFRFET S, L0 ) KL OME

WIEEF I WEEZ TN D,

2. ERIEARNEIZE D 5 LTR IEMED 2 D ORI DU T

AWFFETIIHBUAER LIz VAR — 2 —FR &2 VT, LTR Ol A 77 = X L8 A E
% OBILIRANE] & RRFR 2 INH D 2 YO DAD=ALTHDHZ L 2O THLMNIL
7o TD 2 D DRI EE DAFAEITIE E DRAE 7V ORINL T ED bR BRIV ITAR
ESNTWEETNVE—HTL2HDTH D,
REEEZIZ LTR 23] S 40T D UM E 2 8 IMLe T L & LT o & L
Tlix, Jordan & & Bosque HDO#ENH 5, Jordan 523V ZIER(LE T /L J-Lat #fi
Jaix, GFP %Z#54 L 7= single-round HIV J&¥:% (2 GFP D48 L 72 W VE % 43 B LR
RARUIT I > THRIE L. 71 A v 2 2 0kEF L T IR 2 BRI GeAIE & L TRtz
L7=HDTH H(Jordan et al., 2003), 7= Bosque H MBIERIL HIV OFIEMEL Y 7
NV OBRFFIZHW T Ex vivo BMR{ELE T L Cld, primary CD4 T #lifd 2 ThO(Naive Tcell),
Thl, Th2 Z5b7 5 5 THEE Lo, HIV-1 2 ST IRILEERT, /FRIL72 %
DTHD, ZOETET/ATIIEYE 3 A BICIZVA N AL T ORIN R SN2 T203,
&Y 7 HHIZIE CD3/CD28 HUARHIIIC & » THIEMEL 2 2 & 23 ATHE s e e 23
culture FIZIFE L TV D Z EWVREN TV 5 (Bosque et al., 2011),

—J7 Lewinski 5%, JEHE R LTR {EMEDFRUVEYLHEN 2> B R RF RIS HIH S iz

LHAEZERILET NV E LTERIL IBRILL A T 7 b—ta oo OB & g L
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TW5, £72 Kurn i+ 50 7L —73—@#OW5E THW TV S Jurkat Hifa O RL
E7 VL, Jurkat (ZxF L C GFP % #5# L 7= single-round HIV % &% X &7-%. GFP
B L TV Z 0B L TIME L. REIEFRIZ L > T LTR O L~V METR
L7-4%HT& % (Friedman et al., 2011; Pearson et al., 2008), F7-1% 5% primary
CD4 T #ifaZ FV T & [FARICEMRAL =7 L 28152 L T (Tyagi et al., 2010a), £7-
ABFFETH 2 HeLa/LTR-luciferase & 8 AE % (X luciferase DIEVEN A H v, K HIE:
BIZE > THIRIEICA -T2 b0 THY . KA STV 5,

ZDEINT AT = XL DR DERICETADRE TN —TIZ L > THNLRT
X, DA D= A NTERIR BN, EHLORKE TR LIZET LV HIBRILET L &
LTROLATEY, bz AW TIRIRIEOHMERICED 5 LTR 7> b O GHH] A 4
=X LR LTR OFEMHID X I = X L ESH TS, —J7, AWFETIE. FLr—
=B 2RI TL2ME O LR—% —Z2 AT IBREG IR AZ fI i b3 5 2 &I X
D, ZTHETICRBRAICE 2 5N T& 7= 250 LTR RS OFFEE %[RRI GEA 9 %
T E MRz, E 72K 50% DGR TR D LTR OFEER I S Tnd &

WO ANEHREBFDL LN TEI,

3. [ABED LAR—H —iE A% L DR

ABF7E TR L 7z dual-color-reporter & [FIER ICH G Z "V & L —H—& LT
AW IRAEHIVORFZE DS EFIR N THR STV D, BL R3OS ZEIT L.
AHFIE & DEBUR K OFLER & BT 5,

Carter & |ZHIV molecular clone p89.6% #, & IZEYAIMIIC b L—H—& L TCGFP%
BT 589.6-AE-SF-GFP & W\ 5 LR —F —&{Ef L7z, #5I1XZ DT A )L 2% CEM,
{EVE(LPBMC, M ONE Merfife (Z& Gy S GFPOIEHL L Higaghtik z V72 ge a2 K

D gagitin T ORB MmN 25 2 LIZL D RGNS U A L RBRFOFEBLN 2
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RGN FEST D Z L 2 r LTV A (Carter et al., 2010), T HIXZDOVA NV RAEE
DIZAEILD T A v 28K Z AV T, HIVIZRES: U 72 &E Masiiial 2 d 1) 5 Mia st & IRy
DRRALZ R L TN D,

Benhard 513201352, LTR-dsRED & 7’12 7 1 /L A DNESIZE1Fa promoter GFP
%534 L 72 pTY-LAI dsRed reporter mini virus &\ 9 f§iED L AR —F —ZHW\ T,
YY1DOERIE~DEEREMNT L T D, HHIEIOLR—F—&EA L T24R/H 5
T205E] D FIZdsRED & GFP 2 35884 2 MlafE M & GFP O 7 & F 89~ % Ml i [ 2317
1ET 52 L. EIBEAINC T 5 dsREDEMEDOMIIUER OFEZHRE L TWD, £
T2 513 Z DG O dsRED 2 a4 5y B L. LTROJENEDM I S 2R HIC F
i+ Zupstream RBEIII region, enhancer region (ER), & U‘RBEI/ transcription start
site region ~DYY1DFEGEN LN & FLEYYURAESINCERZEA L LR —X
—IZF T 2 Wil OfFER LYY 1D R OfEkRZ i L T\ % (Bernhard et al., 2013),

Calvanese 5201342, I RILHIVZ FHEMAL T 2 A DA 7 ) —= 7 F & LTH
L—H—Z AW R E T L2 RE LTV 5, 151X Carter 5 23 Ve
89.6-AE-SF-GFP% & L2, Nef&{n B mApple DORFZHH A L 7=
89.6/DNE/mApple/SFG(89mASG) & . Jordan® DHXB2MH kK R7/3 clone® & & 12,
EFla-mCherry % Nefigd (x5O FitiZffi A L 72 R7/E-/GFP/EF1o-mCherry
R7GEmC) % fFf L, B3 H H 2> 5 LTROTEHENN N £ L < IRV EYSII 4L 2381
HINDTLEWME L TWD, I3 Z ORI ZEREISHIBER & LTHIRL, 1~
T b=y arPA MURTFLRWEADOR 7 ) —=2 7R ELTHAL TN S
(Calvanese et al., 2013),

FRLO £ 90T, IEFIT e © HIVIERYE & LTROIE MO W F &2 F5HE & U 72 B R(EIFZE 23 )
HINIEDTND, AWFETIL, Y PIHID & LTROTEMED H] X 2072 iy e o> 2 [

DIFAEERLTWVDET, INETOHELE KL TWD, LrLINFETORETIX
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[FIRFIZ 2D DOLTRIEME DIREE S B2 M &L 43 F L-UL T EHI T i
TR, AR CTIREGAIIN LTROIE AL L~V 23 87 2 D O &G 4E R 1
HL. TNENDOEMRIEGLN RN T D Z & R LTz, G0 SR MEGL AT £ T

LTROIEMEDZELZH SN L, 2 DOEM TR Z > TW DI A 1 = X LD %
NENEEDTE Y =27 4 v 7 BN ES T2 2L WO Lic, £T2LA D

= XL ETR D EREGSIIA D18 2 B B 2N L7 RUEABIFZEOMANN 2R R TH D,

4. B o LTR IEICB T AT Y = 2T 4 v 7 A

Y D272 LTR MfilCRED 0 A W = AL Zffffr Lick 2A, REQRVER—HF—

2

B O KA ITHERR ST, TNF-o/LEE° PMA/Tonomycin ZLERIZ K> CTHEIGME(L FTRE T
bhote, 72 RNA LV ORBUK TR LN LD, B85 L)L TO ] O " HE
MEREZ SNz, 2T, LTR O ot —% —iGFHoflEicEbsEEc Y =37
A v ZHIERICER Lic, REOTE Y =27 ¢ v ZH#il#IZIZ, DNA O b U
DA F AR, & A N ALFHHER 7 E Ok 2 RBEER B %, F TGP LTR
DIEVEN T2 5 2 M (Venus(+) 2 O Venus(-)) {22\ T, LTR & D 11 2>FF D CpG
site T DNA D A F L {L{EAi% bisulfate sequencing 51T & o THENT L 7= 5.
Venus(-),Venus(+) O MM & £ (2 LTR LD X FUbidH S oz, i ClsE
FIENCREL D Z E DR BN TV D B A N AEFIZ-DU T ChIP assay (2 & - TH#HT 21T
>72, BANUERIO L~V DiEVE Venus()ER M Y Venus(+) 4 T rfg U 7= %
H. Venus() DI TiE LTR @ promoter 1 T H3K2Tme3 (Effi D& & AcH3 K&
O H3K4me3 fEffi L~V DR F @I S iz,

JEGI 2> 5 LTR OTEMHEAIH] 4TV 24 o> LTR (2 H3K27me3 (& £in3 5
LTWizZ &b H3K2Tme3 % filli#l 9~ % 16 [k -+ PRC2 MG LTR V&M

B L0MEE LT, TOREE, PRC2 D FHEK{THDH EZH2 X NSUZI2 D/ v 7 &
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T AN Ko TGO LTR OIEVERHEMNT 2 Z &N L AR —F =B ARITIB W TELIES

SNTe, F7z singleround HIV EERIZEWNTEH, PRC2 @/ v 7 X LI

EZH2 OHEH|TdH 5 DZNep ORFILIIZ L > TH RO ENEG SN, 5Ok

R B ERF PRC2 AEGAI 0 —EH OIS HIZ 5T LTR OIEMEZIHI L. £
DFERT A N ABISFIBIIMET T 2EHNRALT D 2 LR RBE LT,

AWFFEd iz B TIiE Jurkat, CEM, SupT1. 293T #ifi1iZ Dual-color reporter % @4k
S, AL 0 LTR OFEMEAfRNT LTz, Z OGRS ORI Y]
121X LTR OIEVENIRWER L 550 E X2 RO WERPMFET 5 Z &2 A LT,
MR OFEFEIZ X - T Venus(-) & Venus(H) DEHDOENIGITEWV R AL H T3, ZAUITABAH
THRRDETHoTMN, KREL 2 SOEMITH D &V ) AIZBW TR dB@ o B L 03 8
BENTz, TDZLinb, 2D VenusC) DR TOMH A I = X LOMFETR S 2 DOHE
M 23BAZE 25y LTz Jurkat M2 IV TIT o 72, 51 S HI2% < OHIFAR-CIER T #Hifiuz
AWTHETT 22 & T, BIRIED AT = X LDFEMR T A= ALBHLNTTE D &

EABND,

5. LTRIGMEORIFZIHICBIT DEECEY =327 1 v 7 HlfHOEENZ SV T

Dual-color reporter ZJi4s ¥ 7= Jurkat Mz 5% L, KB CTC7a—% 1 A LY
—IZ X o THRNT 24T o 7ok R, Venus(HDMIEOFI S I1XEY: 4 HHICE =212, 20#%
WO Rk BlE SN, ZORERND | BRI O Venus(+) O T Venus OF BN
i Sz rraerE & 72 D 2 IO MG L OV EAFREDEWIC K 25BN B 2 b D,

EEE G Venus(), VenusHDEMEZ DT THR LIZL 24, 2 O0EHIFT
PERRBIC K X 728X 720 o 72 (data not shown) , %72 Venus(+) O % /3 L CTH &

L7z& 2 A, BREFEIIC Venus(DEM~L 27 b LTWL BEF0EIZR Sz (Figl7TA)
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ZORERNG Fig.sh THIZE I 7z Venus(HEE DI 135 HIF OHFERE DiE N TlE /R < |
Venus(HEMIZFH T %5 LTR OMEITH D = & ARk ST,

AT, WRILDRRNL A B = XA DOEEBEI ST D700, Y
LTR OIEMENE - 7 YA M (Venus(H) b0 B L, 8 OB ESLM FICBIT 5
LTR IEVEDRRIE L 285 LTz, Z£ORER, Jurkat fiflid TiZ, LTR OFEMEIZ 5705 6
HEICE—7 2%, Y% 50 B T—EDE /R Lz, Z OREZMmEIc LTR £
DT =X T 4 v 7 ELOBREEZ LN T 572012, BY% 12 HH & 120 H H
O T LTR EOIBIRIZ2 e X b AEMOFE L~V A L7z & 25, H3K9me3
J OVH3K27Tme3 L~UL73 120 H HOH > 7L TN L, #1C AcH3 O L UL 138
RIS DT, E RN H L7z LTR OfFHEA @ OEIC DZNep %Ki
FETREE LT 725 . LTR OiFEoMEilRkE~D = MY —2HFE S,
EZH2 |26 L TR0 @A T 2 HEAITH D GSK126 Z [FAERIZALE L 72356

2% LTR ORNEMAGIZ U CIRERFIIER L7 2 &6 . LTR ORI 22 BNl st
+% PRC2 OG- RENTZ, F7- DZNep £7-1% GSK126 & SAHA DO IHALEE AT -
TofE R, BLEANC K D EF~ORENDEEN 10 HFE LR CE Rino72hd, kb
587712 LTR OIEMERMRTZAL, MfRE~D = R Y —EI N, ZO/REND
OLTR OiEMEORERA A4 O e T, EGHIA 7 & 2 b B2 LTR ISR L
TW5Z L, @PRC2 & HDAC i L C LTR OREFEA A Mifilic B - T D 2 &3
BN ERo T,

F 7Y 2> B LTR OIFMEA ] ST/ Venus() ORIV T b etk 12
HEE 120 HEHOLENS, EMEE#RIZE > T H3K2Tmed NS HICEEL, £7-
H3K9me3 7% LTR EIZEAIND Z EBbh o7z, £72EA 120 HHO Venus(-) &
Venus(+)EM D LTR D=t =7 4 v 7Ok L7 2 A, EHLDEMTY

120 HHIZEIT S H3K9me3 LN H3K27Tme3 OZERBMB R ONT-08, FOL~ULiL
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Venus()E DL BENZ ERA BN E o7, ZORRN S H3K2Tme3 I3 YAIH
IZFB T LTR OTEMEZ I U, YR O S RAL O RSLIZ B D 5 & A b AEH]
ThbdELEBIT, BPEORAIZLTR LICERE L, X 0ia ) 2im 5 MmNz 5-4 2 0
REMEDS R STz, F£72 H3K9me3 (TR YA 1T LTR BICAF/ERT, UL D IFH
AT, A IZER LR 2 BHNC B 5T 2B/ CTh L 2 LB Bk e o Tz,

HIV OfGHENCEDIEETE Y =327 4 v 7 HlEIC 0T, ZHETIZLLF
DEDIWENR DD, DNA DAF/ARICBI L TR, Z4LE T, HIV MR YL ik
ACH2 < single-round HIV-1 &% Jurkat fifd> LTR OiEEDE 5 #5k? clone %
W FRMTIC X - T LTR | & 2 OERLFEIRICAFAET 5 11 2FT D CpG site 25 HIV-1RNA
OFBMHNEAD D Z L BHE I TV HRef), HIV iR E LTR JELOE X k>
EHIOBEO®E & LTIE, B2 T2 FUUEMICE L TIE, NF-OBp  OKE
%A ~—. Spl & ¢-Mye, LSF-1 & YY1 78 LTR k(2 HDAC1 %V 7 /L— K L, Nucl
DOBLT & FIALEATO, BEMHICED L Z e EINTWD, FlE A R AF L
{EAERHIZEE L CiZ, Suv39H1 (2 k% H3K9me3 78 HP. %2V 7 /L—hL~TrZ B~
FUNEKTHZ &, G9a i kD H3K9me2, EZH2 IZ & 5 H3K2Tme3 & £fi A3 181
oo LTR O 2 Z ENfE STV D, EFIEHIICED o e A R
{Efifi & LTI, Tat 177 F T LTR J&i42® H3K4me3 2MEti S d Z &, P-TEFb &4
HIEM L HIV OEEME 22+ 5 SKIP/SNW1 78 H3K4 A FIALERM 21T 5
MLL1complex O %A 7 TdH % Menin EFHANEH T 5 Z & Mss X TV 5 (Bres et
al., 2009; Zhou et al., 2004).

AWFSE CTIEHT 72 IS /ERL L 7= dual-color reporter % [\ CTIRYLE %> b IFIIREEICE
LFETOBMBETHEEOTE Y = X7 v 7 Hl#HIKF28 ED X 512 LTR OGO HIEIC
BIG- 2 2MZIEE L, & ORE R BRI o LTR IO MHIIZ LTR > H3K27me3

Effi & 2 DOFIEHIKF PRC2 25 L TWD Z L 2B BN LTz, E72 PRC2 238K
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Yl Tdh 5 Ul MRS EE T VI T 5 HeLa/LTR-luciferase MIZI 1T 5
LTR {HHEOMENC HEEE LT\ D Z & &R Lz, BMEEeicisir 5 BZH2 (12X 5
LTRIGEMEOIHNCEE ¥ 2 #5513 Freidman & 73 2011 420 Jurkat OERIEGLE T /L E4
clone Z HWTHE LT A=A L L —HTHHDOTH D, AZETIL, Tk TEME
YO LTR &M O & OFENAHE SN TE B ETEY =T 1 v Z il o
T%H PRC2 12 X A0l ARG A O LTR OMFHICEE CTHDH Z L2 HHTHLMIZL
7z, 72 BEZH2,SUZ12 OENETND /) v 7 X7 % HWT PRC2 BMEAR L LTLTR
OHIENZE B Z & YR TO PRC2 OFBLE - IHMENKGE I O 7 A L A5
R ORBUCHEEEZ B2 52 L2 HHTRLT,

—J7. 2k T HIV ORGIMHICEE T 5 2 L S TuV/z H3K9me3 461
JEYLEL 2 O LTR OiEPEOIHENIZRE G477, Bedef R 28 C LTR _kiZ&R L. LTR

DRERFRI 2 MENC B G-I DEM TH 5 Z ENEZ BN,

6 . ERALRSLA~ DD 7 A IV Al An 1 D B DT

AMFFETHERL L 72 dual-color reporter (37 A L ARInF &l & A ERIESE, LTR
225 OG- HIFN EE R Tat OB AR LTz, 2O LR—& —% AW CIERIL R % fF
Hr L7255 61213 Tat ISR O A NV A B F ORI O BT B R TE v, ZORE%
fihd % 7-®1Z, singleround HIV &Y% A5 Z 12KV, dual-color reporter
ERWTELNEBHEORIEZ{T>72, 2O single-round HIV (25T & Y01 7>
B YAV ABRF OB S ALY AR T 5 2 & L £ ol PRC2
PG5 Z LIXERINTTR SN, O T A L ZBEGEFBEBREICE D & 9 1cH S
LTWDODIEIAHATH D,

HIV (392D U A NAEZ R EEa— RRLTWb, HIV-1 O7 7% —& R

JETH D Vpuld U A NV AR A O 2 etET 5 Z &0, VIf 1TV A VAR DT &
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VICHEREE R TTA NV ARF OELEDNRELRET 52 ERHE S TY
5, L2rL LTR O 7' —# —{EMHICEERG L, 5L~ TO YA )V AR TD
HHBUCEET L PR EINTWDIOIEFMAE X vV ETHD Tat DA THD,
HIV-1 77 %% U —% R 7ETH 5D Vpr id Cde2 & cyclin B DA EALET S Z
& TSmO E 2 G2/M HIFE IS5 2 ERmESN TN D, G2 #IiZ
LTR DERBIEMENEMALT 5 Z LR HE SN TWD Z &0, Vpr ANEYSHIRL O i
JEI O A S L C LTR OIEMEICE L, BRILECLICHET 2 et bbb & E 1
55, ABFFE TIESRL L 7= Dual-color reporter i3 LTR @& FiZ Tat 2M5# Sh T\ 5
D, ZOFERIC T A NVAZ NI EREEREZD & THO T A VA S T ERER

{ERNEIZ -2 DA G 270 DY — L L LTHRIHTE D EEZTWD

7 . YSHBRAER] S 12 heterogeneity Z BT 5 ERIZ DWW T

AHFZE CIIIERICERNL D A 7 = X BSORRAT A T = X D B7p 2 R Y H 05&
IZIZOWTHEEDOTE Y =T « v ZHl#A 2R LT#T 217V, LTR Lot
T FRT 4w ZEIEO LUV OO ARG O LTR JE Mo R R M i 5 [ oo BT
DEWIEBT 2 Z L 2R LT, L LERIZIIEFOZE Y =T 4 v 7l E 1
T L=y a A MIBEBECEEL TWD, E70EERTORB G EREO 7 A LA
B FORIBUCKET L2 NBEZ b5, £ 2 TGS hetererogeneity DJZAL

WCHEZHEZDAIRBEOH D2 ZDOMORFITHOWVWTERT LH, YT
heterogeneity # k3 5 EK & LTk, K& <0, OffaM, @A R ELpEE
DESER (AT 7 b—varag b)), @QUANLAUD 3 SOERNBEZ LMD,

7T OMIOZER & Ui, Y Venus(-), Venus(HIZ 72 2 LM ToEE
K7 DFHL - IEIEOENLHBOEEOEWNAEZ DND, FFiZ, 2 DOEMBTO
LTR EMEACIC B 5 & 7 F AR EE R OTEME O 1 WSO G2 5 R 12 B 2 R 1
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DIBDENDTREIND, —RANARIRED U o SBKTIX, Z 7 H L~ TO
F& BLHI S RAE D HIENC X > TERG K 7 OIEMEMENZ L3 H T2, HIV O
(BT OB BT 5 2 L WS ST 5 E 25K 113 NF-«B, NFAT, Spl,
AP-4 3% %5, NF-xB,. NFAT (37 2 F /L bBEE % U 70— b L RGBRAZ T 2,
Duverger 513 Jurkat flifia % F V) CREGLRE S NF-kB OTEME DMK L CIEEHIRL 23k
SELRTWDE RS LTV D, %251 PMA <° prostratin OLFRIZ K W NF-«B % & M4k
L 7=/ TR AL DO RN LE SN D Z & 278 L=, Burnett 5i% LTR Eo Spl
sites & kB sites M mutation |2 & - T, I RIEDFE I D 2 & i L7z, Duverger
SITER G BAG S LARED AP-4 YA R BSERILOSNLICEETHDH Z L AR LTz, 2hb
DW|EIZE 5T, LTR OIEMALIZ B 2H 5 R 1 O RBLLIEHEL L~V OB SR
EDRRSLIZRET D 2 E DRI TW DD EER IR Z 1 & DR DIEM:AL
L UL ? heterogeneity N1EAET D Hy. £ 72 Z DIE LN F DOIEMEDE W DS EIRBEYL DY,

ZHFGT20EH SN SN TR, ABFZE TR L7z 2 > OB RIERG g LR T
INDHORFORBCTEMA L SNVITENE BT 5 2 & T, YR o
heterogeneity @ 7 A /L ARG FREA~DEENFH LN TE LD TIIR DN EFEZ T
WD,

F IR T A NV ARG T DOFRB L~V D8R 5 2 SDOEMIZIBWT CDK9,
cyclinT1 °ZFh & OHIFIA 1 Td 5 HEXIM OIEBLL~ULRFE2 5 ATRerE RN 5 2 Hh
%, Tyagi H1& primary ® CD4 5 T a2 Hvy TR LM Tl 5 R K+ C
&% P-TEFb Z##/9 % CDK9 & cyclinT1 OZFEHMET LTS Z &A% LTR #if| o
FERAIN=ZALTHDHZ EEWELTWH(Tyagl et al., 2010b), ZOHEND | K
HEE L2 OFIENCBE D 2 -7 DOHBLL -~V DEND, YL T O heterogeneity
DG HET DT Th 2 ATREENE 2 b,

F 7= LTR ORBIHNZ B 2 15 £ D FEBL L~ L OB T OiE W DG 0
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LTR OIEHEEHIE L T D AREMH BB X DD, ZORRRMEEZRIET D 72HIc, AT
ZEIC & VRG> LTR oMK EHEE &5 2 b7z PRC2 MK 7 DOFEBL L ~L % &
YL A3 L L 72 2 D DR Chbik U 7= BTN 43 B L 72 Venus(5) & Of Venus(+)
DM T, PRC2 AT D3 BLE% RT-realtimePCR % A\ Thgt L 72 /& H, 2 D04k
M 1T EZH2,SUZ12 OF BRI B 708 LR B 41725 > 7= (data not shown), =
NWETICHE S TS PRC2 O FERK 1 ORBIHIEE A 7 =X A L LTI, pRB-E2F
O F i ¢ EZH2,EED O3 8L & 715 (Bracken et al., 2003), £ 7= 3.3 AMIIECIX
MEK ERK #%# 73 EZH2 O3B A2 M W 5 Z & B ST 5 (Fujii et al., 2011),
2 DO 5 YA F 0 pRB-E2F #%#<° MRK ERK ¥ O1FME(LD X
)L @ heterogeneity 7% PRC2 D381 heterogeneity DAL L T 5 aJREM:A & 5 DT
TR EFRLZA, 2 DOEHHE T PRC2 DK+ D mRNA L~/ TOFRBUBAZE
IREWVITR BN o T,

F2 L7z PRC2 D RF DIEHL L~ L0 % OHilfE A 77 = X 2345 E1 D heterogeneity
DO—BITH DD, ZO LD 7efE5 EMOENOHPEGSHILO heterogeneity I 75 L T
WD ETREMEICRE L i, MEREMICRGET 272 01i%, 2 2OHERIM O~ I/ m T LA
ERWIRBURIT 2175 2 LI K O ERRERPBFE LN LD TIERVNEZEZTVD

FENT@ U A LA L&A EOF BAEH ORYLAMAEH O heterogeneity JE Ak~ DD A]

REMEE LT AT 7 L=y a A FEZDRFEOBIGTFORIANEZOND, A~
T L—va A MERIZEW T rE = =R E O =2 — RN FEEL T
TS IZIZ RNApol2 256+ 5 2 £ 12720 (LTR OIEMENE L L Z &ENREBE X bid,
ElA T L=y a A MEGFOBIRFORBN L AR—F —DfFAIZ LV ELSh,
AL OV IZRET DR b B 2 bivd,

AT T =y a P A MZOWTIEMFO L el N d 5, —ikry7e HIV O A

VT L—3 g COEBEEREMEICOWTIE, HIV OA T 7 L—3 3 YA MIERE
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INEIRREETF T D Z &4 Schroder 512 & » THA Sz, % 51% SupT1 fifaic
HIV-1 $£7-213% HIV-1 based vector ZJi&Jx =+, 48 1412 DNA #HH L 524 f# DA
YT T = a A MTOW T OB AT L 72 (Schroder et al., 2002b),

AT 7= arhA b EFREGOBEEICOWTOHE & LT, Han 513 16
AN D HAART #IEF OREGE ORM M kD CD4 Btk T fla S 74 BHoA 7 7L
—va A FEFEEL-(Han et al., 2004), 5O ClX, A>T 7 L—va W
A R D 93% M HELEE: unit O PITIFEE L. 91%72° resting CD4 [51E T AL CHiz BN EFE 72
BAR T Th o7, Brady HIFIKIES CD4 5P T Mifa & &M k CD4 Btk T flfaic HIV
RGeS, 2661 HOA T 7L —va v FEREREEY — 7 = — 2 AN
THRERICRET L. 7/ & b 2 hAEHIR CpG site & OBE AT L7z, 2 DR
. IRIEBINEME L CD4 Btk T Mo &6 6 CHERE unit NIZA T 7 L— a2 D
BENRmWZ ERbhote, ok A M AES & OBE & L CITBIEMELICBE D 5
H2BK5mel, H3K4mel,2,3, H3K9mel & EDOMBEZ/RL, WEMHNIZED 5
H3K9me2,3, H3K2Tme3 & IXFEADMHEZRT Z LB 5L 7257 (Brady et al.,
2009), %7z Lewinski (% LTR OIEM:D k2 (B S vz i YsiiaE R 2 TNF-ol
HIZE O FEE L L BEMRETH T 9T1 O v T 7L —va A NEMEITL,
Z D 40% 03 F VO B s T8I, alphoid repeat. #iH & DL VEIE T DOULED 3 SDOF
HlcmEENn s Z & #HWE LT % (Lewinski et al., 2005),

FROLIIC, ZNETA T L—2a o b EEBRIEOBIRIZZ S ST
7o, LvL 2B O|E THENT S AT EHIAMIZE TR L7z 2 D OB RIS
M EH & —T ODEFRIEREHEM TH 5, AWFZE TR U 7o BE LR~ O IR E M
DRBRDEMMEDA T 7L —2a A FORY OEWITEZH SN STV
W WS, 2D 2 EMBOA T T L — g A N ORI IR R SR

\ZAF1ET 5 heterogeneity DEN.D A B = A L&D H Z CEERMAB LR EEZL
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o,

8. AN TOPREYA AL D heterogeneity DAFLEIZ- DUV T

ABFFE Tl dual-color reporter % FV TG W O LTR OFEMEAN B 72 2 HE M 23 F
FELTWD Z & ZOHERN GRS DRGSR I E N R 5 Z s a2 R L
72o Fig.19 TR L TS FHEMALHREI 6o 2 IS E M E OB XA AR O B 247 -
THRBFENE Z 57220 VenusOVEMPFAET D2 LA ML TND, &K, LAY
= A LD 732 2 PERIE G AR B 5 [H1 i O FRHIE AV~ OIS B OE W Z 3w+ 5720
B 120 H BIZBWT, ZNENOEMMN S VenusOOEMAE LD THIL, EDL B
DEG ORI Venus(IZHAT L= EFHET 2 M ERH D & EX TN 5D,

ARIOFERTIX, BMEEZOMINEZ 20 F FHIEMHEERIZRHIAAT, Venus(+)D
FEMTIXRMIEE#%L b Venus(H) OMIALER 2349 30%F1E9 5 Z & 226 Venus(HEMN ~H
17 LTZERH 0BG O LA TIEAHEMELRITE A~ OIS B DTN LIZ < 2oz, £ 2 THEO
Fig,19 OF — Z [JEGIHI 45 1) 72 2 DDEM D, 120 HE#%% OEM2(AD LTR OiEME
OHsHE & LT Venus © MFI % ki L7-,

FRNL A J7 = R D B 7 2 PRI ] C X PRV A LRI b9~ B IR B e s B 7 5
&I ERE, B HE HTT A L R TEAR T DFEEL L~ LSO FE AL
~DOISEMEIZB T 5 heterogeneity 2MFIET 5 2 & 2l LT 5, TEK, BIRILEG:
MR T D 7 A L A TEARF-FE BN D 58 B PR AL R~ D IS B OE N T v —
MOENEEZONTE T, AR THEON I RIT, BREEMEER S O
heterogeneity D 1FEZ ) Ton LT 8L B YA O LTR OIEMEOIR S IZ L > THE D
O RIS 2 31 5 2 ENTED 2 EZRLIRICBWTHBRER® 5,

FEFRYLE RN OPEHRIEYHINE FH 12 heterogeneity A3 FEAEIZ DU TId G 237220,

L7~ 2013 4E1Z Silliciano fE -+ 7 )L — 71 3kde sk o CD4 PR o i fEsk
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@ in vitro T® virus outgrowth assay CTILFEMEIL LTI 22V intact 72 7' 2 7 A /LA
ORFF LTSRN GIET A Z LA /R LTS, L OMEIZE S & in vitro viral
outgrowth assay CHEMAL SN2 BT A NLAD 11.7%I1E 7' 1 7 A )L AL LTR I
KRIPRLBEN 2 TR UANVANE R E 72 7 A /LA 13 HIV NL4-3 £ &[5 D
BIERE 2 R T ZENASINE R ol-, 2T 0T NRIA VT T L—2a P A D
R0 1Z72 <. LTR &4 DNA CpG site b A F L b &= T CTWigooie, ZOHET
(THEAE T D D A NV AR FEBLNH D A J1 = X AT+ DN ERTORODB D
(IPER DO REGAMILOE &1L TIE, M TE 220> 72 reservoir DFETH 2 & &
FIRL TV D, 175 DM TP RN & FE LRI~ D B 23 $ 7 2 VB IR G
MR FIES D 2 L 2R L TR Y | IR H D heterogeneity D 1F(E % 3 Hf
THLOTHDLEEZEZLND, HONR L in vitro TEIEMAL L2 WER/L HIV ©
in vivo TORDEENL, B EOBEEMETE 20 50T S TWZRNA, ARIFSE
TH L LT HRALARANL A 1 = X A DENZ L D LTR ORREA~DIEEMEDE N, 20
KOG E RN b AAE T DI RIEYSHIIE O heterogeneity % KBt L CU 2% Al REMEDS
%, WIRBYHII T IICIF/E T 5 heterogeneity Z fi##fr4 % Y —/L & LT HAMSE TIE

"MLEETMVIAMTHLEEZXATVD

©
@

BLER D PRC2 (2 K % LTR iEMEOHIE & Tat (2 K 2 85 5-Hl4H O BAEIZ DOV T

AHFFECIIEYE % O LTR OTEVEIZE EOT Y = 37 4 v 7 IR 72859 %

ZEmR LT, £ T, MERDIEGAIN D 7 A )L A8 An T DI & Mg o R B D
REICE L THE SN TERIAEHTITmE LIc A = XA OEIZ DN TELT
Do

Y tt o HIV BinF O BT Tat OERMREEINI L > TR SN TE T,

Weinberger &3 LR —% —EHAR%EZ HWT, LTR OEMED Dim OERMIFALHITH
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D, EEFRIT L > T LTR OFEMEN Off D) On OEMIZIORT 5 2 &2 HE L T
%o % DILT & FIAESR & 321 720 Tat OB IR & in silico DET V% T T
5. AT 7 L—3 9 VEID pre-integration complex(PIC)/H 5 > /2 FE 8l L 7= Tat
NAT T L—a kD7 a A A P-TEFb & U 7 Lb— | L. positive feedback
DEEBEMEL L, —J5, Tat OB & F Ak, 553 fE, fiF#E7R £12 X - T positive circuit
(THESLAYIZINEI S 4, Tat OFEFRMENERITRALRIIZIT LTR OFEMED Off I2% BA&
KZelzHELTND,

Tat ORERIEENC K 2 EYLpIHI O LTR IHPERITE & AR T 5 2272 - 72 PRC2
X DGO A B =X LN ED L IZBHEOATREM L L TULF D 5 DD AHE
HWRE 2 Bz,

OPRC2 BWHEFINS A T 7 L—3 3 o F TORFBICHE LM, @PRC2 2
I a<F L OEEEEN LT AT I —a YA OB E B % 5 % -7
REME. @A T 7 L—a %O LTR OO X ko DERO L~ )L Z4 LT, Tat
DFEHLR Tat O LTR L~DB|EEMEIC B L 5 2 72 /[REME, @PRC2 78 Tat & P-TEFb
OMAEERCEE % 5 2 - mHetE, ®PRC2 25 LTR JEU O v A K AEEfiD L~ LD
HaI LT, IR DOMNFRIZHE LI ATREMED 5 SN E X bz,

EFPA LTI L—a VRIDA Ry MTOWTEZET S, PRC23A T/ L— =
Y E TOWREICE D LMHI A I = X LD REMEITID. @ TdH 5, ODAHEMEIZE LTI,
—MREZ Tat 1314 T 7 b—a VRICEBTOUANAZ NI ETHDLEEZD
ILTWDD, PIC B b 0TI ET 5 ERHESINTWD, HiENb A T 7
L— g VR TORFBNEET 5 Z & T PIC 225 %B14 % Tat OENEET 5 Al
FtHmicdh s EE2 NS, PRC2 X HIVOA T 7 L— 3 Y OMEDENL—
v F UEEIC B W TIEE NS S B RO nE— 2 —ICE AFET DEMT

HHZ NS, PRC2ICEDEES 7 LDV a~<F o MEEOERLL PIC 726 @ Tat @
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BRI L 5 2 YL 0O Tat 12 & 5 LTRIEME DO EE -3 2 AIREMED & 5,
FLQOAREMEIZE L TH, PRC2ICEDIEES ) LDV v~ T UEEOEIZ L 5T
AT T V=2 a YA b OBIYERZE L ORI OB LY 7a T A LA )
5D Tat OFBNEEL 5 T LRI FAICH DL EB X HND,

AT T —va BNy MIBETLREN L LTIE @@01H 5, @ITEL
TIE, Tat RELVAR—F—L& Tat HHE LR —F —& ORI o LTR Eok R b
NERFD LAV DI ERAT O Z Ik o T, IESEWIO Tat © LTR LD =Y
T RXT A v IR A~DEERPALNITEDLLEZTND, EEANETI
HeLa/LTR-luciferase %z A\ T, PRC2 73 Tat 777£ F T LTR {EEEMHIT 5 Z & %
R UToe 2 OFEMARINH A 1 = X LIMEEIC OW IS 21T 2 T2 035 F L ~UL TR
T5Z LixtikAe o7z, LavL PRC2 28 Tat /77F FCO LTR {EMEZ M35 A B =
R LOFREMEE LTIE, Tat © LTR ~OF|EME, Tat & P-TEFb O A(EA, Pol2 @
U UG E~DEENE 2 ST, ZORENL, PRC2IFA T L—va kD
VA NVABIEFIBA =X LEWHT 5 2 EDREB SN, 2 OMRITELERZICK
WT % Tat (2 k% LTR Offilf#ic PRC2 AR5 % itk (@, @, ®) %< SZFHFd
LD THD,

L. TNOHOAREMZMRFET 5 Z & T, Tat EEEOTE Y =37 ¢ v 7 N E
D XD NEGATN O D A NV Z B FRBLZHIE L YO Em A IRE L TW D g

FEANICHMETE D Z NI S LD,

1 0. PRC2 D LTR FEA I = ALIZDOWNT

H3K27me3 EA/fIL)JE P OFEIZIEN > TN Z ENmbNTHE Y, LTR IBIT 5
H3K27me3 &fiity A 7 7 L—3 a3 YA MOBLDOED B IR - T & 7= Al gEMED

EZ2 o5, L UERYSHlagED A T 7L —a v A N2 LD L
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HIV-1 78 VA NVADA VT T b— 3 A MIBBENEEL L T D EECH D
BEEE DN < BT STV B TEI~DA T 7 L— 3 COBEEMEN T & AR
ENTWD, FE—NWICHIVOAL T 7 L—va A e s 7 A EoD H3K27me3
EfiTAOMEZRT, Z5®ENS LTR O H3K2Tme3 i1 7/ L—va v
YA FOBELNSILN>T-DTiE7/2< . LTR EAIHIZ PRC2 2V 7 b— b T 57200
FRHIAEAE L BRI 2 ORI A T2 A = X APFIEL TV DD TRV g
EZx b,

INETITHE SN TV D PRC2 DIFREARTE~D Y Z V= F DA = AN E L
TliX CpG rich 72/, Jrid2, F£7- ES fifa7e &R b 2afifalz sy Tidk OCT4, SOX2
X DNA O A F AU EMZBE L LE Ra o AFVRICE#T 5 Tetl NG TLHZ L
PDHRESNTEY, 20U 7 b— bD A H =2 LTI ECE RS S ISR TH 5,
F72-PRC2 DV I )v—x—L LTH 7 EFLAHMZ non-coding RNA D5 % /R4
Db HRE SN TN D

1 1. HDAC PHFEAI, PRC2 PHEAPBLMBLIC & 2 B RIL Y A /v A DEHEMAL & IR

Yek LD BHE D A REMEIZ OV T

BUE, BRIE LT D A NV ZADFRBLZIEMALT 2 71k & LT HDAC FREAINEH S
T, ZOHEHBELTUTFD 4 S8R3ZETF 65, ORGSHIRROREEIC X 63 ITiEE
FREICRF U CTER L, MR E L= HIV-1 OB EEMALT 52 N TE S, Q3 FX
F 72 subtype @ HIV-1 OBRE ZIEME(LT 5 Z L3 TE 5, OIL-2 LEEHT CD3 Hifk
2 &> T T e ZiEMH L S A L2 RNA OERE 2 IEMALT 2 Hik L T 5 & 8
L <YL 9D DEERIHIRL O HEFE A 538 L 722w E 72 HIV-1 DY D co-receptor & 725
CXCR4 DOHFBLL Lz Tl L7V, @ TITHOBEEOEEITK T H1ERIEL LT
HDAC FHEAIZHVWOHIBY . b MIRT 2 TOLEENEESNTND, TOFE

LT, 7= = VERRRIFPH R E ~E 7 1 E U E, SRR ILERIEBREOTRIRIZ, VPAIXT
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LoD D IR DIRIEIZ IV BTV 5 (Collins et al., 1995; Dover et al.,, 1994;
Johannessen and Johannessen, 2003), % 7=iT4F Tl% SAHA 7% FDA (Z/&RR &4, L
JEMED T il Y > BEOTREIIC AV H LT D (Marks, 2007), 20 £ 5 228580 5 |
HDAC FEANT HIV-1 DG 2 fil#4 5 A & L TS h T o,

FZBRIZ VPA 1T in vitro T HIV-1 O#RG 2 1EMALT 2, £72 VPA 1L, MiEH O DA
VAR LT & 72572 ART IR O RBE D HERILE 72 CD4 Btk T Hilai o
HIV-1 Z &ML 2 2 L e S TR Y LTI/ R BRI RER DS 4 5l7Toi T
W5, 2055 HIV-1 U= "—% {5 25 BRTIToiLz 2 Flo 55 1 FTrisk
J17e9t HIV 38EED S & T VPA 25 LI-fER. 4 AR 3 AT == 4 XN
Wb LTz &5 5D Th 5 (Lehrman et al., 2005), 7= 2 O fsIEH# O B KT HIV-1
JEPHF T VPA 25 LTI TIRE B L b U A VA MIERHFH L, V= =% A X
DBGIIHA LN o T2 2 L &5 LT 5 (Siliciano et al., 2007; Steel et al., 2006),
ZOJRKR E LT VPA I FHHY55V HDAC [HEAI L B2 L TV D, 1E> THKITE BIC
SR TReESRVED & S 4> HDAC [HEAIDIGRIE L L TORENEEN TV D, Fifh
D7 N—71% HDAC1 Fr B HEHRITH 5 SAHA NERILET L Ofilark & HAART
FRyE O HIV-1 B E ) DERELS N7 AR IERBED CD4 BE T MR O Gk VT
A NVADUREIEMAL ZFHET 5 Z L Z/R L TW5D, £7- Jurkat J89 GFP E7 /L%
72 38R 5 SAHA LB X > CTLTR EOHDAC1 DY 7 v— M A L MR T5Z &
ZRLTND, 2D ORI Z SAHA 1T HIV-1 OG0B e L& 7 2 — oG
b~ —D—ORBETLE L 2N 2 &b, HIV-1 OV F— " —%15M(3 2% HDAC i
XL L TR STV 5 (Ylisastigui et al., 2004), £ 72354, ART OfRAIZE > T
RWIFIZHE D o HIV RNA O L3R HIBRILL T O 1C SAHA 2 #5- Liz
LA, KMo CD4 B T fifia o> HIV RNA OFEH L ~L B 5 2 & A3

5 X+ 7= (Archin et al., 2012),
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ZnooHEELE LD DHE HDAC BEHL in vitro X In vivo ® HIV-1 DHRE %
IEHALT 28N RIEAITHL MRS DL EF O 2B HKD, LNLBED LA,
B DOIEFNT Ko T HIV-1 JEGE S HIV-1 258 RICRET 5 2 EITEBLL v
W,

—F CHDAC HEAIZHNL Z DT AV v bbb, W OIREEE L CIIfEE
b U 7o AR R U C D H3EFEIN I R0/ b ofiisE 2 5| &k 2 U, B MR 133k
Wi EHEIN TS, L2L HDAC 2[HETHZ LIC Lo TS EIERBEFD
RFICH B G20 2L bW SN TS, cDNA v+ 7 a7 LA Z W iEnN G,
HDAC BLEANZ LT 5 Z LI Ko TN DB D 2 725 20% DIEE NPT 2
ZEWREN TV (Bolden et al., 2006; Dokmanovic et al., 2007; Marks and Xu,
2009), 7ot A RLSDF LRI BIZHEDIEERT B FARIZ L - THIE ST
WHLDORHY, ZNHDH R TEOIEMEIC SRS S Z LT, HDAC 3£ < 04
MEZRIZEI G LT\ % (Caron et al., 2005; Glozak et al., 2005), Z @ X 912 HDAC @
BB FIIAFEH THY . < DRI FORBUZEL RO L9 AL, HDAC [HE
F OWEIRRIESDISH DOFEE & 72> T\ 5,

AWFFETIX PRC2 DFAFIZ L » T LTR OIEMALZFHFETE 52 & BRI L 2[R
EFETELHZ L, R L HIV 2 FEMEETE D 2 L 2B 5 Lz, PRC2 FHEA
MEFIR CHEH SN TV A BNEEZR0A, DBAIRIEDOE T EZH2 OFREHR O BH%E 2N
A TS, AWFZECTEIZH V- DZNep 121X H3K2Tme3 7217 T S8Rt X
FABEID L~V ET L 2 L b S NBY | R EEICIIRIED B D, RFTE
T2 &L v BZH2 (254 % F B35 GSK126 % V72384 Th . DZNep & [AEEDS)
REDZ ENHKE,

S BIZAMIFE Tl PRC2 FHEHI & HDAC AEAIOLAIIZ LT, HAKLIHE LD &

R LTR R L SN D Z E NG E 22 5 7-, PRC2 [HEHA] HDAC BHZE | HtaL
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B K2 IR G D 5 AL & B IRAB L E DTG I~ ORI O K & 7e I,
PRC2. HDAC OIEMEIR F3AFUZ D2 D LWV ) M Th D, £ 2T PRC2 X° HDAC

ZDbDDFEMETIE 2L, V7 —F —znFiERE LTIET 52 & T, PRC2,

i

I

HDAC O FHi CTHIEI SN TWAMDEZ L OB ORI ELH5 252 L7 <,
LTR 76 OG- 2# B BANZHIEH CTX 2D TlInmnEE 2 T\Wb, 5% LTR 8z

PRC2 ZJR{EESH 2D U 7 )—H — DN EEHETH D,
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2

RO IV TR, A @O dual-colorreporter Z/E# L, EYHIlEIZES
\7 % HIV-1 LTR O 892 A% 522 L7z, LTR O] A 7 = X AT YRE % O 2%
il & FEMEALIRRE > & ORI 2 O 2180 TH Y | T ZNOBERICE EOT
VAT 4y ZHENREG L TWDL Z LR LML R o7, SHIZRRD AN =ALT
LTR OIEVED NI S 4 7 LMl A 4 [ N VL FHE LRI A~ OIS ENEITE O L B AL,
VR 4E R 1 0 heterogeneity DTF{EAVRIZ S iz, AMFFEORRIE, HIV K

AERSZIZ B DHTT2 A TH %,
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Eiria

KR OME eIl & | ZRE) e 5 THeE L TR AR Y £ Lo, O RER B
TABIRE PR TERE A T 4 TV ) DL O PR BB IR R DB 2B T £,
FIAMEEZITTHICHTZ0 ZR2DTHRELHSEH £ LB KRR
TR 2SR A 7 0 VT ) DEBORBEERER S IR MIE AT
BN LET

AWFFEOZATICER L, A8l 72 2B S & ZWH 2 THE £ L7 R R FBTs e ik
AR ARETERE A T 4 VT ) DR VEpgedR, hEr R e, R B+
DN BTN LET,

b M DT ZEAETE 2 FEFRAOIC S A, MereEdih L C < Au7z Sanaz Firouzi & A, #)11K
KA, VEHEZS AN T LET,

FIWFEE COEE 2 L T, FLIC global 7218y % 5 % T 7228 S A, Arainga

Ramirez Mariluz & A, Chi & A Ly & ARFEITEHN AN LET,

WFFEEE T ORFM 2 LT Z U BFRIC T R3S R % < AUk AE . R D /MR E A,
S A, ZINS A, AR S A, IWRZAZIECDIFFREDOERRIZ O DS L
£7

5 RO LWIFEAETE 232 2 . IR L T VKRS L B2 L E T,
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Fig.3
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Fig.4
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Fig.8
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