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CMR for patients treated only with imatinib was 51%. Median time to CCR was 31 months. Probabilities for achieving CMR were higher for low and intermediate Sokal risk patients (58% vs 51% vs 14% for low, intermediate and high risk patients respectively (p=0.2 ).The cytogenetic response at 6 months was a strong predictor for CMR: 59% vs 36% for patients with and without complete cytogenetic responses (CCyR) at 6 months (p=0.01). Once patients achieved CMR, the probability to maintain the response while on imatinib was 45% (23% of the entire cohort achieved and maintained CMR). Again, early response, defined as CCyR at 6 months, was a predictor factor for maintaining CMR: 68% vs 41% (p=.00). We found no association between probabilities of maintaining CMR and other prognostic factors such as Sokal risk index or previous interferon treatment. The probability to obtain CMR among patients who were changed to 2GTKIs was 25%, and this response was related to the indication for treatment changed: 50% vs 35% vs 19% (p=0.1) for intolerance, suboptimal response and treatment failure respectively. Among patients who achieved RMC after treatment changed, the probability for maintaining this response during follow up was 53%.  Summary / CSummary / CSummary / CSummary / Conclusion:onclusion:onclusion:onclusion: Our results show that complete and maintained molecular responses in patients treated with imatinib occurred in one fifth of the patients. The use of new treatments that enhance the rate of early responses could improve the number of patients candidate for discontinuation treatment clinical trials. KeywordsKeywordsKeywordsKeywords: None 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

 


