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Onset Fast: minutes or Slow: days
hours
Cellular infiltrate Mainly neutrophils  Monocytes/macrophages
and lymphocytes
Tissue injury, fibrosis  Usually mild and Often severe and
self-limited progressive
Local and systemic Prominent Less prominent; may be
signs subtle

OlSS

022 23 Vgae (yo o Oleall Lolexidl go BT Caclus 3iz b 4ids dizz b pe )3 @ pw S (ONSEL)OLel £9 5 ki jl sl Ol v/
28l oo G jg) 23z
S0 253 59 ,S o 9 lesewgisd Logoceyo jo Ol 13 5 lehdy g5 Jidwsl> Oleall y> v/
bl o (self-limited)ssigdsgamesgs VYgore Olgill £95 (ol 9 0392 ( Mild)inis acute inflammation 8L dose Ol jue v
Cwwl (severe and progressive) ;5 ab 9 8359 Gl Oloys 4 jls o re el J9
@ ] xS (Sles mS )5 oo Oledl Lol A g0 Sloul (§3938 sosuwmw S (15 )5 sl> Oleall sign and symptom Blx jI v
S
Qolsl yiduy jo) 33z U Vgamas )l 2L eS (duration) olej e sl gl 1S Olgs g0 OIS ol (320> 9 J2eS >
Oygeo Gase | gIB 4 (398 I 4 59 9 Lawlly i 5) €XUALION Cules 1> 9 Cawl 232 sl 0T ONSELS I
S0 o o Oleadl S>3 385 (0 Gy JI b Judy 9 z905 Cledl £95 (ul JWd 4 5 (eadd 50 Eadsd s 5)lsl )3 JT9l2)s S (50
PSS 4yt Calgs 43 9 S 0 13y @e2s Oledll £95 (] U3 B Capmwgit) 9 B9 S occamsl 5 SYsb T
g geCONNective tissuey 3y o( proliferation)
¢( components of inflammation )wlgd! 1321
2aod cudb)extracellular connective tissue-3 (saod 8l (sledolw) cOnnective tissue cells-2 ( sy sldolw) blood cells-1
(ol >
4S d9dige cpl 4 pmie 45 2l o (S Tolss jud S STy eaiS Cazmio OT 3590 43 padlasiee Lo 9 3830 ) Oledl 13 &S (S 5uz0T
@ 1) 395 3,15 3929 connective tissue )3 45 ol (alig y SoS U 5 3igd ZI> G e Jl 2ledl s Joko b by S pSU




S 4S 39 o0 oS o oo 43> Olgl JS' @9 3 il 4B Jele 4 1) 395 LT jI g extracellular connective tissue
il giss S Upkwegiss 5o S Jobd el (51321 Jul> (ppad 42 3ikus 32 Gy Jole 43 1) 395 5 038 5 5 1 Blis CapuogS)

D9 (50 Jokuw )13 SISL 9 diuod B > 39750 SIB (T gy ied

A\ MacroPage | eyination of microbes,

(histamine, others) Role in immune

response

A T dead tissue
Source of Immune A 8_, Source of mediators
mediators response S, (cytokines, others)

VESSELS

Source of mediators
(nitric oxide,
cytokines, others)

Endothelium £

Basement
membrane

Elimination
of microbes,
dead tissue

Complement: mediators of inflammation, ~ @ Extacellular
elimination of microbes .\—\ matrix proteins M
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I nflammatory
Component

“Wasodilation

Increased wascular
permeabilicy

Chemortaxis, leukocyte
recruitment and activation

Fever
Pain

Tissue damage

See I'm not a monster

I'm just ahead of the curve

JOKER
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Mediators

Prostaglandins
MNicric oxide
Histamine

Histamine and serotonin

C3a and CT5a (by liberating vasoactive
amines from mast cells, other cells)

Bradykinin

Leukotrienes T4, Dy, Es

PAF

Substance P

THF, IL-1

Chemokines

C3a T5a

Leukotriene By

Bacterial products (e g.. Nformyl
methyl peptides)

IL-1.TMNF

Prostaglandins

Prostaglandins

B radykinin

Ly¥sosomal enzymes of leukocytes

R. eactive oxygen species
Micric oxide
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