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Abstract

Improvement and increase in access to imaging technology have led to increased diagnosis of
multiple lung lesions with ground-glass nodules (GGNs). For primary cancers, better prognosis is
expected after complete resection; therefore, it is essential to determine if the lesions are primary or
metastatic. During routine examination of a 64-year-old woman, computed tomography revealed two
partially solid GGNs as infiltrative shadows in the right middle lung lobe, two in the right upper lobe,
and one in the right lower lobe. After the patient refused surgical treatment, erlotinib was administered
because a L858R mutation was identifiedin EGFR. Each lesion showed a different response, so we
suspected that they could be different primary cancers. We preoperatively placed lipiodol markings on the
GGNs in S2, S3, and S8, and performed wedge and middle lobe resections. All the lesions were
adenocarcinomas and included GGNs. We diagnosed them as quintuple primary lung cancers considering
detailed pathological findings. EGFR mutation analysis indicated multiple primary lesions; a resistant
T790M mutation was identified in the resected S4 lesion, which was positive for a L858R mutation before
chemotherapy. EGFR gene mutation analysis was useful for diagnosing multiple cancers; lipiodol marking
was useful for performing safe multiple wedge resections.

Key Words: Multiple lung cancer, EGFR gene mutation, Lipiodol marking.
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