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Abstract: Objective To explore the treatment solution and timing of chronic myeloid leukemia (CML)with secondary solid tumor.
Methods

Treat chronic phase-chronic myeloid leukemia (CP-CML)with Imatinib, and treat cervical adenocarcinoma with the operation and

Analyze clinical data of one case of CML with cervical adenocarcinoma, and review the relevant literatures. Results

chemotherapy.Stop Imatinib treatment before and after the operation.The progression from CP-CML to acute lymphoblastic leukemia
occurred 4 months after operation,and we have treated the patient with Dasatinib50 mg twice a day for one month,and later the pa-
tient obtained complete hematologic response.Conclusion (1)1t is prior for coexistence of chronic myeloid leukemia and solid tu-
mor to treat the disease of higher risk by weighing the pros and cons.(2)During treatment process, it is pivotal to monitor blood pic-
ture and bone marrow and assess the condition.When the CML disease progress, application of the second generation of tyrosine ki-
nase inhibitors is necessary.(3)It remains unclear for the mechanism of coexistence of chronic myeloid leukemia and cervical ade-
nocarcinoma and whether cervical adenocarcinoma can affet progression of CML,so we need further research to clarify them.
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