
INFLAMMATORY REACTION 

(FLOGOSIS) 

RESPONSE TO TISSUE DAMAGE, ATTEMPT TO ELIMINATE DAMAGING 

AGENT(S) 



               acute    chronic  

 

vascular changes        vasodilation   marginal 

           permeability 

 

 

cell infiltrate         GRANULOCYTE (no proliferation)  MACROPHAGE  

       (proliferation) 

              

 

stromal changes   marginal   cell proliferation 

        fibrosis 

ACUTE AND CHRONIC INFLAMMATION 



localized process, allows:   

•Transport of proteins, fluids and cells through the inflammatory exudate 

•Elimination damaging agent 

•Removal of necrotic cells and debris 

•Interventions cells/molecules involved in the immune response 

ACUTE INFLAMMATION (angioflogosis) 

CALOR RUBOR TUMOR DOLOR FUNCTIO LESA 

I N F L A M M A T I O 

http://www6.ufrgs.br/favet/imunovet/molecular_immunology/inflammation_cartoon.jpg, modified h
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Cardinal signs 

http://www6.ufrgs.br/favet/imunovet/molecular_immunology/inflammation_cartoon.jpg


Necrosis 

  ischemia  oxygen/nutrient lack   cell/tissue death  

 

Chemicals 

  acids, bases, oxidants  tissue lesion 

  infective agent-derived substances 

 

Physical agents  

Burn, trauma, radiations, freezing 

 

Infections/infestions   

  eso/endotoxins 

  cytolytic viruses 

  parasite-induced IgE-mediated hypersensitivity 

 

Hypersensitivity reactions 

 POSSIBLE CAUSES  



 

 

INITIATION capillary changes 

  leucocytes exit from vessels (diapedesi) 

  granulocyte migration to tissues 

 

AMPLIFICATION 

  chemical mediators of inflammation 

 

SWITCH-OFF 

  reduced mediator concentrations/specific inhibition 

 PHASES  



VASCULAR EVENTS 

- blood flux changes 

- increased capillary permeability 

- cell exit from capillary to tissue 



Increased permeability 

normal 
acute inflammation 

32 mm Hg 

25 mm HG 

12 mm Hg 

25 mm HG 
50 mm Hg 

20 mm HG 

30 mm Hg 

20 mm HG 

EXUDATE FORMATION  
 

Capillary changes in dimension and permeability   accumulation in 

theinterstitial space of fluid ontaining salts, proteins and leucocytes (mainly 

neutrophilic granulocytes) 





- Fluid component 
 

High protein concentration (50 g/l) 

 

Ig (immune response) and fibrinogen 

( fibrin) 

 

High turnover: persistent drainage from 

local limphatic vessels and 

replacement by new exudate 

- Cell component 
 

Neutrophilic granulocyte (NG) 

accumulation 

NG from the circulation (slight damage) or 

from bone marrow (severe damage) 

 

EXUDATE 



endothelium activation 





https://www.youtube.com/watch?v=0TvTyj5FAaQ 



PHAGOCYTOSIS 

pathogen destruction, ROS production, cytokine/chemokine release, Ag presentation 







ACUTE PHASE REACTION 



ACUTE PHASE PROTEINS 



PENTRAXINS 





ACUTE INFLAMMATION OUTCOME 

B. REPAIR 

A. 

C. 



RESOLUTION 



GRANULATION TISSUE: results from angiogenesis, macrophage/fibroblast 

recruitment and proliferation, collagen deposition 

 

Macroscopic aspect: redness, granulous tissue, easy bleeding, occurring in 

the first phases of wound healing or surrounding the scab 

 

Granules: clusters of small new capillaries 

 

TISSUE REPAIR 



wound healing: phases 



ANGIOGENESIS 



MEDIATORS OF ANGIOGENESIS 



Histoflogosis or productive flogosis 
 
Etiology (causative agent persistence)  
   

Cell infiltrate  
 macrophages 
 lymphocytes, plasmacells 
 fibroblasts (fibrogenesis) 
 vascular component (angiogenesis) 
 

Relationship chronic inflammation and delayed hypersensitivity reactions  

CHRONIC INFLAMMATION 

Repeated healing attempts lead to tissue damage 

 

Chronic inflammatory diseases (cyrrhosis, atherosclerosis, etc.) 



Persistent microorganisms  
M. tuberculosis, Actinomycetes, parasites (intrinsic defense mechanisms) 
 

Infective organisms protected by host defence (es.  bacteria replicating into an abscess) 
 

External materials  
Metals,  plastic, wood, etc 
 

Immune complexes formed with autoantigens in autoimmune diseases 
 

Chronic inflammatory diseases (es. Crohn disease) 

CAUSES OF CHRONIC INFLAMMATION 

Few vascular alterations 

High cell infiltrate 

 phagocytes: macrophages (long survival, proliferation, evolution) 

 lymphocytes and plasmacells (cf. immune response) 

 fibroblasts 

 NG rare or absent 
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GRANULOMAS 



ATHEROSCLEROSIS 
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