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Analysis of treatment situation and medication compliance among 140 patients with chronic myeloid leukemia "
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University .Guiyang ,Guizhou 550001, China)

[Abstract] Objective To analysis the treatment situation and medication compliance of patients with
chronic myeloid leukemia (CML). Methods A retrospective analysis was performed on the clinical data and
following-up results of 140 patients with CML admitted to the hospital from January 2014 to December 2017.
Results A total of 138 patients were included,including 135 cases in chronic phase (97.8%) and 3 cases in
accelerated phase (2.2%). 39 patients(28. 3%) received hydroxyurea or hydroxyurea in combination with in-
terferon(the non-TKI group),and 99 patients (71. 7%) received tyrosine kinase inhibitor (the TKI group).
There was a statistically significant difference in the incidence of disease progression between the TKI group
and the non-TKI group (P=0.001). The TKI group had higher hematologic remission (CHR) ,complete cyto-
genetic remission (CCyR) rate and major molecular remission (MMR) rate (P<C0. 05),and higher event-free
survival (EFS,P=0.001) and disease-free survival (DFS) rates (P=0. 021). According to the medication ad-
herence,109 patients (79%) were treated according to the doctor’s advice,and 29 cases (21%) discontinued or
reduced medication dose on their own. The patients with good adherence had higher CCyR and MMR rate
(P<C0.01) and higher EFS rate (P=0.001) and DFS rate (P=0. 002) than the poor adherence group. Con-
clusion The efficacy of TKI in the treatment of CML is superior to non-TKI traditional treatment. To im-
prove the patient adherence and promote standard treatment are the important factors to improve the clinical
efficacy and long-term survival of CML.
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