
  
 
Chronic myeloid leukaemia 
Nilotinib in the front line setting: Update on 
efficacy and safety 



Chronic myeloid leukaemia 

•  Myeloproliferative neoplasm that 
originates in an abnormal pluripotent  bone 
marrow (BM) stem cell and is consistently 
asssociated with the BCR-ABL fusion 
gene located in the Philadelphia (Ph) 
cromosome  







Morphology 

•  Chronic phase (CP) 
•  Leukocytosis, Platelet count  usually 

ranges from normal to greater  than 
1000x10e9/L 

•  Accelerated phase (AP)  
•  Blast phase (BP) 



CML - chronic phase 

A) Peripheral blood smear showing leukocytosis and neutrophilic cells at 
varying, stages of maturation. Basophilia is prominent. No dysplasia is 
present.  



CML - chronic phase 

B) Bone marrow biopsy shows marked hyper- cellularity due to 
granulocytic proliferation.  



CML - chronic phase 

C) The i megakaryocytes in CML are characteristically smaller than 
normal megakaryocytes. 

















































 
 

When CP Ph+ CML patients show sings of Glevec 
 resistance or- intolerance  

 
THINK      TASIGNA  

  
•  TASIGNA helps patients optimize 

treatment outcomes 
•  Powerful, durable response with favorable 

tolerability 
•  Highly targeted for Bcr-Abl, the key cause 

and driver of CP Ph+ CML 



•  CHR=complete hematologic response; PCyR=partial cytogenetic 
response; 

•  CCyR=complete cytogenetic response; MMR=major molecular 
response. 


