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Results: 

Mice with myeloid-specific targeted disruption of integrin beta3 have enhanced 

primary tumor growth and increased M2/M1 macrophage ratios   
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Integrin beta3 knockout M2 macrophages have enhanced tumor-promoting function 
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Pharmacologic blockade of integrin v 3 enhanced tumor growth and increased M2 

TAM infiltration 



β

Tumor cells and M2 macrophages from β3KOM mice have diminished immune 

response signatures  
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Integrin beta3 favors STAT1 activation and suppresses STAT6 signaling in 

macrophages  
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Myeloid cells are required for increased tumor growth after cilengitide treatment
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Figure 1. Mice with specific deletion of integrin beta3 in myeloid cells promoted 

tumor growth with increased M2 TAM infiltration. 
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Figure 2. Integrin beta3 knockout M2 macrophages have enhanced tumor-promoting 

function, and β3KOM macrophages promote tumor growth in part through CD8+ T-

cells. 
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Figure 3. Cilengitide treatment enhanced tumor growth and increased M2 TAM 

population. 
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Figure 4. Gene expression profiling of tumor cells and M2 macrophages from β3KOM 

mice reveals diminished immune response signatures. 
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Figure 5. Integrin beta3 signaling favors STAT1 activation and suppression of STAT6 

signaling in macrophages. 
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Figure 6.  Model of integrin beta3 signaling pathway in tumor-associated 

macrophages.
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Figure 7. Myeloid cells are required for increased tumor growth after cilengitide 

treatment. 
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