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EBEEREYOBREN~DF - RBISENOEREE ~Jo~Fv-av 7 A—vav F

= ¥ ¥+a— Fit (Chromatin conformation change code (4C) theory: 4C theory)* ~

YTXL P

BEEBEYSE L WBEESCHEIET 320, SHREZBLTIYY =37 1 v ZBffilc
XBAEERT 7 u~F VEHRREL T R LD 5-0ELFRED 7 veF VG0 2 RA]
HHICAIHT 322G, 77 aMbI T nEHE OB 2 EE T2 4 4V X T 4

RS, HhilEsE

HIRRE-BER-7 v v 7 4 TREEBRREG 2V X —

JHIEE : * AR 1T Ref. 116 DETRTH 3,



Y

RFIIL MR EBEL Tr/ v = F VGO 2 AT ICAIH T2 2 LickoT, 7o
77 s T WHTHL O MIIHRE 2 15 3 2 S EF B AEY O BREICRE BT s L v 2
—Th 2, mNC, BERRFIE LT, =7 } U D HDAC2(-/-) DT40 mutants T HDAC2 i# {5
DORBITHRF L CEIMICERE L 72 KE D IgM H-chain & L-chain 23R i AR < Bl ic
WA ST 2EHBTTEDA N =X LZHRRT 5, 5l EH VT, b BMAEFlHEDWT, BE
TARBECARFRERIBBEELICH S 2 MG X E 27201, BEERAEYS 7 u 7 LI ncn
72\ 7z e AR RE & JE RS 3 B e IC B 3 2 — I R IREIIIES 2 FR 375, =7 b U @ DT40
HFAERR T, HDAC2 (3 A —»¥— 34 ¥— & L T, Pax5, Aiolos, EBF1, OBF1 & Ikaros, E2A 7z &
DHLG R DA F I A7 7 (TR K O HIdIRy) il 3% 2 & 2/ L <. IgM H-chain
& L-chain OEG1-FI % MIEAICHIEI 3 %2, HDAC2 Ein D XKIEICH: > T, IgM H-chain &
L-chain ® mRNAs & & E ORI 2 EBBSZEICHFEI NS, Z Dk, 215 DER L 72 mRNAs
CEMHEORIE, F—&MAT cofifliz R EBIRIC, £ TD HDAC2(-/-) individual
clones TIZIZ[A U AL ¥ & — v CEIMNICIHD 3 %, —7J7. Pax5, Aiolos, EBF1, OBF1 D {n{-FEH
. EBEREENE I, il 4 © HDAC2(-/-) individual clones T#& L { B %84 —v T&{L T 3%,
BB OBMI R 7 — Y Tl, IgM H-chain & L-chain ®ERTRIICEAL T, #AXRZ 6D
HDAC2(-/-) individual clones 1347z { & & OBFIAKTF:, Pax5, AiolosfKf7 4. Pax5, Aiolos, EBFI-
KIFIED 3 DDFI 2 X A T8 T HR 2, Il % D HDAC2(-/-) individual clones IC¥1F %
Pax5, Aiolos, EBF1, OBF1 OG- FH ¢ % — v O M 2 iX, @k E Mo 2 bR T
D 5-EfE B n~F VB TO R X b v H3 OFFE Lys BED T € F ALK UBLT & F 1k
LRV DSGTRLG IR ZCICEED WISk AT s v~ F v -a vy 7 A—va v ()
ZAOCERERLTWw3, ZhbOfRICES T, SFEEKEYR, SR ZEBEL T, Tv¥y=
AT 4 v ZERIC X 2 7 u~F vEEEO A BEO A RLEMAIH AN LT Te s afbInT
W W IR ST B N4 v AT LK, Ju~F VAV T F A a v F Y
¥+ a2 — N3 (chromatin conformation change (structure) code theory: 4C theory) & v % L 7z,

HEERADO LT ML 4 TOREICE o TR AW TEELRHED 1 2&EZ
533 4C theory D BRI AN RIZRDOEY TH 5, 1) SHFEKEYOERMILIL, = D4FETY]
DTH L WERBALICEEL 2, 20ZicEIET 20 £ 723RIRT 27201, a7 A
LT TR VT OMIIEEEAE % 15T 2 720 O I CIEIGH CHREN RBEN 2B LT 3
2) AT D 2 O FHKCNEIGHT T RERY R REST I EEARIIC X 7 v = 5 v W3E o it - NG - % R
HicHoWTWw 2, 3) R, SR (BROMIENR) Z@EL T, FEDRERTP/
~ F VEHiEEEOBIET O 55 EIEO 7 v~ F VG o nEM A RS LER IR 5 2 &
IC X o T, BREACICHEIGE 7213 HER T 2 7200 7 u 77 LML E T uni Wiz il e i pE



BT 20NEGET, 4) 7u~vF Vil (B0 74 =206 07 4 —LF 3 Z0i) onf
MR, HHREZEL vy o2 T4 v 7Bk me~vFrviav T A—vayv-Fx
v ICED W T, ERHY - A RLERICBI T L 5, 5) FIL &2 4 Tofil 42 offildicsiF s 2 vw T
VRBE OO SN X, BRI L~ 0 AR TAREE A IGIC X o T ElE S, 2otk
DA 8 L 7z i@y - Ry BRI G Ko TR LZET b 5, ®7U7?/%L@
AMYAE DR AGER AT, AR O 2 E T OJEIE & BREEA L~ oIS I F IR 5,

7) 7 m~F UREED AEEO AN TLERAI X, PRI oML IR Y . BREA(LICEY)ICHEB
L7zl TIidiE s v, 8) 7 v~ F Y& o Al Btk oA n @RI H ., A H AR - 802 Y |
B FE 72 IZ LIS 2 o Tld 7\, 9) BREEA LI BRI AL R 3% A 145 /38 A7 (environment
change recognition receptor/site: ECRR/ECRS)IC & - CTilik & 115 ,10) 7 v~ F V&0 ¥ X

/A F VAV IAA—vav-FovY-ay Ly 7 A2 E (chromatin conformation change
complex machinery: 4C machinery)iC X - CERE - ANAHICAIHE S 5, 11) FRE OB+ (BF)
D 550 ERD 7 v~ 5 oG, BT REA SIS (v 7t —vay) &L
T, BEZOY 7 F V2205, 12) EDEMGT O 558 o7 v~F Vi (v
7 A — LE I T 4 — L) [ RYREGR T OBERN R RBEN O R4 v F (A v ERTA7)
ST 5, 13) FFEDBIRTO 5985 Lo 7 v~F vz, fEnflims» ot [Z7 e~
F v D %% H (notch of chromatin) | & A7 3 &8 T&, HRENRIE 25 13 NEETFRROT 4
L 7 % —(director of gene expression) ] & AT ENTE %, 14) BHEELEVOEM T ¥

MR RE L S S Ml & 4 7% PIET 5 4C theory ICF 1 5 = — UL, 26 < B2
HEETFHE ChbBETFENZT LD 2 — P (B9, 2) ofiadicEkonTikg 3,

Fram

MY O REARACH Y . BIEEERE TICH S K (F4 F > ) K - DNA). Mk
REZ T S EEE., B IRE. BloKEE (U FKEE : RNA) & & DOFED TIE %4 kR K
DTWE R & EEARERKS & LTRY Lo T3, H—ofilit ol Y Zo Bty & %

BOMIE TR & 1 2 LMY T B, HAIRAEYNC 3% & e e WIEAE (TER%) A
(KEH 7z OBEIEME., S, > 7 /7 27V 74 E) S&EFO THEEK (G&%) #ila
(BERE, TA—=oN0 HURE) 250, —fHoMifdo Ac—o ke L ChmiiRis 5,
—Ji. HHBEAEYIC EEYCHEY L0 B Y . REROSEL R EEEEMEsEA L, A
WICKREE LI L T2 offithe L TEMEMTIT 2, I 51, A ALRIIEYLES

PESIEMDODERICOVWTOEMPBEETLITODN TS, 2ok RfllltoiyEeEy L
EMOERICEAT I2HMELEFER L IEREELEH D, OO EEZSIHL THRL WY,

JAtZHINE D DNA (ZHEARIC I —HOBREETH V. RO CRERYE & L CHllleE If71E



T2, TERVEFELMIEO DNA ZWI N EFEEDO L 2 b v oo L LR EH LG
LHEE I EBOREE (7a~vFy) & LCHil&ohiciEd 2, BEEMED 2 n~F
VTR RIS S O R tafk (7 mE Y — L) 1T b, il 21X, Feta B 2n) 3BT I
6 N OYERT 12, & FTiE 22 NoFgMke 1| toEREERT 46 fEET 2. ok, KRN
THIENRET 2 =7 F Y ORtaFE(2n)13 78 T, 2 OB IR CHA ABKREL RS
~ 7 uffke LD~ 4 7 oo T3, Gk ZW 8oz oflae L
RIE L ORARIIHAIEE 13T, ZZ DA A, ZW A X TH BMi~7uiBich 5, Yty & Y
aikiFEEEL LTHYORE L% v, ik, ROEEH LG4 SN0, Mo fics
BIL COCHEREEEETRI YV HWE L LT, RYICBE I N LICHET %,

JERAY). ERAEYOMATIE 3 b M AR M i (MR A28 <. DNA ©
o T ZBIRIER % EfE i KR oM R ~MRET 2, b5 54, BKEY. B
EPE T D MR CERERICE D W CIEEE OIS E A S 0 B & FIE. KT
WE % L CHlliEst 2 B SAA 2L E 72 L DI EIEEIC X > T, &3 — &M (G &
AT 2, X bic, FAEY. BEEAEYIZ TR EEREOZICHIGT 3 7 7T 4
fLENTVEEERMENEHATE Y, TNENOFEIGHES OHEPHN C Ay 2 HEF L& & <fT
LT eHBTE S,

A1 ) (AR N A O BREEZEALIC & D X 9 AR THIGHIE LA E TITS D TH S 9 B
A (GHifE) OBRBEEICREINICBIL T o D[RR S » | BRI S - @G 7k L L C
FRD 4 OBEZbND, 1) Il 2 BREA L oSa Ik, Ml (AN e THE~
iz at) A4 cicREM» TS L TwABREEISEE ) 22 Tw» 3 2o, Xt #IGT
EJUCHET 2, MICHEE R B (B 20, Wi S e &) ISk o 22 A. MR LR
J& D IR & FF O MR E VB 72 & o0ifk (3 RT0) MREEN CEMEE K (Th i Rik e
5 9). TOME, REMICHIIIIEE T 2. B AA, min. @k CEEERERE T ©b 47
FIREZR AR PR 72 &) XS BIFET 2. 2) »7x VBEES R BREA L OB A 1T,
A (FAAIRE & T 5 B & & &) IBIRTE % 40 5 DNA 7> O IR D 2L (] 2 12,
FFE D DNA Wik offi A, K&, EED 2 WIFRERERRY) 1Lk o T, BETEYTHZE
HE R & o—XigE (7 37 BES) 23810 D 2 i3 ic 2 L 2 o AMEEE (FA) 24
L <, BEZ(ICHEIET 2, COFEREYELD 1| SOBEROFHICAK S, 3) WAk
B OBEIIE, Ml EEEEMIEOA TS 525 (1EEHHZE S DNA 41 ORI
DEALEMED T, 7 v~ F VIEEO AL AR > TRALEICZL L, BIZ T OFH
NRRE—VYDBERICEAT B 2N LT, B FEYTH2EHEH R EOFEEIEIND 5T
Wit 3 C L ic X o T, BEAMICHEILT 5, ZokEMidoRE L ML 1 DD
WoFHICR 2, 4) o CRMAREZ{LOLE I, Mg (FME e TSR E &



) 1k, it oEE TRAM 2 TS L T 2 BREGEIGREN) A C OB (L 2 2
VR 7®, Zhs OBEEINEET] & BE L CEREA (L ICAIEICHEIE T 2, b, EdoltiE,
EV O MCFICBI L CRIERLBOHMESLERELR LOREFELH Y. 20 b ORE
ZSHELTHRL G, ARFITREE LD T —2ICH I WT, BEEMMED 2 v~ v ol
ZAL %A L 2 IRBLEIGEES) DS ik (bbb Eilo 3 DHONEK) Ko R EMEK - ik
ki 5,

s v O :

BERMlEo 7n<Fv-rmEey —L- X7 LAY —L R ViR EDRE EHEREICBIL T
E. ZCHTEMTR BRI OEE S H 5, BRI, ARFOTEICA 2ENIC, EZMIED
ryu~F R EICOWT, EAMEO A%FET19], 7 v~ F VRS 5 AR X
RIVAY —LTHD, XAV —LBEREMERE CH2aT e A v DI 724 7 H2A,
H2B, H3, H4 D& 2 0 F 03 EA L7z X b v 8 EIR LK) 200 M D DNA oAk TH 2, X
HIZ, B A b v 8 BEIEEH 146 HHX D DNA $25%) 1.8 MER& Eff /X 7Lty —LaTe
BEMTHRWY v —DNA (CF0~80 DR X)) oEAKRTS ., EEHY 10 nm,
JEX 2% 5 nm OB Z LCTw 2, SFELMR TR, Vv Ah—e X v HI (H5\IiE HS)
23k R b v 8 EfA L DNA ZiFHEL 7w X5 IAMINCHEG L T X7 LAY — Lhid & e IR
DFEELTVDEEEZLNTWE, COXZ LAY —LHALX, 7 a~F v BikHEL 2%
ICE IS CBIE T 2 LA THELZEEE (v —X) Rickz 2, 4hEfilacd oK1
e R b v ofRbYICHEED 7a 2 I v BFEET %,

ru=FUERBRTAEAE L LTIE, e A voliciEgiEadEe X b v EHEBEE
35, RWDNAGT (b MO 23 o fetafhkz 1 RICEC L 16mORIICAKD) 1, =
TeXbvoftiice A b HI R e X P VEHEOH T ZH ) THAIMWICIT Y 27250, XY
BROBAIEL W7 rwF viide LC, ook (b P CIRERESK 5 pum) Ofic Sy r—
7 ) Ens, 3. K10 nm OHIGIHEIRX 7 LAY — 23 A T, 6O X 7 LA
Y —&C 1 AHES 2 RERk D 30 nm 7 v = F ViliHE (VL2 A FREE) IS/ 5, RIS, T @ 30 nm
rua=FVRHER 2 T~10 TERN 2 S — TR A4 v CEEY A4 X505 wm)
LT 5, T oI, ToOA— TREEEIZIRIER IS W TEHE L. MRy v A4 F (EE
%08 pum) KT 5., ZITHARDHEPIADMIRGR G ARICH YT 5, DNA X7 L4y
— L ETGHT 5 BRSO N TR, 2 X ) @SROBEEEOREIC O W TR
EQAR N E TP AN

bR VIEREET I VBTH L) Y v(Lys) R T A F = v (Arg) BRIEICEA LIRS T E
DI WIEEEEAE TH 2, LI IS T EEMIICOAFET 2720, 20 ff



FoMlazXd 2 mkANEAED15THS, IHIC, ERA M VIE7a~wF v OREEZEK
LR 2720 OIREBREAE TH L7720, XD 2 D2OKRELFHEFf> T3, 1) D7
37 BRECHZ Y O EAERE T CTREMICRIFI N TV 2, Bz, e AP Y HADT I/
FRELSIZY > e = FUETIE 102 A0 7 3 BRI hCiz 2 BIE L 2ERL ThAawy,
EXPYORTEY A= XY HI OF I/ BEECHEAYRER] CIRAF A FIRIV K, X
H5iC, bR ¥ HI i FEEKMIIC AR ST aEERMIO A FE S 5720, 2D220%[X
AT 2RANTEAED 1 2TH 5, 2) FeRAbvH 724 7MKL CGRE» oK
HICQLERZO, ZNTWOBETFRSYae—1#HET S, BHTRZLTh 2 2v—FET S
DHTH2H, EYHIC X o T, BT~ Tav—HFEd 2, av—FHET 5%t
AL VY T2 A TOBEF OGN IFR—TE R EPEE>TwDE, ZOME, EHHKE
NizeZ b vo7 I BEANERICY 724 T THEPICER->TWE T ERHD, ThEke
APVeRNYTYREEI NI BT E=7 Vo R b ICBL Tl HI, H2A, H2B, H3,
H4 ZNZNDEIEF136,10,8,11,8 T ¥ —FFEL. N TV F & LTIL6,3,4,2, 1 HFET 2,
COFRFEFe ALY -NYT VR ERO 7 v~ F G L R CiER T 3 7w T v
WS %2 A L 7= S 2 i IR RE FE B D HIFHIBRAE 72 & D ftic & . NV 7 v b BESEIR 7
FlHEERE 2 E 2 Ff o C Wb Z e ZRL T d, hidp X Hic, su~vwFv-rmEy —L-X7
LAY =Lt R b vk EOFH S LEREICB L CRIFRAROKELH Y, b kSR
I N7z,

rua<¥ v OBEEL:

RITIEH MR RE R BUCBE D 2 7 v < F VEEEZ L O HEMEIC O W TR 7 5, 1964 4
T FNER A FAEIC X B e X b v T O LEERD RNA A (BB5) oflElic ik BS53
2EVIERYD TRIBENTLK], 7a~F vt FRay— (fHE oxvar—v 2 v
B 1 EALHIAL o 1 2 M RE R O HIEIC & o TR D EE» DEARW AL v b (F)
D1IDOTHZEEZOLNTE R, k. TeFafbt, 250, UV vk, 2e%5 14, 2
& A4 WL ADP- U K 2 vl 7x & OAUER R BIRIR BRI X 2 7 v < F v EZAL O FETL A dr
R0k &4 2Bkt L TEPRICIIE I Tn 3, thbpsn~F vidEooey Y« 4
T4 v 7 (B BRSO DNA Of&ffi) o<, =7t A+ v H2A, H2B, H3, H4
DFFED Lys BIEDT v F ML T T2 F N (BT T N) Lk v~F VEHiEETH L L R
b YT 2 FALEERMHATs) & & R b VLT & T ALEEZR(HDACS)IC & o Tl dy ic Jagi & .,
b HE R HIETRD 15TH 5[11-36], 16> T, & ZHAEDR, 72 FALLBLT £ 511 (fih
DIEY =47 4 v 7 5 LHERM S EDT) KT 28AVINRWIIEL. X D IEL W EdmR
FOMFESE GBS T8, DNA oS, B, iz, 4. oMb, . Stk BKR



. Zoft) THRWiZR A Thbi, ZOMEIEMI N T B[37-48], L. FHID X 5T,
I a<F VRBEZENDR Y VoSEROFEE L MEIC D ELFD o T B L D% L DIfFEHIC X o
TG TN T 5[49-55], F7-. Ikaros, PU.1, E2A, GATA-3, EBF, Pax5 72 & D¥RER TR Z DV
VAEROFAE L LICBAS LT B 2 LSS AT o T 5[56-65], & 51T, IgM H-chain @
AR T FIRHIMEIC USF, TFEB, Ig/EBP, NF-IL6, OCA-b 72 & D 7' 1 & — X — ik &8 [1'H < 1g/EBP,
NF-IL6, YY-1,E2A, PU.1 2 &D A4 v b u v -2y VY —fEGRAESTG L5 Z L L
PlITINTW3B,

CoXinrua~FUBEOIEY 24T 4 v 7 ALFHNEIRIRIERMIC X 2 MSEEE O I
IO WT DR AR EZRE 2T, RO X5 AF _0BEEES & S 2 K@ 55 &
NTWw3(21,23,25], bide —#E 7 250k 03H 2 3% OWIGITRDOEY TH 2D, I T ALV
H2A,H2B,H3,H4 D% 2 53 FHRE L 72 8 IR DNA B3&E X f\WC, 7 v~ T Vil 5ARNE
AL THBE R 7 LAY — LB E NS, B A VIZZ DX I 7% DNA ZENIC Ny r—v v
7T RN REENC A, B4 RKRTFDODNA~DT 72 e )74 %ffid s LT, &
EFHRBEGEIC BN TOEEAKE 2 RS, AP YDORAFAMERT 2 F LR &EDREA T2
AR IEEIC XV, DNA PO &EHHE & OMAIEHAHIE S, FLSR &R F RIS
ZRITT, AL VYDT I BRSO LD OEREE (F21C Lys & %\ 13 Arg) MELAER % 52
FoapickoT, Bfidhizr ney — LiAtEOBIEFREIEE LI 2l E 0 2, &
DXk At v ORRBREMTOMAADE LBETHREA~OKEZ A+ v-a—F(K
FEBV RREHOFHHICOWTH LK DMERDH Y, bz I NIz,

—J7. BIGKS (32— F @ geneticcode) & 13, & v 7 (RTF V) ZWEKT 2 20 O T
1/ BEELY % Rk 2 K% (DNA, mRNA) OHFEES (4FEOX 7 L4 F Folli v/ @ Ffic
mRNA DEIRES]) oz & Thbh, ERNTEEBEHRE X v X7 BDT I 7 BRG] ~FIER
(translation) SN BT, &7 I VBICNIET 5 3 Dok L2 EEEY] (FY 7Ly b
triplet) % 2 F ¥ (codon) &5 5, DNA O _H LB AME L i, BEEES I EMEIE S IC
BULRDBEANCEERMSTH 2, YA, 20200 LTk, FBRUK, Ak
BOEMECERELH 2, INLORFECMOEE RS ORI T 2 bikog#Ex &%
O CHHE T, B IR RS 2 0 PRSI 2 BRAR L. ARRRAY © X 2 & 2 KSUs A d
BROA R -E LI -HIES L X OMllo T ORPANER Z A - TTHE 72\,

=7 ) DT4OMRRRICEBF BV — v -2 =Ty T4 v 7k

B, =7 F Y B Y vosBERikoMiflatkch v, dsEm ARV avek—va vy (HHFEM
HIZ) IR T DT AW V=V 2 =Ty T4 v 7Y — v v 7T v Mk,
S TIEE) [66-68) 28K fHiLC, e XAy, BAF Y-y ¥2u Y, HATs. HDACs, ¥5H KT



77 LY — 0K A Y S —DRET O RIBERM R RIS BAER L 7o, (55 N R R
EENTIIITLC, # A S— (BAH-BH-ET) OBIERDIS I L, BRI 7258E
T AR i 72 2100 T, ARHO TR L LCEI LR E D ) O L
BIE N, 200 EIER, 55 h kR 2 2 kT 5,

=7}V DT40MHREMR Z V2 e R P Y RUTE X + V- ¥ v R 1 v OBRBERFAT

FiL72&5ic, =7 P YD R v HI, H2A, H2B, H3, H4 Z W2 W D#EIE 113 6, 10,8, 11,8
av—, NYTVFE6,3,4,2, 1 ifFET S, O X b v Tod, 393 110kb D 1
DDYTAX—DOHICFHEL TV 5[9], P, FAfkix, 2o=7}U DT40 ¥% M 7-En
THHEET, AP YRR Vv ryXn VBRTORBERKEZLEFERL, ThZho
HEE% 2D-PAGE (ZRIUCELRKENE) 7 EHA B EBRTHE T L T, RO X 5 iR 2H S
1T L 72[69-76],

) FFED L A P VIBETFAREBLTS, ALY 724 FohoBroRBES ML, %
DY 7T LA TDe R vEE—EICROHCMERKENSD 2.2) FEDaTe X v N7 Y
FORIET S & B LHEOHIFNENEDRIENT 2,3) 7 FTAX—ORPEFBRIBLTH,
AFICEFEL R % o0 OfMIlENEREOESZT 5, 4) 7 T7AX—D 1 ROT VB
KIFLTH, EFICHOHEANEAEORICHFEE LR\, 5)5av—D e A b v HLEEFHR
HLTH, BFICTEE L WS EEOMIENERHOEIZNT 2, )6 A —DE R |}V
HILBETFOZNZNARIBT 5 &, Jl~ ofileNEAH O E,IZLT 5, 7) 2 A+ v HIL#E
BFBRIET 2L, BAGRRX 7L AY — L% T 5, 8) FFEDE A b v -oNY TV FHidkE
nHAYavetr—a v DNA BEOBEICEG L Twa L altdmanlk, oD
ERIEFEE R P Y- N) TV NI 7 v~ F UREEOREOMIC, BIRTFB ORI &b B
ICELCBIG LTwa 2 e 2R LT3,

Ffkic, EETBEEEACC, Ze~vFrvoTer 7 ) — (&6) KBEE5T2 4 o
A b V¥ ¥ 21 Y (CAF-1,ASF1, HIRA, HAT)EIE O RIBERKEZ R L T, 2 Z L OHRE
Tz 1) MO EFICKHHATH B L, 2) MildnZdiRi DNA HEERHICX 7 L4 Y — L%
ra~FYyoRFBTRy 7 ) -5 T3 L, 3) MlaEEAFET S 2 &, 4)DNAEED
FEC e A b Y H3-HA EAERORRFICBAG T2 2 e HOMIC L, TRNHER Y-y
~n v OREDTEM A SICBI L i, Ak A4 ) YA R S E iz 1|75, 76],

=9 } Y DT40 ¥tk Z v 72 HATs & HDACs D X v S — O ESEEIRNT ©
suwFUREEO T Y 2 4T 4 v 7 REREEMIZ. EREo XS KEEEKETHY. Ch
S DAL B S 3 2 4 MifED 7 u~F VBRI AL KAV TS BTEL. Thih



SRR E T 5, a7 e X MV ORFED Lys RED 7 2 F ML & T & F AL % il 3 2
HATs & HDACs D A ¥ N — b LEAF(ET 5, FAld DT40 vk TR FIEL % v, HAT 7 7
IV—¢ HDAC 77 3V — (WIFRDFHICH 777 1Y —iCHMHEIND) OF X v AN—DiE(R
TR RIBL 7B E RAFINICER L, BBIEF O bR 2 4 O RERTFEE v T
72[77-93]1, 2N O DFEROEHIZIRDMEY TH %, HAT 77 IV —ICBAL Tid, 1) GCNS 3%
MLk EEEZR > Tk, MEM. 7K F— > X, PIBK/Atk survival pathway,

i~

{1113

superoxide-generating system, S8/MREAGS -, Blimp-1 &, 7 v 74 v - FF—EH, /D
fafk 2 b LA 1gM H-chain 7 &1C, ZNZ IR 2B FOFREEGIHT 22 & 2N L
TRI5 LT3, 2) PCAF IZ Bel-6 % Pax5 & & DGR 1 O a1 ol fE 7 7Y
YAROHENICES LT %, 3) TIP6O IZMINEDEFFICUHATHD 5, 4) HATL IZ LD X Hicke
Z b v H3-H4 HEREZ R 288E2 FF 2, HDAC 7 7 2 U —IicB L TiE, 1) HDAC2 iZ IgM
H-chain & L-chain OO RBHEICHECBESG L TH Y, ZDFHllic oW TidRidET 5, 2)
HDAC3 IZifla D EfFic M BTH Y, THEEF —v ZDETICEES LT3, 3) SIRTI/2 IZA F L
A bL T VRIS LTWS, =7 b U DOfthd HAT X HDAC A v S — OREREIFRIF O R
BEARKORIBEL TR ED, FEAHTH 2, L DEYOLH D 7 v~ T v &k
R OBEEEIC OV TR AR A OMELH Y, thoEMER L ORFELZSHI N,

N

=7 + Y DT40 Mk T D IgM H-chain & L-chain D81 7-FHIRH I

Fitokoic, i3z ue~Frvozey o474 v 7L EMiohc, RbEEAL LR b
YOT R FMLERET & F AL RIS 2 HAT & HDAC 7 7 3 ) — D& A v N — DR | =
7 + U DT40 ffak CEE PR Z B L T, 2 W Z N OERT O KIBZE 8k & R IC/FR
L. Fk% 72 525%F15(2D-PAGE, RT-PCR, Northern blotting, Western blotting, FACS analysis, RNase
protection assay 7z &) BEfHE L CHEHT L 7z, I#)IC. HDAC1 & HDAC2 D& RIEEREKE (MUik
HDACI(-/-) & HDAC2(-/-) £ 9) & DT40 Bk 2t & E % 2D-PAGE THIER- 7 L
72[77] HDACI1(-/-) & DT40 D X ¥ % — Ml & ' E DIKE) X X — YV ICKEDR T2 b5 T2 — T
HDAC2(-/-) & DT40 D A ¥ v —efilNE N E QKB N X — VICKE RIBOLWRRD b v/,
HDAC2(-/-)ClIFEDOKE LRI DOEHEAKRY P HFEDO/NIR2DODEHEAKR Y b3
BIICHmML Tz, ZLzc b 0EAE DT I 7 BEIIRE DR 2L, HTEOKE
W VB I IgM H-chain, 2 FED/NX 2 DOE B 1L [gM L-chain TH 3 & L 22HBAL 7=,
T DFEF I Western blotting T b iEFE T % 72, 3 Ticfthd 70— 712 X U | IgM H-chain mRNA (
v+ Y ¥ ¥ — RNA) I, 7 pre-mRNA (Fifl{{& mRNA) & L CHE X 1, 5] Z V>, alternative
splicing GEIRIGA 77 4 > v 7)) OEfE%ZFE T, secreted form (57#%) & membrane-bound form

(5 A : BCR) @ 2 2@ mature (FV) 72 IgM H-chain mRNAs (X% C & X & 22T 7%



5 T\ 7z, HDAC2(-/-)® 4 RNAs % Northern blotting <° RNase protection assay Cai~ 7z f5 5,
HDAC2 % IgM H-chain 8% 55 LR A T 74 > v 7D 2 DD AT v 7 CTHIFIIICHIfEH L <
WpZEEHLAITL 7,

RIT, HAT & HDAC 7 7 2 U —Dfthd A v 3 — D IgM H-chain & L-chain &5 7-F83~ D 52
IR 72[84], D 2 D DR TFHBLIL GONS(-/-) TIXED T L. PCAF(-/-)TII{E D 1T
ML Twv/z, —J7. HDAC3(-/-), HDAC4(-/-), HDAC7(-/-), HDAC4(-/-)/7(-/-), SIRT1(-/-), SIRT2(-/-),
HAT1(-/-), MOZ(-/-), MORF(-/-), MOZ(-/-)/MORF(-/-), TIP60(-/-) 7. & Tl ZAL 237 b e h> o 72,
IH DT — &%, HDAC2 28 IgM H-chain & L-chain D& {5 75 % FICHIHIL T3 2 & %58
CARLTWw3,

51 & fiv> T, HDAC2(-/-) D00 DPEHE % it L 72[84], HDAC2 KRBT - THEML 72 1gM
H-chain & L-chain (AW ICHEE L 7z@n FEGHEZ L THFEL. X DRI DWREN 213 5
PICHIZ % 72, HDAC2(-/-)D/NEARICER L Tz, £/, a7 A b vo Lys (K)EEDOT
£ F AL R FH R T2, DT40 &t~ THDAC2(-/-) Tl K7/H2A 137 140% I3 L \K16/H2B
1349 50% 1A L. K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 1x % L2 1Lk 290%, 285%, 185%,
240%, 165%IZHEHN L . K5/H4 14 170% 150 L T 7z,

X HIT, B A+ v, HAT, HDAC, 5B KT DK X v N —DEL T HILE % DT40 & HDAC2(-/-)
THF~7-[84], 27 x + VICBIL Tik, H2A, H2B, H3, H4 O&{n I I1Z21{ 7% < . HATs I
B L Clk. PCAF DE{nTFEBUIEIRICIEA L. HDACs ICB L TiE, HDAC4 & HDACS DiE{n
TFELIBM L, HDACT DG T RILIFE T LTz, SEER I L T, E2A a5
BUTHEM L. Pax5, EBF1, Aiolos, Ikaros DB FHBUIE T L Tz, 2o 7 —xiE, ki
® HDAC2 B4+ @ HAT & HDAC A v ¥ —13 IgM H-chain & L-chain D& {5 7B 13BD -
TWRWE W T — X LT, IEKT Pax5, EBFI1, E2A, Aiolos, Ikaros 7z £ 2%, 2 DD HfE
n 7 ) VR OFRBHEICEETH 5 L ZMORE L T 5,

IS DRERICE DN T, FIRER T D IgM H-chain & L-chain {51 O FIGIHA~ OS5 %
R DD IC, FEIETF O RIBE R, Pax5(-), EBFI(-/-), E2A(--), Aiolos(-/-), Helios(-/-),
Ikaros(-/-/+) 7% ¥ ZEHL L 72[84,94-98]), Fibd X Hic, =7 PV D Pax5S #BInTIld€/ VI —DZ
sex chromosome ICFF7ES 5 DT, oneallele % / v 7 -7 7 b L 72721F Tk & RIAZ SR MERI©
%, Ikaros EIn It + U YV I —® chromosome 2 ICTFEST 2 DT, twoalleless® / v 777 b L
TH~7 8 RIEZEKEL 2ERIT & 2 p> 5 72[99, 100], Helios(-/-) T % IgM H-chain & L-chain ®
B FHRINCEAC A 720> 5 72, Pax5(-), Aiolos(-/-), EBF1(-/-), Ikalos(-/-/+) CIXFRE D13 H > T D,
IgM H-chain & L-chain O #{5FFFIHEMN L 72 (K-1E) . — /7 .E2A(-/-) T i% IgM H-chain & L-chain
DEEFFRIULRD L7z, &b DT — £ 13 Pax5, Aiolos, EBF1, Ikaros (% IgM H-chain & L-chain
DEIEFFHIAZIMEIT 2 2 L, Wic, B2A 12D 2 DOBEFHRBAIET S L ZRLTW
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%o F 7. AAFIIAOFEERT OBFl 3% 7w 7 ) VB FORBEZRET 2 2 L LI L
72[101]s X 51, HDAC2(-/-), Pax5(-), EBF1(-/-), E2A(-/-), Aiolos(-/-), Ikaros(-/-/+) St DFAI: A3
BL7-HAT, HDAC, LAY, EX PV o xR YZNENDT 7 I ) —DFEA VY N—DRK
B EKR (830 f#) T3 IgM H-chain & L-chain D8 fn 7RI E EAE L Vit Z{LAED b1
o7z,

LA EfERA 5 DT40 KK TIZ, HDAC2 (3 A —»¥— 34 ¥ — & L T, Pax5, Aiolos, EBFI,
Tkaros DB FEH DU & E2A, OBF1 OEIRFFEH DR & > 5 #7718 D 2 > O il %

7L C. IgM H-chain & L-chain D@85 FH %2 WERICHIEI L Tw 23 2 LS 2 ic 7z 572 (X
1-W) [84],

LB RT E2A, Aiolos, Helios, EBF1, Pax5 DH$EEFT :

R IZIERCOEYECEHBLRICHIE L. TN M E 2 13 L <. R4 7l
A ORREKRY T 4 73 AAT 4 7l L. EaiEB) 2 HEFF L T2, E2A, Aiolos,
Helios, EBF1, Pax5 O#RE% [ 5L D & RIAZE MK E2A(-/-), Aiolos(-/-), Helios(-/-), EBF1(-/-), Pax5(-)
EHWTHRT, XD X 5 hfE R 4157284, 94-98], E2A I3 survivin, IAP2, caspase-8 DiBEfn 15
HAHHdT2 2 & %N LT, BCR ¥ ZFV v ZHBNLET % immature B fiid(DT40)D 7+ F —
A& MAAEIT 5, Aiolos KIBIFZF + 7 v — L ¢ OiliEE%{EtET 2 L %ML T, BCR ¥ 77
VI BNET % immature B fIIED 7 R + — 2 R &2 MIH T %, Helios 1% protein kinase Cs D &R T
FeW 2 HIES 2 2 & 2L <. immature B Ml O¥EREA FHETS %, EBFI (X immature B fiigC
Blimp-1 {5 FHLD 5 1] 7 repressor & L THERES %, & 51T EBFI 1% immature B #fflid T protein
kinase Co DR FEB % GCNS & 3T M HlfHl$ 2  Pax5 ICIZ A XA 7L B XA T35 Y,
Z ® 2 |3 immature B flifid T B cell development-related genes @& {5 7 Ic 31 TR 7R
2ER % T %,

E2A, Aiolos, Helios, EBF1, Pax5 (3 DT40 #k Cfi D#mFORBICH D - TH Y, X it
DAL EVREIC B W TH % OBIETORBIFIEICBES L T2 2 ki3 AhTH D, bbb
A BTEEFEET 2GR T 125 60 2 Mifa-C £V LS kB T O FH % %% il
ToHRER R o T\ 5, ERFICBIL Tt BERABOIMELITbNTEY, % DlEH
HY, chorzZRINT W,

HDAC2(-/-) DT40 Btk <D HDAC2 B F O BERREROHAA
IgM H-chain & L-chain i#{x 7 O FIHIEIC 515 5, HDAC2 O%E % X & I FHMlICi#NT 3 5
I, P (EEE) £8% A 7-, HDAC2(-/-) DT40 Z BERIC tetracycline- (tet-)
repressive HDAC2 cDNA % A L T, WEEHED (endogenous) HDAC2 @ two alleles % KL
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tet-repressive HDAC2 cDNA % 2 HDAC2(-/-)tetHDAC2 (+)Z BH % (FHL L 72, Z DA R
IZFB T3, tetracycline 777E FC HDAC2 cDNA D#55 (3 #I#H X 1 3 72, HDAC2 B4 1317
TEL 72\, —7, tetracycline JE477E T Gl HDAC2 ¢DNA 255 X 13 7%, HDAC2 A3
FIEST 2, L7z o>T, 2@ HDAC2(-/-)tetHDAC2(+) Tld. tetracycline fF7E F T3,
HDAC2(-/-) & [kkic, IgM H-chain & L-chain G 725531 L. tetracycline JEFFTE F T,
DT40 & [FIfkic, IgM H-chain & L-chain {5 F ORI TN 2 LB BEI NS, £ 25
25, Bt FAEIC K LT, HDAC2(-/-)tetHDAC2(+)IC 35T, BFERR DT40 X U tetracycline
FEFAE T © HDAC2 R AMEE T 2 & L [FIFRIC, tetracycline 77 [ © HDAC2 BB A FE L
72 d | IgM H-chain & L-chain RO FBUIMH S L C\wiz, $7b b, HDAC2 [
DIFLE - FEFAEICEI D & 3. HDAC2(-/-)tetHDAC2(+) 2 5> T, IgM H-chain & L-chain @&
P REIZIRITRD SN 7,

R VIR L 72 HDAC2(-/-) DT40 ZE#k <D IgM H-chain & L-chain DEHEEDET :

HIRIC L7t o AFBLL 72 f8 4 s DO KIB DT40 ZRKIIR O KR T ClRIAER (b
2003 -80 °C) TIRIF L7z, & B EBRICH 72 DT40 Z RO — IR DL CIRIFEREE
BEVIR LT o 72, B58 2 80li 0K L 7214, HDAC2(-/-) o &#lfaiN & FE % 2D-PAGE T4t
L7z, PHICKL T, IgM H-chain & L-chain ® 2 & » b 13 DT40 #EK L IZIERIC L~ £
TP LTz, Zoffiz, HDAC2(-/-)®4 RNAs % RT-PCR T L CTfEbn7e IgM
H-chain & L-chain @ NV F2EAD L7230 E 3L 72, — . HEgE 2BV RL T vjlo
HDAC2(-/-) clones D4&HE'H & 4 RNAs % 2D-PAGE & RT-PCR CH#iL7z& 2 %, IgM
H-chain & L-chain @ 2K v b &NV FIZA LA wC L BERTE L, T ORERIT.
HDAC2(-/-) % EWIR55# 9 % & IgM H-chain & L-chain @5 FORBEMET T3 2 L 2RT &
ftic, Eio HDAC2(-/-)tetHDAC2(+) Cli, HDAC2 oA MEICE D &3, IgM H-chain &
L-chain &GO R 2 03 D13, 2 © DT40 BBk R IC BRI E L 72720 Cdh
5L ERBET S,

Eiof It ofER A 5 HDAC2 13 2 — ¥ —s3 4 % — & L T, Pax5, EBFI, Aiolos, Ikaros, E2A,
OBFl & L O#EEF R LR T4 77203 A HT 4 7ICHAATT 5 2 &1 X o T, IgM H-chain
¢ L-chainif5 -0 FIR A2 HIfHT 2 2 & B 6210 72 - 72[84], & H 1T, Z DFERIZHDAC2(-/-)
RSS2 & o0 EERRMD X 1= XL X - T, E L 7= KED IgM H-chain
& L-chain 2EIICHHA 5 2 L b RB LTV 3,

T, @AM AR BRIy TEB L 2 Fic, SRz BELCo ey
FT 4y 7L EEMIC X o Ty u=F UEED AR A AHERICAI S5 2 LI X o T,
COBMEEICHEIET 20 RIRT 27201, 7B 2T 2L X T LT Al R AR
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BT LN A AT LT 2 ARRH O TEICE 5 [102-111],

HDAC2(-/-) DT40 ZE K2 REMEE 5 & IgM H-chain & L-chain O#{5 7% (mRNA)
LRVEEERLZBEHERIISHALE L CRINICEDIT 3 ¢

AR X 5 i, HDAC2(-/-) OR5E 2 5nlig v iR 3 & | M ICERE L 72 KE D IgM H-chain
& L-chain BIZEIMICEAP T2, COT7 —ZITEEN TS 223, o CHIREWEHR TS 5,
L7zdo T, 207 —Z ORI T, RIFHEFEERIC HDAC2(-/-) DiftEE »2(5
BHE SRR,

&P, HDAC2(-/-) DMIfENE HE L X s RIART SR HIRNICZ(L T 2 2 & 9 hhdfid~Tz, B
B#HMoWIH (~10 HH) (E; early), ] (~30 HH) (M; middle), ##] (~60 HH) (L; later)
A7 =YD HDAC2(-/-) b REHE X HE L, 2 buo— L 0BpElk DT40 o2EHE &
2D-PAGE Z v C g L 7z (K-2) [102, 103], #IHAR 77— <l Fhdo#ER & Fkic, IgM
H-chain (5 FBOKEHRZAFE Y +) & L-chain (FEO/NX7% 2 2Ey 1) 2B L
T, AT =Tk, 20 2 20ffErmn 7 ) vORHERE» R VED L Tz, &
M2 77— Cid, IgM H-chain & L-chain 213 & 614 L, DT40 k& IZIFRIL L _ALTH >

—J7, RIAEEMMZEL T, ozt A DAY ¥ —RMIlENERE D L i Zix
RO b NI o T, . Alo HDAC2(-/-) clones T RIRDFERB G LNz, T Dk
F1x . HDAC2 RIFICfE > CTEHEENS T 5 C & U HDAC2(-/-) o KA EIAR] < iid 3
% Z k¥, IgM H-chain & L-chain KR AR TH L 2 L 2R LT 5,

xic, REEEMM (<56 HET) DEEOBAT — Y D HDAC2(-/-) 2> & Hf L 7= 2l
W& % IgM L-chain OFE A (IgM H-chain & 328X KIGT %) % > 72 Western blotting

L7 (-3) [102, 103], #HAR 7 — 3 ClE, IgM H-chain (- FBOKER 1 DDy
F) & L-chain (3 FED/NE 72200V F) O DT40 Mo & & A~ CEIRIc B L <
Wiz, BBRUEAEL L3 IcEoT, HFRT -V TD 2 DOEHERIHRA TS L, B2
7—3 (~56 HH) Tl DT40 #kEIZIEF L L _AVIC R 572, Z OFERD o HDAC2(-/-)
clones TH g2 T % 72,

I, WL IR 7 — ¢ D HDAC2(-/-) % IgM H-chain OFe S50 % Fl v 72 St A%
L2 Tk Ci~ 7=, B UEMEEEI%©, IgM H-chain (electron-dense materials & L "C) i, #]
WA T — Y D/NMEED BITHIED RO b i, BRIAIR 7 — 2 Tld DT40 HRe FERICR® b
o, F7o. HJEEFEEMEBLE G, IgM H-chain (colloidal gold immune-labeling & L T) 1%

FRRICHIHA R 7 — ¥ /N D A CER 2SR D b, HEL 72 [gM H-chain 37—
iZ. DT40 Bk & 1RITFRI L~ A £ T LTz (1K-4) [102, 103],

LU E ofER 13, IgM H-chain & L-chain i3 HDAC2(-/-) D}5 8 DY R 7 — & T I B I 5
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L. CoEMLE 2 20fEs a7 ) IdRIAEEIAR 28 L Ciasid L, Bz 7 —v
I DT40 B L IZITRL _VIC 2 2 & 2R LT3, & bic, L 7 IgM H-chain & L-chain
FAEMECTHWICREA L 2@ FEARETER L OMIRICHFET 22 L3R LT 5,
KIZ, HDAC2(-/-) o BHARF SR IC 351 5 1gM H-chain & L-chain OEG R AAZ —v D
AR P~T7z, RIEEEOW (<20 HH). Wil (~40 HH). % (~60 HH) A7 —v T
D 32D HDAC2(-/-) clones & DT40 #2> & 4 RNAs % Hififf L 7z, [gM H-chain mRNA @54
#(whole form), 47 % (secreted form), EfE & (membrane-bound form) & L-chain mRNA I
Fi il 72 7 7 4 ~ — (primers) Z V272 RT-PCR T L 7= (M-5) [102, 103], S 221, 5
AT & 458 TgM H-chain mRNA 3112 7 — 2GRN L, il % R C il 2 5 — & GHIIIC
WA LTz, [EfE ST IgM H-chain mRNA & L-chain mRNA OZ{LI3 80 TH - 7z,

LA E ok 1z, HDAC2 KIRIC X % IgM H-chain & L-chain 8 DB 2013, % &%
HofEic ko< 2 &, X 5o, HDAC2(-/-) @ik iR 1Ic IgM H-chain & L-chain 823
Y3201, L DBELETFREISZMA zE L I Nns 2 LicEo T2 ZRL T3,

HDAC2(-/-) DT40 ZE# o EfEEHE o X + v, HAT. HDAC, BEERT 773V —o
FEAA—DBETFRR X — v O :

5l &fE T, HDAC2(-/-) o RIAR &AM IC 1 52 27 e X b v~ HAT, HDAC, #E5R T
77 ) —DEAVAN—OBET TN X — v DAL ~72[102, 103], FELOEERE [F UE;
B, P, B2 T —2 D HDAC2(-/-) & DT40 ®4: RNAs %% 2 v S —ICR RN 75
A~ —%f\72 RT-PCR T/t L7z, Z DGR, 27 v x b v H2A, H2B, H3, H4 OBIZ ¥
HiZ. HDAC2(-/-) o RHARG 2 AR %58 L TE(L %589 & e d - 7= (K-5), HATs & HDACs

ICBAL CTIRRDEY TH -7 (M-6A), PCAF DBEIETFILIYI A 5% R T — 2 £ CHIKY
ICHEN L 7z, HDAC7 OBE I A 7 = T L 0P L, ZoBidgiixs—v T
ZAL L 7> o 7z, HDACY (LAHTo HDACS) OB FHIIIPIH 2 S h IR 7 — 2 & TI3EI
ICHIIN L, IR T — ¥ Tl o 28 L7z, 5 R ICBIL TdRD# Y Th o7z (M-6B),
E2A OEEFRBIIVIIHA T - cRO2ML., 20k, T BRI 7 — Y TiRizIgZ(t
L7 o7, EBFl O#EFHRHERWIAA T — Y TIRITTERITHA L, Z0k, L BT
—VTIFELZ L e o7, Alolos DEEFRIUIVIIRA T - TH LD L, ZDED,
HFHAD DIRIHA T — V& TEEITHAD L 72, 1D CHIRZR W Z LI, Paxb DR 7B I YA
AT =Y TR YVBAYL, ZokiE, THHZRECRIHNA T - THL ML 72, —77.
DL TfD R v N — DB TFHIA AN Z — IR E RIS bk - 72,

I EofER 13, HDAC2 RiEiIcff > T, HAT, HDAC, 85K Y7 7 2V — OO RE 2 v
N—DEBLEFRRIRANT L, 61T, b 0B FRBIZ. HDAC2(-/-) o KHi#E ks

14



EHROZ MR Z@EL T, WMLV, WP LZY, 2L aho7k b i CTHMTH S C
ExEIRLTW S,

HDAC2(-/-) DT40 ZE¥k O BB O 7 e X+ v D Lys BEDO A7 DT 2 F{tL
_NVDEAL

HDAC2(-/-) » Bz 5o 2 7 ¢ 2 + v H2A, H2B, H3, H4 D% ¥ Lys(K) Lo v
7 (bulk) D7 £ F AL VD2t %, BEOWIE (<20 HE). ## (~40 HH). % (~60
HH) 27 —ick1F 3 320 HDAC2(-/-) clones & DT40 2> &4 RNAs % Hifff L, %07
 F b e A F Al Lys BB O R 5ik (~ 18 1) % T\ > 72 immuno-blotting THIL L 72 (IX-7)
(102, 103], H2A IcBAL CTlk. K7/H2A ® 7 & F AL L <k HDAC2(-/-) 0 5 HifsaE A i
e L7z, H2B icBAL Tix, K16/H2B O 7 & F AL L~ 3 W R 7 — & THH & 2> 1T
YL, 20k, BPIRT—Y 8L kDo 7=, H31BIL Tk, K9/H3, K14/H3, K18/H3,
K23/H3, K27/H3 ©7 & F M ALL ~OVEHIHIR 7 — 5 o hil 2 TR R 7 — 2 % TAIIC
BEMU 7z, HA B L TiE, K5/HA DT 2 FAMLL~VIFHIIIR 77— TR L. % Dk, %5
AT =V ECEML Bd ot —Ji. WLz Lys BEO T 2 FAfbe 2 Fafbr~nic
FERELRZAFED DN Do Tz, 0O DFERIT. BT & F M LiEM %2 Fi> HDAC2 D RiE
CHBDb LT, B L7 Lys BFEEod ¢, K16/H2B LIAME 7 £ F b L _u3FRUC K LT
MU %RLTEHEY, ZOMEIIHRD CHIBEWARIZAHTS 2,

=7}V Pax5 B{LT D~4.9 kb 5’355 EHiMT A (proximal ~4.9 kb 5’-upstream fragment) ® 7 &
—=v7:

Eiko X 5 ic, HDAC2 i, Pax5, EBF1, Aiolos, Ikaros, E2A, OBF1 7z ¥ 0 {n ¥ & H
T AT XIEAHT 4 TICHEIT 5 2 L &S LT, IgM H-chain & L-chain 08518 % [
LTl 2, 5, FERMUEILT 2L 51, Paxb(-)TZ D2 00ffErm 7Y v
BETFORBRPBINICHAT 22 L3, 2ndDRERTFDOHF T, Pax5 28 IgM H-chain &
L-chain #{EFORBHENICR D EELRZEZH -T2 L ERLTW5, {iE> T, Paxb i#
ETORBHEBRE 2 5010 T 2 2 L 3BOCEETH Y, 2070103 5T ERE0E
RS 7 o~F v EEICBT 2 EMEAMATH B, Lo L, IR 2 BHIE L 72K ic,
=17 » Y ® EBFI, Aiolos, Ikaros, E2A, OBF1 &5 @ 5’- S O HEEBCH IZIRE T CTH - 72 23,
Pax5 (a1 D 5- LI O HEET] OEHRIZA S 2> Tl o 72D T, 3 Paxb B{ET D 5-iE %
FETR D 2 e —= v S RT o 72,

HHEICE> T, mlic, =7 F Y ORfk DNA 74 75 U —(genomic DNA library) % Z 7
Y —=v 27 LT, Paxb BT D 565 LW o 7 v — = v 7 2R A 72 53, b ik

15



WL dotz, 9475V —bDru—=v ZORK & 2N F T Pax5 BIEFD 5- L
D HEIEBCH DS RRIE 77 > 728 & LTI, fthd chromosomes IC77#E$ % Paxb A€ w70 5- 1
T DI L PIE T 72 o 72 DI Paxb BT 13E / V I —® Z sex chromosome ICTATE L .
I —EHEP D eEZLNE, RIC, ¥Fv-Try T4 vy, an=—- L7 ) X4
Yr—vav, ¥ 727 8a—=v7(Southern blotting, colony hybridization, sub-cloning) 7z & %
WESREH ORI + —F v 20 (OFfT) #(gene walking techniques) % BEf#i L T, DT40 etafk
DNA (DT40 genomic DNA) 75, Pax5 #{n T D~4.9 kb 5 -3 L3Sl i (proximal ~4.9 kb
5’-upstream fragment) X 7 0 —= v 743 C L ST L 72, % OHILEI% HE L, Paxb
5 -5 E I 25 4950 bp 5'-upstream fragment & 241 bp open reading frame Z &4 Z & %
B %212 L 72 (GenBank accession number: LC060666),

XKIZ, T O Pax5 proximal ~4.9 kb 5’-upstream fragment ® 5'-RKAEE R 7 & — & 3-RRA
B~ 27 & —(5-deletion and 3’-deletion mutant vectors) % %3{E&L L, DT40 & Hela fifla-cr o
7 =7 —++7 v ¥ A (Dual-luciferase assay) % fi\> T, FEBHIEREI A OG 8% T~ 72, EHENT
— X TlEH 505, P b 1.6 kb 5-1h5 Bt E TIC Pax5 #{nF D FEBHEIC D 5 25
DIRELHTIFAET 5 2 EARR I N e,

HDAC2(-/-) DT40 Bk RHINERIM D Pax5 BT @ 5 L7 v~F VERic kT
% K9/H3 D7 & FAfbL <~ A%l :

RN, OB T 56 EFER 2 1< F v § (proximal 5 -upstream chromatin
structure) (%, % D FEIHNICERG HIEIBAL OTE/E - JEAAAEIC B D B 37 ML IR T 0 FEBUC EHEY
OERICEE T 5, /2. Eito X 5 ic, Paxb Bt & b~1.6 kb 5386 Lo
ra~F viiEld Paxb B FORBHEICEHS L T3 IR RBINE, 61T,
HDAC2(-/-) D EDOYIMA T — ¥ T Paxb BR T OFRBUIBINHE T L, Zotk, BIART —
CECHRIMICEIINT 2 2 & RIS 2T Lz,

Pax5 & {n ¥ O FEHHI#ENICBE®E L <, HDAC2(-/-) D RIAEEEIARIC, Pax5b B T® 5-EFF
FiEo 7 v F VEENET B E D h k. T TF L KI/H3 ORIk L Paxb #EI5T
D~2.0kb 5"-30% L T ISR CX 240 T 74~ —%2 T, 7 n~F v HER
J&% (chromatin immuno-precipitation assay: ChIP) G~ 7-[102, 103], ChIP 7 v & 4 o 25
IZ WIS 2 235, W1 & B 2 7 — ¢ D 3 5@ HDAC2(-/-) individual clones ® 7 1 =
F v RSB L7 (M-8), HDAC2(-/-) TlE, Pax5 j#fs T ® proximal ~2.0 kb 5-upstream
chromatin region ® K9/H3 O 7 & F ML L XV AIHPIAR 7 — VTl L, BIHR 7 — 2 cHin
LCTWwi, 207 —xx HDAC2(-/-) ® RIS EBIAM @ Pax5s BT DRI Y2 — v 0ZfL &1
T—3L 7=,
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Pax5(-) DT40 Z Bk 0 RHEEDIRI D IgM H-chain & L-chain OEEFHR L EHEL 1D
(A

FEo & 5 ic, Pax5 i3 HDAC2 i X % IgM H-chain & L-chain @ {x 7S HIHRE < B 5
T 5D EESLERFTH 5, Pax5(-) oRIAKEHM IC 5T, IgM H-chain & L-chain ®
BERFRAHREEAEL AR ED X5 ICELT 202~ 7z, mylc, HEORIMHAG-4 H
H)(F; first), ¥1H1(~8 HH). (13 HH). &M(~20 HH)D&EAT—Y (ZNbDRT —
Y413 HDAC2(-/-) D7 — 2 X b f§vy) TD 3 2D Pax5(-) individual clones 7» & 4> RNAs % Hi
#EL . IgM H-chain & L-chain {57 IR RN 7% 7 7 4 ~— %27z RT-PCR TH# L 72 (¥
-9) [102, 104], 547 (whole form) & 43ii% (secreted form)® IgM H-chain mRNAs (3 5%
27—V THIMICHEARL, FIE PR T — Y 2@ L TP L, BIX T —2Cld DT40 &3
IERL < E TR L7, RS (membrane-bound form) IgM H-chain mRNA & IgM
L-chain mRNA ZRAHR T — Y THAR VKL, 20k, #IHHE PR 7 — Y %l L T{#EH I
WAL, BIIRT —CDT40 LIZIEF L~ E Gl L 7=,

xic, W, L BRIIR 7 — T D Pax5(-) 2> b Ml E FE % HEE L. IgM H-chain &
L-chain DR BH{A% F\> 72 Western blotting T4 #7 L 72 (K-10) [102, 104], IgM H-chain &
L-chain (2 v F)IWIHA 7 — ¥ CRIMICHER L, HiAZ R CRIHA T — 2 Tid DT40 &131%
L _LE A L7, EFHEMETRZORME., IgM H-chain (electron-dense materials & L )
VAR T — C D/NMEED BICRIEL . BT — Y KU DT40 kTl izt o7z, [F
BRI, Sy TS B OFE R, IgM H-chain (colloidal gold immune-labeling & L )i, %)
AT — Y /MO HICER L, BIHA T — Y Cld DT40 #R& 2R L v i L T
Teo THLHDFERIL 2D-PAGE THHERTE 72, 7. VIR 7 — @ Pax5(-) D —H DI 1L
ALY oSk e L CBIE S, BIIA T —Y Tk DT40 & [AROBHEAEEICE1L /-

JICBIEEI N, AT, I EBRIAA T — Y D Pax5(-)1x, #%ikid 2 HDAC2(-/-) & 13 % 7%
5T, DT40 & A UARICHBL L = ERECTRIEL T 7z (X-11) [102, 104],

Pax5(-) DT40 Z B2tk 0 BRI © HAT, HDAC, IEERTF 7 7 3 ) —0& X v 35— Di#is
FREL_ALOEAL :

5l & i T, Pax5(-) 0 BHIEE#EM o HAT, HDAC, ERF7 7 IV —DKA V=D
R PR 2 — v OB kT~ (K-12) [102, 104], Rl %L R UEEORYIS. )
B, P, BRI X 7 — 2 @ Pax5(-) & DT40 ®4: RNAs %% A v S —ICH R 754 ~—%
V372 RT-PCR G4 #7 L 72, HAT & HDAC D% % v o8 — I L Tz (X-12A) ,PCAF & HDACY
DB RIIIEEDORVIARA T — VoMK LI, WL TR T — 28T, R T
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— UV CRIFICH R L 72, —77. HDACT DR FRIUTRVIAR 7 — < TR L. Z DR ITHX
BmL <, %27 —2C DT40 SIRIEFE LA £ THINL 72, EEERF O/ A v S—IcBL
TIx ([X-12B) . Aiolos & OBF1 O#{RFRHILIIRYIPAR T — V5 D L W & i 248 C.
BWIRT—CDT40 ERIL & 5 R TE Znv L~ F Tl L 7z, Tkaros, E2A, Blimp-1 ®
BIRFRBUIRVIA A 7 — Y CRIFICHER L, Y1 & RR 7 — o Cliiiamd L, B 7 —
YT DT40 & [FL ~_V & TR L 72, EBF1 QR FRBUT IR R 7 — & CRIICEA LR
TERVL_VCR Y, Zokik, P, R BRIAR 7 — Y &b L %o 7z, PU.1 OEIR
FHIBIRAIHA 7 — CRIICEAD L, W e hIIA 7 — 2 2@ L Tlidgme . &7
—YTDT40 XV @L< ETHINL Tz,

Bt Pax5(-) o FikG#HIE © IgM H-chain & L-chain ¥ HAT, HDAC, 55 /¥ 7 7 3V
— DA VA= DMIE T £ — v OZAVIE, HDAC2(-/-) 0 REAREF 0 2 W2 h o F 8l
NE =y DL Y DAL PICHEEE Tz, Z ORI, Mix 0fE TR E OB T,
Pax5 DGR T 13, HDAC2 ®fthd 7 u~F &R L 0 3 TiRcHG L Twa Z tic
oLzl mRLTwS, E5ic, HDAC2(-/-) & Pax5(-) TIdEE D 7 v = F VBl H Pin
BRFOBEFHRIAZ — v B3R o THEY, 20 2 DOLEBKRORE L HmEE CHEE DI S 2>
KBRS Z BRI TS,

T ZHbli, HDAC2(-/-) DT40 ZRtkD 4% 7 v — v (individual clones)ic 3T, HDAC2
RABICHE > THIICHEA L 72 IgM H-chain & L-chain 23, EHl# R SR 0 £ R &2 @E L <.
ZNENER 57 TRINICRA 3 2 ES O CTHRZECEEEICE 2,

HDAC2(-/-) DT40 RO FE DIEH :

5k HDAC2(-/-) o RIAFE#EIAM (RricWiix 7 —) 1cH1J %, IgM H-chain & L-chain
DBILFFRIACEHE L XUV RO 7 v~ F VERMiEER CIRE R OB FREOZ M & DFE
BT — 22l ) OBRE AR IBHFET 2. 2 OmAOHMIL, 2k 2 HREEL 2
HDAC2(-/-)Z ZnZ il D2 4 53— RFEERICA V772D BRT — ¥ (FRICHIAIR T — )
KELOERH->TEL T ARWVEDTH S, o T, Lot THKFEVGE X OB %
S OICFHIICIT 32 2 it L, SRR 2 4 L a—2AFEECH W 5 HDAC2(-/-) & L T
., HEHAROR AT Yo KEOMIEMSLETH L L, AREARR Y FuPiR 7 —v
DHIBRLECH 2 2 &, % DML L 722 v — (independent clones) BHETH 5 Z &L
Thb, £2TT, WECH->T, QAL RRARZ 2002 =7 F 4 v 77 2 —%fwizlE
FIEE LB 72 EM L 7= (”-13) [102, 105, 108, 109], =7 F Y HDAC2 @ genomic DNA
1316 =27V v (exons) (LI DL TIZ 14 £ 7 Y v L) THERL & Ty 72, Southern blotting,
Western blotting, RT-PCR 7 & TH~ 7z fEH, 28 fHl o7 L 72 HDAC2(-/-) individual clones
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PERICX /-2 & #MER L 72, & 2 56%1%. 28 {f @ individual clonnes 7» & fE{EZ 1ICEA TZ 6
f@l> HDAC2(-/-) individual clones (cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6) D¥E 4 g D FE
R EAR o 2 o 2 — v OFM TR 2 5T,

HDAC2(-/-) DT40 individual clones D R D IgM H-chain & L-chain DEHEE R
mRNA BOZEAL :

P, Eido 6o HDAC2(-/-) individual clones ® IgM H-chain & L-chain D & {& &
DRIBEERMICZE AT 208 5 22 RE IR L7z (K-13C) [102, 105, 108, 109], #5£E
DY (E: ~3 HH) HH (M: ~29 HH). #1 (L: ~53 HH) 27— ® HDAC2(-/-) individual
clones cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6 & Bf/ERk DT40(W) 2> & 2xAfifie N & F1VE % BEE L |
IgM L-chain %5 EyifA(H-chain & $ XX KIET %) % 72 Western blotting TH#7 L 72 Gf
iz, W27 —2 D 6 2D HDAC2(-/-) individual clones ¢, IgM H-chain ® & & &
I DT40 & LE_TH L2 AL, 2D L-chain 220~ Y F) OoHEHERED DT40 &~
THIK L7, $E8E %A1 5 & 2T individual clones G, IgM H-chain & L-chain D &8 &
AR CHRIIR T — 2T DT40 &I3ITRI L L= £ Tl L 7=,

Kic, HDAC2(-/-) individual clones “C IgM H-chain & L-chain ® mRNA & 73 k5 E H
ICEALT 3585 2 KT IcE L 72 (1K-13D) [102, 105, 108, 109], ¥5#5 0 #H (~7 HH).
i (<33 HH). #%# (~64 HH) 27— ® 6 2® HDAC2(-/-) individual clones & DT40
7> 54 RNAs % i L. IgM H-chain JX OF L-chain O£ 77 4 ~—% F\»7z RT-PCR T4y
B L7z, 5647 (whole form) & 53i% (secreted form)® IgM H-chain mRNA 83 #1257 —
TWAL, PR CEMN AT —2C DT40 L IRIERA L L ~A T L7z, k&S
(membrane-bound form)® IgM H-chain mRNA &%, clones cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6
T, BRI 5 2 2 ki3 7 < . clone cl.2-1 TiZ, FERTCHRBIR T — Y TH 50% %
TWA L 72, 6 D HDAC2(-/-) individual clones @ IgM L-chain mRNA &3, #5042 7 —
CEELTEPICENT 205 5 IIELL ko7,

7z \IAFBL L 724 T HDAC2(-/-) clones T, RIARFEIARIOWIAR 7 — ¥ CTHIM L 7z IgM
H-chain & L-chain O & EE X U mRNA 820327 —Y b Lz v |k
DT — &1, BUNCERLL 72 HDAC2(-/-) DB D F — % & KIT—3 L 72, T DFEHE % B
¥ 2T, FHi-ic/ERL L 72 HDAC2(-/-) individual clones @ EHRGEHM I3 1) 5. IgM H-chain
& L-chain O EEHE B X WEIGFFBIL ~ v oftiic, HAT, HDAC, 5 R+ 7 7 I Y —D & X
VoS — DRI Z DDk~ TR D2 S £ — v Z ERGE I fi#bT L 72,

4T D HDAC2(-/-) DT40 individual clones G IgM H-chain & L-chain DE HHE L VI3 EHRE
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BYRICIIEAL % — v TRYT S ¢

AN, FEHRGER I, HDAC2(-/-) individual clones C IgM H-chain & L-chain DO & &
LSBT B 5 &) b & EINCH~ 72 (K-14) [102, 105, 108, 109]. K5#E 0 WIHA(~3 HH).
il (~29 HH). % (~53 HH) 27 —voft, &orohlA7r—-vicsids 6 fio
HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6 & BFA:#k DT40 %> & 44l
NP E 1V % Yl L 72, IgM L-chain #5524k (H-chain & 28 Y JE$ %) & H-chain £ & ik
D 2 D% [\~ 72 Western blotting TMER 7 L7z, EFED X 9 iC, I[gM H-chain 30 FE DK %
2 1 FEEOENE L LCIFEET 2208, 2 D0RRFifA L KIGT 2 DT, U IgM H-chain #H
B 2 DRBECHRECE 2, —J7., IgM L-chain 30 FEDO/NE W 2 EOEHE & L CHFE
T20TC, ZORRIUATHTRONIWEELZ2 NV FE L THRIHTEZ 2,

A OWIW A 7 — ¢, HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5,
c2-6 BTICHB VT, N TEDAKE 2 IgMH-chain 2 2D v FTRL7Z) DEHE LT,
DT40 & L CEIICHAR L 720 —/7. 4 T® HDAC2(-/-) individual clones IZ 5T, 2 fifl
$iD L-chain (220N F) OBEABEL~_E, DT40 LKL THAR VR L 2, FREDY
TH 5 M THIRZE N L1, HEE2HT 5 &, 6 20 HDAC2(-/-) individual clones 4T i<
BT, KL% IgM H-chain & L-chain OEHE LV, iz & 2O &ERT—
ol LTI L, RA&IIC, B2 57— DT40 L IZIER LA X TRA Lz, 20
i X  HDAC2 KABICHE > THIHAA 7 — ¥ CTRIFICHE K L 72 IgM H-chain & L-chain O HE
13X, 6 2 HDAC2(-/-) individual clones & Cic 3\ T, 1ZIFF UZEL & —v TR L., &
T IZBPAERI DT40 & IZIER UL _AICEBE L T RR LTV 3,

HDAC2(-/-) DT40 individual clones @ 7 v < F v {&#il##% (HATs, HDACs) R ViEERT 7 7
1) —DEA - DEETREL NV IRHERSRICREL S X - CELT S

Ric, FHEEEBIEIC, 6 8o HDAC2(-/-) individual clones @ HAT, HDAC % (55 R -
77 1Y) —DERA VA= DBIETFHIHABLNT 25 L9 2 & ICHH~ 72 (K-15), K= 0PI

(~7 HE). i (~33 HH). ## (~64 HH) 27— ® HDAC2(-/-) individual clones cl.2-1,
cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6 & #p2ERR DT40 2> &4 RNAs % Hiffi L 7z, HAT, HDAC & Of
LB R T D& X v oS —ICf R N7 77 4 ~—% 7z RT-PCR T4 L 72[102, 105, 108, 109],
HATs & HDACs icBIL CTiE (X-15A), REARGEMM. 2o 6 5D HDAC2(-/-) individual
clones -G, PCAF, HDAC7, HDAC9 ® % mRNA L~V ZBHIRNICZE L L 72, D% D X v o3 —
D mRNA L XA 32 LA WDEPICEL L 2D AR TH - 72, 85 KT ICBI L Tid (K-15B),
FEHIREDR, 2 b 6 2D HDAC2(-/-) individual clones D 1 2% 3 2 345D clones T,
Pax5, Aiolos, EBF1, E2A, PU.1, Blimp1, OBF1 ®# mRNA L~V 3B & 2 ic b L 72, 0%
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DA V=D mRNA L~V ICHIH R ZLIREED b vz o 7z,

HRR D 3, 2L 72 HAT, HDAC K HEH R T O A v X — DBR 7B % — v Dl
WIZESWT, 2 s 6 2D HDAC2(-/-) individual clones 12 3 2D EE 3 24 7, +hbb,
clone cl.2-1 & clones cl.2-2, cl.2-3, cl.2-4, cl.2-5 & clone cl.2-6 ICfEPIJCTE 22 TH B, I
LD X 91T, clones cl.2-2, cl.2-3, cl.2-4, cl.2-5 132D D W E 23 MR D T L TV 5720, Dk
1.6 2D HDAC2(-/-) individual clones ® H1C. clones cl.2-3, cl.2-5 Z &\ 7z 4 O D clones cl.2-1,
cl.2-2, cl.2-4, cl.2-6 D 4 Dflifid D PEE % B Gl ~ 7z,

HDAC2(-/-) DT40 individual clones DR D EHi BRI O Z1L

% ¢, 4 2® HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 DJZRE % & 1 BEMEE <
B L 72 (M-16: LX) [102, 105, 108, 109], > dD clones b EHIEBEHIRI O WA 2 7 — 2T
3% 5 E % (distorted form)% L TH Y, BIIR T — 2 CTld, BEKDT40 & FERICHE S 2>
72J%(smooth form)% L C\»72, K&E® IgM H-chain & L-chain OfFE7EIC X % ¥\ Ml = 4y
(dense cytoplasmic fractions) (ZWIHZ T — L DA THE I h, B R T — 2 TlZ DT40 & [k
B SN b o7, & I, HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 % IgM
H-chain ORI Z FV 72 Sl T BMER B 217 o 72 (K-16: T X)), ## L 72 IgM H-chain
(colloidal gold immune-labeling & L CIZHIHAR 7 — 2 D/Matko HicfitE L, Bz 5F—v T
I3ER L7z [gM H-chain @13 & A EiE, DT40 L IZIERL XA E TR LTz, Thb ol
RIIRVNICHERLL 72 HDAC2(-/-) T o - BEih o fEHR & b AL 72,

FlEH VT, HEOWI K NI A 57— @ HDAC2(-/-) individual clones cl.2-1, cl.2-2,
cl.2-4, cl.2-6 & DT40 DJEiE% PR c@igz L 7z (K-17) [102, 105, 108, 109], 4 >&TD
HDAC2(-/-) clones (¥, #J#iA T — ¥ CTI3HEE L 7-JEE (aggregative form) THEEEL . RIAR T
— ¥ Clx DT40 < Pax5(-) & [FIfkIC 1 {83 28 L 72 HE (dispersive form) THEE L Tl 7z,

42T ®» HDAC2(-/-) DT40 individual clones -G IgM H-chain & L-chain O&ZFFRHL ~ V13 R
RIS S 2 — VTR T3 ¢

LR X5 i BRGS0 w1, b B R 7 — 2 T TSR, IgM H-chain & L-chain
DEME L mRNA L~ 0fti, PCAF, HDAC7, HDACY, Pax5, Aiolos, EBF1, E2A, PU.1,
Blimp1, OBF1 72 ¥’ ® mRNA L <% 6 24T ®» HDAC2(-/-) individual clones TZE{E L T\
72o 22T, ZLL7=21 b IgM H-chain & L-chain 0N 7 v~ F V&% L EERT (%
DAhIc Tkaros, XBP-1) D@ FREOL{L N2 —v % HEOWH (~7HH). +# (~33H
H). 8 (~64 HH) 27— ofh, b icHvuEEo%E>»roHMAT—YD 4 20
HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4, c.2-6 & B4:#k DT40 2> & 4> RNAs % Hiff L
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TEEAIC DT L 72,

m#c, IgM H-chain mRNA o 5¢ 4% (whole form), 43 il%! (secreted form), & 7
(membrane-bound form) & L-chain mRNA O $f )7 77 4 = — (primers) % fi\» 7z RT-PCR ©
s L7z (K-18) [102, 105, 108, 109], 54 & 53Rl IgM H-chain mRNAs (ZFHHR 7 —
THRIFICHEML ., HIR 7 =P RO Z oo i R 7 — 2 %0l L THiE» L, iy ic iz
27— TDT40 L I3IEFE UL _AE T L 72 IR 7 — 2 TR I BN L 72 5 &7 IgM
H-chain mRNA (3555 HM %@ U TS 210 Lz, Z 0 OFfEE I, clone cl.2-1 T3 f#
TR E L, clones cl.2-2, cl.2-4, cl.2-6 TIZEHIT/NE 225 72, 4 D4 TD HDAC2(-/-) clones
T, WA 7 — T ITBEI L 72 IgM L-chain mRNA 12558 I 208 U TR 213 L 72,
NS DFERIZ, 2T HDAC2(-/-) individual clones 12 35T, HDAC2 KIEICHE - THIFIC
L 72 IgM H-chain & L-chain QERFREL ~vid, RIS EAR Z8 L CeRryicizig
R % — v A L, Sfiic, BEMR DT40 LR UL _AICAR 2 2 ERRLTWw5, $7-,
Fso IgM H-chain & L-chain DEHE L VDI AZ— v 8 EEHLTHBE T L %2RLT
w3,

HDAC2(-/-) DT40 individual clones ¢ PCAF, HDAC7, HDACY9 D& FRIH L AT ik
Bt EThBE3 52— &L T 5 :

KiZ, PCAF, HDAC7, HDACY 07 77 4 ~—% i\ 72 RT-PCR T #i %17 - 7= (X
-18) [102, 105, 108, 109], EHAKF#EHIRE I, 4 5 ® HDAC2(-/-) individual clones cl.2-1, cl.2-2,
cl.2-4, cl.2-6 42T T PCAF, HDAC7, HDACY DG ¥ FIH 2 — V IZRD X 5 ICH S pic i
5T/, PCAF mRNA L ~L|3 DT40 TR Tk 23, 4 94 CTod HDAC2(-/-) individual
clones TH A 7 —(~17-22 HH) £ TRIMICHIM L 7=, = D8, HI L 7= PCAF mRNA L <
M1 clones cl.2-1, cl.2-2, cl.2-4 TEAL L 722> o 7225, clone cl.2-6 THIRICIEAD L=, ndb. #
Bl 25— ® PCAF mRNA L <% clones cl.2-1, cl.2-2, cl.2-4 Tix DT40 & Fb~_T&E < . clone
cl.2-6 TiZ DT40 13156 L TH -7z, HDAC7 mRNA L~ L3 DT40 TEw23, RHIE S
i, 4 24 To» HDAC2(-/-) individual clones TIZIZR U %% — v &L L 7=, ThdbbH,
HDAC7 mRNA L~V BHIHAA 7 — Y CHL 2 I L, #icpfR 7 =2 (~17-27 HH) £ T
O I, X512 DBREBENLAZVAD ZVIEFECLICHI L, 2T —V%
i LT HDAC2(-/-) ® HDAC7 mRNA L ~b |3 DT40 i< b~ T 4> - 72, HDAC9 mRNA L ~
AiE DT40 TR T E 2 0Iig &KV 23, 2T HDAC2(-/-) individual clones cl.2-1, cl.2-2,
cl.2-4, cl.2-6 THRT = (~17-22 HH) L CHL 2L 72, 2D, #hnL 7z HDAC9
mRNA L ~v (3 RIS EIHENCIR 2 123 Uz, HAICiRI R 7 — 2 ¢, HDAC9 mRNA L
~ U clone cl.2-1 TIZ DT40 & H~_TIFFICHE < | clones cl.2-2, cl.2-4, c1.2-6 TIX DT40 & (%
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IEFRLCTH - 7=,

HDAC2(-/-) DT40 individual clones G Pax5, Aiolos, EBF1, OBF1, Blimp1, Ikaros, E2A, PU.1
DEBLEFRRAL NI ZNENRIEEFRICED 52 WIBEEICRR 3 % — v TELT
5 :

FiEto X 9 iz, Bp4RE DT40 < Paxb, Aiolos, EBF1, OBF1, Ikaros, E2A, PU.1 7z & OEEF 1T
T0H 50 E2R Y EO LV THIL T 523, Blimpl OEEFIZIZEAERKHL Tk,
FlEfnT, o DIERTORRN R T 7 4 ~—% M\ RT-PCR THEMICHITL 72, E
HBzEE AR i, HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 T, TN LK EBIEFD
FER AN R =V IIRD X 5 ICHMED» DL T 5 2 L b HIC LT (K-18) [102, 105, 108,
1091,

Pax5 & Aiolos @ mRNA L ~)v ) RIAESEIAE 02 ¥ % — v ik, [A U HDAC2(-/-) clone
T TEIT W 7225, HDAC2(-/-) clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 DS TlZ 2372 Y ¥ - T
W7z, clone cl.2-1 Tit. Pax5 & Aiolos ® mRNA L RV FFIHAR 57— ¥ CIRITTERITHD L,
ZOHBIZBHIAT -V E T L 20D H B I3 TE ML 72, BFEFE 3, &Y
D clones cl.2-2, cl.2-4, cl.2-6 Tli¥. Pax5 & Aiolos ® mRNA L~ IFIH R 7 — ¥ ClRIT5EE
D L7225, 2 D% L7225 D mRNA L~ 3R SRS cim L 72, 7«
B, BHIZX 7 —2 D Pax5 & Aiolos ® mRNA L )L, clones cl.2-2, cl.2-4 TR T —
DL _LDH]20-40 5 TH Y DT40 Ll T | clone cl.2-6 TRHIAR T —Y DL LD
80-120 f5TH » DT40 L I1ZIEFR L TH - 7=,

EBF1 mRNA L ~ L%, HDAC2(-/-) clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 DY A 7 — 2 Claig
SERICIEAD L7223, £ Dk, clones cl.2-1, cl.2-2, cl.2-4 TIZIZIEFE L% — v T2t L. clone
cl.2-6 TIIIFHICEE 32— v T2t LTz TD B, VIR T — 2 THA L 72 EBF1 mRNA
L b, clones cl.2-1, cl.2-2, cl.2-4 CIRBIARA 7 — Y CTRIBTE 2 \whd 3 1k DT40 OF)
1%L VEWEETH o7, —J7. cone cl.2-6 TIEHEMI AT —2 T DT40 DK 60% £ THIKIC
ML 7z,

OBF1 mRNA L~ i, EHEEEBIRIC, dones cl.2-2, cl.2-4, cl.2-6 TR LS &% — v
TZAL L., clone cl.2-1 TlZZ D 3 clones L IZHSL D ICE L B2 N2 — Vv TEBL LTz, ThbdbH,
clones cl.2-2, cl.2-4, cl.2-6 TiZ, OBF1 mRNA L~V (3 2 57 — 2 -C DT40 D#J 30-40% 1 Ik
YL, ZDH%IFHBIRT — T DT40 DK 60-100% % THER A ICHINL 72, —J7. clone cl.2-1
Tli. OBF1 mRNA L~V (3 RIS ICHD 2t I, %X 7 — 2 Tld DT40 ©#) 10%4
T CEIMICIRD L 72,

Blimpl mRNA L ~vix, DT40 TldfRe TV 23, clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 DI
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AT =Y CHIMICHEML 72, ZDRIFHBIHR T —2 D clones cl.2-1, cl.2-2, cl.2-4 Tlx, ML
7z Blimpl mRNA L~ D#) 50% % TR 2212384 L. clone cl.2-6 Ti3 DT40 & [ U < T
ZhwL v E TR L7z, Tkaros mRNA L ~vid, clones cl.2-1, cl.2-2, cl.2-4 T3]
A 7 — ¢ DT40 D 150-200% % THEED I L Z DRIZEMA T — L CELL =d o
7z. clone cl.2-6 TIIEHIREEBICAR O ZLL Zed o7z, E2A mRNA L~ clones cl.2-1,
cl.2-2, cl.2-4, cl.2-6 T, ¥R T — ¢ DT40 O] 200-300% F CTHEM L. Z DRIIHIHR T —
¥ ¢ DT40 O 100-200% £ THE-C 2 1A L7z, PU.1 mRNA L 1%, clones cl.2-1, cl.2-2,
cl.2-4, c.2-6 T WA T — ¥ T DT40 O #) 30-50% % THWA L. Z D135 A 7 — 2 T, clone
cl.2-1 © DT40 ©#) 150% £ TEHN L. clones cl.2-2, cl.2-4, cl.2-6 T DT40 ©#J 60% % T L
7zo XBP-1 mRNA L ~vid, clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 CTRIARFEIHENICEZL L 72225
72o

HDAC2(-/-) DT40 individual clones D¥FEEE 132 h Fh B3 :

AL DFEMEE DZAL AT LKIE L 7RI D RINESE IR O X 7 — P ic B\ TR = 1k
BT H 2 W & P~ 7= (-19) [102, 105, 108, 109], HDAC2(-/-) individual clones cl.2-1,
cl-2-4 (%41, cl.2-2,cl.2-5 ) OMIEHEE L, (£ TixH % AHED 1 DTA0 O RGHHE & H7x
Y. clone cl.2-6 OIEHEEE X DT40 OHFHHEE & 12T —F L 7z, T OfERIF, BIIAT—VIC
#1F % IgM H-chain & L-chain I¥% % %A, HAT, HDAC, EE5ERF7 7 3V —D% < DA v
— DGR FIL X — v A3, clones cl.2-1, cl.2-2, cl.2-4 TR ZNF N2 DT40 L 227 ) B b,
clone cl.2-6 TIZ DT40 & 1 THMLLL T 72k OFER &L AT 5,

HDAC2 K1z X 3 IgM H-chain & L-chain OB{EFHRROMEMIC X > TER L 7 IgM H-chain
L L-chain D& HE & 3% HDAC2(-/-) DT40 individual clones (7 1 — ¥)ic B\ T, EEE
HRo%HERZEL TREDEFERTF OB TFABAIENT 2 2 L icEo TR 3 5ETH
BT 3 ¢
EERD X5 i, #IcERLL 72 28 fH D JH7 L 72 HDAC2(-/-) RIBZE Btk ds & HE(E L1038 A 72
6 {fl @ individual clones cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6 Zf#HT L T& b7z F it Rz
Y THB,1) 624 TD clones T, IgM H-chain & L-chain ® EF'H & &5 7 FH (mRNA)
LAULE, BPEOWIIHA 7 —  CRIICHEM L. Z D&% iFRIEENHR Z @ L CTIIgR UK
— VTR L, RIEICRIAA 7 — ¥ CIAEK DT40 & I1RIERIZEL S VICET %, 2) 6 02T
O clones T, e T 7 v v F v EHfilE# (HATs, HDACs) 7 7 3 U —Dffi 2 D X v N — D
BFRFL i3, BEREPRcEhZnE a5 32— v &35, 3) clone cl.2-1 T,
Pax5, Aiolos, EBF1 DEIZFFIIL <~V IHIHI A 7 — 2 TIRITR RIS L, £ 0%IFRIEE
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AR Z L LAl cE R WwE $TH 2, OBFl OB FRIAL ~ViIBRHRA 7 —Y £ ¢4
WSR3 2, 4) clones cl.2-2, cl.2-3, cl.2-4, cl.2-5 T, Pax5, Aiolos, EBF1 O {6 FH 8L
SOVIEHIAA 7 — ¥ TIRIFFTERICHD L. Z D%RIIEIAA 7 — Y % T, Pax5, Aiolos DL T-¥
By ~ovigsgmL., EBF1 0@ FRELV VI L RwEFETH S, 5) clone cl.2-6 TlE,
Pax5, Aiolos, EBF1 @5 FH L ~ NV ZHIAR 7 — 2 Tlaigse R Ici@md L, Z o RIZRNA 7
— Y THRIMICEEMT 2, 6) IAAT —YTh->Td, H\>7z HDAC2(-/-) clones |3 i#{n T
BEECERIL Th 58 15-16 HoMIfERE<H v, DT40 o5k (doubling times) 1347 12
Kl C & % 720, #9 30-32 R OMAZHEICHY L, fF8 (Fd) Bk RIBZEREOR 2 D
fatkhe (HEE) oZidd - LBINZE s - e ES NG, 7) Ll oER A5, 1gM H-chain &
L-chain O#{EFFBL <& —vIcBIL T, 6 ©2® HDAC2(-/-) individual clones cl.2-1, cl.2-2,
cl.2-3, cl.2-4, cl.2-5, cl.2-6 {Z 3 DD X A TSI TE B, FTab b, clone cl.2-1 % OBF1-
&1 2 4 7, clones cl.2-2, cl.2-3, cl.2-4, cl.2-5 i Pax5, Aiolos-fcf7 % 4 7", clone cl.2-6 | Pax5,
Aiolos, EBF1-{k{7 42 4 7 TH %, 8) LLlk%x £ L® 2L, HDAC2(-/-) individual clones 1% fH
RERBRBIC, ZNENEE 27K CTREDIGE R T ORI 2 — v 2B, Zo&fti
/L T IgM H-chain & L-chain DG FRIIL AL 2D ¢, 2 DR L LCER L IgM
H-chain & L-chain DEHEE %M ¢ 288 2 155 5 2 L 035 2210 7 o 72 (4-20) [102,
105, 108, 109].,

HDAC2 KRIETHIAL 7z IgM H-chain & L-chain O{n-FIH L~ i, EHIEESIRI
HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6 TIZIEF L ¥ & — v CTHI
WS35, —7. Pax5, Aiolos, Ikaros, EBF1, E2A, PU.1, Blimp1, XBP-1, OBF1 7z & E ©
G R T OB TR L ~ovid, REIEENRIC. b 6 20 HDAC2(-/-) clones TZ 1%
NEEF D& — v TELT 5, 5Fic, Pax5, Aiolos, EBF1, OBF1 OB fn T FIHLDZE(L Y 2 — /1,
HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-3, cl.2-4, cl.2-5, cl.2-6 ® 1 D& % W FHEE T,
IgM H-chain & L-chain QR FFHBIDEA Y& — v LT F 72 138006 TTH 5, X HIC, ik
L 7z & 9 12, Pax5, Aiolos, EBF1 (2 DT40 #if@ T IgM H-chain & L-chain O & {51830 % {1
ICHIfE L, OBF1 & NIH3T3 fifldcz i 2 2 DBIGFHRIZIGENICHIET 2, 2D k5 Xk
HED» L, EROZL 24 B OEE R F#oH <, Pax5, Aiolos, EBF1, OBF1 %, fil% o
HDAC2(-/-) individual clones @ AR5 T D [gM H-chain & L-chain D@ FFHHL ~ L
DA ICBIE T 2 b H I RE#HTH 2 LHEI D,

L 72285 T, ffl % ® HDAC2(-/-) individual clones IZ 3\ > CTREARSEIM O £ 2@ L <,
IgM H-chain & L-chain QR L <V 2 BRI & 2 B4R 27RO 00T 5729
I 1%, Pax5, Aiolos, EBF1, OBF1 DB T FIAE 2L X ¢ 2 /TIEZRIAT 2 Z L BMIROEETH
%, Dtk EWARGEBIE O % %@ U <. HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4,
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cl.2-6 12 5T, Pax5, Aiolos, EBF1, OBF1 & U* PCAF O 3& 1z - B % i R Ko OV AR 1 il
T3 M TR wCERBT 5,

Neighboring overlapping tiling chromatin immuno-precipitation (NotchIP) assay: R} DE# s
R © HDAC2(-/-) DT40 individual clones i 31 3 , Pax5, Aiolos, EBF1, OBF1, PCAF ;&fx
TOBHET 3 50 LFREERO 7 v~ F VEEDOBLRBIT T 35T L ik

HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 23 RHREENI 0 % LA 8 L T,
Pax5, Aiolos, EBF1, OBF1, PCAF OB FHBL D% 2 /7%, Wi iSRS 2 2%
LHNCT B Z LI TEHETH Y, H O HTEE T~ 7, BidD X 5 ic, E51D 5-
Ui F i (proximal 5’ -upstream region) ® 2 1~ F i (3 HE G HIEAERL (Fl) (70 £ — & —
AR =% = VT Ly F— TyAvH—71L) OFMICED LT, YR T ORI
ICTEBER A0 B2 1B 53 %, Pax5, Aiolos, EBF1, OBF1, PCAF j#f5 ¥ ® proximal ~2.0 kb
5’-upstream, distal 5’-upstream, open reading frame (coding: ORF) regions (5’-3Tf% i, 5 -i&
b@ B3, REERNL) o 27 v~ F viEHER O DNA RS iKW T4 v (BED ERL 72
79 4 <—%M\C, chromatin immuno-precipitation (ChIP) assay (2 &= F v - S piiéik)
%FENiL 7z, FFic, proximal ~2.0 kb 5’-upstream region (notch of chromatin : 7 v~ v D%l
HH/V FROUINHE & AT )i 2n»Tld, L8O 73E| L 72 short segments (Fivr& 7" X v 1)
KRS 5 774 ~—1F, 7a~F v - LML TD polymerase chain reaction (PCR) TH4liE
EN 54 TDDNA fragments (77 7 A v b 1 Wik) 28, WD 7 7272 v b & B ic—#iE
BYAD XS ICEHE L, L7235 T, BIEF D proximal ~2.0 kb 5’-upstream region (5'-3 i
ERAEE) 07 v~ F VRSO ZLEENTT 5 Z DFT L 277k % neighboring overlapping tiling
chromatin immuno-precipitation (NotchIP or Notch-IP) assay & % fiF 7z, WZE®D NotchlP 1%
notch of chromatin IZ-2\>"C @ immuno-precipitation (IP) % &3 2 [102, 106, 108, 110],

RSO3 HH). T (33 HH). ®%#HG8 HE) AT —-YicsF 3
HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-4, cl.2-6 & BF:#k DT40 @ Pax5, Aiolos, EBF1,
OBF1, PCAF #{n¥ @ 7 v~ F v FEIKIC 2\ T NotchIP assay (7 v+t A4) #fro7-, bLilio X
5ic, B A+ ¥ H3® Lys-9, Lys-14, Lys-18, Lys-23, Lys-27 D L 2 DT € F A {LL <=L
(bulk acetylation levels) 23, RHARFEHARICZE{L L T2 72 D T, 2T D NotchIP assay Zi# L T,
7 & F AL & 7 K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 icxt3 % 5 2 OESArF Rk %
w7z, 7272L. clone cl.2-2 ® Pax5 BIZFICBI L Tk, K7 v 2 4 DERAIDAATZ 272D T,
AR Ot =% 7 — ¥ © K9/H3, K14/H3, K18/H3, K27/H3 O EFUAD A E iz T — X T
D5,

b 2+ v H3 @ N-Kliiiffizo Lys 53 (K9/H3, K14/H3, K18/H3, K23/H3, K27/H3) D 7 & F
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MEL RABE RN ORREICH ST, e 2 b Y H3 (72133545 % Lys B, EHRe
LTXZ L4 Y —2) ®DNA & O binding ability (F§&6E) . Zhicki < 7 v~ F vEEOIR

(74 —2) PEEFRIAL ANV EOFENEOBRE L —IGRD XS ICRE L7z, 727ZL., &
DIREEICE D Lys BIEAEICH 5 VI3 FICHLS L TW 22 AR TH B, Ll 5 50 Lys ik
D1 OFHEFEOHDOEED T £ F L L <L (acetylation levels) 3, hyper (high : Eive).
considerably hyper (%>7% 0 &\»), somewhat hyper (%5 %>&>). hypo (low or no : i\ ) DI
A%, e A} v H3 & DNA @ binding ability (f§&HE) 1 no (). weak (551>)., less (fi\v>),
full (V) LRV TH B L BT, 2D 4DDEEREL VT ZNZ N, 7 v~ F V&% loose
(open : #E\»), considerably loose (%27 Y #&\>) , somewhat loose (% 5 2:#%\»). tight (closed :
fivs) forms 2L X2, Z7u<wF viEEDZ D 4950 forms (74— L4 JEIR) 1. &0
iZ, high (F\»). considerably high (2>72 b E\>), somewhat high (3 5 2E\2). low (no) ({&
V1) L LD gene expression/transcription (MRNA) GBI FHII X 3HE) 2 ELT 3,

Pax5, Aiolos, EBF1, OBF1, PCAF #{x ¥ @ 5-1if% Lifi. 5 - Lt OG5 7 v < 5
v fEIS < K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D 7 € F ML L R A DZE{Lic D\
T ® NotchlP assay I & 2 §Efll = it 7 — 2 13, BEROA ) U F oL v o —GIC T TICHR
HTH 35[102, 106, 108, 110], fE> T, AR TiFitik% @#ic 4 2729, Pax5, Aiolos, EBFI,
OBF1 #{n+ o 5 -t Liftd 7 v < F ViEic k1 5, Fic K9/H3 & K27/H3 o7 & F 4L
LRV BT T — 2 DR EFLL T2t ftho T — 2 b ff¢CHiAT 2,

RESEGs Rl owf. di. B2 F—Y iy 3 HDAC2(-/-) DT40 individual clones
cl.2-1, cl.2-2, cl.2-4, cl.2-6 @ Pax5 BIa T D 5-0fF L. 5 -2 EFER TEERMD 7 v~ F
v #HI% < D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 BED 7 £ F A LL A DEAL ¢
FEo & 5 ic, % HDAC2(-/-) individual clones i 3 J 3 Pax5 i 1{n 1D FH 3 K1 2 1
TENENRR 252 — v BT 2, Eo T, REEHK O HDAC2(-/-) clones cl.2-1,
cl.2-2, cl.2-4, cl.2-6 & DT40 @ Pax5 @5 1@ 5-0 6 L. 5 -k i &k 552 (ORF) @
7 u= 3 ViER©® K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 T £ FMLL L 2K T &
F AL Lys 53k 0 R 841K % Fi > 72 NotchlP assay Tii~7- ([¥-21) [102, 106, 108, 110], 5'-
WFE B, 5-ER ERNK R EEGL D 77 A v — 13, R e—=v 7 L7 Paxb EIZTD
proximal ~4.9 kb 5'-upstream region & ¥ — % < — 27 515 51 % ORF O HEES] 2 He5\ T
#HEF L 72, 5-301 6% L i (proximal 5’ -upstream region: positions -1923 ~ +30) (B L T, B+
DEAEVES 12 fADv 2 X v+ (segments 1-12) %, 5-i%kE 1 i (distal 5 -upstream region:
position -4390 ~ -4235)ICBIL CTiZ, 1D &2 X v | (segment a) %, BGFAZ(ORF: +55 ~
+201, +223 ~ +391, +490 ~ +588)IcBI L CTlF. 3D+ 27 A ¥ | (segments b, ¢, d) %, ZNZ
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WHIRC&E 2 774 ~—%H\ic, BETMO T 74 ~v—137 =2 _R=RICEDI 720, &7
AV b OEFERSIE 5 B e 5-ER ERO & 7 A vt o EES L dEkE L Twh i,
Pax5/clone cl.2-1:

RIAKEI oMM, i, %A 7 — D clone cl.2-1 & DT40 ® Pax5 i#{rt o 5% L
Wity 5 - B B D 7 v~ F VREI D 5 DD N-Khji Lys BFED 7 Ffb L <o
ZAL 2 — v %, 5507 & F L K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 Otk L
LR 77 4 ~—%HH\ 7z NotchlP assay THi~7z (I¥-21-cl.2-1) [102, 106, 108, 110], Pax5 i&
o 5 - Bt & 5 -iEkE Bt 7 v~ 5 vk (proximal and distal 5 -upstream chromatin
regions: segments a and 1-12)® K9/H3 © 7t F {1 ~Lid DT40 T\ L (high or
hyper-acetylation levels) T®h %, < X & Z Lic, HDAC2 REIc 153, K9/H3 DT & F L
fbr<nix, clone cl.2-1 YR 7 — Y CTIRIFERICHD L. Z0R%IEHHZRE TR T —
CETCEL R\, —J7, 3 DDEREELD 7 v~ F v 5HIE (ORF: segments b-d) ® K9/H3 & 7
€ F AL L ~L ik DT40 T3 IEH I\ (hypo-acetylation levels) 28, clone cl.2-1 TidE 04
W 2@ LT, 12D+ X v F(segment ¢) TO L {EL AR ERNT, THIFAHT S,

Pax5 #Ein 1D 5-uf5 Eite 5-ZM LR O 27 v~ F v 58I (proximal and distal 5’-upstream
chromatin regions: segments a and 1-12)® K27/H3 ® 7 & F A {L L <)L (d DT40 Tlidm»
(hyper-acetylation levels), < ~& Z &2, KYH3 D&% — v EIEFICLIT, K27/H3 DT +
FIALL L b clone cl.2-1 DHHHR T — ¥ TIRITTERICIHD L, Z D 3EIICELT 222
AV -8 (segment 8: positions -958 ~ -679) Z R\ T, 13 & A LD 536 Bt e 5%k Lo 7 v
~F VA (segments a, 1-7, 9-12) T, HHIERFCHIAAT -V LB L RV, —T7, 30D
TG ERALD 7 v~ F Y EIB(ORFE: segments b-d)?D K27/H3 D 7 & F AL L ~v 3 DT40 TIEH i
23, clone cl.2-1 TR EO MM 2@ L T2 L 72\,

FFED K9/H3 & K27/H3 DRI, K14/H3, K18/H3,K23/H3 DR L fif¢C, UTD Z & &R
3, DT40 TlE. Pax5EIRT D 5-3f% LI (proximal 5’-upstream region: positions -1923 ~ +30)D
7 v~ VAHE O K9/H3, KI4/H3, KI18/H3, K23/H3, K27/H3 O E W T & F r{b L < v
(hyper-acetylation levels)iCFDWT, v A+ v H3 (72135 DD Lys %) 13 DNA & Of&HE
Z13 & A L H#72 78\ (no binding ability), FFET X X (L, clone cl.2-1 T RIAEELF O 2 T —
V7%l LT, Pax5 BT D 5-EE LR O 7 v~ F VA O 3 K9/H3, K14/H3, K18/H3, K27/H3
DK T & F b L <L (hypo-acetylation levels)ICHEDWT, B X+ v H3 (£ bH 4200
Lys 7%%5) 13 DNA & 1@ Ti\ 4 A HE(full binding ability) 2> 2 & TH 5,

IO DRERIZ. Pax5 EIRTD~2.0 kb 5 -7 L iiHH S (proximal ~2.0 kb 5’-upstream region) D
su<F UEEGF> 0O X 7 LAY — AT E U 5) 13.DT40 TlEAE\ 7 4 — L(loose form)
TH Y. clonecl2-1 DEMFHEEAROYIIHR 7 — ¥ Tl 7 + — L (tight form)ICZ{L L. Z Dk
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BBAAT—VE AL BVRETH L L2 RT, ZOXHAhr7u~vF v To—HDER
MG DFER 2> 5 Pax5 iBI5 T DFEHIIE DT40 TILE W L~k (high level) TH 2 23, clone cl.2-1
FREEOWIIA T — L TRIMICIRY L, 2 0RIIRIFEENMZE L CRIART - £ °&
fLLanZ ARG ICHER I N D, TDIZ LIZRT-PCR IC X % clone cl.2-1 I 1) 5 Pax5 EInT
DB DL N2 — VICBR T 2 LR o fE R L 4303 5 [102, 105, 106, 108-110],

Pax5/clone cl. 2-2:

RIS oW & IR 7 — Y @ clone cl.2-2 & DT40 O Pax5 #{n T D 5-iE6F L. 5°-
b LR BRI 7 v~ 5 AEIE O K9/H3, K14/H3, K18/H3, K27/H3 O 7 & F Al L ~ov
DI Z— v, ZD 4 DDT F MU Lys BEOFRIEKLFFED T T4 ~—%H\ 7z
NotchIP assay T~ 7z (R d X 512, EERIZ ZNDBRVIDEERTH %) (K-21-c1.2-2) [102, 106,
108, 110], Pax5 EIn+ @ 5-afF biite 5@k iR 7 v~ F VD K9YH3 O 7+ F (b L
~LE, clone cl1.2-2 DHIHIR 7 — ¥ TIRITTERICTHD T 5, id TE L ~Z 1, W L 72 K9/H3
DT & FMELRVIZEIAR 7 — < CRIFICEEI L DT40 L IZIEFE L LRV 5 2L TH S,
—7J7.2 2® ORF @ 7 v <= F v fHis(segments b and d)D K9/H3 D T £ F AL L~ L (3, clone cl.2-2
OWIAAT —2CDT40 L Y S 5 Il L. 2% IFHBIHA 7 — 2 CHEML DT40 & I3IEFEIC L
_NICR b, HRYD 1 DD ORF @7 1~ F v i#lf(segment ¢) Tld & IS 5,

Pax5 BIn D 5-if% e 5°-@kE o 7 v~ 5 VO K27/H3 O 7 2 F A b v id,
clone c1.2-2 DFIIAAR T — YV TIRITTRICHA T2, B RE Z LI WP LT 2 FrfLL <
(X, BEAR T — Y CERIMICHEM L DT40 L IZIERILC Lk b, Lo, 32D ORF D27 1
~ F VB D K27/H3 DT & F ML v id, clone cl2-2 T 2RFEIARM 28 L TZL L 7w,

e K9/H3 & K27/H3 ORIt K14/H3, KI8/H3 DfEFR L ffg T, LT D 2 & %773, clone
cl2-2 D RIREEIAM O WA R 7 — & Tl PaxS IR T @ 565 LD 7 v~ 5 v 5Hi D K9/H3,
K14/H3, K18/H3, K27/H3 D&\ T 4 F 1L L <L (hypo-acetylation levels)ICH-DWT, B R b v
H3 (72034 20D Lys ) 13 DNA & e T\ WS ARE(full binding ability) % £52, FFEE$~
X, ERXA MY H3 (HBWiF4OD Lys BR) © DNA & OfEAREIX. RHIREM D L
T, AR T =Y Tk 7 & F 1L L b (hyper-acetylation levels)iCFeDWT, 13 & A L7 <
72 % T & T» % (no binding ability),

NS DFERIZ. DT40 TiEFE 7 #+ — L (loose form) T % Pax5 iBI5 T D~2.0 kb 5°-3T % i
FHIR D 7 v~ F &I, clone cl.2-2 DHJHH A T — 2 Tl 7 + — A(tight form) i 2L L, F5EE
TREZ LT ZORIIEIAEEHRZEL CHIcZ L TR 7 — Y TR 7 + — L(loose
form)iC7e 3 2 L &R T, 2D X527 u~wF v TO—HEDERNRIGORERD 5, DT40 Tl
L~k (high level) TH 2 Pax5 @EIn T DO FEBL. clone c1.2-2 TIERIAKEBOWMR T — ¥ THIKY

A L. Z0%IZTRAEERMZ@ L ML, BRAR T —Y TDT40 & IZIEF L L%
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2 ERRGICHEEINS, TDZ L IIRT-PCR IC X % clone cl.2-2 T Pax5 B OFRIHDOE
Lotz — v i B 2 B o fE R & &35 5[102, 105, 106, 108-110],
Pax5/clone cl.2-4:

X b, RUREEMEOWH, i, B2 57— D clone c1.2-4 & DT40 D Pax5 #{n 1D 5-
W B, 50 -m kg B R AL D 2 v~ F v fEIBC O K9/H3, K14/H3, K18/H3, K23/H3,
K27/H3 DT FMULL _RADE A Z—v &, 2D 52D T wF Ml Lys BIEOFFRPUA & FF
E DT T A~ —7%H\> 72 NotchIP assay Tii~<7z ([X|-21-c1.2-4) [102, 106, 108, 110], Pax5 #&{n 1

5-im b i (segment a) & 5°-0TF% L ifi(segments 1-12)D 7 v~ F V FHIK D K9/H3 O T & F 11t
L ~)L(d, clone cl.2-4 DYIIAR 7 — ¥ TIRITTEAICTHD T 5, H 2 FEE TR I N 2 3D TE <
REZ LGP LZKIHZ DT & F AL v g hli 2 R TRl A 7 — o £ CRIICIEmL |
AT DT40 L IIERI L7 2, —J7. REEEEHIEIC, clone cl2-4 ® KY/H3 D7 & F L
L L, 1 ©2® ORF ® 7 v~ F Vilf(segment b) Tl 5’ -3 f% Lift & 5°-&kE B & 12IEFH U o3
2 —v oL, %D 25D ORF ® 7 u~JF Viflf(segments c and d)TlHIF & A EELL e\,

Pax5 iB{n 1D 5-f% Eifi(segments 1-12)D 7 1~ F VFHIE D K27/H3 O T & F L L~ i,
clone c1.2-4 DA T — ¥ TIRITT IR T % 23, 5°-% b L ii(segment a)D 7 v < F- v 40 T
ZED IR F 2, WA L 72 K2T/H3 O T & F b L v i3 hifl 2 IR 7 — o & TRIIC
B L., BA%HIC DT40 L IZIEFR L _vice b, L2 L, 3 2D ORF(segments b-d)D 7 1~ F
VAR D K27/H3 O 7 & F A b L ~vid, clone cl.2-4 Tl RHAREIAMZE L TR T -V %
TEAL L7\,

LF2o K9/H3 & K27/H3 D H1%, K14/H3, K18/H3,K23/H3 DR L ¢, L TD Z L %R
T, clone cl1.2-4 D EWIH BRI OWIIA R 7 — 2 Tl Pax5 BT D 5-EH LD 27 o~F Vil
1. K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 DK\ 7 & F Ak L ~ L (hypo-acetylation levels)iC
EoWT e A Y H3 (7215 DD Lys &%) (3 DNA & 3 T\ ARE(full binding ability)
RO, FEETREIR, 2N 50D Lys Bk (£7213 e X b~ H3) @ DNA & OfEAREIR
RHIEHEMMZEBL TR L, RENICRIIZ 7Y TclEmwT 2F 1l <
(hyper-acetylation levels)ICE:-D\W T, 13 & A &7 < 72 % (no binding ability),

NS DFERIZ. DT40 TiEFE\ 7 #+ — L (loose form) T % Pax5 iBI5 T D~2.0 kb 5°-3T % L i
HIR D 7 v < F &L, clone cl.2-4 DHIHAR 7 — ¥ Tl 7 4 — L (tight form)IC AL L |
{RZZlic, 20RIIRABERMOLMRZFECLENL, BRIAAT -V TlEIEV7 +—24
(loose form)IC7: % Z & % T, ZTDX ) Zxclone cl.2-4 TD 7 u~F v D—#HDERNKIED i
B b, Pax5 BIG T DFEHF DT40 TIEE > L~k (high level) TdH % 25, clone cl.2-4 DRGE D)
WA 7 — Y CRIICHD L. 2 0RIZREPIE SR 2@ L CinL., %A 7 — 2 Tl DT40 &

FIEECL _NVICHR BT ERRGICHEINSE, 2D Z & IZRT-PCR I X 3 clone cl.2-4 TD Pax5
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BT ORE A2 — v o IcBId 2 BEab oG R & A83 %102, 105, 106, 108-110],
Pax5/clone cl.2-6:

g, RUREDB oW, il B R 7 — Y D clone cl.2-6 £ DT40 @ Pax5 #{r 1D 5'-
W B, 5@ R R B 0 2 v~ F- v fEIf (segments a and 1-12)D K9/H3, K14/H3,
K18/H3,K23/H3,K27/H3 D7 & FMUL RVDLEAAN R — v % 2D 52D T & F ML Lys
DR EPUA L FFE D 77 4 ~ — % A\ 7z NotchIP assay T~ 7z ([X-21-c1.2-6) [102, 106, 108, 110],
Pax5#I51 D -6 Bt & 5@k Lo 7 v~ F VHEK D K9/H3 O 7 & F b L ~ v id clone
cl2-6 DYFAR T — Y TIRITTERICHD T 5, HIBEETFHRINLI L TH IO TELIRE
Teic, WALz KIYH3 O T v F b~ i3l 2R CHR A 7 — 2 TR L, &
FRIIC DT40 & IZIEF L L2 B, —J, clone cl.2-6 TliX, 3 2® ORF fHiH(segments b-d)
D KYH3 DT 2 F b <t WA T — TEMCED L, £ DRITTIZ R TRIIR 7
—CF THIL DT40 & IZIEE L LN vicin b,

Pax5 UG F D 550 Lk e 5-mkE Lo 7 u<F VB O K27/H3 © 7 2 F A bl <Lt
clone c1.2-6 DHIHAR 7 — ¥ TIRITTERICHP T 5, 20, WP L2 K2I/H3 DT € F L~

VIR Z R CRIIA T — Y CRIMICHEI L, RA&MIC DT40 & IZIERICL_Aice %, L2
L. clone ¢l.2-6 ® 3 2D ORF ® 7 0 < F ViHIKD K27/H3 DT & F M LL ~ V3B 27—
¥ T2l 7\,

k2 K9/H3 & K27/H3 DfESR T, K14/H3, K18/H3,K23/H3 DfER L T, LT D 2 & %R
T, clone c1.2-6 D EWIHF BRI O WA 2 7 — 2 Tl Pax5 BT D 5-EH LD 7 o~F Vil
I D 31 K9/H3, K14/H3, K18/H3, K27/H3 DAK\ 7 & F 1K L~ L (hypo-acetylation levels) 1 5D
WT, BA MY H3 (F7034 2D Lys &) (X DNA & O THi\ %5 A RE(full binding ability)
RO, FFETREIL, 2N 400 Lys Ik (H2\viZe 2 Y H3) O DNA & OfEiARER
FHRERARNICHIED L, BIAX T — Y Tld, mn7 & F 4 b L~ )b (hyper-acetylation levels)
ICEEDWT, 13 A Y<K 75 2 & TH %(nobinding ability),

NS DFERIZ. DT40 TiEFE\ 7 + — L (loose form) T % Pax5 i85 T D~2.0 kb 5°-3T % L ifi
IR D 7 v~ F &L, clone cl.2-6 DHJHAR 7 — ¥ Tl 7 + — A(tight form) ICZ L L, FFEE
TAREZ LI, ZDOBRIIRIAKERR O LA L TN L BIHR T — Y TV 7 4 — L(loose
form)iC72 % Z & 2T, TDX I 7 clonecl2-6 TD 7 v~F v TO—HDEMRNRIGDHEE D
5, DT40 TE\ L~k (high level) TH % Pax5 BT DFEIIL. clone cl.2-6 D RIARGE O YIHA 2
7 =Y CHIMICEA L, Z 0% RIARERRZ8E L COEmL., #BIA7—Y TDT40 & 13IEFH
UL _UVICRDE I ERAGICHEZEINS, 2DZ & IFRT-PCR IC X 3 clone cl.2-6 T®D Pax5 5
FDFB 2 — v O ICBEY 2 B o 558 & &304 %102, 105, 106, 108-110],
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R @G 2 iR ofIE. i, #8257 — Y I1c B1F 5 HDAC2(-/-) DT40 individual clones cl.2-1,
cl.2-2, cl.2-4, c1.2-6 D Aiolos BInF D 5°-ifF LK., 52 LR R CIBEMLLO 7 v+ F V7K T
D K9/H3,K14/H3, K18/H3, K23/H3,K27/H3 BED 7 F b L VO &1L :

g X 91z, % HDAC2(-/-) individual clones T® Aiolos 1B+ D F 1 AR 2= /AR 1
INENEIR B2 — v LT 5, REEEIF O HDAC2(-/-) clones cl.2-1, cl.2-2, cl.2-4,
cl.2-6 & DT40 ® Aiolos BT @ 5-if% L, 5-i@ks LKk PG00 7 v~ 5 v il T D
K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 7 &t F A b L~ % %7 & F AL Lys 5L DFF
Sk % Fl 72 NotchIP assay T#~7= (X-22) [102, 106, 108, 110], 5-if#F L. 5 -m=kE L
TR O/ T 54 ~v—1t, T— 2 X— 2D % HER %, FNIcEonCHEL
720 5°-3Ef%5 Ei(proximal 5’-upstream region: positions -2250 ~ +145)ICBI L Cid, BEFRILEL Y &
S5 14D % 7" A v |t (segments 1-14)% . 5°-1@fE Fifi(distal 5°-upstream region: positions -3524 ~
3367, 2735 ~ -2528)ICBI L Tid, 2ffHld & 7" X ~ b (segments a and b)% . FEEERAZ(ORF: +212 ~
+361,+1265 ~ +1417)ICBI L Tl 2D £ 27" X~ F(segmentsc and ) ZIHTE 5 774 ~—%
B L 72,

Aiolos/clone cl.2-1:

RANC, RIS SRR oI, T, R A 7 — 2 @ clone c1.2-1 £ DT40 @ Aiolos {51 D 5°-
W . 573k i N CHEEE AL (ORF) @ 2 1~ F v 4815, ¢ » K9/H3, K14/H3, K18/H3, K23/H3,
K27/H3 DTt F ML _RVDE 2 —v % 2 52D T & F ML Lys BEO Rtk L
77 4 ~—% M\ 7z NotchIP assay Tai~7z ([X-22-c1.2-1) [102, 106, 108, 110], DT40 T,
Aiolos B F D 5-if5 e 5-ER Lo 7 v~ F v 5 (proximal and distal 5’-upstream
chromatin regions: segments a, b and 1-14) & 2 -2 ® ORF {20 7 v = F-  fEIH(segments ¢ and d) D
£ TITHE VT, K9/H3 DT & F b L L id 5\ (hyper-acetylatin levels)IRRETH 5, HEH T &
X, THH D KIH3 DT F L it clone cl.2-1 YR T — ¥ TEIMICHA L, 2D
BIITHERCBIHRAT -V &L AV L TH B,

Aiolos BT D 5°-1165 L. 5° - L. ORF ® 7 1~ F » f#3#(proximal and distal 5’-upstream,
ORF chromatin regions)® K27/H3 ® 7 & 5 AL L ~ )L (3 DT40 T\ (hyper-acetylation levels){R &
TH5, —J. BEMIC, N5 D K2I/H3 DT £ F AL < id, clonecl2-1 DYIIARF7—
THEP I L, Z0R%RIEFHZFECHRIAR T - &ML R,

EFEo K9/H3 & K27/H3 DA5R 13, K14/H3, K18/H3, K23/H3 DFER & fff2C . RD 2 & ZRT,
DT40 T, Aiolos #&{n T D 5 -3t f#% L jii(proximal 5’-upstream region: positions -2250 ~ +145)?D 2 1
~ F VHE D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D E\» 7 & F AL L ~L (hyper-acetylation
levels)ICHEDWT, B A+ v H3 (72135 DD Lys #5E) 13 DNA & & T 5 A HE(no binding
ability) L 22Ff 72 72>, L 2> L. clone cl.2-1 Tlt, REREIHE OS2 AT — Y C, K23/H3 %R\
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T. K9/H3, K14/H3, KI18/H3, K27/H3 DK V2 7213% 5 2 &7 & F (b L~ (hypo- or
somewhat hyper-acetylation levels)ICH-D\WC, A P v H3 (F7z1%4 DD Lys &%) (I DNA &
B8 CHEV 2> F 72 13K W FE A HE(full or less binding ability) % £,

IO DRKRIZ. Aiolos BIRTD~2.3 kb 5 -1 i iHE (proximal ~2.3 kb 5’-upstream region)
Dru=FUREE WINHOX 7 LAY —LTHEKEINS) (2. DT40 TlEFEV 7 + — L(loose
form)T® Y .| clone cl.2-1 DYJHAR 7 — 2 CThivs 7 + — L(tight form)ICZA L L, Z DIZIFHZRIAR T
—VETCENLAVIRETHE L 2T, TOXI) R7u~F v ToO—EHDOERNKIEDRE
B 5. Aiolos 5 T DFEH I1Z DT40 T3 Ev L~k (high level) T 3 23, clone cl.2-1 Tl3HEE
DHIAA T — Y TRIICIRAD L, 2 DR IR ERFZE L TRIAX T -y &L aw
FTECTHLILDBRGICHEIND, TDI LIFIRT-PCR IC X S clone cl.2-1 ICH1F % Aiolos i
LT DR 2 — v OZALICBE T 2 B ofE R & &30 %102, 105, 106, 108-110],

Aiolos/clone cl.2-2:

Aiolos JBILT D 5% Lit. 5 - it (proximal and distal 5’-upstream regions: segments a, b
and 1-14) & 2 2 ® ORF #{iZ(segments ¢ and d)D 7 1B < F VFEIECTD K9/H3 D 7 & F it L~
IZ DT40 Td %\ > (hyper-acetylation levels)IKFETH 5 ([X-22-c1.2-2) [102, 106, 108, 110], #FH 3
REE, LD KYH3 DT £ F ML _viE, clone cl.2-2 DREIAFEIHBOYIAAR 77— C
HH O 2 il L. RIS Z DR IEF A2 R CRIFA T — 2 TR A4 ICns 5,

Aiolos Efn 1o 5% B, 5-#k@ L. ORF Lo 7 v~ F VHHIETD K27/H3 O T & F
ME L ~ovid, clone cl.2-2 DEIIREEOWIIAR 7 — 2 CHE» 1A T 5, Z Dk IT&Eic il
HRRCHIAA T —V F CEPICHIINT 2 00 F 72 1328 L 72\,

EFEo K9/H3 & K27/H3 D A5R 13, K14/H3, K18/H3, K23/H3 DFER & ff2C . RD 2 & ZRT,
clone c1.2-2 DI, HHIR 7 — Y ClE. Aiolos BT D 5-ifF LD 7 v = F v #H 8 (proximal
5’-upstream chromatin region) . 1 K9/H3, K27/H3 (%4> K18/H3, K23/H3 ) @ DNA & O
AHEIZ. Z DD H 2 W3S 2> T & F U L L~ (hypo- or slight hyper-acetylation levels)

CEOWTERL 2%, ZDORIIBHI AT —2 T, FICKYH3 (%47 K27/H3 ) D DNA & DOfE
ARElE. 20ROV E IR Y E»T & F Al L ~b(hyper- or considerable hyper-acetylation
levels)ICFHED W TIRITTELEITHI T 5,

o DGR, Aiolos IR T D 5-3 5 LIt (proximal ~2.3 kb 5°-upstream region) D 7 H =
F v iEEIX. DT40 TOFEV 7 #+ — L(loose form) 7> & clone cl.2-2 DFJHA & il 2 7 — 2 C 13 f#
W7 4 — L(tight form)ICZL L, ZDRIFBIHR T — L TR D D20 IEL R VEVT + — 4
(loose or considerably loose form)IC 72 5 Z & %3, DX H 7 u~=F v TO—HDERNKIG
DFERD 5, Aiolos iBIn T D FEILIE DT40 Tl L~ L (high level) TH 3 23, clone cl.2-2 Tl
RHREOYIIA 7 — Y CRINICEA L, ZoRIZRIEERR 28 L CTRIIA 7 — 2 % T
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ST 2 2 L BARBICHEEIN S, 2D T &3 RT-PCR i€ X % clone c1.2-2 I2F1F 3 Aiolos
BT ORE A2 —voZ(IcBIT 2 BEbofE R & A3 %102, 105, 106, 108-110],
Aiolos/clone cl.2-4:

Aiolos BT D 5-ffF Liite 5%k Lt 7 v~ F v 5 (proximal and distal 5’-upstream
chromatin regions: segments a, band 1-14) & 1 2@ ORF ® 7 1 < F v f#}#(segment d) TD K9/H3 D
7 & F AL L~ id DT40 Tl & > (hyper-acetylation levels)IKREIC H 2 ([X]-22-c1.2-4) [102, 106,
108,110]o FEH T XXX, T 5D KYH3 DT £ F L L <L, clone cl.2-4 DR D
PR T — Y CTHO 2 IICilid 3 %, RN, Zo%IIHIHEZRCTRIERA 7 — Y % CliEd 1
M35, LarL, Y 1 2D ORF © 27 v~ JF Vifilf(segment ¢) TldiZ & A LA L 7r\y,

Aiolos JBL T @ 5-EFF Eift. S-ER EfRD 7 v ~F VHEKTD K27/H3 DT & F At ~L
IZ. clone c1.2-4 DRHAFEOWIAR T — T LEI TP T 5, ZDRITEEMIC, hllEZE
THIAAT =V CTEPITHEIMT 255 5 WIFZL L7Zx v, L L, 2 2D ORF fHE(segments ¢
and d)TD K27/H3 O 7 & F UL ~ L 3 BRI EIAR 258 L <21 (b Lz v,

LFEo K9/H3 & K27/H3 DA5R 13, K14/H3, K18/H3, K23/H3 DFER & 2T . RD 2 & 2R T,
clone cl.2-4 DI, HHIR T — Y ClE. Aiolos BT D 5-ifF Fiid 27 v = F v fH 8 (proximal
5’-upstream chromatin region)®. FIC K9/H3 (%747 K18/H3, K27/H3 %) @ DNA & OfEAHEI
Z DR B B\ F K O D EN T & F AL L b (hypo- or slight hyper-acetylation levels)iC FE-Dv»
TEL 2 b, ZOHRIIEIAAT —Y T, FICKIYH3 (%5 K27/H3 b) O DNA & OfEAREIL.
Z DD 50 E 07 Y Fm T & F L L )b (hyper- or considerable hyper-acetylation levels) (iC
HEonT, IRIFEEICHEDT 5,

IO DRERIZ. Aiolos EART D 5-3f# i aEE (proximal ~2.3 kb 5’-upstrem region) D 7 17 =
F V&L, DT40 TODFE 7 + — L(loose form) 2> & clone cl.2-4 D EHAETERR O P)HA & A
AT — VTV 7 4 — L(tight form)ICZL L, Z DRIIHER T — 2V TRV H 5 0 Ik 27 b &
\» 7 + — L (loose or considerably loose form)ICZE{L 32 Z L 2 RT, 2D XS5 7u~wF vV TDH—
HEOEERNIICDFERD & Aiolos IBIL T DFEHLIL DT40 TDE W L~ b (high level) 2> &, clone
cl2-4 TIHEEOYIAR T — Y CH L2 A L, Z 0%IERIAGERM 28 L TR 7 —v
¥ CHEA TN T 2 2 L AP ICHEE S 3, 2D Z LIE RT-PCR IZ X 3 clone cl2-4 IcH 1T 3
Aiolos BT DI < 2 — v DEALICEE S 2 BEk fE R & &30 5102, 105, 106, 108-110],
Aiolos/clone cl.2-6:

Aiolos JBILT D 5 - f% Lt & 5°-i%kE b fi(proximal and distal 5’-upstream regions: segments a, b
and 1-14) & 2 2 ® ORF #{iZ(segments ¢ and d)D 7 17 <= F VFEIECTD K9/H3 D 7 & F it L~
lZ. DT40 T\ L~ (hyper-acetylation levels) Td % ([X]-22-c1.2-6) [102, 106, 108, 110], #H 3
~Z (X, clone cl.2-6 DEMAKTEMMOPIIAR 7 — ¥ CIRHIAL 22l T 2, &FRIC, Z Dk
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AR CRIIA T — O F TR L. RA&AYIC DT40 X D S 2 ici@n L~ vt s 5,

Aiolos JB{LT D position -1230 £ U _EJRD 5-35 6% L. 5°-iERE L ifi(segments a, b and 1-6)D 7
0~ F Vi T D K27/H3 © 7 & F L L~ i, clone cl.2-6 DHIHAR 77—V c&fL L %
Thd, ZDRIFTIAZETHEMAR T — 2 F THIZIEM L . HARIIC DT40 L D @ L~ovic /s
%, —J7. Aiolos BT D position -1232 £ U FID 5 -3 F% Lifi(segments 7-14)D 7 v < F V5
T K2I/H3 DT & F b L Sov ik BRI clone c1.2-6 DA T — & TIEH ITHAD T 5,
Z DB R CHRIARA 7 — Y FCRBITHM L, FAAHIC DT40 L IZIEFF L _vick 5,
20D ORF LD 7 v~ F VHEI T K2T/H3 O T & F AL L~ i, B SR 2@ L T3
EAEE LR\,

EFEo K9/H3 & K27/H3 DA5R 13, K14/H3, K18/H3, K23/H3 DFER & fff¢ T . RD 2 & ZRT,
clone cl.2-6 DEHEEEMB OWIHA R 7 — 2 TlE. Aiolos BT D 5°-TfE LD 7 v~ F v fHE
(proximal 5’-upstream chromatin region)(C ¥ 1) %, FIC K9/H3, K27/H3 @ DNA & OffiHREIL. K
W H 503D 2| T & F LB L <L (hypo- or slight hyper-acetylation levels)IZ 32 T <
%, %Dk, K9YH3,K27/H3 (%4 K14/H3,KI18/H3 ) X DNA & DfEGRERIRZICKR W, &
e, P L BAR T -V »r T T, ThboffdRIEZoRmVT v F L X
(hyper-acetylation levels)ICHDW T, 1ZIXIE4ICIHST 5 (almost no binding ability), clone cl.2-6
DI L HR T =TT FALL XA DT40 L Y E 07z, 2 0D AT — Y TOR WL
£ HE(no binding ability) DFEEIX DT40 X Y E L IR E 2 b b,

NS DFERIZ. DT40 TODFEW 7 4 — L(loose form)D Aiolos JEIG T D 5-3T % b i fHIs
(proximal ~2.3 kb 5’-upstream region)® 27 | <= F Y }§iE 1L, clone c1.2-6 D RIHETEIAR O WIHA R 7
— VTV 7 o+ — L(tight form)ICZ L L. Z DRITFHZRETEIMA T -2 TRV 7 + — 4
(loose form)ICZALT BT L %2RT, DX H 7 vu~F v TO—HDERNKICDOFERD. L.
DT40 T\ L~ L (high level) D Aiolos 15T DFILIE, clone c12-6 TIIEMHEOWIIIR 7 —
YTHL I L. Z0RIFREER 28 L R T - i Icing s e
BAHIHETEIND, TDZ LIEZRTPCR IC X % clone cl.2-6 IC351) % Aiolos iB{nFDFEH & —
v OEALICEE T 2 BEd oA R & AT 5102, 105, 106, 108-110],

Rt 2R o w8, i, B2 57— YK 81 3 HDAC2(-/-) DT40 individual clones cl.2-1,
cl.2-2, c1.2-4, c1.2-6 ® EBF1 85T D 550865 LIk, 5-2R LRI CEETM DO 7 v~ F VKT
D K9/H3,K14/H3, K18/H3, K23/H3,K27/H3 BED 7 F L VO &1L :

AR @ X 912, HDAC2(-/-) individual clones *C® EBF1 B+ D FE I EMEBINIcZz 17
N 532 — v LT 5, RIUAKSEIAR O HDAC2(-/-) clones cl2-1, cl.2-2, cl.2-4, cl.2-6 &
DT40 @ EBFl EIx¥® 5% B, 5-#Ek Bk CEEE 0 7 v~ F Vil o K9/H3,
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K14/H3, K18/H3,K23/H3,K27/H3 O 7 & F ML L L% % T & 5 ML Lys BRI O FFR A Z v
7= NotchlP assay TF~<7- (X-23) [102, 106, 108, 110], 5 -Urf% L. 5 -k b i &k 5 A7
DETITA7—lF, 7T—2X—ROWHRINZ MR L. ZNICHE D WCEREL 7, 565 B
(proximal 5’-upstream region: positions -2031 ~ +200)ICBA L CTlx. BEF+EZR VA& 14Dk 7 2
v b (segments 1-14) %, 5’ - i (distal 5°-upstream region: positions -3996 ~ -3770, -2888 ~ -2730)
KB L Cix. 2l 7" X~ b (segments a and b) % G A7(ORF: +179 ~ 4291, +649 ~ +768, +787
~+900)ICBI L T, 3fHld& 7 X~ F(segmentsc,dande)%. TNENHEIHCTE L2774 ~v—%
B L 72,

EBF1/clone cl.2-1:

YN, R ERE OV, i, B 7 -1 H1F 3 clone cl.2-1 & DT40 ® EBF1 i#(5
T 5586 i, 5@k L& GRS HAL(ORF) D 27 v~ F /fHi © O K9/H3, K14/H3, K18/H3,
K23/H3, K27/H3 O T & FMLL XUV DAL N2 — v % i b DT & F U1 Lys B 0 ff BTk
& EFe 77 4 ~—% M\ 72 NotchIP assay Tl 7z ([X-23-cl.2-1) [102, 106, 108, 110], EBF1 i&{x
F o 55 B & 5 - it (proximal and distal 5°-upstream regions: segments a, b and 1-14) & 1
2@ ORF #BfiZ(segment ¢)®D 27 B~ F VFHIKTD KYH3 DT £ FA{LL (3 DT40 Tl
(hyper-acetylation levelsKBETH 2, FH T XX, FMIC, 2 b D KYH3 DT k& F b
~)L(E, clone c1.2-1 DHIHAR 7 — ¥ CTRIFICEA L, Z oI %Z R CRIIR 7 — v £ ¢&1k
L7y, —J7, 5D 22D ORF @ 7 1~ F v/ fHlH (segments d and ) Ti%, K9/H3 O 7 & F L {LL
~)L 1% DT40 THiie T{K > (hypo-acetylation levels) 23 clone cl.2-1 DFIHH R 7 — & CE A L |
Z DI 2 R CTRIIA 7 — 2 % T IS 2,

DT40 @ EBF1 #E{n1 D 5-iif5 i, 5 -k i (proximal and distal 5 -upstream regions:
segments a, b and 1-14) & 1 2D ORF #fiZ(segent ¢)D 7 1 = F V{HIK Tl3. K27/H3 ® 7 & F 1Ak
LU I 72 D B8 FR D 20 D ORFEifiZ(segments d and e) D 7 1~ F > FEIK T3 LLEAUIK V>,
clone cl.2-1 DYIAR 7 — Tl THifllo 5°-5f% L ifi(segments 7-14: positions -1037 ~ +200) &
ORF #BfiZ(segent ¢)D 7 v~ F VFHIK TD K27/H3 DT & F AL L < FFEP IR L, Z Dkl
T2 CTRIIA T - TR L\, —J7, K2TH3 DT 2 F U EL v id, JR Y O 5306
kW, 5°-9%E B, ORFEIO 7 v~ F VIS CIX RIAKTEMZEB L TRV ZLL v,

LFEo K9/H3 & K27/H3 DAER 13, K14/H3, K18/H3, K23/H3 DfER & i T . RD 2 & ZRT,
DT40 Tl¥. EBFI #&{n D 5 - f#% L ifi(proximal 5 -upstream region: positions -2031 ~ +200)®D 2 1
~ F VHE O K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D E\» 7 & F AL L ~L (hyper-acetylation
levels)iICHEDWT, & 2 b v H3 (L7213 5 DD Lys #3E) 13 DNA & 1o T\ 5 A BE(no binding
ability) L 2287z 72\, L 2> L . clone cl.2-1 Tt RIAEEEIR 02X 7 — 2 ¢ FFIC K9/H3, K18/H3,
K27/H3 1t. K\V:22® 2 W 3% 5 22 mv 7 & F 41l L < )b (hypo- or somewhat hyper-acetylation
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levels)iCHEDWT, B A+ v H3 (£7213 3 DD Lys %) 13 DNA & O #EAHE(full binding
ability) Z £§2,

IS DRFRIZ. EBF1 #{Z T D~2.0 kb 5 -1 LiiiHE (proximal ~2.0 kb 5’-upstream region) D
sua<F UEEGF 10O X 7 LAY — AT E I 5) 13, DT40 TldfE\ 7 4 — L(loose form)
TH Y. clone cl2-1 DRIAKFEIMOYIMIA 77— T 7 4 — L(tight form)ICZ{L L, Z Dk
BB T VB L AN L 2R T, 2OXI Rz u~F v CO—HEDEKRNKIGDRE
B 6, EBF1E{E T DFHIZ DT40 TldE > L ~b(high level) TdH %25, clone cl.2-1 T3 EH
BEEBIB OV A 7 — Y TIRITZER IR L, ZoRIITHEZRTRINA 7T - T2 L &
WZ ERRGICHEEN D, 2D L3 RT-PCR IC X % clone cl.2-1 I3 % EBF1 #1{51 D FH
N x— v OB B BER o #EF & B33 5[102, 105, 106, 108-110],

EBF1/clone cl.2-2:

Kic, RS OPIH, t#, B X5 — D clone cl.2-2 & DT40 @ EBF1 #{5 1D 5'-
W B, 5 -EkE B R EEL(ORF) @ 27 v ~ F v fHIK © K9/H3, K14/H3, K18/H3, K23/H3,
K27/H3 DT 2 FMUL RVDZEAL AN Z — v % TiLb DT & F ML Lys BRI ORIk & L&
7" 4 ~—% 7z NotchlP assay Tai~7z (|¥-23-c1.2-2) [102, 106, 108, 110], EBF1 #&{n 1D 5°-
W5 Bt & 573k it (proximal and distal 5’-upstream regions: segments a, b and 1-14)& 1 2D
ORF ¥ fiZ(segment ¢)® 7 v = F Y FEID KI/H3 DT & F AL L~ (3 DT40 Tld 25, clone
cl2-2 DYIAR 7 — ¥ TRIMICHED L. 2 %P AR CRIIX T -V £ TEL L v, 77,
¥ Y 2 -2 ® ORF(segments d and ) 7 1 = F Y FHIEK D K9/H3 D T & F AL L <)V iE, clone cl.2-2
DWIAAR T — ¥ TEITHA L, Z0RITHIHZRETRIIA 7 — 2 £ CHlIcfE» T3 5,

DT40 Tld. EBFI & T ® position -762 £ Y LMl 5735 6% B, 5° - fE i (proximal and
distal 5’-upstream regions: segments a, b and 1-8)D 7 v = F VfHIK D K27/H3 D 7 & F L L v
2272 D K\, clone cl.2-2 O RIAEEHR WA T — 2 TiE, 2 2O 5-165 L ifi(proximal
5’-upstream regions: segments 3 and 4: positions -1826 ~ -1363 and segments 7-14: positions -1037 ~
+200) & 12D ORF #h{iZ(segment c: positions +179 ~ +291)D 7 v~ F V{HIK D K27/H3 O 7 & F v
fbv iz, PR 7 —Y CRIMIC (B2 0IIRIETERIC) B L, 2 oRidhill 2 sl
AT =V ETEAL R\, —T5, FRY © 5986 B, 5k B, ORF #Rfzo 7 v~ F v fHiE
TlE. K27/H3 D7 & F b L ~ v T REARE AR 208 L T ic 23 2,

EF2o K9/H3 & K27/H3 DA5R 13, K14/H3, K18/H3, K23/H3 DfER & i T . RD 2 & ZRT,
clone cl.2-2 O R EMMORSX 77— % L T, EBFl &z T D 5-itf5 L (proximal
5’-upstream region: positions -2031 ~ +200)® 7 v~ F VHHK T, F I K9/H3, K14/H3, K18/H3,
K27/H3 iZ. ZDK\» (B2 0Iid%S 2 my) 71 F A b L~ (hypo- or slight hyper-acetylation
levels)ICHEDWT, A b v H3 (F7213 4 @ Lys %) 13 DNA & Do TV (EV) FEAHE
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(full binding ability) % £,

NS DFERIZ, DT40 TiEE 7 4 — L (loose form)®D EBF1 JE{5 T D~2.0 kb 5°-T 5% b it fE I
(proximal ~2.0 kb 5’-upstream region)® 27 | < F Y #§iE %, clone c1.2-2 O RIHEFEIAR O WIHA R 7
— VTV 7 4 — L(tight form)ICZ L L, Z DI Z R CHRIAR T v ETEfLL v e
ZRY, TOXI =T TCO—EHOEENIICDM RS S EBFI EinFDFHIL DT40
Tl L~k (high level) T 5 23, clone c1.2-2 TIZRAKEMBOVIAR 7 — ¥ TIRITTERIC
WAL, Z0BEIFHHERCERIIAT YTl LR ICHRINDE, 2D
o

A3 5[102, 105, 106, 108-110],
EBF1/clone cl.2-4:

5l & i<, RIS EGI oW, 1, %I A7 — 2 @ clone c1.2-4 & DT40 ® EBF1 #{x+
O 5AEE R, 5B LK CEESHAL(ORF) O 7 v~ F v HE O K9/H3, K14/H3, K18/H3,
K23/H3, K27/H3 DT & FMULL XV DEL S 2 — v & T & F AL Lys BIEOFs Btk & Eid
7" Z 4 ~— %\ 7z NotchlP assay Tai~7z (|X-23-c1.2-4) [102, 106, 108, 110], EBF1 #&{n 1D 5°-
W5 Bt & 573k i (proximal and distal 5’-upstream regions: segments a, b and 1-14)& 1 2D
ORF #fiZ(segment ¢)D 7 v~ F VFEIHD K9/H3 DT & F AL L ~vid DT40 TIEE V25, clone
cl2-4 O RIAREEIABI OWIIAR 7 — ¥ TR (H 2 W IZIZITTESRIC) 1P 35, Zokidhif
ERECHRIHA T — 2 ¥ T, 200D 5-%k L ifi(segments a and b)D 7 1 = F- ¥ 5HIH T I3 2> 1< HEHN
T35, 5S-Ef5 R E 1 DD ORF #ifiZ(segment ¢)D 7 v~ F VI TR L v, —J5, F%
Y 2 DD ORF {iffii(segments d and e)D 27 v~ F ViEk D K9/H3 DT & F {bL <L, clone
cl.2-4 CTIIRIAEENIMZE L <2l v,

EBF1 #&{nT O Miifllo 53165 Eifi(proximal 5°-upstream regions: segments 7-14) & 1 2@ ORF
Az (segment ¢)D 7 v~ F VHEIK D K27/H3 DT £ F AL L ~Lid, clone cl.2-4 O EHARGE LM
DR T — Y THRIIC (B2 ik 7mh) WAL, Z0oRIEHHAZECERIAT -V &
Lz, —75, &Y o 5-aff B, 5-=k . ORF #f7o 7 v~ 5 Vi <l K27/H3
DT & F ML RV TRIARERBNICE D D 2 55 2 I3k T I LT %,

EF2o K9/H3 & K27/H3 D#ER 13, K14/H3, K18/H3, K23/H3 DFER & ff¢ T . RD 2 & 2R T,
clone cl.2-4 O RARKEMMOSRX 7 — Y % L C, EBFl &E{zf D 5-itf5 L (proximal
5’-upstream region: positions -2031 ~ +200)D 7 v ~ F v flk T, 1T K9/H3, K27/H3 (%43 K14/H3,
KI8/H3 ) 1k, K\ (B2Wid&s 2 mE) 71 F A b L~ (hypo- or slight hyper-acetylation
levels)ICHEDWT, B A+ vV H3 (721325 D Lys &) (X DNA & DE Ly () fEAREEull
binding ability) % £§2,

TNHDFERIZ, DT40 TidFE\ 7 + — L (loose form) T % EBF1 i85 D~2.0 kb 5°-3T % i
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FHI (proximal ~2.0 kb 5’-upstream region) D 27 1 < F Y #i& $. clone cl.2-4 O KHAREE AR O 9] HA
AT — ¥ TV 7 + — L(tight form)ICZ L L, Z D%IFFHHA R AT -V &L L v
TEERT, 0k hsu~F v TCoO—HOERNKIGOMEES S, EBFl Bin T OREIZ
DT40 TiEE\> L~k (high level) TH % 25, clone cl.2-4 TREWFELROWIIHIR 77— T3z
IEERICHEE L, ZoRIITHAEZRCHRIARAT -V E B LW L BB ICHRI NG,

T D Z LIIRT-PCR IC X % clone cl.2-4 IZ 351 % EBF1EIL T DFEH N & — v o Z L IcB 3 2 Bk
DFER L AET 5[102, 105, 106, 108-110],

EBF1/clone cl.2-6:

B, BRI EM o, . B2 7 — 2 D clone c1.2-6 & DT40 @ EBF1 # {51 D 5'-
W B, 5 -EkE B R EEL(ORF) @ 7 v ~ F v fHIk © K9/H3, K14/H3, K18/H3, K23/H3,
K27H3 DT 2 F MUL RV DEA AN Z — v &% T 2 F MU Lys BEDO R Yk & Ll 7714 =
— % F\» 72 NotchIP assay Tai~7z ([X]-23-cl.2-6) [102, 106, 108, 110], EBF1 #&fn 1D 5-iff% 1
e 120 5 -k t(proximal and distal 5’-upstream regions: segments b and 1-14) & 1 -2 ® ORF
RO (segment ¢)D 7 v~ F VHEIE D K9/H3 O T & F AL L ~)L (3 DT40 TlEE W23, clone cl.2-6
D RAFERBOWIAR 7 — Y TliRizIFEs (B2 W) b 35, EIRENC LI
WO L72TeFrfbr i, ZoRixFHERCRIIA T -V CRIMICHM L, &E&MIC
DT40 & I1ZIZ[E UL _vic7e %, —7 . EBFl BT ® 5-&kE LD 1 DDk 27" A v T (segment a)
& 2 DD ORF #BfiZ(segments d and e)® 7 v~ F VHHIH D K9/H3 DT & F ML L <L, clone
cl2-6 TIEREHEENMO ST — V2B L TELL kv,

EBF1 #&{nT O Miifllo 5° -5 Eifi(proximal 5°-upstream regions: segments 8-14) & 1 2@ ORF
Az (segment ¢)D 7 v = F VHEIKTD K27/H3 DT & F AL L <= id, clone cl.2-6 D REHH#HHA
HDOWIAR 7 — ¥ CTRIICIEA 3 2, Z DiRId Il Z B CHRIHA 7 — o £ CRIICTHN L . DT40

ZIERIC LR b, —77, 7R © 5586 B, 5°-@f@ Eifl. ORF #hzo 7 v~ F v 48l

T3, K27/H3 O T & F AL L ~v i clone cl.2-6 DRIARFBEMAM AZEL Tl & A EELL L R\,

K9/H3 & K27/H3 @ Z 1 b #5513 K14/H3, K18/H3, K23/H3 DR L ¢ T RD Z & 21T,
clone c1.2-6 D RIAEFEIAM O WA A 7 — 2 CIZ.EBF1 &L T D 5 -1 % Lifi(proximal 5’-upstream
region: positions -2031 ~ +200)® 2 0= F VfHETlX. FiC K9/H3, K27/H3 (%743 K14/H3, K18/H3
) 1 KW (BB 0IFEDS 2 E) T F L b (hypo- or slight hyper-acetylation levels)iC
HEoOWT, e XV H3 (F213205 0 Lys 5EH) 13 DNA & v (Fv) #E A HE(full binding
ability) 52, LA L, ZDkiF, BEREN Lo, hHEBIA T —Y 2@ L THRAREEZRA
ICIHR L, IS T & F u{l L v (hyper-acetylation levels)IZ3D T, 1% & A EHEAHE

Ko TIRREICTR B,

NS DFERIZ, DT40 TidFE\ 7 + — L (loose form) T % EBF1 i85 D~2.0 kb 5°-3T % i
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FHIB (proximal ~2.0 kb 5’-upstream region)® 7 B~ F V' Hi& it clone cl1.2-6 O KRG HAR]  #11
AT — VTV 7 + — L(tight form)ICZ L L, % DI ZFECTRIAR 7 — 2 £ Tl 7 1A
WAL LT o mICHE N 7  — L(loose form)IC 72 5 Z L #ind, T X H R r/u~F v TD—
D ERNICDFER S &, EBFI BT OFIEIE DT40 TIEE W L b (high level) TH 3 23,
clone c1.2-6 TIZ R ENIF DY Z 7 — ¥ TIlRIZITTERICHE L. 2 D% IFh 2 BRI X
TV ETRAICHML ., AT DT40 LIZIEFIC L _AVICR 2 C ERRHICHR I NG, &
D T L IZRT-PCR (T & % clone cl.2-6 IZ 31} % EBF1 G T ORI N2 — v o2 L icBd3 2 BER D
L B30 5(102, 105, 106, 108-110],

Rt 2 R o w8, i, B2 57— YK 81F 3 HDAC2(-/-) DT40 individual clones cl.2-1,
cl2-2, cl.2-4, cl2-6 D OBF1 BIZF D 5-EHF LRI VEBEERLMD 7 v~ F v HEKTDO KIH3,
K14/H3, K18/H3, K23/H3, K27/ H3 BED 7 £t F L VD ZE1L ¢

HIR D X 912, % HDAC2(-/-) individual clones T® OBFI & {51 D FI X EEE/IN IC %
NENER 52— v LT 5, RIARER O HDAC2(-/-) clones cl.2-1, c12-2, cl.2-4, c1.2-6
& DT40 T, OBFl #EIn+® 5-fF Lk G0 7 v < F VT K9/H3, K14/H3,
K18/H3, K23/H3, K27/H3 O Tt F ML L XL % & T & F 1t Lys BEDFFEFIAE 7z
NotchIP assay Tai~X7= ([X-24) [102, 106, 108, 110], 5’-L65 L R CEEHNL DK 7T 4 < — 13,
T — 2 N — 2 DFFEY] 2 R, T T D W TG L 72, 57-f% Lt (proximal 5’-upstream
region: positions -2138 ~ +164)ICBIL Tix, BERILEZ Y A& 14{HD % 7" AV | (segments 1-14)
% HR 547 (ORF: positions +17 ~ +131, +776 ~ +937)ICBI L TlE. 2 fld & 7" X ~ } (segments a and
%, TNTNHIRTE L 774 ~—% G L 7
OBF1/clone cl.2-1:

BT, RERSESEI 0 WIH, i, B2 7 — 2 D clone cl.2-1 & DT40 @ OBF1 i# {5 1D 5'-
W L VRS ERAL(ORF) @ 7 1 ~ F v $EI8 C @ K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D 7
tF ML RVDLE AR =V B2 ZNLDT v F MU Lys BIEORERYUAL LRL T 74 ~—%
Fi\» 72 NotchIP assay TFi~7z ([X-24-c1.2-1) [102, 106, 108, 110], OBF1 BT D 5 -5 Lif
(proximal 5’-upstream region: segments 1-14) & 2 2 ® ORF #B{iZ(segments a and b)D 27 1~ F v/ fi
TD KIY/H3 DT £ F At L~ (3 DT40 T\ (hyper-acetylation levels), 4fRAYIC, < @ K9/H3
DT & FMEL I, clone cl.2-1 ORISR OWIHI R 7 — < TIIA L 2 0P 3 %, i1 H
TREE, @ADL KYH3 DT e F b iz, FA 7 —Y TR TE R wL L E T
IDIEP L, 2 DRIZBIAR 7T -V ETLRLL &\,

OBF1 #&{n T D 5 -3 f% L ifi(proximal 5°-upstream region) & 2 > @ ORF #{iZ(segments a and b) D
7 ua~F VKD K27/H3 O 7 & F AL L ~v it DT40 Tld 2272 D &\, clone cl.2-1 D RIEAR#
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HIM O WA A 7 — 2 Tld, T D K27/H3 O T & F AL L~ i, positions -1493 ~ -1068 D 5°-3T 7
_E¥i(proximal 5’-upstream region: segments 5 and 6)D 7 1 = F VAR TIX T & A LA L 72023,
Z Do 5 -5 Efi(proximal 5-upstream region: segments 1-4 and 7-14)& 2 ©2® ORF #fr
(segments a and b)?D 7 B~ F VAEE CTIIEI AT 5, T DFEA L2 K27T/H3 O T & FA{tL
SOVFHFHTCE S I L. 2 DRIFBIAR T - T L kv,

EFEo K9/H3 & K27/H3 DFER 13, K14/H3, K18/H3, K23/H3 DFER & fff¢C . RD 2 & ZRT,
DT40 Tl¥. OBFI #&{n T D 5 -1 f#% L jfi(proximal 5’-upstream region: positions -2138 ~ +164)D 27 1
~ F VHE D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D E\» 7 & F AL L ~L (hyper-acetylation
levels)IZFHEDWT, v 2 b v H3(F 7213 50D Lys 3E) 13 DNA & D T 55\ fE A HE(no binding
ability) L 22§77z 72>, —J7. clone c1.2-1 O RHIFEEIB O W 2 7 — T ld, Ffic K9/H3, K27/H3

(%43 K23/H3 ) DH 72 b T & F ) b L~ (considerable hyper-acetylation levels)IZF-D '\
T A MY H3(E7213205 D Lys 55%E) 12 DNA & @ 55 il A BE(weak binding ability) % 2,
& HC, FIT KYH3, K27/H3 O FWiEHEE. PHHA T -V TiREwT 2 Frbr v
(hypo-acetylation levels)ICE:D T, G AHE(full binding ability) £ TEIFICEEM L. 2 Dkl
BHA T =Y TELL e,

IH DfERIZ, DT40 Tik. OBFl En T D~20 kb 5-3f% EFiHE (proximal ~2.0 kb
5’-upstream region) D 7 B v F ViiE (FJ10fHDOX 7 LAY — L TR I N E) 137 +— L4
(loose form)TH % Z & Z/RT, —H. clonecl2-1 Tl&. 2D 7 u~F VG IZRASEEE O]
AR T = CTh 7 D #&\> 7 + — L(considerably loose form)ICZA L L. % D&IFH % 2 TR R
T =Y E TV T 4 — L(tight form)ICEL T2 2 & %R, 2DX 57 u~F v TO—HDE
ARG DFER S &, OBFl EI5 T DOFIIE DT40 TIIE L ~b(high level) TH 2 25, clone
cl2-1 TIREIAEEABOWIIAR 7 — Y TIEAL »ITHP L, X 5icZz kil z TR
F—VECEIMICHYT 2 L RRBICHEE I NS, TDZ LIE RT-PCR I X 3 clone cl2-1 iC
BIF 3% OBFl BT OHH N2 —voZLIicBs 2 Bl i E & &30 5102, 105, 106,
108-110],

OBF1/clone cl.2-2:

Kic, BRSO YH, T, %BIHX 7 — O clone cl.2-2 & DT40 ® OBF1 # {51 D 5°-
W L VRS ERAL(ORF) @ 7 1 ~ F v 518 C @ K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D 7
F ML RV DB X — v R KT v F ML Lys BEOREPAL LRE 774 ~—%FH iz
NotchIP assay CTii~7z (X-24-c1.2-2) [102, 106, 108, 110], OBF1 BInT @ 5°-3rf% ki (proximal
5’-upstream region: segments 1-14)¢ 2 2@ ORF {Bfi7(segments a and b)D 7 v < F Y HHH TD
K9/H3 DT & F ML L ~Lid, DT40 Tld &\ L~ b(high level) T % 23, 2K[IC, clone cl.2-2
DRIFEEWIFOYIIA 7 — Y CREMICEDY T2, EHST 2, @ L7 KIYH3 T & F
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MMEL SV IEHHIR 7 — O TR L 2\, 2 ORIBIIR 7 — Y TR o2 Icins 2,
TOIMUL 727 & F ML L T 2RITIC DT40 X DK,

OBF1 #&{n D 5 -3 f% L ifi(proximal 5’ -upstream region) & 2 > @ ORF #{iZ(segments a and b) D
7 u=F VHEETO K27/H3 DT & F L <Lk, DT40 TiE22 7 Y m\v 23, clone cl2-2 D
W B OVIIAR 7 — Y CTldda VY325, HIA T —YTld I Hicld L. Zokid
KRR T =Y CTHO 2 IS %,

FEo K9/H3 & K27/H3 DA5R 13, K14/H3, K18/H3, K23/H3 DFER & 2T . RD 2 & ZRT,
clone c1.2-2 O KR EIAR OV R 7 — 2 CiE, OBF1 EI5 ¥ D 5-1Ef5 Lifi(proximal 5°-upstream
region) D 7 B~ F VHEIED K9/H3 & K27/H3 DEV:2H 23 WidH b pEnT 2 F b~
(hypo- or slight hyper-acetylation levels)iICF2 W T, v A b v H3 (F721X 245 D Lys &%) 13,
BH 5 221C DNA & D555 5 W K WS A BE(full or less binding ability) % £52, HHIA 7 — T
1. K9/H3 D58\ il A HE(full binding ability) 13 Z5{L£ 37, K27/H3 DK\ f A HE(less binding ability)
k. Z DKW T & F AL L IO W T SR AS A RE(full binding ability) £ T X ST 5,
Z DHBIIBIBIA T — ¥ Tl KY/H3 & K27/H3 O Z Dif A AE(full binding ability)ld., =iV 7 &
F ML L L (hyper-acetylation levels)IZ DT, #EAHED 72 VK& (no binding ability) % THH &
PITID T B, BIAAT — Y D clone cl2-2 TOREAREIX. 7T F A{LL <23 DT40 X b K\
72 DICDT40 L W mw e E I N5,

IS DORERIT. BEIREEM oW & bl 27 — 2T clone ¢l.2-2 ® OBF1 &5+ D~2.0
kb 5’ f% b JiaHIS (proximal ~2.0 kb 5°-upstream region)® 2 1 = F- Y #i& (X, DT40 TOFE 7 +
— Z(loose form)2» HH VB 5\ 3D 2%\ 7 + — L(tight or slight loose form)ICZ L33 &
EERT, Ibic, 7u=F GO 7 + — L(tightened chromatin structure) (X, %A 7 —
U CHE 7 4 — L(loose form)IC AL T B Z L AR T RIHA T -V D Z DL DT40 L W A L
HweEZOLNE, 2DOX)h7a~TF v TOHOERNKIEDMERL L, OBFl Ein T DF
113 DT40 TIEE > L ~Ub(high level) TH % 23, clone cl.2-2 TIRREMNSEHF WM 2 57— ©
B O 2 i U2 %3P E R CHRIAA 7 — Y £ T2 ST 2 2 LR IR I N D,
T DI LiERT-PCR IC X % clone cl.2-2 ICF1) % OBF1 BT DR &2 — v OZ A icBI3 2 B
BOFER L 5303 5102, 105, 106, 108-110],

OBF1/clone cl.2-4:

5l & fen <, RIS oW, T, B X 7 —2 D clone cl2-4 & DT40 ® OBFI #{x
T o 5508 FR KOS EA(ORF)® 7 v < F v o K9/H3, K14/H3, KI18/H3, K23/H3,
K27H3 DT 2 F MUL RV DEA A X — v & 5T & F MU Lys BEDO R R Yifk e Ll 7714 =
— % F\» 72 NotchIP assay Tii~<7z ([X]-24-cl.2-4) [102, 106, 108, 110], OBF1 &fn 1D 5-iF % 1

Jit(proximal 5’-upstream region: segments 1-14) & 2 2 ® ORF #{i7(segments a and b)?D 7 v < 5 /H
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WD KY/H3 DT & F ML ~ovid, DT40 Tl o (high level)23, clone cl.2-4 O BRI ©
PR T — Y CREBINCED T 5, FHTRZE, A L7z KIYH3 O 7 & F A b v gl
AT =Y TRZL R, ZORIEFBIAAT - TG 2 ICHNT 5, COMEMLAETx
FAEL L DR IT DT40 L WKW EEZ b5,

OBF1 a1 D 5-1f% L ifi(proximal 5’-upstream region) & 2 2 @ ORF #{iZ(segents a and b)D 7
0~ F VI D K27/H3 D T & F At L <L d DT40 Tld 72 D E\ L=V Tdh 5 23, clone cl.2-4
O RIEERF OV A 7 — v cldfir b L, &, w7 —vcidZile 3. %
DHRFHIR T = Tl ITHMT 2, L2 L, S-EfF L0 7 o~F viilko%k o0+
AV P TERENLL R,

L2 K9/H3 & K27/H3 D fEF 13 K14/H3, K18/H3, K23/H3 DAER & fifg T RDZ L %R T,
RIS EWR OYIH A 7 — 2 @ clone cl.2-4 ® OBF1 #E{n T 5 -if% Lifi(proximal 5 -upstream
region)® 7 1= F VR TIE, FFIC KIYH3 (%53 K2TH3 b) D278 Y @ E 7213585 2
7 & F At L ~ )b (considerable or slight hyper-acetylation levels)iC &0\ T, K9/H3 (%43 K27/H3
) (£721Fe X b v H3) & DNA OFEAREIZTI > (K\) TR (week or less binding ability) % T
E2ICHEMT 5, 205w () #5ERE(week or less binding ability) (I HFHI A 7 — ¥ TIIZE{L L

vy

P, BRIAR T — Y TlEEW T & F A L L v (hyper-acetylation levels)ICHDW T, fEAHED
72 WEEE (no binding ability) ¥ THH & 21T 32, ZDRIHR T — 2 TD clone cl.2-4 DFEAHE
DR IL, TEF UL LA DT40 X WKW 7201C, DT40 X Y mw e iR a5,

IO DOFERIZ, RSB owH & bl 2 57— T3, clone c1.2-4 ® OBFI {51 D~2.0
kb 5°-Uf% b JiaHIB (proximal ~2.0 kb 5°-upstream region)® 2 1 = F- Y #i& (X, DT40 TOFE 7 +
— I(loose form)2»> &, % O 4% \» 7 + — L (somewhat loose form)ICZfL T 5 Z & %R T, E HIC,
Z DHBDOBIIRT — Y TIE DT40 & IZIZFE CRREDE 7 + — L(loose form)iZ7z b T & T,
CDE5%ru<F vy TO—EHOEERNICDFEED O, OBFl EnFDFEHLIL DT40 THWw L
)b (high level) T® % 23, clone cl.2-4 Tl RIASEERIOWIIA, FHX 7 — 2 TldMED» I L,
BHAR T — Y TITHICHH S IS 2 2 L B3R G ICHEZE I b, 2D Lid RT-PCR ICX 3
clone c1.2-4 123} % OBF1 BIE T D FHB % — v 0 Z{LIcBE 4 2 BLR D #5 5 & &304 3 [102, 105,
106, 108-110],

OBF1/clone cl.2-6:

BIC, RIRSSEI o WIH, i, B2 7 — 2 D clone c1.2-6 & DT40 @ OBF1 i# {5 1D 5'-
W L VRS R AL (ORF) @ 7 1 ~ F v $EI8 C © K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D 7
F ML RV DB X — v 2K T v F ML Lys BEOREPUAL LRE T 74 ~—%H iz
NotchIP assay Tai~<7z ([X-24-c1.2-6) [102, 106, 108, 110], OBF1 i&{x 1@ 5-¥if#% L (proximal
5’-upstream region: segments 1-14) & 2 -2 @ ORF #{{i(segments a and b)®D 7 1 = 5 / FHIH D K9/H3
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DT F AL L ~rid, DT40 Tl o (high level)23, clone cl.2-6 D RIARTEIA O YA 2 7 —
TR 2P T S, W L7 KIYH3 DT £ FAfbr iz Rz -2 ¢
WIS L, fRAAYIC DT40 IR LI %,

OBF1 #{n T D 5 -3t f% L ifi(proximal 5 -upstream region) & 2 2 @ ORF #i{iZ(segents a and b)D 7
0~ F VHETO K27/H3 DT & F AL L v id, DT40 TiEIA 7k D EnL 1 Tdh 555, clone
cl2-6 DRI OWIIAA 7 — Y TR 2 icid L, FR 7 -V ci3Z L v, 2D
BAZIA S 2 ICHERIEIN L €, B R T — Y TII DT40 L IZIEFRI L 2 Er ICE L it B,

EFEo K9/H3 & K27/H3 D A5R 13, K14/H3, K18/H3, K23/H3 DFER & fff¢C . RD 2 & ZRT,
FRIREEIHE O WA R 7 — ¥ T clone cl.2-6 ® OBF1 &L D 5°-Lf% L it (proximal 5’-upstream
region)D 7 1~ F VHEIR T, FFIC K9/H3 & K27/H3 (%43 K23/H3 ) DKV H 5 0 i3 »
1 7 2 F L{L L <L (hypo- or slight hyper-acetylation levels)IZF-D T, K9/H3 & K27/H3 (%47
K23/H3 ) (F7z13e X b ¥ H3) 3RV H 5 0IidfK» DNA & OFEAHE(full or less binding
ability) % £§2, & DIV EWEESRE TR T — Y CidtEr @b L, 2 oBIBAA T -
T X LI T & F b L < (hyper-acetylation levels) IC 30T, #EARED 72 VR (no
binding ability) ¥ T & 22 1A 3 %,

IO DORERIZ, RS OWII 27— Tld, clone cl.2-6 @ OBF1 # {51 D~2.0kb 5’
W% b R EIS (proximal ~2.0 kb 5’-upstream region)® 7 1 = F V& id, DT40 TOFE 7 + — L
(loose form) 2> &, f#\> 7 + — AL(tight form)ICZ{L 32 Z L 2R T, E HICZ Dk, THHERE TR
AR T —¥ Tl DT40 L 13 F CREE O\ 7 + — L(loose form)IC 725 Z L BRT, 2D X 5 7z
7 a~<F v TO—HEDOERNKIGDORE RS S, OBF1 En T DFI L DT40 TIXE VL ~L(high
level) T® % 23, clone cl.2-6 TIXRIHETEIABIOWIIARA 7 — Y ClXHL 2 A L, 2 ofkidh
AR CHRINAT = CREPICHINT 2 2 L ARDICHERING, COZ L IFRTPCR ICX S
clone c1.2-6 IZ 31} % OBF1 BIE T D HB % — v 02 LB 2 BLR D #5 5 & &304 3 [102, 105,
106, 108-110],

Pax5, Aiolos, EBF1, OBF1 IcBI L T, 32 L 72 RHARSEEIARE © HDAC2(/-) DT40 £ ZEHHkD 4
DD 7\ —(cl2-1, cl.2-2, cl2-4, cl2-6)iIc BT B, 5-ifE LRy v~ F viHE TD K9/H3,
K14/H3, K18/H3, K23/H3, K27/H3 O 7 2 F ML v, 555 7 v~ F VY EED 7 + — 4
BETFI(MRNA) L~ L0282 BicE & o ORLZ (X-25) [102, 106, 108, 110],

BIF ¥ L 7= KB @ IgM H-chain & L-chain & HE O —# 13 HDAC2(-/-) DT40 mutants @
% R BE (peri-nuclear space) IZ JHET 3 :

HDAC2 RABIC X » THIFICHE K L 72 IgM H-chain & L-chain @ (s 7 FHIC IS W CTHR X
NERKED NS DHYE 7 v 7Y VEIEIL, DT40 Bk MAEs~ D/ iEEN % 13 2 2> 1C 2
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7% IgM H-chain & L-chain & B X AW ICES TEEEEEK L OMakicERE s s, L
L. 20—z, RENEHRMOW? H®RIHR T — Y %@ L ¢, & (nuclear envelope)~
Bk X AL PHIE (peri-nuclear space) KB £ 5 ([X-26, 27) [102, 103, 105, 107-109, 111],

DT40 44k & RFIERHM 0PI, i, BB X7 — Y12k F 5 HDAC2(-/-) DT40 individual
clones cl.2-1, cl.2-2, cl1.2-4,c1.2-6 Z NENDEHEDSKAELOT L ® ¢
DT40:

DT40 B4 HRIC 351 % IgM H-chain & L-chain DEHHE&Z, 2D 2 20T ORE (HEE)
& 1gM H-chain pre-mRNA OJEIRN A T T4 > v 7D 2OD ATy 7 Cay bu—r I N35(77].
IgM H-chain & L-chain JB{5 D FH I, Pax5, Aiolos, EBF1, Ikaros IZ & > Ty (247 4 7)
IZ. E2A, OBF1 iC X o THRMER (KT 4 7) Kl b, HDAC2 13, RA— 83— Nf F—¢
L C. Pax5, Aiolos, EBF1, OBF1 DI %KY 7 4 71T, Ikaros, E2A DE(L TR % 4 77
T 4 ZICHlfHl 5 2 & 4 LT, IgM H-chain & L-chain i1z ¥ D I % GG Y i HIH 4 2 [84],

D2 OoDRET T VLT DI % EHR I 5 Pax5, Aiolos, EBF1, OBF1 7% &' D
BEEFRAGIHORE L R 201k, ThZThos/a~F vEEOZENTHS, DT D Paxs,
Aiolos, EBF1, OBF1 JB{5F D ~2.0 kb 5°-i % _E i (proximal ~2.0 kb 5’-upstream region)® 7 7= F v/
FHIETIX, b R b v H3 O N-KUaahL O R E Lys P (K9/H3, K14/H3, K18/H3, K23/H3, K27/H3)
D 1 D% = IFEEILIE W T & F AL L~ (hyper-acetylation levels) TH %, Z DT & F AL
LAt o nT, EX MY H3 (232050 Lys 55Fk) © DNA & OFEAREIRIZ & A LI
¢ 72 Y (no binding ability), 5°-TfE FifEE D 7 0~ F V& 3B WEIK (7 4 — 2) (loose form)
T %, i & LT, DT40 Tld. Pax5, Aiolos, EBF1, OBF1 i#{n ¥ D F B E V> L ~ L (high
levels) T 5[77,84, 102, 103, 105, 106, 108-1101],

Z D X 9 72 HDAC2 DHillfHl 1 & % Pax5, Aiolos, EBF1, OBF1 7z £1C X % fl i - fiE 1 7 8 /5
0] D% % e filff] A 77 = R L O CHERIAKGE R & L T, DT40 #74E#K T ld IgM H-chain & L-chain D3E{x
FRBLE CHHl & ., 2 0EAE R I3 TEWL L <L (low levels) TH 5,
clone cl.2-1:

clone cl.2-1 DRIARTEIHRIC FELOREEE IR D X 5 IcZ#3 % (X-28) [102, 103, 105, 106,
108-110], Pax5, Aiolos, EBF1 1B L TIZR D@ Y TH 2 ([X|-28-Pax5, Aiolos, EBF1), #JHi R 7 —
¥ T, Pax5,Aiolos, EBF1 {5 D~2.0 kb 5-3/Tf#% Liffi(proximal ~2.0 kb 5’-upstream regions)®
o~ F VHHIE O K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 @ 1 D % 72 13 E D Lys #E: 3R T
W7 & F A b L ~l(no, low or hypo-acetylation levels)IC 7z %, Z#ICHDWT, X+ v H3

(F721F 205 D Lys %% 13 DNA L iE WA A BE(full binding ability) % 72, L 7223 T, Pax5,
Aiolos, EBF1 {5 T D~2.0 kb 5°-if# LD 7 v < F i 13V 7 o+ — L (tight form)1C 78 5 ,
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F & LT, Pax5, Aiolos, EBF1 i#{5+ D FEHZBIHIC IR L THid TRV L~k (no or low levels)

IZ7% %, Pax5, Aiolos, EBF1 EIn D & T LRl DA H X, REEENIRN 28 L T2t
FIHBPART =V THYWIRT -V L IZIEFEILTH 5,

—7j. OBFl iCBIL TR Y TH 2 ([X-28-OBF1), EHEFEMFOYIIR T — Tl
OBF1 LT D~2.0 kb 5’- 5 Lifi D 7 v = F V3 D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3
D1 D% 7= IIEED Lys BT E T & F 1L L ~b (hyper-acetylation levels)iC 72 %, Z 4Lic K
DWT, B A MY H3 (F721321 5 D Lys 5IE) 13 DNA & 55\ 4% Arfig(weak binding ability) % £f
D, L7243 5T, OBFl #IEFD~20 kb 55 Ll 7 v~ F V&I R ViRV +— 4
(considerable loose form)IZ 7z %, &% & L T, OBF1 #E O FBEUIIH S 2 1ifP L <, 2740 &
> L L (considerable high level)iZ 72 %, % D& I REAR SR ICEIMIc 2L L <, X7 -
TliE. 1 D F72ITEED Lys FRIE IR TR W 7 & F 1L L <L (hypo-acetylation levels)IC 7z 5
THICEDOWT e 2 b Y H3(E /213215 D Lys 5REL) 13 DNA & 38 W A BE(full binding ability)
ZFo, L7224 - T, OBFl #n1D~2.0 kb 5-Ef% Lt D 7 v~ F V& I3V 7 + — L(tight
form)IC 7 %, R & L T, OBF1 L FOFIIIHIAA 7 — ¥ TIREIIICHD L <. o TEW
L ~)L(no or low level)IC 75 %,

Z D X 5 7% clone cl.2-1 TD % 7 ARG O TG HIEIFERE O fE R, RIIRFEIIR o 91 =
F— Tk, WIHINETCH % Paxb, Aiolos, EBF1 7z & O T F IO BN ik ic X - T,
IgM H-chain & L-chain Q@R FFEBUTBINICHM L, Z LicfE > TREAERE D BRI 2,
Z D% IZ R Y HEIM %8 L T, Pax5, Aiolos, EBF1 72 & O#fn FHI IR L= £ TH 228,
fEERI A+ T » 2 OBF1 O {nFFRB BB L, Thictf - T, IgM H-chain & L-chain

DEEFHB L EHER R, OBFI-KIFINICEIICHED L, &ISHNICRIAR 77— T3 DT40

WBIEFRIC L _VIC R D,
clones cl.2-2 and cl.2-4:

clones c1.2-2 & c1.2-4 DRI IR I LR ORI RO X 512 &) ¥ % (X-29,30)[102, 103,
105, 106, 108-110], Pax5, Aiolos, EBF1 ICB L CTIZRDH# Y TH 3 ([X-29-Pax5, Aiolos, EBF1 & [X]
-30-Pax5, Aiolos, EBF1), #J##i 27— T3, Pax5, Aiolos, EBF1 {51 D~2.0 kb 5°-3Lf#% LD 7
o~ F VHHIE O K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 ® 1 0 % 72 13 E D Lys #E: 3R T
K7 & F A{b L~k (no, low or hypo-acetylation levels)iC 72 %, ZALICH-DI VT, bR b ¥ H3

(F713 25D Lys 5 13 DNA & 58\ A RE(full binding ability) Z 2, L 72435 T, Pax5,
Aiolos, EBF1 {5 T D~2.0 kb 5°-if# LD 7 v < F i 138V 7 o+ — L (tight form)1C 78 5,
& LT, Pax5,Aiolos, EBF1 iB{x T D FE I 13D T L <L (no or low levels)iZ 72 5,

Z DBITHIAA T — ¥ £ T, Pax5, Aiolos EIEFD~2.0 kb 5-iifFk LD 7 v~ F VHE O

K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 ® 1 D 7= [FEE D Lys BRI EH W T 2 F b <
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(hyper-acetylation levels)IC 72 %, ZHICEIWT, A+ H3 (FhEFINDHD Lys 7E) 1
DNA & 18 T 55\ i 5 HE(no binding ability) % £f2, L 72235 T, Pax5, Aiolos IE{nFD~2.0kb 5°-
FEEFRD 7 v~ 5 &RV 7 4+ — L(loose form)IZ 7z 5, #ESR & L T, Pax5, Aiolos iBnT
DFETLIH B 21T F V> L b (high levels)iC 7 5, L2 L. IR 7 — % T, EBF1 EIE T D~2.0
kb 5>- % B 7 v~ 5 v iH O K9/H3, K14/H3, K18/H3, K23/H3,K27/H3 @ 1 2 % 72 13D
Lys #&EE 13185 TR\ 7 & 7 1L L )b (hypo-acetylation levels) TH 5, T ALICED T, R b
YH3 (£33N 5D Lys ) & DNA & OFEGAHRED i\ F £ TH 5 (full binding ability), L
72235 T, EBF1 {51 D~20kb 5-3% LD 7 v~ F /&I 7 + — L(tight form) TH %,
FEE L LT, EBFl Bl TOHBIZHAL 2B L Xt (owleve ) DX ETH B,

—7Ji. OBF1 iCBAL CTIXRDHEY Th 25 ([X-29-OBF1 & [X] 30-OBF1), RHAKTER O PIHA A
7 — ¢ Tlk. OBFl EEFD~20 kb 5-iff Lifid 7 v~ F Vil o K9/H3, K14/H3, K18/H3,
K23/H3, K27/H3 @ 1 D F 72 1 3EE D Lys BEIE S v 7 & F L L L <L (slight
hyper-acetylation levels)IZ 72 %o ZAUICHDWT, B 2+ Y H3(F 721325 D Lys 5HL) (3 DNA
& 59\ B A BE(less binding ability) # 52, L 72235 T, OBFl BT D~2.0kb 5-iLfF Lo 7 v
~F VG D D FE 7 + — L (somewhat loose form)iZ7x 5, #E5E & L T, OBF1 & T DFIMR
A LA LT S 22 L UL (somewhat high level)IC 72 %, Z D2 IR A 7 — 2 £ ¢, OBFI1
BT D~20kb 5-1it5 LD 7 v = F V3B D K9/H3, K14/H3, K18/H3, K23/H3,K27/H3 ® 1 2
¥ 72 1B D Lys BRELIX R\ 7 & F L L~ L (hyper-acetylation levels)IC 7 %, & 4LICH:D W\ T
EAFYH3 (/2132050 Lys FHL) (3 DNA & iR #SEAAE(full binding ability) % £f2, L 7=
235 C.EBF1 G D~2.0kb 5 - LD 7 v <= F V& 1Z#E\V 7 + — L (loose form) 1272 5,
fES & LT, OBFl BT DFIRIZA LEINL THE W L~ (high level)IZ 72 5

ZD X 57 clones cl.2-2 & cl.2-4 (%743 cl-2-3, 2-5 %) TO%E I A0HKIG D WG
W DRER, RIFEMR QWA 7 — ¢k, 285 K+ TH % Pax5, Aiolos, EBF1 7z &
DB TFFHIROBIN 71 X - T, IgM H-chain & L-chain O 8 FRHIZEIRICEEM L., %
NicfEoCcIns 2 o00HEHERDBINICHNT 5, ZokIRIAKERMZE L <, EBF1 ®
G TFIUZRD L7 % £ CH 3 25, Pax5, Aiolos OEE FHBUIHIRICEM L, 2 hictE- T,
IgM H-chain & L-chain D& {RFFH & HEE &L, Pax5, Aiolos-IRIFHICEIFNICIRAD L, &i&
i RIS OB A 7 — Y TIE DT40 LIRIEFE L LAtk B,
clone cl.2-6:

clone cl.2-6 DRIARTEIAR IC FELoREEE 13X D X 5 Ic&Z#3 % (X-31) [102, 103, 105, 106,
108-110], Pax5, Aiolos, EBF1 ICBH L TR D@ Y TH % ([X-31-Pax5, Aiolos, EBF1), &R
DO A 7 — 2 Tld. Pax5, Aiolos, EBF1 E{ZTD~2.0 kb 5-iiff LD 7 v~ F v iHlg o
K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 D 1 2 % 72 13EE D Lys FEIk (350 TR W7 F {b L
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~)b(hypo-acetylation levels)iC 72 5, THALICHEDWT, B A+ v H3 (7213215 D Lys )
IZ DNA & 38\ & A BE(full binding ability) % 72, L 72285 T, Pax5, Aiolos, EBF1 JB{& T D~2.0 kb
5 B D 7 v~ F RS IV 7 — L(tight form)iC 72 B, F55 & LT, Pax5, Aiolos, EBF1
ST DOFEHUIEIICIED L. R TV L <= b(no or low levels)IC 7z 3, % D% IZHBIIR 7 —
¥ ¥ T, Pax5, Aiolos, EBFI {1 D~2.0 kb 5-Ef5 Liiid 7 v~ F Vi D K9/H3, K14/H3,
K18/H3, K23/H3, K27/H3 @ 1 D ¥ 7= 13 D Lys 5FELid &\ 7+ F 41 L ~L (hyper-acetylation
levels)iC72 %, ZHNICED VT, X b VY H3 (/12215 D Lys #5E) & DNA ofE&AREIR T
& A < 72 % (no binding ability), L 72728 T, Pax5, Aiolos, EBF1 j&{n 1 D~2.0 kb 5°-31% Lt
D7 u<F IR 7 + — L(loose form)IZ 7 B, FEH & LT, Pax5, Aiolos, EBF1 &5 1D
FHULBICEE L, BH S 22T @E W L b (high levels)IC 72 5

—7Ji. OBF1 ICBAL ClZRD#EY TH 2 (X-31-OBF1), REAKTEHMOYHIR 7 — T,
OBF1 LT D~2.0 kb 5-if% LD 7 v = F v fHIE O K9/H3, K14/H3, K18/H3, K23/H3, K27/H3
D 1D F 7 1IEED Lys BRE 135D TEV 7 & F L L b (hypo-acetylation levels)iC 72 5, & 4L
ICHEOWT, BA MY H3 (FRIFINH D Lys ) (X DNA & 50\ ABE(full binding ability)
ZFo, L7224 - T, OBFl #n1D~20 kb 5= Lt D 7 v~ F V& I3V 7 + — L(tight
form)iC 7z %, FEH & LT, OBFl B ORIV LA L T, %5 2\ L~k (somewhat high
leve)iC 72 %, Z DHIIBII R T — £ T, OBF1 #fn 1 D~2.0kb 5-if# LD 27 v~ 5 v fE1
D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 ® 1 D % 72131 D Lys BHE ZEH T F b~
JL(hyper-acetylation levels)IC 72 5, ZHUICHEEDWT, B A b v H3 (7213246 D Lys #3) &
DNA & 18 T 55\ 5 8E(no binding ability)Z £§ 2, L 724%> T, OBFI1 #{LTD~2.0 kb 5°-11f%
LD 7 v<F G IR 7 & — L (loose form)IC 72 %, F5 & LT, OBFI #&{n 1 OFE I3
SITEE L, &\ L~k (high level)IC 72 %

Z D X 5 7x clone cl.2-6 TD % 7 ARG O AR HIEHE O FE R, RIARG S O 91 =
7 — I TlE, WIHIR 7R85 5 R 7-CH % Pax5, Aiolos, EBF1 7z & @5 7RI O BN s ic X -
T. IgM H-chain & L-chain OEEFFBUIBRNICEML, 2o TZ D2 0DEHEED
BRI 2, %= 03 RIARF#EIAM %8 L T, Pax5, Aiolos, EBF1 OB {n 15231 i< Y
L. Zhicff-> T, IgM H-chain & L-chain ®&E a7 L EHE & (. Pax5, Aiolos, EBF1-
RIFANCEINICIIAD L, BRAEIICERIIR 7 — 2 Cid DT40 L IZIEF L L _vick 3,

FEHR BRI © HDAC2(-/-) DT40 E B DK 7 v — v (cl.2-1, c1.2-2, c1.2-4, c1.2-6)IC B 1} 5 %1ES
REMEOSE BT L :

DT40 BpA:#k & RIARTEHIM © HDAC2(-/-) DT40 ZHHED 4 DD 7 v — v (cl2-1, cl.2-2, cl.2-4,
cl.2-6)® Pax5, Aiolos, EBF1, OBF1 CBIL T, #Enf D 5-EF Lit7 v~ F VO K9/H3,
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K14/H3, K18/H3, K23/H3, K27/H3 O Tt FrfbL R e 7 a~F UV EED 7 + — L R BT
FI(MRNA) L~ X 5T IgM H-chain & L-chain OE{n T FIHMRNA) E EHE L Lk & D
AT OWT S E T O N AER 2 AR - ERIC £ & » 72 ([X-32)[102, 107, 108, 111],

HDAC2(-/-) DT40 mutants D %H&HE :

& L 72 K& D IgM H-chain & L-chain D& F'H (X, HDAC2(-/-) DT40 mutants H £ iC & -

FEECABETER AR THIL AVHiZ B b L 2BRETch 5, 2 EHoFH o bn 28
filo> HDAC2(-/-) individual mutant clones 2> & fE{E2I1EA TH~ 7 6 13, RIAFTEIARIC
IgM H-chain & L-chain Q{78 & HAE &% M X & 2 75 (R 1cBI L T, clone cl.2-1
iZ OBF1-{&T71E. clones cl.2-2, cl.2-3, cl.2-4, cl.2-5 1% Pax5, Aiolos-f 7714, clone cl.2-6 i3 Pax5,
Aiolos, EBF1-{KTF1ED 3 DD R 5 2 4 71 THIK 5, Y @ individual clones % f#fT
T2L, 2o 3 DLBELRZND LA THREET ZAEEERIRTHZ, 2D X IT,
HDAC2(-/-) individual mutants 13, %"/ &% 4 Z72[{—TH >Th, EL 7z [gM H-chain &
L-chain DEMERBZHD S ¢ 272010, A AB A2 kR4 K offilas 4 71IcZ{Ld %
SRR R RO,

IHIT, ThB 320X FITHEWTE 2, Paxb, Aiolos, EBF1, OBF1, E2A o fthic, Blimpl,
PCAF, HDAC7, HDACY 7z & DB fnF8ivs, REBFEMEICHEML 720 WP L0, @&t

WHR U720 7 & L BN 2 D1EMEIC LT 2, ftho 7 v~ T v (EHilER-CIRE N1 08 s 75

BROZL T2 Z LIIAZICEETE 5, MIEKEEZ IER ICRIES 2 720 Ic HE & H 2 H
> T3 INHDBIRTFRROZEIX. IgM H-chain & L-chain & DA o fthic  .(HDAC2(-/-)
DT40 mutants @ individual clones D4 7B (BAE) 2SKIRICZLL TWw 3 2 & 2l Rk
3 %[102, 107, 108, 111],

HDAC2(-/-) DT40 ZE#k D% > v — v i3, Pax5, Aiolos, EBF1, OBF1 BI¥ @ 5 -E6% EFHIR
DR 7u~F VGO BER, REEEBHRIcI Y =37 1 v 7 EHi CARLER A
Hiyszz AL T, EMLAEZKED IgM H-chain & L-chain DEHEE#E O T/-0D 71
77 MEE N TR WHIR CHRR ISR 2 5T 5 ¢

DR &R EEE 2T, KBICEML 72 IgM H-chain & L-chain OEHEE %W 5 7-

. RGN %8 L T, Pax5, Aiolos, EBF1, OBF1 &5 ¥ 5- i Liio®n 2 7 o<
FUREEOR W E vy 2 AT 4 v Z B CARHRICAIE T 2 2 & 2/ L <, HDAC2(-/-)
DE A=V R, T s T AMEENTBRWETZ % R MIREEE & 1615 3 2 (IS 7 EL% Y
Fidk (BERE) 3Iko#bv chz (X-33) [102, 107,108, 111],

¥l iC . BRI A AL R Z A K / ¥ AL (environment change recognition receptor/site:
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ECRR/ECRS) & 7 v ~ F v & X a1l & 1k % & (chromatin conformation (structure) change
complex machinery: 4C machinery) ® 2 > DO BEELMEEEAROIFIERIET 2 (X-32, 33),
ECRR/ECRS 134 J& FAEE (peri-nuclear space) i< %7 L 72 K @ IgM H-chains & L-chains % %%
TAH A 72 B25%5{ (abnormal and unfavorable environment change) & L CaRik3 2 &l %48
5o %448, ECRR/ECRS 1% IgM H-chain & L-chain EHEOERICBET 2> 7/ Frpro~F
V~DIREIC D —HBIS3 5 ATREM: D 5, —J7. 4C machinery IS & LT HATs &
HDACs OFFE X v N —2fth D%  ORF 2 ECLKEEGHRTH Y. il 4 D DIEE R T D&
RFRED 5T LD 7 v~ F v Wi o WM & B A DA RS I RIS 2 5 240 5,
¥z, EROY I F AR —HBIS LT\ 3 FREMED %, ECRR/ECRS, 4C machinery
D% DRERT 7 EHEE LT, BEICEM L [gM H-chain & L-chain DEHE R % RE
T2 72D DIGERIGH FELD X 5 ISHEBHICH 5,

HAT & HDAC 77 3 U — D% DA v N—DMETBE LR CTHBIL T\ 3 DT40 #F
AR TlE. Pax5, Aiolos, EBF1, OBF1 {5+ % 112 1LIC X 3~ % 4C machinery | HDAC i&1# &
L T HDAC2, HAT ifft e L CRED HAT £ v 3— (filz21X, GCN5) ®ftho%$oH 1T
MR T T2, —77, EIEFi#EE (gene targeting techniques) CIER AR D HDAC2(-/-)
DT40 ZRHD% 7 v — v Tid, HDAC2 KRIEICHE - T, 4C machinery @ 2fk#y 72 #idE (bulk
conformation) 2EIRICZL L T, BEFORERE TH o FED HAT A v —b S 200 %
7o 32 OiEWEDE L (RT3 5, FEBE L 2 0fzichi < RIS ER] %8 L . 4C machinery
I3H772 1 HDACs DD g # v S —, HATs OFFEA v S — (AL EAR2 A v =) 2ftho
SHONTEZHERTE LTED LAY, SMEMABIRICR S,

BB B E (peri-nuclear space)ic KBICEM L 72 IgM H-chains & L-chains 1%, B P (inner
nuclear membrane) (%43, ~7u-Z7u<F v HEEALTWS) IH7E L T3 ECRR/ECRS
IChE A4 %, ECRR/ECRS 23 IgM H-chain & L-chain @ & 18 @ & % % # A 4% (abnormal
and unnecessary) 2B L & U CRER L 7212, C OBREZL LD > 7P ik, BFERT, 7=
F MRS, o BER - CREHR R EOSBOBIZT (. HDRELZ s rEY —LIC
HFHET ) O5-EFELERD 7 n~F viE~7 7 L+ 7 4 F(genome-widely) ICfZE I N5, ik
VD> 7 F MR ICHE T, & 0 R RBREE~0 BRI AR I5E 2. HDAC2(-/-)
individual clones ® Pax5, Aiolos, EBF1, OBF1 < fi D8{n ¥ 72 & 5-ififs it 7 v~ 5 V4
W~ A& IcERE L CERPICE S, b OB RTOBEET O 5-EF Liigo 7 a<F v
WEZAL D % Bl 1X . %% 7 4C machinery OREKEFCTH % HATs & HDACs OFFE A v o3 —
DFEEEIC X 3 e 2+ v H3 @ N-KIEEALD 5 O DFFRM Lys FIED 1 © % 72 131K D %k
T 2 F BT 2 F AL L SR IO VT B, 20 X 5 7 K9/H3 & K27/H3 (%

4y K14/H3, K18/H3,K23/H3 %) O 7 FAMIC X 3T Y = 5 7 4 v Z{ERfiIC X 5 T, Pax5,
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Aiolos, EBF1, OBF1 #{n o 5-iEfF Lifio 7 v~ F v &0 ] LA R Ical S 5,
—fEIC, 2D D 1D F 72 13RO Lys B E W 7 2 F AL L <=L (hyper-acetylation levels)
TH35-0FELEFRO 7 o~F oG, e AP VY H3 (213260 Lys 3 & DNA &
EAHEA 72\ T & (no binding ability) iIC H-5\ T, #%\» 7 + — 4 (loose or open form) 1272 3, —
Ji. 2o D 1 2% 723K D Lys BBHAME 7 £ F 4 L L ~ v (hypo-acetylation levels) T & %
5 LD u~F viEIZ, e APV H3 (72132 5D Lys fEdk) & DNA & oifnis
& HE(full binding ability) ic H-2\ T, Bfivs 7 + — A (tight or closed form)ic72 %, L#»L, 4C
machinery (3 _FRED UG R 1 D#E (17 & DERE A (FEAHL D #4) (open reading frame, coding
region: ORF)®D 7 u = F VIEiEDZ(LICIZIZ & A LRS- L v,

WML =M ic, B H 1A K % & (transcription factor complex machinery: TFC
machinery) (X v X—& L TRNA R Y X 7 —+x, #2445 K1, HAT, HDAC D% X v

—. oA F7% &) 3. Pax5, Aiolos, EBF1, OBF1#f5 {7 &' @ 5-ifs Lifid 2 v~ F v 1
EDRE 7 + — L (loose form) GHEIERMICTHEEHALIREEICZR > T 3) N 7 vE— % —Ff
(promoter elements or regions) EICHEAT 5 Z & AAHR, 2 b OB R T 7 & OERFFRBA
fth 2,

BRI R4S R D 1 2130\ Y Th 5, 7L 72% HDAC2(-/-) 7 v —  (individual clones)
(. A U T <o Hifli 2 RIAE KT 2 AIRIC . Pax5, Aiolos, EBF1 ¥ 7 (3 OBF1 O {s 1768
kB 35 CIBER X 72 3 I KIS 2 2 & 24 LT, #§K L7 IgM H-chain, L-chain
DBEIEFFE RN ZD2O00EHAEL ABRYT2) 2IRIEFAL A2 — Y THO T~
Vic, Tr 7 aftIn i L WlllaRE R ES T 5, 2o X )RRk (K
. AR IC IR ESEEERORREN AT Y 2 2T 4 v 2B (2 2T, TReFal
LWET 2 F L) 1T X % Paxb, Aiolos, EBF1 % 7213 OBF1 s 0 5 -iifs LRk o % 2 7
0~ F VRGO AW A RIICAIE 5 C L icHo <,

FiEs % (3, T L7z 6 2D HDAC2(-/-) individual clones cl.2-1, cl.2-2, cl.2-3, cl.2-4,
cl.2-5, cl.2-6 &, EfERIFEEHRO®BA 7 —Y ©, BERTS 7 v~ T v EMiFRTH 5
Pax5, Aiolos, EBF1, OBF1, Blimpl, PCAF, HDACY 7 ¥ DG FHRIUCBIL T3 2D R 2/
(RS BEET B T bicE o wT, B0 XS ic Rk sl o 3 oofilix 4 7
KBS THRZ 2 TH B, THIC, Thb 6 Z7r—vD 1 DX LFERICENT, Paxb,
Aiolos, EBF1, E2A, PU.1, Blimpl 7z & DE{RF-F < & — v D)7 mtk iEhe R 2 E o 9]
W2 S %I R 7 — ¥ %@ L IR L Td 5 25, PCAF, HDAC7, HDACY, Ikaros, OBF1 7z ¥ D5
THRBI 2 — v D F5 e A s RIS IR B & 37, @b T HRW 2 DRI
Wid %, MR . Bl b DEFERT L 7 v~ T VBT IgM H-chain and L-chain
Blirofiicfics o d o#EEFORBEFEHICHEIBEEG LTI HELrLL, b
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HDAC2(-/-) individual mutant clones 13 Z 1L Z N2 24K HWEZH L T 3 FHIFAES I
ETE 5D, £7-. fttd HDAC2(-/-) individual clones # #7423 &, X HICE AR MK 4 72
FES 2AlREME IR TH 5,

o OEHE R EARNALY: SOC DR FERY e fE S & L T, HDAC2(-/-) DT40 mutants @
individual clones (¥ Z 11241, BHERBREZMIGHEICT 2 720 D Hix b3, ARKIZFH CHMAE X 4
7 (BB S MR TH B ICHBEID 5T, SIRAME - BEREE R0 % B R O MifE &
A TGS % 72 8 DRI CIHIETED 2 L RERI 5 REN 2 15T 5,

DX A REGER R O % {0 %8 L T, HDAC2(-/-) DT40 mutants 28, KEOEHRE L
7z IgM H-chain and L-chain O & F'E &% BIMICIAD & & 2 Hi- nRe 2 8T 2680 (Tab b,
HHLOBREGEISHET]) (3. X CHL T 2/MERR b L RSE/RE 2 v <7 5% (endoplasmic
reticulum (ER) stress response/unfolded protein response) 5 & (B O 22 IR 54 4+ AT LT

H%,

ra~wFveavIxArA—vav-F=zvYa— Fgi(Chromatin conformation change code
(4C) theory: 4C theory) ~EFEZLEY BT 35MHRELBLCOIEY =% T 4 v Z{EHiIC
XB3REDHEERT L 7 v~ T VBHiBRELTFHO 7 v~ F VIEBED SRR BIEO R AH
WA Z N L7z 7' r 7 F b I TR WHTR O MRIEEE & 18 3 2 IR = — R 7 i (B8
B ~:
KEDOEM L 72 IgM H-chain & L-chain EHEEOPEERICEI T 2 Ll oGt (BHE)
HIZEYIC BT 241 (L ofilindd) 2L oYY =47 4 v 7 ERiIC X

e

e S
"] ~F

N

. =
LRE DGR T & 7 v~ F MEMBEFREIR TR O 7 0~ F VGO LS 5k 75 AT E O AR
WA Z N L. 70 77 ZME ST 0g L O HRE % 115 3 5 (G0 72— 77k

(HRS) ~EER L 72 (-34), @FEALMIEIE. AT TR0 TR O 37 L v BRIRZ LI #5E
L7z, SHHREE L Cihaic, Z0BREZ(LICHS 25 & 8 2 HE % 72 13 BH R BB AL
DEEICIEZNEPERT 2N 2 ERT2L51Chd, ZOHLWALF - v RT LR 70~
FveavIZxA—rav - -FzvY - a—Fil (chromatin conformation change code theory:
4C theory) & fin#4 L 72[102, 107, 108, 111], S EE A 1Z 4C theory 12 £ T.ECRR/ECRS,
4C machinery R fthid %E DR 72 & 2B L T, #H L WEREEA(L IS 2 #HSE I E T
DX ISR L, Fiz mBEIGHEN 2 R T 5,

B L WERBIZAL X, m)IC % - B B BE M (nucleus-cytoplasm  barrier) T & % % fi5 (nuclear
membrane) (%75, ~7 v -7 n<=F v iEET 5 KA (inner nuclear membrane)) ¥E2IC)5
fEL T\ 3% ECRR/ECRS I X o TaliI b, ML WEREZNZRFT 5 20X 7y 7 ¢,
e v ¥ — & LTRIEDMDF 3 BG T 2 AlREtEIE R\ icd 5, 5l 2T, 2 DBRIEAL
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BT 2 v i, SR (B ofilanid) ZEL <, BN sua~vF vy~ s ) LT 4
F (genome-widely) iICfZiZEE 3 (X-35), WHID > 7' F % ZIFH > 7214, 4C machinery (%,
IV AT 4y 7BHMICK T, BERT. 7 u~T v EHiERCOBERK T L BERR L
¥a—F3 5% OBETHO 7 n~F vk Eric B e e 5, #HLWEREEICET 3
v 7P RE L BRI TREHEIGE X, ERRORTCHBRREFHOT KO ORFE X v
N—0 5 ERORE X iz 7 v~ T Vv RE ICEG) BRI VR LET T 5, RiRIiC
Z OF - i BREEAAIC B Bk 7 v 7 F MeiE R Z T T, % M7e 4C machinery 12, 7 & F
NI XFEE ) VR, v X F U ADP-U R—2EARLIC ko T, R okE#EG T
HOREShzrn~F v lEREBO L 2+ v % DNA 17044 KA Y 24274 v 2
&z 5 2k 3,

DX RGEEKEEIEY 22T 4 v ZBMiohc, a7 X+ v H2A, H2B, H3, H4 ®
N-KIGEIL D D 2> DFF R Lys FRFLD 7 € F AL L LT & F A IR D FEALHEMD 1
2TH 2, HATs & HDACs DFFE A v 3 — 2t D RF 72 & CREAK & 715 4C machinery (%, Lk
HOSELEAI Y 22T 4 v 7EfiohO T 2 F AL L BT & F AL BRICBE ST 5,
BG532%a7 - A by oL Lys RIEOMEIISHRTH 5, flziX. Eido DT40 To IgM
H-chain & L-chain D8RO 7 — 2 Tld, & & b v H3 @ Lys-9, Lys-14, Lys-18, Lys-23,
Lys-27 B EE» OB TH S, DXL T, FEDENELET O 5 -6 Lo 7 1
~F VIEEHEH T L AP VY H3 O INHD Lys BED 1 oF 23RO ey 24T 4 v /&
fifil xR ZML TS 2, 20T FMLEBT & F LI %5?54Cmmmmw®%%
RHREDIE W T, KA T-CH 3 HATs & HDACs ® X v N — DMl AL I T ITRF T

—ﬁ\»@&w&4cmmmmwﬁ\%%Té%@&%@%ﬁ%ﬁ&mmﬁm®7uv%y
EoZiciziz e A YBIE L v,

b 2 b v H3 © N-FKiibfizd DNA & OfEAREIC, & D Lys BWESEICE 2 IZFICEEG L T
WEPIFEEAHTH 22, LR ORFRN R Lys BIED 1 2 23O T 2 F kL *Lic
HoOVTRICRD 72 EWREESIRDOBEY TH 2, Tabb, M2 EziMEwT 25 b
~ L (hyper- (high) or hypo- (no or low) acetylation levels) i¥, % #LZ #UFR T 55\ 24> F 72 133>
%A AE (no or full binding ability) #5122 §_— 2 TH V., ZOFER, 7 o=F v IEHE
2> E 72 131 7 + — 2 (loose (open) or tight (closed) form)ic7z 2, Z® X9 ic, 7 u<F Vil
WOREMEL, Ty AT 4 v ZEMICX 2EFRENE Y 74 XA —v 3 vELICED W T,
RARICAI I 5, SR ZBEL CRLZICESHIC, 7Tu I 2T Ll
faMRE 2 ST 2 eoic 7/ n~=F VEEE D A HEEZ RAAHHIC AT 2 N A2 AT L TH
% 4C theory (Z, F\WViE(LOIBE CRBLICHESF D 7 0 777 2L T T v 2l oMl igkkaE % 51
ToipicrsuxFroay 7y i —va v {tEEDICAEICT ZRIRAL L4 A2 R
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TLEIFHLICEL B,

WD U 7B IC, BRE KT A A E (TFC machinery) i3, F#E DN T-#E (target
genes) D 5-ifF LD 7 v~ F ViEEDE 7 + — L (loose form) (GETEMIICIEME(LIREETH
%) WD 71— 2 —F(promoter elements or regions) IAE &3 5 & & 3R, 2 e X - T,
CNOEERGEETRORBIB I NS, —J7. Z® TFC machinery 1. FEEEHIEIE 1
(un-target genes) D 5-ifF Lifid 7 v < F VGO 7 + — L (tight form) GETERYIC b A
PEALIRIETH ) WD 7 o —x —HALCIFFEAHERS. Zh b IFEREE T O RB 2 Filth 5
5 &k,

fRE LT, 5 hiio 7 o~ F vEEOR A F 3G 7 + — L3, X8 ETFo¥%
HEBEOUIE 23O THEWL AR Z LI ICES L, ZORKENTH B 2 v 7 HEK
DRV IS TRW L R 385, FFET 2R, il wWEREZLE ZzD > 7S
ARE L £ A4 7ot bl TH > Th, 7 v~F V& MO LA gl H k.
iz offifafl cz N ZNEA ZAREEI K E W L TH B, ThabL, Turs oI nTn
72T L WHIAEEERE 2 1S T 2 7200, FL 2 4 7off 4 OiiEid. %ok REE D 5'-
WfE LR 7 o~ F oGS R EMP OSRICE(LIE 28I 0L R LT. D 1 DOBIETD
AU 5 -6 bio 7 m~F vilE R 2 1ICkk 4 7 7+ — LICELS S 282 AL T 5,
o ki, FUREZMICOEDLL . F—Dr 7 424 7offl 2 offifafE < b L % &
LC. SROFRNBEER T2 v~ T VEMFEROBRFREITSME RIS 5, 15
DR L LT, ML 24 7ofil %2 offifdid, H L WEREZ(LICHES 2B 57291, FL
EZIIELR L T 7T MEINTORWHT L Willlakgse (BE) Z2illk oA F v 27 LT
W7o 1S 2 IR 2 T,

TR Zf o - Hom - B

HERERAYIE, 2 o—AHEICE W TRE TR TIIL R wABE TS R BRZL S
VI ERABREAIC S A RYNICER L 2R, 2o OBRBEAMICHLLERT 225 3
WIEIET 27201, FFETRERNEER TS, Thbb. IR (XS HoMIENZ)
FHELTC, 7zu~F VGO HEEARASNICAIH T ickoT, T s afkanT
W WHTRL O MU REZ RS 2 XA A2 XA T L TH B,

Zo7ur I aMiIn TR L WHllIAEEEZ EIS 3 2720 DN 4 4> X T L ORI
FEOREMEE LT, @EELAEY ORI L LKA - IEIGHY - % Bef) e e ) 2 F¢> [102, 107, 108,
111], 2 DREIIT VTS EEARIICIT 7 v~ F v iiE O R - IS - 2 RetEIc 5w T
w2, MRS OBRIRZICHEIS S 5 720ic, 4 offifdiz, Tvy =714 v 7EfiTS
Wz o=F GO Btz A ERIcEil T2 2 L2 LC, A2 23R 70
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7 oI n Tz MiokEE B 2 7k (B CERIT2ENERL VS, Tk
bbb, FRNGEER TP 7 v~ F VEHilEROBIEFHED 5-66F Lo 7 v F i,
BT =L HRHIT o+ — L, WIS, T 4 — L OB T + — L~ BT 5 2 L %N

LCHST 2, 505 Lo 7 n<F vIEEDR G 7 4+ — A 213 7 o+ — 203, LEE
FORBUCE U CEEMICIEMREEE 72 1 NEHEIREETH 5, b HHA, HIC 5 -6 RiftEo
Y D A ClHIZIT L TORE - T3 7 7 AEEERBLICREE (FA4A L v ) Atk
ETH D,

il %2 DFMILIC B 2 %k 7 v~ F VGO M, Mg BREE A L ICIRYNICEE L 72
Kric, 2 HIChtd 2 BRI - A RIGEIC X > TETER I Wz th, A RIGER %I %
LTI BRI S Z LI X o TRAMEICAIH S N 5, il co% ks m~F v
Moo MEZ I 3 28k~ 720506 (BERE) 13, MG 2 1 COIEEEICH] & A I ik fr 3
%, Ebic, ra~F VGO, ZORIEATE T HE»ETTR T 20 1ClbL T, %
ot (Hifan%) %@L CEARIMELLE bR VDH 2 WikflEo T, FHRoic®Z
FHESBN D, FFET & X, RUOE(LOERE CERS S 8% OB FRECERNG R & D
LS 2 R X, > /PR R T Mgz AR HR TS 23, 7 r~F VD]
IR DA TSR Al F RIS Tl 0 . BRI LD > 7 F v B RN T I - 7=l T Ui
bWzl Thb (X-35), %4y, 7 v~F REED RO R ALHAIHIE. HA 72 1o
Wick 2 o ciad ., BEAICHEET 202N E2RRT 2 & \» 5 HWE > TRARIICE S
tFEzbND,

5-ifE B v~ F vAEIE, B\ F 7 138V 7+ — L (loose or tight form) & LT, Zh
HIRO RN RAIC BT 2 2 it X - T, YUSEE T OBENEERIDO A4 v F0
F v 72134 7 (onorof ) BIgHT 5, L7z -> T, 5-fE L7 n~F vz, EEEL -6
EAIE 2> D [ 27 va<=F v D% & H (notch of chromatin) | & H7ad 2 &asHisks &, ¥
BERIMANTEI 22 & 13 DEE THIHDF 4 L 2 & —(director of gene expression) | & H7a 3 Z & 23Hik
2, UK, coru~FUvOUHRH (FHEFTALI2E—) X, TRE—X— FRL—K—
TYAYY - OGN (HFR) & CORRMERRN S EATWS, FHI N, &’
REACICBE T 2> 7 FVOEDOZITEY T, &7+ — L L7 + — LD THEIICE
LB 28N n~F vz hAKRTH Y, #HTELBARVIeEY -4 (F2137
neFv) TRAVWIETHE, BET L, S-IFELFo /7 n~F vilhE GAHE 2T
4L 7 x—=) X, BN CTEBMARER=ZXTO IV 7+ A —vavi L CTHCEHE
(self-reforming ability) #F L. XD 2 DOHARNTHEHELRMENZFD, bbb, 1) MAigH
NOBREN DY 7 F Ve ZTMBHEN L, 2) ZDY 7 FA~DIEEIC X A% 7 n
~Frvoav 7y r—vavBtENL T, YLEEFOBENRGEEO XL v (v E
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34 7) BIEATEHNTH S, b AA, TITE I EHEEREYICE TS the 4C theory
WO s u~F v O HCOEMEET] (self-reforming ability) & (X, 3 KJCZ v~ F v E&ED A
YA AR FIC A X & 2 HE))TH D . DNA g (RIES]) ZnBikE 2t & ¢ 2 Ao
B T DFRAK (rearrangement (recombination) of antibody genes) HEJI*° % D fthd AflfE <D
DNA FHEA (somatic recombination) RESI5F & IO 2 IC R A 5, LA L, ZDT AT TR YK
— T2 EEINT - 23 EERD TR, 2O XD nEMR B0 YR EORKE L L
T, @EHEKEDZ. PO L WEIRZLICH S 2 G I £ 57295 2 W idZ vk ek
57201, MUY/ &2 4 7O HMlE» 4R EE (BB %2> % /% R E oML
RA T hR BRI ZINECTANT 2720 DLREN) - T D 286 2 ST 2, . FLU
Mz A4 Fichks aBET Mz 25, AV icHilEsBREL 203 n 2548050155,
EHic, BMEEMAYTCREES AR 2 A 7 OERMBLIZ A I B A A A ERAEAE & o0 H L
L CHBIT 5, FHMo—flzzE T, EHEE RAFR2 U R) fiffozoic, Kotk
T#8Cld CRH, GHRH, LHRH, TRH 7z &', TH#EKFIHECix GH, LH, ACTH, FSH 7z &', T iE(E
%% T3 vasopressin, OT, ADH 7¢ E 23 A S N CRBRE T 5, HiC, iR 7 v 7 v 2
ED A (a), B(B), D (5)k PP o&fildTlx, ZhZ i glucagon, insulin, somatostatin,
pancreatic polypeptide 7 & 23 A X T, EHEMEI MRS 2,

migic, AR L7 X9 ic, MEERAEY CHIlE X 4 7 DUGE & AR IC & o Tl d HET
HEARW S B © 1 oTH3b, Tyt 74 v 7EMIC X 227 n~F viEo R
WA Z N L7270 77 2L nCuhui L illaiE 2 #5323 44> 257 0% 270
~Fveav 7t A—av-FxvYa— Fii(chromatin conformation change code theory:
4C theory) &fnt L7z, &2 AT, Wik E —HEET 228, B TrRHAEAED I/ n~T
v (7213 DNA) DIHEFCHLICBEI S % genetic code, histone code, the 4C theory @ 3 DD 22— F 3t
D> T D TR OMIGIZ TRl oMY TH 5, £, genetic code theory |LBIETFIHLD
FHARELFE (translation) T mRNA @ codon 23/KFAEHAIC K o THEEXS (base pair) ZEKT 5 Z
LENLT, TIBEEHL LT 2/ 7 2V (RNA (aminoacyltRNA)ZIE % 5 2 & (F
7213 aminoacyl-tRNA 75 codon Z kL CT 72 2§52 &) 235 L 723, KIC, histone code
theory (¥ histone 23ff % DILFEEL CHERZEMI S L. b oEBOMAGDLE R~ -2 (5
B b, ZNZNSRRNERFRBEEEZ 2 — P32 ERe LTBREL. BRE0S
ML HARTHEZITOTFE 2 2L (R30S EAaRTHACO~—2 (B %7
LCTZ7kAT52L) pHME 2, RZIT, the 4C theory 13 5’ FF Bl 7 v~ F v i
DHEAYER T ¥ Y = 4 F v 7B CTRALERICIZ E LT, &\ 7 + — 24 (loose/open form) or
7 4 — L (tight/closed form) 1Z72 0, % %7 7 u~F VSRERILICEE S 3 % %% Bk K+
HEIPOHFEZ 2WICHER T3 2 (232 h 0 D% 4R NTHEDS loose (open) or tight
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(closed) form # FBik L CT 7 ¥ AT 2 0 fICRRCETICT 7 R T&E w2 &) PR L 1 5,
%4y, 4Ctheory LB WTH 2152 2 — P (SFEKMIE OB cLHELRRIEE (Kig) %
RET 23— N 3. BEE T E S OBET O a— FROMAA b ICHI v TR
k¥ 2, OAENEGMIT. SFEKEVOLIESL RO L FF R 25T 5 i
BTG RF-7 0~ F AR - BIER - PRR R &k a— F T 284 aRRBE T TS
%, Tz, FEMELRTFOa— VUL 2 TH 2, ZOMEIX, 5-EF B2 v~ T v aEEIE.

RP LTI T +— L LT, HEBLRFORADAA v FOA v ERLEAT7 2GRS 2
b THb, Liznio T, 4C theory ld =55 B AV ORI OFRFE 1< BT 3 2 BEAI O — g AR
ERIFT 2B TE, 5107 v s T L MEI R TOARWLH L Wil HaRE % 115 7 » O 5 %
For2edbTEL, —J. RuEfLoBfRcEiRIn, Fccrye s 7 aftsh w38
%% 7 MR RE (XM D 4k & LB A2 B L CHRIFIEL { IR E s, b5
A, AC theory IZEFEKEY OFA L LifE (RPVbWZrAAZ A R) OO 1 DL
LChiEl)cd 5, ili7a b, 4C theory THUE NI BRIGZN D v 7 F A DZEH)Z, Fido 2
DOHARN Z EGBRICE T S MAE-AIRE, - BE-SRERCOMHEER (231a=7
—vav) ME#T LS AY— (RAEy, A4 FHA v, MREGEVE R L) OXEIL H
BOBPTHZ720TH 5,

FRIMOBRAET = v 7 DEBSIC T o ¢, RIAKE K R\ G AR I EY O E 2Bl $
2 %00 OE I TR R TATEBROBESH 2 FE KD X 5 72 2 RERFEIC X > TR
7zo Bl ZIE. F—5AF T coORMEEMMOKN 5 HHRICHE 3 RIGE OIREZLS T /7 L1EH
ZAL (R ICHEDWTHE L7z 8w ) ERIELIC BT 2 i 035 5 [112], Hic, 7/ 4
HREND 7 v~ F VIEEZELD WFNICHED L DI RHTH 228, FERSEDO R 2 2 s
D¥furayyay A ToPREREZR 1ERE CERERECHE L <. BE-EFE- o
7 EERFND L, WEMOBESEIGHEICHS 2 BV 2R b i [113], EiR KR o
BLvayyav . zidfy 120 T2 N Z N O T 2 2 REICE 2 H 5 —HE DA
BAELZEWIMEN4] 2 ERBH 2, bbb AA, 4C theory (X, HiFt DERBEALICHIET 5 2
FHONETH 27 7 MEREAL (FIRZEH) (genome information change, mutation) & JE{ L
72E—%&H T coRAEERMSCHEHM coch o ol R L ZHL 2 I 7 5, Hic, 4C
theory FEZ LA FTICH T2 VXU HXOLBOOECLERSOPOOE N DRI
REODHL»ICHL 5, ZOHBAIE, ZoKREBOZENMICEET 27 7 LHFRITZEML 22
NHOHRIIMDIZITRTOHR L RKICERELICEIET 23 Clc 7 77 2L X L7 HEE
ThHoEPLTHD,

HDAC2(-/-) DT40 mutants TEIFICERE L 72 KE D IgM H-chains & L-chains OHERICEE 3
% Eif o 4C theory ICHB VT, fRRT R EKO» OMERIILATOE Y TH 5[102, 107, 108,
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111, 115-117], 1) {alf, HDAC2 KIHIC b B &3, Pax5, Aiolos, EBF1 J#{n® 5 -iif% Eifi
DruwF VHEHGI0 X7 VA Y — L TR EE)D e X v H3 © K9, K14, K18, K23, K27
BHD 1 2F 2 3EBOT 2 F L~ RESEMMOYIIAR 7 — Y T3 2 D2 ?
2) fifig, chb 3 DOMET D 5-EFHLK 7 v~ F VO EFLo 1 27213880 Lys %
WD L 72T v F b ~ovid, RIAFEMIEICHmMT 2 02 ? 3) ik, OBF1 #{n+ o 5'-
WERE LD 7 v=F V(10 X7 LAY — A THEEIN2)D LD 1 D721 3E5D Lys
WH DT 2 F b L ~ovid, RIASEERICHRD 32 D2 ? 4) Paxb, Aiolos, EBF1, OBF1 i#{x
To 5-afE Lo 7 v~ VHEBICEIT e X b H3 (B2 Wit EEio 520 Lys &E) &
DNA ¢ OfiAic, 520 Lys o AT IcE5 T2 22O 0T 20 ERH 5, 5) T
NS 4ODBEFDSEFE LR v~F VOB 7+ — L7 +—24 (LD 1o%
T D Lys BREED T 2 F ML L~ ic 0K ) Ol OBRER) - ARSI 28 W% X 5 I1C
PRI 2 L ERBH B, 6) iR, FHL 1 2DEEER T OB O Lt Lys B0 7 v F 1
fLv _ D2t 3 & — i, EIEEIEICE % @ mutant clones [fTER 2 D2 ? 7) {all,
s 4 DOEFER T OB T D L5 Lys IO T 2 F UL L _v0ZE {2 — i, RHEE
EWIFICFE L 1 20 mutant clone T87& 2 D2 ? 8) TFC machinery (24i%# s D ORF %z
B %) 3BAMOEEERE LR L TH 50, 4C machinery (556 Lo 2 n<F vihEo
A E ATLSERICEIE T 2) FBEHIO 7 v~ F VvBffiEE Yo X I R0 ? 9) 4C
theory Z R ICEEHT 2720 icix, MEALZAWMT 277 AT A ¥ —TH2
ECRR/ECRS &t 7 v~ F V& D a1 2 EER - A IR 32 7 7 A F - 7L A ¥ —
T® % 4C machinery DFER EET 2 C L B3UHTH 5, 10) 4C theory & — k(L3 2 B4R
Jike LTz, BlAE, BhZilatko St R EEs L e T AEY) BB v a oY a v T
T7YVAYRAHFIN, TR, T baE) OFEHMUBRICE TS, TYrrJafbIncn
72 HT L WAIIEHRE % 15 3 2 RE) ~ DI - SUE - KRR E O EER AL 20T 5 T LA,
FEHICHD»OEETH L, ZOHAIZ, ERLEZL I, DT LV OE#ICZE S Thwy
B, vavYavAaATiiB 3 RTERBSBICERINTH2H R ErLHBILT, 2hbo
WBIIL K ORIV —TIC X o T, SESERR &N T RS TE 2205 TH 5,

IEE .

B BB e O R AR 2 1T > CIHW 2 ERRER L & B 2R3 L
9 AR O 2 A — b L CHGW 2@ BRI L g HFER LI EH L 3. T oI,
RIFFRIC TN OFAD IR ICHE D - CTHW 22 C o HFEIFFEH ICEH L £ 3, R oFh
DWFEIE%  DRFENEEFDO R 22 T THEMBL £ L 7.
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BB :

B1-1. DT40 B 44K S O HDAC2(-/-) DT40 22 Bk O RIS ERI OYIIHA 77— coprm— v
ERIAA T =Y ToK s v —vicElT B, PaxS, Aiolos, EBF1, OBF1 X U % O fth & (s 15 I
H1% A~ L7z, IgM H-chain & L-chain 08 {n 7 FEIHIE D ik,
(W) DT40 Ti%. HDAC?2 I3 Pax5, Aiolos, EBF1 & Ikaros, E2A OB FFIR % W5 HlE# 4 2
& %4 L T IgM H-chain, L-chain D8 {578 % M ICHIH 32
(E) BB DO W A 7 — 2 D HDAC2(-/-) D4 7 v — v Tli. Pax5, Aiolos, EBF1 OE{EFF&EL D &
72 AT D\ T, IgM H-chain, L-chain O&{nFRBUIBEIFNICIEM L, R, b 2
DOEAE R IZEIICIEMT 2,
(L) BB OHBIIA T — Y D HDAC2(-/-)D% 7 v — (2 [[|HO/E#) Tlt. Pax5, Aiolos, EBFI
B %\~ OBF1 OB THRBLD R 2 77351 X 2 BI85 2 I3 ic ko nwC (BB L 72
IgM H-chain, L-chain 121313 R UZA Lo &2 — v CTRINICEA 3 %, 1gM H-chain, L-chain D& ¥
FHUCBIL T, clone cl.2-1 1 OBFI-4&K77 1. clones c1.2-2, c1.2-3, c1.2-4, c1.2-5 1% Pax5, Aiolos-fK 77
. clone c1.2-6 (¥ Pax5, Ailos, EBFIKFETH %,

Ref. 102 O Figs. 4-8,4-9,4-10 D+ » + T, Suppl. Fig. 6-S1 & Fig.7-1 & [@ L, ¥ 51T, Ref, 105
O Figs. 8,9, 10 D+t » } T, Ref. 107 D Suppl. Fig. S1 & Refs. 108, 115 and 117 @ Fig. 1 Jx I Ref. 109
® Fig.6 £ L, Ref. 116 DX-1 £ [H L,

X-2. RHARGEIM O HDAC2(-/-) DT40 %8 %4k i 35 1F % IgM H-chain, L-chain & -8 L <~ v D ZE1L,
DT40(W) M UEEEBDHIIAR 7 — Y (B) L 1RIAA 7 — Y (L)D HDAC2(-/-) 2L HEEL 7-2&EHE %
T RICELIKEIEQD-PAGE) TENT L 72, H & L 13 %% 41 IgM H-chain & L-chain Z7~"$,

Ref. 102 O Fig. 2-1 & Ref. 103 D Fig. 1 JX U Refs. 108, 115 and 117 @ Fig.2 & [d U, Ref. 116 D
-2 &L,

X-3. RHARGEIIM O HDAC2(-/-) DT40 %8 %4k i 35 1F % IgM H-chain, L-chain & -8 L <~ Vv D ZE1L,
DT40(W) % N EIARSEHAM OBk 4 R D HDAC2(-/-) b Hifff L 72 2EH'E % . 1gM L-chain
PUARIgM H-chain & 2 XX )&3 %)% F > 7z Western blotting Tf##T L 72, IgM H-chain, L-chain &
HEEOHMNL L% FIT/RT, H & L IiZZHZ 4 IgM H-chain & L-chain %733,

Ref. 102 D Fig. 2-2 2 U Ref. 103 @ Fig.2 & [A U, Ref. 116 DX-3 [{ L,

B-4. KAAESEAR O HDAC2(-/-) DT40 Z2 $8RIC 351 % 1gM H-chain & FHE L ~ v DZ1E,
DT40(W) X UK B D W 2 7 — P (B) & IR 7 — 2 (L)D HDAC2(-/-) % 1gM H-chain F¢ EI{A %
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A7 B FBBE CHE L 72, A)RIEWHETDOLHOMIEOEE, B)IX(A)DKHITRL
7-—fHoMife DG E, EE L 72 K8 D IgM H-chain 135528 D WIHI 2 5 — 2 ® HDAC2(-/-)D & T
Bz,

Ref. 102 @ Fig. 2-3, Fig.7-3 JX ' Ref. 103 ® Fg.4 & [ Uy Ref. 116 DX-4 [F L,

X-5. &R EIM O HDAC2(-/-) DT40 2 BFRIC 3513 % IgM H-chain, L-chain & 2 7 & X + v D&
BRI D2,
DT40(W) W52 O HIAE). HIM) &L BIIL) A 7 — ' TD 3 DD HDAC2(-/-)7 B — ¥ b4
RNAs % Hijff L, RT-PCR % %/ii L 7z, IgM H-chain D 5¢4% (whole form), 77 (secreted form),
fi#E A (membrane-bound form) mRNAs & L-chain mRNA & U842 7 & 2 + ¥ mRNAs ICFFEMY
7277 A~ —(primers) % H 2 7=,

Ref. 102 O Fig. 2-4, Fig.7-4 JX U° Ref. 103 O Fig. 5 & [d U, Ref. 116 DX-5[F L,

X-6. EIEZEEWIN O HDAC2(-/-) DT40 ZE 548k 12 35 1F 5 HDACs, HATs, 855+ 7 7 3V — D%
A v N — DR RBIDZEA,
HDACs & HATs (A)X NG KT B)DH A v 25— D mRNAs ICFF R 774 ~— X5 LR L
4 RNAs % ffl\» T RT-PCR % %Efiti L 7=,

Ref. 102 @ Fig. 2-5 JX UF Ref. 103 @ Fig. 6 & [ U, Ref. 116 DX-6 [[ L,

X-7. EHAREIAR © HDAC2(-/-) DT40 ZRMRICE T 5 b A+ v H3 D Lys REEDO AL 7 DT &
F MUK A F b L~ DZEL,

DT40(W) S D52 DYBAE). M) & IR 7 — 2 TD 3 DD HDAC2(-/-) 7 B — Vb4
EHEZHEEL 2, 27 v X} Y H2A, H2B, H3, H4 Off % DFFR I 78 Lys BEDO SV 7 DT &
FbL % ZNENDT & F Al Lys REOFERYIEZH W Ly -Tay T4 v
(immunoblotting) T~ 72, K9/H3 DS 27 D X FAALL _ i A F AL K9/H3 Fi B ik % v
TH~7z,

Ref. 102 @ Fig. 2-6 X ' Ref. 103 ® Fig.7 & [ U, Ref. 116 DX-7 [A L,

X-8. RHINEEIIE DO HDAC2(-/-) DT40 ZRIRICEB T B Pax5 BIE T D 5° -0 L7 v~ F V48
Woe Ay H3 O Lys-9 BEWHED T & F b L < oZifl,

DT40(W) % UK 2 OYIHIE) & BB A T — 2 D 3 DD HDAC2(-/-) 7 v — v THRIEVLI(ChIP)
Ty A #FE L7, 7w F AL KIH3 FFRFUA &L Pax5 BIn D 5065 itz &2 5 Dl
& LTPCR CHIIECZ 2R RN T 74—,
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Ref. 102 @ Fig.2-7 J2 U Ref. 103 @ Fig.9 & [f U, Ref. 116 D[X-8 [{ L,

X-9. KHIRFTEII D Pax5(-) DT40 2 % EKE T D IgM H-chain, L-chain D& {n 7 FH O Z{L,
DT40(W) X UH5 2= DI AIHIEFE). YIHAE). M) L BRI AT —2icEB 1T % 3 DD Pax5(-) 7
o — 764 RNAs % Hififf L T RT-PCR % Ffifi L 7z, IgM H-chain ® 5425 (whole form), 57ih%!
(secreted form), A% A (membrane-bound form) mRNAs % Uf L-chain mRNA ICFF RN 77 4 <
—ZHw7,

Ref. 102 @ Fig. 3-5, Fig. 7-7 & Ref. 104 @ Fig. 6 J< X Refs. 108, 115 and 117 ® Fig. 7 £ [ L.
Ref. 116 D[X]-9 & [F] L,

Xl-10. RHARZEIAR] O Pax5(-) DT40 4 %8k T ® IgM H-chain, L-chain D& HE L XL D41,
DT40(W) & U558 O WIHAE). FHIM) L IR T =2 1281 2 3 DD Pax5(-) 7 v — v b H#
Bt L 7-2HE N E % IgM L-chain JTARIgM H-chain & X YIKJE$ %)% > 72 Western blotting T
fi#Eti L 72, 1gM H-chain, L-chain £ FUE & DX L~V % TICR$H & L 1Z% #1% 1 IgM H-chain
¢ L-chain Z/7v3,

Ref. 102 @ Fig. 3-3, Fig. 7-5 & Ref. 104 @ Fig. 3 < Uf Refs. 108, 115 and 117 ® Fig. 5 £ [ L.
Ref. 116 D[X]-10 & [F L,

X-11. RHARFEIAM O Pax5(-) DT40 Z Bk D RE
DT40(W) X U558 DYIIE) & B R 7 — P IC B 1 % Pax5(-) A WIREF (ERIGE) L H a2
PeolEy (Hfllo 3 o0EE) CHEMBRER L 72,

Ref. 102 @ Suppl. Fig. 3-S1. Fig. 7-6 & Ref. 104 @ Fig. 5 % U* Refs. 108, 115 and 117 ® Fig. 6 &
[A Uo Ref. 116 DX-11 &[F L,

X-12. EHAREE AR © Pax5(-) DT40 28548k TD HDACs, HATs LB RF7 7 1Y — DK A v
— DB FIDZEAL,
HDACs & HATs (A)X VHEE R F(B)D % A/ 2X—D mRNAs ICFFERN 7 774 ~— L X9 &L [E L
4 RNAs % ffl\» T RT-PCR % Efiti L 7=,

Ref. 102 O Fig. 3-6 JX U° Ref. 104 @ Fig.7 £ [ U, Ref. 116 DX-12 £ [H L,

X-13. =7 b Y HDAC2 #En 1D 7 7 LK. HDAC2(-/-) DT40 28 Bik o fESL K O R HAES E AR
D HDAC2(-/-) BRI D% 7 v — v IiZ¥1F % IgM H-chain, L-chain D #HHE L <L & mRNA L~

N DEAL,
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(A) =7 U HDAC2 BT 7 7 £i8 (L), B OILKK (Fh) & 2 20T Vv
(F22) oM, =27V v 1~16 DIBLMETRT, EAMNEEETFZHKERY 7 2T
~$, 7'm—7 HDAC2 %ZJKtar v 7 ACT/RF, BamHl & EcoRV WihZ Z DRk X L IR T,
(B) MR 2 D ¥~ 53 H1(Southern blotting), 7/ 2 DNA % DT40, 1 D ~7 v ZZ 5L, 6 i
DR TR S HEEL 72, BamH1 & EcoRV Wil % 7' 1 — 7 HDAC2 THHT L 72,
(C) 7 TR X V43Hi(Western blotting), DT40 (W) & H5#D#HAE). M) &L B 2T =2 D
6 2 D HDAC2(-/-) clones cl.2-1, c1.2-2, cl.2-3, cl2-4, cl.2-5, c1.2-6 2> L REHE # Higf L 72, IgM
H-chain & L-chain @ 2 -2 ORI % V> T Western blotting % FEE L 72 H & L X% #1211 IgM
H-chain & L-chain 2 2D v V) %Rt
(D) RT-PCR, DT40 (W) & 5582 O YIHAE). HHIM) & ZIA@L) A T —¥ D 6 2D HDAC2(-/-) 7 17 —
v %64 RNAs % Hififf L 7z, IgM H-chain @ 5¢ 2% (whole form), 3% (secreted form), fEid &Y
(membrane-bound form) mRNAs & Uf L-chain mRNA ICFFER 7 77 4 ~— %2 Wiz,
Ref. 102 D Fig. 4-1, Fig.7-8 & Ref. 105 @ Fig. 1 & Refs. 108, 115 and 117 O Fig. 8 J< U* Ref. 109
O Fig.1 £ U, Ref. 116 D[X-13 LA L,

Xl-14. EHARZEIAR © HDAC2(-/-) DT40 & ¥k D % 7 v — v T D IgM H-chain, L-chain ® & H'E
L~ DZEA,
DT40 (W)X UEEOWIIAE). M) L BIAL A 7T =V 2 50RO »DRHHICE T 2 6 2D
HDAC2(-/-)Z & — ¥ (clones cl.2-1, c1.2-2, c1.2-3, c1.2-4, ¢l 2-5, c1.2-6) 7> b 2 E H'E # Higft L 7z, IgM
L-chain #i/& (IgM H-chain & %X X593 %) & IgM H-chain HL{AD 2 2 % I\ » T Western blotting
CHERfEHNT L 720 IgMH & L 1&%Z % 41 1gM H-chain & L-chain %/~ 3,

Ref. 102 @ Fig. 4-2, Suppl. Fig. 6-S4, Fig. 7-9 S U* Fig. 8-3 LA Us & 51T, Ref. 105 D Fig. 2
& Refs. 108, 115and 117 ® Fig.9 & Ref. 109 ® Fig. 2 J< X Ref. 111 ® Fig.2 & [A U, Ref. 116 D[]
-14 LFL,

X-15. EHARSEHN © HDAC2(-/-) DT40 2 Bik D% 7 v — v T D HDACs, HATs ¥z 5 KA1 7 7 3
Y —DHRX v A= DI HHDOZEA,
HDACs & HATs (A)X CEEE R T(B)D 4 A 23— D mRNAs ICFFRN 72 77 4 ~— L X-13D &
[ U 6 2® HDAC2(-/-)7 @ — ¥ (clones cl.2-1, c1.2-2, cl1.2-3, c1.2-4, cl1.2-5, c1.2-6) D4 RNAs % i \»
C RT-PCR % %Efii L 7z,

Ref. 102 D Fig. 4-3 & Ref. 105 @ Fig. 3 )X OF Ref. 109 @ Fig. 3 L [ U, Ref. 116 DX-15 L [F L,

X-16. EHARE#E AR © HDAC2(-/-) DT40 ZE R D% 7 7 — v TD IgM H-chain DEFE L _L D
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21,
DT40 M OREEDWIHIE) & B IL) A7 — P Ic BT 3 HDAC2(-/-)D 4 D 7 1 — (clones cl.2-1,
cl.2-2, cl.2-4, c1.2-6) % & T-HEMEE (LX) & IgM H-chain O RFEGUA % Fl v 72 (0% 8 FoEmss (T
X) CHIE L 7=, &L 72 IgM H-chain IZ£:-0 < R OWHIEE 5 13 HDAC2(-/-)D 4 2D 7 1 —
DREBEOYIHAAT -V OATRDLN (EKID E), IgM H-chain IZ#2 < ¥ 7 F it
HDAC2(-/-)D 4 2D 7 v — v OIEDOYIRAR T —v oA TRw bz (FTRDE),

Ref. 102 O Fig. 4-4, Fig. 7-11 & Ref. 105 ® Fig. 4 X UF Refs. 108, 115 and 117 @ Fig. 11 £ [F L,
Ref. 116 ®[X-16 & [ U,

X-17. REAR# AR © HDAC2(-/-) DT40 Z Rk D% 7 v — v OEREZA L,
DT40 M OREEDWIHIE) & B II(L) A 7 — P Ic BT 3 HDAC2(-/-)D 4 D 7 1 — (clones cl.2-1,
cl2-2, cl2-4, cl2-6)Z BB CHBIZ L 7, B0 RL 2 HTFOFEOF D 2 DEIRL 72,
HDAC2(-/-)DEEMND 7 + — LIIRFEDOVIIAR T — Y O A TR b, HRIHA T — 2 Tld DT40
L EBRICOEED 7 o — 2L LTz,

Ref. 102 O Fig. 4-5, Fig. 7-12 & Ref. 105 O Fig. 5 X F Refs. 108, 115 and 117 @ Fig. 12 £ [{ L,
Ref. 116 ®[X-17 L [A U,

XI-18. RIAEGEWR © HDAC2(-/-) DT40 ZRKDK 27 v — 2 TD IgM H-chain, L-chain & U
HATs, HDACs L Bz B R T 7 7 1 ) —DE X v N — DR T RO ZAL,
DT40 (W)X U8 E DO W HIE), HHM e BHOA T Y2 80RO 0RHICE T 2
HDAC2(-/-)® 4 DD 7 v — ¥ (clones cl.2-1, cl.2-2, cl.2-4, cl2-6)7>H 4 RNAs % HEfL 7z, IgM
H-chain D54 (whole form), 57 (secreted form), &A% & (membrane-bound form) mRNAs &
L-chain mRNA X (F[X-13D & [X]-15 TZA{L L 7z HATs, HDACs L B5G KT 7 7 I U — DK X v ox—
D mRNAs ICFFE) 72 7°F 4 ~— % H\v» T RT-PCR % % L 7=,

Ref. 102 @ Fig. 4-6.Fig. 6-S5.Fig. 7-10.Fig. 8-4 & Ref. 105 @ Fig. 6 & Ref. 107 @ Fig. Suppl. Fig.
S5 & Refs. 108, 115 and 117 @ Fig. 10 & Ref. 109 ® Fig. 4 Jx OF Ref. 111 @ Fig. 3 &£ [ U, Ref. 116
DX-18 EF L,

-19. HDAC2(-/-) DT40 R DH 7 v — v DHIFHESL

HDAC2(-/-)D 3 DD 27 1 — v (cl.2-1,cl.2-4,cl.2-6) & DT40 (WT) % 5588 L. Fon L 7= W] -cHfa %k
Z G UG % E L 72,
Ref. 102 @ Fig. 4-7 & Ref. 105 D Fig. 7 X U° Ref. 109 D Fig.5 & [ U, Ref. 116 DX-19 L [[F L,
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[X]-20. HDAC2(-/-) DT40 Z Bk D % 7 v — v TERE L 72 K& D IgM H-chains, L-chains % 23 %
BT s ET L,

Ref. 102 O Fig. 4-11 & Ref. 105 ® Fig. 11 < X Ref. 109 ® Fig. 7 £ A U, Ref. 116 DX-20 & [d]
Lo

X-21. = HE R AR 31 2 HDAC2(-/-) DT40 BRI D% 7 0 — v TD Pax5 EinT-D 5-
Lt B 5 - b R OB G AL 7 v = F VEBTD B A b v H3 OFFE Lys BRIED T £ F
ML v DZEE,
DT40(W) &85 = O WIHI(E). HFHIM) & R A 7 — Y IC B 5 HDAC2(-/-) D& 7 v — v
(clones cl.2-1, c1.2-2, c1.2-4, c1.2-6) T D Pax5 i@In+ D 5-3if# Lift, 5-=hE Bt NG5 Lo 7
o~ F ViE D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 %EDO T 2 FrfbL &%
NotchIP 7 v & 4 {5 Ti|~7z, Pax5 1@ 5-UifF L. 5@k L. #5500 DNA ik
BANCHE D WTCT A v L 72T T4~ =& T F b Lys BRIEEDFREYUAZ V72,7272 L
clone cl.2-2 IZBL Tld. #WIHAE) & BIL)R T —Y DA TT & F 1t K9/H3, K14/H3, K18/H3,
K27/H3 Hifk D &% v 7z,

Ref. 102 @ Figs. 5-1 ~5-4 D+t » + T, Fig.8-6 L[A L, & 5iC, Ref. 106 D Figs. 1 ~4 D+t v
F T, Ref. 110 @ Fig. 1 &[F L, Ref. 116 D21 L [H L,

X-22. Rk #EARIC 31 %2 HDAC2(-/-) DT40 BRI DK 27 0 — » TD Aiolos EIm T D 5-
Lt B 5 - b R OB E LD 7 v < F HETO B A b v H3 OFFE Lys BRIED T £ F
P ( AV LY Y (N
DT40(W) & e i 2 D YIHIE). HM) & BIHL) A7 — Y Ic B 5 HDAC2(-/-) D& 7 v — v
(clones cl.2-1, cl.2-2, c1.2-4, c1.2-6) T D Aiolos HE(n T D 5 -Ur % F i, 5 -mba_E it M G R AL D 2
o~ F ViE D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 %EDOT7 2 FrfbL &%
NotchIP 7 v % 4 #CHi<7-, Aiolos BET® 5-Uifs B, 5=k iR, 550D DNA 1
HEHNIEDONTTHFAL v L7z T T4 ~v— KT 2 F Al Lys BEORREPUAZ vz,

Ref. 102 @ Figs. 5-5 ~5-8 D+t » F T, Fig.8-7 LA L, & 5iC, Ref. 106 D Figs. 5~8 D+t v

} <G, Ref. 110 @ Fig.2 £ [A L, Ref. 116 D[X-22 & [F L,

X-23. o E R AR 31 3 HDAC2(-/-) DT40 BEMK D% 7 0 — v TD EBFl BIE T D 5'-
WFE B, 5 bR R CIRE SR D 7 v~ F VHEBCO v A + v H3 OFFE Lys BEDO T & F
(AP A (B

DT40(W) & @55 = O WIHI(E). HFHIM) & R A 7 — Y IC B 5 HDAC2(-/-) D& 7 v — v
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(cl.2-1,¢l.2-2, cl.2-4, c1.2-6) T D EBF1 BIn¥ D 5-f% ik, 5@ Bk G0 7 v~ F
v I D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 &I D 7 & F b L <~ v D ZE{l. % NotchIP 7 v
t A LT 7, EBFl a1 D 5-fF B, 5-=kE iR, 55020 DNA ALY Ko
WCTHA VLT T4 ~—&T v F b Lys BEO R RTA % v 7z,

Ref. 102 @ Figs. 5-9 ~5-12 D+t v b T, Fig. 8-8 £[H L, X 5IC, Ref. 106 D Figs. 9 ~ 12 D+
v FC. Ref. 110 @ Fig.3 &AL, Ref. 116 DX-23 L[F L,

X-24. = HE R AR 31 3 HDAC2(-/-) DT40 ZREMk D% 7 v — ¥ TD OBFl BIE T D 5'-
WFE B, 5 - bR R CIRE SR o 7 v~ F VHEBCO v A + v H3 OFFE Lys BEDO T & F
P (AVE Y Y
DT40(W) & e i 8 D YIHE). M) & BIHL) A7 — Y Ic B 5 HDAC2(-/-) D& 7 v — v
(cl.2-1,¢cl.2-2, cl.2-4, c1.2-6) T D OBF1 JEIn 1 D 5°-iif#% Lifit., 5°-&kE itk PGSR Ao 7 v~ F
v I D K9/H3, K14/H3, K18/H3, K23/H3, K27/H3 &I D 7 & F b L <~ v D ZE (. % NotchIP 7 v
A LTI 7, OBFl #inT® 5-Ef L. 5-@EkE LR, 55020 DNA HEAES] ic &Ko
WCTHA VLT T4 ~—&T v F At Lys BEO R RTA % v 7z,

Ref. 102 @ Figs. 5-13 ~5-16 D+ » } T, Fig.8-9 LA U, & 5, Ref. 106 D Figs. 13 ~ 16 D
v b T, Ref. 110 @ Fig.4 L[ L, Ref. 116 D[X-24 & [F L,

[X]-25. Pax5, Aiolos, EBF1, OBF1 ICBd3 2, @R © HDAC2(-/-) DT40 ZHEED 4 O
D7\ —(cl2-1, c1.2-2, cl.2-4, cl2-6)IC BT 5, 5-0F% Lt 7 v~ F v HHIE D K9/H3, K14/H3,
K18/H3, K23/H3,K27/H3 @ 7 & F Mt L~ L (hyper- or hypo-acetylation levels), 27 1~ F & D
7 # — L(loose or tight form), B FFEIU(mMRNA) L~ L (high or low leve) DZE LD & & ¥,

Ref. 102 @ Fig. 5-21 & [A U C. Suppl. Fig. 6-S10 & Fig. 7-16 DeXZ K, X 5T, Ref. 106 D Fig.
21 & Ref. 107 @ Suppl. Fig. S10 & Refs. 108, 115 and 117 @ Fig. 17 X UF Ref. 110 @ Fig. 5 £ [F L,
Ref. 116 D[X]-25 L [F L,

[X]-26. IgM H-chain (& HDAC2(-/-) DT40 25 $4% D % J& PR (peri-nuclear space). /)M {4 (endoplasmic
reticulum), MHAEZH (cell surface) I JSTET %o

HDAC2(-/-) % ¥ 4 = ¥ (saponin) THRULIE(A) & H(B-E)#%. IgM H-chain DR RIUAZ H 7%
VEE T UAMER IR 2 £ L 72, KHID P, E. S 3ZhZ i, %A (peri-nuclear space). /IMiff
(endoplasmic reticulum), #AEZRH(cell surface)lZJG7ES % IgM H-chain DK T 4 7+ 7 F %

NSRS
Ref. 102 O Fig. 6-1,Fig. 7-18.Fig. 8-11 £ [A U, & & IZ Ref. 107 D Fig. 1 & Refs. 108, 115 and117
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@ Fig. 18 J2 T Ref. 111 ® Fig. 8 & [ L, Ref. 116 D426 L [F L,

[X1-27. IgM H-chain |3 R ZH O YIHA(E) & BIA(L) R 7 — ¥ D HDAC2(-/-) DT40 25 B4k D 1%
FAPE(peri-nuclear space)IZ JHTET 5,
BB OPIMIE) & RI(L) R 7 — ¥ © HDAC2(-/-) % IgM H-chain DFFEGIIR % F 72 P8 5 1 TEIY
BCBIE L 72, (A)IRVIH AT — 2 D HDAC2(-/-)D 1 2D 7 v — v DEHE, (B), (O)IF %N ZF(A)
DRHI b, ¢ TR LA OIE K, (D), (G), DIFEMAAT — D HDAC2(-/-)D 3 DOD 7 v —
DEE., (E),(F), (H), D), K)IEZNLZ D), (G), D)DK e, f,h,i TH LM OIEKK, EREL
7= IgM H-chain (3 ¥]H# & #2127 — & D 42T D HDAC2(-/-) D #% & PAEE (peri-nuclear space) i JHTE S
%,

Ref. 102 @ Fig. 6-3, Fig.7-19 £ AL, & 51T, Ref. 107 @ Fig. 3 X UF Refs. 108, 115 and 117 ©
Fig. 19 £ [A U, Ref. 116 DX-27 £ [A L,

[X]-28. FHAKEEHAR © HDAC2(-/-) DT40 £ %HE D clone cl.2-1 IC351F % Pax5, Aiolos, EBF1, OBF1
BLRTO& -Gk o~F viEIBICE T2 A b H3 @ 5 DORED Lys F&HE (K9/H3,
K14/H3, K18/H3, K23/H3 and K27/H3)D 7 & F AL L ~ v DAL,

Ref. 102 @ Figs. 5-1,5-5,5-9,5-13 ®+k v b T, Fig. 6-S6 & Fig. 7-13 DAL, & 5T, Ref. 107
@ Suppl. Fig. S6 X T Ref. 111 D Fig. 4 L [F U, Ref. 116 D[X-28 L [F L,

[-29. RS A O HDAC2(-/-) DT40 ZZ 52K D clone ¢1.2-2 IZ 351 % Pax5, Aiolos, EBF1, OBF1
BLRTO® SR o~F viEIBICE TS A b H3 @ 5 DORED Lys F&HE (K9/H3,
K14/H3, K18/H3, K23/H3 and K27/H3)D 7 & F- AL L ~ v DAL,

Ref. 102 O Figs. 5-2, 5-6,5-10,5-14 D+ » + T, Fig. 6-S7 & Fig. 7-14 DAZEIRK, & & 1T, Ref. 107
@ Suppl. Fig. S7 St ' Ref. 111 @ Fig.5 & [A U, Ref. 116 D[X]-29 & [F L,

[4-30. RS A O HDAC2(-/-) DT40 Z 52K D clone cl.2-4 IZ 351 % Pax5, Aiolos, EBF1, OBF1
BLRTO& SR o~F ViEIBICE TS A b H3 @ 5 DORED Lys F&E (K9/H3,
K14/H3, K18/H3, K23/H3 and K27/H3)D 7 & F AL L ~ v DAL,

Ref. 102 O Figs. 5-3,5-7,5-11,5-15 D% v b T, Fig. 6-S8 & Fig. 7-15 DERENK, & & 1T, Ref. 107
@ Suppl. Fig. S8 X U* Ref. 111 @ Fig. 6 &[] U, Ref. 116 D[X-30 & [F] L,

X-31. ¥ T o HDAC2(-/-) DT40 28 EAR D clone cl.2-6 IZ 35 1) % Pax5, Aiolos, EBF1, OBF1 j&
o0& s-aFE LR ue~F ViEIcE T2 e A Y H3 @ 5 DORED Lys #A (K9/H3,
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K14/H3, K18/H3, K23/H3 and K27/H3)D 7 & F L L L ~ L D254k,
Ref. 102 @ Figs. 5-4,5-8,5-12,5-16 D% v + T, Fig. 6-S9 & Fig. 7-16 DRZERK, X & 1T, Ref. 107
@ Suppl. Fig. S9 X TF Ref. 111 D Fig.7 L [F U, Ref. 116 D[X-31 & [F L,

X-32. AR © HDAC2(-/-) DT40 ZZ B kD 4 DD 7 1 — v/ (cl.2-1, cl.2-2, cl.2-4, c1.2-6)iC F
\F % Pax5, Aiolos, EBF1, OBF1 IC B3 % . 535 Lifi 7 v = 5~ v fis < D K9/H3, K14/H3, K18/H3,
K23/H3, K27/H3 ® 7 & F ML L <L (hyper- or hypo-acetylation levels), 7 0~ F V& D 7 4 —
Zi(loose or tight form), ELT-FEIH(MRNA) L ~ L (high or low level) DZ 1L,

Ref. 102 @ Figs. 6-5, 7-21, 8-10 &[] LU, ¥ 51T, Ref. 107 D Fig. 5 X X Refs. 108, 115 and 117
O Fig. 21 XU Ref. 111 & Fig. 10 & [F] Uy Ref. 116 DX-32 & [F L,

[XI-33. % )& FAPE(peri-nuclear space) TP IgM H-chain @ J7E X OF HDAC2(-/-) DT40 ZEERIC BT 5
HHE L 72 IgM H-chain ICBE3 2 > 7 F LD 7 u~F VEE~DmEEE o7 1,
/X)) HDAC2(-/-)® 1gM H-chain 3% L T\ % %A B (peri-nuclear space) D —iil%r (IX] 26-C
DTEDORHIP TR L7) ZKEEL TIEAL 725 H,
HX) FREL 72 1gM H-chain ® 7 v~ F ViEiE~D v 7 F VM REHERE O € 7L, HDAC2(-/-) D%
Ji& BH IS (peri-nuclear space) T#& A L 72 IgM H-chain iIC DWW C D ¥ 7 F v, A OZERK 7 v —v
T/7u=F VHEENR VIR UGEI N, 0¥ 7 F et 3 2 A 7aInE & b & 235] i
WTi2 5, ECRR/ECRS: environment change recognition receptor/site (BBaZ U2k A%/
#B47) 5 4C machinery: chromatin conformation (structure) change complex machinery (7 v~
F v REZALE A REEE),

Ref. 102 @ Fig. 6-4, Fig. 7-20, Fig. 12 X [A Uy ¥ &2, Ref. 107 ® Fig. 4 & Refs. 108, 115 and117

D Fig. 20 2 U Ref. 111 D Fig. 9 ¥ [A] Ly Ref. 116 DXI-33 L [A L,

B-34. ZMREZBEL COTEY =47 4 v Z7EMIC X 2 7 v~ F v iED AT B O A A Al
HEAL7z7n 77 LI Tug i Ll a5 1cB9 3 2 chromatin conformation
change code theory (4C theory) D€ 7 /L,

IV AT 4y ZEMICL S 7 v~ F VEEED WO ALEAI X, SHAREE L T,
F55E D fn ¥ D ORF(open reading frame) Tid 7 { T, 5 - % L ifi (proximal 5 -upstream
chromatin region: notch of chromatin: 7 B <=5 v O4HH) T3, 7 n<F vEEoE 2 H
%\ 38\ 7 + — L (tight or loose form) (%, & Z + ¥ H3 OFED Lys BBEDE 2 H 3 0 I3E
W7 & F Al L~ (hypo- or hyper-acetylation levels) iC s> \WC kb | #EITHH (E5) o
Z A4 v F (off or on) Z 3§54 L THEEFEY) (mRNAs) DIEWDH 2 W IdEWL L% 5[ &,
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Ref. 102 O Fig. 6-6, Fig. 7-23, Fig. 8-14 & Ref. 107 D Fig. 6 & Refs. 108, 115 and 117 ® Fig. 23
JL U Ref. 111 & Fig. 11 &R U, Ref. 116 D[X-34 &AL,

M-35. THRitROMICET 2 vy =27 4 v ZEfIC X 3 506 EfEBO 2 v~F v
38 o0 T O R AR I B UMY 7 > 27 L B AT L 72 MR IS B 208 O s 1 R
& BRI D Al R,
ER) eyt T4 v 7{EHIIC X B REDQBIZT O 5-E6E LRER O 7 0~ F Vi o
PO AR IE S R %8 L <Rt ofild ciEer iy | BEE oy 7 F ki
PNCTZ THL > 72 Y M TR S 2\, Ac, Ac/2, Ac/10 3ZhZh, a7 ez by (flzid,
b 2 b v H3) OFED Lys (KEEDE W, 22720 @, #5080 7 & F 4t L L (hyper-,
considerably hyper- and somewhat hyper-acetylation levels) % 5E P 1C £ 3,
iR e TR G 0B RS (PR sERETERcE T 2) LERKE (TR) off
fHNEEY 72 > 7 F N % AT WL o 72 4RIE RO - LRI ICHEE 2, Ac & P i3ZnZh, T+
Fout. U L, ZoftiolbH ez RS,

Ref. 102 @ Fig. 6-7, Fig. 7-22, Fig. 8-13 & Ref. 107 @ Fig. 7 & Refs. 108, 115 and 117 ® Fig. 22
S U Ref. 111 @ Fig. 12 LA U, Ref. 116 DXI-35 L [A U,
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