ANATINEY2TIKH ANENAPKEIA

2. Towodpoac



AVOITVEUOTLKN OVETIAPKELQL

* inability of the lung to meet the metabolic
demands of the body.

* This can be from failure of tissue oxygenation
and/or failure of CO, homeostasis.



AVOTTVEUOTLKN OLVETTOLPKELDL
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AVOTTVEUOTLKN OLVETTOLPKELDL

m Pa0O2< 60 mmHg

m PCO2> 45 mmHg

m TUTTOU |: dlaTapayxn TNS ofuyovwaonc Kal
UTTOCUYOVdaIuid

m TUTTOU [l: KUweAIBIKOC UTTOQEPICHOC KAl
UTTEPKATTVIA



ANAIINEYXTIKH ANEITAPKEIA

* Oplwopog
A.Pa02 < 60mmHg pe Fi02=0.21 1
PaO2 / FiO2 < 300

B. PaCO2 > 45-50 mmHg pe 1] yopig
Pa0O2 < 60mm Hg (Fi02=0.21)




OZEIA ANAIINEYXTIKH ANEITAPKEIA

* Opwopog
-Pa02 < 60 mm Hg pe F102=0.6

-PaCO2 > 45-50 mm Hg pe PH <
7.25 pe 1) yopig PaO2 < 60 mm Hg
pe F102=0.6




AVOTIVEUGTIKO oUOTNMOL

* MeplhapPBavel
— KNZ (yedupa)
— N2 (bpeviko)
— Av pUEC
— OWPOaKLKO Tolxwua
— Mvevpoveg
— AVWTEPOC QLEPAYWYOC
— Bpoyxtko 6€vdpo
— KueAidec
— Mvevpovikn ayyeiwon



AVOTIVEUGTIKO oUOTNMOL
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Potential causes of Respiratory Failure

CAROTID BODY
P
IX NERVE
Compression
-
THORACIC CAGE
Obesity
Kyphoscolosis




Resistive Loads Depressed Drive

Bronchospasm Drug Overdose

Airway Edema, Secretions, Scarring Brain-Stem Lesion

Upper Airway Obstruction Sleep Disordered Breathing
Obstructive Sleep Apnea Hypothyroidism

Lung Elastic Loads

PEEPI

Alveolar Edema

Infection a Impaired Neuromuscular
Atelectasis i =] 7 Transmission

Phrenic Nerve Injury
Cord Lesion
Neuromuscular Blockers

LOAD Aminoglycosides
Chest Wall Elastic Loads Guillain-Barre Syndrome
Myasthenia Gravis
Pleural Effusion Amyotrophic Lateral Sclerosis
Pneumothorax Botulism
Rib Fracture
Tumor
Obesity
Ascites
Abdominal Distention
Muscle Weakness
Minute Ventilation Loads Fatigue
Electrolyte Derangement
Sepsis Malnutrition
Pulmonary Embolus Hypoperfusion States
Hypovolemia Hypoxemia
Excess Calorles Myopathy

Figure 93.2 | The balance between load (resistive, elastic, and minute ventila-
tion) and neuromuscular (N-M) competence (drive, transmission, and muscle
strength) determines the ability to sustain alveolar ventilation,



AVOTTVEUOTLKN OVETTAPKELQL
Atltia

s Noonuarta TTou a@opouV TO AVATIVEUCTIKO KEVTPO
(TTpwTOTTABNS KUWEMBIKOC UTTOAEPITHOS, AQWN VORKWTIKWY Kal
NREHICTIKWY ougiwy, avaiogtnaia, opyavikec PAAREC)

s Noonuara trou eAarTwvouv TN dpaon TwV OTOIXEIWY

TTOU KIVOUV To BwpakKa (utrokaMaipiKy aAKdAwan, okAfpuvon
Katd TAdkacg, ahhavriaan, JuaoBeveia, BAARN Tou vwTidiou PueAou,
TTOAIOHUEAITION, AgKITNG, TTAYUoaPKId, TTAEUPITION K.0.)

s Noonuarta Twv TIVEUMOVWYV Kal TWV AEPOPOPWYV

0B WV (Zuvdpolo ofeiac avaTIVEUSTIKAC BUTYEPEIag, aTeAEKTaTIq,
BpoyyIKo agbua, xpovia Bpoyyinda, edeuanua, TTVEupovia,
TIVEUMOVIKO 0idnua, TTIVEUHOVIKR EMBOAN K.a.)



Yoo ik AVOIVEUOTLKN QVETIAPKELQL
(tumouv |)

* Pa0, <60mmHg w nl or 4 PaCO, — nlor T pH

* o cuyxvn popdn

e JoPapr MVEUMOVLKN VOOOC — eTtnpealel
avtaAAayr O2 — GUVOALKA O QLEPLOLLOC
dlatnpeitol

* QuooAoyia: V/Q mismatch & shunt



AltLa opTNPELOKNC UTTOSOLULOLG

1. VFiO,

2. Ymnoaepopog
(1 PaCO,) Yrepramvicni

3. VI/Q mismatch AVOTVEVGTIKY AVETAPKEIQL
(eg.COPD)

4. mePrLopopog OLaYVoNG?

5. Evdomvevpoviko shunt

= TVELLOVIQL

- arelextacio

- CHF (high pressure pulmonary edema)
- ARDS (low pressure pulmonary edema)



XapnAo FiO2 - PiO2

°  Yynio vyopnetTpo

* Ewnvon ToSikev agplov
—  AninTipuwo

—  TUPKOYLA



Oécia YmoSalpikn AVOITVEUOTLKA OLVETTAPKELQL

AlaxuTtn TTVEUHOVIKR BAGRN

KapdioyeVvEG TTVEUHOVIKO
oidnua

ARDS

[TVEUHOVIKO 0idnua aAAng
dITioAoyiag:

VEUPOVEVEC

ATTO ETTAVEKTITUSN

QATTO UWONETPO
KuweAIQIKR diloppayia

EoTiaky BAGBN TTveUupovd
m [lveupovia

m ©AAon

B ATEAEKTACIA



(Normal)

(Increased) (High)

V/Q ABNORMALITY

Hypermetabolism
Overfeeding

A-aPo, — B i

(Normal / Unchanged)

CENTRAL |
HYPOVENTILATION |

ALVEOLAR :
HYPOVENTILATION

4
| NEUROMUSCULAR )
DISORDER |

Figure 21.7. Flow diagram for the evaluationflof hypercapnia.



(Increased)

-

(Normal/Unchanged)

CENTRAL |
HYPOVENTILATION |

Figure 21.6. Flow diagram for the evaluatio



NMaBoAoyikn puclodoyia

Hypoxemiz

| .Diffusion Defect Venhlanon Perfusion
) Mismatch

l

DeadSpace  Normal VIQ LowV/Q

Ventilation (low lung volumes
particularly at end expiration)

VIQ = Infinity VIQ =1



Awotapayn V/Q
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KupeAidboaptnprakn dradpopa O,
A-aPO.= [FiO,(PB-PH,0)-(PaCO,/RQ)]- PaO,
(@.1. 5-10 mmHQ)

2.TO £TTITTEDO TNC BAAACCAC:
A-aPO, = (150- PaCO,/ 0.8)- PaO,



Awotapayn V/Q

% LV/IQ % SHUNT
~ 4 Pa02 - L1 Pa02
—~ PCO2 |\ ko,T - PC0O2 | kop,omv.T
—~ T AaDO2 - 77 AaDO?2
— EUK0OAN 016pBwan pe O2 — AUOKOAN d16pBwan ue
(3-9 mmHg/1% TFi02) 02

(0-2 mmHg/1% TFi02)



Awotapayn V/Q

% IVIQ % SHUNT
— XAl - ARDS
— AcBua — KapdIoyevEC TIVEUUOVIKO
— lvwon oionpa
— TveupoviK epoAA — [lveupovia
— Tveupobwpat — ArteAekTaoia

— [lveupovikn ePBoAN



oy

A

4

A B C D
Cloar Diffuse Lobar Unilateral
Intracardiac shunt Bronchopneumonia  Infarction Aspiration
Pulmonary vascular shunts Bronchopulmonary  Qcclusion (drewned lung) Pleural effusion
dysplasia
AV malfonnation Hamorrhage Lobar pneumonia Mass and drowned fung
Cirthosis ARDS Infarction
Asthma/obstructive lung disease  Hydrostatic edema Main bronchus intubation
Pulmanary embolism Aspiration Mucus plug
Pneumcthorax Contusion
Haad injury Re-gxpanslon edsma

Desaturated mixed venous blood

Obesity/airway closure

Contralateral pneumothorax

Pneumonia

Decubitus position/
hydrostatic edems

W FIGURE 24-3 Radiographic patterns associated wit




Napadsypa evdéonveupovikoU shunt




Alayuta mveuvpovika 6tndnupoata




ARDS

2 UvOopopo O&eiag AvaTTVEUOTIKNG
AUOXEPEIOC

Acute Respiratory Distress
Syndrome (ARDS)



ARDS

To ouvOpoMOo o&eiag avaTTveEUOTIKAC QUOXEPEINC
(ARDS) cival pia @Aeypovwdng atrokpion Twyv
TTVEUMOVWY O€ AUECA Kal EMMETa epeBiouaTa, Kal
XapPAKTNEICeTAl ATTO

ocofapr utrogaiuia,
eAQTTWHEVN euevdoTOTNTA (compliance) Kal
OldyuTeC 0INBNRCEIC OTNV AKTIVOYPAPia Bwpaka.

2.UVOOEUETAI CUXVA ATTO TTOAUOPYAVIKH QVETTAPKEIA KAl
EXEI ONUAVTIKI voonpoTNTA Kal BvnToTnTA.



ARDS

OCEid AVATTVEUOTIKN QVETTAPKEIO TTOU OPEIAETAl
o€ JN KapOIoyeVEC TTVEUHOVIKO oidnua
OQEIAETAI O€ AUCNON TNC OIATTELATOTNTAC TWV

KUWEAIDIKWYV TPIXOEIOWYV AGyw PBAARBNC Tou
evOoBnAiou Touc

gival N 1o ouxvr] evOOVOOOKOMEIOKH AITia

avatrveuoTIKAC avettdpkelag (>150000 eTnoiwg
HIA)

TTPOOBAAAEl cuvABWC uyI dToMA
n OvnrétnTta gival peydAn (30-70%)



ARDS

TaBLE 2. CLINICAL DISORDERS ASSOCIATED

WITH THE DEVELOPMENT OF THE ACUTE
RESPIRATORY DISTRESS SYNDEROME.

Dieect Lung InJury

Common causes

Pneumonia
Aspiration of gastric contents

Less common causes

Malmonary contusion

Fat embaoli

Near-drowning

Inhalational injury

Eepertusion pulmonary edema
after lung transplantation or
pulmonary embolectomy

InomeecT Lung InJuRy

Common causes

Sepsis

Severe trauma with
shock and multiple
transfusions

Less common causes

Cardiopulmonary bypass

Drug overdose

Acute pancreatitis

Transtusions of blood
products

NEJM 2000



NMAGOAOTIIKH ®YZIONOrIIA ARDS

Blomnkdg mapiyovtag
Kataotpogr evéoimhiou
KOl TV TVELPOVOKUTTAPOV
mmou [ IMoMorAnowopog 10V AVEBROVIKAY
/ \ KuTtBpey throv II
AbEnon dwmepatotnrag Mﬂninun 00
1pLOEBHV surfactant
\ v v
Oidnpa Arehekracieg Avamiaon tev Timov |
TVELHOVIKAY KUTTAPWY
k v
Yrokuyovapic <

v

Emvé?enm NG TPLIOEBoKLYEALBIKTS
HEUPPaVNG




MAOGOAOIKH ®YZIOAOIIA ARDS

Normal Alveolus [ Injured Alveolus during the Acute Phase I
Alveolar air space 5 :"3 > Protein-rich edema fluid
3
=
& W ¢ Sloughing of bronchial epithelium
. !

=

Type | cell Necrotic or apoptotic type | call

Epithelial
basement
meambrane

~Intact type Il call

Cellular. —— Denuded
’l’NF-« dobrhr‘ ﬁmmom membrane

—Hyaline membrane
Migrating neutrophil

Endothelial _ 0e 2 :
cell 3 — . cn”
” 5 i

N o
p~

T g

Endothelial
basement
membrane

Platelets
Neutrophil

wollen, injured

Rad cell
andothelial cells

Fibroblast Fibroblast Neutrophil

NEJM 2000



EZEAI=H ARDS

EXUDATIVE PROLIFERATIVE
STAGE 3 STAGE
|
- : Interstitial
[ Toema Hyaline Membranes ﬁ Inflammation
i

interstitial
Fibrosis

i 1 1 /L1 1 L | )| 1

o )\
2 3 4 5 G 78 9 10 11 12 13 14
TIME FOLLOWING INJURY (DAYS)




EZEAI=H ARDS

-

“; [ Repopulation of
Protein-rich edema fluid ‘3’ ;!’ | bronchial epithelium
3 A\
" \
Proliferation and u Alveolar Gradual
differentiation Type | cell ' resolution
of type Il cells 7 of fibrosis

of apoptotic’
neutrophils o 8

P~ Type land il

; Y. col 'mn j_.?@
2N, ' Fibroblast

Water -
Resorption of alveolar  Aduaporins
edema fluid and protein

NEJM 2000




ARDS - AMNEIKONIzH
O=EIA EZIAPQMATIKH ®AZH

NEJM 2000



ARDS - AMNEIKONIzH
OWIMH ®AZH INQZH2

NEJM 2000



ARDS - Awadopikn Atayvwon
oto KaPOLOYEVEC MVEULOVLKO oildnpa

Mnyeviouds

PAPw
PAPd-PAPw

Mpareeives oidipatod/
/RPWTELVES, 0poU

Kepbioyevig mvevponid oidupe LAA

aifon ubpoorenci meg oo Danepuecs
070, TVEDROVIKG: TpLyoe1dn TVEOHOVIKEV Tpry0e1dadv
aofuévy (> 12 mm Hg) guowdoyiki (< 12 mm He)

guoohoyikf) (< 5 mm He) avénuévy (> 5 mm Hg)

< (,46 > (0,12




YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

* PaCO, > 50mmHg

e Yroéoupia mavto nopovoa

* pH efaptatat amno enineda HCO,

* HCO, efaptatol amno XpovioTnTa UTIEPKOTTVIOG

* Nedplkn AvIlppOTNCN QIO NUEPEC EWC
eBfOopadec



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

¢ Altia
— AuoAeLlToupyla avamveuoTLKoU KEVTPOU (yedupa)

* Yniepboooloyia papuakwyv, AEE, oykoc,

LUTtOBUPEOELSLOUOC, KEVTPLKOU TUTIOU UTTOOEPLOMOC
— Nevupopuikn vooocg

* Guillain-Barre, Myasthenia Gravis, polio, BAaBec NM



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

¢ Altla
— OwpPaKLKO Tolywuo/YelwKOTOLC
e KupooKoAlwaon, TvevoBwpakac, Lotk TTAEUPLTIKA cUAAOYN
— ATtodpaén avwITEPW AEPAYWYWV
* OYKOG, £Evo owpa, oldnua Adpuyyog
— NOoo¢ nepLPePLKWV AEPAYWYWV

 AcOua, XAN



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

YTTEPKATTVIKN OAVATTVEUCTIKI OVETTAPKEIA
=QVETTAPKEIA KUYEAIDIKOU AEPICUOU

PaC0O2=(VCO2 x k)/ VA

ATTOTUXIO TNC AVATTVEUOTIKNC QVTAIQC va
atroBAAel To TTapayouevo CO2



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomov Il)

Xpoviwg

[HCO37]
mEag/L

30

0&€we

20 -

1 | 1 |

40 80 120
PaC0, mm Hg




YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

. [H+] (nmol/L)
XpOqu 7.0 ep 50 0 3 30 2§

{ I '
120 100 9 8 70 80
/

¥
T[HCOy] = 3,5 mEq/L 110 / / /
' ' 7
ba

Yia kGBe 10 mmHg
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YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

 Ofsia
— 1 Aptnplakol pH

— Altla
e Oteio ANYPn KaTooTAATIKWY PaPUAKWV
e Ofeia puikn aduvaopia mt.x. MuacBevela gravis

* JoBoapn vOoOC TWwV MVEVUOVWVY ME 1N dlathpnon
KU eALOLKOU aepLopoU

— MN.x. doBua r vevpovia



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

* Ofcla emi xYpoviog

— Xpovia katakpatnon CO, ou XELPOTEPEVEL UE T

PaCO, kot \ pH

— MnxowvLo oG

e KOTIWON QAVOTTVEVOTIKWY HLUWV



XAl

Mechanisms of COPD,

Cigarette smoke

—

Alveolar macrophage

Neutrophil chemotactic factors
(IL-8, LTB,, etc.)

b

Neutrophil

Sensory
nerves
o

NEUTROPHIL ELASTASE
'::> + other proteolytic enzymes
Alveolar wall destruction <‘i] &> Mucus hypersecretion

(Emphysema) {Chronic bronchitis)




AITIA EzAP2H2 XA

Exacerbation

Bacterial

Infective

v

Viral

Non-infective

Irritants,
air pollutants

Other

H. influenzae, S. pneumoniag,
Moraxella catarrhalls
(Mycoplasma, Chlamydia)

Rhinovirus, Influenza,
Parainfluenza, Coronavirus



XAl

Chronic bronchitis
Increased
size of
3 submucosal

gland

Increased
numbers of
goblet cells




Normal COPD

Disrupted alveolar
attachments
(emphysema)

Mucosal
inflammation
and fibrosis

Mucus
hypersecretion

Airway held open by Airway obstructed by
alveolar attachments * Loss of attachments
* Mucosal inflammation and fibrosis
* Mucus obstruction of lumen



XAl

OpOg, LuCCWEELGY] PAEVVuS,

Dleypovi) xegopdowy

AvEnpeveg

AVTIOTAGELS

Emnédwon AvZnpévo AvEypevy
Srapodypetos evboyeves PEEP ehoLa TN

eTAVAPOQU




XAl

AuvauIkn utTeEEPOIATACT KAl AVOTTVEUOTIKO
EPYO: EVOC PAUAOC KUKAOC

* T eatechoiamines |

hyporemia




XAl
MpoBARuata ME TNV AGKNON

m N au¢non ToU QEPICHUOU KATA TNV AOKNON ATTAITE]
augnon Twv powv

m N EKTTVEUOTIKN pON €ival EAATTWHEVN O¢€
aoBeveic pe XAl

® VIO VO AucnBei N EKTTVEUCTIKN pOr METAQPEPETAI N
AVATTVON TOUC 0€ UYPNAOTEPOUC OYKOUC

m ATTOTEAECUA N OUVAHMIKA UTTEPOIATAON



XA

Flow- volume curves: normal vs COPD

Normal COPD .
8 - e S predicted
V. - — —- rest
6 - 6 o™ N exercise
4 4
w
;_, 2 - 2 K
3 0 TLC 0 TLC
LL ''''''
e -2
-4 - 4 -
-6 T T 1 T 6 1 I 1 1
6 5 4 3 2 7 6 5 4 3
Volume (L) Volume (L)
R + IC - rest *-mm———- -+ |IC - rest

ey |C - @XErcise S e o IC - exercise



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

* KAwvikEC eKONAWOELC (e ELOLKEC)

— Kvavwon

— Avornvola

— Napadoén avarnvon

— 2Uyxuon, urtvnAlo, Kwpa

— EmAnmrikol ortaopot



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

* KAwwkn afloAoynon
— lotoplko
— OQE
— Agpla alpatog
— Mvevpovikn Aettoupyla (OVP vs RVP vs NVP)
— A/o Bwpakoc

— HKT



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

* KAwvikn afloAoynon
— KukAodoplkeg Slatapayeg
e Taxukapdia, uméEptaon N umotaon
— MoAuKkuTtTapaluia
e Xpovia vumtoéatlpio — cuvBeon epuBpomolntivng
— [IVEUOVLKN UTIEPTAON

— Mvevpovikn kapdia N de€la kapdLaKkn avemapKeLa



YIEPKATIVIK AVOTTVEUOTLKI OLVETTAPKELQL
(tomouv Il)

AayvwOTikr TPOCTIEAAON avanveuaTikrg 0&Ewang

pH <7.4 ka1 pCO >40 mmHg

AvarveuoTikn o&Ewan

Mdan eivan [HCO5 ]

AHCOs] cival <1 mEQL  “[HOOy] = 1mEgL  T[HCOy] =1-35mEqL  T[HCOs] = 35mEql  T[HCO] eival >3,5mEglL

yia kdBe 10 mmHg yia kaBe 10 mmHg ya xka¢ 10 mmHg yia ki8¢ 10 mmHg yla kdge 10 mmHg
T me PCO, * me PCO, T me PCO; T me PCO, T me PCO,
Zuvunapyet peTapolkn ZUVUNapYEL QVanVEU- ® [lepiodoc petdfaong  Xpovia QVaMVEUDTIKN Suvundpyet pietaBohikn

ofwan oTikn 0€won * Mewm dlatapay 0ggwon aAk@Awon



f

)
ANATIN.ANENAPKEIA & TYIOI

(aépia aipatog o€ npedia & Fi02 21%)

% TYNOZ 14 % TYNOE 2 A
YINO=AIMIKH YINEPKATINIKH

_ P02 < 60 - PCO2>45

— YTtrodalpia

— Noppo- ;) utroKaTTVid
— Otgia: ¥pH, HCO3 ko h
— Otgia: ¥PCO2, TpH Aiyo T

— Xpovia: k.¢. PCO2, pH — Xpovia: pH k¢ i Aiyo
o¢ivo, TT HCO3

— O¢tela etri ¥poviag



2YNAPOMO YTTOAEPIZMOY
TTAXYZAPKIAZ - ATATNQ 2 TIKA KPITHPIA

O Tlaxuoapkia (BMI =30 kg/m?)

O VYmepkanvia (PaCO2 > 45
mmHg)

[0 AmokAeliopog dAAwy aiTiwy
UTToacpIopou

O Aiatapaxég Tng avamvong oTo
UTTVvVO

The Repur"l‘ uf an Amer'lcan ﬁ.cademy uf Sh?.ep Medlcrr‘pe Task For‘ce Sleep-related
: me-definition and

ue.n’r ‘r‘e::hruque:- in -::IlncaFr'e:-r-ch SIE.ep 199 -2 2:667-89,

Can Med Ascosiation J 2006:174:1293-99



