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Inhibition of the ATR kinase enhances 5-FU sensitivity independently of
non-homologous end-joining and homologous recombination repair pathways

ATR OFF—LiEERE X IEHR RS A B L ORI 2 0
ETE R FEKTRRYIC 5-FU I LA 1R - B AH 95

RCAEDES

5-fluorouracil (5-FU) X, DNA —Zg{HIWr (SSB) ° A4 8 (DSB) #5845 L ChillEE & R4
FHETHEEZZHNTEY, Hx REMEEBEOIRFEICHE I TV, Ataxia telangiectasia and RAD3-
related protein (ATR) i, S #i& G2/M HiiZ3\ T, SSB X° DSB % DNA &2 UHE B #i D2 1k
R AR EEZHES, AP TiE, ATR OX F—PiEHE2 BRI RE T A LI XA/ 5-FU
SRR O 3 FHEZ AT BE LT,

bb OB R _E R S A ML CHD SAS & HSC3 &V T, 5-FU ALER|Z 1% DNA & BE K+ &
NRIBBBIOEOEEOE& 2T AZ Ty 4o 7 TatrLiz, 5-FU I ATR PREHI(ATRI) .
ATM FHEAI, DNA-PK FHEAIZOFAL, MlaAFREREH U, 77— A NARNIZCHERaE #1, DSB,
TRV ADFMEAT o7, FEI AR T v 2A B LD yH2AX FIEGLEIZT DSB O, ~F AL 2T
TRV ADFHEEAT o2, RNA ¥ —7 UV ARBLOER PCR ICGEEFIRBMBITE21ToT2, SHIZ, 18
B2 (HR) AF BRCA2 BNERUI-F v A =—ANDLAF—ifpHEE MR, JEM B RS
(NHEJ) [A+® Lig4 3 LU HR [HFD Rad54 23 /KIBUT=~0 ARG R HESEMERaRR A O CRltin A 73R %
FHL. 5-FU & ATRi OREZ OB FEITo T,

5-FU BAIALERTIZ ATR @ H BV B EAMEREL . ATRI OO IZE > TV B A RISz, 5-
FU & ATRi OOFFH L, T OMFELEAIL DGR LU\ WML R 4R U, 5-FU & ATRi OFFRIE,
DSB o7 Rh—L ZADFEEAHE ML=, 5-FU 28T S HILAE TOMME D 1 23RS, BIiE
FRBUFENT TIL, 5-FU 12XoT S BILIE coMaE o0& LB ABE T ORBEASHERI N,
BRCA2 ZE Bk I LN Ligd & Rad54 D WEART RKIEHMIE~D 5-FU & ATRi Off F ALER 1% o il A 77
ROFEREMNS , D DNA EEHAELIAMNCLD ATR D4 FEIERA 5-FU A M1 52 B8 T AT]
BEMER RIS LT,

ARFFEIZED, ATR OFF—LIEMELE L. NHET 38X OVHR DIEERREE IERRAFRIC 5-FU [ XA/
TS A BRI T DT LB 25T,



