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O w19 Aol A=
O AAHFL "o]dol AT XEHOR A7 ¥ Ho] 9= ALK YA o4 JIPAH T+
Aol d HlaMEZAd Sxte] X587 &7peke kA2 oiA kA tiv] AE=7]7HOS)
Sol A H Aoz B 4 Qo A FE&8A Mol Y, A& o] 17k
O vk 2AHF2 A54 A7 53 AF e A5Hel gl AESE AFT =9
ANZrek Agto] A= FAAR, R o] AAHE dddt AR R 2Eo ekt
A O] FIFE ol 2 Aol EEbstal, Al o= 37 o]l SAlEHo] A
7 A5 A=E A= 7 oFAl sEstEE, Al ox SA 7HEE aE Al §o]9
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- AHEFL ‘ol FPFEHOR Hm W Ho] A= ALK YA oA JIPAH =
dold vlAAEZASG ape] XR7o| s7F e kAR v AAMEH G 22 o]
Fol&d 4 9+ pemetrexed =+ docetaxel 50 Fo 3uDEH J= H 5 119 A,
oAl QTR T HIVIE B A Foll #SE A A6R(TIEAG HEEA
= Qa3 oFAe sttt 7] o8 .
O Y44 &4
- A AL tyrosine kinase A A =2 AMA] Auf<Ed =2 A= anaplastic lymphoma
kinase(ALK)¢} EML4 &3 oo @3o] o]t wetx8S JA|3H4D crizotinibol A H4d
o] ¥ AFdx: Ea¥rt U= 24t ALK inhibitor256) crizotinib¥} & blood-brain
barrierg& &sh= 54d0] Qlo] ¥ o] Fafel Al F&FD
— WIAINI0 D A2 g X 1D A crizotinib Fo] & AHWo] 2sE ALK %A, WA
2 Hold HlAaMEHAYG Xzl AlEshe AR AAHE Tol FHE I .12
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- [@9F 144 YAA1E 9 interim analysis!®] ALKS] #4174 #Wol7} gl 4 M4 =
Aol ALK 9410 o8zt thak(n=130)15), &2 Z7HAAE 507750mg/day) 7]17H6) o] 3
FHo k& HD(T50me) S Fold AR7Itew A% Ty, vl 1 AR S
FAF FHRADN, crizotinibE ol AAR Tl W BAANA A Fceritinid
750mg/day)©] ORR(Overall Response Rate)> 56%(287/507, 95% CI 41-70)2 X7
PR(Partial Response)& 53 2219 &.18)

Median PFS+, 19 4 400mg ©] 9] ceritinibg 83 v AAZH e g2 1149
ol = TNHE(95% CI 56-95), o]l crizotinibs F¢] W2 22} 80l = 6971
(5.3-8.8), o] Al crizotinibS Fo WA e Fx} 34" o] A= 10.470L (4.6-NE)o] ¢l
o PFSH7IE 913 median follow-up”]7t< 9.570¥€ ). Overall survival ratee=
127019 A 65% =, median #toll =EstA] X319

19 400mg ©]e] ceritinibS H83Fo] WES-o] YEeElY HAAMEAY A 66
64%5(95% CI 50-74)9l 4] median duration of responsei= 8.271¥€(6.9-11.4)%1.

19 400mg ©]7d<9] ceritinib= &H-83%H CNSZ<9 Hol7} = xH64™)e} dol7t gle
32H(50%) 9] PFS+ %/\]-’3}93\%.(—}7—} 697019, 7071, p=0.3 by the log-rank test)
Agdd grade 3/49 o] FWHEE 49%(64/130)0 4 AR o, Fo o] GRS
alanine aminotransferase ‘3% (n=27), aspartate aminotransferase “3%(n=14), GI
events(AA}L @A FE) oA 5.

(@42 13 9% R FIF LAGTN] 71 LA 1 Y0 ALK AN VLA

Heel o & Ao ] Feta e gRlstal, H doldl A5 MRI CTE 34 o=
2% Ao A ALK inhibitor-naive 3FAF2] ORR2 72%5(697/83%, 95% CI 61*82), ALK
inhibitor—pretreated 2A}i= 56%(929/1639, 49-64)0] %<

Median PFS+= 184701€(95% CI 11.1-NE)&, ALK inhibitor—pretreated 32} 6.971<
(5.6-87), PFS #H7}I= 93 median follow-up”7]7k-S 11.170€ <. Overall survival&
data cut off A]75(2014.4.14.)°1 ALK inhibitor-naive #2}9] ¢ median®] =23}
2kt © 1 (19.6-NE), ALK inhibitor—pretreated $=}oll A= 16771 € (14.8-NE)o| <.

Median duration of responsesi= ALK inhibitor-naive FA}ollA 17701€(95% CI
11.3-NE), ALK inhibitor-pretreated $=}ell A 8.370 ¥ (6.8-9.7)0] <.

sk BAo| ¥gE Hdo] 3ka} 947230 A median time to responsesi 6.1 %,
A 22 n=246)2] whole-body response®} & *]8}%1al, ALK inhibitor-naive/pretreated
Z}7}; intracranial disease control292 79%(15%/199, 95% CI 54-94), 65%(498 /75
4-76) 0] A .
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74 "I grade 3/4 ©]AHFS-S  alanine aminotransferase 4<% (739, 30%),

aspartate aminotransferase A%(254, 10%), AAF 2 9 (159, 6%)°] A<
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A 130" = Non-Small Cell Lung Cancer A= 1227 (94%), 12294 = oA X BAE crizotinibS F ¢
e FxbE 838 (68%) 01 5. 122W el Al Fol®H o] WA EA10% ©l FoH A<D 7]F)E platinums
10778 (88%)> pemetrexed 9478 (77%)> crizotinib 83 (68%)> taxane 54" (44%)> bevacizumab 31
(25%)> gemcitabine 287 (23%)> erlotinib 279 (22%)> vinorelbine 219 (17%) o] %<
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18) crizotinibs o] A BmAZ  Fo] wEA k2 XA A1H 3 (ceritinib  750mg/day) <]
ORR(Overall Response Rate)< 64%(1878/28%, 95% CI 44-81)% %+ PR(Partial Response)<
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22) 2011.1.24.72013.1.31.91 553+ 750mg/day BAFEHS Fo w2 255" % ALK rearranged
NSCLC 3kAl+= 2467 (96%), ©] % ALK inhibitor naive 3FAF= 839 (34%), ALK inhibitor
pretreated A= 163H(66%)Y. 1637 ALK inhibitor pretreated 32} T 1499 (91%)
previous ALK inhibitor F#¢] (& vpx|u Fo] 3 23 o|u]) & ZHHo] M3gPH A9, BE
ALK inhibitor pretreated A+ crizotinibS Fo] Woka 5% 9] A= crizotinib ¥
investigational ALK inhibitor$l alectinib®] Fo 4.

23) investigator assessment®l] 2]3}] baseline (asymptomatic or controlled) brain metastases? 124
(ALK inhibitor naive/pretreated 2}Z} 267, 987: o] & ol radiotherapy %< 3HA}= 8349
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