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Objectives. We sought to determine the effects of exposure to environmental tobacco
smoke (ETS) and childhood cigarette smoking on asthma symptoms among middle
school children in North Carolina.

Methods. During 1999–2000, information was collected from a survey completed by
the children. Outcomes of asthma symptom reporting were regressed on tobacco smoke
exposures.

Results. Children who currently smoked or reported any exposure to ETS were at in-
creased risk of reporting active asthma symptoms. Exposure to ETS and childhood cig-
arette smoking was responsible for 15% of the asthma cases observed in the study pop-
ulation and $1.34 million in excess medical expenditures.

Conclusions. Even at low levels of exposure, childhood cigarette smoking and ETS are in-
dependently associated with asthmatic symptoms. (Am J Public Health. 2004;94:308–313)
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measured, a dose–response effect has been re-
ported in numerous studies.13,14

The ability to characterize the etiology of
this disease has been limited by the lack of
standardized measures designed to assess pop-
ulation levels of asthma and respiratory symp-
toms. Most survey-based population studies
rely on a physician diagnosis of asthma or pa-
rental reports of wheezing. While wheezing is
often used as a surrogate measure of asthma,
the variable between-studies definitions of
wheezing make comparisons challenging and
imperfect.15 Problems include lack of symptom
recognition by parents and children and varia-
tions in physicians’ diagnostic criteria.

In response to this issue, the International
Study of Asthma and Allergy in Childhood
(ISAAC) was developed to assess respiratory
and allergy symptoms with a validated ques-
tionnaire and a descriptive video according to a
standard protocol.16 The predictive validity of
the ISAAC survey in terms of clinical outcomes
has been demonstrated among both adoles-
cents and adults.17–19 This survey, intended for
children, and its paired video demonstrating
wheezing attacks have helped bring uniformity
to data collection and have been used in stud-
ies published in more than 56 countries.20 Yet,
to date, few studies employing the ISAAC pro-
tocol with US children have been published.

In the present study, we did not rely solely
on parental reporting of asthma symptoms, as

is the case in much of the literature; instead, we
used validated ISAAC data provided by middle
school students. Furthermore, in addition to the
effects of environmental smoke exposure on
asthma symptom reporting, we also estimated
the effects of childhood cigarette smoking, an
area of study often neglected in the literature.
We examined dose–response associations be-
tween reported asthma symptoms and both
secondary smoke exposure in the home and
primary childhood smoking. We used impact
measures to estimate attributable cases of ac-
tive asthma due to tobacco smoke. Finally,
building on previous Medicaid cost estimates for
asthma services rendered in the state of North
Carolina,21 we estimated statewide medical costs
of tobacco in the age group under study.

METHODS

Participants were seventh and eighth graders
enrolled at participating North Carolina public
schools during the 1999–2000 school year,
when the North Carolina School Asthma Sur-
vey (NCSAS) was conducted. The survey used
in this study consisted of the standardized
ISAAC questionnaire and video along with ad-
ditional validated questions on symptoms and
risk factors. From this modified questionnaire,
we assessed statewide prevalence rates of
asthma symptoms and risk factors.22 All partici-
pant information was collected via question-

Asthma is the most common chronic childhood
illness. The incidence of asthma among 4- to
15-year-olds increased 74% between 1980 and
1994.1 Similar increases have been reported
worldwide with no clear causal link, despite ex-
tensive research. Current theories suggest that
increased exposure to asthma risk factors may
be responsible for a substantial amount of the
increase in asthma prevalence rates.2

Some important, established risk factors in-
clude tobacco smoke, dust mite and cockroach
allergens, pet dander, and household molds.3

Exposure to tobacco smoke is one of the
strongest and most consistent risk factors in re-
gard to development and exacerbation of
asthma.3 Of the potential sources of tobacco
smoke, environmental tobacco smoke (ETS)
has become a significant area of research, while
cigarette smoking among school-aged children
and its association with asthma symptoms have
been relatively neglected.

While environmental smoke exposure is a
proven significant risk factor,3–6 there is a rel-
ative paucity of data corroborating an associ-
ation between asthma symptom reporting
and cigarette smoking among school-aged
children. Several studies, mostly conducted
among adults, have revealed no association
between asthma symptoms and smoking7,8;
however, there are notable exceptions.9 In
one adult study, active smoking was a dose-
dependent risk factor for wheezing symp-
toms but was not a risk factor for physician-
diagnosed asthma.10

Conversely, the data supporting ETS as a
risk factor are so strong that in 1992 the US
Environmental Protection Agency concluded
that ETS is causally associated with additional
episodes and increased severity of symptoms
among asthmatic children and that it is a risk
factor for new cases of asthma in previously
symptom-free children.4 Most published studies
support this association between parental smok-
ing and childhood asthma or wheezing.5,11,12 Al-
though inconsistent and sometimes crudely
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naires completed by the children during a
single school day. The returned questionnaires
were checked for missing data and correct skip
patterns (to determine whether participants
who answered no to a question about whether
or not they smoked cigarettes correctly skipped
the subsequent questions about how many cig-
arettes they smoked in a day). The STATA soft-
ware package (Stata Corp, College Station, Tex)
was used in conducting all statistical analyses.

Children’s histories of cigarette smoking and
exposure to ETS were estimated from their
questionnaire responses. Respondents were
asked whether they had ever smoked cigarettes
and, if so, how many cigarettes they had
smoked per day over the past 30 days. They
also were asked to report the number of people
living in their home who smoked and the aver-
age number of days per month they smelled
smoke from other people’s cigarettes. No infor-
mation was available on which members of the
household smoked or whether a child’s mother
was exposed to smoke while pregnant.

The mutually exclusive outcomes of interest
were active physician-diagnosed asthma (de-
fined as a self-reported past history of physi-
cian-diagnosed asthma combined with wheez-
ing symptoms in the previous 12 months) and
episodes of wheezing (defined as at least one
instance of wheezing or whistling in the chest
without a past diagnosis of asthma) occurring
in the previous 12 months. Children were
asked to report whether they had ever been
diagnosed by a physician as having asthma.
They also were asked to watch a descriptive
video depiction of situational wheezing and to
indicate whether they had ever experienced
any wheezing or whistling in the chest in the
past 12 months.

We used multiple logistic regression analyses
in examining the data. We calculated adjusted
odds ratios (ORs) and 95% confidence inter-
vals from estimated regression coefficients and
standard errors. We used Wald χ2 tests in all
tests of significance and trend tests.23 The de-
mographic covariates included in the final re-
gression models were indicator variables for
gender, race/ethnicity (White, Black non-
Hispanic, or other), parental history of asthma
(positive in either parent), use of gas stove in
the home (more than once per month), respon-
dent history of allergy (any allergy to pets, dust,
or pollen), county of residence (rural or urban),

and socioeconomic status (free/reduced-price
lunch or full-price lunch).

Potentially confounding sources of tobacco
smoke exposure were controlled as well. Esti-
mated associations between asthma symptom
reporting and childhood cigarette smoking
were controlled for level of home ETS expo-
sure. Likewise, associations between asthma
symptom reporting and home ETS exposure
were controlled for childhood cigarette smok-
ing. Respondents missing data on any of the
covariates just described or any of the main
exposure or outcome variables were excluded
from the analysis. These criteria led to exclu-
sion of 13052 of the 128568 completed sur-
veys. Because 47.8% of the respondents did
not know the asthma history of either parent,
an indicator variable category was added to
represent such cases. The final data set, re-
taining 115516 respondents, was used in all
regression analyses.

In the analysis of the relationship between
amount and source of current smoke exposure
and symptoms, tobacco smoke exposure was
modeled via a set of indicator variables. On
the basis of the survey responses, categories
were created for number of cigarettes children
smoked per day, days per month of ETS expo-
sure, and number of people at home who
smoked. We used χ2 tests to conduct trend
analyses and examined incremental odds ratios
involving the categories just mentioned to eval-
uate significant dose–response relationships.

The number of children whose asthma
symptoms were attributable to tobacco smoke
exposure was derived from the formula for at-
tributable cases. The number of attributable
cases (Ac) was derived from the number of chil-
dren exposed to tobacco smoke (Ne), based on
the following formula24(p56):

(1) Ac = Ne × [(RR − 1)/RR],

where RR is relative risk. Relative risks were
calculated from estimated odds ratios according
to the formula25(p1691)

(2) RR = OR/[(1 − p) + (OR × p)],

where p is the outcome incidence in the unex-
posed referent group (i.e., children with active
diagnosed asthma in North Carolina who were
not exposed to tobacco smoke).

We derived estimates of attributable costs
due to tobacco smoke exposure by multiplying
the number of excess cases of asthma due to
tobacco smoke (Ac) by the cost involved in
treating each case. We converted the per case
annual cost derived from a previous study21 of
Medicaid reimbursement data in North Car-
olina to 2001 dollars using the medical care
price index. Since the costs incurred by income-
eligible Medicaid children have been shown to
be similar to those incurred by commercially
insured children,26 we used per case Medicaid
costs to represent the per case cost among all
children in the state.

RESULTS

A total of 192248 children were eligible to
participate in the survey by virtue of being en-
rolled in a North Carolina public school during
the 1999–2000 school year. Among these eli-
gible children, 128568 surveys were returned,
yielding an overall response rate of 66.8%.
The children who completed the survey were
representative of the entire seventh- and eighth-
grade populations in the state of North Carolina
in terms of age, race, gender, socioeconomic
status, and county of residence (urban vs
rural).27 The children who completed the sur-
vey represented 99 of the state’s 100 counties.

Table 1 summarizes the variables quantify-
ing tobacco smoke exposure among the study
population, overall and stratified by race. Of
the children taking part in the study, 17.2%
reported symptoms of wheezing in the previ-
ous 12 months without a diagnosis of asthma,
and 9.8% reported active physician-diagnosed
asthma.27 Among the children reporting a past
diagnosis of asthma, 62.9% reported symp-
toms in the previous 12 months and thus were
categorized as having active diagnosed
asthma. Unadjusted prevalence estimates of
reported active diagnosed asthma and wheez-
ing in relation to cigarette smoking and ETS
exposure are presented in Table 2. Active
physician-diagnosed asthma and wheezing
were more frequent among those reporting
exposure to tobacco smoke.

Exposure Variables
After control for the potentially confounding

influences of gender, race, allergy, gas stove
use, parental asthma history, socioeconomic
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TABLE 1—Prevalence Rates of Cigarette Smoking and Environmental Tobacco Smoke (ETS)
Exposure, by Race: Middle School Children in North Carolina

White Black Otherc

Overall, No. (%)a (n = 74 403), %b (n = 29 703), %b (n = 11 410), %b

Ever smoked

No 79 442 (68.8) 69.9 68.0 63.7*

Yes 36 074 (31.2) 30.1 32.0 36.3

Currently smokesd

No 100 460 (87.0) 86.7 89.0 83.3*

Yes 15 056 (13.0) 13.3 11.0 16.7

No. of cigarettes smoked per daye

0 100 460 (87.0) 86.7 89.0 83.3*

1 6 494 (5.6) 5.2 6.3 6.5

2–10 6 550 (5.7) 6.2 3.9 6.7

≥ 11 2 012 (1.7) 1.9 0.8 3.5

No. of people smoking at home

0 55 124 (47.7) 48.3 46.3 47.4*

1 31 529 (27.3) 26.2 29.9 27.7

2 19 874 (17.2) 18.2 15.6 14.9

≥ 3 8 989 (7.8) 7.3 8.2 10.0

Frequency of ETS exposure

Never 20 233 (17.5) 15.6 20.2 23.0*

Less than once per month 21 201 (18.4) 19.4 15.8 17.8

Once per month 11 582 (10.0) 10.4 9.2 9.4

2–4 times per month 15 047 (13.0) 13.1 12.9 13.0

Nearly every day 47 453 (41.1) 41.4 41.8 36.8

aCalculated with a denominator of 115 516 children who completed the survey and were not excluded owing to missing data.
bCalculated with the totals in parentheses as the denominator.
cIncludes Asian/Pacific Islander, Native American/Eskimo, more than one race, and other categories.
dSmoked at least 1 cigarette per day on average over the past 30 days.
eNumber of cigarettes smoked per day during the 30 days before completion of the survey.
*P < .001 (�2 test of homogeneity with 2 degrees of freedom).

TABLE 2—Unadjusted Prevalence Rates of Active Diagnosed Asthma and Wheezing in the Past 12 Months, According to Cigarette Smoking
Status and Environmental Tobacco Smoke (ETS) Exposure: Middle School Children in North Carolina

Ever Smoked Currently Smokes Exposed to ETS at Homec

Yes No Yes No Yes No
Overall, No. (%)a (n = 36 074), %b (n = 79 442), %b (n = 15 056), %b (n = 100 460), %b (n = 74 082), %b (n = 41 434), %b

Active diagnosed asthma 11 378 (9.8) 11.8 8.9* 13.3 9.3* 11.4 7.0*

Wheezing in past 12 monthsd 19 869 (17.2) 23.9 14.1 26.0 15.9 20.3 11.7

aCalculated with a denominator of 115 516 children who completed the survey and were not excluded owing to missing data.
bCalculated with the totals in parentheses as the denominator.
cExposure to ETS at least 1 day per month.
dAny wheezing symptoms in past 12 months, without an asthma diagnosis.
*P < .001 (�2 test of homogeneity with 1 degree of freedom).

status, population density, and other sources of
tobacco smoke in the logistic regression analy-
sis, our adjusted results showed a significant as-
sociation between all sources of tobacco smoke
exposure and reports of asthma symptoms.

Table 3 presents estimated odds ratios for
asthma and wheezing at each level of exposure.
Significant increases in the odds of reporting ac-
tive diagnosed asthma or wheezing in the pre-
vious 12 months were seen in terms of both

number of cigarettes smoked per day and re-
ported amount of ETS exposure.

In comparison with children who reported
never having smoked, children who reported
that they currently smoked more than 1 ciga-
rette per day were at a significantly increased
risk of reporting active diagnosed asthma and
wheezing in the previous 12 months. This in-
creased risk was adjusted for the differing lev-
els of ETS exposure between these groups. The
log odds of symptom reports increased signifi-
cantly as the number of cigarettes smoked per
day over the previous 30 days increased.

The variables assessing children’s exposure to
ETS showed a similar positive association with
both active diagnosed asthma and wheezing in
the previous 12 months. Presence of smokers in
the home (relative to no smokers in the home)
was a significant risk factor for both measured
outcomes, independent of respondent smoking
status. The log odds of symptom reports in-
creased significantly as the number of people in
the home who smoked increased. A similar
dose–response effect was evident in reports of
ETS exposure days per month. Relative to chil-
dren who reported no exposure to ETS, chil-
dren who reported being exposed to ETS less
than 1 day per month were at a significantly el-
evated risk of reporting asthma symptoms.

Evaluation of Potential Effect Modifiers
We repeated the analyses after stratifying by

allergy history. The results yielded similar pat-
terns among respondents with and without such
a history, although the odds of asthma symptom
reports were slightly elevated in the former. We
conducted a similar analysis focusing on paren-
tal history of asthma, race, gender, and socioeco-
nomic class. The relationships between reported
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TABLE 3—Relative Odds of Active Diagnosed Asthma and Wheezing in the Past 12 Months
for Different Levels and Sources of Exposure to Tobacco Smoke: Middle School Children in
North Carolina

Active Diagnosed Asthma Wheezing in Past 12 Monthsa

(n = 11 378) (n = 19 869)

OR 95% CI OR 95% CI

Ever smoked

No (n = 79 442) 1.00 1.00

Yes (n = 36 074) 1.02 0.98, 1.07 1.56 1.51, 1.61

Currently smokes

No (n = 100 460) 1.00 1.00

Yes (n = 15 056) 1.10 1.04, 1.16 1.47 1.41, 1.54

No. of cigarettes smoked per day

0 (n = 100 460) 1.00 1.00

1 (n = 6494) 1.05 0.97, 1.14 1.28 1.20, 1.36

2–10 (n = 6550) 1.10 1.02, 1.20 1.61 1.52, 1.71

≥ 11 (n = 2012) 1.24 1.09, 1.42 1.76 1.59, 1.95

P for trend < .005 < .001

No. of smokers at home

0 (n = 55 124) 1.00 1.00

1 (n = 31 529) 1.18 1.13, 1.24 1.12 1.08, 1.17

2 (n = 19 874) 1.24 1.17, 1.31 1.27 1.21, 1.32

≥ 3 (n = 8989) 1.37 1.27, 1.48 1.31 1.24, 1.39

P for trend < .001 < .001

Frequency of ETS exposure

Never (n = 20 233) 1.0 1.00

Less than once per month (n=21201) 1.33 1.22, 1.44 1.27 1.20, 1.35

Once per month (n = 11 582) 1.48 1.35, 1.62 1.47 1.37, 1.57

2–4 times per month (n = 15 047) 1.62 1.49, 1.76 1.61 1.52, 1.72

Every day (n = 47 453) 1.72 1.60, 1.84 1.86 1.76, 1.96

P for trend < .001 < .001

Note. All models are adjusted for gender, race, use of gas stove, parental asthma history, allergy status, socioeconomic status,
and other competing sources of tobacco smoke exposure. Numbers in parentheses next to exposure variables indicate the
number of respondents with that exposure status. Numbers in parentheses beneath symptoms indicate the number of
respondents with that symptom. OR = odds ratio; CI = confidence interval; ETS = environmental tobacco smoke.
aAny wheezing symptoms in past 12 months, without an asthma diagnosis.

breathing outcomes and tobacco smoke expo-
sure did not vary significantly when stratified by
any of these variables, and the pattern of in-
creasing odds with increased tobacco smoke ex-
posure persisted in all stratified analyses.

Attributable Cases and Cost
The NCSAS data used in this study are rep-

resentative of the entire cohort of North Car-
olina seventh- and eighth-grade students, and
thus state prevalence estimates can be de-
rived. Combining these statewide estimates
with the relative risks from Table 3 (calcula-
tions not shown) allowed estimation of the

number of attributable cases of active diag-
nosed asthma due to the exposures examined
(Table 4). In calculating this estimate, children
who were exposed to ETS and who also ac-
tively smoked were included only in the active
smoking group. Statewide, there are an esti-
mated 2659 cases of asthma attributable to
ETS and 198 cases attributable to current
childhood cigarette smoking in the age group
examined here, representing 15% of overall
active asthma cases among the state’s seventh
and eighth graders.

The annual Medicaid cost of treating a single
case of active asthma in North Carolina in the

10- to 14-year age group is estimated to be
$471 (in 2001 dollars).21 Since this estimate
considers only physician-diagnosed asthma,
only costs attributable to excess cases of active
physician-diagnosed asthma can be calculated
(Table 4). Approximately $1.34 million is spent
each year to provide care associated with these
excess cases of active asthma among seventh
and eighth graders in North Carolina.

DISCUSSION

In this cross-sectional study of North Car-
olina schoolchildren, both childhood ciga-
rette smoking and ETS exposure were signif-
icantly associated with active physician-
diagnosed asthma and wheezing in the pre-
vious 12 months. Our results also showed a
dose–response effect wherein significantly
higher associations were observed at higher
levels of tobacco exposure. Dose–response as-
sociations were seen across all tobacco expo-
sure categories for both of the breathing out-
comes measured, and these associations
persisted in all stratified analyses. Our results
are consistent with and supplement previous
findings indicating that both cigarette smoking
and ETS are risk factors for active diagnosed
asthma and wheezing.4,5,9,13,14

To our knowledge, no previous studies
have described the association between active
physician-diagnosed asthma and childhood cig-
arette smoking in a cross section of US adoles-
cents. In some longitudinal studies following
children into adulthood, it has been reported
that active smoking is associated, in a dose-
dependent fashion, with newly incident adult-
onset wheezing and physician-diagnosed
asthma.28,29 However, rather than active ciga-
rette smoking, most studies of children tend to
concentrate on ETS exposure in the home.

A notable feature of our analysis of the
NCSAS data was a strong and increasing associ-
ation between number of cigarettes smoked per
day by the child and reports of active physician-
diagnosed asthma, independent of ETS expo-
sure. At low levels of smoking, this association
failed to reach significance; at levels of 2 or
more cigarettes per day, however, the associa-
tion was significant. This association may be ex-
plained by the exacerbation of already-preva-
lent wheezing in a susceptible individual to the
point at which it crosses the threshold for diag-
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TABLE 4—Excess Cases of Active Physician-Diagnosed Asthma and Excess Costs Among
North Carolina Seventh and Eighth Graders Attributable to Various Sources of Tobacco
Smoke Exposure

Exposure Attributable Excess Cases,a No. (%) Attributable Excess Annual Costs,b $

Exposure to ETSc 2659 (14) 1 252 389

Current cigarette smokingd 198 (1) 93 258

Total 2857 (15) 1 345 647

Note. Per case Medicaid costs represent costs involved in treating a case of physician-diagnosed asthma.
ETS = environmental tobacco smoke.
aAttributable cases calculated from estimated odds ratios in Table 3.
bAttributable costs based on per case annual cost of $471 (2001 dollars).
cExposure to ETS at least 1 day per month.
dCurrent cigarette smokers who were also exposed to ETS at least 1 day per month (89.2% of current smokers also exposed
to ETS) were included in current smokers group only.

nosis by a physician, thus converting a child
who experiences wheezing to a child with ac-
tive diagnosed asthma.

Active smoking also may prevent previously
diagnosed asthma cases from entering into re-
mission. Alternatively, the presence of this life-
style risk factor may lead to a diagnostic bias in
favor of asthma. In addition, childhood ciga-
rette smoking may, in a small subset of chil-
dren, actually cause de novo cases of asthma
that would otherwise not have occurred. No in-
formation was available as to age of diagnosis
among the children in our study, but a later di-
agnosis, after initiation of smoking, would be
consistent with this claim.

In our analysis, the associations between
asthma symptoms and passive tobacco expo-
sure were stronger than the associations be-
tween asthma symptoms and active tobacco
exposure. Biologically, the reason may be that
those children who are exposed to ETS at
home have probably endured more long-term
tobacco smoke exposure than those children
who actively smoke. This increased exposure
over time—especially at younger ages, when
children are more susceptible to ETS—may ac-
count for these differences. In addition, the
“healthy smoker effect,” wherein symptomatic
children exposed to ETS self-selectively avoid
active exposure, may account for these results.

The dose–response relationship between to-
bacco smoke exposure and asthmatic symp-
toms observed in our analysis is consistent with
the results of most previous studies.15,30,31 In
the NCSAS data, reports of both of the breath-
ing outcomes assessed showed a statistically
significant association with tobacco smoke ex-

posure that increased with increasing exposure.
These effects were stronger at lower exposure
levels, indicating that children at low exposure
levels are at the highest incremental risk (classi-
fying children at low levels of exposure as ex-
periencing no exposure will result in underesti-
mates of the overall effects of tobacco smoke).

Importantly, the associations just described
achieved significance even at very low levels of
exposure. This demonstrates that, in the present
study population, smoking more than 1 ciga-
rette per day or being exposed to ETS only 1
day per month was significantly associated with
reporting active asthmatic symptoms. The pub-
lic health implications are manifold. Not only
does there appear to be an increased risk for
asthmatic symptoms as exposure to tobacco in-
creases, but also there is no safe limit of tobacco
smoke exposure in children. Even at low levels
of exposure, children may be at increased risk.

A limitation of this study was its dependence
on child self-reports for both the predictor and
outcome variables. The validity of child report-
ing has not been as well studied as the validity
of parental reporting. Studies do suggest, how-
ever, that adolescents are able to understand
and validly report health complaints.32 Self-
reports of cigarette use in this study were prob-
ably slightly inaccurate as a result of underre-
porting,33 which would tend to underpredict
the association with asthma. However, our data
correlate well with a 1999 statewide youth to-
bacco survey estimating that 15% of middle
school students smoke cigarettes, and 48.8%
live with someone who smokes.34 These state-
wide estimates are slightly above national
youth tobacco survey results, which estimate

that 11% of middle school students smoke cig-
arettes and that 37% live with someone who
smokes.35 Furthermore, our statewide estimates
of asthma symptoms and ETS exposure are
comparable to those seen in other ISAAC stud-
ies conducted among US schoolchildren.16,36,37

Previous studies have shown that the associ-
ation between ETS exposure and asthmatic
symptoms diminishes as children grow older,
often becoming smaller and less precise in
school-aged children.12 Analysis of the NCSAS
data demonstrates that significant associations
still exist in this cross section of middle school
students. While it is probably true that public
health measures are most effective if they work
to limit ETS exposure among the youngest
children—those at greatest risk5,38—our results
indicate that these measures must be main-
tained throughout childhood.

Through a calculation of attributable cases,
we estimate that, in the absence of both child-
hood cigarette smoking and ETS exposure, there
would be approximately 15% fewer seventh and
eighth graders statewide with active physician-
diagnosed asthma. Using Medicaid annual cost
estimates, we estimated that $1.34 million ex-
cess health care dollars are being spent annually
in the state to provide care associated with these
excess cases. In similar analyses (calculations not
shown), we estimated that more than 23% of
cases of wheezing in North Carolina middle
school children are attributable to ETS exposure
and childhood cigarette smoking. Because of the
likelihood that some of these cases of wheezing
are undiagnosed cases of asthma, we probably
underestimated the true burden of tobacco
smoke. While the economic impact of these ex-
cess cases of wheezing may be elusive, there are
clearly considerable direct and indirect costs for
the families involved.

Extending our estimates of excess cases and
costs to all children in the state should be a
major state public health initiative in the future.
The estimates derived for our study population
cannot simply be extended to all children, in that
many studies have demonstrated that associa-
tions between tobacco smoke and asthmatic
symptoms vary significantly by age.5,12 However,
the association between ETS and asthmatic
symptoms is usually stronger among children at
younger ages,12 so attributable cases of asthma
due to ETS exposure among such children
would probably constitute a higher proportion of
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overall cases than seen in our study population.
Similar studies conducted among all children in
North Carolina would allow prediction of age-
specific excess cases and costs and would help
focus public health initiatives where they may
yield the most significant improvements.

CONCLUSIONS

From a public health standpoint, given the
total morbidity burden of asthma among chil-
dren, concerted smoking prevention and cessa-
tion strategies aimed at parents, women of
childbearing age, and children are vital. Not
only do sources of ETS have to be reduced, but
prevention of cigarette smoking by children
must be targeted as well. Health professionals,
public health experts, parents, and children
must understand that any exposure to tobacco
smoke should be considered a risk factor for
asthmatic symptoms. Tobacco control efforts
that promote maintenance of a smoke-free life-
style among children of all ages must continue
to be implemented and improved.
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