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Editorial

Moving Towards a New Focus on COPD. The Spanish COPD Guidelines
(GESEPOC)�

Hacia un nuevo enfoque en el tratamiento de la EPOC. La Guía Española de la EPOC

(GESEPOC)

GESEPOC Workgroup

October 6, 2009 was an important day in the fight against

chronic obstructive pulmonary disease (COPD). On this day, the

Spanish National Health-care System (Sistema Nacional de Salud –

SNS) COPD strategy was presented, which was later approved on

June 3, 2009 by the SNS Interterritorial Committee.1 All the sci-

entific societies, patient associations, and central and autonomic

administrations involved formed an alliance in order to promote

COPD care and research. Some things have changed since then, for

instance we now have a new anti-tobacco law and COPD plans of

action in several autonomous Spanish communities. Another of the

consequences of the strategy was the drive to develop an interdisci-

plinary clinical guide for COPD treatment, in which the members of

the Strategy participated. SEPAR accepted the challenge and took

the initiative to bring together the different societies in order to

develop the Spanish COPD Guidelines (GESEPOC).

GESEPOC has 3 areas:

• Scientific-medical, in charge of elaborating guidelines for the

diagnosis and treatment of the disease adapted to all the col-

lectives involved. The document is structured based on scientific

evidence, giving explicit recommendations that facilitate its final

implementation in accordance with the standards of quality

health care.2

• Patients. The worries and needs of people with COPD are com-

piled in order for the active participation of patients in the

development and writing of the guidelines. In addition, formative

strategies and strategies for self-care are proposed,3 and infor-

mation materials are prepared for the patients affected by this

disease.
• Diffusion-communication, responsible for the preparation of the

promotional material, press communications, and relations with

social and economic agents in order to spread information about

the reality of COPD and the people who suffer from it.
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SEPAR, together with other similar scientific societies, has elab-

orated COPD treatment guidelines which have served as a reference

in Spain.4,5 This involves updating the content based on the mul-

titude of advances that have arisen in recent years. The most basic

advance is the patient approach based on phenotypes, a denomi-

nation that in recent years has been more widely used in referring

to the clinical forms of COPD patients.6,7 A group of international

experts have defined phenotypes as “those attributes of disease

that, either alone or combined, describe the differences between

individuals with COPD related to parameters that have clinical sig-

nificance (symptoms, exacerbations, response to treatment, speed

of the progression of the disease or death)”.6 Therefore, the phe-

notype should be able to classify the patients into subgroups with

prognostic value that are able to determine the best therapy for

achieving better results from a clinical perspective.6,8

There are multiple studies that try to identify and quantify

the prevalence of the different COPD phenotypes9,10 using diverse

populations, severity, and characteristics. There is no consensus

on the number or on the definition of the different phenotypes,

but there should be an intermediate point between the exces-

sive simplification of the term COPD, as a definition that covers

the entire spectrum of patients with obstruction that is not com-

pletely reversible to airflow, and the complexity of considering each

patient individually as an orphan disease.11 This mid-point includes

identifying and describing some phenotypes that are interesting

not only regarding biology or epidemiology, but also regarding

prognosis and especially therapy. From the analysis of these stud-

ies came the proposal to define 3 different phenotypes with clinical,

prognostic, and therapeutic impact:

• Emphysema-hyperinflation.
• Overlapping or mixed COPD-asthma.
• Exacerbation phenotype.

The emphysema phenotype is characterized by parenchyma-

tous destruction, air trapping, dyspnea, and the tendency towards

a low body mass index.12,13 The COPD-asthma phenotype is char-

acterized by an obstruction that is not completely reversible to

the air flow accompanied by symptoms or signs of a reversibil-

ity increased by the obstruction14 and can include asthmatic
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individuals that smoke, asthmatics with a long evolution who

develop obstruction that is not completely reversible to the air flow

and non-smokers that develop chronic airflow obstruction. Smok-

ers with asthma have features that are similar to COPD, with a lower

frequency of eosinophilic inflammation and a greater probability

of neutrophilia in the airways.15,16 The exacerbation phenotype

is defined by patients who present 2 or more exacerbations per

year.17,18

Other possible phenotypes have been defined, but their tran-

scendence in directing treatment is not established. Thus, a

so-called “fast decliner” would be a patient who experiences a fall

in lung function, expressed by FEV1, which is faster than average.19

The practical problem is that it is impossible to identify this phe-

notype without a strict follow-up of the lung function for at least

2 years; on the other hand, no specific treatment has been iden-

tified for this type of patients. Another possible phenotype would

be chronic bronchitis, defined as cough and expectoration for at

least 3 months a year for 2 consecutive years. This phenotype

is usually associated with airway disease, which can be visual-

ized by HRCT.12,20 However, chronic bronchitis can accompany

any of the 3 phenotypes mentioned previously, so we therefore

prefer to describe it as a modifying factor in any of the 3 main

phenotypes. Also, the so-called “systemic” phenotype, with signif-

icant metabolic or cardiovascular comorbidity, has been recently

described,21 but the comorbidity should be considered as a charac-

teristic that should always be kept in mind and that may accompany

or complicate any of the 3 basic phenotypes. Last of all, a spe-

cial phenotype is emphysema due to alfa-1-antitripsin deficiency,

which is characterized by predominantly basal emphysema that

appears at early ages, especially in smokers, and has a genetic

base.22 Due to its low prevalence, we prefer to consider it apart

from the general classification.

The importance of establishing these phenotypes is that the

treatment is initially directed by the characteristics of each patient,

which constitutes a personalized focus of the pharmacological

treatment and rehabilitation10,23 that is able to be modulated

according to severity. Another characteristic of the guidelines is

that they contemplate not only the increase in treatment according

to severity, but also the possible reduction of treatment depending

on a sustained improvement in the symptoms. The evaluation of

the severity has also been updated with the incorporation of mul-

tidimensional scales. The severity of the obstruction, measured by

FEV1, is fundamental, but not enough. Multidimensional indices,

like BODE,24 have demonstrated an excellent prognostic value.

When the 6-min walk test cannot be done in the usual manner, the

incorporation in the index of the frequency of exacerbations instead

of exercise (BODEx index) offers similar prognostic properties.25

The HADO score can be an excellent alternative in patients with

an FEV1>50%,26 but in these patients, the survival is greater and a

prognostic index is less necessary.

We are aware that this perspective is a significant change in

the treatment of COPD, from an approach centered on the sever-

ity of the obstruction to a personalized approach centered on

clinical characteristics. Parallel to this clinical perspective, GESE-

POC wants to highlight the crucial role of the patients and their

care-takers in the improvement of the results of the health-care

process. As in all chronic diseases, self-care is an essential ele-

ment. In order to achieve the best possible results, it is necessary

to improve the health skills and understanding of the patients and

their caretakers.27 Some specific strategies, such as personalized

plans of action, training an “expert patient”, or group visits can be

useful.28,29

A change of this magnitude requires the contributions, opinions,

and finally the consensus of an important number of professionals

related with COPD and the patients themselves who participate

from the onset in the elaboration of the guidelines. With this

objective, a survey has been performed through the SEPAR COPD

Observatory, followed by a meeting of close to 100 professionals

from the various scientific societies participating in GESEPOC, in

which a high degree of agreement was reached regarding these

new directives.

GESEPOC (www.gesepoc.com) was born from the desire for

continuity, for exploring new platforms for communicating with

doctors, patients, the media, and health-care authorities, and to

support the evaluation of its implementation and impact in the

treatment of COPD. Such initiatives should contribute to optimiz-

ing the treatment of COPD patients, without forgetting the role that

they can play in spreading the knowledge and understanding of this

disease among the general population and politicians.
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