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MR RO EE (F10) @ Bs T & HHEE K 1 c-myc 28 DATHIIEIZ IV TR 72851
IR A2 92 & D DI LAY 7 cmmye DEETHIFHRE ORI A2 B L L=, %9,
7R 7 K E A L TIGEEA IR 2L ZE S, T 25 HEA 1-Chn 5
HAZ KA REZBREAICEE TS 2 L 2RATDHERMEICZ Lotz UL, Thicfib iz
GEARE I ZEL Uicd TRRT 2 HIEEMEN UT-, cmye (LA A Z3mH]
SENTEE T OB 7 1 — 2 —45E80 DNA % bait 12 LT, Z O DNA IZHEERICHE AT 2 i5E
AR % i B LC/MS CREMT « RIET 5 ik A MeNL TX 7z,

WFZeR RO EE (3530) @ We found that the expression of one gene is down-regulated in
cardiomyocytes while up—regulated in HUVEC or smooth muscle cells by c—myc. To clarify
this cardiomyocyte—specific transcriptional mechanism by c—myc, we developed the nuclear
extraction method that can obtain structurally—intact transcription complexes binding
with high-affinity to their specific DNA sequences. Next, we narrowed the range of
putative binding site of c—myc transcription complexes in promoter region of the gene
by using both comparative genomics approach and transactivation assay. We performed DNA
affinity chromatography using oligonucleotides containing the binding site of c—myc
transcription complex as bait and nuclear extracts from cardiomyocytes or HUVEC. Using
a high—-sensitive LC-MS/MS technology, we identified cardiomyocyte—specific components
in c—myc transcription complexes.
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(N TZHeMEeMlE : induced pluriopotent
stem cells) [FFFAEERLHEEMIA~DIGH]
PR STV D, b LRI R E i
f5FRETH D four factors (0ct3/4, Sox2,
K1f4, c-myc) ZEAT5HZ & C, iPS Mz
ERCTE 228, HTH &0 bI R E %
15 DN cmye ThH D, iPSILITEE L. cmyc
I3 FE T HA T U 7o M R B (R
LTV BIs FREDFEBL 2 L. kTl
D 3 ODRFDO—H L EEKRZIER L T iPS
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NS NG ) D (R = B AN
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LML, h4 13 HETE—2 L7
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BRI E BT 72 Sl & 2 DAR R & —
WPEICHEIBLT 5 Z LML TND, LA
BIZBWTLHME S PR w7 7 A
ARRKRESEMHLLTNDZ LITEL ORiE
DD, ZORELMIZIT 5 &
F& BLHI RS O 2L O I BLHE IZ c—myc 3]
SNOEE S TND Z ENRIESILD,
—J7 . DI D IR - L L D
b b, BEETTHY D four
factors ™ 1 2 ThdH 2D c-myc D.LFHMILIC
BT DEGFHESON TR, FEFR, cmyc
12 & 2 DA 35 1 2 8RB NG & fth
ORI (NEMIRL) & ERET Le & 25,
& 2% Bin+F X OB BN T O, Kk
A Z DEEBE IR S D Z & 6T
polc, & ZTODAMIRREER R cmmye DR
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BT cmye DL AFAIIRIZ IS 1T D RF Y
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O, DR 72 5 BUERE S 2 R i
fGF & FE L., in vivo lCBWTZ DEEGHEE
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(1) BEEGKREMNT 2T E 0 E
B 2 MR R E 200 B O 5 1EDBR%E
HEAEMORBETFRE (B5) 13, EARE
KIFRE, BRTHIEA T, 3 KONG4 A1
B (a7 7FX—4—,
T4 T—F—) IZLVEIf s, TrE—X
— B < BT DNA ICHEA L CHEE % GRS
TE, B FFEBLZHETT 2 DNA BLFITA
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B OB L ~LNRE S D (X),
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FEAEMORLZERRN T B R D HFD i
LD, O, MRS E AR L, B
WIS C 7 v~ F 2l % al e L=+
PINVEHCD, A b LT v~ T U4y
(2 FLAG B — X Z Nz, S ILHEIEIZ LY
cmye ZHDIRGEAEREZ T 2, HAEE
D E— X6 OEHIIXENL R 2 #8425
728 1%SDS ZETiEt Ny 77 — & N5,
ZOW%HIRE SDS BREHD— U v TIThIT
SDS ZBRE LIzt 7 = =V V72
EIERE 7 v~ N 7F 74— (RP-HPLC) |2
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— &K, P-TEBb, ATPase TIP48. TIP49.

CBP/p300, GCN5, TIP60, TRAP adaptor protein,

p400 histone—exchange protein 78 & HSE15
NTWD2, WIS DA MR R 72 b
DT/ L, emye (2K D OHARIEEER RS
POGZ#B T E 20, £ 2 TMBEICHRE L
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() BEEAEREMRT 25 HEE O E
HE D FE Y[R A 5 VA DT
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DERGREE R & AL FINZEL S T2
HREAZ 53 1 2 BB E W RAE L 7 o~ F 0y
I 2 AL LRI U7z, SR P Reis (FLAG &
— ) I CHGEAEK AR L 721% . FLAG
peptide & 2% WM IE pH TP elution ZikA7=
D3, RIS O 72 D I fEAIIT SDS T L
elution 7R/ -7z, Elution L7z¥ 7

AR o X 5T,

JL% anti-FLAG $Lf&C Western blot &#1T7-
-l 2 A EBOTFEMEKICS T FLEAV R
EROIZ D, 7a A T SNEE(L
LI B EERBER I TWDE LB XL
iz, WIZZ® SDS T elution Lz 7 v
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EXD XSz L—r 28 £ 3012C, LB
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vivo 7 1 AU 7k (photo-reactive amino
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PEBRE SN0 T,

WIZ, 7 a2 Y 7 RO EATO T IR GE
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