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Tafinlar® COMBI-AD, a Phase | Tafinlar (150 mg BID) Tafinlar
( dabrafenib ) | lll Pt: 870 patients + Mekinist (2 mg QD) | (150 mg BID)
81 Mekinist® | with Stage Ill BRAF vs (n=438)or + Mekinist (2
( trametinib ) | V60OE/K mutation placebos (n = 432) mg QD)

BaRTE
BRAF V600E &,
V600K REZH
MEBBEER
BT EIRE
EENEOX
(2018)

(+) melanoma
treated with Tafinlar
+ Mekinist after
complete surgical
resection., including
disease sub-stage.

NEJM 2017;
377:1813-1823

significantly reduced
the risk of disease
recurrence or death by
53% vs 39%

placebo ; p<0.0001 .

The 3-year OS: 86%
vs 77% (P=0.0006),

* mPFS: medium progression free survival; ORR: Objective response rate;

DOR: duration of response, CR :complete response, MDR : The median

duration of response, DC : Disease control OS :overall survival, mOS : median

Survival, RFS : relapse-free survival
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Vemurafenibselectively inhibits some mutated forms of the protein kinase B-
raf (BRAF). BRAF V600 mutations result in constitutive activation of the BRAF
pathway; through BRAF inhibition, vemurafenibinhibits tumor cell growth. The
combination of vemurafeniband trametinib allows for greater inhibition of the
MAPK pathway, resulting in BRAF V600 melanoma cell death (Flaherty 2012).
Vemurafenibplus trametinib has been reported to synergistically inhibit cell
growth in lung cancer cell lines which are BRAF V600E-mutant (Planchard

2016).
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