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Function of DHX9 phosphorylation in maintaining genome homeostasis

e BER, R MR

B85

75 EAER

FIRIBRFEREE NA A= AFIR 5 FEYFRE

F—7— N : DNA ZAERUIMT, PEEREARAIEE, DHX9, Y VER(L, ASAMR

db
1. 8=

BBz ETe” 7 & DNA 1T, 2EICHER
SNDREND D, HxRERIZE>TAELD
DNA #HEi%, 7/ LORZEEEZFRE L, Y
RHE OO EZ SR THR 2D, £0O
7=, DNAHEDOERIL, 7/ LAOZEM MR
[CEEARRE AR LTV, DNA#EOH T
LB RSP AR EICL s TAEL D
DNA — KU (DNA double-strand breaks:
DSBs) 1%,k b EEZ DNAEEHEO—>TH D,
DSB OEEIZ B NA Uik, 7/ & DNA
(KRB, AR BEE, SENE LD & FEREMERLA
IRTF BN E W TR, HIETED ZER 2 )
IWINELDZERFNo>TDHK 1D,

, DsB

“f '\

IEf A i fa i EREFTLHRMAFLY
Q@ RO Al

\/

WATFOEIR

1 DSBE{EDKE - BHIC L LIEBRIEIRE

DNA

HRAETE D DSB A3 3 Ol #3413 DSB &
ERRBE DD AARIRIE DR — 7 > L7 0 15
52 LETRRTHEDTH D, K2, DSBEHE
BEHE D 53 AW B IR RIS AU BRTR IR O
BEIZORN D EMEFIN TN D,

DSB (%, FIZHMHFEREHES. DDV IEHHE
A fH #2 2 &1 (Homologous Recombination:
HRICK > TEEESND ZERHLMNIIENT
WD, ZHETOWEL D, Zh b OEMEHEEIL
SRR Z R T BB BRI & o TR I
HENTWDLZ ER o TnND, TOHTY
PIKK
protein kinase) 7 7 XV — (2@ T %5 ATM
(ataxia telangiectasia mutated). ATR (ataxia
telangiectasia and Rad3 related). &% (® DNA-
PKcs (DNA-dependent
catalytic subunit)iZ, DSB & = D {EE R T4
U %5 —A$H{ DNA (single-strand DNA: ssDNA )-
RPA &2 K » TIEM L &4, 2 < DFER &
NIE R BT 5 2 & T, DSBEE M
B F = v 7 RA > Ol 72 £ DSB JH&
CBWTEERRRHZRZLTWS (M 2),

(phosphoinositide-3-kinase related

protein  kinase



Dse Dse RPA-ssONA
KuT080 I/—.\\': : :1.35; E f, ATR-IP
\_/’/- meEst (M ON ) )
DNA-PKes ATM ATR
DNA repair
Cell cycle control
2 PIKK7 7 I U124 ZDSBIiE DflliE

2. BH

Fx 2N ETIC, DNA-RNA ~U h—+F
Td5H DHXI 2 HRICHEHREL TV 5 2 L 2 #ih
L7z, L2vL7edh, DHX9 BAED X HIicL T
DSB E1EIZHEEET 2 7>, DHX9 O#REN & D K
INZHIEH 3TV D 2 OFEM 72 57 T 1T AR
B 72 803 > T b, Fex i, DSBEHEHIEIC
Ui nBES5 L TnWAsZ EICEHRLL,
DHX9 7% DSB O34EfE-~ TV v ER{b 2%
D0, VU EIND 7 BIX, DT ) NEENE
HEFFIZB U 2 BRIIMMNITHOVWTHLNIT S
ZEEHME LT,

3. ERFE

ABFETIE, & MERERRTH S U208 Hikd
OV, ZHUT GFP b L< X GFP ¥ 7 Z@ia LTz
DHX9 % ZEICHBL S Wi ffatkzEH Lz, &
8T B RHR & Bt GFP Bk Ttk RE L, PIKK
BEYF—FBoarvr ARSI THDS S/ITQ
U U b ERET kAR NCA L T ey T
4 ICE VR L, £, 2oL E FARA Y
A7 —EURFAITHL= FART K (50 uM, 1 K
M) &5WE hARA VAT —F T HERTHDL
Y7 hT Yy (1 uM, 1 EER]) WEL L, DSB % #
HSET . DHX9 DV U bEE R K ET D720,
DSB #{5#%%Al & 0FfH L T ATM & DNA-PKces O
P A [KUS5933 (10 upM, 1 BEfE) . & 20 i
NU7441 (5uM, 1 KFf#]) 12 LR D 5k % 1
WC DHX9 @ U Vb OMiEt 21T > 72, DHX9 ®
U AL S HIA R X > THIBI S TV D0 %
Bt 272012, Mgl 2mM @ thymidine % #s/N

L. 16 BrREER L7211 10 B U V) — 2 %247
V. BN 2 mM @ thymidine T 16 FE 558 2470
G1/S #iBE ST [FFA L 7=, Thymidine BRE% ., 4 RefH
B L S HICZFIFH L7z, £72.100 uM @ nocodazole
fFET T 16 RIS # L%, 6 FE YV —2%
TV GL IR & L7z, 723, DHX9 @ U V(LD
FREHZIE, Bk & RO FiEE vz,

4. BREER

DHX9 T hA Y FABIZE U TY U Efb S 4,
2DV URRLIZDSBEEOHEIT L &b IZEd LT,
WIZ, DHX9 # 5B & 32V VbR ORE %
1To7-, ATM FLEROIFEE T Tid, DSB TG U7
U UL 7V OEINTRD B b o T8
DNA-PKcs PREHAIEX DHX9 & U U ER{LIC B % M
E&hotz, 2O LG, DHX9 OV UL
X, ATM {KFCTH D Z E DN RB SN, — 7,
T T NT B TCIE DHX9 O U BRI
DIV o Tz, & Z T, DHX9 @ U b3 e JE
B X > THIE SN2 ATREMEZ MG 272,
e &3 % [FFH L. DHX9 © VU Vb z Mt L7z, £
OfER ., DSB IZ)G U7z DHX9 O U U ER{bi. Gl
TOHRRBD LNz, LR 5, DHX9 IX S ]
TR v~ F UVHEGICFMET D ARBERSD D
DHX9 @ U by S HITHiEdE TW D Al Rettid
PEBR T & 72\, DHX9 I HR Z{2HEd 5 2%, A AR
ol GL HITo Y UEfklX, HR RERRE & 1T
RADHWERICEET S RERZ X6 D,

G1 phase | S phase
f '
Fo b s
x 2 ; 2
@& @
NS e K_____/
‘ Non-HR function i ‘ HR f
3 KAERETEINEZTTILE




