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[ Abstract ] DNA damage repair (DDR) system plays an important role in maintaining of genomic stability. Ac-
cumulation of DNA lesions or deficiency of DDR system could drive tumorigenesis as well as promote tumor progression;
meanwhile, they could also provide therapeutic opportunities and targets. Of all the antineoplastic agents of lung cancers,
many of them targeted or were associated with DNA damage and repair pathways, such as chemotherapies and antibody-drug
conjugates which were designed directly causing DNA damages, targeted drugs inhibiting DNA repair pathways, and immune-
checkpoint inhibitors. In this review, we described the role of DNA damage and repair pathways in antitumor activity of the
above agents, as well as summarized the application and clinical investigations of these antineoplastic agents in lung cancers, in

order to provide more information for exploring precision and effective strategies for the treatment of lung cancer based on the
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mechanism of DNA damage and repair.
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NADNATERAZ F L7 U A PR RSN R 3R
H s, SR, R NDNA#IEE (DNA damage
repair, DDR ) 4 3L R a8 52 N IR R NEPE R R S
B DNAI, TEAE 2 FE RS S Ak R AR 20 0 KL PR 4
FasEVE" I & 4 EEAE ] DDRARSE FBAL &S A HE
FINE S 3 i - B SEDIBR &R (base excision repair, BER) |
[A] 5 #E 41 (homologous recombination, HR) | A& E

(mismatch repair, MMR) . 1R VI1E E (nucleotide
excision repair, NER) | JE[A] P K 3 % 4% (non-homologous
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FEF AT 300052 K3, KHERRE BEREMRER CGuilfER . 4

¥t , E-mail: zhongdsh@hotmail.com ) D D D

end joining, NHE]) P/, DDRIEH ) RAL S 0, &5
DNARIE I RER BRI, FEAR T 40 T Py F sk
UPERIEE S RE ), fe A AR S i R, U &
A0, AFFE SR 7 i 4 PR 2 30 B s A e AR
AR S, 29609 HIE/NAH T8 (non-small cell lung
cancer, NSCLC) 71 Y iR I Z A5 ARAR 53, 30%-50%01
e A7 A R AT R B GR [R5 H b e oo
) dRg 28 728 7714} (tumor mutation burden, TMB) , jX 2t
P DDRAG W ATAER RN BEAD, FEDIAE S R 5
WA T 5 K Ml i SR sl 5 187 A, AR R B A 32
A& (epidermal growth factor receptor, EGFR) . MYC, RAS.,

PIK3CA., [HJAE VLM LR 4 (anaplastic lymphoma kinase,
ALK ) S5 HE NS A/ s A i S RE R 2k, ik Le kA
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U] B S BUI R A A0,

DNAWIHIDDRIIAE S, bR T IS BUMR A A=, h
IR T AR A T LS RN A RS RA T T, AR
Bl 258 K SR S DNAT FIDNAIS B R 555 1)
FC . H S EONASIRIZGH), S7ER I [E] P 2 R4 0
ity A PR AR P s o PR i 4517 I DN AN g
PSS AR, WIHARPRAE T 000, SB[ I DRR
ARG OCHEER 25, T LA R I 28 Hf DD R g
i T R I MR AR sE T 02 it 4h, DDR
S S 200 M e PR 2 7 S A v 2 | 7B T JRE A Y T
BRI, A G A A 57 (immune checkpoint
inhibitors, ICIs) FJJRIFRUAR, AIUL, bk 259 & $E 5T
Je 1 PR R 2 0 ]2 5 DDR R Gu A G . AU DNA T
MBS S 2507 DG R T 458, JHLA S DDRAH
KEGAE IR 7 I HBLAR S RAR 2R

1 54— — SHDNARGHGETT AR

RI7 2590, SR TR EEII IR L be 7] DNA%RE

LB AR T LU S AL W DNAT . ik 24
YL\ 23 R TP TR IR 259 (antibody-drug conjugates,
ADCs) [JEZ, ZENSCLCHI/NHET (small cell lung
cancer, SCLC) [JRYT R HZAEH .
1.1 L8Ab 7 25 — — H S EME A DNAR S 0
AT — B2 IR Y7 1 3 A 09 8121k 25 b
) EEHLHE SDNARE B ER, TR RAERE S 1Y
F1-DNAZEIK, o I 2 AR A TIfE, 5 DNA%T
Yo IXFRGR TDNARY S S A 524, 525040 i
FET0S),

SR 7287 SCLCH H F 25 2 —
A LM R —— MR . R, R R i
TEF THAMT 25SCLCIIRYT . FHAMERRE . P Bt 5
DNA/#i NGRS A 3 2 54, M
T2 M DNASEE RNREEHE A, BHIEDNAR ] il
RNAG K, AR SRR 258 . R4 A R I
il ——IRFEIA ., SRR ] T SCLC—ZiRyT .
I R R LA e, KT iDNA R
PRI DNAWT 24 & B i e 0 I g, ST 22024, fili
Ao 2445 T SIS G, 1A S AR Tl
1.2 ADCs—— B HERL M DNASi 842 ADCs 18 1
fl2f RN, o A B R S5 /Ny T A M 24 3 i

BEEBTIAR TR i3 4 i 2 5 S B i, 3 3 N A AR T
AN T A REPE 2 W R AL DN, R HES T I
PEo HAT, /T4 iEaetE 25 T 2 a5 R EDNA 2
PR O TR 25 BT SR BT A IR R 20
Mk bEORER S, I, ADCsZ W T/ N3 121 il
FEEZ5 W) F AL A DIRE, SRS VR R ) R 40 S B
DNAG A HIFET 17

K2 (exatecan, DX-8951, DXd) & — = sk
i b 5 A B LI ] 7], DX AFIK BE M - G GF G HE 42 41
F (maleimide-GGFG peptide linker) AWM E S Y
Deruxtecan, S5 [FFRTEFEPIIAL & IE M AR FADCs
25, 2 ER - B B (Trastuzumab Deruxtecan,
T-DXd, DS-8201) JEH AJEE S EKINT32 482 (human
epidermal growth factor receptor 2, HER2 ) Hiog FEHLIA R
Deruxtecan4] il IHDESTINY-Lung01#f 53 #E HER 25 %
IREHER2EAFMATANSCLCHEH T T-DXAJ 7 G4 T T
VAR, 25 R, TEHER2 R I B F o, BENPINE
N2 fiff >R (objective response rate, ORR) 424.5%, HER2
immunohistochemistry (THC) 2+F13+ 1 5% fift -5 £L 1 [H]
(duration of response, DOR) 435 Ms.8 A6 ™ H, ik
2R (disease control rate, DCR) 770 h66.7% 1809181
TEHER2ZZE M B H, T-DXAMORRHASS%, H{7 Jogk
SRR ( progression free survival, PES ) h82A A, v
B (overall survival, OS ) H17.84 A1), flif Fei 2
By ( Patritumab Deruxtecan, HER3-DXd, U3-1402 ) &M
PUHER3PUIA FIDeruxtecanZ] i, 7EEGFR- i 2 R 4 17
]3] ( tyrosine kinase inhibitors, TKIs ) i 24 [ B HHNSCLC
BF T, HER3-DXdIAYTHORRH39%, HIiPFSHy8.24>
H 1, Datopotamab deruxtecan ( Dato-DXd, DS-1062a ) J&
HPLTROP2 G [EHIIR FIDeruxtecanZH A, 71w TEHE ifF
FHLRIELIANSCLC, Dato-DXAIRYTIORRA25% (8
mg/kg) . 21% (6 mg/kg) . 23% (4 mg/kg) , F{VPFSHS.41>
H (8 mg/kg) . 821 (6 mg/kg) . 4.31H (4 mg/kg) 21,

SN-382 #1455 A TR0 4 550 7 S R 0 P A
. Sacituzumab Govitecan (IMMU-132) &P T TROP2
FATEREDUARFISN-382H 1L, TEZRIANSCLCHIMMU-1324
ORR{UH17%, HIPESHS.2 A, A0S H9.5 1M H R,

ZR R — M2 AR M e A BRI . SGN-152
HIBT Lewis-Y S 5E REHTUIA R Z 2 1 R 20 U ADCs 2549, 18
ZIRRINSCLCHISGN-1SHk & Z VUl ZE A Je 2 Pt 28 HL2)
FJORR (6% vs 21%) , {HH . PFSN10.9 vs 7.0 K T2

BT T A T 7 T ﬁ%ADﬁ@Zﬁjﬁ Iﬂlﬂﬁﬁﬁm%
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Pyrrolobenzodiazepine ( PBD ) J&—ZEHr i1
AFE, H RN 5 MR 4 DNA/NE S5 A I 3
B, PHIEDNASHSEN 454, R DNAK # .
Rovalpituzumab tesirine (Rova-T) EMPLSFEE 3 ( Delta-
like protein 3, DLL-3 ) FA5gBEHLIAFPBDA W AYAD Cs2h
Y. DDL-3&—FlfilPENOTCHAL /A, 1£80%SCLC
Fmih s Rk . TG RIS PY4 /R Rova- TAEDLL-3 (5 %
ik (>50% ) HIZIASCLCH A I ORRAEIL 38%, SR
TERE)E BT BEPLY B TAHOEMFZE 25091, Rova T 234
Jr T ZWSCLCOSIY M6.3 1 H , AN bty #h
TN RES.61 H (HR=1.46, 95%CI: 1.17-1.82 ) . IIIHAFEHL
X} HFEMERUMF 5T 2R R T Rova-T X b 28 gt 7 78 X —284k
7AW W Y DLL-3 8 KA 1Y) 12 S CLCAERHAYT T YT
8, AR, SR A Z I Rova- THEFRFRE B & R
083k %5 (HR=1.07, 95%CI: 0.84-1.36) . 3 —iRova-TH:A
Nivolumab=+Ipilimumab] T 28T 1Z HISCLCH 4 YT /11
I 58 P IR Rova- THE G 7 R AE Y HT 0 /KRS 25
UE AN N

2 $LEDDREEAVET — GRS TSR
FIRER

FR T 250 (0 ) SR B Bl B R B NS CLC B 38 I A A7
A TARK S = o SR, XTIk sl A B ENSCLC LA K
SCLCIEA ML EIAIF A FHR R . 14K, HRADP
BB AT (poly ADP-ribose polymerase 1, PARP1) . It
PR EAN N K ARad3 M H T (ataxia telangiectasia
mutated and Rad3 related kinase, ATR) . WEEL, 2I0 S HA
RO A il 1 (checkpoint kinase 1, Chkl) ZEDDRIE G N TR
FIZ54), TEM a7 b AT TR SR, H, D)
PARP LR AR ERA

PARPUZDDRASHINHE L E [, 2 5BER, HNE]
SEAG S I A RTA T . PARPLAY A A 38 4 5 Pt
DNA L ARG & | L 2 IR ADPRZIE BETE & IR
AR S HADNAR R BB, 2 5DNA
BB . PARPUIIGIE 35 PARPIHEIL AL AT AYZE 5,
FHPARPIE M TCIE NDNABG O 51 %, B ai 7
DNA I JPARP17EDNA K& il i 2 5 EUDNA K il 3L {54,
75 i DNA X% $51157 (double strand break, DSB) . DSBHH
HRE{NHE]JIE #7182, HRZ & R AR vE1E 2 8
¢, MINHEJE A TT EDNAMARZ 5 DN AZE A K

G

BRCA1/23: K78 % L) B HRGHE I8 155 B2k (HR deficiency,
HRD) i, FPARPIIHIF] T DSBASRE 1 i HRAG EE
2, Higl I NHEJ B R, W hED 82 MDSBLL A HNHE]
&5 BRI K LR AR 5 2 S BT T, X 2Bk
PRy AL 1 PAR P LI I ST I ga VE FH A AL . FLAA
VLA, P IBBE 248 T AR ] (14 J2E PR 8 2 F ) e A4 A8
b T A AT T 2K, T I PR A R DR s A ey A —
SRR S EAAET - BLAN, V52 IR A B AR A
BRCA1/25E 78 5, {H &t THRIE B HAL B 22 e 5
FHRD, SRR 40t X PAR PLII R F AR, Xk
KA T PARP LI 40 FH i el 2
2.1 PARPUHIIHIFITESCLCIAY T IR IR ZR SCLCHE ik
FFAETPS3FIR BIKE PR il R B G, i SL BE PRI Y2 S 2541l
40 JE B 450 . R DNASMT OB &, iscLcaii
PR DR S S A | KA R e PR SR A RN A, SCLC
YA A HEE TR, DNAKHlHE IR, XTDDRGE F A7 4
SRS R, B R B DN AT 259,
BN ZARFEIA B AE SCLCIAYT Hh A B A7 3% S LA
ik, I DDRAGZGY ] GELESCLCIRY T ke S s/ . BF
FEBR I, SCLCHETEPARPIZR I m 235, I, 4
PARPHIF| AT HEAESCLCHIAT P A 4B
JTZWISCLCE &k M 252167 H Y XME £, PARPI
035 7 3 A3 S A R AT I R ER & o by el e
(Talazoparib) J&—FP SR PARPHIHIF], B AT LA
HIPARPI, 0] LIFNHIPARP2 ., ETalazoparibfﬁﬁ%‘@i
PRI B TG RAF 7R U, SR A 23fBISCLCHEF (BRTE
TRIT LR 02k-62% ) , 9T & BHL, Talazoparibii¥ ¥ SCLCIH
ORRH26%, HHVPFS M11.1JH; Hir2 58 4228 f# (complete
response, CR) 5 B FIRURE & (183 . SUKSES-Bf
¥ B2 FHPARP I LA MAF] (Olaparib) XF4ATH 2542
KSCLCHATIRYT, R K, H#H ORRILUK6.7%, Hfi
PESH1.25H, A0S H8.56 A . AL, FURIR S S
J5£SCLC PARPHIHIFIAIATT ROR AT REAFAEARSCHE, 1
RAEPARP LN LA I, B¢ A B0 )42 3 3 DN A fi
it254), TEDNAI RIS PIHE 5, WiE B AA T e
B E PRI A . R IXFRBLE], 7EOlaparib ik &8F
LW IR T 5 & SCLC Y VT T/ TU A 5 B, IFE S
RILEH ORRABILH41.7%, T PES 4.2, 0S8
8.5 H .o HERIMAJE (Veliparib ) e Fs 5L il Xof b 22 et 7]
5 S 6T 52 i W I SCLC Y TR AL %o HEIT 5,
7% Bl VeliparibB &85 5 e e 4 ORRULBE 15 5139% , X HR 4

A% 5 BRCA1/2JEHRIE IS Y4 E N, 244 H@ﬁ?ﬁﬁ 1ﬁ1ﬁ {HPELH A7 PRSI 3.8 N A R0 A, IFi%
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ABIt#25 (P=0.39) B4, SR, %A 52 A6 L SE AL T i
17 TSLEN1WE AR ICHIER R 53T, K IMFESLEN11R ik
PR 35, Veliparib 3575 S i i 2 14 B 5 rh i
PES (5.71°H vs 3.61H, P=0.009) F10S (12.27H vs 7.54
H, P=0.014) B4, SLEN11ZHR#E AT &N, MHHR
BE, ZHF a5 R, BRBRCAL/ 2B, FHRAER
HRIE AR FE AR ICY, nTRE S $& S PAR P L il 71
1RYF SCLCYT AU H BLR A2 . bR TPARP LIl 77 5 1y Bk
A, PARPUIIHIF SICIsI B S FE &R SCLC Bk T T
#RZ . MEDIOLAM T i FH Olaparib¥k 5 DurvalumabXf 2%
16 (BEEIRI T B 244 ) SCLCH TR, 45 Rk,
FEE ORRIUA10.5% (FFAIR B iR B8 2 1 8035% )
Hf PRSI 1.8, H 0S8 K417 5 A IR BB
PEZESR, B RIZBIE 5T & BT IR A6 T A T g 1) 161 2
J& T RAEIRIEEISCLCPS), Olaparibik & PembrolizumabX}
[t Pembrolizumab7ESCLC 2RIV AT TR, 458
RIL, BeATRIT A S 254 I ORRSY 51| h45.5% F1110.0%,
HALPES/: 505931 A F13.53 1 H (P=0.036) , H170S%3
°410.43 4 HF18.340H (P=0.063) , A H50H | FLIR
U8 Sl KPR ORI Ry 5 W2 B B YR T T U A ST S
B ZEBe, ek, OlaparibBk A ATRIPHIF] (Ceralasertib,
AZD6738) TELIAMSCLCERE Pl T TIREK, 458K
PRIZ A ORRIL M 3.8%, H i PES H2.754H (95%CI:
1.77-5.44) , FL0SH7.181H (95%CI: 5.97-10.79) B,

4 TSCLCIEZRIAY74h, PARPUNFIFIZE 1z scLC
— R YERFIBIT TP AT TR R . OlaparibXf T4 B 78
— 2R LT R R )12 I SCLCR A TRt T T 4R )T
MIBF5E, K I Olaparib4ERF A i PES Ay 2.3/ H X 22t
FI2H2.1MH (HR=0.89, 95%CI: 0.51-1.55, P=0.68) , H1{ii
0S43 k9.5 A F114.11 7 (HR=1.29, 95%CI: 0.68-2.45,
P=0.44) , BTG 222 557, [RAE, PARP LIS L
MAF] (Niraparib) X b 22 Bt F6— Ak y7 A S B )1z
WscLcBHWMAHAT TIRE, KM, Niraparib—%k
e 5 4 B E BRI PES N 1. 54N A XS L 22 B 411,361
H (HR=0.66, 95%CI: 0.46-0.96, P=0.024,2) W& 1E K,
{HOSHIALS49.92 4 HFl11.43H (HR=1.03, 95%Cl:
0.62-1.73, P=0.905,2) , WAHSI #2250, FIRIGIRIG
$E7RPARPUINHIFITES 1Z WISCLC—ZR AR FAT T YT &L
FEARBE . BEAb, BRI (Rucaparib) B4 NivolumabfE
—LRIRYT B A I SCLCIM A RR AT b AT TR
K, ZWIC R ET ST, SR A 2061 B, BT RS

A S TP PES 2.67 1 H (95%CI: 1@-5.@, ﬁ D

0SH7.271H (95%CI: 4.73-9.33) B9,

FE] 12 HISCLC—ERIAITH, PARPLIIIFIBE A 1L)T
Wik T TR, ECOG-ACRIN2S11HF 5T B A R A6 7
FT 2 IHSCLCH A 1281, TR 520K £ 5 BEH L3 A Veliparib+
AT+ IEATATT AL R+ AT+ IR A T 74,
SR KB, WZLORRI N N46%F42% , 5 PESH 51K
6.1 HHI5.51H (P=0.06) , F170S410.34H F18.91~H

(P=0.17) , FFRKIGETH 525 57 TR 45 R4 /RPARP1
PN G AT I AR S 12 ISCLC—ZIRY T YT A%
2.2 PARPLIHIFIZENSCLCIATT HII R IR R BKzh KL
PR A P e NS CL C Y — £k 4 73R )7 — EL R B 98 A AT 5%
TR AR, ARIT 2590 . B iE A= 29 L ICTs
S BIE NS CLC— R dE iRy b b AT i R 5T
A P25 5, AP 2B INSCLCRE & 4K 48 T PARP LY
TR 2R A 7 AT IR, 20204 SE I PR bR 24 4>
(American Society of Clinical Oncology, ASCO) 23 ¥ i
T35 F OlaparibXf He 22 BRI 7E — 2 Xt S H14b I 7 £1CTs
TBYT A RN BR Bl L R BAPE e INS CLC R 3 rh ifE A T 47
TRIT R TUDIRE LT BRI 5T, 0 98 SR A 70 B R 3, &5
KB Olaparib4EF54] 1 PES A 16.68 , X L2241 12.0
J& ( HR=0.83, 95%CI: 0.61-1.15, P=0.23 ) , {70851 K
59.4J8F131.3J8 ( HR=0.68, 95%CI: 0.37-1.26, P=0.22 ) ,
WG it 2 W0, TR I PIPSe NS AR T
OlaparibXi] Fb 2 IR X 5 FA Ak 7 e 1 1) — 2RI NS CLC
B AEFHATT R YE R, W9 &R, 1 Olaparib4ERF41
BE A PES 2.3 XS X IR 4 2.1 H (HR=0.89,
95%Cl: 0.51-1.55, P=0.68) , H1{v: OS5 49.5 1 H Al4.14~H
(HR=1.29, 95%CI: 0.68-2.45, P=0.44) , S LG 2¢ 25 5
IR T % IR BITCTs— 2 AR RFA T 45 W DI 3K 3 5L R BA
NSCLCHEH M K HPFSE EOSIK 45, PIPSeNAF 5T 2I1ES>
BT TS0% AN B A SRS B BRI 2k . FiRIFR
$E7RPARP LI 37 BA 2 4 R59R Y7 AT 4 MR HINS CLC A ok
AAEAR #R, I TR B E 5 IE AR N FHPAR P il 71156 5
ICIsTEMEINS CLC—ZHERHBY T hiF A TIR R . TIHBEL XS
FEKEYLYNK-006H57, #£Z Pembrolizumab® & Olaparib
X} Et. Pembrolizumab7F B HHIE B NSCLC A — LR 4t FATT
PSR+ KEYLYNK-008HF 5% #1452 PembrolizumabI
%Olaparibjﬁ'[ZISPembrolizumabEﬁﬁ,ﬁﬁ@ﬂﬁNSCLC‘%%'4:'
— LAY T RYIT AL ZEAL-1LIFSE SR B FHNiraparib
B4 Pemborlizamab X} L. Pembrolizumab 7EHE INSCLC—2%
HeRRRIT YT RG B, LaRRIE IEAE S T,
Iﬂf}hﬁiﬁ%mﬁﬂﬁiﬁﬁNSCLC%%‘E’J*%ﬁfﬁﬁ,
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PARP LI B Al i K A a7 s Xt kAT TR &, —
TRTTTIA Bl AL BRI DR BAE 5 140, 49 A 970 f51] 16 101 it e R
YR R, BB BN N RS I+ R + Veliparib
BRI+ RAAL, S re NIRRT, F 2L
RONOS, 55 R IR BRI 41 OS 1194 XS LAk 7
HI11.1H (HR=0.905, 95%CI: 0.744-1.101, P=0.266) ,
HR A PESHZHY M 5.6 H (HR=0.897, 95%CI: 0.779-1.032,
P=0.107) , ORRIMHIIN37%, BTGt 242 5 %o
7R, —Z ) FH Veliparib k5107 AN RE MO 6 301 it 4 9
BE M EAEAR 25 o SR, ISR BV -3 B 1 it S 2 5
A SE R A M panel (lung panel 52, LPS2) /EAEMIbRicH)
TETM VeliparibBk 546 I7 HAFEH, LPs2 BHPEB E LR
I bR AS v B R R i JE R AE . S5 5 & B, FELPS2
FHPERINSCLCH 1, VeliparibBk A1k Al 1K 35 Pz
0S (14.07H vs 9.61~H, HR=0.66, 95%CI: 0.49-0.89) , 1M
LPS2BAPERINSCLCEH T, PR 0S5/ h11.0 T H vs
14.41~H (HR=1.33, 95%CI: 0.95-1.86) , LA i1 245,
JRPARPUIHIFIEE &7 — 2 IR P I WINS CLC T RE#E -
SR A AP AR T ROR . LA, JEASPERMT
FEWTE M INSCLC R R E 17— 2k i FHPARP 1417 i 551
BRBICIsIATTROR , 98 H5 BEFR P R T R - i AR -1

(programmed death-ligand 1, PD-L1) 28 21 i BH4: Lol 43
# (tumor proportion score, TPS) iT"ﬁ‘ZSO%T‘HI%—49%, 4—%—
HBE P BAA, ﬁ]@J:FJPembrolizumabE?ééNiraparib
HHATIBYY, 459 &% BIAEPD-L1 TPSIE/)>50%H F HORR A
56.3%, DORN19.71-H, {7 PESH8.41~H, Hi{i7 OSHT a1
ARikF|; PD-L1 TPSPE437E1%-49% 5. ORRA20.0%, DOR
H}9.410H, HAIPES 4.2 A, thi0S k7.7 H . 4R, A
[ HANSCLC—Z% 2t i/ F Pembrolizumab 9 A A7 45 5,
AT I A % B Niraparibk A5 PembrolizumabifiJ7 it
HRREANEE K WA IR 5 . TEKEYNOTE 042052140,
Pembrolizumab 257489720, PD-L1 TPSTE43>50% 1)
DORK22.0/ M, HiPESH6.5 M, H170S420.01;
PD-L1 TPSPF/17E1%-49% 8 EH HIDORN17.4 1 H, HH{3i PES
HJ421H, oS 13.440H.

IRl 3 A FEPE A INSCLCHY, EGFR-TKIsEL B A
H—Zbrieiayy, [FRF, LIEGFR-TKIs NIERE SR
ITRIALTE R E . I/ I FEALYT I GOALF 5T 1+
TR T AR R A Olaparib ] L 7 AR Hs e 75 R 21677 1Y)
EGFRFZEMMINSCLC M T, 45k, BEIR
J7 IR A 3 SE K EGFRZEZENSCLC E # [PFS (12.81

H vs1091H, HR=1.38, 95%CI: 1.00-1.92, ﬁmﬁ ;D

HAFLH 530 B, BRCAIF:ERImRNAES FA M B H
WA VAT L A PES Hy12.940 A Xt H 7 8 e o 24
9.1 (P=0.044,9) , $E&/R1EABRCAL mRNAfE KL
T AE M AR SR BE A OlaparibiyT HH k45 . HLAt,
AT LPARP LT 1Y A W 5 EGFR-TK Is g A5V it
Z5H5¢, Olaparibr] LLIE 3 1l il PAR PLEIR 5O Br JR i 24 1)
NSCLCHN & HER

3 &ATT——#LEDDRE SN EMBRZMIFNE
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