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Figure 1. (A) Chest X-ray and (B) computed tomography scans. A 5.3-cm mass in the superior segment of the right lower

lung, encasing right lower lobar and segmental bronchi.
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Figure 2. The proportion of lung adenocarcinoma harboring
aberrations in driver oncogenes. RET, rearranged during trans-
fection; ALK, anaplastic lymphoma kinase; KRAS, kirsten rat
sarcoma; EGFR, epidermal growth factor receptor.

Table 2. Sensitivity of EGFR-mutation-based techniques
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EGFR mutation test= 1}#] direct gene sequencing method=S

Table 1. Anticancer drugs and their pharmacogenomic bio-
markers

Bi ker with .
tomarker wi . Associated drug
pharmacodynamic effect

EGFR Gefitinib, erlotinib, afatinib,
osimertinib

ALK Crizotinib, ceritinib, alectinib

ROS-1 Crizotinib

BRAF Dabrafenib, trametinib

EGFR, epidermal growth factor receptor; ALK, anaplastic lym-
phoma kinase.

Technique % O?:ZE;;?;N A) Mutation identified Potential application
Direct sequencing 10-25 Known and new Tissue
Pyrosequencing 5-10 Known only Tissue

Cobas 3-5 Known only Tissue
Next-generation sequencing 1-10 Known and new Tissue, plasma
PNA clamping PCR 1-0.1 Known only Tissue, plasma
Beads, emulsification, amplification, and magnetics <0.1 Known only Tissue, plasma
Digital droplet PCR <0.1 Known only Tissue, plasma

EGFR, epidermal growth factor receptor; PNA, peptide nucleic acid; PCR, polymerase chain reaction.
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