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SETTING THE STAGE
FOR CANCER

CELLULAR ADHESIOMN
Disrupted ancharing and
cell-c=ll communication

STROMAL FIBROBLASTS

Collagenase and other proteases

rermadel ECM to facilitate invasion

Im & lene cell, mutations sequentially and collectively premaete deviation from normal
growth constraints, while halting or reversing specialization. Alterations in the cell’s
topography and attachments make its surface oilier, causing it to pull away from its
neighbars, as impaired or missing receptors compromise transport across the mem-
brane. Within the call, metabalism revs as the nuclews appears to undulate, chromatin
clurnping as chromosomes break, while at the same time division preparations ensue.
Beneath the epithelial lining, the errant cell releases collagenase and other proteases
that begin to eat away at the extracellular matrix, facilitating the next stage: Invasion.

= Prategges

= Growth factors

= Cytakines
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= Altered: Receptar pattern
[modified or missing
glycoproteins and glhyoolipids)

= Transpart properties

= Permneability

CYTOSKELETOMN
Alterations change cell
shape and motility

NUCLEUS

= Deranged cell opcle

= Impaired DMNA repair
= Broken chromosomes
= Enlarged nucleus

= Pleamorghic nucleus
= Chrgmatin clumps

EXTRACELLULAR
MATRIX [ECM)
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