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




Revised 2017 ABCD Criteria
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GOLD 2017 on the way to a phenotypic
approach? Analysis from the Phenotypes
of COPD in Central and Eastern Europe
(POPE) Cohort Tudoric et al Eur Respir J 2017
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Prediction models for exacerbations in different
COPD patient populations: comparing results of
five large data sources

This article was published in the following Dove Press journal:
International journal of COPD

| November 2017
MNumber of timmes this article has been viewed

Martine Hoogendoorn' Backeround and obiectives: Exacerbations are important outcomes in COPD both from a



Hoogendoorn et al

Table | Baseline characteristics® of the patients in the five data sources, data are mean or %

Post FEV % predicted
GOLD stages based on FEV %

Mild
Moderate

Severe

Very severe

Smoker (%)
BMI <20 (%)

History of cardiovascular disease (%)
SGRQ total score

Exacerbations in the year prior to baseline

Total exacerbations

Severe exacerbations

COPDGene™ OLIN®

3,756
44

64
57.3

|6
4]
26
12
37

9.8
36

0.64
0.18

449
60
63
758

0.30
0.02

B

RECODE* " ECLIPSEY UPLIFT®* &
1,086 1,164 5,799
46 65 75
68 63 64
67.8 48.3 47.6
24 0 0

53 d4d 46
19 42 45

3 |4 9

37 36 30
MNa I I

6 33 52
36 50 46
0.37 1.21 0.85
0.02* 0.22 0.25
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COPDGene* OLIN* RECODE® ECLIPSEF® UPLIFT= COPDGene* OLIN* RECODE* ECLIPSE* UPLIFT=
(4.7 years) (1year) (2years) (3years) (4 years)
Figure 2 Mean annual total and severe exacerbation rates during follow-up. (Rates
Figure | Percentage of patients with at least one (severe) exacerbation during are calculated as the sum of exacerbations over all patients divided by the sum of

follow-up with the duration of follow-up presented in brackets. follow-up time to correct for patients with a short follow-up time.)
Abbreviations: ECLIPSE, Evaluation of COPD Longitudinally to ldentify Predictive Abbreviations: ECLIPSE, Evaluation of COPD Longitudinally to ldentify Predictive
Surrogate Endpoints; OLIN, Obstructive Lung Disease in Morrbotten. Surrogate Endpoints; OLIN, Obstructive Lung Disease in Norrbotten.
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Table 2 Prediction models for total exacerbations including a fixed set of predictors and other database-specific predictors (results

from multivariate analysis)

IRRs*
COPDGene OLIN® RECODE ECLIPSEY UPLIFT
Fixed set of predictors
Sex (|= female) 1.23%* 2.86% 1.20 1.3 ¥ 1.09
Age (years) 1.00 1.00 1.00 1.O1* 1.0]*==
FEV % predicted (in %) 0.994+* 0.96** 0.9g** 0.99%+* 0.99%+*
MNumber of exacerbations prior to baseline |.75% | 493 |.58%= 1. 3g%* |.25%=
BMI <20 kg/m? (1= yes) 0.98 |.65 - 1.09 .20/
History of cardiovascular disease (= yes) 1.07 .13 1.06 0.98 0.99
SGRQ total score at baseline (in points) 1.0k - 1.02%* 1.0 |3+ 1.0]%*=*
Treatment group in trial {|= yes) - - 1.08 - 0.83%=
Other database-specific predictors
Smoker (1= yes, (= former) 0.81** - 1.07 0.88* 1.05
Pack-years - - - - 1.002%*
Time since diagnosis (years) - - - - 1.005
Diagnosis of emphysema (1= yes) - - - - 0.97
Cough (1= yes) l.16* - - - -
Wheeze (|= yes) | .37 - — — —
MRC dyspnea - - 0.98 1.03 -
Charlson comorbidity index - - 0.98 - 0.98
Other comorbidities (1= yes) - - - 1.00 -
6-min walking test (m) - - - 1.00 | *+* -
Physical activity IPAQ (1= low) - - 0.81 - -
ICS at baseline (1= yes) - - - - |.30%*
Resting O, saturation (in %) 0.97+* - - - -

Fibrinogen {(mg/dL) - - - 1.00 -




International Journal of COPD Dove

3 ORIGINAL RESEARCH

Changes in definition lead to changes in the
clinical characteristics across COPD categories
according to GOLD 2017:a national cross-
sectional survey in China

This article was published in the following Dove Press journal:
International Journal of COPD

20 October 2017
Mumber of times this article has been viewed

Lina Sun® Purpose: To investigate how the changes of definition in assessment of Global Initiative for
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The value of blood cytokines and
chemokines in assessing COPD

Eric Bradford', Sean Jacobson', Jason Varasteh', Alejandro P. Comellas®, Prescott Woodruff’, Wanda O'Neal®

Dawn L. DeMeo®, Xingnan Li®, Victor Kim'®, Michael Cho®, Peter J. Castaldi®' ', Craig Hersh®, Edwin K. Silverman®,
James D. Crapo’, Katerina Kechris® and Russell P. Bowler'



. Abstract

Background: Blood biomarkers are increasingly used to stratify high risk chronic obstructive pulmonary disease
(COPD) patients; however, there are fewer studies that have investigated multiple biomarkers and replicated in

multiple large well-characterized cohaorts of susceptible current and former smokers.

Methods: We used two M5D multiplex panels to measure 9 cytokines and chemaokines in 2123 subjects from

COPDGene and 1117 subjects from SPIROMICS. These biomarkers included: intedeukin (IL}2, IL-5, IL-8, IL-10, tumor
necrosis factor (TMF}a, interferon (IFN}y, eotaxin/CCL-11, eotaxin-3/CCL-26, and thymus and activation-regulated
chemaokine (TARC)CCL-17. Regression models adjusted for clinical covariates were used to determine which biomarkers

were associated with the following COPD phenotypes: airflow obstruction (forced expiratory flow at 1 s (FEV,%b) and
FEW, /forced vital capadty (FEV,/FVQ), chronic bronchitis, COPD exacerbations, and emphysema Biomarker-gencotype

associations were assessed by genome-wide assodation of single nucleotide polymorphisms (SMNPs).

Results: Eotaxin and IL-6 were strongly associated with airflow obstruction and accounted for 3-5% of the measurement

variance on top of clinical variables 1L-6 was associated with progressive airflow obstruction owver 5 years and both IL-6
and IL-8 were associated with progressive emphysema over 5 years. None of the biomarkers were consistently associated
with chronic bronchitis or COPD exacerbations We identified one nowvel SNP (rs9302690 SNP) that was assodated with
CCL17 plasma measurements.

Conclusion: When assessing smoking related pulmonary disease, biomarkers of infllmmation such as IL-2, IL-6, IL-8, and
eotaxin may add additional modest predictive value on top of clinical variables alone.

Trial registration: COPDGene (ClinicalTrials.gov Identifier: NCT02445183).
Subpopulations and Intemnediate Outcomes Measures in COPD Study (SPIROMICS) (ClinicalTrials.gov Identifier:
NCT 01969344),
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Hyperinflated lungs compress the heart during
expiration in COPD patients: a new finding on
dynamic-ventilation computed tomography

This article was published in the following Dove Press journal:
International journal of COPD

26 October 2017

Mumber of times this article has been viewed

Yanyan Xu'? Purpose: The aims of this study were to evaluate dynamic changes in heart size during the



Dove Hyperinflated lungs compress the heart during expiration in COPD

Figure | A 3%-year-old male current smoker without COPD underwent dynamic-ventilation CT for preoperative analysis of parietal pleural adhesion caused by a benign
rib tumor.

Motes: His FEV /FVC was 0.92. Inspiratory (A) and expiratory phases (B) (both shown in coronal view, MIP images) demonstrated an increase in heart size during
expiration, mainly due to diaphragm elevation.



M 8)

Figure 2 A 70-year-old male with COPD underwent dynamic-ventilation CT to evaluate central airway abnormalities.

MNotes: His FEV /FVC was 0.53. The shape of the right atrium was normal during the inspiratory phase (A) but was severely compressed (arrows) during the expiratory
phase, probably due to the emphysematous right middle lobe (B).

Abbreviations: CT, computed tomography; FEV, , forced expiratory volume in | s; FVC, forced vital capacity.

International Journal of COPD 2017:12 submiit your manuscript 1127
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A simple algorithm for the identification
of clinical COPD phenotypes
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Development of the algorithm Test of the algorithm

French/Belgian JCIA initiative
COPD cohorts database
n=2409 patients n=16332 patients

Clinical variables
Age, BMI, FEV1 [% predicted]

mMRC dyspnoea scale, exacerbations Algorithm —I

Cardiovascular comorbidities and/or diabetes

Patients with
available data
n=3651

CLUSTER analysis CART analysis
5subgroups +mmmmmp 5 classes 2 classes

! | ]

All-cause mortality at 3 years
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Cardiovascular comorbidities
and/or diabetes |
r None j r One or more j

mMRC 3-4 mMRC 0-1 Other mMRC/ mMRC 0-2 mMREC 3-4
and FEV1¢35%  and FEV1 260% FEV1 combinations

AgesT70yrs 1 (ﬁge >T0yrs
BMI<30 kg-m™<  BMI230 kg-m™2 FEV1250% FEV1 <50%

Class Class 5 Class 2 Class 3 Class 1

French/Belgian cohort [derivation cohort)

Patients n (%) 267 (11.2) 230 (9.5] 981 (40.7) 283 (11.7) 648 (26.9]

Deaths n (%] 121 [45.3) 6 [2.6) 225 (22.9) 68 (24.0) 321 (49.5]

3CIA initiative [test cohort)

Patients n [%6) 150 [4.1)

1037 (28.4]

1614 [44.2]

398 (10.9)

452 (12.3]

Deaths n (%)

41(27.3)

41 (4.0

179 (11.1]

56 (14.1)

105 (23.2]

FIGURE 2 Algorithm developed by classification and regression tree [CART] analysis for the classification of chronic obstructive pulmonary
disease [COPD| patients. Application to the French/Belgian and 3CIA cohorts. BMI: body mass index; FEV1: forced expiratory volume in 1 s;
mMEC: modified Medical Research Council.




TABLE 2 Main descriptors of the five chronic obstructive pulmonary disease (COPD) phenotypes identified by cluster analysis in

the French/Belgian COPD cohort”

Good Intermediate prognosis Poor prognosis
prognosis
Phenotype number A} Il il v I
3-year mortality rate % 2.5 218 30.0 47.0 o0.%
Phenotype name Mild Moderate-to-severe Moderate-to-severe Very severe  Very severe
respiratory respiratory comorbid/obese respiratory comorbid
Airflow limitation Mild to Moderate to very Mild to severe Severe to Moderate to
moderate Severe VEMY SEVEME  VEry severe
Median EMI hig-m_z 26 24 30 20 26
Clinical manifestations
Dyspnoea Mild Moderate Moderate Severe Severe
Exacerbations ] Infrequent Infrequent Frequent Frequent
Hospitalisations 0 Infrequent Infrequent Frequent Frequent
Rates of cardiovascular comorbidities/diabetes Low Low Very high Very low Very high
Median age years 61 b T4 b4 77

BMI: body mass index. ¥: the order is chosen based on 3-year mortality rates.

A\ N



COPD: algorithms and clinical
management
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Individualisation of treatment

S0, how do we put all this together? We believe that, at the end of the day, what really matters in practice
is not to know to what group (subtype, cluster or phenotype, however you prefer to call them) the patient
that you have in front of you in your office belongs but what is the best treatment that you can (should)
offer to this unique individual. From this perspective, we think that the large cross-cohort analysis by
CasTalDI et al. [15] discussed above is important, since it shows that COPD heterogeneity (if not related to
a specific outcome) is better described by continuous disease traits, coexisting in varying degrees in the
same patient, rather than by mutually excusive COPD subtypes. Hence, accepting the risk of being biased,
we would therefore suggest that in clinical practice, when confronted with a single patient, the concept of
“treatable traits” (as discussed elsewhere in the ERJ [18]) is the way forward to individualise treatment,
while algorithms like that developed by BurceL et al. [1] can provide complementary information on the
individual-patient risk in relation to specific outcomes. Treatable traits can be recognised phenotypically
(observable characteristics of an organism) or through validated biomarkers that inform on the presence of
specific mechanisms of disease (or endotypes) [18]. Importantly, at variance with the “phenotype”
approach, they can coexist in the same individual, and change with time or as a result of treatment [18].
They can be pulmonary, extrapulmonary, and/or socdal, behavioural and environmental [18]. Needless to
say that, as recently agreed in a European Respiratory Society research seminar on this topic, this strategy
needs formal validation [19].
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Czech multicenter research database
of severe COPD

This article was published in the following Dove Press journal:
International journal of COPD

10 Movember 2014

Mumber of times this article has been viewed

Barbora Novotna' Purpose: Chronic obstructive pulmonary disease (COPD) has been recognized as a




Table 1. Survival without readmission for exacerbations of COPD (Czech multicentre research
database of COPD patients) - only for patients with at least one hospitalization for exacerbation
in last year before inclusion to registry (N=203)

N Median of survival [95% C1)  3-wear surwival [95% CI)

ACOS NuZ24g - 0.628 [0.404-0.853])
NOMN-AE N=hE 33 [17-49) 0.418 [(.237-0.599)
AECH NoB4 21 [12-31) 0.337 [(.213-0.461)
AE NON-CB N=39 16 16-27] 0.289 [(L116-0.462)
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Characteristics of COPD patients according to
GOLD classification and clinical phenotypes in

the Russian Federation: the SUPPORT trial

This article was published in the following Dove Press journal:
International journal of COPD

3 MNovember 2017
MNumber of times this article has been viewed

Vladimir Arkhipov! Background: The high prevalence of COPD in the Russian Federation has been demonstrated



GOLD C GOLD D1
2% 17%
GOLD D,
GOLD B 22%
23% GOLDD,
35%
GOLD A

1%

Figure 2 Distribution of patients by GOLD 2013 group.

Motes: GOLD A (low risk, fewer symptoms), GOLD B (low risk, more symptoms),
GOLD C (high risk, fewer symptoms), or GOLD D (high risk, more symptoms).
Patients in groups C and D were stratified into three subgroups as C, C, and C,,
and D, D,, and D, based on the specific risk factor used to determine the group
assignment: C, or D (FEY, <<30%), C, or D, (two or more exacerbations or one
hospitalization), and C, or D, (both FEV, <Z50% and two or more exacerbations or
one hospitalization within the last year).
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Monexacerbators
B Exacerbators with chronic bronchitis
B Exacerbators without chronic bronchitis
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Endobronchial valves for emphysema:
an individual patient-level reanalysis of
randomised controlled trials

Karin KlDDSl‘EF,1 Dirk-Jan Slel:w::-s,1 Zaid Zoumnt,g Claire Dsm'&:,f,3 Pallav L Shah,a

Nicholas S Hopkinson®

ABSTRACT

Introduction Endobronchial valve placement has potential
as a treatment for patients with chronic obstructive
pulmonary disease (COPD). However, a robust evidence
base will be needed to convince commissioners of
healthcare that it is a high-value treatment. We sought to
develop the evidence base by performing an individual
patient-level analysis of randomised controlled trials in
people with heterogeneous emphysema and an absence of
collateral ventilation.

Methods A literature search (PROSPERO register
CRD42016048127) identified two trials meeting

these criteria, the BelieVeR-HIFi and STELVIO studies.
Anonymised individual patient data were obtained from
investigators and analysed. The primary outcome measure
was a comparison of change in forced expiratory volume in
1 s (FEV,) from baseline between the treatment and control
groups. Secondary end points were change from baseline

» (Can endobronchial valve placement improve health
outcomes in selected patients with heterogeneous
emphysema and an absence of collateral ventilation

» Endobronchial valves improve lung function,
exercise capacity and health status at 3—6 months
after the procedure

» Combining patient-level data from randomised
controlled trials of bronchoscopic lung volume
reduction with endobronchial valves strengthens
the evidence that this therapy can improve lung
function, exercise capacity and quality of life in
appropriately selected patients with heterogeneous
emphysema and absence of interlobar collateral
ventilation.
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Evaluation of appropriateness of inhaled
corticosteroid (ICS) therapy in COPD and
guidance on ICS withdrawal



This guide provides an algorithm to

is a LAMA (stepping up to
LABA+LAMA if  exacerbations
g

identify people with chronic obstructive Tﬁeﬁgﬁérﬁt ICS+LABA+LAMA
pulmonary disease (COPD) who might consultation (Triple Therapy)
benefit from ICS treatment and those in '
whom it may not be appropriate, and ;
an approach to withdrawing ICS in Z z = - z C[:i"uﬁ:; :;Cnieu’rmthe
B : e Does the pahent have asthma
patients in whom it is not needed. » Documented history of asthma, with or without atopy [note: YES continue asthma
o . b COPD | <k consider diagnoses made in people under 40 more likely to be comrect) conirol in
A ki w'_ 2 uw " * A large degree of reversibility of airflow limitation [>15% and niltﬂ;:lnl::llni:::“nﬂmt:
of exacerbation, bronchedilation 400 ml in postbronchedilator FEV,) hmn::hcd?hﬂung
should be the firstline freatment. History/ Does the patient have elevated blood eosinophils
[GOLD 201/]. In symptomatic examination ) ol e} Monitor for
patients on monotherapy, treatment : potential ICS-
can be stepped up to a combination : NO related adverse
| : : ! events; continued
ong-acting B2-agonist plus long » Sr s
acting muscarinic  antagonist ; Does the patient have a high despite biomarker
LAMA . . ¢ | exacerbation risk? YES may indicate lack
[LABA*hbmhtnnd hf F‘-Jiﬁ?.lh e : | * =2 exacerbations or >1 of ;ﬁ]m of ICS
EE:"E"E ssness inifial therapy NO : exacerbation leading to or need for
WIH'I :l..ABA‘I'-l.AMA mary b‘E E hmpﬁﬂ“mﬂﬂn in the previous additional ﬁ'iEfﬂp}"
considered [GOLD 2017]. il : | 12 months?
Omareer - - AND -
® In patients at high risk of an ! | Does the patient have elevated
exacerbation with few symptoms, § I:Inn:l enairlulgphilsf
the recommended firstline treatment : e e




FOR PEOPLE WITH COPD WHO DON'T NEED ICS

Remove ICS or switch to lowerdose ICS in separate inhaler

Low/Medium-dose* ICS —m stop ICS High-dose® ICS == switch to lower-dose® ICS in separate inhaler#
Switch to LABA/LAMA (optimised bronchodilation) In combinafion with LABA/LAMA [optimised bronchodilation)

4 weeks 4 weeks

Consultation with monitoring clinician including assessment of pulmonary function using spirometry

If stable or improved

continue with LABA/LAMA |optimised bronchodilation)
stop IC5 in separate inhaler

If stable or improved
continue with LABA/LAMA |optimised bronchodilation)

4 weeks

If stable or improved

continue with LABA/LAMA |optimised bronchodilation)

& months & months

Follow-up with menitoring clinican for full clinical review

See the patient
* twice yearly during the first year of ICS withdrawal,
* followed by an annual review if the patient's COFD is stable and exacerbationfree

* See next figure  #ICS that is not in a combinafion inhaler

Interim call with patient
(approx. 2 weeks)
fo check compliance and
ensure stability

Patient should be
encouraged o contact

monitoring clinician if any

worsening of symptoms or
conditions

Reassess need for ICS use if:

* moderale or severe
exacerbations

* girflow limitation
worsening
[FEV, decrease =100 ml)

* Optional (blood
eosinophil count >400)
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* AKCEPTOVAT JAKO POMOCNOU KLASIFIKACI (bez vyhrad)
* AKCEPTOVAT JEHO DEFINICICHOPN

* VYZNAM pro lékare studii a pro ev. mezinarodni srovnani
* LECEBNA NAVIGACE pro ty co odmitaji narodni DP (legitimni)




DEFINICE

® Chronicka obstrukcni plicni nemoc (CHOPN) je lecCitelné a preventabilni, klinicky
heterogenni onemocnéni, charakterizovaneé prevazné ireverzibilni bronchialni obstrukci
a obvykle provazené symptomy.

® Bronchialni obstrukce (BO) vznika v disledku abnormalit dolnich dychacich cest
a/nebo plicnich sklipkt zpUsobenych destrukcné-zanétlivou reakci na inhalacni expozici
skodlivym casticim a plynUm u geneticky predisponovaneho jedince.

® Z patofyzilogickeho pohledu je BO zpUsobena zvysenim odporu dychacich cest a
elastického tlaku plic, které jsou dUsledkem zanétlivého ztlusténi stény pridusek a
Ubytku elastickych vlaken plicniho intersticia. CHOPN mUze byt asociovana s rizné
vyjadrenymi komorbiditami.



SYMPTOMY

® CAT preferovan

o ALTERNATIVY: mMRC, CRQ,..
® ANXIETA

® DEPRESE



FUNKCNI DIAGNOSTIKA

® FEV1/VC<LLN

® FEV1/V(C<o.7

® FEV1/FV(C<o0.7

® TLco, Kco

® RV, RV/TLC, IC/TLC
° |0S,..



FENOTYPY

® Ponechat jako nalepky oznacujici Iécebnou moznost

® KACHEXIE téméf neni bez EMFYZEMU (spojeni do jedné kategorie?)
® BE nejsou vzdy spojeny s CH.BRONCHITIDOU (BCOS je legitimni - CT)
® ACO (ACQOS) je realita (nicmene spise malo Casta)

® Frekventni AE ano (frekvence?)

® EMFYZEM (jisté ma cenu hledat —jaka CT a funk¢ni kritéria)

* CHRONICKA BRONCHITIDA - klinicky jednoduché



ACO
(ACOS)

Citace: Mjravitlles et al. Arch Bronconeumel, 2017;53(6).
Miravitlles et al. Eur Respir J. 2017 ;49(5).

= 35 yoars
Emokar (or formar smolker) = 10 pk-yr
FEV/FVC post BDT < 70%*

}

Currant diagnosis of asthma

N
!

BDT = 15% and 400 mL, and/or
Blood eosinophilia = 300 callsful

!

Fig, L Misgmnerss slponchem i COPTF scoreda g oo Coeuf PORC-0 WA | Sipaed whi COPR-
Aathuna Manspeseni guklicline: | conumsue, " BEnisined dber ireatmend wiih
ORI LARA {6 mansha ], In womer coure, al altee 3 oycle of o3l plusseeriioedd (15
daydl MDD = abes-0D el BOT - Diorhcdilai tesn 65 = inhdled coits-
CorEToeds | LKA < Mifol -0l Ho aBDiisl PR-T = Daih-wEiis.

mmm e ACO



bronchitida

ACO
(ACOS)

frekventni
exacerbace

Plicni

kachexie

pritomnost klinickych
znamek CH.B.

funkeéni znamky
plicniho emfyzému
(RV/TLC, TLeo,Kea)

klinickeé symptomy
(hnisava
expektorace, prfimeés
krvevesputu)

samostatné

schéma v obrazku
&5

2 a vice AEf12M

BMI pod 21

alternativnéd HRCT
znamky postizeni
poce

alternativné HRCT
znamky plicniho
emfyzému®™

alternativné HRCT se
znamkami
bronchiektazii®™

alternativné GINA
kritéria

alternativné 1
medicinsky tézka
(s hospitalizaci)
AE/12M

alternativné FFMI
pod 16 (muzi),
pod 15 (Zeny)™**"
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GOLD 1-4
(SPIROMETRIE)

KLASIFIKACE CHOPN

GOLD A-D
(ANAMNEZA)

KLINICKE
FENOTYPY

(5-6 NALEPEK pro
personalizovany

pohled)




POMOCNE DOPLNKY KLASIFIKACE

®* CHOPN + FAST DECLINE
® CHOPN + OSA

® CHOPN + OHS

®* CHOPN + TBM/EDAC

® CHOPN + plicni fibroza



PONECHAT - SCHEMA TERAPIE (EMB)
@ Eliminace
rizik
{U"L:MA * RHB / ',_ Standardni

Trénink a kontrola tera ple

{U]-LABﬁ mqmm:- Vakcinace spravné inhalacni techniky

* |[KS/LABA * BLVR + ATB » Nutricni Fenotypicka
+roflumilast  + A1AT » Mukolytika podpora lécba

Terapie
+ NIVP + paliativni péce respiraéniho selhavani
a termindiniho CHOPN



INICIALNI CHOPN BALICEK

® A1AT (vstupne)

® FUNKCNITESTY (spirometrie po BD je pouze zdklad)

* KORTIKOIDNITEST (zejména pokud lehka OVP)

® EKG + RTG (vstupne)

® KO + dif (vstupné)

® CT hrudniku (pri zhorseni nebo suspekci na EMF nebo BCOS ?)



INDIKACE CT

Klinicka a funkéni diagnéza CHOPN

rizikova expozice funkéni dg.

post BD FEV; pod 60%

pfi lé€bé& LAMA a/nebo LABA pfi dobré spolupraci pacienta

CAT 17 a vice nebo mMRC2 a vice hnisavé sputum, primés krve v hlenu




Osnova

® DUvody proc se vUbec zabyvat aktualizaci
® Hlavni body navrhu

® ||.Konsenzualni konference 16.11.2017
® Dalsi postup tvorby DP 2018

® Spoluprace PNE s PL



dovolujeme si Vas pozvat na

i R

\<_|
Vazena pani doktorko, vaZzeny pane doktore, > ;
konferenci f@f N
o CHOPN "m ‘g 2 ] .;;-_

Odborny garant: MUDr. Vladimir KobliZzek, Ph.D. qr foo

PROGRAM

Fa i :
16.00-1610h CHOPN jako vyznamny celospolecensky problém l_i'(::l Itir" "En’!_ocn!ce
prof. MUDr. Vitézslav KOLEK, DrSc. « FN Olomouc adec Krﬂlﬂve
, -:_ ‘
1610 -16.20 h  Uvodni hlasovéani o nazorech pneumolog(  shi.do Vyukové centrum
MUDT. Vladimir KOBLIZEK, Ph.D. « FN Hradec Krélové LF UK HK

(Velka posluchérna)
16.20 - 16.30 h Doporuéeni napii¢ Evropou

MUDr. Jaromir ZATLOUKAL, Ph.D. « FN Olomouc

16.30 -16.50 h  Funkéni wy3etieni plic v diagnostice CHOPN
MUDr. Jan CHLUMSKY, Ph.D. e Prni plicni ambulance s.r.o., Praha

(LLN, moinosti ¢asné diagnostiky, kortikoidni test a dalsi)



17.00-1710 h

17.10-17.30 h

17.30 -17.40 h

17.40 -17.50 h

17.50 -18.00 h

18.00 - 18.10 h
18.10 - 18.20 h

18.20 -18.30h

18.30 -19.00 h

19.00-19.20 h
19.20-19.30h

Akce je poradana Plicni klinikou Fakultni nemocnice Hradec Kralové. Vzdélavaci akce je poradana dle stavovského
predpisu & 16 Ceské Iékai'ské komory, je fazena do systému celoZivotniho vzdélévani lékar(i a je ohodnocena 3 kredity.

Benefit ukonéeni skodlivé inhalace (koureni a dalsi vlivy) - dikazy o vlivu na deklinaci
plicnich funkci a na mortalitu
MUDr. Vladimir KOBLIZEK, Ph.D. s FN Hradec Kralové

Dikazy pro fenotypovou/cilenou 1é¢bu - proc jsou LAMA/LABA standard a ostatni

FENOTYPOVA terapie - evidence ze studif pro IKS, mukoaktivni léky, ATB, roflumilast a dal3i Iéky
MUDr. Jaromir ZATLOUKAL, Ph.D. « FN Olomouc

Dukazy pro pfinos RHB péce a pravidelného pohybu
Mgr. Katefina NEUMANNOVA, Ph.D. « Katedra fyzioterapie, FTK UP Olomouc

Dikazy o prinosu ockovani, BVR, LVRS a Tx
MUDr. Vladimir KOBLIZEK, Ph.D. e FN Hradec Krélové

Dikazy o prinosu AIAT augmentaéni terapie a DDOT
MUDr. Jan CH LUMSKY, Ph.D.  Prvni plicni ambulance s.r.o., Praha

Prestavka

Dikazy pro doméaci NIVP
MUDr. Ondrej KUDELA « FN Hradec Krélové

Dikazy a navod pro paliativni péci
MUDr. Michal HRNCIARIK « FN Hradec Kralové

Souhrn CPFS DP diagnostiky a terapie CHOPN
MUDr. Vladimir KOBLIZEK, Ph.D. e FN Hradec Kralové

REGISTRUJTE SE

k osobni Géasti
na konferenci nebo
k on-line webinari na:

Diskuse www.amepra.cz/chopn

Zavéreéné hlasovani / Ukonéeni konference slhi.do

Pristupovy kod
pro hlasovani sh.do
obdrZite po registraci



Osnova

® DUvody proc se vUbec zabyvat aktualizaci

® Hlavni body navrhu

® ||. Konsenzualni konference 16.11.2017
® Dalsi postup tvorby DP 2018
® Spoluprace PNE s PL



Dalsi postup tvorby DP 2018

* Listopad 2017 — vystup KONSENZUALNI konference pro éleny CPFS
® Prosinec 2017, Leden 2018 — emailova komunikace élend CPFS
® Unor 2018 — precizace DP Sekci BO

® Brezen a Duben 2018 — finalni dokument (HPD 2018)



Osnova

DUvody proc se vUbec zabyvat aktualizaci
Hlavni body navrhu

|.Konsenzualni konference 16.11.2017

Dalsi postup tvorby DP 2018
Spoluprace PNE s PL



Co maji PNE pro PL?

®* Moznost LAMA+LABA

® Sdileni pece o lehke pacienty

® Vysetreni funkce plic u PNE (1x roCné)

® Spoluucast PL na pilotnim projektu screeningu
® Patrani po CHOPN jako po komrbidité (ICHS)



Zaver DP

® Kultivace nikoliv destrukeeanevebudevant DP

® Zadné revoluéni zmény

® DuUraz na funkcni, A1AT, CT, RHB, BD Iéky,..

® Ponechani fenotypoveho pohledu

® Snaha o personalizovany pristup (PNE specialiste)

® Kratka verze pro PL



