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INTRODUCTION

ALK gene alterations occur in 2-4% of lung cancer patients
and lead to constitutive activation of RAS-MAPK, PI3K-AKT
and JAK-STAT pathways.

= Racial differences in ALK gene-altered lung cancers are not
well defined.

= The objective of this study was to assess the frequency and
type of ALK alterations observed in lung cancers across
races.

METHODS

Patients with a primary lung cancer diagnosis (histology and
stage agnostic) that underwent testing via Tempus xT/xR (tissue)
or xF (liquid biopsy) assays (n=27,991) and had a confirmed
pathogenic ALK gene alteration (SNVs, CNAs, or fusions) were
retrospectively identified within the Tempus database (n=377).
Pathogenic ALK gene alterations included single nucleotide
variants (SNVs), copy number amplifications (>=8), and fusions.
Patients were categorized by race (White, Black or African
American [BAA], Asian Pacific Islander [API], unknown, or other)
based on clinical records. Comparisons between races were
performed using Chi-squared/Fisher’s Exact tests with FDR
correction.
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Figure 1. Study methodology.
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SUMMARY

> In this large cohort of lung cancer patients, ALK fusions had the highest prevalence in Asian Pacific islanders (API) and the lowest prevalence in African American
patients (BAA).

» The most common ALK gene alteration was EML4 fusions. BAA patients are more likely to have a unique set of fusion partners other than EML4-ALK.

» Some atypical fusion partners were observed in white and BAA patients that were not observed in other races, with further research needed to understand the

clinical significance of these rearrangements.

RESULTS
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