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Inflammation

Defense mechanism which is activated in response to 
traumas, tissue alterations

Sequence of biological events, which occur in response to 
a harmful non-specific stimulus, aimed to:
➢ Dilute, Neutralize, Destroy the harmful agent
➢ Reduce the tissue damage to the minimum
➢ Prepare organism to combat the pathogenic agent
➢ Prepare the inflammed area for the repair and Initiate

the repair pathways



Mechanisms of Inflammation

The damaged tissue (1) releases chemical
mediators (2) which diffuse towards
sorrounding blood vessels, inducing:

• Vessel reaction
• Tissue reaction
…
rubor (redness), tumor (swelling)
calor (heat), dolor (pain), 
functio laesa (altered function)



INFLAMMAGING

Chronic low grade 
cellular inflammation

The root of all 
degenerative chronic 

diseases (and of 
venous and 

lymphatic diseases 
as well) 
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Human Lymphedema
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… compression therapy results in a reduction of the pro-inflammatory environment
characterizing chronic venous ulcers, and ulcer healing is associated with resolution of
specific elevated levels of protease expression.



Table V: Cytokines demonstrating significant differences in ulcer tissue before compression
compared to ulcer tissue after 4 weeks of compression therapy
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CONCLUSION:
CVI ulcer healing is associated with a pro-inflammatory environment prior to
treatment that reflects metabolically active peri-wound tissue which has the
potential to heal. Treatment with compression therapy results in healing that
is coupled with reduced pro-inflammatory cytokine levels and higher levels of
the anti-inflammatory cytokine

Table VI : Cytokines displaying significantly different protein levels
in rapid (healed > 40%) compared to delayed (healed < 40%) healers.



Conclusions

• Compression therapy results in an improvement of 

CVI and lymphedema, which is an expression of 

peculiar modulation of inflammatory mediators

and remodelling proteinases (the inflammatory

cascade)

• Several biophysical pathways (e.g. changes in shear 

stress and venous hypertension) lead to an inflammatory 

state which is typical of CVI

• Lymphedema IS a chronic inflammatory degenerative 

disease
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