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AVATIVEUOTIKN AVETTAPKEIX

m PaO2< 60 mmHg
m PCO2> 45 mmHg

m TUTTOU | dlartapaxn TNG oguyovwaong Kal
uTTOoCUyovaluia

m TUTTOU Il KUWPEAIDIKOG UTTOAEPIOTUOC KAl
UTTEPKATTVIO



AVOATIVEUOTIKN AVETTAPKEIX

MeETpnon agpiwv

apTNPIaKOU AitaTOC
Right —.

m Pa0O2 <60 mmHg n racal
artery
m PaCO2 > 45 mmHg -
| Kal Ta OUO | 44



AiTia AvaTtTveuaoTIKN G AVETTAPKEIAC

m NOoOAUATO TTOU A@OPOUV TO AVATTVEUOTIKO KEVTPO
(TTPWTOTTABNC KUWEAIDIKOG UTTOAEPIOHOG, AWN VAPKWTIKWY KAl
NPEMIOTIKWY OUCIWYV, avaiotnaoia, opyavikéS BAAPBEC)

m NooAuaTA TTOU EAATTWVOUV TN OPACTH TWV OTOIXEIWV

TTOU KIVOUV TO BwpaKa (utrokaAiaipikr) aAkGAwaoT, oKAfpuvan
KaTtd TTAGKag, aAhavtiaon, yuacBéveia, BAGRN Tou vwTidiou HUEAOU,
TTOAIOMUEAITION, AOKITNG, TTAXUCOPKIA, TTAEUPITIOO K.A.)

® NoOAMATA TWV TTVEUMOVWYV KOl TWV AEPOPOPWV

0O WV (ZUvdpopo ofsiac avaTIVEUOTIKNC BUOXEPEIAC, aTEAEKTATIA,
BpoyxIKOG doBua, xpovia BpoyXiTida, eupuonua, TTVEUHOViIQ,
TIVEUMOVIKO 0idnua, TTVEUMOVIKNA EUPOAN K.a.)



YTTEPKATTVIKN AVATTVEUCTIKN AVETTAPKEIX
=QVETTAPKEIO KUWPEAIDIKOU aEPICUOU

PaC0O2=(VCO2 x k)/ VA

ATTOTUXIO TNC AVATIVEUCTIKNG AVTAIaC va
atrofaAel To TTapayouevo CO2



"
KuyeAidoapTnpiakn diagopa O,

A-aPO.= [FiO,(PB-PH,0)-(PaCO.,/RQ)]- PaO,
(@.1. 5-10 mmHQ)

2.TO £TTiTTEd0 TNG BGAQCOAC:



Figure 3
Mechanisms of COPL,

Cigarette smoke

Alveclar macrophage

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

y

MNeutrophil

W
Sensory &
nerves

e T NEUTROPHIL ELASTASE
y-antitrypsin '———[J> + other proteolytic enzymes
Alveolar wall destruction <l’__|-| l—|_-> Mucus hypersecretion

(Emphysema) (Chronic bronchitis)
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Causes of acute exacerbation of COPD

H. influenzae, 5. pneumonias,
Bacterial Moraxella catarrhalls
(Mycoplasma, Chlamydia)

Infective

\iral Rhinovirus, Influenza,
Irel Parainfluenza, Corcnavirus

Exacerbation

Irritants,
air pollutants

Non-infective

Other




Chronic bronchitis

Increased
gize of
submucosal
gland

Increased
numbers of

goblet cells




Airway pathology in COPD

Normal

Airway held open by
alveolar attachments

COPD

Disrupted alveolar
attachments
(emphysema)

Mucosal
inflammation
and fibrosis

Mucus
hypersecretion

Airway obstructed by
* Loss of attachments
* Mucosal inflammation and fibrosis
e Mucus obstruction of lumen
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"
AUVAUIKN UTTEPOIATACN KAl AVATTIVEUOTIKO
EPYO: EVOC PAUAOC KUKAOC

=

~hyporemia |-

e




ATTOPPOKTIKEC TTVEUUOVOTTABOEIEC-UNXAVIKA
TTPOPANMATA KATA TNV AOKNON

m N aUu¢non Tou aEpIoUOoU KATA TNV AoKNON OTTAITEI
auénon Twv powv

B | EKTTVEUOTIKN PO €ival EAATTWHEVN O€
aoBeveic pe XAl

B VIO VO augnBEi N EKTTVEUOTIKI PO METAPEPETAI N
QVATTVOI TOUC O€ UWPNAOTEPOUC OYKOUC

B ATTOTEAECUA N OUVOMIKE UTTEPOIATAOT



"
Auvauikn uttePOIATAON KATA TNV AOKNON O€
aoBevn ue COPD

FEV1=1.91

Flow (L/sec)

Volume (L)



Flow- volume curves: normal vs COPD
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8 - 8 - e Predicted
F. — — — - rest
6 6 - P exercise
4 4 i
)
- 2 2 - y
o "--.__‘_
o™
; 0 TLC 0 TLC &
T
-2 - -2
-4 -4 -
6 I ] I I I 6 I I I ]
6 S 4 3 2 7 6 5 4 3
Volume (L) Volume (L)
- ——————— + |C - rest S e -+ IC - rest

4 |C - exercise — IC - exercise



"

Compliance curves: normal vs COPD
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Auvapikn utrepdiaracn o€ acBevn ue XATT

Airway obstruction -
Progressive dynamic hyperinflation

Lung
volume

FRC
Time



AUcnon Tou £pyouU TNC AVATTVONC O€
ATTOPPAKTIKO acBevn ue PEEPI

e AIRFLOW
55535““ "" OBSTRUCTION

A

VOLUME

PRESSURE
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Dyspnea: normal vs COPD

Dyspnea, Borg
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Resistive Loads Depressed Drive

Bronchospasm Crug Cverdose

Alrway Edema, Secretions, Scarring Braln-Stem Leslon

Upper Airway Obstruction Sleep Disordered Breathing
Obstructive Sleep Apnea Hypothyroidism

Lung Elastic Loads

PEEPI

Alveolar Edema ]

Infection M Impaired Neuromuscular
Atelectasis G e | P Transmission

Phrenic Nerve Injury
Cord Leslon
MNeurcomuscular Blockers

LOA D N- M Amfno.glyc,c:sid es
COMPETENCE Flartibqeitic

[:u" \:] Amyotrophic Lateral Sclerosis

Beotulism

Chest Wall Elastic Loads

Pleural Effusion
Pneumothorax

Rib Fracture

Tumor

Ohbesity

Ascites

Abdominal Distention

Muscle Weakness

Minute Ventilation Loads Fatigue
Electrolyte Derangement

Malnutrition

Sepsis

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, fransmission, and muscle
strength) determines the ability to sustain alveoclar ventilation,



OEPATTEUTIKN AVTIMETWTTION TNG
UTTEPKATTVIKNG AVATIVEUOTIKNG AVETTAPKEIOC

m O¢uyovo

m AVTIBIOTIKA

m BpoyxoOIaoTAATIKA
m AloupnTika

m MnXaviko¢ agpIoPOC (UNn eTTEURATIKOC/
ETTEPPATIKOC)



2.TPATNYIKA UNXAVIKOU QEPICHOU OTIC
QATTOPPOAKTIKEC TTVEUUOVOTTABEIEC

m KUPIOC OTOXOC £ival N avaTTauon Twv
QVATIVEUOTIKWY JMUWV TTOU TTPOUTTODETE!
KOAN KOTAOTOAN KAl ATTOQUYI AOUVEPYEIOC

B ATTOPUYN OUVAUIKNC UTTEPDIATAONC ME UIKPN
ouxXvOoTNTa AVATTVOWY, aQUENON TOU EKTTVEUOTIKOU
XPOVOU Kal EAATTWON TOU AVATIVEOUEVOU OYKOU

B ATTOOE0UEUCN TO TAXUTEPO OUVATOV



[Tpoyvwon Twv aocBevwyv pe XAl oe
ETTEULATIKO UNXAVIKO AEPIOHO

m cTTIBiwon Kal €€ITApIo: 64-74%
m OvnrotnTta ICU: 16%
®m VOOOKOUEIaKN BvntotnTa: 32%

m cmTIfiwon 1 €10¢ peTa tn dlacwAnvwon: 20-40%

B UEON ETTIBIWON TPAXEIOOTOPUNUEVWY A0OEVWY PE
XAl (home ventilation): 2- 4.3 €1



Oceia UTTOCAIUIKN AVOATIVEUCOTIKN QVETTAPKEIQ

Aiayxutn Trveupovikrn BAGBn  EoTiak BAGBN trveuuova
m Kapdioyeveég TveupovikO  m [lveupovia

oionua m O\don
m ARDS m ATeAekTaoia
m [lveupoviko oidnua aAANG

aITIoAoyiag:

VEUPOYEVEC

QTTO ETTAVEKTITUEN
QTTO UWOMETPO
m KuyeAidikn alyoppayia



" J
Hypoxemiz

/

Diffusion Defect Ventilation-Perfusion
Ik

l

DeadSpace  Normal V/Q Low VIQ

Ventilation (low lung volumes
particularly at end expiration )

VIQ = Infinity ViQ =1 VIQ =1



[TaBouaioAoyia oceiac UTToCaINIKNG
QVATTVEUOTIKNC QVETTAPKEIOC

100

75

% TLC
50

251

‘ : ' Cq0p18.5ml %
P40 60 mm Hg



2.Uvopopo Oceiac AvaTTveEUOTIKNG
AUOXEPEIOC

Acute Respiratory Distress
Syndrome (ARDS)



2 UVOPOMO OCEIaG AVATTIVEUOTIKNG
duoxépelac (ARDS)

m [0 oUVOPOUO O&Eiag avaTTvEUOTIKN G OUOXEPEIOG
(ARDS) eivai pia @Aeypovwdng atrokpion Twv
TIVEUUOVWY O€ AQUECA KOl EPPECa epeBiouarta, Kal
XapakTtnpidetal atro

m oofapn utrocaiuia,
B eAATTWMPEVN euevdoTOoTNTA (Compliance) Kai
m OIaYUTEC OINBNOEIC OTNV AKTIVOYPO@ia Bwpaka.

B 2UVOOEUETAI OUXVA aTTO TTOAUOPYAVIKN AVETTAPKEIQ KAl
EXEI ONUAVTIKA voonpdoTnNTa Kai BvnTtoTtnTa.



ARDS

B OCEIO AVATIVEUOTIKI AVETTAPKEIO TTOU OPEIAETAI
O€ N KapOIOYEVEC TTVEUUOVIKO oidnua

B OQEIAETAI O€ QUENON TNG DIATTEPATOTNTAC TWV
KUWEAIDIKWYV TPIXOEIOWV AOYWw BAAGBNC Tou
evdoBnAiou Toug

m £ival N TTI0 oUXVI EVOOVOOOKOWUEIOKN AITI

AvaTTveuoTIKNG avetTapkelag (>150000 eTnoiwg
HIA)

m TTPOORBAAAEl cuvRBWC vy aTtoua
m N OvntotnTa eival peyain (30-70%)



TaeLe 2. CLIMNICAL DISORDERS ASSOCIATED

WITH THE DEVELOPMENT OF THE ACUTE
EESPIRATORY DMSTRESS SYMDROME.

DirecTt Lune IMJury

Common causes

Pneumonia
Aspiration of gastric contents

Less common causes

Pulmonary contusion

Eat embali

MNear-drowning

Inhalational injury

Beperfusion pulmonary edema
after lung transplantation or
pulmonary embolectomy

Inoirect Lung INJuRY

Common causes

Sepsls

Severs trauma with
shock and multple
transfusions

Less common causes

Cardiopulmonary bypass

Dirug overdose

Acute pancreatitis

Transtusions of blood
products




" A
[TaBouaoiohoyia ARDS

Blommikdg mopdyovtog

Kataotpoon evéotnliov
Kl TOV TVELPOVOKUTTAPWOV

Tomov | TToAMORAQGLIONOG TOV TVEUHOVIKGV
Kuttapav tmov Il
Avénon dumepatoTnrag Aﬁbavonoinon 00
TpLY0Ed OV surfactant
v \j v
Oidnua Arglexracieg Avamhoon tov wimov |
TVEVHOVIKAV KVTTAPOV
Y v
Shunt EAdttoon FRC
Ynokvyovaipic <

v

Enavopboon mg tpyroeidokuyehidikic
peuBpavig




MNormal Alveolus Injured Alveolus during the Acute Phase

Aleolar air space | g 2 Protein-rich edema fluid
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Xpovodiaypaupa 1S £ceAicnc Tou ARDS

EXUDATIVE PROL!FERAT
STAGE stace VE

Interstitial
Inflammation

Hyaline Membranes [

!lil
0

i
ts

Interstitial
Fibrosis

i i 1 | L 1 1 L ] |

2 3 4 5 6 T8 9 10 11 12 13 149
TIME FOLLOWING INJURY (DAYS)




Protein-rich edema fluid

Proliferation and
differentiation

of type ll cells Tipe o
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ATTEIKOVIOTIKOC EAEYXOC OTNV OCEia-
eCIOpwMATIKN @aon Tou ARDS

)




" JE
ATTEIKOVIOTIKOG EAEYXOC OTNV OWIUN ®acn TNG
ivwong tou ARDS




"
Alagopikn dilayvwon ARDS (2ZAA) atro 10
KOPOIOYEVEC TTVEUUOVIKO oidnua

Kapdioyevc mveupoviko oidpe ZAA
Mnyaviopds abénon vdpoatamki meon abénon ﬁmnapaﬂ')mm'g

070 TVEOPOVIKG. Tpu0eLd TVEDHOVLKDV TpLy0eLdiv
PAPw avénuévy (> 12 mm Hg) guowohoyii (< 12 mm Hg)
PAPd-PAPw guaiohoyik) (< 5 mm Hg) ovEnuévn (> 5 mm Hg)

pareives otdfparoc/
/mpaneives 0pov < 046 > (0,12




" A
KAIVIKEC D1aTaPAXEC TTOU OXETICOVTAI JE TNV
avatrtugn ARDS

2UXVEG
Apeon BAGBN
m [lveupovia
m Eiopopnon yaoTpikou TTEPIEXOUEVOU
‘Eppeon BAGBN
B 2Nyn
m 20B0p0 TPAUPA PE TTAPATETANEVN UTTOTAON KaI/N
TTOAAQTTAQ KATAYHATO

m [1OAANQTTAEC UETAYYIOEIC TTPOIOVTWY QiATOC



" J
KAIVIKEC dlaTapPAXEC TTOU OXETICOVTAI JE TNV
avamrtucn ARDS

AyoTEPO OUXVEG

Apeon BAABn

EiotTvor] TogIKwyv ouoiwv

OAdon Trveupova

EupBoAn atrd Aitrog

[Map’ oAiyov TTvVIYNOG

[TveuPOVIKO 0idnua atro ETTAVAINATWON META NETAPOOXEUON
TTveUpova 1 eYPBOAEKTOUN

‘Eppeon BAaBn

Occia TTayKPEATITIC
Y1repdoooAoyia OTTIOEIdWY
Aidyutn evdoayyelakn TTAEN
Eykaupata
KpaviogyKe@aAiki KAKwaonN



O¢patreia ARDS

B AVTIMETWTTION TNG VOOOU TTOU TTPOKAAECE TO
ARDS (11.%. avTIBIOTIKA)

B QVTIUETWTTION TWV UNXaviopwy PAGBNS TNG
TPIXOEIOOKUWEAIDIKNC MEMPBPAVNG
(KOPTIKOOTEPOEIONT?)

B QVTIUETWTTION TWV TTAB0PUCIOAOYIKWY
dlatapayxwyv Tou ARDS



AVTIJETWTTION TWV TTABOQPUOIOAOYIKWYV
dlatapaxwyv Tou ARDS

TTEPIOPICUOC TOU TTVEUUOVIKOU 0I0NUATOC:
m OloupPNTIKA

m KOPOIOTOVWON (OCUMTTABOUIMNTIKEC AMIVEC
TT.X. VTOTTaMivn)

B N ASUKWPATIVN aVTEVOEIKVUTAI
BeATiwonN TNC avTaAAayNnc TwV Agpiwv

® XOpnynon og¢uyovou

B UNXAVIKOC AEPITUOC



Mnxaviko¢ agpiguoc 1o ARDS



[TpoBAnuara (Iarpoyevn) KATd TO JNXAVIKO
aepIouo aocBevwy pe ARDS

m UTTEPOIATACN PUOIOAOYIKWY KUWEAIOWYV
(Ventilator Induced Lung Injury)

B OouveXNC O1a00XIKN dlavolgn Kal OUYKAEION
ATEAEKTATIKWY KUWEAIdWYV (atTwAegla surfactant,

shear stress)
m To¢IKOTNTa O2



Y1repdidraon: pia 1aTpoyeviS BAGRN

m 70 ARDS 0¢v gival opoloyevnc BAGRN

m “baby” lung : TTpETrel va TTpooTaTEUOVTAI OI UYIEIC
KUWEAIOEC

B N TTOPATETAUEVN UTTEPOIATACN OIACTIA TO
TOIXWHA TWV KUWEAIOWYV KAl TTPOKAAEI
TTveupoVviKn BAaBn rapopola e 1o ARDS



" A
2. TPATNYIKN MNXOVIKOU OEPICPOU O€ AOBEVEIC
ue ARDS

B OTOXOG N UEIWON TWV ETTITTAOKWYV TOU
uNXavikou agpIouoU

m lung protective strategy
MIKPOC avaTrvEOUEVOC OYKOG (5-6 mi/kQg)
dlatnpenon 1n¢ Pst < 35 cm H20
ETTITPETTOUEVN UTTEPKATTVIO

m cpapuoyn PEEP



|1davikl PEEP pe Baon tn Bewpia 1nG
OIAVOIENC TWV KUWEAIdWV

Tidal Volume
= 400ml

Copynght Patrick Neligan 2002

Optimal PEEP

Optimal Range

Driving

Pl = Set PEEP
PL = Pressure Limit

Pl' 5! .
essure >
15 35 Pressure
P1 PL

in ecmH20
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Right Lung Left Lung



OvNTéTNTA TOU OUVOPOOU
OvntotnTta: 60-70% (TEAOG dekaeTiag 1980) e TGON
Yia EAATTWON TIC OUO TeAeUTaieC OeKaeTie¢ oTto 30-
40% Ware and Mathay 2000

B ATTOTEAEOMATIKOTEPN BEPATTEIa TNG ONWNG
B OAAQYEC OTN OTPATNYIKA TOU PNXAVIKOU AEPICUOU

m [BeATiLON TNC UTTOOTNPIKTIKAG AYyWYNS TWV aoBevwyv
EVTATIKNG

AITiec BavaTou: onyn, TTOAUOPYAVIKI QVETTAPKEIQ



" A
ARDS : yakpoTtrpOBeoun atrokataoTaon
META TNV £CO00 ATTO TO VOOOKOMEIO

H avatrveuoTiki AsiToupyia ouvBwc atrokaBioTaTtal o€
€CI UAVEC TTIANV TNG TTAPAMOVAC €AATTWHEVOU OEIKTN
dlIAXuUOoNG ETTi JAKPO XPOVIKO dlaoTnua

AANNEC HAKPOTTPOBEOUEC DIATAPAXEC:
m Muiki atpo@ia kal aduvauia
m NeupoloyikéC BAGBeC-ouvaloBnUaTIKEC DIATAPAXEC
m ExmTTwon tng moiétntac (wnc

Herridge et al. 2003, Cheung et al.2006
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Mdoka Venturl

[TpoKeITal YIa hia AaTTAr) JAOKA TTPOCWTTOU JE OUO TPUTTEC OTA
TTAQYIa TOIXWHPATA TNG, EVW OTN PAon TNG CUVOEETAI UE EVA
OTTEIPOEION) oWANVA 15cm, oTO AKPO TOU OTTOIOU
TTpooapuolovTal ol €I0IKEC BAARBIdEC TTOU dnuIoUPYOUV TO
@aivopevo Bernoulli.

Me Tn pUBUION TNG ETTITOIXIOGC PONG KAl JE EVAAAQYN TwWV
QKPOPUaiwV dlapopwyV dIAUETPWY, ecaa@alilovTal
OUYKEKPIMEVEG KOl OTABEPEG CUYKEVTPWOEIC EICTTVEOMEVOU
02 (FiO2 24-60%)



Mdaoka Venturl

-

NAayieg "TpoTreg”

{gvTpikd cnsvémm m
Eioepyopevog /Q

Emaipoeidiig cwAnvag
ATHOTPAIPIKGS afpag
Eiomvedpevo peiypa améd 1009
100% O, f KOl aTHOoQaIpIK® aépa
m
d_01
Npog vypavripa
BaABida Venturi
Efdaprnupa Yypav

Zxnua 8. Maoka Venturi.

101



" A
[TAEOVEKTAMATA KAl JEIOVEKTAUATA TNG
pMaokag Venturi

e O o KAataAANAOC TPOTTOC EAEYXOUEVNC OEUYOVOBEPATTEIOG
o Agv xpeialetal o@iXT TOTTOBETNON OTO TTPOCWTTO

e AKOJO KOl o€ JEYAANn dUOTIVOIA, TTOU Eival JEYAAN N
EICTIVEUCOTIKI por Tou acBevr}, N augnon TN ETTITOIXIOC PONC
O2 o1a 12-14 lt/min eg¢ao@alilel por) piyparog >60 [t/min kai
dlatnpei TNV eAeyxopevn ouykevTpwon O2

e MelovéKTnNUA: aduvauia xopnynong uynAwyv piyuatwy O2
>50-60%

e TEAOG £XOUV TA MEIOVEKTAMOTA TTOU QPOPOUV KAl TIC ATTAEC
UAOKEC



Maoka pe aoKO QiXWC ETTAVEIOTTVON

o Pépel BaABida piag KATeUOUVONG METASU NACKOG KOl
OOKOU, TTOU KAEIVEI KATA TNV EKTTVON KAl OEV ETTITPETTEI
TNV ETTIOTPOPI) TOU EKTTVEOUEVOU AEPA OTOV AOKO

e O EKTTVEOUEVOC aEPAC ecEPXETAl ATTO dUO BaARBideg
oTA TTAQYIQ TNG HAOKAG, TTOU Eival ETTIONG MiAC

KATeUBuvong, un EMTPETTOVTAC TNV €i0000 AEPA OTN
MAOKO KOTA TNV €10TTVON



"
MaoKa ue aoKO OIXWC ETTAVEICTTIVON)

il ?
BaABida wiac N L
Kkareuduvonc \/,-:——,:——\-J’DO% o,

N W

Zxfpa 6. Mdoka xwpig enavetonvon.




"
Maoka pe aoKO diXwe ETTAVEITTTVON

[MAgovEKTNHA:

* n duvarotnta Trapoxnc O2 pe FIO2 100%
MelovekTAMOTA:

e OUXVA aiocOnua vaurtiag, duopopiac.

o OXI KAAN €papuoyn ME ouvUTIAPLN PIVOYOOTPIKOU
KaBeTNPA.

e Zpavon BAevvoyovou, aucnon Tou IEwdoUC TwV
EKKPIoEWV.



- ET tube

| Vocal
cord

"Voice box™"

Nasal path .-
2//

Vocal cord

Endotracheal
tube (oral)

Epiglottis

"Trachea

_ "Cuff" ballon

St




EvOeiceIC yia TNV Epapuoyr ETTEUPATIKOU
LUNXaVIKOU aEPICHOU

B QVETTAPKNAGC OEUYOVWON- aTToTUXia GAAWYV HEBOdWV
yopnynong O2 utrdé aTthoo@aIpIKr) TTiEon

B PEYAANn augnon TNG AvaTrvVEUOTIKNG ouxvoTNTOC >35-
40/min

B au¢non TG paCO2 pye ouvodO EKTITWON TOU ETTITTEOOU

ouveidNoNG, KOTTWON TWV AVATIVEUCTIKWY NUWY,
OnNMAVTIKN TTTWon Tou pH

m occia aipyoduvauikn aoTabela

m JlATapAYUEVO ETTITTEDO ouveIidNONG, EAAEIYPN OUVEPYAOTIaG,
adUVaNia TTPOCTACIOC TOU KATWTEPOU agpaywyouU



Evapcn eTeparikou ynxavikou agpiouou

m KAIVIKA atrogacn!!
B TA AEPIA AiJATOC £XOUV TTEPIOPICHEVN

agia atn Anyn TG ammoégaong EQApPOYNng
LUNXAVIKOU agpIooU



" JEE
H atropaon d1aowANvVwoncg & £10aywync o€
MEO

TTPOUTTOBETEI OTI
UTTAPXEI
moavoTnTa
eMIRiwoNg
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