
 Asthma chronic inflammatory conditionofthe respiratory passage particularlythe
mucosa that cause narrowing of respiratory passages causing difficulty in
breathing is sometimes fatal obstructive lungdisease
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StepsinPathogenesis Sensitization

inhaledallergensaretakenupbyApes elicita T2 dominatedresponse favouringIgEproduction eosinophilrecruitment

t
on Reexposure antigensbind toIge boundon mastcells release preformedmediators
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Earlyphasereaction bronchoconstriction increasedmucous production

produceddirectlybymediators vasodilation with increased vascular permeability causing edemafrommastcells or by
stimulationofvagalacceptors
in subepithelium I
Late phase Reaction inflammation leadingtofurthernarrowing ofairways

airway remodelling

ClassificationofAsthma
I According totypeofantigen
Atopic allergic extrinsic mostcommontype Type I IgEmediated HS Rx

Usually begins in childhood

family history ofasthma allergic diseases is common

skintestwithcausativeallergen immediate wheal flarereactionseen

trigeraingallergens dust pollen animaldander foods

Nonatopic Intrinsic no causative exogenoustaigeraing factorscanbe identified

skintests are usually negative

family ho asthma is lesscommon
maybeduetohyperirritabilityofbronchialtree

triggeringevents respiratoryinfectionsduetoviruses

inhaledairpollutants
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Clinical Signs Symptoms

cough

chest tightness

shortnessofbreath soB Lakadyspnea
difficulty in finishingtheir sentences

useofaccessory musclesof respiration

hyper resonance on percussion

É
Curschmannspirals increasedmucusproduction foams mucusplugs

Mucusplugscontain desquamated epithelial cells eosinophils

Charcott LeydenCrystals crystalloids derivedfroman eosinophil

lysophospholipase binding proteincalledgalectin 10

GeolaBodies compactclusters or stripsofcolumnar
epithelial cells shedfromthe bronchus

Airway Remodelling groupof structuralchanges in bronchial wall due to repeated
boutsof inflammation
Hypertrophy hyperplasia of thesubmucosal glands
Hypertrophy hyperplasia of bronchial wall smooth muscle
Increased vascularity

Depositionof subepithelial collagenaccompaniedby fibrosis thickening of basement
membrane



ClinicalCourse

acuteasthmatic attack usually lastsuptoseveral hours

insomemilddegreeofchest tightness dyspnea wheezing cough H sputumproduction mayconstantly present

between asthmatic attacks patients maybe asymptomatic

statusasthmaticus mostsevere formofasthma
severeacute paroxysm persistsfordays weeks
bronchoconstrictiondoes notrespond todrugs

maycause severeairflowobstruction leadingto severe cyanosis death

Diagnosis
demonstrationofan increase inairflow obstruction from baseline levels

difficulty withexpiration prolongedexpiration wheeze

elevatedeosinophil count in peripheral blood



Pulmonary Function Tests PFTs
FVC decreased

Fevs markedly decreased

Favs Frc ratio 75 indicates obstructive disorder
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If patient isasymptomatic Methachaline challenge test
Pulmonary Function Tests PFTs

FVC decreased

Fevs markedly decreased

Favs Frc ratio 75 indicates obstructive disorder
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CBI elevated eosinophils inDLC

serology elevated levelsofIgEantibodies

Chestxray showing hyper inflation

forrulingout pneumonia tides



Type Frequencyofday time Frequencyofnight time FEVs
symptoms symptoms

Intermittent 2times week 3times month 780

Mild 2times week 3 4 times month 280

Moderate 7times week 21 time week 60 80

Severe everyday throughoutthe everynight throughoutthe

night

60

day

Type Medication Protocol

Intermittent SABA PRN

Mild SABA PRN Inhaled corticosteroid Ics lowdose

Moderate SABA PRN Medium dose Ics at Lowdose Ics
with LABA

severe atom spigppaddery factory
SABAR

mediumdoseICS highdose Ies
LARA

LARA oralcorticosteroids



PRN Pao re mata as the need arises
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SABI Albuteral Adverse effects
heartblockLevalbuteral Tachysahythmias

Bronchiole
Tremors

iiijagged Bronchodilation Dizziness

corticosteroids

fluticasone
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chemotaxis
Mometasone

corticosteroid inhibits tositeof
cytokinerelease inflammation

Adverseeffect Candidiasis

LABE same Mortas SABA
same adverse effects as SARA

Formateral
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Salmeterol L nevergivewithout an Ics
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po orprednisone
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Otherdauge
Mast cellstabilizers 17receptor antagonist

Montelukast

Omalizomat antiIgeantibody

Cromolyn sodium


