Impact of EML4-ALK fusion variant and co-occurring TP53 mutation on treatment duration

of first-line next-generation ALK TKils in ALK fusion+ NSCLC
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Introduction

« For patients with EML4-ALK fusion v1 versus v3, the KM plot showed numerically longer TTD in patients with v1 during the
first 18 months; however, the lines crossed at the tail end, resulting in numerically shorter median TTD in patients with v1
versus v3 (Figure 4)

What is the effect of baseline EML4-ALK fusion variant and TP53 mutation status on TTD of 1L treatment with next-generation
ALK TKis in patients with ALK+ NSCLC in the real-world setting?

Tyrosine kinase inhibitors (TKls) targeting anaplastic lymphoma kinase (ALK) are standard of care for first-line (1L) treatment
of advanced ALK+ non—small cell lung cancer (NSCLC)’

 The upper limits of the 95% Cls were not reached in either cohort; median TTD may change with additional follow-up

* Next-generation ALK TKIls (alectinib, brigatinib, ceritinib, and lorlatinib) have improved long-term outcomes for patients with
ALK+ NSCLC; however, many patients still develop progressive disease during treatment?

Figure 4: TTD by baseline EML4-ALK fusion v1 versus v3
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« Among all 164 patients, 66 (40%) had a TP53 mutation

 Median TTD of 1L treatment was 19.6 months in the overall population (Figure 2) * In patients with TP53 mutation versus WT at baseline, median TTD was 17.1 versus 21.9 months (Figure 3)
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