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XAIT: 3" aitia 6avaTou TTAYKOOMiWG

The 10 leading causes of death in the world
2012

Ischaemic 7.4million
heart disease -

Stroke 6.7million

COPD

Lower
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HIV/AIDS 1.5million

Diarrhceal
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Diabetes
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Road injury 1.3million
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XATIT: Y1reuBuvn yia 10 5.6% TWwV Bavatwyv
TTaykoouiwe (3.000.000 Bavarol eTNoiwg)

The 10 leading causes of death i |n the world by percentage
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COPD prevalence in Greece

COPD prevalence in Greece (2016)
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OIkovouIKo popTtio otn XAl

Cost type Annual cost, € % of total cost

Direct medical cost 2,809.7 594
Cost of exacerbations 1,512.4 32.0
Costs of maintenance phase 835.0 7.7
Costs of additional resources 462.3 9.8

Direct nonmedical cost 146.1 3.1
Cost of patients’ time 146.1 3.1
Productivity losses 1,774.1 37.5

Cost of work loss days 968.4 20.5
Cost of nonpaid caregivers’ time  805.7 17.0
Total cost 4,729.9 100

Souliotis K, et al. IJCOPD 2017; 12: 1395-1400.




Global Strategy for Diagnosis, Management
and Prevention of COPD, 2017

Global Initiative for Chronic
Obstructive

Lung

Disease

GLOBAL STRATEGY FOR THE DIAGNOSIS,
MANAGEMENT, AND PREVENTION OF
CHRONIC OBSTRUCTIVE PULMONARY DISEASE

Definition and Overview

Diagnosis and

Assessment
Therapeutic Options
Manage Stable COPD
Manage Exacerbations

Manage Comorbidities




Table A. Description of levels of evidence
Evidence

Sources of evidence
category

Randomized controlled trials (RCTs)
Rich body of high quality evidence

without any significant limitation or
blas

Randomized controlled trials (RCTs) with
'mportant limitations

Limited Body of Evidence

Non-randomized trials

Observational studies

Definition

Evidence is from endpoints of well-designed RCTs that
provide consistent findings in the population for which the
recommendation is made without any important limitations.

Requires high quality evidence from = 2 clinical trials involving

a substantial number of subjects, or a single high quality RCT
involving substantial numbers of patients without any bias.
Evidence is from RCTs that include only a limited number of
patients, post hoc or subgroup analyses of RCIs or meta analyses
of RCTs.

Also pertains when few RCTs exist, or important limitations are
evident [methodologic flaws, small numbers, short duration,
undertaken in a population that differs from the target population
of the recommendation, or the results are somewhat inconsistent).
Evidence is from outcomes of uncontrolled or non-randomized
trials or from observational studies.

Panel consensus judgment

Provision of guidance is deemed valuable but clinical literature
addressing the subject is insufficient.

Panel consensus is based on clinical experience or knowledge that
does not meet the above stated criteria.




Opliopog XAIT

H Xpovia Atto@pakTiki MNveupovotrdBeia (XAIT) gival pia ouyxvr) vooog
TTOU MUTTOPEI va TTPOANPOEI Kal va QVvTIMETWTTIOTEI Kal YapakTnpideral
ATTO ETTIHOVA CUUTTTWHATA KAl ETTIMOVO TTEPIOPICHO TNG PONG TOU aEPAQ,
TTOU OQEIAOVTAl O€ AVWHAAIEC TWV AEPAYWYWYV /KAl TWV KUWEAIdWV
TToU ouvnOwc TrpokaAouvTtal atrd onuavTik €kBeon oe PBAATITIKG

owuaTtidla N agpia (KUPiwg KATTVIOUQ)
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Opiouog XATT

H Xpovia Atto@pakTiki MNveupovottaBeia (XAIT) gival pia ouyxvr vooog
TTOU MTTOPEI va TTPOANGPOEI Kal va QVTIMETWTTIOTE KAl XapakTnpideTal
ATTO ETTINOVO TTEPIOPICUO TNG PONG TOU QEPA, TTOU €ival Kata Kavova
TTPOOOEUTIKOC KOl OUVOEETAI ME UTTEPPOAIKN Xpovia @Aeypovwon
AmTavTNON TWV OEPAYWYWYV KOl TWV TIVEUMOVWY O€  BAATITIKA
cowuartidla N agpia (KUPiwg KATTVIOUAQ)

O1 TTapoguVvoEIC KAl O OUVUTTAPXOUOEC TTaBnoelic oupBaAouv OTn

OuVvOoAIKN BapuTtnTa TG VOOOU

GOLD 2016



XATll-INapocuvoelic/Zuvoda voanuara

[Mapocuvon XAll: o&ecia emdeivwon TwV CUUTTTWPATWY  TOU

QVATIVEUOTIKOU GUOTIUATOG TTOU ATTAITEI ETITTPO0B0ETN BepaTreia

O1 mrepioodTepol aoBeveic pe XAl mTdoyxouv Kal OTTO ONMAVTIKEG
OUVUTTAPXOUOEC TTaBNOEIC Kal yI' auTo To Adyo pia trapocuvon XArl
TTpETTel va dlagopodiayvwobBei armrd: ofu oTepaviaio ouvOpouo,
EMOEIVWON CUUQOPNTIKNG KAPOIOKNG OVETTAPKEIAG, TIVEUMOVIKI)

€MBOAR Kal TTvEUHOVia

GOLD 2017



Opiouoc TTapocuvong XAIT

« ‘Eva oupyBav otn @uaikn TTopeia TG vOOOU TTOU Xapaktnpietal atro
METAPBOAN (emdeiviwaon) atmd Tta ocuvnBiouéva eTTitreda TNG OUOTIVOIAGC,
TOU BAxa r)/kal TNV au¢non TNG TTapaywyns TITUEAWV TOU aoBevi

 To ouuPav auto civai:

-Oceiac Evapenc
-AlIQ@QOPETIKO aTTO TN MIKPN OlaKUpavon OTa CUPTITWHATA TTOU €VOC
aoB0evnC NTTOPEI va EXEI ATTO JEPA O€ JEPA

-Atraitei aAAayr oTnV TOKTIKN BgpaTreia TTou Aapavel o acBevig

GOLD 2016



[Mapoeuvon XATl

, Puaioloyikn
dlakUpavon

Xpovog

Empuévouoa emdeivwon TNG KATACTAONG TOuG 0oBevouc amd Tnv oTabepn
KATAoTAON, TTOU OIO@OPOTIOIEITAlI ATTO TNV ouvhBn KABnuEPIV KATACOTAON OCEWG
aTTaITWVTAS aAAayr oTnv BepatreuTiki avTiyeTwTTion (ATS/ERS statement)

Rodriguez - Roisin R, Chest 2000



Aitia TtTapocuvong XArl

Bacterial
30%

Bacterial and
viral
25%

Papi A, et al. AJRCCM 2006; 173: 1114-1121.



Aitia TtTapocuvong XArl

Causes of chronic obstructive pulmonary disease

Causal mechanism Common Less common

Bacteria Haemophilus influenzae Pseudomonas
Streptococcus pneumoniaie
Moraxella catarrhalis
Rhinovirus Influenza A and B
Respiratory syncytial virus Parainfluenza virus
Caronavirus
Adenovirus
Atypical organisms Mycoplasma pneumoniae
Chlamydia pneumoniae
Noninfective Air pollution (particulates, ozone) Pulmonary embolus

Cold temperatures Congestive cardiac failure

Celli BR, Barnes PJ. Eur Respir J 2007, 29: 1224-1238.



[Mapoguvon XAIT: ammwAgla avaTTvVEUOTIKAG
AEITOUPYIQC
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Hillas G, et al. Int J Chron Obstruct Pulmon Dis 2016; 11: 1579-1586.




2UYXVEC ooapecg TrTapocuvaoelc XAl = 1 Bvntotnta

Group A
Patients with no acute
exacerbations of COPD

1.0

3

S 0.8 7 Patients with 1-2 acute

- exacerbations of COPD

7 0.6 - requiring hospital

© . < management

> : B & |P<0.0001

5 047 P=0.069

3 Patients with 23 acute

(@] <+ <4 q

= 0.2 - exacerbations of COPD

o requiring hospital
management

I I I I I |

0 10 20 30 40 50 60

Time (months . . _— .
( ) Predictors of mor’rah’ry: univariate una|y5|s

Acute exacerbation groups
Group A 1.00
Group B

Group C 4.30

Soler-Cataluna JJ, et al. Thorax 2005; 60:925-931.



2uvaloonuara peta tnv rapocuvon XATl

Lack of energy
Depressed
Anxious
Confined

Panicky

Resigned

Angry
Guilty

Other

40 60
Patients (%)

Kessler R, et al. Chest 2006; 130: 133-142.



[Mapocuvan XAl ToAAATTAEC eTTIOPACEIC =
[To60d0C vOoou
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Figure 1 Outcome measures relevant for the evaluation of COPD management.

Glaab T, et al. Respiratory Research 2010; 11: 79.




# ERS|copdaudit

00-d mortality rate

T
>

e
H

| 2 =

I,_. =

3 | 4 7
[
T —
| _
T —— '

EU
AUT BEL CRO GRE oL




# ERS|copdaudit

Composite mortality rate

(in-hospital plus god follow-up period)

o~
X
'
3
]
-]
2
=
-
fras
-
S




ORIGINAL ARTICLE

Susceptibility to Exacerbation in Chronic
Obstructive Pulmonary Disease

John R. Hurst, M.B., Ch.B., Ph.D., Jargen Vestbo, M.D., Antonio Anzueto, M.D.,
Nicholas Locantore, Ph.D., Hana Miillerova, Ph.D., Ruth Tal-Singer, Ph.D.,
Bruce Miller, Ph.D., David A. Lomas, Ph.D., Alvar Agusti, M.D., Ph.D.,
William MacNee, M.B., Ch.B., M.D., Peter Calverley, M.D.,

Stephen Rennard, M.D., Emiel F.M. Wouters, M.D., Ph.D.,
and Jadwiga A. Wedzicha, M.D., for the Evaluation of COPD Longitudinally
to Identify Predictive Surrogate Endpoints (ECLIPSE) Investigators®

Y1o0eon

[MBavwcg uttdpxel £vac gaivoTuttoc TG XAl 1mou xapaktnpiletal artro
OUXVEC TTAPOEUVOEIC Kal €ival avecapTNTOC Atrd T fapuTtnTa TNG VOOOU
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2138 aoBeveic (NAIKia: 6317 £€Tn)

[l Hospitalized for exacerbation [ Frequent exacerbations
inyrl

GOLD 2 GOLD 3 GOLD 4
(N=945) (N=900) (N=293)

Hurst J, et al. N Engl J Med 2010; 363: 1128-38.




U U 0l0 0l0 D03 U UdPOUVO U U
0y0]0 U D 1O0TOPIKC 0y0]0 U
Table 3. Factors Associated with Increased Exacerbation Frequency in the Stepwise Multivariate Model.*
P Value for
Factor Number of Exacerbations Overall Model
=2vs.0 lvs.0 =2vs. 1
odds ratio odds ratio odds ratio
(95% Cl) Pvalue (95% ClI) Pvalue (95% Cl) Pvalue
Exacerbation during previous yr—  5.72 (4.47-7.31) <0.001  2.24 (1.77-2.84) <0.001 2.55 (1.96-3.31) <0.001 <0.001
any vs. none
FEV, — per 100-ml decrease 1.11 (1.08-1.14) <0.001  1.06 (1.03-1.08) <0.001  1.05 (1.02-1.09) <0.001 <0.001
SGRQ score for COPD — per 1.07 (1.04-1.10) <0.001  1.01 (0.99-1.04) 0.38 1.06 (1.03-1.09) <0.001 <0.001
increase of 4 points
History of reflux or heartburn — 2.07 (1.58-2.72) <0.001  1.61 (1.23-2.10) <0.001 1.29 (0.97-1.70) <0.005 <0.001
yes vs. no
White-cell count — per increase 1.08 (1.03-1.14) 0.002  1.02 (0.97-1.08) 0.45 1.06 (1.01-1.12) <0.001 0.007
of 1x10%/mm?
et 0 ed 2010; 36 3-30




requent exacerbator: Paivotuttog XAl

Year 1

[ Patients with no exacerbation

[0 Patients with 1 exacerbation

[ Patients with =2 exacerbations

]

40 60

Percent

Percent

T
40U

Percent

Hurst J, et al. N Engl J Med 2010; 363: 1128-38.




Tagcivounon TTapoguUvVoEwyY

* 'Hmeg: atraitouv yovo BpoyxodiacTaATIKA Bpaxeiac didpkelag dpaong

(SABDs)

« MéTpiec: amraitouv SABDs kai avTiBIOTIKA rii/Kal KOPTIKOOTEPOEION per 0S

« 20Bapéc. atraitouv emiokewn ota TEIM R voonAeia — oxeriCovral

ouvnNBwG Kal JE OCEia avaTTVEUOTIKI) AVETTAPKEIQ

GOLD 2017



2. KOTTOG Oepartreiag TnG rapocuvong XArl

« EAaxiotomroinon 1NG  apvnTiKAG  €midpaocng TNG  TTapoucag

TTapocuvong (MNapdcuvon XAl = INpdodog vooou)

* [lapeutrddion avamTu¢ng ETTAKOAOUBwWYV AVETTIOUUNTWY CUNBANATWY

(T1.X. TIVEUMOVIKI €MPBOAR)

GOLD 2017
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AAYOPIOUOC VIO TNV QVTIMETWTTION
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‘Evapén N avénon BpoyxodIiaoTAATIKWYV
MOavn xopriynon avrtiioTIKwyV

/ ETTaveKkTiinon o€ HEPIKEG WPEG \

BeAtiwon i vttoxwpnon Xwpig BeAtiwon R utTToxwpPNnoN
OUNTITWHATWY KAl OnNMEiwV ‘
KoptikooTepoeidn P.O.
2uvéxion BegpaTtreiag = - .
Meiwon 6Tav emITPETETAI ‘
l ETTAVEKTINNGON O€ HEPIKEC WPES
AvaBswpnon ‘
HOKPOXPOVIOS aYWYAC Emideivwon

CUUTITWHATWY KOl CNHEiwV

To 80% TWwV TTAPOLUVOEWV

fepaTreUETAI MeTa@opd OTO VOOOKOMEIO
o€ eEWTEPIKA Baon




EvOeiceIC TTAPATTOUTTAC VIO VOOOKOMEIOKN
EKTIMNON N VOONnAEgia

% &
TRICTIVE W

2.0Bapn €MOLIiVIWON CUUTITWHATWY (TTX Evapgn ai@vidiag dUaTIVoIag
npepiag, Taxutvola, auyxuaon, | SatO,%)

Oceia avaTtrveuoTIKN AVETTAPKEIQ

Eu@avion vEwv KAIVIKWY onuEiwy (TT.X. KUAvwarn, TTEPIPEPIKO 0idnNua)
ATTOTUXIO APXIKNG AVTIMETWTTIONG TNG TTAPOEUVONC

[Tapouacia coBapwyv CUVUTTAPXoUCwWV TTaONCEWYV (TT.X. KaPOIaKN

QVETTAPKEIA, APPUBUIEC)

AVETTAPKAG UTTOOTAPIEN OTO OTTITI

GOLD 2017



ApXIKN ekTipnon ota TEI




ApxIkN ekTipnon ota TETT

Xopnynaon O,

[Mapoguvon atrelAnTiKn yia 1N {wn);
Avaykn epapuoyns MEMA (Mn EmepBaTtikot Mnxavikou Agpiapou);

NAI = 2k€pn yia petagopa otn MEO, aAAiwc diaxeipion ota TET

GOLD 2017



Alaxeipion aocBevwy pe ocoBapn rapocuvon XArll
oT1o TETI

ExTiunon tng BaputnTag TwWV CUUTITWHATWY TOU A0OEVH], TWV AEPiwV TOU
QPTNPIOKOU AiaTOC KAl TNG AKTIVOYpaPiag Bwpaka

Xopniynon O, Kal eTTavekTipnon Twv ABGS, oguueTpia

XopnRynon BpoyxodIaoTAATIKWYV:

-augnaon Tng d00NG Kal TNG CuXvOTNTAG TNG XOopnynong Twv Ppaxeiag
d1apKeIag OpAons BPoyX0dIACTAATIKWY QPAPUAKWYV

-ouUvOUAONOG TwV SABAS lE avTIXOAIVEPYIKA PAPUAKO

-Otav otaBepoTtToindei o acBevic xopriynon BpoyxodiaoTaATIKWY HAKPAC
dlapkelag dpaong

- Xopriynon ¢appAakwy Ye agpoBdaAapo 1 vepeAotrointi
GOLD 2017



Alaxeipion aocBevwy pe ocoBapn rapocuvon XArl
oto TEIT
Xopnpynon CS (atré 10 oTONQ)
Xopriynon avtiBioTikwy (amdé To OTOMA) €AV UTTAPXOUV OnueEia
Aoipwgng
[MIBavn epapuoyn PN ETEPNRATIKOU PNXAVIKOU AEPIOUOU

> € KAOeg tTEQITTTWLWON:

-TTapakoAoudnon Tou I00fuyiou uypwv Kal TNS dIaTpoPng
-TT0avr) xopriynon ntrapivng utrodopiws f HXMB
-Alayvwon kai Bepatreia cuvodwyv voonuaTwy

(TTX KapOIaKI AVETTAPKEIA, APPUOUIEC)

-MapakoAouBnon NG €¢€AIENG Tou aoBevoucg
GOLD 2017



Treatment of AECOPD: the ABC approach

ntibiotics
ronchodilators )
> |Evidence A
orticosteroids
-’

Rodriguez-Roisin R, Thorax 2006



BpoyxodiaoTaATIKa oTnv TTapocuvon XAl

« Apxikn Bepartreia: SABA £ SAMA
e 2UCTAVETAI aug¢non O0oong n/kar ouxvornrag (SABA £ SAMA)
(Evidence C), pe MDI (ue 4 xwpic agpoBAAauo) | o€ vepeAoTToinon PE

agpa (1T1o BOAIKN) o€ BAPEWGS TTACXOVTEG)

‘Evaptn Bepatreiag ye LABA ) LAMA 1 ouvduaououg TIpIV TO EEITAPIO

O1 peBuAtavBiveg dev cuoTrivovTal AOYyw QVETTIOUUNTWY EVEPYEIWV

(Evidence B)

WITIA7),,
N 71y,
Qﬁ‘ /'/'
3

GOLD 2017




KopTikooTepoeidn otnv mapocuvon XAl

« Ta ouoTNUATIKA KOPTIKOOTEPOEION MEIWVOUV TO XPOVIKO OI1doTnua
avappwang kai Tn didpkela voonAeiag, BeATiwvouv FEV,; kal PaO, kai
MEIWWVOUV TOV KivOUVO O€gPATTEUTIKNC ATTOTUXIAC KOl UTTOTPOTING
(Evidence A)

e H ouvinBnc ocuvioTtwpuevn 06on sival 40 mg TpedviCoAdvnc/nuEPaA via 5

NUEPEC KATA TTpOoTiNan per os (Evidence B)

« [lpedviCoAovn per os = [pedviCOAOVN iV

« |CS (Boudeoovidn) og vepehotroinon = eVOAAAKTIKI ETTIAOYNA

WITIA7),,
N 71y,
Qﬁ‘ /'/'
3

GOLD 2017




EFFECT OF SYSTEMIC GLUCOCORTICOIDS ON EXACERBATIONS
OF CHRONIC OBSTRUCTIVE PULMONARY DISEASE

Denmis E. NiewoeHNER, M.D., Magrcia L. EreLanD, M.D., RoeerT H. DEuPREE, PH.D., DoroTHEA CoLLINS, Sc.D.,
MNicHoLas J. Gross, M.D., PH.D., Richarpo W. LigHT, M.D., PauLa ANDERsON, M.D.,
AND Nancy A. Morcan, R.PH.,, M.B.A.,
FOR THE DEPARTMENT OF VETERANS AFFAIRS COOPERATIVE STUDY GROUP™
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Niewoehner DE et al, NEJM 1999: 340: 1941-7.




Oral or IV Prednisolone in the Treatment of
COPD Exacerbations : A Randomized,
Controlled, Double-blind Study

Ynze P. de Jong, Steven M. Uil, Hans P. Grotjohan, Dirkje S. Postma,
Huib A M. Kerstjens and Jan W _K._ van den Berg

— i prednisolone
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de Jong YP et al, Chest 2007; 132: 1741-47.




Short-term vs Conventional Glucocorticoid
Therapy in Acute Exacerbations

of Chronic Obstructive Pulmonary Disease
The REDUCE Randomized Clinical Trial

« 314 aoBeveic pe mapoguvon XA
« 40 mg tmrpedvioAovne (iv TNV 1N nUEPQ KAl UETA per 0S)
O¢parTreia 5 nuepwv vs Bepartreia 14 nuepwv
[MpwTeUOV KATAANKTIKO ONMEIO: XPOVOG £€WC TNV ETTOMEVN TTAPOLUVON

MEoa o€ diaoTnua 180 nuepwv

Leuppi JD,et al. JAMA 2013; 309: 2223-2231.



Xpovocg £wcg TNV 1" TTapocuvon: Kapia diagopa

40 mg TpedVI{OAOVNG NHEPNTIWG
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Time From Inclusion, d

o

No. at risk
Conventional group 155 116 100 94
Short-term group 156 121 110 105

Leuppi JD,et al. JAMA 2013; 309: 2223-2231.




EmRiwon: kauyia diapopd

40 mg TpedVI(OAOVNGS NHEPNTIWG

S NUEPES
Short-term group

Conventional group

14 npépeg
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50 100 150
Time From Inclusion, d

No. at risk
Conventional group 155 150 144 142
Short-term group 156 149 147 143

Leuppi JD,et al. JAMA 2013; 309: 2223-2231.




KopTikooTepoeidn otnv Trapocuvon XAl

e Ta OuoTNUATIKA KOPTIKOOTEPOEION OTAV XPENOIJOTIoIoUvVTal YIia TNV
Bepatreia  piag  trapocuvone  XAIl  peiwvouv 1V mOAvOTnTa
ETTAVEIOQAYWYNG A0BEVWYV PE VEQ TTapOCUVON TIC ETTOMEVEC 30 NUEPEC

Criner GJ, et al. Chest 2015; 147: 894-2

GOLD 2016



AvTIBIOTIKG oTnV TTapocuvan XAIT

-To 1987 o Anthonisen £0€i¢e OTI N Xopriynon avTIBIOTIKWY O€ QOOEVEIC UE
mmapocuvon XAl egivalr weEAiun av autoi  ouvduddlouv Ta akoAouBa 3
KpiTipia: €mdeivwon OUCTIVOIOG, aucnuévn Trapaywyrn TITUEAWV  Kal

aAAayr) TNG XPOIAG TWV TTTUEAWYV

-H xpoid Twv TTuéAwv (av autd gival TTuwdn r Oxl) CUoXETICETal JE TNV

TTapouaoia Baktnpndiwv

-AocbBeveic pe tmrapocuvon XAIl TTou €xouv OUO QTG TA KPITAPIA TOU
Anthonisen, ye 10 éva atrd autd va gival Ta TTuwdn TTTueAa, 6a wpeAndBouv

atrd TNV Xopnynon avTiBIoTIKWYV



AvTIBIOTIKA oTnV TTapocuvon XArl

« ‘Evdeicn yia xopriynon avTiBIOTIKWY OTNV TTAPOLUVOTN €XOUV
1. AoBeveic pe 3 kKUpla ocudTITwHaAra (augnon duUoTIvolag, aucnon OykKou
TITUEAWYV Kal TTuwdn ammoxpeuwn, Anthonisen type ) (Evidence B)

2. AoBegveic ye 2 KUpIO CUUTTTWMATA, €AV N TTUWONG ATTOXPEMYN Eival TO

éva atrd autd (Anthonisen type Il) (Evidence C)
3. AoBeveic pe avaykn yia unxaviko agpiopo (Evidence B)
« H ouviotwuevn didpkela Bepartreiag sival ouvBwe 5-7 nuépeg (Evidence D)

KOTA TTPOTiMNON A1TO TO OTOMA

AvTIfiOTIKA OTnV Trapéfuvon:. MEIwvVouv TO XPOvo avAppwaong, Tov Kivouvo

TTPWINNG UTTOTPOTTNG, TOV KivOUVO BepaTTeUTIKAG aTroTuXiag kair Tn  OIdpKela

voonAegiag (Evidence B)
GOLD 2017



[TaBoyova TTou evoxoTrolouvTal OTIC TTAPOEUVOEIC
XA

Oupada Opicuo¢ Mikpo10KOC TTAPAYOVTAG

Hma mapdguvon XATl _
H. Influenzae, S. Pneumoniae, M.
Xwpi¢ TTapdyovTeg KIvOuvou _ _ ]
Catarrhalis, C. Pneumoniae, loi
yia QUOHEVA EKBaan.

Ouada A Kal: TTapoudia aveeK TIKWYV
MéTpia Trapocuvon XAl ue MIKPOOPYAVIONWYV (QVOEKTIKOC OTNV
TTPOJINOECIKO UG TTAPAYOVTEC TTEVIKIAAIVN S. Pneumoniae)
yia duouevn €kBaon Enterobacteriaceae, (K. Pneumoniae, E.

Coli, Proteus spp , Enterobacter KATT)

20Bapn Tapdguvon XAl pe

TTPOJIABETIKO UG TTAPAYOVTEC Ouada B kal P. Aeruginosa

yia P. Aeruginosa




[Tapocuvon XAIT — Mn eTTepuBaTIKOC
unxavikog agpiouoc (MEMA)

#jeffwecan
FuUNny.Co®



% of patients

2.UXvOoTNTa OIQCWANVWONG 0€ A0BEVEIC JE OCEia

mapocuvan XAIT mou EAaBav n oxi uttootnpign Me NIV

30
70
60

S0

B NIPPV

10 B Control

30

20
10 n=43 n=42

Kramer et al 1995 Brochard et al 1995




Xpovoc voonAegiag (NUEPES) aoBevwy PE oceia TTapoguvon

XA tTou éAaBav ) oxi uttooTnpicn pe NIV
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Brochard et al. NEJM 1995:333:817



Evdo-voookouelakr) Bvntotnta (%) acBevwy PE ogeia

mapocuvan XAIT rou EAaBav i ox1 uttootnpign Me NIV

% of patients

=30 N n=43 n=42




Early use of non-invasive ventilation for acute exacerbations of
chronic obstructive pulmonary disease on general respiratory

wards: a multicentre randomised controlled trial

P K Plant, J L Owen, M W Elliott Lancet 2000; 355: 1931-35

14 voookouecia otnv Megy. Bperavia-Epappoyp NIV oe koivd 8dAapo
voonAegiag (1/11 voonAeutéc/aoBeveic)
*Ta TePIooOTEPA VOONAEUTIKA Tunuarta dev dIEBeTaV EUTTEIPIA OTNV XPAON

Tou NIV
236 aoBeveig pe mapocuvon XAl
118 ouvnBn B¢epartreia (ST), 118 ST + NIV
pH 7.25-7.35, PaCO2 >45mmHg

Eviocg 12 wpwv atro Tnv TTpooeAseuon ota TET

ATTOKAEIONOG aoBevwy pe pH< 7.25, GCS<8



[Mpwiun xprion NIV yia rapocuvon XAl o€ Koivo BaAapo

voonAgiag: |avaykng dlacwAnvwong, |lvnrotnrag

30

23

20

B NIPPV

15 B Control

10

% of patients

Need for intubation In-hospital mortality

Plant PK, et al. Lancet 2000; 355:1931.



Mn eTTEUPATIKOC UNXAVIKOG agplopos (MEMA) otnv
mapoguvon XAIT - EvOeigeig

TouAdyioTov £va atrd 1a akOAouBa:

e 20[Bapr) dUCTIVOIa PYE XPNON ETTIKOUPIKWY MUWV KAl KOIAIOKI avaTtrvon
* AvarmveuaTiki ogéwaon (PCO, > 45 mmHg kai pH £ 7.35)

« Eppévouoa uttoguyovaipia TTapda t1n Xopriynon ocuvobepartreiac

MEMA: 2¢ trepiTrTwoon pn atmoAuTng avTtevOEeIiEng, aTroTeAEl Tnv 1N emAoyn
agpiopyou oe aoBeveic pe XAl kar OAA yiati BeATiwvel Tnv aviaAdayn

aepiwy, MEIWVEI TO €PYO TNG AVATIVONG, TNV avaAykn OlacwAnvwong, tn

dlapkela voonAgiag kal au¢avel Tnv emiBiwon (Evidence A)

GOLD 2017




BTS/ICS guidelines 2016
[Mapocuvon XAl — BTS/ICS 2016

Recommendations

optimal medical therapy and targeting an oxygen saturation of 88—92%
(Grade A).
d NIV should be started when

» pH < 7.35 and

» pCO2 > 6.5 kPa

persist or develop despite optimal medical therapy (Grade A).

O Severe acidosis alone does not preclude a trial of NIV in an appropriate
area with ready access to staff who can perform safe endotracheal intubation
(Grade B).

0 The use of NIV should not delay escalation to IMV when this is more
appropriate (Grade C).

O The practice of NIV should be audited regularly to maintain standards
(Grade C).



MEMA oTtnv mapocuvon XAl - AvtevOeicelg

AVATIVEUOTIKI QVAKOTTN

Aigoduvapiki aoctdBeia (uttotaon, appubuia, OEM)

2 UYXUTIKOC aoBevrg, TTou dev ouvepyadleTal

AugnuéEvoc Kivouvog eiopopnong

KoAAwOEIG ekkpioelg, TTou attoBaAAovTal DUOKOAQ

[Mpbdo@aTN XEIPOUPYIKNA ETTEPNRACN OTO TTPOCWTTO N TO avwTePOo NEX
Tpauua TTPOCWTTOU

AVATOMIKEC AVWHAAIEC AVWTEPOU AVATIVEUOTIKOU

Eykavuara

Exoeonuaouévn Taxuoapkia
GOLD 2017



Indications
for NIV

COPD
pH<7.35
pCO2>6.5
RR>23
If persisting after
bronchodilators and
controlled oxygen therapy

Neuromuscular

disease
Respiratory illness with
RR> 20 ifusual VC<1L even
if pCO2<6.5
Or
pH< 7.35and pC02>6.5

Obesity
pH <7.35, pC02>6.5, RR>23
Or
Daytime pC02>6.0and
somnolent

Contraindications
for NIV

Absolute

Severe facial deformity
Facial burns
Fixed upperairway
obstruction

Relative
pH<7.15
(pH<7.25 and additional
adversefeature)
GCS<8
Confusion/agitation
Cognitive impairment
(warrantsenhanced
observation)

Indications for

referral to ICU
AHRF with impending
respiratory amest

NIV failing to augment
chest wallmovement or
reduce pCO2

Inability tomaintainSao2 >
85-88% on NIV

Need for IV sedation or
adversefeatures indicating
need for closer monitoring

and/or possibledifficult

intubation asin OHS,
DMD.

BTS/ICS guidelines 2016




TutmKa apxIka settings avaTrveuoThnpa

AocBevng pe XAl Kal o&gia UTTEPKATTVIKA AVATTVEUOTIKI)
OVETTAPKEIX

Mode: Spontaneous (pressure support)/timed
EPAP: 4-5cm H,0

IPAP: 15 cm H,O (to be increased as tolerated to 20-30 cmH,,0)

with 20 cm H,O if pH < 7.25

Triggers: Maximum sensitivity Augnon IPAP

_ AAAayn paokag (Air leak)
Back up rate: 15 breaths/min

Au¢non EPAP, EvowpdTtwon
Back up I:E ratio: 1:2 BaABidag ekTTvong




OcuyovoBeparTreia otnv Trapocuvon XAl

e 2TOXO0G KOPEOHOU apTnpIaKou aipaTtog: 88-92%

e 2UXVOG EAEYXOC ME aéplia apTnplokou aipaTtog (TTapakoAouBnon

PCO, kal o¢€wang)

« Aépia pAeBikou aiparog: akpifn yia [HCO;] kail pH

* [lpoTiywvTtal o1 paockeg Venturi €vavtl pPIVIKWV KaBetApwyv (TTIo

AKPIPNAGS Kal EAEYXOMEVN OCuyovoBepaTTEiQ)

GOLD 2017



20Bapn TTapocuvon XAl Evdeiceic yia eicaywyn
otn ME®

« 20Bapr} SUCTIVOIQ TTOU QVTATTOKPIVETAI AVETTAPKWG OTA APXIKA METPA

* AAN\ayEC OTNV YUXIKA KAaTdoTaon (ouyxuon, Kwua)

« Eppévouoa n emdeivoupevn utroguyovaipia (PO, < 40 mmHQg) kai/n
ooBapr/eTTeIdEIVOUEVN AVATIVEUOTIKA océwon (pH < 7,35) TTapda mn
xopnynon oguyovoBepartreiac kail Tnv epapuoynn MEMA

* Avaykn yia eTTEPRATIKO UNXAVIKO QEPIOUO

* Aigoduvauik acTddeia — avaykn yia ayyEiooUuCTTOO0TIKA

GOLD 2017




>oBapn Tapdiuvon XA — Evdeigeig emepBaTiko
UNXQaVIKOU aEPIOUOU il

Aduvapia epappoynsc MEMA f amrotuxia MEMA
AvaTTVEUOTIKO ) Kapdlako “arrest”

A0BeVAG JE PEIWPEVO €TTITTEDO OUVEIDNONG I O€ WUXOKIVNTIKN OIEYEPON
Madikni eicpo@naon ) ELUEVOVTEG EUETOI

Eppévouoa avikavoTnTa atroBoANG BPOYXIKWY EKKPITEWV

20Bapr aigoduvauikny aotadeia (Xwpic avratrokpion oTn Xoprynon
UYPWYV KOl papUAKWY)

20[3apr] KOIAIOKN 1} UTTEPKOIAIOKN appuBuia

AtreIAnNTIK  yia TN dwry uTttoguyovaidia o€ aoBeveic 1OU OV

avéxovTal/ouvepyalovtal pe MEMA

GOLD 2017



Acute exacerbation of COPD: is it the “stroke of
the lungs™?

International Journal of COPD

Semicolon or disease’s full-stop period Sharp losses of lung function

More symptoms, lung function
decline, lower exercise capacity,
Triggering a catastrophic cascade higher hospitalization rates and
lower quality of life, increased

mortality

Relapsing event Frequent exacerbator =
PSS COPD phenotype

In post-AECOPD period,
serious adverse events in other
organ systems are more
frequent

Overwhelming

90 days mortality rate >6%

Severe medical condition
demanding immediate action

Emergency

Diseases More Higher hospitalization Lower quality Lower exercise
symptoms rates of life capacity

Coronary disease (myocardial infarctions) 3 3
COPD (acute exacerbation) 1418 \J35.36

Hillas G, et al. Int J Chron Obstruct Pulmon Dis 2016; 11: 1579-1586.



