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Chromosome’s Influence and Curative Effect on First
and Second Generation Tyrosine Kinase Inhibitor Therapy to CML
CHEN Jing,JU Zhen
(Department of Clinical Laboratory, Taixing People’ s Hospital, Jiangsu Taixing 225400, China)

Abstract: Objective
inhibitor therapy to CML patients. Methods

Research of chromosome’s influence and curative effect on first and second generation tyrosine kinase
Giving conventional genetic analysis to 80 Ph+ CML patients,and contrast
CML patients’ chromosome changing situation with first and second generation tyrosine kinase inhibitor therapy. Results
There were 11 cases with other abnormalities of chromosome number and structure in 80 cases of Ph-+ CML patients.and
10 cases were resistant or intolerant to imatinib. 35 patients (87.5%) achieve sustained complete cytogenetic remission
(CCyR) who treated with imatinib (TKI-1 ) in the total 40 cases.in these 35 patients,7 cases (17.5%) got CCyR in 3
months;10 cases (25%) got CCyR in 6 months,13 cases (32.5%) got CCyR in 12 months,and 5 cases (12.5%) got CCyR
in 18 months. 33 patients (82.5%) achieve sustained completecytogenetic remission (CCyR) who treated with dasatinib/
nilotinib (TKI-1I ) in the total 40 cases,in these 33 cases,16 cases (40%) got CCyR in 3 months;9 cases (22.5%) got
CCyR in 6 months,5 cases (12.5%) got CCyR in 12 months,and 3 cases (7.5%) got CCyR in 18 months. Conclusion Ph
+ CML patients combined with other chromosome abnormity were more easily to be resistant or intolerant to imatinib,espe-
cially in acceleratd phase and blastic phase. First and second generation tyrosine kinase inhibitor have little difference to treat
with CML patients in long time efficacy,but the second generation effect is better than first generation in short time effica-
cy.
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