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Abstract: It has been found that multiple solid tumors were positive for anaplastic lymphoma kinase (ALK) currently. ALK

might be associated with the genesis,development and prognosis of tumor. It is important to localization accurately diagnose

the tumor expressed ALK and the subcellular of positive expression of ALK to underway individual precise therapy on rear-

rangement type of ALK, diagnosis of carcinoma and prognosis and using of ALK inhibitor. This paper mainly reviews the

clinicopathological features of ALK positive tumor and its targeted treatment status.
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