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DNA 5147516 52 72 1 A7 18 5 %5 O AR S, O e PR Bib 8 T S 1 o7 1) B R 3L 77— O BB e Bl

X§i7 ATDC RNFS
hESES R34

DSB  DDR 4 Hy 25 4 5 1
XkFRiRES A

YL JEE 16 97 U0 H, B %8 5 (ionizing radiation, IR) B
% 5 MRS 20 B A9 DNA 35107, 3 i DNA 45 14 19 1
T, F00 o) w8 A% B 9 A B, B OHG TOT YRR A T R 4
JH T P B A A B SRR A G o FRAR SR S AR A
TR AL e 3 0 % 6 S A 0 A2 e I D v e A
Xof TE 5 2H SR 45 40, S T A R BT IR T ST AT Y 1
Rz —o ATDC 1E 5 98 25 W e Il 988 55 Ak 22 b Jgg
g R R KOKF 5B F MU BRI, AT-
DC R % I8 42 o 96 200 JH0 X Fi, 3 6 S ) BB, 2 5
SHEHT.

—ATDC £ FE #3701 1) §E f iR

ATDC vg B T 3 5 2% 8 1 8 40 100580 7 5K E A8 3
PR 20 L, T2 Y A s R T R M B AT Il T sk R
A5 FL[H] (ataxia telangiectasia — mutated, ATM) f 52
ATDC b J& T = 45 #4 38 3 14 ( tripartite motif — contai-
ning, TRIM ) ZZj% i) — 51, TRIM £ 1 ¢ i % HA —
FR IV LR F S50 38, 045 1 4> RING(R) X, 1 4> B box
typel (B1) X 1 1 /4~ B box type2 (B2) X, L F 1 4~
coiled — coil (CC) X, M 4K i 26 55 4 3 76 A [A] 1)
TRIM AR A (ATDC f3 7 Bl - B2 - CC 45
Fy S, H B/ R S5 F9380) (B )2 TRIM & 28065 1 254
G AT R - BL - B2 - CC 9 HESIIBUT . ATDC
A5 e 22 OB A8 A BT hPKCT - 1, pS3
RN A E AW L W E (HDACY ) fi4L3E B £ Bk ¥
Fe Rl (‘Tip60 ) #H H J i, 3 [F] 4 4% DNA i £ &
17, ATDC RIATF A Mg 2 RS2 — i SR g

ST BRI VLA HOE T A4 ¥ BB H (2013SYYRCYJO1)

YE# BAL 150000 IR 7RI BE AL R = MR 45 — BE e (£ A 30) ,
SAEFCH I ERER) 5150000 WA R I T A — BE B A ERE( TN )

IR W, B, Btk U, B P 4 : zhanxiaorongai @
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REVEMR R FE R AN, ATDC B
220 U W3 3k HG 0 ol M 25 M B 5 DVIL — 2 A LA
F AR 40 0 i 3 At 2 2% . ATDC fig 5 P53 /R,
) PS3 R B, B A0 R AR L PRk AT-
DC H0 H 25 48 55 B9 HL ) 7T RE 55 40 i J5 300 #9442\ DNA
e R % VIR G

—JR B3 ATDC HE AR ELEREES R
DNA #{5

ATDC 7] i 47 76 F o83 200 i 1 400 1 A% % 40 0 5
rp A TR 4y T BLAF A T 40 B Y 20 AR ST RN 40 R
BT 7E B 6 0 & b ATDC 3 3 7E 78 T 41 i
B RAN IR (U A SRS PSS B BT Y IR
B A X FF2R) fE 51 &2 DNA By $it 45, Jt H 2
DNA X4 Wr 24 ( double — strand breaks, DSB) , S 341
M BET B PR T ML AR B A9 23 7 8 E 9 DNA
16 52 18 1y 5 R0 G A= W 3 M R - B 5 R 0 L ) i s
DNA &5 P 7% £ % 276 41 MR N3 3, ATDC 2 5
DNA $ i 1& 52 e b 2 10 2 ] A el i A 40 i A% AL
Yang %" £F % IR J2: 75 5 00 40 L 4 ATDC. f 43 fii if
1T HRYES S, W] IR REAEHEAN I B N ATDC Ji)
Y1 A% N B o L 55 R0 5 700 R ) AR AR RO M . A
R I  ATDC DL 3l 43 36 35 9% 3 23 Wb 19 07 =K B ik A
M. ATDC 40 A A% P9 45 M 820 45 1) Sl 2 e 4% i
B ER S ATDC % 67 (AR 458 . 40 B
ATDC FE YA LG HE A RIA KT 5H 8
SIYEH T N DNA WM M 8B e B & 2 7,
N ATDC & 13835 7K 7 (1 $2 55 ] BH 2 B Ik DNA X
BEWT LR H . B ATDC 78 0 fE b % Ha B 4R 5 1
it 5% AT A5 IR X ATDC 75 20 M P 43 A 4 45 ) ke 78 A
X, it — LR ATDC 2 5 41 i J& 1 8 4% \NDA $i
i Z LI BE e T B Sl .
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= ATDC Bz E K E < (2 DNA €&

IR ¥5- 21 DNA 451 ), JLHJ2 DNA XUk Wy 22, 7]
DL 20 i P 52 2% 9 DNA 451403 [ I B2 F (DNA- dam-
age response, DDR), DDR B id — R & 2K
DNA 5 13 B0 % 15 5 % e 38 % R 200 2R 1 K B Ik
20 B SR B R OB 2 40 DNA 254, BT 5 2
20 B B T TR, A% G €0 5T 4R D 45 A8 10 g s R
G DNA 5 457 B %% ATM  ATR ( ataxia telangiecta-
sia and Rad3 - related) fil DSB d1[§) DNA - PK {3/ 5 fF
I 0y H2AX B AL, Horp ATM () #EB2 fk /2 DDR 11y
KB . ATM Ay B R Ak 5 2 ok 700 Fh AL BT 2 5,
JEHE SQ/TQ Z KR )7 4] , i 4H 25 1 28 & H2AX &
ATM B R AL 1Y BRI 454 , W 1k 1) SQ Z 1R ¥ 51 5
H2AX #Z N4, {2 i DNA 458455 ) ) 52 &5 1) NBSI |
MDC1 , 53BP1 .BRCA1 4547 52 5] DNA 53 73 o7 &5 A2
DNA iy

ATDC J& 4 i C BRY) A7 e 22 & TR A 5
R WL AL , 1T 2 U C & & 9EW] 5 ATDC 1y
RZERRAME ™ o ATDC F ifif 22 S BRIk JE A ATM
WA AL 1 #0524 40 i 5 R T R S 4R B I, ATDC
22 R 550 FRIL R C IS AE S ATM B2 Ak b i1
SQ ZALML Y AN 45 A, NN 42 5 ATDC /Y BT L & 4 41
P BRIy G PR, 430002 P53 A 7k 12 il
Ik P53 KMk 4R, £ P53 KR AR P, P53 Al Chkl/
2 g ATM BiER Ak 1 5 IS 25 4, 3 [m] 98 45 40 i ) 29 A6
AR, 5 G W, S WA G, /M W1 TE Ak, JF R e
P53, B P21 Y 2 ik K ¥, BH 40 0 & A
CDC25A &1k, 518 S WIH G, 10 20 g ks Ax xd iy BEL#
7 DNA XUk Wr 22 14 6 52 O BR 5 A2 I ) LA S R 4 s Bt
WU AR ATE . 7EdE PS3 OB P, ATDC St HL B
AR VE 3 3 9% MAPKAPK2 ( MARK - activated protein
kinase2 ,MK2) 4 § & #='"*' . MAPKAPK2 J& P38
fit 2 516 2 A yy DNA 45 45 F2 5 L0 A T 3% 8 A5
P38 A Y 1 PEM O ATM B R 1L, 4 TR 3 i DNA
PO, ATDC i 5 B P 51 fig 5 MK2 25 & JF A &
CDC25B #11 CDC25C M4k H # W G,/M F1 G,
S0 20 B SR ORGP T P A 2% IS R BEL i 4 A
Wk A 1, O DNA & 5 4R Ay |] fr i

M ATDC - RNF8 HHE {E Fl {2 i# DNA 1€ &

RNF8 (ring finger protein8) J& —Fp & A 485 4%
BEMR AR FE M B Z2 Ik, RNFS & A N I ) FHA 45
FAUHN C AR Y RING 545380 o TR b 40 i f) 75
F 2 & DNA XUEE (1) B84, RNF8 — FHA 25 {5 &

o HESS J5 9 DNA 4500530067 /) D g, 2 ifF yH2 AX [ 5
12 Z 4L F1 53BP1 il BRCA1 %5 DNA &4 %6 14 33 55 5
DNA UUEE Wi 24407 s, 76 RNF8 12 REE LML T,
53BP1 fl H2AX 1 B iR 1k {2 # DNA W &# (4 1&
21071 yH2AX Y B9z Ak A S3BPL R B 1R 1k
DNA BUEEAE &2 A Al 5tk 1Y &8 43, H H2AX F1 BRCAT 4}
P75 & DNA XUEEWT 24 bR . B IE yH2AX i B
12 % Ak 7K F A1 53BPL, H2AX 1 B 8 4k 7K 5F 7] 4
DNA XU Wy 2206 52 B 08 Jis) W5 00 5 % . Yang 257 A1
12 J5HEL G N R S O A PR S A HEK293 41 i & h
vH2AX [ 5132 Z Ak /K S F1 53BP1 H2AX (1) # R 1k /K
. UEB] T ATDC fE L 9% RIN J #% /9 IR 5 S 1Y
yH2AX 37 ZALKF- LA K 53BP1 K H2AX i % 1k /K
-, RNF8 J& ATDC 3 [H 113 [F] % 14, ATDC — RNF8 72
AR A A B AT REL [R5 ATDC Sk i .

ATDC 2 #8 T i B 48 5 i 3L N o 2 B )7 91 2
ATM FI MAPKAPK2 (R ILHE 55 . ATDC T i HE A
FFHIAEAER N Sl C 4 MR, Yang 25 43 51 % 4
K1) ATDC Bk = N i) ATDC 5= C ¥ ATDC |
LK TG ATDC 33k HEK293 40 g & FH w55 48 &t 4k
IR A HEK293 R 40 (1) 7776 % . WEB] T ATDC
) N o sl C i 454 2 PR 40 IR PR 3L K P 41, AT-
DC 7 B i = N 7 i %= D 58 1l RNF8 32 &K & 42 iy &
ATDC 2 1 2 Ty 6e1F 09 4l B IR, &8 2o 280 45 1
(B AL < Wt AL ) 5 40 L 5T A A% N 1Y 22 b 2 1 5 AR
gh AP 40 AE TG Je NDA $ifis &2, 2 m AT-
DC 1 ¥t fL 85 4@ 5F %, B R AL W T . RNFS ¥
HEK293 41l Jifd £ 11 40 Mo 4% N i 3k, ATDC 75 41 Jif i
FIA0 A N 223k, o 80% ££ 46 T 40 M 5T 9, 20% 1
TN IR BB AL ATDC ¥ i A#% H 3% ATDC
A R A P 0 A R IR 5 R R 45 . RING &5 4 32
RNF8 Ji 8l T X 245 & v s T A AZ N, AR
ATDC ) C i 45 #4 5 i 5 RNF8 — RING £ #4 35 )2
TR

N ATDC - RNF8 & J i i , ATDC \RNF8 LA
ATM 8 14 77 X 30 |, 3 43 4 8 (132 % {6 il DNA
B FRAEH DNA BEEZ G5 DNA BUEE K 24
(A 1 6 5 45 Ao BB H2AX B 2 fk, RNFS (1)
RING 454 5 FliZ 2 55 #2345 52 3] DNA - DSB, RNF8
ALz 25 H2A Ff1 H2AX J2 i, & #F 53BP1 FI
BRCAI 454 5 DNA 410 i & fit iff DNA fyfe 8",
ATDC - RNF8 {9 4H H. Jiz i H S8 XF e #) 1) RNF8 5l %
BRCAT v s (98 BB A, B0 3 1 3 26 37 A5 1Y
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THR e e T DNA XUHE K 2 8 52 gE R . 3t H i oF
FEMIH ATDC - RNF8 [ 4H H. Sz i 94 4% RNF8 [y f: i
ML R 58 4 B A%, {2 J& ATDC © #%3iE W] 5 TIP60
254, 2 5K EEES S5 RNFS 2 KAk i 1
PR E DNA S0 8 52, 53 b R Y aE R 45 R 2
Z3EW , ATDC A1 RuvBL2 ( Tip48) J& p400/NuAd &
AW S — AR B BE R RNFS g 3 20 Al L
ATDC 5 RNF8 1A B F HI 7] f€ i DNA $i 5 19 &
=i
A ATDCHIERIZARE
ML B AR SR YT AT Eon) DNA 5345175 5 40 g AL T 5%
JATATH SR 2 AR i 98 6 7 00 3 1 — TN T e 1
Iy o HLESHEBEEMS AR IE ATDC %07, H 5 B 4R 5
F18) 0] Sk 11 R S5F I) ) A7 FE ARG &R IS4 ATDC L3 7]
DA g VAl L B 5 S 450003 1 — M AR 0 00 5 AR S 0 L 7
Il PRAG YT b PEAl H 2 48 5 00 58] B T4 3697, 5tk
[F] B AT DA X ATDC 35 (X Bt v 2 4 5 1) e vk idE A7 24
Wy B A 19 A, TR I IR A2 T b i) E A IR A BOE Ty
S, 0 HL B A O 0 RO B B AR B AR o b
TR T U, T LA X ATDC 470 2 48 55 P 5 DNA
&2 A1 RNF8 %5 DJAH SR B 5 L, 3 FH B I TR 1Y
5 15 AR AH G 235 B 00 ok R, T 555 4% Al ik 96 4 i o
ATDC X H 25 4 S iy I8P Ve, s Ak TR X 98 48 it 19 1
BN, A R T AT RO DDA RO, B AT-
DC Al RLAE S — A3 S0 245 W) #E Ok 48 = I IRYR T o
AR ATDC Bt 55 48 55 4 1 19 AH OC S il F 52 2
IR — s R, EL 2 il R S 56 B4k 20 A X R 2 A
TEETRZ B MG . ATDC 75 2 Fl i 6 40 i b s %6, 3
ATDC 75 41 Jf N 19 & £ 52 g 0 28 AL i g iy 43 401
WL EE AR O B F UT IS 0 B AR A5 2
F 52, it DL ATDC 5 K470 i 2 40 5 n ALl H i >
i 968 O T U A Ak — o i BB A 5 O 1) ds T
IRIEA Ff T3 — L5
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