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H7MA %] primary analysis (mF/U 4.871€)elA 2] ORR(Objective Response Rate)13)-2
48%(3378/6914), 95%CIL: 36-60)°] A=

» updated analysis (mF/U 9.970¥4)9l 4 2] ORR2 52%(35™ /67715 95%CIL: 40-65) %}
ow o] AlFHo|A objective responseE 53 At HFS-F%] 7] 7HmDOR;
median duration of response)< 13579 (95%CIL: 6.7-NE)16), 34 ¥ (estimated)!?
FRAYPAE7IE (mPFS)2 8171€E(95%CL 6.2-12.6)18, =A% 12719 A AA| A=
2 71%(95%CL 61-81)°] 2™, CNS ORR2 75%19(12/16%820), 95%CI: 48-93),
CNS mDOR-2 11.170€(95%CI: 5.8-11.1)°] =

o/ dWtgS R Gl12%, 7F &3k ¥kS-2 conspitation 319 (36%), fatigue 299
(33%), myalgia 21%‘(24%), peripheral oedema 209 (23%)°] 1, 7} dukz <l G34

2 alanine aminotransferase (59 (6%)), aspartate aminotransferase (49 (5%))<%
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ORR2 49%(95% CI, 41-59), updated cut-offA]Z23)e] 4 2] ORRS 50%(95% CI, 70-86),
disease control rate(DCR)-2 79%(95% CI, 70-86)°] =
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771%(95% CI, 67-85)°IAaL, Ftststa s Folutx] e 29 ORR<
69%(95% CI, 48-86)°] %<

= PRS HQ 61%H9 3x2 mDOR(median duration of response)< 11.27]%(95%
CL, 9.6 - NR), mPFS+ 8971¢(95% CI, 56-11.3)250] &

» (CNS efficacy) baseline measurable CNS lesion 3FAH(n=35)2] CNS ORR2
57%(95% CI, 39-74)¢o]3l, baseline CNS Ho|32H(n=84) & CR> 27%(23/84),
DCR(disease controFl rate)< 83‘7(95% CI, 74-91), DOR(duration of response)<-
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13) IRC(independent review committee)oll 2]3t confirmed partial response H.¢1 3+x}

14) IRColl wZ baselineol 4] measurable disease?l &A= 874 < 697

% For analysis of the primary endpoint and other response endpoints, we defined the primary
analysis population as the response-evaluable population—ie, patients with measurable disease
at baseline by IRC who received at least one dose of study drug. We assessed all other
endpoints in the intention-to—treat population.

15) updated analysis *], additional restaging scan®] 2] measurable disease 2FA5=7} primary

analysis¢} ZFo] 7} S+

16) However, data for 21 (60%) of these patients were censored at the time of data cutoff.

17) estimated time-to—event endpoints (progression—free survival, overall survival, and duration of
response) with Kaplan-Meier methodology
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18) 38 (44%) of 87 patients were censored at the time of data cutoff.

19) At the time of the updated analysis, four (25%) of 16 patients had achieved a complete CNS
response and eight (50%) had achieved a partial response based on IRC assessment

20) 16 patients had measurable CNS disease at baseline according to RECIST, of whom 11 had
received previous radiation therapy

21) Sai-Hong Ignatius Ou et al. Alectinib in Crizotinib-Refractory ALK-Rearranged Non -
Small-Cell Lung Cancer: A Phase II Global Study. J Clin Oncol. 2016;34:661-8. [NP28673]

22) IRC(independent review committee)

23) primary data cut off: 2014.8.18. / updated efficacy analysis data cut off: 2015.1.8.

24) the ORR was 44% (95% CI, 34% to 54%) at the primary cutoff, which was not statistically
significant but was still clinically meaningful

25) IRC-assessed PFS for all 138 patients
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