Definition

Inflammation is a defensive process that a living body initiates against local

tissue damage.
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Etiology of Inflammation <4 il
Physical agents: 2l <3S s

* extreme temperatures, electric shock, radiation, mechanical
injures, etc. «gdl g (il Sl ciladiall g ¢ 5 gall) 3 Al cla g o
A ) Ly AgilSaal) clibal) g

* Chemical agents::(:ibeasS ¢ec o
like acids, alkalis, drugs .42 5% g <l 5181 g aleal) Jia

* Biological agents: Microorganisms (bacteria, viruses, fungi),
parasites (helmints, insects), immune cells and complexes: Jal gl o
bl ol cilddlal) g (@b dadl) g il g il] g L Sl 48841 dad) cliilsl) s4a ol gl
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Cardinals sign

1-rubor (redness)

2-dolor (pain )

3-calor (heat)

4-tumor ( swelling)
5-functiolaesa(loss of function)



Rubor =redness
Tumor = swellin
Calor = heat
Dolor = pain

Functio laesa = Ioas f
function
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Component of inflammation:: <) <l gsa
1- Vascular changes: sal) 4 g¥) & i

A- After transient vasoconstriction (lasting only for seconds), arteriolar
vasodilation occurs, resulting in locally increased blood flow. Gu&i 2
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B— The microvasculature becomes more permeable, and

protein-rich fluid moves into the extravascular tissues 4 el 4 §¥) sl -
Ay sadl) Ao oY) A Al ) gl (AR i) o iy g cApdld ) AB8).

C- This causes the red cells in the flowing blood to become

more concentrated isiall aall A o) peall LMAY 38 55405 ) 1A g35

Lead to stasis develops, leukocytes (principally neutrophils)

begin to accumulate (- (Js¥) aliall A c¥aall) sl el Sl oy g8l ekt ) g
aS) il



Cellular event:: s i) sl
Deliver leukocytes to the site of injury

Leukocytes ingest offending agents, kill bacteria and other microbes, and
eliminate necrotic tissue and foreign substances. &8s+ ) gl <l S Jua 6
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A- Leukocyte Recruitment =l b Sl aias
Margination ial¢)
B- Chemotaxis. s o)



Major components of inflammation

NORMAL

Extracellular matri Occasional resident
o lymphacyte or macrophage

9 _ vascular changes
fene ¢ Vasodilation
¢ Vascular permeability
¢ Increased adhesion of white

INFLAMED ) focraasod bood flow blood cells

[
Anericlediaion  Expansion of caplllary bed  Venule dilation

~ Cellular events
* Recruitment and activation of
neutrophils (polymorphonuclear
leukocytes) and monocytes

@ Nattrophil emigration @ Leakage of plasma

prateins —e edema




C-Leukocyte Activation aw/ b SJ) Ludiy

D- phagocytosis #«l)

E- intracellular microbial killing ::L>ad Jala &l g Saall Ji8
The type of emigrating leukocyte varies with the age of the inflammatory response
and with the type of stimulus.. saill & s g 4ulgill) dlaiad) e CDEAL B jalgal) panl) aly Sl £ of Calidy
In most forms of acute inflammation, neutrophils predominate in the inflammatory
infiltrate during the first 6 to 24 hours and are replaced by monocytes in 24 to 48 Jii alea b
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Type of inflammatory cells :

1- neutrophil : acute inflammation during the first 24-
hours.important cause of neutrophilia bacterial infection
and infarction After 2-3 days neutrophil are replaced
mainly by cuw . Js¥) Aol 24 J) DA ala Glgdl) ¢ Adaal) 1
Nl Jladiad oy all 3-2 day c¥all slida¥) g 4 pisl) (5 gaall aga
iy JS

2- monocytes-macrophages :are capable of engulfing
larger particle , Important cause of monocytosis .TB,
Typhus ,brucellosis lepsa 300 e 5 )08 dslall a5l LA
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3- lymphocyte : most prominent in many viral
infectiondzw g_sdll s gl (e Ll & 500 ; dggldadl DAY 3
4- eosinophils: are prominent in allergic reaction and
parasitic infection gy &bl A3550 Ay iabijsdl 3
ALk
5- mast cells and basophils : 4l g diadl LYAY 3



Outcome of acufé
inflammation

1- Resolution: Regeneration and repair. When the injury is limited @i badis  73al¥l g aaadl) ;Jadl -1
84 gaaa Alay!
2- tissue destruction and persistent acute inflammation siwall dall Glgil) g Aol pati 1

A-Abscess; this is a cavity filled with pus( neutrophils ,monocytes and liquefied cellular debris),Its often
walled off by fibrous tissue and is relatively inaccessible to the circulation),Its usually caused by bacterial
infections ,often by staphylococci (1983 Le Ll g ¢(Juall (5 slad) allaall g 5aia ol LAY g ¥ anll) il o glaa Gy g2 130 ¢z) A
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B-Ulcer :thisisloss of surface epithelium ,this can be caused by acute inflammation of epithelial surface ( e.g
peptic ulcer and ulcer of the skin ) 4a &l Jia) (s jlghal) o) A Ao Glgrll L ¢35 o Sy coadacad) 3 jLglal) ¢y)a88 14a &Y
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C-Fistula: this is an abnormal communication between two organ or between an organ and a surface
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3- Chronic inflammation ge_ialf cilgily/ -

iIf the offending agent is not removed, or or immune responses to self-
antigens)..(&S1 cladiual! 4o lial) cillaiol) ) ACiall cuall Jalad) 4d) ) Al al 13)

4- Scar: this is the final result of tissue destruction with resultant distortion

of structure and in some cases altered function
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T fever
2-leukocytosis :The leukocyte count usually climbs to 15,000 to 20,000
cells/mL, 3! 15000 3! sale slawd) iy K1) dae adl 0 elanl) il <11 35S 1

«Ja /431120000 . .
3-Other manifestations of the acute-phase response include increased

heart rate and blood pressure; decreased sweating, mainly as a result
of redirection of blood flow from cutaneous to deep vascular beds, to
minimize heat loss through the skin; and rigors (shivering), chills
(perception of being cold as the hypothalamus esets the body
temperature), anorexia, and malaise, probably secondary to the actions
of cytokineson brain cells. Jie 334 3aladl dda jall 4laial (5 AY) jalial) ¢ -1
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inflammation - lasts from a few months up to tens of years - alternating
exacerbations and remissions — (i) &l pdie ) gl Anday (e — (e 2lgdl)
£ 93¢l 5 8L (o gy

by:Muhammad Jabbar Hussain




alk briefly about the following
1- definition of inflammation and important cause of
acute inflammation

2- out come of acute inflammation

3- defined abscess

4- mention briefly disease associated with arise of
chronic inflammation

5- mention briefly systemic effect of inflammation
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