
31,942 tumor tissue/plasma samples 
performed for capture-based targeted 

sequencing were retrospectively 
recruited

20,111 samples with known driver 
mutations were excluded

11,831 tumor tissue/plasma samples 

1,306 samples from patients previously 
treated with TKI (n=1,304) and unknown 

treatment (n=2) were excluded 

10,525 tumor tissue/plasma samples

Investigating the prevalence of KDD 
occurred on classic driver genes in TKI-

naïve Chinese lung cancer patients 
without the presence of classic lung 

driver mutations

Figure 1 Schematic design of our study. A total of 10,525 
tumor tissue/plasma samples performed for capture-based were 
retrospectively enrolled for investigating the prevalence of KDD 
occurring on classic driver genes in Chinese lung cancer patients 
without the presence of classic lung cancer driver mutations. KDD, 
kinase domain duplication.

Table S1 Driver mutations of genes

Driver gene Mutations

EGFR Exon 19 deletion, L858, L861, G719, S768, E709, 
R776

KRAS G12, G13, Q61, A146

BRAF V600, G469, G466

ERBB2 amplification, exon 20 insertion, S310

ALK fusion

RET fusion

ROS1 fusion

MET amplification, exon 14 skipping mutations

EGFR, epidermal growth factor receptor; KRAS, KRAS proto-
oncogene, GTPase; BRAF, B-Raf proto-oncogene, serine/
threonine kinase; ERBB2, erb-b2 receptor tyrosine kinase 
2; ALK, ALK (anaplastic lymphoma kinase) receptor tyrosine 
kinase; RET, ret proto-oncogene; ROS1, ROS proto-oncogene 
1, receptor tyrosine kinase; MET, MET (hepatocyte growth factor 
receptor gene) proto-oncogene, receptor tyrosine kinase.

Supplementary

© Annals of Translational Medicine. All rights reserved. http://dx.doi.org/10.21037/atm-20-7408

429
430
431
432
433
434
435
436
437
438
439
440
441
442
443
444
445
446
447
448
449
450
451
452
453
454
455
456
457
458
459
460
461
462
463
464
465
466


