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Abstract
Background: Carbon monoxide (CO) is one of the primary components of emissions from light-duty vehicles,
and reportedly comprises 77% of all pollutants emitted in terms of concentration. Exposure to CO aggravates
cardiovascular disease and causes other health disorders. The study was aimed to assess the negative effects by
injecting different amounts of CO concentration directly to human volunteers boarding in the car.
Methods: Human volunteers were exposed to CO concentrations of 0, 33.2, and 72.4 ppm, respectively during the
first test and 0, 30.3, and 48.8 ppm respectively during the second test while seated in the car. The volunteers were
exposed to each concentration for approximately 45 min. After exposure, blood pressure measurement, blood
collection (carboxyhemoglobin [COHb] analysis), medical interview, echocardiography test, and cognitive reaction
test were performed.
Result: In patients who were exposed to a mean concentration of CO for 72.4 ± 1.4 ppm during the first exposure
test and 48.8 ± 3.7 ppm during the second exposure test, the COHb level exceeded 2%. Moreover, the diastolic
blood pressure was decreased while increasing in CO concentration after exposure. The medical interview findings
showed that the degree of fatigue was increased and the degree of concentration was reduced when the exposed
concentration of CO was increased.
Conclusion: Although the study had a limited sample size, we found that even a low concentration of CO flowing
into a car could have a negative influence on human health, such as change of blood pressure and degree of fatigue.
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Background
There has been a marked increase in the volume of road
traffic worldwide over the last 20 years; accordingly, the
long-term exposure of people to the pollutants emitted
from these vehicles has had a negative effect on health
[1–4]. In particular, traffic congestion as a result of an
increase in traffic volume is recognized as a cause of
serious health problems in humans [5]. Among the
sources of pollution in cities, pollutants emitted by the
car have been identified as a major cause of air pollution.
The major components of such emissions include
* Correspondence: envlim@yuhs.ac
2
The Institute for Environmental Research, Yonsei University College of
Medicine, 50 Yonsei-ro, Seodaemun-gu, Seoul, Korea
Full list of author information is available at the end of the article

carbon monoxide (CO), carbon dioxide, volatile organic
compounds, nitrogen oxides, particulate matter, and the
others [6–9]. CO is the primary component of emissions
from light-duty vehicles, and comprises approximately
77% of all pollutants emitted in terms of concentration
[10, 11]. Pollutants such as CO and particulate matter
emitted into the air may also flow into the car; in
addition, pedestrians are also exposed to such pollutants
[12]. People who drive behind buses and trucks are at a
risk of increased exposure of high CO concentrations
generated through incomplete combustion in engines. In
particular, the concentration of pollutants inside of the
car is reportedly more than 3 times that outside of the
car, based on the status of the car window and the mode
of air circulation in the vehicle [13]. Several studies have
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examined the concentration of CO flowing into the car,
as noted in Table 1 [13–21].
CO has an affinity to hemoglobin that is 240 times
higher than that of oxygen; hence, carboxyhemoglobin
(COHb) is generated through the combination of these
components and causes serious health problems [22, 23].
Exposure to CO can cause headache, dizziness, nausea,
emotional liability, confusion, and impaired judgment
[24, 25]. Moreover, exposure to CO for a long duration
can increase mortality, aggravate cardiovascular disease,
and cause other health problems [26–28]. Although
only a few studies have assessed the impact of low
levels of CO exposure on health, the results have reported on its relationship with cardiovascular disease
[29–33]. Furthermore, CO is reported as a neurotoxic
substance that can affect cognitive function [34, 35];
hence, the management of CO while driving is vital.
Therefore, analysis of the impact between health and
exposure of CO, not exposure of complex pollutants,
should be necessary. As the number of people who
drive has been consistently increasing in recent years,
there is a need for relevant policy regarding the management of CO inflow to the inside of the car. The
World Health Organization (WHO) recommends that
the limit for CO exposure should be 80 ppm for 15 min
and 30 ppm for 60 min. Moreover, the California Environmental Protection Agency has recommended a limit
of 20 ppm for 60 min [36, 37]. The guideline is based
on the modeling using the Coburn-Forster-Kane equation and not supported with experimental evidence.
The CFK equation was developed by Coburn and his
colleagues for the study of the endogenous production
of CO. It has been widely adopted to predict the COHb
levels in human exposure to CO. The COHb values determined generally agree well with the theoretical
values predicted using the CFK equation [38]. In the
present study, we assessed the health effects of exposure to different concentrations of CO on human volunteers inside a car.
Table 1 Comparison of carbon monoxide levels in a vehicle
cabin, as measured by other studies
Study location

CO level, ppm (range)

Type of vehicle

Source

Paris, France

3.8

Taxi

[14]

Guangzhou, China

28.7 (10.5-46.1)

Taxi (A/C)

[15]

Athens, Greece

21.4 (14.6-40.0)

Private car

[16]

London, UK

1.3 (0–2.5)

Private car

[17]

Beirut, Lebanon

20.0 (0–120.5)

Private car

[13]

Hanoi, Vietnam

18.5

Private car

[18]

Beirut, Lebanon

30.8 (20.4-43.2)

Private car

[19]

Jakarta, Indonesia

22.0

Private car

[20]

Tel Aviv, Israel

11.6 (5.9-27.2)

Private car

[21]
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Methods
Study design and ethical approval

We evaluated the effects of CO exposure in 29 adults
residing in Seoul, South Korea. Every participant agreed
to take part in the study prior to enrollment and listened
the explanation of the possible harmful effects of CO exposure and the benefits of participating in the research.
This study was approved by the institutional review
board of Yonsei University Medical Center.
Study participants

We recruited participants through an informative poster
on the notice board, which detailed the study protocol
(including CO measurement and analysis and the assessment of the change in health). Among the 54 participants who agreed to participate, 25 were excluded as
they were smokers, had some disorder of respiratory system and/or cardiovascular system, and had occupations
that led to a considerable duration being spent in traffic.
Thus, 29 participants were finally included in the research. The 23 participants were included in the first test
from February 2014 to April 2014, whereas 20 participants were included in the second test from September
2015 to October 2015; 14 participants participated in
both the first and second tests. As the concentrations of
CO exposure were changed in the first and second tests,
we intended to examine the same participants; however,
as some participants from the first test did not wish to
join in the second test, we recruited additional participants for the second test.
Study visit

All participants visited to the Korea Automobile Testing
and Researching Institute (KATRI), and a technician accompanied 2 participants to the test center daily. As the
KATRI has a chassis dynamometer that enables an analysis of exhaust gas emission levels, the institute serves
as a test center, due to the availability of equipment that
simulates the accelerator and brake, similar to those in
an actual car.
Exposure monitoring

The car used for the tests was manufactured by Renault
Samsung (SM5 TCE model; I4 1.6 GDI, gasoline). To
measure the CO concentration inside the car, 4 CO
measuring instruments (Testo 350 k, Testo AG) were installed on the front and rear seats; the CO levels were
measured every second. CO was injected into the car via
a tube. This tube was installed near the rear seat and the
injected concentration was controlled by using a flow
meter. During the first test in 2014, targeted CO concentrations of 0, 30, and 70 ppm were injected, but for the
second test in 2015, targeted CO concentrations of 0,
30, and 50 ppm were injected.

Lee et al. Environmental Health and Preventive Medicine (2017) 22:34

The WHO guidelines suggest that the limit for CO exposure in blood should be a COHb level of 2% [37].
Hence, a 30 ppm concentration of CO was chosen for
exposure for 1 h, based on this guideline. Moreover, a
concentration of 70 ppm was chosen, rather a level of
80 ppm, consistent with the standard exposure limits recommended by the WHO for 15 min. During the first test,
the COHb did not exceed 2% when exposure to 30 ppm
of CO was adopted for 45 min. Hence, we examined the
CO exposure level at which the COHb level reaches 2%
and determined that a value of 50 ppm would be suitable.
Accordingly, during the second test, CO exposure concentrations of 0, 30, and 50 ppm were used.
The vehicle was fixed on a chassis dynamometer, as
illustrated in Fig. 1. The participant sat in the driver’s
seat and participated in a 45-min test (over a distance of
19 km); the participant controlled the car by using an
accelerator and brake in accordance with the LA-4 mode
(town drive, CVS fuel efficiency). A test for exhaust gas
and mileage in an automotive dynamo test is commonly
performed for 45 min. The test is carried out in driving
mode and designed to simulate a driving condition in
the urban area. During the test, spO2 (MD300C11, B.
Choice Electronic Co., Ltd) was measured to obtain
information regarding oxygen saturation and pulse rate
to confirm the presence of a disorder.
Outcome measures

The test was performed on every two participants on a
day. The participants visited to the KATRI, and they
were educated by a technician in the method of operating car, blood collection, blood pressure measurement,
medical interview, cognitive reaction tests, and echocardiography (ECG) tests. During the test, only 1 participant sat in the driver’s seat and was exposed 3 times
with 3 different concentrations of CO for 45 min. To
ensure that participants did not notice the exposure level
to CO, a small amount of oxygen was also injected
during the 0 ppm exposure stage. After they were
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exposed to each concentration of CO, the participants
were transferred to another room for medical examinations such as blood pressure measurement, blood collection, medical interviews, ECG test, and cognitive reaction
tests in that order.
During the medical interview, the doctor asked the patients about fatigue, drowsiness, headache, decreased concentration, and other symptoms. The cognitive reaction
test used was the Korean Computerized Neuro-behavior
Test (KCN test, Maxmedica Inc.), which analyzed the
change in the nerve behavior response after exposure to
CO. Blood collection was performed to evaluate the blood
COHb levels. A total of 5 mL of blood was collected in
tubes (Vacutainder; SD Biosciences) containing Ethylene
Diamine Tetracetic Acid, and was stored in a dark place at
4 °C. The COHb levels were determined using a blood
gases analyzer (Radiometer ABL800 flex). After the examinations following exposure at each concentration, the participants were given a 1-h break to prepare for next test;
the participants were requested to wear a medical respirator (SCA 900, Sancheong Co., Ltd.) during the break.
The one-way Analysis of Variance (ANOVA) were
used to evaluate the difference in CO levels in the car,
and the changes of COHb levels and blood pressure
were evaluated using Wilcoxon’s signed-rank test. The
changes in results recorded during the medical interview
in participants who participated in the first and second
tests were analyzed using the Friedman test and
Wilcoxon test as post-hoc analysis. Data was analyzed
using SPSS (SPSS Inc. Chicago, IL, USA, version 20).

Results
Participant characteristics

Of the 54 participants who agreed to participate, we excluded smokers and those with respiratory system and
cardiovascular system disorders (and hence could not
perform the test); thus, we targeted healthy adults.
Finally, 29 participants were enrolled (15 men and 14
women). The average participant age was 40 years. To
confirm that the participants were healthy prior to the
study, a medical examination was conducted for 2 weeks
before the tests. The participant’s characteristics are
listed in Table 2. 23 participants were involved in the
first test and 20 were involved in the second test; 14
participants were involved in both tests.
CO exposure in the vehicle

Fig. 1 The test site and the car used for the carbon monoxide
exposure test

To confirm the exposure concentration of CO, 4 measuring instruments were placed at the front and rear sides
of the car. During each measurement, the instruments
indicated that the levels were maintained consistently
throughout the car. With regard to exposure concentrations of 0, 30, and 70 ppm, the instruments indicated
mean values of 0.0, 33.2, and 72.4 ppm, respectively.
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Table 2 The health status of participants, as confirmed through medical examinations prior to exposure to carbon monoxide
Participants of first test

Age (Year)

Participants of second test

Men
(n = 13)

Women
(n = 10)

Total
(n = 23)

Men
(n = 10)

Women
(n = 10)

Total
(n = 20)

42.2 ± 12.6

39.0 ± 12.9

40.8 ± 12.6

38.5 ± 13.3

40.4 ± 10.8

39.5 ± 11.8

BMI (kg m-2)

24.4 ± 3.6

22.5 ± 2.4

23.6 ± 3.2

24.1 ± 3.7

22.7 ± 2.9

23.4 ± 3.4

Systolic blood pressure (mmHg)

123.2 ± 13.6

118.7 ± 9.0

121.3 ± 11.8

125.3 ± 13.4

121.3 ± 13.3

123.3 ± 13.2

Diastolic blood pressure (mmHg)

76.8 ± 11.0

73.9 ± 7.6

75.6 ± 9.6

75.6 ± 9.8

70.8 ± 8.2

73.2 ± 9.2

Red blood cell (109 cells/L)

4.7 ± 0.4

4.3 ± 0.2

4.5 ± 0.3

5.0 ± 0.3

4.5 ± 0.2

4.8 ± 0.4

White blood cell (10 cells/L)

6.2 ± 1.1

6.5 ± 1.6

6.4 ± 1.3

6.1 ± 1.0

6.5 ± 1.8

6.3 ± 1.4

Platelets (109 cells/L)

242.6 ± 48.9

272.4 ± 47.4

255.6 ± 49.5

250.0 ± 60.1

282.2 ± 55.5

266.1 ± 58.7

9

High sensitive C-reactive protein (mg/L)

1.7 ± 3.4

0.6 ± 0.4

1.2 ± 2.6

0.7 ± 0.4

1.0 ± 0.8

0.9 ± 0.7

Total cholesterol (mg/dL)

178.5 ± 33.4

193.2 ± 38.7

184.9 ± 35.7

191.6 ± 33.4

203.9 ± 47.1

197.8 ± 40.3

High density lipoprotein cholesterol (mg/dL)

51.8 ± 10.3

59.8 ± 11.7

55.3 ± 11.4

58.1 ± 10.4

59.0 ± 8.6

58.6 ± 9.3

Moreover, with regard to exposure concentrations of 0,
30, and 50 ppm, the instruments indicated mean values
of 0.2, 30.2, and 48.8 ppm, respectively, Table 3.
In order to ensure that the participants were not aware
of the exposure concentration level, clean air (placebo)
was injected instead of standard gas during the 0 ppm
exposure stage. During the exposure period, the participants mimicked actual driving situations by manipulating the accelerator and brake in the car. In terms of
safety, spO2 monitoring did not show any changes
during the test.
Comparison of COHb levels after CO exposure

COHb level analysis after the exposure test indicated
that the increase in CO led to significant increases in
blood COHb levels; during exposure to 70 ppm of CO
for approximately 45 min, this value increased beyond
2%. In comparison with the 0 ppm CO exposure stage,
the difference in the change in COHb level was significant in the other CO concentrations, Table 4.
Blood pressure changes after CO exposure

CO exposure is highly correlated with cardiovascular
system disease. In the present study, a change in blood
Table 3 Results of carbon monoxide measurement during the
first and second exposure tests
Measured CO concentration,
ppm (Mean ± S.D)

P value

0

0.0 ± 0.1

<0.001

30

33.2 ± 1.9

70

72.4 ± 1.4

Targeted concentration
of CO (ppm)
First test

Second test

0

0.2 ± 0.3

30

30.2 ± 3.5

50

48.8 ± 3.7

<0.001

Data were expressed as means with standard deviation. The one-way Analysis of
Variance (ANOVA) was used to compare CO means measured in the first and
second tests

pressure was confirmed in accordance with changes in
exposure concentration, Table 5. Analyses in the first
and second tests indicated that an increase in CO concentration tended to reduce both systolic blood pressure
and diastolic blood pressure. No significant difference
was noted for systolic blood pressure. However, the participants who were exposed to CO concentrations of
72.4 ppm and 48.4 ppm exhibited significant differences
in diastolic blood pressure as compared to those exposed
to 0 ppm of CO. When the blood pressure changes were
analyzed according to age in the second test, participants
aged >40 years showed a significant decrease in diastolic
blood pressure.

Medical interview findings

After the first tests, medical interviews along with blood
collection and blood pressure measurement were performed. The results of the medical interviews are listed
in Fig. 2. During the interview, the examiner inquired
about the occurrence of headache, drowsiness, decreased
concentration, nausea, and fatigue. A difference in concentration ability was observed after the tests. In particular, exposure to 30 ppm and 70 ppm caused increased
drowsiness, failure in focusing, and fatigue as compared
to exposure to 0 ppm.

Change in COHb levels of participants in the first and
second tests

A total of 14 participants participated in both the first
and second tests. The concentration of CO exposure differed in the first (70 ppm) and second tests (50 ppm).
The COHb changes according to CO exposure of 14
participants were in Table 6. The COHb levels were also
found to significantly increase with an increase in the
level of CO exposure.
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Table 4 Carboxyhemoglobin levels of participants after the first and second tests
COHb levels in the first test (n = 23)

COHb levels in second test (n = 20)

33.2 ppm in comparison
with 0 ppm

30.2 ppm in comparison
with 0 ppm

0 ppm
COHb (%)

1.2
0.9-1.5

33.2 ppm
1.6
1.4-2.1

72.4 ppm in comparison
with 0 ppm
Delta
*

0.4
0.1-0.9

0 ppm
1.2
0.9-1.5

72.4 ppm
2.4
2.2-2.7

Delta
*

1.2
1.1-1.5

0 ppm
1.2
1.0-1.4

30.2 ppm
1.6
1.4-1.7

48.8 ppm in comparison
with 0 ppm
Delta
*

0.4
0.2-0.6

0 ppm

48.8 ppm

Delta

1.2
1.0-1.4

2.3
2.0-2.4

1.0*
0.9-1.2

Data were expressed as medians with inter-quartile range. Wilcoxon’s Signed-Rank test was used for evaluation of differences between delta changes. P values of
< 0.05 were considered significant. *P < 0.05

Discussion
In the present study, we found that as the concentration
of CO exposure increases, the blood COHb levels also
significantly increase. Analysis of COHb levels after exposure with 70 ppm in the first test and 50 ppm in the
second test indicated increases in COHb levels to >2%.
A COHb level of 2% is the main guideline for indoor air
quality, as recommended by the WHO; COHb elevations
to >2% can cause ST-segment changes and decreased
time to angina [37]. In an analysis according to gender
and age, COHb levels were found to increase to >2%
under exposure to >50 ppm of CO for 45 min. Individuals sensitive to such changes, including pregnant
women and children, as well as healthy adults, also use
the car. Hence, the pollutants flowing in from outside,
such as CO, should be managed [39, 40].
When the change in blood pressure values according
to the CO exposure concentration was analyzed, we
found that the blood pressure decreased in accordance
with an increase in CO concentration. In particular,
there was a significant decrease in diastolic blood pressure. Several studies have examined the relationship
between CO and blood pressure, and some state that
blood pressure increases with an increase in CO concentration [41, 42]. However, several studies also report on
the occurrence of a decrease in blood pressure with an
increase CO exposure concentration [43–46]. Hence, it
is difficult to confirm this relationship [47, 48]. Nevertheless, the vasodilatory ability of CO and animal experimental results support the finding that exposure to CO
can decrease blood pressure [49, 50]. In previous studies

(S.A. Bainbridge et al., 2002), the single effect was
diastolic blood pressure drop, which is consistent with
our results. CO is associated with vasodilation and
hypotension. The vasorelaxant properties of CO interacts with the soluble guanylyl cyclase (sGC) and, essentially, sGC induces vascular relaxation, decreasing
blood pressure drop [51].
In the present study, the car was placed indoors, which
enabled us to control the exterior environment through
the injection of CO only as an emission component.
Hence, we can conclude that the COHb increased
beyond 2% and blood pressure decreased as a result of
exposure to CO inside the car. In the analysis of blood
pressure, only the decrease in diastolic blood pressure
was significant, whereas the systolic blood pressure
showed a non-significant decrease in accordance with
increasing levels of CO. Although the small sample size
is a limitation of the study, we confirmed the same tendency after analysis according to age and gender. Hence,
the analysis of health status following exposure to a single component (CO) is a salient feature of the study.
The novelty of our study can be found in the experimental design where the influence of CO exposure on health
was determined in human subjects without using a theoretical modeling (Coburn-Forster-Kane equation). CO
exposure has a mild influence on the human body; the
effects include increased headaches and fatigue [52].
Hence, the subjects underwent medical interviews conducted by a physician in our study. The increase in CO
concentration was associated with increased drowsiness,
decreased concentration, and increased fatigue [35]. We

Table 5 Blood pressure results of participants after the first and second tests
Blood pressure after the first test (n = 23)

Blood pressure after the second test (n = 20)

33.2 ppm in comparison
with 0 ppm

30.2 ppm in comparison
with 0 ppm

72.4 ppm in comparison
with 0 ppm

48.8 ppm in comparison
with 0 ppm

0 ppm

33.2 ppm

Delta

0 ppm

72.4 ppm

Delta

0 ppm

30.2 ppm

Delta

0 ppm

48.8 ppm

Delta

Systolic pressure
(mmHg)

137.0
127.5-144.5

133.0
124.5-145.0

−2.0
−8.5-7.5

137.0
127.5-144.5

132.0
124–139.5

−5.0
−12.5-2.5

121.5
116.5-128.8

116.5
114.75-139.5

−5.0
−9.0-3.5

121.5
116.5-128.8

120.5
113.8-133.0

−3.0
−12.5-3.5

Diastolic pressure
(mmHg)

86.0
78.0-90.0

80.0
74.5-85.0

−2.0
−8.5-2.0

86.0
78.0-90.0

81.0
71.5-86.5

−6.0*
−8.0- –1.0

74.5
64.5-85.0

70.0
63.8-79.3

−3.0
−5.5-1.5

74.5
64.5-85.0

71.0
60.8-77.3

−5.0*
−7.0- –2.5

Data were expressed as medians with inter-quartile range. Wilcoxon’s Signed-Rank test was used for evaluation of differences between delta changes. P values of < 0.05 were
considered significant. *P < 0.05
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Fig. 2 The results of a medical interview of participants after exposure depending on the concentration of carbon monoxide. Friedman test and
Wilcoxon test as a post hoc analysis performed to analyze the difference among participants reporting symptoms after exposure to carbon
monoxide. Data were considered significant at *P < 0.05

also conducted a computerized neuro-behavior test and
ECG test, but the findings were not significant.
Limitations

The present study has certain limitations. First, the subjects were exposed to three different exposure concentrations within a single day. The exposure concentrations
used for the first test were 0, 30, and 70 ppm and those
used for the second test were 0, 30, and 50 ppm, in that
order. Although such an exposure pattern is a major limitation, the subjects were given a break of approximately
1 h after blood collection, blood pressure measurement,
and medical interviews, which facilitated the removal of
CO from the blood prior to the next exposure. Moreover,
during the break, subjects were asked to wear a medical
oxygen mask. The time required for the elimination of

Table 6 COHb levels of the participants who underwent the
first and second tests
Targeted concentration
of CO (ppm)

First test,
% (n)

Second test,
% (n)

Total, % (n)

P value

0

1.3 (14)
1.0-1.5

1.1 (14)
1.0-1.4

1.2 (28)
1.0-1.4

<0.001

30

1.8 (14)
1.4-2.2

1.5 (14)
1.4-1.6

1.7 (28)
1.4-1.9

50

-

2.2 (14)
2.0-2.4

2.2 (14)
2.0-2.4

70

2.5 (14)
2.3-2.8

-

2.5 (14)
2.3-2.8

Wilcoxon’s signed-rank test was used to analyze the COHb levels of the
participants who underwent the first and second tests

CO from the blood is approximately 80 min with 100%
oxygen and 30 min with high-pressure oxygen [53–55]. It
was difficult to overcome such limitations in the present
study. In addition, repeated testing could have increased
fatigue and decreased the concentration level, which could
have influenced the findings of the medical interview.
However, the subjects were not aware of the exposure
concentrations and were informed before the tests that
the order of exposure would be random. Another limitation of the study is the examination of COHb levels in
subjects who underwent both tests, despite the difference
in the first and second tests. However, in the present
study, the difference in the trend of results between the
first and second test was not sufficiently significant to influence the interpretation of the overall results. Third, in
our study, we only assessed the changes of health status in
relation to CO exposure in a small number of subjects.
However, we only included subjects who were not
smokers and those who did not have any cardiovascular
or respiratory system disease. Furthermore we only
assessed the effects of exposure of a single element (CO)
on the human body, while controlling the level of
exposure.

Conclusions
In conclusion, we examined the change in health status
with exposure to CO, and confirmed that COHb levels
increased with an increment in CO exposure; the COHb
level exceeded beyond 2% when the subject was exposed
to 50 ppm of CO for 45 min. Moreover, as the CO exposure concentration was increased, the blood pressure
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decreased; in particular diastolic blood pressure showed
a significant decrease. An increase in CO exposure was
also found to lead to an increase in fatigue and decrease
in concentration levels, as determined via a medical
interview. Hence, exposure to low levels of CO that
flows inside a car was assessed to determine its negative
impact on health, such as cardiac dysfunction.

Page 7 of 8

6.
7.

8.
9.

Abbreviations
ANOVA: Analysis of variance; CO: Carbon monoxide;
COHb: Carboxyhemoglobin; ECG: Echocardiography; KATRI: Korea
Automobile Testing and Researching Institute; KCN test: Korean
computerized neuro-behavior test; WHO: World Health Organization

10.
11.

Acknowledgments
This work was carried out with the support of “Project No. 20150512131” of
Ministry of Land, Infrastructure and Transport, Republic of Korea.

12.

Funding
The Authors received no financial support for the research, authorship, and/
or publication of this article.

13.

Availability of data and materials
Please contact author for data requests.

14.
15.

Authors’ contributions
All authors contributed equally in the preparation of this manuscript. All authors
read and approved the final manuscript.
16.
Competing interests
The authors declare that they have no competing interests.

17.

Consent for publication
Not applicable.

18.

Ethics approval and consent to participate
All procedures performed in studies involving human participants were in
accordance with the ethical standards of the institutional review board of
Yonsei University Medical Center.
Author details
1
Department of Public Health, Graduate School, Yonsei University, 50
Yonsei-ro, Seodaemun-gu, Seoul, Korea. 2The Institute for Environmental
Research, Yonsei University College of Medicine, 50 Yonsei-ro,
Seodaemun-gu, Seoul, Korea. 3Graduate School of Public Health, Yonsei
University, 50 Yonsei-ro, Seodaemun-gu, Seoul, Korea. 4Department of
Preventive Medicine, Yonsei University College of Medicine, 50 Yonsei-ro,
Seodaemun-gu, Seoul, Korea. 5Department of Occupational and
Environmental Medicine, Gachon University Gil Medical Center, Incheon,
Korea. 6Korea Automobile Testing & Research Institute, 200 Samjon-ro,
Songsan-myun, Hwaseong-si, Gyeonggi-do, Korea.
Received: 26 September 2016 Accepted: 9 February 2017

19.
20.

21.

22.
23.

24.

25.
26.

References
1. Gasana J, Dillikar D, Mendy A, Forno E, Ramos VE. Motor vehicle air pollution
and asthma in children: a meta-analysis. Environ Res. 2012;117:36–45.
2. Gauderman WJ, Vora H, McConnell R, Berhane K, Gilliland F, Thomas D,
Lurmann F, Avol E, Kunzli N, Jerrett M, Peters J. Effect of exposure to traffic
on lung development from 10 to 18 years of age: a cohort study. Lancet.
2007;369(9561):571–7.
3. Health Effects Institute. Traffic related Air pollution: a critical review of the
literature on emissions, exposure, and health effects. 2010.
4. Samet JM, Dominici F, Curriero FC, Coursac I, Zeger SL. Fine particulate air
pollution and mortality in 20 U.S. cities, 1987–1994. N Engl J Med. 2000;
343(24):1742–9.
5. Levy JI, Buonocore JJ, von Stackelberg K. Evaluation of the public health impacts
of traffic congestion: a health risk assessment. Environ Health. 2010;9:65.

27.

28.

29.

Ying Q, Kleeman MJ. Source contributions to the regional distribution of
secondary particulate matter in California. Atmos Environ. 2006;40(4):736–52.
Zavala M, Herndon SC, Slott RS, Dunlea EJ, Marr LC, Shorter JH, Zahniser M,
Knighton WB, Rogers TM, Kolb CE, Molina LT, Molina MJ. Characterization of
on-road vehicle emissions in the Mexico City Metropolitan Area using a
mobile laboratory in chase and fleet average measurement modes during
the MCMA-2003 field campaign. Atmos Chem Phys. 2006;6(12):5129–42.
Zhang H, Ying Q. Contributions of local and regional sources of NOx to ozone
concentrations in Southeast Texas. Atmos Environ. 2011;45(17):2877–87.
Huang J, Deng F, Wu S, Zhao Y, Shima M, Guo B, Liu Q, Guo X. Acute
effects on pulmonary function in young healthy adults exposed to trafficrelated air pollution in semi-closed transport hub in Beijing. Environ Health
Prev Med. 2016;21(5):312–20.
Shafie-Pour M, Tavakoli A. On-road vehicle emissions forecast using IVE
simulation model. Int J Environ Res. 2013;7(2):367–76.
Wang H, Chen C, Huang C, Fu L. On-road vehicle emission inventory and its
uncertainty analysis for Shanghai, China. Sci Total Environ. 2008;398(1–3):60–7.
McCreanor J, Cullinan P, Nieuwenhuijsen MJ, Stewart-Evans J, Malliarou E,
Jarup L, Harrington R, Svartengren M, Han IK, Ohman-Strickland P, Chung
KF, Zhang J. Respiratory effects of exposure to diesel traffic in persons with
asthma. N Engl J Med. 2007;357(23):2348–58.
Abi Esber L, El-Fadel M, Nuwayhid I, Saliba N. The effect of different
ventilation modes on in-vehicle carbon monoxide exposure. Atmos Environ.
2007;41(17):3644–57.
Zagury E, Le Moullec Y, Momas I. Exposure of Paris taxi drivers to automobile
air pollutants within their vehicles. Occup Environ Med. 2000;57(6):406–10.
Chan LY, Lau WL, Zou SC, Cao ZX, Lai SC. Exposure level of carbon
monoxide and respirable suspended particulate in public transportation
modes while commuting in urban area of Guangzhou, China. Atmos
Environ. 2002;36(38):5831–40.
Duci A, Chaloulakou A, Spyrellis N. Exposure to carbon monoxide in the
Athens urban area during commuting. Sci Total Environ. 2003;309(1–3):47–58.
Kaur S, Nieuwenhuijsen M, Colvile R. Personal exposure of street canyon
intersection users to PM2.5, ultrafine particle counts and carbon monoxide
in Central London, UK. Atmos Environ. 2005;39(20):3629–41.
Saksena S, Quang TN, Nguyen T, Dang PN, Flachsbart P. Commuters’
exposure to particulate matter and carbon monoxide in Hanoi, Vietnam.
Transp Res Part D: Transp Environ. 2008;13(3):206–11.
Abi-Esber L, El-Fadel M. Determinants of in-vehicle exposure to trafficinduced emissions. Transportation Res Rec. 2012;2270:152–61.
Both AF, Westerdahl D, Fruin S, Haryanto B, Marshall JD. Exposure to carbon
monoxide, fine particle mass, and ultrafine particle number in Jakarta,
Indonesia: effect of commute mode. Sci Total Environ. 2013;443:965–72.
Potchter O, Oz M, Brenner S, Yaakov Y, Schnell I. Exposure of motorcycle,
car and bus commuters to carbon monoxide on a main road in the Tel
Aviv metropolitan area, Israel. Environ Monit Assess. 2014;186(12):8413–24.
Gorman D, Drewry A, Huang YL, Sames C. The clinical toxicology of carbon
monoxide. Toxicology. 2003;187(1):25–38.
Smithline HA, Ward KR, Chiulli DA, Blake HC, Rivers EP. Whole body oxygen
consumption and critical oxygen delivery in response to prolonged and
severe carbon monoxide poisoning. Resuscitation. 2003;56(1):97–104.
Ely EW, Moorehead B, Haponik EF. Warehouse workers’ headache:
emergency evaluation and management of 30 patients with carbon
monoxide poisoning. Am J Med. 1995;98(2):145–55.
Myers RA, Snyder SK, Emhoff TA. Subacute sequelae of carbon monoxide
poisoning. Ann Emerg Med. 1985;14(12):1163–7.
Min JY, Paek D, Cho SI, Min KB. Exposure to environmental carbon
monoxide may have a greater negative effect on cardiac autonomic
function in people with metabolic syndrome. Sci Total Environ. 2009;
407(17):4807–11.
Mott JA, Wolfe MI, Alverson CJ, Macdonald SC, Bailey CR, Ball LB, Moorman
JE, Somers JH, Mannino DM, Redd SC. National vehicle emissions policies
and practices and declining US carbon monoxide-related mortality. JAMA.
2002;288(8):988–95.
Samoli E, Touloumi G, Schwartz J, Anderson HR, Schindler C, Forsberg B,
Vigotti MA, Vonk J, Kosnik M, Skorkovsky J, Katsouyanni K. Short-term effects
of carbon monoxide on mortality: an analysis within the APHEA project.
Environ Health Perspect. 2007;115(11):1578–83.
Bell ML, Peng RD, Dominici F, Samet JM. Emergency hospital admissions for
cardiovascular diseases and ambient levels of carbon monoxide: results for 126
United States urban counties, 1999–2005. Circulation. 2009;120(11):949–55.

Lee et al. Environmental Health and Preventive Medicine (2017) 22:34

30. Chan CC, Chuang KJ, Chien LC, Chen WJ, Chang WT. Urban air pollution
and emergency admissions for cerebrovascular diseases in Taipei, Taiwan.
Eur Heart J. 2006;27(10):1238–44.
31. Shah AS, Lee KK, McAllister DA, Hunter A, Nair H, Whiteley W, Langrish JP,
Newby DE, Mills NL. Short term exposure to air pollution and stroke:
systematic review and meta-analysis. BMJ. 2015;350:h1295.
32. Yang CY, Chen YS, Yang CH, Ho SC. Relationship between ambient air
pollution and hospital admissions for cardiovascular diseases in kaohsiung,
taiwan. J Toxicol Environ Health A. 2004;67(6):483–93.
33. Yang WS, Wang X, Deng Q, Fan WY, Wang WY. An evidence-based
appraisal of global association between air pollution and risk of stroke.
Int J Cardiol. 2014;175(2):307–13.
34. Greingor JL, Tosi JM, Ruhlmann S, Aussedat M. Acute carbon monoxide
intoxication during pregnancy. One case report and review of the literature.
Emerg Med J. 2001;18(5):399–401.
35. Levy RJ. Carbon monoxide pollution and neurodevelopment: a public
health concern. Neurotoxicol Teratol. 2015;49:31–40.
36. California Air Resources Board. Indoor air pollution in California. 2005.
37. World Health Organization. WHO guidelines for indoor air quality: selected
pollutants. Copenhagen: WHO; 2010.
38. National Research Council. Combined exposures to hydrogen cyanide and
carbon monoxide in army operations. 2010.
39. Branco PT, Alvim-Ferraz MC, Martins FG, Sousa SI. The microenvironmental
modelling approach to assess children’s exposure to air pollution - a review.
Environ Res. 2014;135:317–32.
40. Muala A, Sehlstedt M, Bion A, Osterlund C, Bosson JA, Behndig AF, Pourazar
J, Bucht A, Boman C, Mudway IS, Langrish JP, Couderc S, Blomberg A,
Sandstrom T. Assessment of the capacity of vehicle cabin air inlet filters to
reduce diesel exhaust-induced symptoms in human volunteers. Environ
Health. 2014;13(1):16.
41. Leone A. Does smoking act as a friend or enemy of blood pressure? Let
release Pandora’s box. Cardiol Res Pract. 2011;2011:264894.
42. Quinn AK, Ae-Ngibise KA, Jack DW, Boamah EA, Enuameh Y, Mujtaba MN,
Chillrud SN, Wylie BJ, Owusu-Agyei S, Kinney PL, Asante KP. Association of
carbon monoxide exposure with blood pressure among pregnant women
in rural Ghana: evidence from GRAPHS. Int J Hyg Environ Health. 2016;
219(2):176–83.
43. Gandini C, Castoldi AF, Candura SM, Locatelli C, Butera R, Priori S, Manzo L.
Carbon monoxide cardiotoxicity. J Toxicol Clin Toxicol. 2001;39(1):35–44.
44. Koehler RC, Traystman RJ. Cerebrovascular effects of carbon monoxide.
Antioxid Redox Signal. 2002;4(2):279–90.
45. Roderique JD, Josef CS, Feldman MJ, Spiess BD. A modern literature review
of carbon monoxide poisoning theories, therapies, and potential targets for
therapy advancement. Toxicology. 2015;334:45–58.
46. Teksam O, Gumus P, Bayrakci B, Erdogan I, Kale G. Acute cardiac effects of
carbon monoxide poisoning in children. Eur J Emerg Med. 2010;17(4):192–6.
47. Tian L, Qiu H, Pun VC, Ho KF, Chan CS, Yu IT. Carbon monoxide and stroke:
a time series study of ambient air pollution and emergency hospitalizations.
Int J Cardiol. 2015;201:4–9.
48. Zevin S, Saunders S, Gourlay SG, Jacob P, Benowitz NL. Cardiovascular
effects of carbon monoxide and cigarette smoking. J Am Coll Cardiol. 2001;
38(6):1633–8.
49. Kanu A, Whitfield J, Leffler CW. Carbon monoxide contributes to
hypotension-induced cerebrovascular vasodilation in piglets. Am J Physiol
Heart Circ Physiol. 2006;291(5):H2409–14.
50. Stec DE, Drummond HA, Vera T. Role of carbon monoxide in blood
pressure regulation. Hypertension. 2008;51(3):597–604.
51. Bainbridge SA, Farley AE, McLaughlin BE, Graham CH, Marks GS, Nakatsu K,
Brien JF, Smith GN. Carbon monoxide decreases perfusion pressure in
isolated human placenta. Placenta. 2002;23(8–9):563–9.
52. Mehta SR, Das S, Singh SK. Carbon monoxide poisoning. Med J Armed
Forces India. 2007;63(4):362–5.
53. Goldstein M. Carbon monoxide poisoning. J Emerg Nurs. 2008;34(6):538–42.
54. Raub JA, Mathieu-Nolf M, Hampson NB, Thom SR. Carbon monoxide
poisoning–a public health perspective. Toxicology. 2000;145(1):1–14.
55. Weaver LK, Hopkins RO, Chan KJ, Churchill S, Elliott CG, Clemmer TP, Orme
Jr JF, Thomas FO, Morris AH. Hyperbaric oxygen for acute carbon monoxide
poisoning. N Engl J Med. 2002;347(14):1057–67.

Page 8 of 8

Submit your next manuscript to BioMed Central
and we will help you at every step:
• We accept pre-submission inquiries
• Our selector tool helps you to find the most relevant journal
• We provide round the clock customer support
• Convenient online submission
• Thorough peer review
• Inclusion in PubMed and all major indexing services
• Maximum visibility for your research
Submit your manuscript at
www.biomedcentral.com/submit

