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The patient was treated conserva-
tively and recovered partially, and 
at the 2-month follow-up there was 
mild right limb paresis. If we con-
sider this case HPS, there is an un-
usual late presentation, six days af-
ter carotid artery stenting in a nor-
motensive patient. Although there 
are claims that severe ipsilateral 
stenosis, impaired collateral blood 
flow secondary to an advanced oc-
clusive disease in other extracranial 
cerebral vessels or an incomplete 
circle of Willis, peri- and postop-
erative hypertension are main risk 
factors for developing HPS and in-
tracerebral hemorrhage after CAS, 
our case showed that this complica-
tion may happen even in a patient 
without these risk factors and also 
as a late presentation, six days after 
intervention. 
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Re: Prevalence of chronic 
obstructive pulmonary 
disease among smokers 
attending primary health-
care clinics in Saudi Arabia

To the Editor: We read with great 
interest the article published in the 
March-April issue of the Annals of 
Saudi Medicine on the prevalence of 
chronic obstructive pulmonary dis-
ease (COPD) among smokers.1 We 
would like to raise several scientific 
and public interest issues related to 
the article.

COPD is defined in the Methods 
section as airway obstruction with 
a smoking history of 5 years or 
more.  They attribute the definition 
to the Global Initiative for Chronic 
Obstructive Lung Disease (GOLD) 
2009.  GOLD 2009 did not specify 
the duration of smoking but some 
earlier guidelines considered 10 years 
as a minimum risk. We now know, 
from computerized CT scan scor-
ing, that emphysema and obstructive 
chronic bronchitis do not develop 

without a long history of smoking.  
This concurs with a recent study 
from Saudi Arabia—using CT scan 
and bronchial biopsy—which found 
that all patients with less than 20 
pack-years smoking history had ir-
reversible asthma and not COPD.2  
Unless those patients had heavy oc-
cupational exposure like wood burn-
ing or digging wells, smoking for 5 
years does not produce COPD.

Implicit in the definition of any 
disease is the exclusion of other 
conditions with similar manifesta-
tions.  GOLD explicitly says that 
COPD is defined by  emphysema/
chronic bronchitis and that irrevers-
ible asthma and bronchiectasis have 
to be ruled out.   Lack of “history 
of asthma or atopy” used by the ar-
ticle does not rule out irreversible 
asthma.  Some of the simpler differ-
entiating points listed by GOLD to 
diagnose asthma are:  freedom from 
symptoms between attacks, large re-
versibility of FEV1, younger age of 
onset, and manifestations of atopy.  
In particular, hypertrophy of the 
nasal turbinates has been reported 
consistently to be 80% to 90% in 
asthma compared with 15% to 20% 
in COPD.  None of the GOLD cri-
teria for COPD were mentioned in 
the article. 

The greatest evolution in the 
understanding of COPD in the last 
15 years is the universal acceptance 
of COPD phenotypes.  The follow-
ing have been used for phenotyping:  
sputum cytology, fiberoptic bronchi-
al biopsy, carbon monoxide diffusion 
studies, long-term reversibility tests 
(single reversibility is unreliable),3 
lung compliance, computerized 
scores of CT scan, and visual assess-
ment of CT scans and other means 
to differentiate COPD into three 
major phenotypes:  irreversible asth-
ma (A), mixed bronchitis-emphyse-
ma COPD (M), and emphysema-
dominant COPD (E).  The differ-
entiation is not an idle intellectual 
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exercise, but has serious therapeutic 
implications. A, M and E pheno-
types display different responses to 
inhaled bronchodilators.4-5

Various studies have concluded 
that 20% to 40% of “COPD” pa-
tients suffer from irreversible asth-
ma.2,6,7  In addition, even in Western 
countries, bronchiectasis is present 
in over 10% as an alternative or 
concomitant diagnosis to COPD.8,9  
Many studies in the last few years 
use terms like “persistent airflow ob-
struction” or “airway obstruction” or 
“limitation” to describe undifferen-
tiated airway obstruction.10

The article enforces the message 
that COPD is one entity and, inad-
vertently, introduces a new serious 
precedent:  16% of “COPD” pa-
tients smoked for less than 10 years 
and another 42% less than 20 years.  
Even at such low levels of smoking 
a diagnosis of asthma is not a con-
sideration in the article.  Adopting 
this concept would increase expen-
ditures, as COPD is treated with 
more expensive and numerous 
inhalers than asthma.  Equally im-
portantly, underrecognizing asthma 
would deny patients specific asthma 
drugs like anti-IgE therapy (omali-
zumab) or large doses of inhaled 
corticosteroids.  A total of 1380 
patients were screened out of whom 
879 were excluded due to “poor per-
formance of spirometry or incom-
plete data”.  This raises doubts about 
whether the spirometry was done 
according to standards. Also, the 
total number diagnosed as “COPD” 
was only 71 from 60 primary care 
centers in three regions of Saudi 
Arabia.  Because of lack of power in 
terms of numbers or stratification, 
such findings cannot describe the 
prevalence in health care clinics in 
Saudi Arabia.

Feisal A. Al-Kassimi, Esam H. 
Alhamad

1. Al-Ghobain M, Al-Hajjaj MS, Wali SO.  Preva-
lence of chronic obstructive pulmonary disease 
among smokers attending primary healthcare 
clinics in Saudi Arabia.  Ann Saudi Med 2011; 31: 
129-133.
2. Al-Kassimi FA, Abba AA, Al-Hajjaj MS, Alhamad 
EH, Raddaoui E, Shaikh SA.  Asthma Masquerad-
ing as Chronic Obstructive Pulmonary Disease:  A 
Study of Smokers Fulfilling the GOLD Definition of 
Chronic Obstructive Pulmonary Disease.  Respi-
ration DOI: 10.1159/000323075.  Published online 
ahead of print.
3. Chhabra SK.  Acute bronchodilator response 
has limited value in differentiating bronchial asth-
ma from COPD.  J Asthma 2005; 42: 367-372.
4. Coxson HO.  Quantitative Computed Tomog-
raphy Assessment of Airway Wall Dimensions.  
Current Status and Potential Applications for Phe-
notyping Chronic Obstructive Pulmonary Disease.  
Am Thorac Soc 2008: 15; 5 : 940-945.
5. Lee JH, Lee YK, Kim EK, Kim TH, Huh JW, 
Kim WJ, et al.  Responses to inhaled long-act-
ing beta-agonist and corticosteroid according 
to COPD subtype.  Respiratory Med 2010; 104, 
542-549.
6. Bellia V, Battaglia S, Catalano F, Scichilone 
N, Incalzi RA, Imperiale C, et al.  Aging and dis-
ability affect misdiagnosis of COPD in elderly 
asthmatics:  the SARA study.  Chest 2003;123 
:1066-72.
7. Chanez P, Vignola AM, O’Shaugnessy T, En-
ander I, Li D, Jeffery PK, et al.  Corticosteroid 
reversibility in COPD is related to features of 
asthma.  Am J Respir Crit Care Med 1997;155 
:1529-34.
8. O’Brien C, Guest P, Hill S, Stockley R.  Physi-
ological and radiological characterization of 
patients diagnosed with chronic obstructive 
pulmonary disease in primary care.  Thorax 
2000; 55: 635-642.
9. Patel IS, Vlahos I, Wilkinson TM, Lloyd-Owen 
SJ, Donaldson GC, Wilks M, et al. Bronchiectasis, 
exacerbation indices, and inflammation in chronic 
obstructive pulmonary disease.  Am J Respir Crit 
Care Med 2004: 170: 400-407.
10. Geijer RMM, Sachs APE, Hoes AW, Salomé 
PL, Lammers JWJ, Verheij TJM.  Prevalence of 
undetected persistent airflow obstruction in male 
smokers 40-65 years old. Family Practice 2005;22: 
485-489.

REFERENCES

Reply

We would like to thank Prof. El-
Kassimi for his interest in our article. 
It is our pleasure to respond to his 
valuable comments. Prof. El-Kassimi 
raised a concern about the definition 
of COPD used in our study and its 
relation to duration of tobacco smok-
ing. We understand the concern here; 
however, we stated clearly in our 
study that a minimum of 5 years of 
smoking history means a range from 
5 to 10 years, not a smoking history 
of 5 years only. Nevertheless, the risk 
of COPD due to smoking (GOLD 
updated 2010) is dose-related not 
time-related. Prof. El-Kassimi men-
tioned in his letter that GOLD does 
not state a cut-off time duration for 
the development of COPD among 
smokers.  

He referred to other reports and 
CT findings, but in prevalence stud-
ies such is ours we cannot depend on 
debatable and controversial reports. 
We must instead use current stan-
dard guidelines (e.g., GOLD). In ad-
dition, Prof. El-Kassimi clearly stated 
in his letter that although smoking 
is the most common risk factor for 
COPD, there are other potentially 
important risk factors including ge-
netic factors, indoor and outdoor air 
pollution (e.g. wood burning), and 
chest infections. 

We adopted the GOLD and 
WHO definition of COPD and 
spirometry criteria for diagnosis of 
COPD. This definition does not 
differentiate between COPD and 
severe irreversible asthma. For epi-
demiological studies, we need to ad-
here to standard criteria and defini-
tion. A prevalence study always has 
some methodological limitations. 
In a prevalence study, screening for 
asthma is usually based on an asthma 
questionnaire that includes a detailed 
history of asthma symptoms and a 
history of atopy. Our study involved 
such a questionnaire.  In addition, we 
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