
algorithm should it occur? Patients with

node positive CT scans at levels 5, 7, 8 or

9 should probably undergo EUS-FNA

before mediastinoscopy for histological

confirmation. However, despite the high

sensitivity of EUS-FNA and its ability to

resolve small nodes, it has not so far been

found to be of routine value in patients

with node negative CT imaging. Sec-

ondly, how does EUS compare with PET

scanning? Comparative studies are still

awaited but preliminary evidence

suggests an advantage in favour of EUS,

largely because of false positive results

with PET.14 Thirdly, who should perform

EUS-FNA and where should it be done?

The equipment is expensive and the

learning curve relatively steep. The pro-

cedure is usually performed for other

indications by gastroenterologists who

know little of the mediastinum and only

see it when an unfortunate oesophageal

perforation occurs! Training in upper

gastrointestinal endoscopy is required, a

skill that few if any bronchoscopists cur-

rently have. However, this has not

deterred many cardiologists from learn-

ing the techniques of transoesophageal

echocardiography. Perhaps it does not

matter who performs the procedure as

long as it is done accurately, safely, and

efficiently, but for the time being it is

likely to remain in the realm of the

gastrointestinal endoscopist or endo-

scoping radiologist.

Carefully designed prospective studies

are required to answer these questions

and, as in the study by Larsen et al, these

should include end points such as cost

effectiveness, overall patient tolerability,

and quality of life. The information from

such work will hopefully help to guide

clinicians who manage patients with

mediastinal malignancy and would ap-

pear to have the potential of saving a sig-

nificant number of invasive procedures.
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One of the most neglected aspects

of the epidemiology of asthma is

the period of transition from

childhood to adulthood, perhaps because

paediatricians feel insecure about tres-

passing on adult territory and adult phy-

sicians do not have access to paediatric

cohorts. Adolescence is, in fact, an

important period for asthmatic patients,

not only because the condition itself may

be difficult to manage, but because this is

a time when asthma sometimes remits1–3

and when the male preponderance of

childhood gradually gives way to the

female preponderance of adulthood.4 5

Numerous cross sectional studies have

spanned this period. Secondary schools

provide a captive population of adoles-

cents and have been widely used in the

ISAAC studies,6 and college students7 8

and army recruits9 10 provide ready

sources of young adults for study. How-

ever, although such cross sectional stud-

ies demonstrate very clearly that adoles-

cence is a time when significant changes

occur in the asthmatic population, they

cannot examine the factors that might

influence the prognosis of individual

children.

There have, of course, been longitudi-

nal studies—notably those from

Melbourne,11 12 Groningen,13 and

Copenhagen14—all of which have em-

phasised the importance of childhood

bronchial hyperreactivity in determining

the persistence of asthmatic symptoms

into adult life. However, most of these

studies have been incomplete to varying

degrees, different studies focusing on

asthmatic symptoms, family history, pul-

monary function, bronchial hyperreac-

tivity to a variety of stimuli, and allergic

phenomena including IgE levels and the

results of skin tests. What has been lack-

ing is a study in which children have
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Both the prognosis of childhood asthma and the incidence of
asthma in early adulthood are strongly influenced by bronchial
hyperreactivity, a measurement few of us make routinely.

96 EDITORIAL

www.thoraxjnl.com

http://thorax.bmj.com


been subject to comprehensive evalua-

tion of what is sometimes described as

the “asthma phenotype” at regular inter-

vals during childhood, through adoles-

cence, and into adulthood.

Some years ago the late Ann Woolcock

posed the question: “Is there a specific

phenotype for asthma?”15 Of course

there isn’t, but rather there is a group of

clinical features that are seen with vary-

ing frequencies in children in whom a

diagnosis of asthma has been made. Vir-

tually all will have had recurrent wheeze,

with the exception of those rare children

with cough variant asthma, and virtually

all will have evidence of reversible

airways obstruction if seen during an

attack. Many (but not all) will show evi-

dence of allergy, with associated eczema

or hay fever, positive skin tests, or raised

total or specific IgE levels. The more

severely affected will show bronchial

hyperreactivity in response to challenges

such as cold air, exercise, or nebulised

water, saline, histamine, methacholine,

or allergen. There will be direct or

indirect evidence of bronchial inflamma-

tion, although such measurements have

not yet been simplified sufficiently for

use in epidemiological studies. And, of

course, many will have a family history

of asthma or allergy.

The interactions between these vari-

ous components of the asthma pheno-

type are complex. Thus, bronchial hyper-

reactivity appears to be inherited

independently of atopy,16 yet it is not only

closely associated with the severity of

asthmatic symptoms17 but also correlates

with the number of positive skin tests.18

In an attempt to evaluate the relative

importance of these asthmatic features in

determining the long term course of

childhood asthma, a paper by Professor

Woolcock and her colleagues in this issue

of Thorax reports on data collected from a

series of studies performed in Belmont,

New South Wales.19 The subjects in this

study have been investigated extensively

on a maximum of seven occasions and

were included in the present analysis if

studied on a minimum of three occasions.

The results make fascinating reading.

More than one third of the subjects had

had recent wheeze in at least one of the

studies and, although remission did

occur, the rate of remission was less than

the incidence of new cases—so much for

asthma disappearing at puberty! Atopy

also tended to accumulate with a higher

incidence than remission rates. In con-

trast, bronchial hyperreactivity did

remit, and did so at a substantially faster

rate than the incidence of new cases.

However, the real fascination of this

paper is in the examination of risk

factors for persistence of wheeze and for

late onset wheeze. There is no need to

repeat the contents of the paper here;

suffice it to say that we now have

information that will be potentially use-

ful to practising clinicians whose pa-

tients ask those awkward and hitherto

unanswerable questions about their fu-

ture. Unfortunately, these prognostica-

tions depend, to a large extent, on the

assessment of bronchial hyperreactivity,

a time consuming procedure using mate-

rials that are not even licensed for the

purpose and which few of us have the

resources to include in the routine

assessment of asthmatic patients.

The greatest value of this study will

therefore be to research workers. Numer-

ous interesting questions are raised.

Why, for instance, is being female a risk

factor for late onset bronchial hyperreac-

tivity, but being male a risk factor for late

onset atopy? The sex difference for

childhood asthma is narrowing20 and

these unexplained gender differences

may shed some light on the current

“epidemic” of asthma and why it has

apparently peaked,21 if indeed it has.22

And why should early onset atopy be a

greater risk factor for subsequent

wheeze than late onset atopy? It is clear

that the genes have a lot to answer for;

other things being equal, a positive fam-

ily history of asthma continues to be an

independent risk factor well into adult

life.

This paper will provoke much discus-

sion and will undoubtedly stimulate fur-

ther research. It is enormously sad that

the senior author did not survive to see it

published.

Thorax 2002;57:96–97

. . . . . . . . . . . . . . . . . . . . .
Author’s affiliation
G Russell, Department of Child Health,
University of Aberdeen, Aberdeen AB9 2ZG,
UK

Correspondence to: Dr G Russell;
libra@ifb.co.uk

REFERENCES
1 Blair H. Natural history of childhood asthma.

20-year follow-up. Arch Dis Child
1977;52:613–9.

2 Martin AJ, Landau LI, Phelan PD. Natural
history of allergy in asthmatic children
followed to adult life. Med J Aust
1981;2:470–4.

3 Cserhati E, Mezei G, Kelemen J. Late
prognosis of bronchial asthma in children.
Respiration 1984;46:160–5.

4 Fagan JK, Scheff PA, Hryhorczuk D, et al.
Prevalence of asthma and other allergic
diseases in an adolescent population:

association with gender and race. Ann
Allergy Asthma Immunol 2001;86:177–84.

5 De Marco R, Locatelli F, Sunyer J, et al.
Differences in incidence of reported asthma
related to age in men and women. A
retrospective analysis of the data of the
European Respiratory Health Survey. Am J
Respir Crit Care Med 2000;162:68–74.

6 Worldwide variations in the prevalence of
asthma symptoms: the International Study of
Asthma and Allergies in Childhood (ISAAC).
Eur Respir J 1998;12:315–35.

7 Garcia-Gonzalez JJ, Vega-Chicote JM, Rico
P, et al. Prevalence of atopy in students from
Malaga, Spain. Ann Allergy Asthma Immunol
1998;80:237–44.

8 Settipane GA, Greisner WA III, Settipane RJ.
Natural history of asthma: a 23-year followup
of college students. Ann Allergy Asthma
Immunol 2000;84:499–503.

9 Dubois P, Degrave E, Vandenplas O. Asthma
and airway hyperresponsiveness among
Belgian conscripts, 1978–91. Thorax
1998;53:101–5.

10 Norjavaara E, Gerhardsson DV, Lindmark B.
Reduced height in Swedish men with asthma
at the age of conscription for military service. J
Pediatr 2000;137:25–9.

11 Kelly WJ, Hudson I, Phelan PD, et al.
Childhood asthma in adult life: a further study
at 28 years of age. BMJ (Clin Res Ed )
1987;294:1059–62.

12 Phelan PD. Hyperresponsiveness as a
determinant of the outcome in childhood
asthma. Am Rev Respir Dis
1991;143:1463–6; discussion 1466–7.

13 Roorda RJ, Gerritsen J, van Aalderen WM, et
al. Risk factors for the persistence of
respiratory symptoms in childhood asthma.
Am Rev Respir Dis 1993;148:1490–5.

14 Ulrik CS, Backer V, Hesse B, et al. Risk
factors for development of asthma in children
and adolescents: findings from a longitudinal
population study. Respir Med
1996;90:623–30.

15 Woolcock AJ, King G. Is there a specific
phenotype for asthma? Clin Exp Allergy
1995;25(Suppl 2):3–7.

16 Gray L, Peat JK, Belousova E, et al. Family
patterns of asthma, atopy and airway
hyperresponsiveness: an epidemiological
study. Clin Exp Allergy 2000;30:393–9.

17 Gustafsson PM, Kjellman B. Asthma from
childhood to adulthood: course and outcome
of lung function. Respir Med
2000;94:466–74.

18 Lombardi C, Passalacqua G, Ciprandi G, et
al. Relationship between degree of
nonspecific hyperresponsiveness and number
of positive skin tests in asthmatics. Monaldi
Arch Chest Dis 2000;55:181–4.

19 Xuan W, Marks GB, Toelle BG, et al. Risk
factors for onset and remission of atopy,
wheeze, and airway hyperresponsiveness.
Thorax 2002;57:104–9.

20 Anthracopoulos M, Karatza A, Liolios E, et
al. Prevalence of asthma among
schoolchildren in Patras, Greece: three
surveys over 20 years. Thorax
2001;56:569–71.

21 Ronchetti R, Villa MP, Barreto M, et al. Is the
increase in childhood asthma coming to an
end? Findings from three surveys of
schoolchildren in Rome, Italy. Eur Respir J
2001;17:881–6.

22 Downs SH, Marks GB, Sporik R, et al.
Continued increase in the prevalence of
asthma and atopy. Arch Dis Child
2001;84:20–3.

EDITORIAL 97

www.thoraxjnl.com

http://thorax.bmj.com

