LIRS AEMEI MRS S, 30 (2016)

51 ELFIHICREEYT 3 TRMEBLIEXF > U H—EOMFEH Bl §ER

2 DML BB AT B VSV EOMRICIEFF ¥ - 7T TV —2R2BME5 L Twb, £LT, 1
Ko N2 B X F AR ELRBEEHEOHR T, I EXF ) =¥ E33EN S v 37 B ailikL.
BRI FF V2T 2 EELREHEY 722y b TH b Wil FELHECBITS TRIM 77 3 —2
EXF o) A —EHOEEWEDH S 2L %5 TWd o FFIC OB OV ELEAE TEE LR W { D2 OHEis
F-RFEIH T OREMEC, TRIM 773V —2VFF V) F—EEE5 L TVAE I EATRIBEEA TV S,
ARIFFEIZB T, FRE TRIM 7 > /82 HD 0 & D TH A TRIM29 %NS 5 Z & T FE~OBL- OB %
fTolze 70T F I 7 AWMFFEICLY, BHEEERTOLEFF MEICHE 32 TRIM ¥ 370Dk
L C TRIM29 % f##r3 % Z & T, FIL~DOBG5OME %47 > 720 TRIM29 1E B-box KA 4 ¥, IV Fafn
RXAL VBT HY R ETHY), INFETIZ UV ISHT 2MREZEICEES T2 2 EAME SR TwhH, R
WIFEic & 0. TRIM29 #5464 287 B & LT DNA B1EME 5 » 8 7 B skl S i, TRIM29 25 DNA 5150 &
Yis v B LTHRIET A2 LA L7z, S50, B TRBEMEIICET 22479 2 L12& ), BFL
B2 MR D456 TRIM29 A3BE5-4 % & & 2SI L 72,

DNA 153 27 F Vi HEALIZ 51T 5 TRIM29 D%l

TRIM29 complex

Histone tail

Activation of DNA damage signaling

BASC

TRIM29 C DNA damage

B> vH2AX
.

51




