Tumor invasiveness, response to ALK inhibitors and resistance mechanism in
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Background

Scholars have made much progress on
the investigation about tumor
invasiveness, response to ALK inhibitors
and resistance mechanism in different
ALK variants, however, these studies
have reached inconsistent conclusions.

Objective

We conducted this research with
relatively larger sample size to
make more comprehensive
analysis for different ALK variants.

Methods

Medical records of patients with advanced
ALK+ NSCLC who received first-line
alectinib or crizotinib were retrospectively
collected in our center. Shorter EML4
variants included EML4 fusions up to
exon 6 and longer EML4 variants
contained EML4 fusions at least exon 13.

Cohort 1: first-line alectinib n=61

Cohort 2: first-line crizotinib n=59

Results
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Table 1: ECOG and tumor invasiveness between patients

with EML4 shorter or longer variants

Total=59

Figure 2a+2b:

PFS in Cohort 1 and Cohort 2
for different ALK variants

shorter variants were
associated with significantly
unfavorable PFS in Cohort 1

Table 2a:ORR between shorter and longer variants in patients

23 10(23.8%)

17(28.8%)

Percent of progression free survival

PFS for shorter and longer EML4 varaints
in first-line alectinib cohort

—— shorter variants n=18

longer variants n=29

median follow-up:11.5m vs 10.8m
shorter varaints NE vs longer variants NE,
p=0.045, HR=3.24(95%Cl; 0.84-11.2)

years

PFS for shorter and longer EML4 varaints
in first-line crizotinib

—— shorter variants n=24
longer variants n=28
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