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Background ___ Results

Table 2: Clinical Outcomes of mCRC Pts with BRAF Figure 2: Best percent change from baseline in target lesion size (N=28)
V600E mutations treated with C+V (N=28)

« The TAPUR Stud_y is a phase Il basket study that * 30 pts were enrolled between August 2016 and August Clinical Outcomes 120 - Best Overall Response
evaluates the anti-tumor activity of commercially 2018. Two pts were not evaluable for efficacy as 1 pt self- B = PR
available targeted agents in patients (pts) with discontinued the treatment for unknown reasons and 1 pt  |PC rate, (OR or SD 16+wks) 16 (97%), [43%, 67 %] = o
advanced cancers with specific genomic alterations. stopped treatment due to an AE. Baseline demographics [N (%), [90% Cl] el
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. Results of a cohort of metastatic colorectal cancer and clinical characteristics are §hown in Table 1. [C\I)R(yrateéé(o)/RCcir PR) 8 (29%), [13%, 49%] 5 ol
(MCRC) pts with BRAF V600E mutations treated with + Al pts had BRAF V600E mutations. (70), [95% C] 3
cobimetinib plus vemurafenib (C+V) are reported. Table 1: Demoarabhics and Baseline Characteristics mPFS, wks (95% C|) 15.8 (14_4, 18.1) S 20 - I I o e S e A L RS
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Study Design: Median Age, years (range) 62 (37, 77) experienced by 13 Pts ;'j* o] SN DR A ikl prAaoR B TI0 poRt sk
« Pts with advanced mCRC with no remaining treatment Sex . Grade SAE AEs G gy | ™ Disappearance of target lesions, but non-target lesions still present
options, PS 0-2, adequate organ function, and Female 19 (65%) . . . e el NI ... | 99
measurable disease were eligible. Treatment was Race 3 N |ALT increase, anemia, AST increase, 100 =L Shrinking target lesions, but non-target lesions progressing T R
. . : Scans performed on different davs so not clear PR
assigned according to pre-specified protocol matching White 28 (94%) diarrhea, GGT increase, hypophosphatemia, ’ = ’
rules based on genomic testing performed in CLIA- Black 1 (3%) lymphocyte decrease, photosensitivity, rash Figure 3: Time on Treatment in Pts with SD or OR (N=16
certified, CAP-accredited labs selected by clinical sites. Prefer not to answer 1 (3%) maculo-papular 'gure o 1 'nFIs wi ° (N=16)
. Pts received C at 60 mg orally once daily for 21 days, ECOG Performance Status O 3 Y |diarrhea, dys_pnea3 fatigue, hypercalcemia,
followed by 7 days off, and V at 960 mg orally twice ? 1; Eé;(;o; upper gastrointestinal hemorrhage P ——— |
daily until disease progression. Tumor evaluations 0 2 Y |vomiting Acknowledaements
were performed at 8 and 16 weeks (wks) then Q12 2 6 (20%) £ _
wks after treatment initiation. Prior systemic regimens Figure 1: OS and PFS in Pts with Advanced mCRC ° The authors would like
| o | 1-2 11 (37%) with BRAF V600E Mutations Treated with C+V (N=28) ———— | to acknowledge the pts
« Primary endpoint is disease control (DC) defined as >3 19 (63%) e —— who participated in this
objective response (OR) or stable disease (SD) at 16+ e _ r—— — 1.0 — e —— . e cohort, as well as the
wks per RECIST v1.1. Secondary endpoints are enomic tels;t b€ dor_meo 10 (34% ——————y——— following clinical leads
progression-free survival (PFS), overall survival (OS), oundationOne (34%) ——— of Genentech. Ma
P Other 8 (27%) 0.8 — _———— QD . ) ry
and toxicity per CTCAE. Grade 3-5 adverse events nh aborat 7 (23% o ——— Beattie, MD and
(AESs) or serious adverse events (SAEs) at least n O(L;Z?isaM?I;?oi‘)ilrg 4 E 1 3<y0 ; = e @ Vaikunth Cuchelkar
ossibly related to drug are reported. ° I —  —— ———— ’
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null hypothesis of 15% DC rate versus the alternative D& and OR e observed in 57% and 297, respectlv_ely 3 Conclusions
_ (Table 2). Median PFS (mPFS) and mOS are reported in o
of 35%. Power and one-sided type | error rate were set Table 2 and shown in Figure 1. 02 — The combination of C+V demonstrated evidence of anti-tumor activity in heavily
at 85% and 10%, respectively. . Figure 2 shows % change from baseline in target lesions pre-treated pts with mCRC with BRAF V600E mutations. Further study is
. Design requires 10 pts in stage | and if 22 pts have . Time on treatment among pts with SD and OR is shown in od 0 Rm T warranted to confirm the efficacy of C+V in this population.
DC, the cohort is expanded to stage Il with 28 pts. If =27 Figure 3 I I ABSTRACT #122
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of 28 pts have DC, the treatment is considered worthy « Safety was consistent with product label for C+V (Table 3). 0 8 16 24 32 40 48 56 64 72

Copies of this poster obtained through Quick Response (QR) Code are for personal use only
and may not be reproduced without permission from ASCO® and the author of this poster.

of further study.

Time since study enroliment (weeks)


mailto:TAPURPublications@asco.org

	Slide Number 1

