
In a nutshell our study showed 

• Higher percentage of CD163+CD206+ M2 

macrophages in CML patients 

• Increased proliferation of CD163+CD206+ 

macrophages correlated with CML disease 

progression 

• M2 macrophages induce the proliferation of 

CD34+ cancer stem cells in CML 
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Chronic myeloid leukemia (CML) is a hematological 

malignancy that is a form of myeloproliferative 

neoplasm caused by a reciprocal translocation and the 

formation of the oncogenic BCR-ABL fusion protein 

(1). Although tyrosine kinase inhibitors improved the 

prognosis of the disease, the limitations of resistance 

and recurrence still exist. Therefore, in-depth analysis 

of the microenvironment is needed for developing 

alternative novel therapies. Macrophages play a 

pivotal role in disease progression of CML (2). 

CD206+ M2 macrophages exert an 

immunosuppressive influence in the tumor 

microenvironment and it critically is involved in CML 

disease progression. Therefore, analysis of the role of 

CD163+CD206+ M2 macrophages is crucial in CML. 
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Involvement of CD206+ macrophages in altered metabolic profile of CD34+ 
CML cells via secretory cytokines  

 

Despite the advancement in therapeutic approaches,  

limitations lie in disease recurrence and their drug 

resistance. Therefore, the development of alternative 

therapeutic approaches is crucial to deal with the poor 

prognosis of CML. The study aims to analyse the immuno-

metabolic profile of the macrophage population to identify 

novel targets and develop alternative therapeutic approaches 

in CML. 

Objective 1: To evaluate the macrophage subtype ratio in 

CML  

Objective 2: To evaluate the role of CD163+CD206+ M2 

macrophages in CML  

Objective 3: To identify the metabolic changes in CD34+ 

cancer stem cells under the influence of  CD163+CD206+ 

M2 macrophages.  
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Analysis of Underlying signalling mechanism and 

metabolic profile of CD163+CD206+ M2 Macrophages 

need to be further investigated for developing M2 targeted 

therapeutic approach in resistant and recurrent CML 
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A numbered cytokines and associated chemokines increased 

in CML patients versus healthy age matched controls. A 

numbers mentioned in the blot were the representative 

expression of cytokines like 1: C5/5a, 2: CXCL1, 

3:CD54(iCAM1), 4: IL-1ra, 5: IL-6, 6: IL-8, 7:IL-16, 8: 

CXCL10, along with the upregulated NAD level in CML. 
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