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A Case of Lung Adenocarcinoma Patient with EGFR-KDD Mutation Benefit from Targeted

Therapy and Not Sensitive to Immunotherapy
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Notes: A : HE result showed lung adenocarcinoma;B:Napsin A positive expression;C:TTF-1 posi-
tive expression ;D : P40 negative expression

Figure 2 HE results of the patient(x100)
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Notes:The bottom of each panel consists of the EGFR reference sequence with nucleotides shown.
Yellow vertical dashed lines indicate the breakpoint sites. EGFR exon 17 to intron 25 duplications
were detected in both tumor tissue (A) and plasma sample (B)

Figure 3 Visualization of EGFR-KDD variants using the IGV Browser
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