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INTRODUCTION

e Invasive mucinous adenocarcinoma (IMA) is a rare
histologic variant of lung adenocarcinoma,
characterized by unique clinicopathologic features
and limited therapeutic options.

IMA exhibits a distinct mutational profile compared with non-IMA, showing differences in both frequency and prognostic impact.
While actionable mutations were linked to improved survival in non-IMA, their prognostic value was less evident in IMA.
STK11 mutations suggested a potentially worse overall survival in non-IMA.

Further analyses of clinically significant mutations in a larger IMA cohort will clarity the biological differences underlying these
distinct tumor behaviors.

e Comprehensive genomic comparisons between
IMA and non-IMA, particularly regarding actionable
mutations and their prognostic implications, remain
scarce.

RESULTS

e This study aimed to characterize actionable and
other clinically significant mutations in IMA versus

non-IMA and to assess their association with . . o o _ _ _ .
survival outcomes. Table 1. Baseline Demographic and Clinical Characteristics of IMA and Figure 1. rwOS by Actionable or Protective Mutation Status
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