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KNOWN ETIOLOGIES
diffuse parenchymallungdiseasescausedby inhalationof in gamedustsIPFEfffEF.ae o.s to s microns Deposited first in respiratorybronchioles

Cassmanufacturingfoundrywork enameling quartzcrystalrubberindustry
Pathophysiologyinhalationof silicaparticles depositioninbronchiolesphagocytosis

Effigy ggjggnnejg.ggtgjggTmacophages macrophage dies releasetoxic silica particles reingestion
inflammationandfibroblastmigrationproliferation

Acute

CXR profusionofsmallroundeddensitieswithin Ili k atcYeratedMASSIVEexposure

iupperlobezonesearly conglomeratemasses
acute onsettweens

Progression nodulesin in numberandcoalesce
Nodulescoalesce into

XR alveolarfillingMiddlelowerlobeinvolved CXR hyperinflation
eggshellcalcification

Processinlowerzones

É ÉIgpgqff blacklungdiseasedue to coalexposureonmostimportantfactor inpathogenesis
Inicalpresentation similar tosilicosis simplechronicPMF

Blackcolorofnodulesdistinguishesfromsilicotic nodules
coalmacule nodulelesionsrun inrandomdirectionsv concentriclesionsinsilicotic

Caplansyndromeis swelling andscarringoflungsdue to pneumoconiosis t RA
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TTC paint pharmaceutical rubber andcosmeticsindustries

crystalline talc contaminatedbyasbestosfibers
Talcosis inhalationofpuretalc bronchitis

IVtalcinjection cuttingheroinw talc granulomas PHTN
Diagnosis needexposurehx scan clinicalpresentation UPPER LOBE

IBeryllioaerospace automotive computer ceramics nuclear industries
o lookslikes osinidbuttesscommon Hilav lymphadenopathy non

necrotizinggranulomas Non infectious UPPER LOBE



AsbestosLOWER LOBE
Occupations Plumberspipefitters electricians insulation carpenter boilermakers

welders cutters
Industries construction shipbuilder manufacturing railways textilemills
RISKfactors fiber doseintensity Iventilationdustcontrolmeasures
Pathophysiology directtoxiceffect releaseofinflammatorymediators fibroblastrecruitment

Diagnosis photomicrographdumbbellshapedasbestosbody

PLEURALPLAQUES BAPFoyrs
afterexposure20 yrs after exposure

0501 peopleexposed to asbestos pleuriticchestpain andfever
odense lower lobe ondiaphragm exudative fluid eosinophil predominant

u I calcifications on CXr and CT I diffusepleuralthickening

MESOTHELIOMA Cancer
of mesothelial cells of pleura

Asbestosis Scarringoflungs
0 730yearsafterexposure
longterm heavyexposure020 40yr after exposure Diagnosis exposure dyspneacrackles
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Antigenexposure
sensitization of T cells over time

mmthEffhanfaracetaggnd granulomatous inflammation

ClinicalPresentation acute suddenonsetheavyexposure
subacute 3 6months
chronic causesscarringto lung

Diagnosis exposure historyor 196antibodies
clinical presentation radiographic Pet abnormalities
lymphocytosis bronchoalveolar lavage r lotsoflymphsonbronc
histopathologyloosedofranutomasandlymphocyticinflammation

Treatment avoid irritants
sterotffibronchiolarinflammationandfibrosis


