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Pneomonias
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A defense mechanisms J! &« interfere < 4ala s} & risk factors J!)
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mucous secretion which make good media for J) 29 22 : Smoking-1
loss of cilia + infection

loss of cough reflex : Alcohilism-2

J) Jitia LS S8 Jyung J4sal AN adll dueS () cusws HFJ) : Congested HF-3
dus A immune cells

¢/ : Chronic obstructive lung diseases / bronchial obstruction-4
mucous secretion which make good media for <uwa obstruction
infection

Diabetic Mellitus-5

loss of cough reflex_ : Coma-6




Classification of Pneomonia

According to Patient previous healthy state :

1-Primary pneumonia :

virulent organism i 485 LIS 9 adlu aa) gf ol
2-Secondary pneumonia :

Secondary to one of the risk factors
According to Course:

1-Acute pneumonia :

2-Chronic pneumonia :

Pathological ( morphological ) classification :
1-Pneomonia with consolidation:

bronchopneumonia (scatterd ) s lobar (single large area of lung) &S Ll consolidation J) Js&

2-Pneomonia without consolidation:
Atypical Pneomonia 92 Wzawd 038 (lds pneumonia i (A Ly il 028 g lagh
Clinical setting classification :

£ $.. 4 9 mode of infection J s ) Jsaiils pneumonia syndromes J! ¢ Alald) Ciua g L dapadi Juadi 534
AN XS Cagli,, £ 58 7 Ad & Ll g b, audla ) gY)

1-Community- acquired Acute Typical Pneumonia :

morphology Ji& alil Ual j s typical 02 £.015.. abil) g BUEAY) Copns lall Jua g anadlan ; g¥) L 038 sl o
AN consolidation sl 4dun o) Jghia 4 o any

Causative organisms

Mostly by bacteria ( Pneomococcus ) and some cases by virus.

Risk factors

3 (IYmpoid cells J) gias ) spleen J) JW 2 splenectomy sis (IS s of Sty 00l (o (558 pa U ) (puds
S resistance J) Ji o2 unhealthy tissue J& 4US (paus gl Ll g (e lung J) OLds 93 Laril¥) <Y

Mode of Infection

2 droplets J! aspiration J«= 3 ol ., droplets J &= aths g Phrynx flora J) < (b 293 5 go U anadla ;¥
infection J sl (Saa




Morphology !obar or bronchopneomonia Lk Ll s § (1S4 431 consolidation J MW typical o2 g 5

1- Lobar Pattern more than one lobe &> 3 5221 ) lobe J) JS (S #) s single large area < Jaan
(JsY MP ou9a 581 ).. =" Ua inflammatory response J) ki 4ds i g,

Stage of
congestion

(1-2 days )

Stage of red
hepatization

(2 to 4 day)

1-Dark red (because of
congestion )
2-Heavy(because of
transudate )
4-Frothy blood
alveoli J) s 5> a2 g 8188 48 Jay
OY LR 1 g8 Al 4 Ay (s
i A transudate J) 4s
S e Silsa
complete (hilaaa 4
( consolidation

1-Liver like in consistency
(red Hepatization)
sl 4udi 4555 alveoli ) (A
o dark red W= oS
s sg2den Ulalg ruptured)
granite red sS sl b

2-Compelete consolidation

Dry, red, granular

3-Inflammed pleura

alveoli J Jagile Jg) amsila oY)
celiy mediators J) It
Bacteria and neutrophilsJ)
D (e Uala o) ey pglis
Vasodilation and -1
increase blood flow
(Capillary congestion)

Increase Permeability -2
(Transudate formation)

still -1
(Capillary congestion)

Increased in fluid -2
(Exusudate formation)
JS! replacement 48 U Juasag
Ju alveolid) < AV air J)
.. 82 exudate
Rupture of cappilaries -3
Ll 5 congested 4ds LY
ila A 02 exudate JB i gdid
.. neutrophils J's bacteriad!
red cells
Inflamed pleura -4
B{RCEY staged)
Jasd A 3 inflammation
pleural!




Stage of grey
hepatization

(4 to 8 day)

Stage of
resolution

(8 to 9 day)

2- Broncho-pneumonic pattern

Fate and prognosis

1-Liver like in consistency
(Grey Hepatization)
) G lll (g oS Apdh 53
greyish color silsa i gdi g Jau
exudate, fibrin J!
grey granite 4sawsd (Saa
2-Compelete consolidation
Dry, red, granular

3-Inflammed pleura

1-Normal alveoli filled with

air

a ualdll jalia o3 stage J)
all 158l ad Glad) g1 )b sl
(complication i (ilasay
mediators J) Jiia AUl
decresed -1

(Capillary congestion)
decresed -2
(Capillary permeability)
Al A gide dcd (g JRia
more exudate , «igdia
fibrins , neutropils
Lysis of red cells -3
Inflammed pleura -4

da yall 2 exudate J Lt ¢l
p shansy 93 Jhaa o gl
1- in interstitial spaces :
exudate will reabsorbed by
venous drainage

2-in alveoli : exudate will be

expectorated (cough reflex)
digested fibrin Jy
pleura J' W
Will be resolved or undergo
fibrosis

W& y scattered or patchy U¢kis J: single area 48w (s 82
LBl 368 A 55 gross, MP J) .. basal and bilateral ¢s%

(Saa Ul s complete resolution J«as: sil normal fate J) 551 U lada
: ¢ complications < Jaxi Al

1-Type 3 pneumococci cause abscess formation due to excess necrosis

2-Carnification (excess fibrosis = meat like) due to delay in

reabsorbtion of exudate or digestion of fibrin

3-Empyema due to increased pus

4-Spread of infection

bSi i gy fama
&AM-\

5-Death with type 3 pneumococci_




2-Community- acquired Atypical Pneumonia :

consolidation J«asy (i atypical o2 £ sillg.. 592 bl g BOUAY) oy Glall Ja g anaila oY1 LA 828 and) o
atypical s s3 W atypical J Jsaks typical e 43 (i (s Primary atypical pneumonia 92 © gaw
23S Alia) i g L Lo g Chmuda Al Ui anddly ) oY) (e &8 1€ 44 consolidation Jway (e b, Jo¥) a

Causative organisms

By bacteria mostly ( Mycoplasma ) or chlamydia and some viruse so we called it
Viral or mycoplasma pneomonia

Morphology

The inflamed area maybe single large area or patches

filled with 48 alveolio J) % consolidation (fude gl Ulla (5 ¢las
interstium J JiS) effect » inflammation J) Al |, sile air
interstitium pneomonitis & e

L8 Jarag alveoli ! Ja s ¢Sas exudate J) severe J) <l G
diffused demage with hyaline membrane

Clinical Features

fever , headache, cough , mimimal e g Olalle gty ddasu cilala 484,
dali oa g Jlay sl Cigea pan A lawd) oy ) 53SAl) Lal (s ., sputum
Olkad) S8t ., chest cold Wl 52 Ul undiagnosed
respiratory failure J) «w death J! J< g (Sae immunocompromised

Prognosis and fate samee as above

3-Nosocomial Pneumonia (hospital acquired ) :

immunocompromised 14 G 48 Glal) O) s in hospital stay 929 Gl Jua g ansdla ) g¥1 s
multiple antibiotics and become resistant organism J o2 a5 4 oY i o 88 adla ) ¥ 5

Causative organisms

Gram -VE rods

4-Aspiration Pneumonia :

A Y Jaai Gl & 08 olad andla ;oY) A3 5 Al lal i g G all Al 0a e G Y g uli Ja g Al (e (lad) Lia

T AL QUK G Guandly ) gY) sd 9 ., diabetics J) < Wiiladial 33 Y ¢ 4l oS

H - i ) Olia Al (g 68 dBiu anaila ) olde s 3 4ol
5- Chronic Pneumonia : - actinomyces J) Juia a2} (g 2 Alu ansila ) g¥ gt J%ﬁ c.ategoryu >
pleura and chest wall J Jwagila sl a5 Jady (A2 sinuses Jaxy o2

6- Pneumonia in immunocompromised Host :

4Ly a2l ¢ 3 pneumonia even with weak organism shas (Ses 03 gaddll lis € gaa gl category i oliha 43 i
Cytomegalovirus or fungal organisms (aspergillosis , Candidiasis) s A

lung abscess J! < 4l ol siia 4%y ailudl £ 6l



Lung abscess

it is a localized area of pus in lung parenchyma

1-Inhalation or aspiration lung abscess

< Jwag g, swallowing of its bacteria Jar (addd) 439 JSb (u gusa (upua S (B sk (8 Jaa g pasila ) gY¥) Lid
Jars 58 gl JsaSh 5 cough reflex J) i@ gl 4ala s} 324, inhalation during surgery or anesthesia

J QY RT lung J) <@ sisS) Juaalyg ., staph aurus J) (R 82 JS Jars awila ) g) ,gd) |, aspiration to gastric contents
lower part of upper lobe + upper J) < luaas,, trachea J) gL line J) oudi e dasa AN A Wixly bronchi

.. bronchi J a a8 ) ¢ 5adl 03 g3 (Lée part of lower lobe

2-Post-pneomonic lung abscess (type 7 of pneumonia)
necrosis J«aa; a ¥ La oY 1€ pneumonia J) G saa ol £ 55 i bl 4 | in top of bronchopneumonia ¢ o2
N complications J) a saa) g 4kia gl £ 31 48 i Ula 5 5 i and lung abscess

3-Pyaemic lung abscess

lung J (3sb pdlaia I8Y i o8 M septic emboli J)s vegetation J! % .. in top of endocarditis (2 o2
44, yegetations J& oL 1 morphology ) owdis

4-Post-obstructive lung abscess

associated with carcinoma (sSs W 5 .. in top of bronchial obstruction o2

5-Miscellaneous lung abscess

H dasn (i abeess in liver el (AN LuaY) 9) actinomyosis J) < Ul ¢ o lung J) < trauma shas aaly
- : lung
6-Primary cryptogenic lung abscess

No obvious cause

infection ¢/ complications J) Wi ..heal by fibrosis -~ small abscess ¢\S s 44 fate JI Ll
empyema J«xa pleura J! Jwas o Yis spread of infection 5! amyloidosis 552> chronic
etc .. haemptysis Jaxa bronchi J.. pericarditis Jaxa I8l and pyopneumothorax
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