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[ Abstract ] Background and objective Distant metastasis was common in lung cancer, especially patients with
bone marrow metastasis had poor prognosis and there were few effective methods. Crizotinib had been confirmed to be used in
anaplastic lymphoma kinase (ALK) positive lung adenocarcinoma, but the efficacy in lung cancer with bone marrow metastasis
was unknown. In the present study, we reported one case of ALK-positive lung adenocarcinoma with bone marrow matastasis
given crizotinib treatment, the safety and efficacy was summarized. Methods ALK fusion was tested by fluorescence in situ hy-
bridization (FISH). Crizotinib was given with dose of 250 mg, bid. Objective response was evaluated by Response Evaluation
Criteriation in Solid Tumours (RECIST) v1.1 and bone marrow response was evaluated by bone marrow puncture and biopsy.
Adeverse events were evaluated according to Common Terminology Criteria for Adverse Events (CTC AE) v4.0. Results The
patient achieved partial response (PR) after 6 weeks of crizotinib, especially the objective response of bone marrow metastasis
was complete response (CR). The patient stopped crizotinib because of pneumonia. The progression free survival (PFS) and
overall survival (OS) was 20 weeks and 22 weeks respectively. Conclusion Crizotinib could be an effective method for ALK-
positive lung cancer with bone marrow metastasis and showed good tolerance.

[ Key words ] Crizotinib; Lung neoplasms; Bone marrow metastasis; Objective response rate; Progression free sur-
vival
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Fig 1 Patient’ s myelogram before and after treatment
of crizotinib. A: Before given crizotinib theraphy,
low-differentiated adenocarcinoma cell infliated in
bone marrow tissue and considered coming from
lung according to the IHC results; B: After 6 wk of
crizotinib, the adenocarcinoma cell disappeared. IHC:

immunohistochemistry.
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B 2 FISHEMALKR: & EE R
Fig 2 ALK gene fusion was positive tested by FISH. ALK: anaplastic
lymphoma kinase; FISH: fluorescence in situ hybridization.

B 3 BERKZGFEHE, A BEFEZ crizotinibia 771, MEBCTERE
BB X &L, D EMAERR, A LA ERIKBAS, AR RE LA
B4 B: BEEZ crizotinibiffr6 AR, SEMIMCTRRZEME X &1L
B4/, MERRESR, G EHRIREEE, DRAHEERZE .

Fig 3 Clinical radiologic features of the patient. A: Before crizotinib
treatment, chest CT showing huge mass lesion in left lung and
minimal pleural effusion, patchy shadows was seen in upper
lobe of right lung and lymphonodus in mediastinum; B: After 6
wk of crizotinib, CT showing obvious shrink of left lung mass and
lymphonomus in mediastinum, disappeared of pleural effusion and
shadow in right lung. CT: computed tomography.
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