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Curative effect of Gleevec combined with cytarabine and prognosis in

patients with CML ABL kinase region mutation and prognosis analysis "
YANG Huan ,LIU Yang .CHEN Xiangyan”~ \WEN Ming ,LIU Hui
(Department of Rheumatism s Immunology and Hematology sGuang an Municipal
People’s Hospital Guang an s Sichuan 638000 ,China)

[Abstract] Objective To study the clinical efficacy of cytarabine combined with Gleevec in the treat-
ment of ABL kinase region mutations in chronic myeloid leukemia (CML) ,and to analyze the prognosis of the
treatment, Methods A total of 271 patients with CML ABL kinase region mutation were selected and divided
into the Gleevec group (69 cases),cytarabine group (91 cases) and combination group (111 cases) (Gleevec
combined with cytarabine) according to their medication status; the complete hematological remmision
(CHR) ,cytogenetic remission (MCyR) ,complete cytogenetic remission (CCyR) amd molecular biological re-
mission (MMR) and complete molecular biological remission (CMR) in 3 groups were followed up in 6
months and 12 months, meanwhile the incidence rates of adverse reactions,hematological recurrence rate, mo-
lecular genetic recurrence rate and cytogenetic recurrence rate were simultaneously observed after 12 months
in the three groups,and the death and time of death were simultaneously recorded. Results = The remission
rates of CMR,MCyR,CHR,CCyR and MMR after 6 months in the combined group were significantly higher
than those in the cytarabine group and Gleevec group,and the differences were statistically significant (P <<
0. 05) ;the hematological recurrence rate, molecular genetic recurrence rate and cytogenetic recurrence rate fter
12 months follow up in the combined group were 1.80% ,0.90% and 0,respectively, which were significantly
lower than 8. 79% ,5.49% and 2. 19% in the cytarabine group and 10, 14% ,8.69% and 0 in the Gleevec group
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(P <<0. 05) ; the total incidence rate of adverse reactions at 12-month follow-up in the combined group was

8.10% ,which was significantly lower than 21. 73% in the Gleevec group and 16. 48 % in the cytarabine group,

and the differences were statistically significant (P <C0. 05) ; the mortality rate at 12 months of follow-up in

the combined group was 1. 80% ,which was significantly lower than 7. 24% in the Gleevec group and 6. 59%

in the cytarabine group (P <C0. 05). Conclusion

Gleevec combined with cytarabine can significantly improve

the quality of life of the patients with CML ABL kinase region mutation and improve their survival rate.
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