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* The relationship between smoking intensity + duration and Patient inclusion:
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* Exploration may support precision oncology, inform biomarker-guided treatment Had available smoking history and next-generation sequencing (NGS) results

strategies, and guide the development of tailored smoking cessation interventions
for lung cancer patients.
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Molecular markers: PD-L1 expression, tumor mutational burden (TMB;
mutations/Mb), microsatellite instability (MSI %), and NGS mutation
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Figure 1: High TMB association with greater T-cell recognition via neoantigens



