XPONIA AITO®PAKTIKH
IINEYMONOITAGOEIA

Xpovio amo@poKTIKN TvevpovordOela ovopdletar n peimon e owPatotnTog
TOV OEPAYOYDV 1| OTOL0 EEEAIGGETAUL TPOOJEVTIKA KOl 1] OTTOLd OEV EIVAL TANP®G
VO TPEYIUN.

* XpOvia amo@paKTIKN Bpoyyitioa: amd@pasn LKPOV oEPAYDYDY

* Eupuonua: KotosTpoPr) TOL TVELUOVIKOD TOPEYYVUATOS, KAEIGIUO TV
UIKPOV OEPAYMYMV, ATMAELN TNG EAUCTIKOTNTOG TOV TVELLOVOS Kot Onutovpyio
LUEYOA®V KOTAOTNTMOV LE EPQL.

* Xpovia Bpoyyitida: mapovcio mapaymykov Py el TPES UNVES GLVEYMC Y10
Ovo TOVAdyLGTOV YpOvia. O Bryog opeileTol GE LIEPEKKPIOT KoL OV 0OMYEl
anapoitnto o€ amd@Epaln, MGTOGO 1 TMAYIOELON TV EKKPICE®V UTOPEL Va,
0ONYNOEL ATOPPUEN TOV UIKPDV OEPAYDYDV.



>touc aoBeveic pe XAII cuvumdpyovv Kot o1 TPELC KATOGTAGELS GE OLAPOPT| EKTOON

Normal Chronic Obstructive Pulmonary Disease

Disrupted alveolar
attachments
Mucus hypersecretion {emphysema)
{luminal obstruction)

"™

Airway held /

open by alveolar Mucosal and peribronchial
attachments inflammation and fibrosis
(obliterative bronchiolitis)

Figure 1. Mechanisms of Airflow Limitation in Chronic Obstructive Pulmonary Disease.

In the peripheral airways of patients with chronic obstructive pulmonary disease, as compared with normal peripheral airways,

there is airflow limitation due to a variable mixture of loss of alveolar attachments, inflammatory obstruction of the airway, and
luminal obstruction with mucus.
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Figure 2. Histopathological Featuras of Chronic Obstructive Pulmonary Disease.

Parel A shows a tranverze section of a mmall airwery of normal appearance with a patent lumen and a relatively thin airwary wall
with sevenal surrounding alveolar attachments The elastic recoil of the alveolar attachments helps to maintain the patency of the
airway lumen, particularly during expiration. Panel B shows chronic obstructive bronchiolitis, with thickening of the airway wall
and infiltration with lymphocytes, macrophages, and neutrephils. Panel C (facing page) shows emphysema, with peribronchiolar
destruction of alveolar walls, resulting in loss of alveolar attachments airway collapse, ard enlargement of air spaces distal to the
terminal bronchioks. Each section has been gtained with hemataxylin and cosin to show the cell nuclei and cytoplem, respactive-
ty. [Courtesy of Professor Potor Jeffery, Natioral Heart and Lung Institute, London.)



EmonuioAoyika otovycia

 Ilgpimov 10 15% tov Kanviotov Tacyel and XAl

* Avt v otyun gival i 12n cuyvotepn vocog Kai 1) 61 cuvnbéotepn
attia OavdTov

* H noykdouia opydvmon vyeioc (WHO) vroloyilel 6t to 2020 Oa givon
61 Kot 31 avticToyo AOY®:

1. Meimong kapolayyeloakmv cuuBoudToy
2. EA&yyov tov Aou®EE®V OTIC AVOUTTVOCOUEVES YDPES

3. Koanviocuoartoc kot poéAvveng tov meptPairlovtoc



IHopayovteg Ktvovvov

1. Kanviopa: evepyntikod modntiko
2. 'ExOeon o€ copatiotn: emoyyeALOTIKY, OIKIOKT), TEPPAAAOVTIKTY

3. AwmoPapéc veoyvd



dlreypovi) TOV 0EPUYOYOV

1. H ogieypovn omv XAII evromileton ota PBpoyytdoiio Kol TO TVELUOVIKO
mopEyyoua. Ta Bpoyyioha amoppdccoviol AOY® tvoong kot ombnong ue
uokpopdyo kot T Aepupoxvttropa. To map&yyvua ombeiton kvpiog oamd
nokpopdyo kot CD8+ (xvtrapotoéikd ) T Aeugokdtrapo. XT0
Bpoyyokvywelokd €EKTALUO KOl TO TTOEAD, OVELPICKOVTOL OLENUEVO,
LOKPOPAYO, OVLOETEPOPIAD KOl OEV VTAPYOLV TMOCWOPIAL OTT®C GTO
Bpoyykod doOua.

2. AmelevBepavovtor TpwteoATIKE Evivua amd to. KOTTOPO OVTE TO, 0ol
OOVOVTOL VO KWVNTOTOUWOOUV  YNUEOTOKTIKA  TOUG  UNYOVIGLOVG
KOTOGTPOPNC TOV LOKPOPAY®V.

3. Ta évloua avtd oe @ucloloyikéC oLvOnKeS Ppiokoviol GE KOTAGTOON
1ooppomiog pe tovg aviaywviotéc tovg (TIMP 1,2 ko 3). To kdmviopo
TPOKAAEL AEYLOVN KO OLOTOPBECGEL TNV 1GOPPOTTiQ



Cigarette smoke
and other irritants
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Alveolar
macrophage

Epithelial
cells

Neutrophil chemotactic factors
Interleukin-8, leukotriene B,

CDs+ «
lymphocytes

Neutrophil

Meutrophil elastasea

Froteinase 3

Cathepsins

Matrix metalloproteinases (1, 2, 9, 12}
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Decreaszea
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aqAntitrypsin

Secratory leukoprotease inhibitor

Elafin

Tissue inhibitors of matrix
metalloproteinases

Figure 4. Protease—& ntiproteass Imbalance in Chronic Obstrue-
tive Pulmonary Diseasea,

In chronic obstructive pulmonary dissase the balance appears to
b tippad in favor of increased proteolysis, bacause of aither an
increasa in proteases, including neutrophil elastase, cathepsins
and matrix metalloproteinases, or a deficiency of antiproteases,
which may includa a-antitrypsin, elafin, secretary leukoprtaase

Proteases
Neutrophil elastase
Cathepsins _
Matrix metalloproteinases

’
2y drt
LT P PR T LL LA

¥
Alveolarwall Mucus
destruction hypersecretion
lemphysema) (chronic bronchitis)

inhibitor, and tissua inhibitors of matric metalloproteinases.

Figura 2. Inflammatory Mechanisms in Chonic Obstructiva
Pulmonary Disaase,

Cigaratte smoke and other irtants activate macrophages and
aireway epithelial cells in the respimtory tract, which release
neutrophil chermotactic factors, including intadeukin-g and lau-
kotriena B, Neutrophilz and macrophages then releass proteas-
es that break down connective tissue in the lung parenchy ma,
resulting in emphysama, and also stimulata mucus by parsecra-
tion. Proteases are nomally counteractad by protease inhibitors,
including «-antitrypsin, sacretory leukoprotease inhibitor, and
tissua inhibitors of matric matalloprotainasss, Cytotoxic T calls
(CO2+ lymphooytes) may also b invobead in the inflammatory
cascada, MCP-1 denctes monocyte chemotactic protein 1, which
iz released by and affects macrophages.
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Figure 5, Oxidative Stress in Chronic Obstructive Pulmonary Disease.

Reactive axygen species from cigarette smoke or from inflammatory cells have several damaging effects, including decreased an-
tiprotease defensas activation of nuclear factor-x B, resulting in increased sacration of the cytokines interleukin-8 and tumor necro-
sis factor «; increased production of isoprostanes; and direct effects on airway functions. O, denctes superoxide anion, H, 0, hy-
drogen peroxide, OH" hydroxy ]l mdical, and ONOO- peroxynitrate,



Aldyvoon

1. Ae&rrovpywcoi 6ykot mtvevuova
FVC Forced Vital Capacity: Biaiwg ekmveduevn {oTikn yopnTikoTnTo,

FEV1 Forced expiratory volume in 1 Sec: Bioing exnveduevog 6ykog o€ 1
OEVTEPOLETTO

Table 1. A Comparison of Four Sets of Staging Criteria for COPD.*

American Thoracic Society European Respiratory Society British Thoracic Society
Stage (1995)= (1995)= (1997 )15 GOLD (2003)3
FEY, Symptoms FEY, Symptoms FEV, Symptoms FEY, Symptoms
0 (at risk) =&0 -
I {mild) =50 MA ¥l Ma G- &0 + =30 +
Il {moderate) 15-49 MA S50 M 40549 + 50-79 +
[ [severe) <35 [l =50 RS =40 ++ 30-49 ++
IV (very severs) =30 i

L

* GOLD denotes Glabal Initiative far Chronic Obstructive Lung Disease, and FEV | forced expiratory volume in one second {shown as a percent-

age of the predicted normal value). In the Symptoms columns, NA denotes not applicable (staging is based on physiology anly), — no symptoms,
+ variable symptoms, + mild-to-moderate symptoms, ++ symptoms that limit exertion, and +++ symptoms that limit daily activities.
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Figure 1. Deterioration in Lung Function in Patients with COPD.
Symptoms generally develop anly after a signiticant decline in forced expiratory volume in one second (FEV,) has oc-
curred; they progress as lung function deteriorates further,




Total Lung

Capacity —*
Tidal

Ventilation — "

Healthy Patients Mo Bronche-  With Broncha-
Patients with COPD dilator dilator

Patients with COPD
during Exercise

Figure 2. Pulmonary Hyperinflation in Patients with COPD.

As compared with healthy patients, patients with COPD have pulmaonary hy-
perinflation with an increase in functional residual capacity {red) and a de-
crease in inspiratory capacity (blug). This condition increases the volume at
which tidal ventilation {oscillating line) occurs and places the muscles of res-
piration at mechanical disadvantage. Hyperinflation worsens with exercise
and therefore reduces exercise tolerance (dynamic hyperintlation). Inhaled
bronchodilators improve dynamic hyperinflation, as well as hyperinflation at
rest (not shown), thereby reducing the work of breathing and increasing exer-
cise tolerance.
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Stage 0 I Il [ v
(2003 update) At risk Mild Moderate Severe Very severe
Pre-bronchodilator |
FEV, Normal >80% 50-80% 30-50% <30%
(% predicted)

* Avoidance of risk factors SMOKING CESSATION
* |nfluenza vaccination

Short-acting bronchodilator if needed

* Add regular treatment with one or more long-acting
bronchodilators, including tiotropium
* Pulmonary rehabilitation

Add regular treatment with inhaled
corticosteroids if repeated exacerbations

Based on GOLD global strategy (2003)
For clinical definitions of stages, refer to Figures |.3 and 3.15




Supplemental Therapy

Ewaluation and treatment of hypoxemia |
FJ

Pulmanary r=habil tation |

/

Combination of inhaled corticosterzid
and long-acting @-agon ist

Stepwise Drug Therapy

T

Fi
—I-l Consider theophylline |
Fad
:'-I Combination of antichelinergic and @-agonist bronchodilator |
~N 7
—|-| Long-acting inhaled bronched ilatar |
h S —— S ———————
Single short-acting : Shaort-acting inhaled bronchod ilabor :
inhaled bronchadilatar | for acute relief of symptoms 1
1

Health Care Maintenance

Preumecaceal and annual influenza vacdnation |
a ™
| Smoking cessation |
il ™

| Regular ass=ssment of lung functicn |

- Ty

Symptoms

Figure 3. An Algorithm for the Treatment of COPD.

The components of COPD therapy include health care maintenance, drug therapy, and supplermertal therapy. Because
patients with reduced lung function may be asymptomatic, spirometry isindicated to diagnose asymptomatic red uction
inlung function in at-risk patients. Treatment should be initiated when reduced lung function is demonstrated, with or
without the presence of symptoms. Smoking cessation should be aggressively pursued in patients across the severity
spectrum, and vaccination is animportant addition to health care maintenance. Patierits may initially require only as-
needed therapy with a single short-acting antichalinergic agent or S-agonist. For patienits with moderate-to-severe dis-
ease, or for tho se with persistent or increasing symptorns with as-needed bronchedilators, a single regularly scheduled,
leng-acting inhaled bronchedilator of either pharmacologic class or the regularly scheduled combination ofa short- ar
long-acting anticholinergic agent and a B-agonistis preferred. For patients treated with a long-actinginhaled bronchodi-
lator, a short-acting agent should be prescribed concurrently for rapid treatment of acute symptoms (box with dashed
outline). The addition of pulmonary rehabilitation to reatment regimen s will reduce symptoms and improve exercise
performance, and the addition of theophylline or an inhaled corticosteroid (or both) to optimal inhaled bronchodilator
therapy may provide additional benefits. Patients with moderate or severe disease should be testad for hypoxemia, and
it should be aggressively treated if present. Lung-velurme—reductizn surgery and transplantation are options for a sub-
group of patients with very severe disease.




BPOI'XIKO A OMA

To Bpoyyikod AcOua opiletal cav pio ypovia, OloTopoyn TV CEPAYMYDOV
mov mepthaufPdaverl vmepevacOncio TV  Ppoyyov, andepasn TOV
CEPAYMYDV KOl CLVUTTAPYOVGO PAEYLOVT

FIGURE 2-1. THE INTERPLAY AND INTERACTION BETWEEN
AIRWAY INFLAMMATION AND THE CLINICAL SYMPTOMS AND
PATHOPHYSIOLOGY OF ASTHMA

Airway Hyperresponsiveness e Airway Obstruction

Clinical Symptoms
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Interleukin-13
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| e———f effacts
Mediator
Release
Histaminge
Activated Mast cell Leukotrienes ‘
B cell Cytokines Late response
Airway inflammation

Airflow obstruction
Airway hy perresponsivenass

Figure 2. Interactions between CO4 T Cells and B Cells That Are Important in KE Synthesis.

Interloukired and interleukin-13 pravide the first signal to B cells to switch to the praduction of the IgE isotype. The second signal
is provided by accessory pairs of mokcules, such as o 4. integrin ard intercellular adhesion melecule 1 and CD40 and its ligand.
The angagement of alkrgen by the complex of the T<ell receptor and CD3 on major-histocompatibility-complex (MHC) class I
E calls results in the rapid expression of the CD40 ligand. Once formed, KE antibody circulates in the blood, eventually binding to
both high-affinity 1gE receptors IFe<RI and low-affinity IgE receptors [FeeRIL or CD23). After subsequent encountars with antigens,
binding of the high-affinity KE receptors produces the relesse of preformed and newly gencrated mediators. Once present invar
ous lissues medistors may produce varicus physiobgical effects, depending on the target organ.
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Figure 4. Effect of the Interaction between Various Types of Exposures and Various Genetic Backgrounds in a Range
of Racial and Ethnic Groups on the Prevalence of Asthma through Pathways Involving Atopy, Airway Inflammation,
Airway Hyperresponsiveness [AHR), or Other, Unknown Factors.

Data on farming erwironments are from Braun-Fahrlander and Lauvener®; data on occupational exposures are from
Mapp et al.?*; data on mainland China are from Wong et al.**; data on innercity United States are from Gruchalla
et al.%; data on affluent countries are from Schaub and von Mutius,”® van Vliet et al. * Oosterlee et al.,®* Strachan
and Cook,** Strachan et al., ®** and Karmaus and Botezan®®; data on eastern European countries are from Bjorksten
et al."¥; and data on developing countries are from Yazdanbakhsh and Wahyuni.*
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Al @QopIK1] 010YV®GT)
Bpéon ko [Tadd
* NOGO1l OVOTEPOV AEPAYDYDV:
AMepyikn pvitidoa Ko typopitido
* ATO@paén mov apopd HEYAAOVS 0EPAYDYOVG:

EEvo ocoua tpoyeiac 1 Ppoyyov, AvGAettovpyio @OVNTIKOV
Y0pdV, Ividdelg dakTOAI0L Adpuyya, Tpayeiog Kot Bpdyymv mov
TPOKALOVV GTEVMOOT, AEUPAIEVIKEC OLOYKMGELS KO VEOTAACLOTOL

* ATO@paén mov apopd HIKPOTEPOVS AEPALYWYOVG:

Ioyeving BpoyyloAitic, KuoTikn tvwor, BpoyyomvevHOVIK)
ovomiacio, KapotomdOeleg

s AA\a ottt

BMyoc mov dev opeileton e dobua, Eixopoenon 1
YOOTPOOICOPAYIKT] TAAMVOPOUNON



EvijiAikeg
» XAII
e ZUUPOPTTIKN KOPOLOKT) OVETAPKELDL
e [Tvevpovikn eufoin

* Mnyavikn amo@poin aepaymymv (Kadondelc kot Kokon0elg
OyKOl)

* [Tvevpovikéc dmbnoeig ue noonvopiia,
* Biyyog Aoyo popuakov (avactoreic MEA)

* AvGAELTOVPYIO POVNTIKOV YOPOIDV



Alryvoon

Elokpifwon tov ovuntoudtov vrotpomalovcos  amoepacne M
vrepevactnciog twv Bpoyywv, N ardEPAEN €ivol TOLAAYICTOV UEPIKMDG
OVOGTPEYUT Kol 01 AAAEC TIOAVES 010y VOGELS ATOKAEIOVTOUL

* Yupryndg vYNANG GuYVOTNTAG KOTO TNV EKTVOTN 1O10HTEPO GTO TOLOLE,

‘EAletyn  ovprypod kot @uoloAoyikny eE€taon  Oopoxog Oev  amokAgiel
™V VapEN AcOUATOg

* [oTOp1KO KOO0V OTTO:

B1yo (mov yeipotepevel v viyta)
Ynotpomidlovtog Guptypron
Ynotpomidlovcag OVCTVOLNG

* Ta countOpOTO YEPOTEPEDOVY KATE TNV
Aoxknon
uio 1oyevn Aotpmén
epefiloTIKEG ovoieg
aALEPYLOYOVO
AAALYEC TOV KOpOov, GLVAIGONUATIKO GTPES



Taivounon acOpatog
1. "Hmo swreinmv:
Xountopato <2 eopéc v fooudoo
Acvuntopatikog kot eucetoroyikn PEF petald kpicewv
‘Hmeg kploeic
Nuytepva countopate: < 2 QOPES TO UV,

FEV1 kot PEF >80% tov mpoPrenduevov, dtaxvuavon PEF
<20%



Taivounon acOpatog
2."Hmo eppévav:
Xountopato >2 eopéc v ePdoudoa aild <1 nuepncimg
Ot kpioelg umopet va exnpedlovv TV 0pacTNPLOTN T
Nuyteptva countOUATA: > 2 QOPES TO UNVO,

FEV1 kot PEF >80% tov mpoPrenduevov, dtaxvpavon PEF 20 -
30%



Taivounon acOpatog
3. "Hmo eripovo
XoumTOpaTo Koonueptva
Kabnpepwvn xpnon P oteyeéptn

Ot kpioelg ennpedlovv TNV 0paGTNPLOTNTA, >2 POPEC TNV
epooudoo

Nvuktepiva copuntopoto >1 efoopaolaio

FEV1 kot PEF 60% pe 80% tov mpoPArendpevov, 010KOLOVOT
PEF >30%



Taivounon acOpatog
4. YoPapo enipovo
LUUTTOUOTO GLVEYN
[Iepropiopuévn opactnplotnTa
20YVA VOYTEPIVA CUUTTOLLOTO

FEV1 kot PEF <60% tov mpoPrenduevov, dtaxvuaven PEF >30%



"EAeyyoc aoOpatog

XopoKTNPLoTIKA Eleyyouevo (0ha) Mepikmc ereyyouevo | Mn eheyyouevo
(omolodMmote)
Yvuntopato nuepas | Kavéva [TepitoocoOTEPO OO Tpla 1} TeproGOTEPQ
(<2/ePdopadn) 2/eBdopada, YOPOKTNPLOTIKA TOV

SOUTTOUOTA VOKTOG Kavéva (omolodMmoTe) HEPUCS S
VILAPYOVV
OTOL0ONTOTE

[Tepropiopog Kavéva (omolodMmote) eBdopdda

PG TNPLOTHTOV

Avérykn v Kab6rov [leprocdtepo amod

OVOKOV(PIGTIKT) (<2/ePdopdodn) 2/eBdopada,

Oepancio

[Tvevpovikn dvcloloyikn <80% mpoPAremoOevnC

Aertovpyion (PEF 7

FEV1)

[Tapo&ovoelg Kopa Mia 1 meprocoTEPN Mia v efdopada

avQ £T0G




OEPUTEVTIKN UVTINETAOTION

* Bpoyyod106TaATIKA QApLLOKOL
* AVTIPAEYLLOVADOT) GAPLLOKOL

* Avactoleic AevkoTpleviov

* MebBvro&avOiveg

* Anti — IgE Ogpamncia



Bpoyyko aocOna

O o10y0¢ ¢ OcpamevTiKNG TapEpnPaong eivar o Ereyyog TS vOGOUL:
* XOpPIS COUUTTONATO KOTA TV OLOPKELR TG NUEPOS

* Xopic vokTePVH 0QUTVION AOY® GoOpaToc

* Xopic kpioeig

* X0pic TEPLOPLOGNO TNGS OPOGTNPLOTNTAS AKOUT KOl OTNV GOKON

* Xopic avaykn Oepanciog avakovQiong

» Pvoroloyikn Tvevpoviki Asttovpyia (rpaktikd FEV1 ka/1p PEF >80%
TPOPAETONEVOVL 1] KAAVTEPO)

Me 11 MyOTEPES OVVAUTOV TUPEVEPYELES

British Guideline on the management of Asthma.Thorax 2008;63(Suppl 1V):ivl-iv121,
doi:10.1136/thx.2008.097741



CRITERIA FOR ADMISSION

B Admit patients with any feature of a life threatening or near fatal attack.

n Admit patients with any feature of a severe attack persisting after initial treatment.

(88 patients whose peak flow is greater than 75% best or predicted one hour after initial treatment
may be discharged from ED, unless there are other reasons why admission may be appropriate.

In a patient with severe asthma any one of:
= PEF <33% best or predicted

SpO2 <92%

PaOz <8 kPa

normal PaCO2 (4.6-6.0 kPa)

= sjlent chest Any one of:
* Cyanosis * PEF 33-50% best or predicted
= feeble respiratory effort = respiratory rate =25/min

heart rate =110/min
* inability to complete sentences in one breath

bradvcardia, arrhythmia, hypotension
exhaustion, confusion, coma

Raised PaCOz and/or requiring mechanical
ventilation with raised inflation pressures



Xpovia Aro@poxtikn Ilvevpovomadera

Figure 7. Therapy at Each Stage of COPD
Posthronchodifater FEV, I8 recommended for the diagnosis and assessment of severiy of COPD.

r I: Mild "l r Ii: Moderate '] r lil: Severe ] r I¥: Very Severe ']

* FEVFYC <070

* FEV: « 30 predicted

* FEVFVC <0.70 or EEY. < 505
* FEV,FYC <0.70 predicted plus chronic
& FEV.FVC <070 ® 3L = FEY, « 505G 'H“EI“T falura
* 50°% = FEV, = 805 predicted
* FEV. = 80% predicted pracicled

Add regular treatment with one or more long-acting bronchodilators
{when nesded); Add rehabilitation

Add inhaled glucocorticosterodds if
repeated exacerbations

Add leng term oxygen if
chronic respiratory
Tailure

Consider surglcal
treatments

GOLD 2007



Figure 10. Indications for Hospital Assessment
or Admission for Exacerbations of COPD*

+ Marksd ncresss nntansity of sympioms, such as
sudden development of resing dyspnes

+ Sevearg underhying COPD

+ Onset of new physical sans {2.0., cyanosis, penpharal
edema)

+ Failure of exacernaton to respond to nlal medical
mansgement

+ Segrahcant comaroidities

+ Fraguent exacs rbations

+ MNewily oocournng arhythmias

+ Diagncstic uncartsinty

« Oldar 208

+ Imsutlicient home suppon

‘Local resources nead [0 be consplered .




H dlaxeipion Tou AocOUATOC yIa TNV ETTITEUCN
eAEYXOU

Diagnosis

Symptom control & risk factors
(including lung function)

Inhaler technique & adherence
Patient preference

Symptoms
Exacerbations
Side-effects
Patient satisfaction
Lung function

Asthma medications
Non-pharmacological strategies

w Treat modifiable risk factors
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SV KAIJOKWTH TTPOCEYYIOoN

&/ oTn dlaxEipIon Tou AoOuaToC

AsTwt

STEP5

: STEP 4
PREFERRED STEP 2 STEP 3 Refer for
CONTROLLER add-on
CHOICE : treatment
Med/high e.g.
:ICS/LABA i-
 Lowdose ! - anti-ge
Low dose ICS - ICS/LABA :
e B e v e S
Consider low Leukotriene receptor antagonists (LTRA) : Med/high dose ICS ;' & 4 i
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3-year follow-up
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Population-Proportional Adaptation of
GOLD Treatment Recommendations
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Exacerbation risk is a
“trump” factor that
promotes patients from
(B) to (D) —regardless
of GOLD stage / airflow

SYMPTOMS limitation.
(mMRC or CAT score)

Adapted from Summary Handout, Glohsal Strategy for the Diagnosis, Management, and Prevention of Chronic Obstructive Pulmonary Disease, Global
Initiative for Chronic Obstructive Lung Disease {GOLD) Revised 2011. Available from wwaw.goldcopd.org (accessed 16 November2011). 1. Burgel PR
et al. Chest 2009; 135:975-982. 2. Hurstetal., ECLIPSE, NEIM 2010; 363:1128-38. 3. lonesat al, EurResp ), 2009; 34:648-654.




ACOS.: suvdpopo emkdAuwne doBuaTtoc ko XAl

XAI

MIa ouxvn vOoog

UTTOPEI va TTPOANYOEi Kal va BEpaTTEUTEI

XOAPaKTNPICETAI ATTO EYPEVOUCA ATTOPPALN TWV AEPAYWYWV TTOU €ival CUVABWGS TTPOODEUTIKNA

OXETICETAI PUE EVTOVN XPOVIA QAEYPOVWON avTidOPACN TWV AEPAYWYWYV KAl TOU TTVEUUOVA O€
BAaBepd cwpuartidla ) agpia

Ol TTaPOEUVOEIC KAl Ta OUVOOA VOO INATA CUVEICPEPOUV OTN CUVOAIKN BvnTdTnTa

AZOMA

XPOVIa GAEYHOVWONG VOOOG TWV AEPAYWY WV

OUMMETEXOUV DIAQOPa KUTTAPA KAl JECOAAPBNTES

odnyei o€ eTTavaAapBavoueva eTEICOdIa CUPIYHOU, OUCTIVOIAS, BWPOKIKAG dUCEPOPIaC Kal Brixa

TA TTAPATTAVW OuvOUAlovTal uE HETARBAAASUEVN ATTOPPOAEN TWV AEPAYWYWYV TTOU AVACTPEPETAI EITE
QuUTONATA EITE JETA OTTO BEPATTEUTIKA TTOPEUPACN

ACOS

xapakTnpicetal atrd YovIUo TTEPIOPICHO TNG PONG TOU aépa PE TTOAAG OTOIXEIO TTOU OUVHBWC
oXeTiCovral pe 10 AoOua kal pe TN XAl

opideTal aTTO TA XAPAKTNPIOTIKA TTOU CUVUTTApxouv Kal oto AcBua kai otn XA
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reasons for referral for either diagnosis as outlined
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in the GINA and GOLD strategy reports
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Figure 5. Survival among COPD patients using

fluticasone propionate/salmeterol in combination versus
other inhaled steroids and bronchodilators.
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Adjusted survival curves for Cox proportional hazards analysis. The
differences between the four treatment groups (FSI, ICS/LABA, ICS, and
LABA) and the reference group (SABD) are statistically significant (p < 0.05),
while the differences among the four treattment groups do not reach
significance.

Source: Mapel DW, Nelson LS, Lydick E et al. Survival among COPD patients
using fluticasone/salmeterol in combination versus other inhaled steroids and
bronchodilators alone. COPD. 2007;4:127-34.




