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Oksijen

* Simgesi O2

* Atom sayisi 8

e Atom agirhigi yaklasik 16
* Yogunlugu 1,105

* Havada beste bir oraninda bulunan
* Rengi, kokusu, tadi olmayan
* Hidrojenle birleserek suyu olusturan bir gaz



Oksijen Tedavisl

* Deniz seviyesinde 760 mmHg’lik basinca(=1 atm) sahip olan havanin
vaklasik %21’i 02’dir(FiO2)

* Oksijen tedavisi, hastaya oda havasinda bulunan oksijen miktarindan
daha yuksek konsantrasyonda oksijen uygulanmasi olarak
tanimlanabilir







Oksijen Tedavisl

* Hipoksemi pO2<80 mmhg
* Hipoksi

* Akut tedavi

* Kronik tedavi

https://www.toraks.org.tr/uploadFiles/book/file/1342011181228-1218.pdf



Oksijen Tedavisl

Akut tedavi Kesin Endikasyonlar

e Akut Hipoksemi (Pa02<60 mmHg, Sa02<%90)

e Kardiyak ve solunum arrest

e Hipotansiyon (sistolik kan basinci<100 mmHg)

* Dlistk kardiyak output ve metabolik asidoz(bikarbonat <18 mmol/L)
* Respiratuar distres (solunum hizi>24/dk)

Rolatif Endikasyon

* Hipoksemi olmaksizin dispne

0zl T, Ciledas A., Kaya A. Oksijen Tedavisi ve Diger Solunumsal Tedaviler: Solunum Sistemi Hastaliklari. Ed. OzIii T, Metintas M, Karadas M, Kaya A. istanbul Tip Kitabevi, 2010; 1861-74.



Oksijen Tedavisl

Uzun Sireli Oksijen Tedavisi Endikasyonlar

* Hiperkapnik olsun ya da olmasin Pa02< 55 mmHg veya Sa02 < %88
olmasi

e Pa02 < 55-60 mmHg ve/veya Sa02 < %89 ve asagidaki durumlardan
birinin varhgi

» Pulmoner hipertansiyon
» Polisitemi (hematokrit >%55)
» Periferik 6dem

» Kalp yetersizligi

0zli. T, Ciledas A., Kaya A. Oksijen Tedavisi ve Diger Solunumsal Tedaviler: Solunum Sistemi Hastaliklar. Ed. Ozlii T, Metintas M, Karadas M, Kaya A. istanbul Tip Kitabevi, 2010; 1861-74.



Oksijen Verme Yontemlers

* Nazal kanul
e Basit yuz maskesi

* Rezervuarli yiz maskesi



Al hia(L/al) | Fio2

NAZAL KANUL

1 24
2 28
3 32
4 36
5 40
6 44
BASIT YUZ MASKESI

5-6 40
6-7 50
7-8 60
REZERVUARLI MASKE

7 65

8-10 70-85



Oksijen Tedavisinin Monitorizasyonu

e Pulse oksimetre
 Arter Kan Gazi



Oksijen Tedavisinin Sonlandiriimasi
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Oksijen Tedavisinin Tehlikeleri




Oksijen Tedavisinin Tehlikeleri

* %50-84
* [stenmeyen etki

Helmerhorst HJ, Schultz MJ, van der Voort PH, et al. Self-reported attitudes versus actual practice of oxygen therapy by ICU physicians and nurses. Ann Intensive Care 2014; 4: 23.



Oksijen Tedavisinin Tehlikeleri

e Sitotoksik Etki
e Serbest Oksijen Radikalleri

» Hiicre membran ve organallerinde hasara yol acan lipit
peroksidasyon

»Transport proteinlerinde denatlirasyon

» Hiicre bolinme ve bliyiimesinde inhibisyon
» Surfaktan inaktivasyonu

» DNA degisiklikleri

Beers MF. Oxygen Therapy and Pulmonary Oxygen Toxicity. In: Fishman’s Pulmonary Diseases and Disorders. McGrawHill Companies; 2008; 149: 2613-29.



Oksijen Tedavisinin Tehlikeleri

e Pulmoner
e Santral Sinir Sistemi
* VVazokonstriksiyon

Helmerhorst HJ, Schultz MJ, van der Voort PH, et al. Self-reported attitudes versus actual practice of oxygen therapy by ICU physicians an d nurses. Ann Intensive Care 2014; 4: 23.



Oksijen Toksisitesi Klinik Semptomlari

e Substernal agri, stres

 Okslirme

* Derin nefes alma alma ihtiyaci, dispne
e GOz irritasyon, konjonktivit

e Kulak agrisi

* Bas donmesi

e Kas agrilari, kramp



Oksijen Toksisitesi Klinik Semptomlari

* Pulmoner konjesyon, 6dem

* Trekeabronsit

* Sekresyonlarda artma

 Ventilasyon perflizyon oraninda degisme
* Eritropoezde azalma



Oksijen Tedavisi

* 1885
* %34

* %25

e %415 Tas kureye
gecen oksije

solumas:
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O’Driscoll BR, Howard LS, Earis J, Mak V, British Thoracic Society Emergency Oxygen Guideline Group, BTS Emergency Oxygen Guideline Development Group. BTS guideline for oxygen use in adults in healthcare and
emergency settings. Thorax 2017; 72 (suppl 1):ii1-90



Ambulansta Oksijen Tedavisl

* Sp02>90
* Hiperkapni

Murphy R, Mackway-Jones K, Sammy |, et al. Emergency oxygen therapy for the breathless patient. Guidelines prepared by North West Oxygen Group. Br Med J 2001; 18: 421-3..



Acll Serviste Oksljen Tedavisi

e Solunum sayisi artmis veya siyonuzu olan hasta
e Akut akciger yaralanmasi
* Azalmis ventilasyon

* Onemli organlara oksijen dagilimi kotu ise geri solumasiz rezervuarli
maskeler araciligi ile verilebilir

* CO2 retansiyonu-venturi maskesi ile %24-28 oraninda

Madison JM, Irwin RS. Chronic obstructive pulmonary disease. Lancet 2008; 9126: 467-73..



Akut Astimda Oksijen Tedavisi

e FiO2'nin %24 olarak verilmeli

Chien JW, Ciufo R, Novak R, et al. Uncontrolled oxygen administration and respiratory failure in acute asthma. Chest 2000; 117: 728-33.



KOAH Akut Atagl ve Oksijen Tedavisl

* Pa02>50 mmHg
* Fio2 24 veya FiO2 28(venturi maske veya nazal kantl)

* CO2 retansiyonu korkusunun hipokseminin duzeltilmesini
engellememeli

Bone RC, Pierce AK, Johnson RL. Controlled oxygen administration in acute respiratory failure in chronic obstructive pulmonary disease: A reappraisal. Am J Med 2008; 65: 896-902. 23.

Murphy R, Driscoll P, O’Driscoll R. Emergency oxygen therapy for the COPD patient. Br Med J 2001; 18: 333-9. 24.
Kizkin O, Hacievliyagil SS, Giinen H, Yologlu S. Kronik obstriiktif akciger hastaliginin akut ataginda reversibl hiperkapni. Solunum Hastaliklari 2002; 13: 177-83. .



Egzersiz ve Akut Oksijen Tedavisl

* Kronik Akciger hastaligi énerilir.
* Egzersiz kapasitesi %30-50 artis

Barnes PJ. (ceviri: Aker A). Kronik Obstruktif Akciger Hastaligina Yaklasim. istanbul: Turgut Yayincilik, 2000: 35-49.



Karbonmonoksit Zehirlenmesinde Oksijen
Tedavisi

* Hiperbarik Oksijen Tedavisi



Ucak Yolculugu ve Oksijen Tedavisi

* Pa02 70 mmHg
* Pa02 50 mmHg
* Nazal kanal

Erding M. Kronik obstruktif akciger hastaligi ve ucak yolculugu. Umut S, Erding E (editérler). Kronik Obstruktif Akciger Hastaligi. istanbul: Turgut Yayincilik ve Tic AS, 2000: 261-6..



Girisimsel islemler ve Oksijen Tedavisi

* Sp02>90

McCain TW, Dunagan DP, Adair NE, Chin R. Prospective randomized trial comparing oxygen administration during nasal flexible bronchoscopy. Chest 2001; 120: 1671-4.
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B 2018 ot 24:363: k4165, doi: 10.1136/bmj k4169,
I:l:!! Full Text

Oxygen therapy for acutely ill medical patients: a clinical practice guideline.

Siemieniuk RAC!T, Chu DK2, Kim LH?, Giell-Rous MR2, Alhazzani W*2, Soccal PMZ2, Karanicolas PJ7, Farhoumand PD®, Siemieniuk JLK®, Satia 12, Irusen

Save items

# Author information 7 Add to Favorites -

Kilavuzda akut medikal hastalarda O2 saturasyonunun (Sa02), 02 alan hastalarda 96 ve altinda tutulmasi
oneriliyor. (karbonmonoksit zehirlenmesi, kiime tipi bas agrisi, orak hticre krizi ve pnédmotoraks haric)

Akut inme ya da akut miyokard infarktisiinde Sa02 293 olan hastalara O2 verilmesine gerek yoktur.
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Resuscitation Science

Adr Versus Oxvgen in ST-Segment—Elevation
Myocardial Infarction

MDion Stubk, MBBEBS, PhID: Karen Smith. BSc, PhID:; Stephen Bernard. MIBBXS, MWID:
iad Mehme, BEmergHIth{Pmedic): Michaesl Stephenson, RN, BHIthSc, Grad Dap (ADWITIC A0
Jancet E. Bray, RN, PhD; Peter Cameron, WMIBBS, WMID: Bill Barger, NMLACA P,
Aondrs H. Ellims, MBBS., PhD: Andrew J. Taylor, MBEBS, PhD: Ian T. Meredith, BSc. MIBB5S. FPhl>»;
Dawvid Wi, Kayve. MIBBS., PhID: on behalf of the AWOID Investigators”

FRenckgrrereareck- Oy een is commonly administered o patients with ST-elevation—myocardial infarction despite prewvioons
studies suggesting a possible Increase im o myocardial injury as a result of coronary vasoconstriction and heightenad
oxidative stress.

N el ods ardad Resoles We conducved a multicenter, prospective, randomixzed, controlled rial comparing oxygen (85 Ly mim)
wiith mo supplemental oxygen in patients with ST-elevation—myocardial infarction diagnosed on paramedic | 2-lead ECG.
O 638 patients randomized., 441 patients had confirmed ST-elevation—myocardial infarction and underrsrent primary end -
point analysis. The primary end point was myocandial infarct size as assessed by cardiac enzyvmes, troponin I, and creatine
kinase. Secondary end points included recurrent myocardial infarction, cardiac arrhyvthmia, and myocardial infarct size
asscssed by cardiac magnetic resonance imaging at 6 months, Mean peak troponin was similar in the oxygzen amnd mo
oxyzen groups (57 .4 versus S48 0 gl ratio, 1.20; 955 confidenoce imterval, (.92—1 56 A=) 18). There was a significant
Imcrease in mean peak creatine kinase in the oxyegen group compared with the o oxygen group (1948 wversus 1543 ULz
means ratic, 1 .27 959% confidence imterval., 1 .04 -1 .52; A=0001). There was an increasae in the rate of recurrent myoscardial
imfarction in the oxygen group compared with the o oxygzen group (5.5% wversus (L99 P=0_.0MM3} and an increase in
frequency of cardiac arrhythmia (4049 wversus 31 .45 P=0.05). At & months, the oxygen group had an increase in
mycrcardial infarct size on cardiac magnetic resonance (n=139; 20.3 versus 131 g P=0.0)

Cerirnc fes siurrn Supplemental oxyoen therapy in patients with ST-elevation—myocarndial infarction buat withowut hypoxia oy
Imcrease early myocardial injury and was associated with larger myocardial infarct size assessed at © months.

Clinical Trial Registrafion URIL: httpo/fawwacoclinicaltrials. gowv., Unigue identifier: MNOCTIOLI 272713
Circalation. 201S:;: 131 :2143-2150. DL 101 160 TROTUTL ATTETOMN A LA 1 14 0013494 )

Fley Words: myocardial infarction = oxygen m ST-segment elevation myocardial infarction

SPO2 >93 olan hastalar ¢alismaya alinmis
Oksijen verilen(n=218), verilmeyen grup(n=223)
Oksijen verilmeyen grupta CK degerleri ve infark alani daha az

Rutin oksijen kullanimi infarkt alanini genislemesine neden olabiliyor
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COxwesraeri: 1 herapyw iTn Suspaeched Saouate
Miywvrercardial Tmfarottion
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Fllrrmir T rrmmercotwsic, PA_ . Fh o, Thoaorrma=s EKellaereha, A ., Chawicd S ppars, BE_Sae .,
Ll F Elkelraradd, Pl .. FPhol>».. Rickard Lirmnder., PRA_C>_, FEa.>_,
Fellattias Ek=trsarre, BRA ., FPhh >, J<srgeg Lawvwerrmearmrm, PRA . Lirbamn Haagsas, B S,
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*30 yas ustl olan ve satlirasyon degerleri %90 ustl olan STEMI hastalari dahil edildi.

*Oksijen verilen(n=1361), verilmeyen(n=1446)

Birincil sonlanim noktalari tim nedenlere bagl 6lim, Ml nedeniyle tekrar hastaneye yatis, kardiyojenik sok ve stent
trombozu olarak belirlenmis, ikincil sonlanim noktalalari ise troponin degerleri, kardiyojenik sok gelisme durumu

*Birincil ve ikincil sonlanimda fark yok
*Tek fark oksijen almayan grup daha fazla destek tedavisi gereksinimi
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Crit Care Med. 2014 Jun:42{6):1463-70. doi: 10.1087/CCM_0000300000000228.

Arterial blood gas tensions after resuscitation from out-of-hospital cardiac arrest: associations
with long-term neurclogic outcome.

vaahersalo J', Bendel S, Reinikainen M, Kurola J, Tiainen M Haj R, Pettiia Vv, Varpula T, Skrifwvars MB; FINNRESUSCI Study Group.

# Collaborators (63)

# Author information

Abstract

OBJECTIVES: Optimal oxygen and carbon dioxide levels during postcardiac arrest care are currently undefined and observational studies

hawve suggested harm from hyperoxia exposure. We aimed to assess whether mean and time-weighted oxygen and carbon dioxide levels
during the first 24 hours of postcardiac arrest care correlate with 12-month neurologic outcome.

DESIGN: Prospective observational cohaort study.
SETTING: Twenty-one ICUs in Finland.
PATIENT 5: Qut-of-hospital cardiac amest patients treated in ICUs in Finland between March 2010 and February 2011.
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Targeting low- or high-normal Carbon dicxide,
Cxygen, and Mean arterial pressure [Tnals. 2017]

Post-resuscitation arterial oxygen and carbon
dioxide and cutcomes after [Resuscitation. 2017]

Short- and leng-term outcome in elderly patients
after out-of-hospital cardiac [Crit Care Med. 2014]

=M The immmart oFf Asoman ond carhon

e Kardiyak arrest sonrasi sponton dolasimi dénen hastalara yogun

bakim Unitesinde 24 saat yuksek oksijen
e 12 ay takip edilmis

* Hiperoksi ile normal oksijenlenme arasinda norolojik sag kalim ve

mortalite ile iliskili degil
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Crit Care Resusc. 2013 Sep;15{3):156-90.

Hyperoxia in the intensive care unit and outcome after out-of-hospital ventricular fibrillation
cardiac arrest.

lhile .JF1: Bernard 3, Bailey MJ. Pilcher DV, Smith K, Scheinkestel CD.

# Author information

Abstract

BACKGROUND: Laboratory and clinical studies have suggested that hyperoxia early after resuscitation from cardiac arrest may increase
neurological injury and worsen outcome. Previous clinical studies have been small or have not included relevant prehospital data. We aimed
to determine in a larger cohort of patients whether hyperoxia in the intensive care unit in patients admitted after out-of-hospital cardiac amest
(OHCA) was associated with increased mortality rate after cormrection for prehospital variables.

METHODS: Data from the Victorian Ambulance Cardiac Amrest Registry (WACAR) of patients transported to hospital after resuscitation from
OHCA and an initial cardiac rhythm of ventricular fibrillation between January 2007 and December 2011 were linked to the Australian and
Mew Zealand Intensive Care Society Adult Patient Database (ANZICS-APD). Patients were allocated into three groups (hypoxia
[PaC2=c0mmHg], normoxia [Fa02, 60-299mmHg] or hyperaxia [Pal2=300mmHg]) according to their most abnormal Pal2 level in the first
24 hours of ICU stay. The relationship between PaO2 and hospital mortality was investigated using multivariate logistic regression analysis to
adjust for confounding prehospital and ICU factors.

* Hastane disi VF'ye bagli kardiyak arrest
* |lk 24 saat hiperoksijenlenme uygulanmis
* Hastane ici mortalitede fark bulunamamis
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Similar articles

Traumatic out-of-hospital cardiac amrests in
Melboume, Australia. [Resuscitation. 2012]

Prevalence and factars correlating with hyperoxia
exposure [Scand J Trauma Resusc Emerg Me.. ]

Out-of-hospital cardiac arrest surveillance -
Cardiac Arrest Reg [MMWR Surveill Summ. 2011]

Management of Refractary Wentricular
Fibrillation {Prehospital and E [Cardiol Clin. 2018]

The impact of oxygen and carbon
dioxide management  [Curr Opin Cnt Care. 2014]

See reviews. .

Soao all
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Crit Care. 2015 Sep 29;19:348. doi: 10.1186/213054-015-1067-6. Read free EEE%
Associations of arterial carbon dioxide and arterial oxygen concentrations with hospital mortality et MBMC | BMC Funlext
after resuscitation from cardiac arrest.
Helmerhorst HJ "2, Roos-Blom MJ3?, van Westerloo DJ%, Abu-Hanna AP, de Keizer NF7-2, de Jonge E%10. Save items =
& Author information 1 Add to Favorites | -
Abstract
INTRODUCTION: Arterial concentrations of carbon dioxide (PaC02) and oxygen (Pa02) during admission to the intensive care unit (ICU) Similar articles .

may substantially affect organ perfusion and outcome after cardiac arrest. Our aim was to investigate the independeant and synergistic effects
of both parameters on hospital mortality.

METHODS: This was a cohort study using data from mechanically ventilated cardiac arrest patients in the Dutch National Intensive Care
Evaluation (NICE) registry between 2007 and 2012, PaCO2Z and Pal2 levels from arerial blood gas analyses comesponding to the worst
oxygenation in the first 24 h of ICU stay were retrieved for analyses. Logistic regression analyses were performed to assess the relationship
between hospital mortality and both categorized groups and a spline-based transformation of the continuous values of PaCO2 and FalZ.

RESULTS: In total, 5,255 cardiac arrest patients admitted to 52 1CUs in the Metherlands were included. In the first 24 h of 1CU admission,

* 5258 hasta
* Kardiyak arrest sonrasi ilk 24 saat hiperoksi
* Hiperoksi mortalite ile iliskili degil

Arterial blood gas tensions after resuscitation
from out-of-hospital cardiac [Crt Care Med. 2014)

Arterial hyperoxia and in-hospital mortality after
resuscitation from cardiac arrest [Cnt Care. 2011]

Management of oxygen and carbon
dioxide pressure after [Minerva Anestesiol. 2014]



Bellomao et al. Critical Care 2011, 15:R%0
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Open Access

Arterial hyperoxia and in-hospital mortality after
resuscitation from cardiac arrest

Rinaldo Bellomo' ., Michael E-aile;-.-'1, Slenm kA E.5|51:~.-'-.r+::|cu+::|3, Alistair Nichol?, Dawid F"il-::herz, Grasme K Har‘t;’,
Michael C Reade®, Moritoki Egi®, D James Cooper', the Study of Oxygen in Critical Care (SOCC) Group

Abstract

Intraduction: Hyperaxia has recently been reported as an independent risk factor for mortalicy in patients

resuscitated from cardiac arrest. We examined the independent relationship between hyperoxia and ocutcormes in
such patients.

Methods: We divided patients resuscitated from nontraumatic cardiac arrest from 125 intensive care units (CUs)
into three groups according to worst Pals level or alveolar-arterial Os gradient in the first 24 houors after admission.
Wie defimed hyperoxia® as PaCs of 200 mmHg or greater, ‘hypoxia/poor Os transfer” as either Pal0: < 60 mmHg or
ratico of Pals o fraction of inspired cwoegen (FiCs ) =< 300, ‘'mnormoxia’ as any wvalue between hypoxia and hyperoxia

and ‘isolated hyvpoxemia’ as Palz <= 62 mmHg regardless of FiQ.. Mortality at hospital discharge was the main
OULCOMIE Imeasure.

Results: Of 12108 total patients, 1,285 (10.5%0) had hyperoxia, 8904 (72.5%) had hyvpoxiaspoor O5 transfer, 1,919

* 12108 hasta
* Kardiyak arrest ilk 24 saat
* Hiperoksi mortalite Uzerine etkisi yok



Kardiyak Arrest Hastalarinda Oksijen
Tedavisi

* Yapilan calismalar gostermistir ki hiperoksinin post CPR hastalara zarar
verme durumu kanitlanamamistir
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The association between early arterial oxygenation and mortality in ventilated patients with acute
ischaemic stroke.
‘r’oung_z": Beasley R, Bailey M, Bellomo B, Eastwood G, Michol A, Pilcher OV, Yunos Mk, Egi M, Hart GK, Reade MC, Cooper DJ; Study of Oxygen in Similar articles —
Critical Care (30CC) Group. Differences in mortality based on worsening ratio
@ Author information of partial pressure of oxy [Cnt Care Resusc. 2012]

Mortality and length-of-stay outcomes, 1993-

Abstract o _ ) o _ _ 2003, in the binational Aust [Crit Care Med. 2008]
BACKGROUND: There are conflicting data that suggest that hyperoxia may be associated with either worse or better outcomes in patients
suffering a stroke. Arterial oxygen tension and mortality in

mechanically ventilate [Intensive Care Mead. 2012]
OBJECTIVES: To investigate the association between PaO(2) in the first 24 hours in the intensive care unit and mortality among ventilated

patients with acute ischasmic stroke. Mortality and intensive care velume in ventilated
DESIGN: Ret i nOTE Study. patients from 1995 to 2009 [Crt Care Med. 2012]
 RENoSpective CONCIT STUCY.

Arterial hyperoxia and martality in

SETTING: Data were extracted from the Australian and Mew Zealand Intensive Care Society Adult Patient Database. critically ill patients: a systematic [Crit Care. 2014]

PARTICIPANTS: Adults ventilated for ischaemic stroke in 129 ICUs in Australia and New Zealand, 2000-2009. See reviews

e 2643 iskemik inme hastasi erken evre hiperoksi
e Kotu fonksiyonel sonuc veya artmis mortalite ile iliskili degildir



A Pilot Study of Normobaric Oxygen Therapy in Acute
Ischemic Stroke

Aneesh B. Singhal, MD; Thomas Benner, PhD; Luca Roccataghata, MD; Walter J. Koroshetz, MD;
Pamela W. Schaefer, MD; Eng H. Lo, PhD; Ferdinando 5. Buonanno, MD;
K. Gilberto Gonzalez, MD, PhD:; A. Gregory Sorensen, MD

Background and Purpose—Therapies that transiently prevent ischemic neuronal death can potentially extend therapeutic
time windows for stroke thrombolysis. We conducted a pilot study to investigate the effects of high-flow oxygen in acute
ischemic stroke.

Methods—We randomized patients with acute stroke (<212 hours) and perfusion-diffusion “mismatch™ on magnetic
resonance imaging (MRI) to high-flow oxygen therapy via facemask for 8 hours (n=9) or room air (controls, n=7).
Stroke scale scores and MREI scans were obtained at baseline, 4 hours, 24 hours, 1 week. and 3 months. Clinical deficits
and MR abnormalities were compared between groups.

Resulis—>5Stroke scale scores were similar at baseline, tended to improve at 4 hours (during therapy) and | week, and

* Hiperoksi tedavisi alan grup klinik ve MR bulgularinda gecici bir
iyilesme tespit edildi

* 3 ay sonra her iki grup ayni klinik ve MR goriintusu
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3 ay takip sonrasi hiperoksi grubu diger grup arasinda nérolojik
lyilesme arasinda bir fark tespit edilemedi.



Iskemik Stroke Hastalarinda Oksijen
Tedavisl

* Yapilan calismalar hiperoksi uygulanan hastalarda diger gruplara gére
bir fark tespit edilememis
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Both Hypoxemia and Extrerme Hyperoxemia May Be
Detrimental in Patients with Sewvere Traumatic Brain Injury

Draniel P, Dawvis! Williarnm Meade. Jr.]! bdichasl J. Sise” Frank HKennedy™
Fred Simon® Gail Tominaga,® John Steele”™ and Raul Coimbra®

Albstract

A association betwvween hypoxernmia and poor outcomees from traumatic brain injury (TEBI) is well documenited.
Howewer, it is unclear swwhether hyperoxygenatbon is beneficial. This registryv-based analysis explores the rela-
Honship between early hypoxemia and hyperoxemia on owubcorme from meoderate-to-severe TEBIL TBI patients
CAAbbreviated Imjury Scale soore 3+ ) were identified from the San DHiego County traurma registry. Fatdents were
stratified byw arrival partal oxygen pressure (Pos) value. Traurma and injury severity score ( TIRISS) was then used
o calculate predicted surwviwval for each patient, with the mmean observed-predicted surviwval differential deter—
mimecd for each arrival Poz stratficatiomn. Logistic regression was used bo guantify the relatbonship betvween
hypoxermia, hyperoxernmia, and outcome from TEBI after adjusting for multiple variables imncluding imtubation amd
wventilatbon statas. A btotal of 3420 patbents were included in the analys=sis. TRISS calculations revealed sworse
outcormes than predicted for both hypoxemia and extrenne hyperoxemia. Logistic regression revealed amn optimmal
FPoz ranmnge (110—3487 morn Hg), with an independent association observed between decreased surwviwval and both
hypoxernmia (OR 0.54; 9@5%G 01 042, 0.9 p = 0001 ) and extrerme hyperoxemia (OR O0O.50; 9596 1 0356, O0.F71;
=2 0001}, The association between hypoxemia and extremnme hyperoxernia and worse outcomes was also present
writh use of “mood outcormes™ as the outcorme variable (discharge to home, rehabilitatioon, jail, or psyvchiatric
facility ., or leaving against medical adwvice). VWe conclude that both hypoxernnmia and extreme hyperoxemmia are
associated swith increased mortality anmnd a decrease in good outcomees ameong, TEBI patiernks.

ey words: head trauma; hyperoxemia; hypoxemia; imntuabation; oxygen; oxygenation:; paramedic: prehospital;

e 3420 hasta
* Siddetli Travmatik beyin hasari olan hastalar
* Hiperoksi uygulanan grupta mortalite daha fazla ve iyi klinik sonu¢ daha az



Significance of arterial hyperoxia and relationship with case fatality in
traumatic brain injury: a multicentre cohort study

Fred Rincon™ %, Joon Kang', Matthew Vibbert'- %, Jacqueline Urtecho® %, M Kamran Athar® 3, Jack Jallo?

Author affiliations +

Abstract

Objective In this retrospective multi-centre cohort study, we tested the hypothesis that hyperoxia was not assoclated with higher

in-hospital case fatality in ventilated traumatic brain injury (TEl) patients admitted to the intensive care unit (ICU).

Methods Admissions of ventilated TBI patients who had artenal blood gases within 24 h of admission to the ICU at 61 US hospitals
between 2003 and 2008 were identified. Hyperoxia was defined as PaO, 2300 mm Hg (39.99 kPa), hypoxia as any Pa0O, <60 mm
Hg (7.99 kPa) or Pa0.,/F10, ratio =300 and normoxia, not defined as hyperoxia or hypoxia. The pnimary outcome was in-hospital

case fatality.

Results Over the 5-year penod, we identified 1212 ventilated TEl patients, of whom 403 (33%4) were normoxic, 553 (4622) were

* 1212 hasta
e 24 saat hiperoksi
* Hastane ici mortalite ile iliskili
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Hyperoxemia and long-term outcome after
traumatic brain injury

Rahul Fi.aj". Stepani BEF‘ndEF, Matti RE—iF'nII{EIr‘IE'r‘Ig, Riku Kivisaari', Jari Siironen’, Maarit L.z‘lr'.g:' and Markus Skrifvars'*

Abstract

Introduction: The relationship between hypercxemia and cutcome in patients with traumatic brain injury (TBI) is
controversial. We sought o investigate the indepandent relationship between hyperoxemia and |long-Term
martality in patients with moderate-to-sewvere traumatic brain injuny.

Methods: The Finnish Intensive Care Consortium database was screaenaed for mechanically ventilated patients with a
moderate-to-sewvers TBL Patients were cateqorized, according 1o the highest measured alveolar-arterial O, gradient
or the lowest measured Pals value during the first 24 howurs of ICU admission, 1o hyvpoxemia (<100 kKPa),
normoxemia (100 o 133 kPa) and hyperoxemia (=133 kPa). We adjusted for markers of illness sewverity 1o evaluate
the independent relationship between hyperoxemia and S-month maortality.

Results: A total of 1,116 patients were included in the study, of which 18% (N = 174) were hypoxemic, 51%

(n = 567) nomoxemic and 33% (n = 375) hyperoxemic. The total S-rmonth mortality was 39% (n = 435). A significant
association betweesn hyperoxemia and a decreased risk of mortality was found in univariate analysis (P = 0.012).
Howvewver, after adjusting for markers of illmess sewverity im a multivariate logistic regression model hyperoxemia

e 1116 hasta

* Hiperoksemi ile 6 aylik mortalite arasinda iliski tespit edilemedi.



Travmatik Beyin Hasari Olan Hastalarda
Oksijen Tedavisl

* Travmatik beyin hasari olan hastalarda hiperoksi mortaliteyi artirdigi
soylenehbilir.
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iR=i_ 14 and 17F).

Backgroumnd: Supplemental oxyoen therapy is used for internsive
carc (ICLU) paticnts with severe sepsis, bhbut with no general guide-
limves arnd few safecrty data. The aim of this obscervational stwudy was
toy descrilbre the variability inn oxyegen administration as well as the
association botween partial pressure of arterial oxyoen (Paddd,) armnd
muortality.

rMethods: W extracted data from two Scandimawvian climical tri-
als of ITCLU paticnts with severe sepsis or septic shock. We calou-
lated awverage FPaO: and fraction of inspirced oxygen (Fid:) frorm
trial inclusion and the following 5 days, and assessed the associa-
tion bhetweern PaCr: and 20-day rmeortalicvy.

Results: The median Padld:; was 9.8 kPa [5S—95% range 6.4 199
arnd Fidi: was 0.51 [S—95% range O0.27—1.00]. respectively. Eight

* Hiperoksinin mortalite Gizerine etkisi yok
* Fio2>60 ise mortalite ile iliskili olarak tespit edildi.
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Mulrticenter Study of Central Venous Oxygen Saturation (Scv,)
as a Predicror of Mortality in Partients “With Sepsis

Jemnnifer W. Pope. RLD

Alarn E. Jones, MDD

CDrawvid F. Gaieski, MDD

Ryarmn . Armold, MDD

Strtephven Treeciak, D, MEFEH

Mathan 1. Shapiro, MDD, MPH

O behalf of the Ermergency
fMdicimne Shock Research
Metwork (EMShockMNet)
Investigators

Froomm the Harvard Affiliated Emergency Medicine Residency, Department of Emergency Medicime
(Popse, Shapiro) and the Center for Yascular Biclogy Research and Division of RMolecular and
Wascular Medicine (Shapiro), Beth Isracsl Deaconess Medical Center, Boston, RMA;: Department

of Emergency Medicines, Carclimnas Medical Center, Charlotte, MNC (Jones]); the Departmmeaesnt of
Ermaergerecy Medicine, Cooper University Hosgpital, Camden, BN {(fomodd, Tresciak)., thhe Departrment of

Ermaergerscy Medicine, Hospital of the University of Pennsybsania (Gaieskil, and Division of Critcal
Care Medicine, Cooper University Hospital, Carmrmdeaen, M) (Treciak).

Study obhjective: Abnormal (both low and high) central venous saturation (ScowD.) is associated with increased
moartality im aemergency department (ED) patients with suspected sepsis.

Methods: This was a ssecondary analysis of 4 prospective ly collected registries of ED patients treated withh eariy
Hoal-directed therapy— based sepsis resuscitation protocols from 4 o urban tertiary care hospitals.

Ccriteria were sepsis. hypoperfusion defined by systolic Dlood pressure less than 9909 momm HE or lactate lewel
sEreater than or equal to 4 mmoel L. and early soal-directed therapy treatment. Sowld, levels were stratified imto 3
sroups: hypoxia (Scwll,, <= F7O%); mnormoxia (Sowld, 715 o &9%G)) and hyperoxia (Sowld,, 940% 1o 10000% ). The primany
SeXxposures were initial SowlDs amnd maximum ScowlD o achiswsad, wwith the primnary outcomee as inhospital mortal ity .
Mlultivariate analysis was perforrmeseds

Imnclhusican

Results: Thers werns G119 patients who meaet criteria anmnd were

iNnciudsad. For thhe maximurnm Sowilis, compsasred weith
the mortality rate in the normoxia group of 996 of 4685 (21 %G D5 conmfidencs imterval [Cl] A7 o 259, bhoth the

hwypoxia rmyortality rate, 25 of 62 (0%, 959 Cl 299 to S2%) and hhypeeaeroxia mortality rate, 21 of ©92 (24%; 95% 0

* Hiperoksi mortalite ile iliskili bulunmus




Oxygen therapy for sepsis patients in the emergency

department: a little less?

Renate Stolmeijer®, Jan C. ter Maaten®, Jan G. Zijlstra®

and Jack J.M. Ligtenberg®

Liberal oxygen therapy has been a cornerstone in the
treatment of critically ill patients. Recently. awareness

of hyperoxia toxicity has emerged. We investigated the
partial pressure of oxygen im arterial blood (Pal.s) in sepsis
patients admitted to the emergency department treated
with a reduced inspired oxygen fraction of 0.4 instead

of OL6—0.8. A prospective pilot study was carmried out over
a I-month pericod. Patients admitted with two or more SIRS
criteria and a suspicion of infection were included. They
received 101 O/ min through a VYentiMask 40%.. OFf B3
patients, 77 had a Pal. greater than 9.5 kPa with 101

O mmim,. of whom 51 had hyperoxia. Six patients showed
hypoxia with 101 O/ /min. OFf the hyperoxic patients, 8%
died in hospital versus 6% with mormoxia. Less than 8%
of patients had hypoxia withh 101 Os/ mmin; §6% were

hyperoxic. Titration of oxygen therapy to normoxia im the
emergency department should be evaluated. Ewvropeasn
Jowrnal of Emergency Medicine 21:233-—235 & 2014
Wolters Hiluwer Health | Lippincott Williams & Wilkins.

Eurcpesan Journal of Emergency Medicine 2014, 21:233—-235
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* Mortalite ile hiperoksi arasinda iliski tespit edilmemis.



Sepsis Hastalarinda Oksijen Tedavisi

* Fikir birligi tam saglanamamuistir.
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