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RESULTS

Figure 1. Construction and prognostic performance of Figure 2A. Progression-free survival according to first-line Figure 2B. Progression-free survival according to first-line Figure 3. Adjusted PFS treatment contrast in the
the clinicogenomic risk model. TKI within clinicogenomic risk strata (low risk: 0-1 factor) TKI within clinicogenomic risk strata (high risk: =2 factors) high-risk group.
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High-risk disease was associated with more than a two-fold increase
in progression and mortality risk.

INTERPRETATION & LIMITATIONS CONCLUSIONS

® Retrospective, nonrandomized treatment allocation. Osimertinib was associated with longer PFS in low-risk patients. In contrast, high-risk patients had a median PFS of less than 10 months with either TKI, and no significant
® Marked imbalance in EGFR subtype between TKI groups. unadjusted treatment difference was observed. The adjusted signal favoring afatinib in the high-risk group should therefore be regarded as hypothesis-generating rather
® Only 20 high-risk patients received osimertinib. than definitive evidence for drug-specific selection. These findings support prospective validation of NGS-informed, risk-adapted front-line treatment strategies rather

® The risk model requires independent prospective validation. than immediate application of the score as a definitive rule for selecting afatinib versus osimertinib.
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