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(ARCHER 1050, TRAEs leading to discontinuation:

NCT01774721) 10% vs 7%.

Ref: Lancet Oncol Dose reduction due to TRAEs: 66%

.2017 Nov;18(11): vs 8%.
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e: estimated; EGFR: epidermal growth factor receptor; mDOR: median duration of response; mPFS: median
progression free survival; mOS: median overall survival; NSCLC: metastatic non-small cell lung cancer; ORR:
objective response rate. RCT: randomized controlled trial; TRAE: treatment related adverse events.

*denote statistical significance.
ARCHER 1050 Trial: Dacomitinib vs Gefitinib in 1L EGFR-mutated NSCLC (PICOS Overview)

1. STUDY DESIGN (S): Multicenter, open-label RCT (NCTO1774721)

2. PATIENT POPULATION (P): 452 adults with newly diagnosed stage I1I/IV NSCLC

and one EGFR mutation (exon 19 deletion or L858R)
Median f/u: 22.1 months
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4. PRIMARY OUTCOME (0) Median Progressmn -Free Survival (mPFS)

Dacomitinib: 14.7 months

Gefitinib: 9.2 months

“wmm)> HR: 0.59 (P<0 0001)*

5. SECONDARY OUTCOMES - 1 (0)

ePFS at 24-months: 30.6% vs 9.6%*
ORR: 75% vs 72%
mDOR: 14.8 vs 8.3 months*
mOS: 34.1 vs 27.0 months*

*denote statistically significance
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6. SAFETY OUTCOMES - 2 (O)
Grade 3-4 TRAEs: 9% vs 4%
TRAEs leading to discontinuation: 10% vs 7%
TRAES leading to dose reduction: 66% vs 8%
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Figure 6. Schematic illustration of the anti-tumour effects of
dacomitinib on the EOC cells.
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