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Gefitinib Radiosensitizes Non-Small Cell Lung Cancer Cells by Suppressing Cellular
DNA Repair Capacity
(77 4F =7 0> DNA EAEReINHINT I DI/ Nl e | ek 32 HoH i s B2 B 4~ o k)

T XN E O HEEF

(B ")

JitifE X, BIAE MU AR OE 1L Th D, FE/NRIANTEIXZ DN DK 80% % H© |, 2484
TEFIT 26% THY, 5 FEFRITDOTIC 1T% THDH, ZOLH7R I F0D, BEOEFRM EIZm
T FE/NR I T O HEREC B IC B D R 72 pathway, £FIC Epidermal Growth Factor
Receptor (EGFR) ZAZ 1 & L7 B LV BRI TRV B LA B TD,

EGFR 1%, ErbB family (28 T2 FAETHY, EGFR OIEMHALITE MO 5, i Hr 4.
B, EREEET RNV ADEERE T HZ LN BN TWD, FE/ NI E BV C EGFR
EEFEBLL TRY, EITROBRM, EREE, THRARIMHBEL TWDIENRESN TS, FH
SRR 2 & T IR RIS BT AP EO AL TV AZERIEIN TS, b0 e, EGFR
DT FNELET IR Z FHOIUR, BUSBRIER O R A H 8 CEH A REMES RIS TVD,

Gefitinib iZ. EGFR Z#EH) LT/ Ny FOTF a3 —EBRERTHY, HAITIE/ ALz Z
xfﬁkbf_&ufﬁuﬁﬁﬁf?hﬂirxﬂ%ﬁ) WD LT,

(2, BRI EGFR O))/ﬁéﬂ:}:%@T{m@ T NEIEHALSEDZENBHI NG 2 D0
/’L\f;ﬁ@n‘ﬁ/\’é‘ IRFEFNTHE ST TH D, TR, Bk & 2R FEREF 28123\ T Gefitinib (3, FE/INHAE At O
Fr N AON| %#@%T/Vfﬁ&%f%/Afﬁ@@%l‘iffiﬁ'mbf“é’E?ﬁféﬂ“@/‘é Ll EDATI
SANZOWTIEEET VIZEWNTOH, BIBNIESNTEY, MlRIZRB W TIEDIIITL T
BRI PESEE IR S L COD I DWW TIWERL IS LT, BIEEE BIL, Gefitinib 23Uk
FE 5 O DNA (B RS TAT O D 8% MAFE 4 2 & TR M2 B S S0 B AR L
=, BRAYIZIE, Host Cell Reactivation(HCR)¥#:., v -H2AX <2 pNBS-1 % V7=t by,
%, comet assay 5. Pulse-field gel electrophoresis(PFGE){%:% T, Gefitinib 7% DNA &2
R TEDII R BE RIT T ONERTILT,

5 B
1. HfuLs 2%
FE/ IR s A R kR T D AB49, H1299 %V, #EIR SN A 54T T CHEE LT,




2. AT RRIRIER

JEFRROBRIFIE 137Cs unit 2V, 22 B &2 LT,

3. Cell survival analysis

A549, H1299 %, Gefitinib 2341 1 2 mol/L, 2 1 mol/L DY TEH FI TV DEEEIK H CHE 2
L. 24 BRI 21T o7, 2Dk, MIaZRN 7V U ALBRL | B /et B ILICHE, 14 H#%=
n=—0D AT NI,

4. Westren blot analysis

BB MIEIZI1T D DNA B8 2R 54 _7E 0 EGFR O Tt R_IBE OB EERTT 579
(2. Westren blot analysis #1757z,

5. Host cell reactivation

B-Gal ZE ALY 7 /T A/VAD DNA % & JH S AU SRS 2 -V Tt b L B5 3 (15 32) 12
ZDOIANAHEGEE | ZOW i {bSiiz DNA 28 OREEEE TE0E MLz,

6. Sy gy

BEEMIRICX L, DNA EEEZRFTT 572912, v -H2AX, pNBS1 Of Yt s1T-o7,

7. Comet assay, PFGE

HUR BRI % 00 DNA Ol b a5 572912 Comet assay, PFGE # M 7z,

FE 2D

1. Cell survival analysis

A549, H1299 % Gefitinib(1 u mol/L. 2 u mol/L) T 24 FE#% 5-U7-HE1T . FER G REIC A~ i

MRS ORZ M2 RS-, (W THIUCB W THAE B ZENRROLI, )

2. Westren blot analysis

AB549, H1299 |Z Gefitinib(1 z mol/L, 2 u mol/L)% 24 By # 5 U= REI T IR 5T~ FhiR

MR #% D pEGFR O3 BIL~ LK LTV V=, Lo, EGFR @F DH L RIETHD pERK D

FEHIL U G RECIB VT A549, H1299 EHITIE FL TV adIZx LT, pAKT OFBIL~L 1T

AB49 [ZBWTIRERICE FL W =bo o, H1299 ([ZBWTE, L ~LDOK FAFRH B

Dol

3. Host cell reactivation

A549, H1299 (2 Gefitinib(1 x mol/L)% 24 W[ #¢ 5- L= #EI L IR G-EEIC L~ DNA OEMERRIC

ETFRRDOENTZ, (W FTHIZBWTHA BEENROLNTZ, )

4. SPE YL

A549, H1299 T Gefitinib(1 u mol/L)% 24 B G- UL, FE& GREC LT, bR IR o
S5t 1 BRI ICRB W T y -H2AX, pNBS1 OB A B ISHINL Tz,

5. Comet assay, PFGE

A549, H1299 T Gefitinib(1 u mol/L)% 24 B[ 5 U7BEIE, FE& GREC LT, RIS o
3%, 1 IR . 2 B2 12 DNA O b2VA BICE STz,

(& £

M4 EGFR ZARRIIC L7k 4 72354153 DNA 18 O pathway ZfHE 528128 - T, U
ZHEOHIRN I AT L CODIENRHRE SN TWD, A 1E] HEEHE BIX Gefitinib O 5-4 HUR R
(LA A DD LT, /NI IR ORI B W T, AFEROFERRK 2RO, £ZT, £
DRI DNABEHE D pathway (ZE DI BEL LT L TAEUEONERGTT 572012, 418
DO HETHRRZINZ T, £, BERBEICES DNA oW R (LICBT 25 L TiT->7- Comet
assay X ' PFGE (23 T Gefitinib 3% O& 58D DNA OWr i {b &R L7z, IIZ DNA &18
EICBIT DAL TITo72 HCR I2BWTiT Gefitinib 13ZF D ERHEOEEEZIKTSE-, &5
(2 B R BR T IC LD DNA o SO I fE Yl kb v -H2AX, pNBS1 OfFHc LY

-2 .




Gefitinib ZAHAEOELIETHBERBOHEMARBO LN, ZNbDZ 77 E1d, DNA o 4
DYIWrS NI AL ATM 2/ L CEI B S, DB EEZR Y T 22 7B O@EERETHZEN
HNHIVTND, DFED, ZHDX L 7 E DR %\WNEE DNA O " EH#HB GBS A M EE s
TUERAFL TNDZEERD | Z DB D IEIND H S B ME O B R L FE B BALR 3 2 L ST
Do ZIOD IR M D PSRN B D AH = X LEARD ~L{T-7= Westren blot analysis (2L
FHZEBWTIL, Gefitinib £ EGFR 22D FiRDZ L _7ETHDH ERK OFHL VAR T, &
5212 DNA o Z SN OIS 72 B O fRiEE 70D NBS1 ORBL~L 4 ERISE T,

PLEXY Gefitinib (252 BRSO TR O A = X M2 DWW TRFIL 725 K. EGFR—ERK
—ATM— y -H2AX —NBS1 OREDOGFAEDNRIBIN, T DNA EEEEICREL KT8
T BRI M2 R S TV D ATREME N B D Z LDV RIS U=,




(=0 Hi6)

FAMREOHEE B L OMHEYE

HEE S S 2 K 4 L RV
F+ & R oW R mo
Bl A #H R OW # X
ifm A MY F Bl A& #s=oow o E
Al & SO O I L/ QTN
Al A #H MK 75 T
Thm SCEA

Gefitinib Radiosensitizes Non-Small Cell Lung Cancer Cells by Suppressing Cellular
DNA Repair Capacity
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