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Table S1. Patient cohort of LMD for WES 
	

Sample 
ID Age Sex Smoking 

Hx 
Primary tumor 

mutations 
Tumor/Normal 

samples 

LM1 60 F 
former smoker  

(15 pack-
years) 

EGFRL858R, CTNNB1S37C CSF cell 

LM2 55 F never smoker Weak but reproducible EGFR 
exon 20 insertion CSF cell / blood 

LM3 26 F never smoker Not available CSF cell 

LM4 72 M never smoker EGFR exon 19 deletion CSF cell / saliva 

LM5 57 F never smoker EGFRL858R CSF cell / saliva 

LM6 63 M 
former smoker 

(12 pack-
years) 

Not available CSF cell / blood 

LM7 58 M never smoker No known mutation CSF cell 

LM8 73 F never smoker EGFR exon 19 deletion, 
TP53R248W CSF cell / blood 

	



	
Figure S1. Flowchart of retrospective review cohort selection 

	
	

	
Figure S2. Sequencing QC for each LMD sample 

	
	



	
Figure S3. Mutations per samples 

	

	
Figure S4. Mutation percentage by type 

	



	
Figure S5. Mutation distribution 

	



 
Figure S6 MET p.His1180Leu mutation 



 
Figure. S7 WES coverage of KRAS gene 

	


