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Cell adhesion and metastasis
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Normal epithelial tissue 
architecture controlled by 
contact-inhibition.  

Destabilization of cell-cell 
adhesion by internalization 
or reduced expression of 
E-cadherin and increased 
expression of N-cadherin.

The rigidity of the surrounding tumor matrix influences tumor 
progression. Stiffer matrices infer nuclear localization of 
mechanomediators (eg TWIST1 and YAP/TAZ) leading to  
cytoskeleton remodeling during EMT.

Cell polarization, migration, and 
invasion.

Gelatinase enzymes such as MMP-2 and 
MMP-9 released by tumor cells, degrade 
collagen found in the basement 
membrane.

Inflammation response 
induces vascular permeability 
by affecting endothelial 
cell-cell adhesions. 
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Rolling through 
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interactions. 

Arrest through 
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interactions.

Arrest through 
neutrophil 
aggregation.

Vasoactive compounds 
secreted by tumor cells and 
adhered platelets induce 
vascular permeability.  

Secondary tumors produce 
growth factors such as VEGF to 
promote the formation of new 
blood vessels (angiogenesis).   

Tumor
cell


