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Disclaimer

Please note that the following information is intended just
for educational purposes of the medical students at Faculty of Medicine, Comenius
University.
All copyrights belong to their owners and are used here for educational purposes only.




Overview

Alterativeinflammation
Exudativeinflammation

Proliferativeinflammtion

Granulomatousnflammation




Inflammation

complexdefenseresponsef bodywith intent of removalor containmentof
Injuringstimulus

localtissuereactionto damagecasedby variousinjuringagents
numerousdefinitionsandclassifications

evolutionarysettleddefenseandreparationresponseo tissuedamage
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Etiologyof the inflammation

Infectiougmicrobialtoxins Foreign bodies
Bacteria surgical stitches
viruses Dust ......

Fung'_ Ischemia
parasites
_ _ Trauma

Physicahndchemicaldamage
thermaldamage Thrombus
Radiation

environmentafactors



ACUTENFLAMMATION CHRONIMNFLAMMATION

rapid onset slow onset
short duration long duration ( months to years)
classic signs and symptoms of /specific signs and symptoms
inflammation
Macrophages
Neutrophils L hocvt
removal of pathogens and necrotic ymphocytes

tissue
Initiation of healing




Inflammationclassifications

basedon duration(acute chroniq

basedon the mainfeatures(alterative exudative proliferative
basedonthe etiologicagens lpiological physicalchemicalimmune
basedonthe type ofexudate
basedonlocation - superficial

- profound
basedon spread extent - diffuse(phlegmorn

- localisedabscesk



Classificatiomasedon features

Alterativeinflammation¢ predominanttissuedamage

Exudativanflammation¢ exudatecollectionon the surfacéein
Interstitiumof the tissue

Proliferativanflammationc accumulatiorof connectiveissue
reparationphasein acuteinflammation chronicinflammation

allthree componentsare usuallyexpressedndintertwined




Alterativeinflammation

changesassociatedavith tissuedamagec rangingfrom dystrophicchangego
Necrosis

other partsof the inflammatoryreactionare lesspronounced

histologicallywe mainlyobserveregressivehangesnecrosiswith minimal
amountof fluid exudationand cellmigration proliferativephaseis usuallynot
present

changesypicalfor the initial inflammatoryphase

toxicliverinjury, viralhepatitis myocarditian diphteria



Exudativanflammation

collectionof abundantexudate
the mostvastgroupof non-specifianflammations

divisionbasedon the exudatetype:
seroug(includingcatarrhalmucosainflamamtion

fibrinous
purulent
putrid

If erythrocytesare present the exudateis describedashemorrhagic



exudate collectiomn the
surface / ininterstitium of
the tissue

the vastestgroupof non-
specificinflammations

exudate = liquid + cellular
components

classificatiorbasedon the
exudatetype:

a. Serous

b. Catarrhal(mucosal
inflamamtion)

c. Rbrinous

d. Rurulent

e. Gangrenous

f. Hemorrhagic




CONTACT DERMATITIS BLISTERS FROM THE POISON IVY PLANT'S TOXIC PRINCIPLE,

URUSHIOL. THIS IS A CLASSIC EXAMPLE OF A SEROUS EXUDATE.

Serous

vSerous exudate = clear, yellow color fluid, low levels of
protein and cells

oMinimal increase in vascular permeability
-Skin blisters (varicella, HSV, burns)

uSecretions of mesothelial cells of serous membranes
-virus, tbc, TU, rheumatic inflammation

«Healing: resorption




Catarrhal

Catarrhal exudate = serous exudate
+ mucus + white blood cells +
necrotic cells (thick)

Serous inflammation ahucosal
surfaces

Mainly in respiratory tract

Often connected with purulent
inflammation










Respiratory bronchial epithelium (black arrow), alveolar septum (green arrow), edema fluid (blue arrow)




Focal destruction of bronchial epithelium (black arrow), edema, purulent inflammatory infiltrate in the |




|






Fibrinous

Hbrinousexudate(eosinophilic amorphic material)
Greater increase in vascular permeability
Often combined with serous inf.serofibrinous
Healing
Resolution (fibrinolysis)
Organisatior(granulationtissue













Hyperaemiaof pericardium thick layerof bright eosinophili¢ non-homogenousalmost
fibrillary layeron the surface with leukocytes
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= Exudativdibrinousinflammationon mucousmembrane+ necrosis

Pseudomembraneyellowgrey layer composed abfin, necrotictissueand
Inflammatorycells

Tissue underneath with focag¢aosis neutrophils, hyperemia
Etiology: bacteria producing certarotoxins

Diphtheria - notice the pseudomembrane in the
posterior pharynx. It can become very large
and may obstruct the airway.












Fibrinous exudationRMNL, fibrin fibers) with intestinal wall destruction



