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[Abstract] Anaplastic lymphoma kinase (ALK) gene fusions are common molecular events and a
significant clinical subtype in non —small cell lung cancer, however, they are extremely rare in colorectal
cancer. This article reports a rare case of a colon cancer patient with ALK gene fusion, who was diagnosed
with multiple metastases in both lungs. The initial treatment involved conventional chemotherapy and targeted
therapy for colorectal cancer, but no significant therapeutic effect was achieved. Subsequently, the patient was
treated with first—generation (crizotinib), second—generation (ceritinib), and third—generation (lorlatinib) ALK
inhibitors, resulting in a favorable clinical response, with a progression —free survival time of 30 months.
Through literature reviews, this article summarizes the clinical characteristics and treatment experience of
colon cancer patients with ALK gene fusion. ALK gene fusion is more commonly seen in women, patients with
right-sided colon cancer, and those with a mucinous phenotype. The most common fusion type is EML4-ALK.
Although ALK gene fusions are rare in colorectal cancer, patients with this alteration show a positive response
to ALK inhibitors. Therefore, ALK gene testing in colorectal cancer patients is clinically valuable.
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