(Wi%e. 2018;58:127-131)

CASE REPORT

© 2018 The Japan Lung Cancer Society

FRERRATFZECEETFEERGEME & BMEMECX L T,
LREBRRAFZEFEFOL X F—EHRER &

HREEEnEAZ RIS U161

FEHFL - Rzl - XBEHB! - A)IHFE!

Concurrent Administration of an Epidermal Growth Factor Receptor
Tyrosine Kinase Inhibitor and Cytotoxic Anticancer Drug to Treat
Epidermal Growth Factor Receptor Gene Mutation-positive and
Mutation-negative Lung Cancers

Atsuko Hirabael; Noriyuki Suzakil; Takuya Nagatal; Masaomi Marukawal

'Department of Internal Medicine, Kagawa Rosai Hospital, Japan.

ABSTRACT —— Background. When a molecular-targeted drug shows completely different effects on two lesions, it
is difficult to differentiate the metastatic lesion due to tumor heterogeneity from multiple lung cancers, and diffi-
cult to treat the lesions as well. Case. A 63-year-old female presented with a right lung tumor after a medical
health checkup. She had been diagnosed with stage IV pulmonary adenocarcinoma harboring an epidermal
growth factor receptor (EGFR) gene mutation. Gefitinib was started, and the tumor responded well. However, as
the nodule in the lower lobe of the left lung, which had been made an initial diagnosis of post-inflammatory change
increased. This lesion was diagnosed as EGFR gene mutation-negative lung adenocarcinoma, and gefitinib was
discontinued and carboplatin plus paclitaxel combination chemotherapy started instead. The nodule in the left
lung shrank; however, the tumor in the right lung grew. As a result, gefitinib was resumed while chemotherapy
was continued, and the right lung lesion receded again. After six cycles of carboplatin plus paclitaxel combination
therapy, only the left lung lesion showed re-growth, so the therapy was changed to pemetrexed monotherapy,
and a temporary effect was confirmed. No exacerbation of adverse events due to gefitinib administration was
noted at any time. Conclusion. We were unable to determine which of the two lesions was the metastatic one due
to tumor heterogeneity, but an EGFR tyrosine kinase inhibitor administered in combination with cytotoxic anti-
cancer drugs reduced both tumors without exacerbating adverse events.
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Figure 1. Imaging findings at the initial diagnosis. Chest X-ray shows a large mass with ground-glass opacity in the
right middle and lower lung fields (a). Chest CT shows an extensive mass with ground-glass opacity in the right low-
er lobe, a flattened shadow in the left lower lobe S and osteolytic changes in the sternum (b). FDG-PET/CT shows
accumulation in the right lung shadow and sternum, and no accumulation was observed in the opposite lung shadow

(c).
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Figure 2. Pathological findings of the bilateral pulmonary lesions (a, ¢: hematoxylin and eosin stain, X40; b, d:
TTF-1 stain, x40). The lesion in the right lung tissue was moderately differentiated papillary adenocarcinoma (a),
and that in the left was diagnosed as poorly differentiated adenocarcinoma (¢). The tumor cells in both specimens
were positive for TTF-1 (b, d).
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Figure 3. Sequential chest CT images. Gefitinib was started, and her right tumor responded well (a). However, the
left lower lobular shadow increased in size (b). Gefitinib was therefore discontinued, and carboplatin plus paclitaxel
combination chemotherapy was started. The nodule in the left lung shrank; however, the tumor in the right lung
grew (c). Gefitinib was thus resumed while chemotherapy was continued, and the right lung lesion shrank again.
After six cycles of carboplatin plus paclitaxel combination therapy, only the left lung lesion showed re-growth (d).
The therapy was changed to pemetrexed monotherapy, and a temporary effect was confirmed (e). *CBDCA +PTX:

carboplatin and paclitaxel, PEM: pemetrexed.
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