











































































































PNEUMOTHORAX Pneumothorax etiology iswhen aircollects intheThreetypes pleural space byoccupying spaceandnotallowingthe
lungtofullyinflateHiample
Tension PTX 4 air pressure inthehemithorax
Causesthetrachea todeviate
Compresses the heart i cardiacoutput
o Compressestheotherlungreducing itsabilitytoinflate

impresses thegreatvessels particularlytheVenaCava
thus reducingvenousreturn

OpenPTX whenthechestopening1wounddiameteris 22 3 ofthetrachealdiameter airwill
follow thepathwayof leastresistance o whenthediaphragm contracts airwillnot
move throughthe tracheabutthroughthewoundthis further 4 thegas in the pleural spacewhichwill 4lungcollapse

hypoxia hypercarbia Tak

History PE sudden onset trauma resuscitative efforts MarfanSyndrome
tachycardia respdistress hypotension neckveindistention cyanosis latemanifestation
H 0breath sounds Intactile fremitus hyperresonance on percussionunilateralchestexpansion

Diagnostics chest xray CT
ultrasound lungpointsign

lungpointsign highly specificultrasound sign thatinvolvesvisualizingthepointwhere
the visceral pleura begins toseperatefrom thechestwallatthemarginof aptx

Treatment decompress thechestTensionPneumothorax Needle or tubethoracotomy givesupplemental02
positive pressureventilation PPV forsmalltraumaticptx

d chesttubesplacedin2ndICSMCL

Placingtubes in atensionptxwill createan openptxbc pleural pressurewillnow atmospheric Thisis
stillnot great butbetteras lesspressureon unilateralsided organs

EDThoracostomy requirements unresponsive hypotension systolicBP570 despite
vigorous resuscitation and

forpenetratinginjuries cardiacarrestwith previouslywitnessedcardiacactivityforbluntinjuries rapidexsanguination drainingblood fromchesttube

Occlusive dressing isgoodtreatmentfor openptx airgoes out butnotin
Note forspontaneous ptx treatment guidelinesState

small no intervention
If stable4asymptomatic Ifunstable intervention

large intervention










































































































FOREIGN BODY ASPIRATION
SymptomsSigns abruptonsetof stridorcoughwheezing
Acute presentation witnessed chokingevent
Chronic presentation 10days followingaspiration hxofprolonged coughfocalwheezingetc

Xray or CT CThashighersensitivityDiagnostics

payfindingsDueto thecheck valve mechanismwhere air entersthe bronchusaroundthe
foreign bodybut cannot exit the affected lungwill usuallyappearoverinflated andhyperlucentwith concomitantribflaringandadepressed
ipsilateralhemidiaphragm
Patient should beradiographed on expiration to exaggeratelungdifferences
patientshould be in thedecubitusposition

WARNINGbutton batteries or multiplemagnets liquefaction necrosisRuleofthumb a coin in the tracheawill bebetterseen inthe lateralview
while a win inthe esophagus is better seen intheAPview

Treatment Bronchoscopy but ithas ahighadverseeventrate inkids

If
hmightyrysuggestive yftdnamhiteognyd

regardlesseffeexam or

Equivocal history abnormalexam Admitand
or CXR bronchoscopy

Equivocalhistorytnoorrmnalqx.am mayforego bronchoscopyandgotfor observation

ARTERIAL BLOOD GASSES
Volatileacid easily removedfromthebody exHood
Fixedacid not easilyremovedfromthe body exlactateketoacidssulfatephosphate

PrinciplesofAcidBaseregulation ACO2 THC05wreak
one
you

increase

the
Otw

CO2tHaoTeHzC037 HttHC05 deCozens trHoos ogives
carbonic Anydrase is an enzyme in RBCs thatAtallmetabolically active tissues convertsCO2into H2O3
Atallpulmonary capillaries converts HI03 into CO2












































































































RESPIRATORY PHYSIO
In normalCO2excretion ventilation 9CO2 is
detectedbythemedullaryrespiratorycenterin themedulla oblongataThis leads to Tventilation
aresponse to a change inpH orpCO2
If pHfalls 4Cozexcretion

RENALPHYSIO
Proximal tubularabsorptionofHC05 is 4by FpCO2
potassium ECFvolumecontraction
HC05 is generated at thedistalnephron andabsorbed
into blood

RECAP AcidBaseParameters
LUNI I EliminateCO2hyperventilation to TpH pH 7.35 7.45

RetainCO2 hypoventilation toWpH PC02 3545mmHgHaj 22 26meg1L
KIDNEYS ExcretesHtandretainsHC05to4pA

RetainsHtandexcretesHC03to 4pH
SimpleDisorder an acidbasedisturbanceand associated compensatory changesusually

isolated
MixedDisorder morethanoneprimary acidbase

disturbance
occurringatthesametime

Arterial Blood GasValues Note if both pCOzandHC05are onthe
Acidosis Normal Alkalosis same sideaspH then it is a mixeddisorder

pH 47.35 7.40 7.45

pCO2 45 40 435
HC05 522 24 726

Respiratory Acidosis
Acute normalHC05
CNSdepression drugs CNSevent
Neuromuscular disorders
Acute airwayobstructionSevere pneumonia or pulmonaryedema

Chronic metabolic compensation
Chronic lungdisease
Chronic neuromuscular disorders
Chronic respiratorycenter depression centralhypoventilation

AnionGap Nat Ct tHC03

Decreased gap hypoalbuminemia or increase in unmeasured cation
Increased gap retentionof 1 ormoreunmeasured anions























Acronym for reasons for Anion Gap Metabolic Acidosis

•M – Methanol/metformin

•U – Uremia

•D – Diabetic ketoacidosis

•P – Paraldehyde/phenformin

•I – Iron/isoniazid

•L – Lactate

•E – Ethylene glycol

•S – Salicylates















Metabolic Acidosis WithRespiratory Compensation
AnionGapAcidosis Nonanion GapAcidosis
Anion Gap 20 GIbicarb loss ieDiarrhea
ketoacidosis Renalbicarbloss
Renalfailure HCl administration
Lacticacidosis Posthypocapnia
Rhabdomyolysis
Toxins

Metabolic Alkalosis
lowUrine01 level NormalorHighUrineCIlevel
Vomiting Excessive mineralocorticoid
Diureticuse in past Diuretic Usecurrently
Posthypercapnia


