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ABSTRACT —— Background. The incidence of multiple primary neoplasms has been rising with the global in-
crease in the aging population, and recent advancement have been made in cancer treatment, including the devel-
opment of molecular-targeted drugs. Although treatment options for multiple primary neoplasms should be de-
cided based on the priority, effectiveness and safety of the therapy, safety data regarding combination therapy
with molecular-targeted drugs and/or cytotoxic drugs against different advanced cancers has only been de-
scribed in case reports in the literature. Case. A 61-year-old man who received nilotinib, a tyrosine kinase inhibitor
(TKI), for chronic myeloid leukemia (CML) was diagnosed with EGFR mutation-positive lung adenocarcinoma.
Since advanced lung cancer was a major limiting factor to his life, he agreed to stop nilotinib and receive gefitinib,
which resulted in successful treatment of the lung cancer without exacerbating his CML. Conclusion. Currently,
there are no gold-standard treatments for multiple primary neoplasms with molecular-targeted drugs. We herein
report a patient with CML and lung cancer successfully treated in cooperation with a hematologist, since the
advanced-stage lung cancer determined the prognosis. It is very important to share information with other spe-
cialists as well as with patients harboring multiple primary neoplasms.
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Figure 1. Chest and brain computed tomography on admission. A chest computed tomography (CT) scan (a)
shows multiple nodules, hilar lymphadenopathy and infiltration in both lungs as well as bilateral pleural effu-
sion on admission. A brain CT scan (b) shows brain metastasis in the left frontal lobe on admission.
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Figure 2. Chest and brain computed tomography after treatment. A chest computed tomography (CT) scan
(a) shows a marked reduction in the size of the multiple lung tumors, and the pleural effusion has almost dis-
appeared after one month of treatment. After three months of treatment, a brain CT scan (b) shows no evi-

dence of metastasis.
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