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Abstract To study whether the urinary 1-hydroxy-
pyrene (1-OHP) could be the biomarker of atmo-
spheric PAHs, a small-scale pilot study was carried
out on the relation of 1-OHP vs PAHs with the traffic
policemen in Beijing of smokers and nonsmokers to
be subgroups in both the exposure and control groups.
Both the PAHs and 1-OHP were analyzed with high
performance liquid chromatography (HPLC). The
ambient concentrations of PAHs were different at
the different sites (the average sum of PAHs (TPAH)
were 12.36, 16.27, 18.37 ng/m3 at the suburban
residential, police station and high traffic area,
respectively.), but considerably lower than the per-
sonal-exposure concentrations (the average TPAH
were 65.84 and 47.28 ng/m’® for patrol cars and
inspection station, respectively). Pyrene was correlat-
ed well with BaP and the summed PAHs (TPAH),
with the correlation coefficients (R) of 0.79, 0.87 for
ambient level and 0.92, 0.96 for personal exposure,
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respectively. The average of 1-hydroxypyrene of
smokers and nonsmokers were 0.39, 0.15 pmol/mol
creatinine in control group and 0.57, 0.33 pumol/mol
creatinine in exposure group, respectively. The better
correlation of pyrene to BaP and TPAH especially for
personal exposure samples indicated that the proba-
bility of urinary 1-hydroxypyrene, the metabolite of
pyrene, to be the biomarker of total PAH. Non-
smokers in the exposure and control groups had
indistinguishable levels of 1-OHP, presumably be-
cause the ambient levels of pyrene were so similar
(the average were 3.25, 3.20 ng/m’ at the police
station and high traffic area, respectively.). Smokers
in the control group had significantly higher 1-OHP
than that of the nonsmokers, but showed indistin-
guishable differences in the exposure group. These
results suggested that urinary 1-OHP could be a
biomarker of PAHs only when the level of PAHs was
at a relatively higher level. Smoking as an important
influencing factor need to be controlled carefully.

Keywords Personal exposure - PAH - BaP-
Pyrene - 1-OHP

1 Introduction

Urinary 1-hydroxypyrene (1-OHP, a main metabolite
of PAH pyrene) has frequently been used as a bio-
marker for human exposure to PAHs, especially for
workers at high concentrations of PAHs in those
places, such as coke plants, oil refineries, tar plants,
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aluminum plants, asphalting, coal-burning (Bentsen,
Halgard, Note, Daae, & Ovrebg, 1998; Boogaard &
Van Sittert, 1995; Jongeneelen et al., 1990; Pan et al.,
1998; Van Schooten, Jongenleen, & Hillebrand, 1995;
Zhao, Quan, & Tian, 1990). Because the eclevated
levels of 1-OHP in such environments correlate well
with their high PAHs, it has been suggested that urinary
1-OHP could be the best biomarker for high PAHs
(Dor, Dab, Empereur-Bissonnet, & Zmirou, 1999).

The response of 1-OHP to lower levels of PAHs,
such as in ambient atmospheres, is less clear, however.
The level of urinary 1-OHP of the urban residents of
Poland and the policemen in Bangkok differed
significantly between the high-polluted and the low-
polluted areas (Motykiewicz et al., 1998; Mathuros et
al., 2002, respectively), but it did not for the residents
of Copenhagen or the policemen in Genoa (Merlo et
al., 1998; Sorensen et al., 2003). Given that the first
two cities were more polluted than the second two,
1-OHP might be an effective biomarker only for
higher levels of PAHs, perhaps the level >3 ng/m® for
BaP or the level >30 ng/m® for the sum of eight
PAHs, as they were suggested by Perico et al. (2001).

Urinary 1-OHP is also affected by the factors, such
as diet and smoking (IARC, 1986). Consequently,
these two factors should be considered when evalu-
ating the correlation of 1-OHP vs atmospheric PAHs.
For example, participants should be asked not to eat
barbecued meat or fish for three days before giving
urine samples (Perico, Bavazzano, Gottardi, Lanciotti,
& Boddi, 2001), and data for smokers and non-
smokers should be considered individually.

Beijing might be an appropriate place to further
study the relations between 1-OHP and exposure to
atmospheric PAHs, given that it is a city with a typical
mix of the coal burning and the vehicular exhausts.
Here we report a small-scale pilot study on the
relation of 1-OHP vs PAHs with the traffic policemen
of smokers and nonsmokers to be subgroups in both
the exposed and control groups. The results would
provide valuable guidance for future studies.

2 Methods
2.1 Sampling

Ambient PM, 5 samples were collected at three sites in
Beijing: a suburban residential site (Xin Town, Fang-
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shan District), a police station (Liangxiang Town,
Fangshan District), and a site in a high-traffic area
(vehicle exhaust inspection station on the road to the
“South Gate” of Beijing, mainly for checking heavy-
duty diesels). The samplers were placed on the roof of a
residential building (12 m high) in the center of
Fangshan District, about 30 m from the street, on a
platform 1.5 m high in the yard of the police-station,
10 m from the no. 107 National Highway, and on a
platform 1.5 m high in the inspection-station, alongside
the no. 107 National Highway. Personal-exposure
samples were collected with policemen working inside
the vehicle-monitoring station and with policemen
riding in patrol cars coming from the main police station
in Fangshan. The ambient and exposure samples were
collected from Oct. 31 to Nov. 3, 2004, except for the
ambient samples at the suburban residential site, which
were taken from Oct. 10 to Nov. 3, 2004. The ambient
samples were taken with medium-volume samplers
(Beijing Geological Instrument-Dickel; model: TSP/
PM,o/PM, 5-2; flow rate: 77.6 1/min) on 90-mm glass-
fiber filters (Beijing Geological Instrument-Dickel).
The personal-exposure samples were collected with a
portable multi-pollutant sampler (Universal Sample
Pump, Catalog no. 224-PCXRS8, SKC, flow rate
1.8 /min) on 37-mm glass-fiber filters carried by the
policemen. All filters were preconditioned at 550°C in
a muffle oven (model SX2-4-10, Tianjin Scientific
Instrument), and weighed before and after sampling on
an analytical balance (Mettler AT261 Delta Range,
reading precision 10 pg), after being stabilized in a
desiccator for more than 24 h at constant temperature
(20°C+£1°C) and humidity (40+1%). All procedures
were strictly quality-controlled to avoid contaminating
the samples.

The population for the personal exposure study was
51 traffic policemen in the exposure group (50 male
and 1 female), among which 48 indoor on-duty police-
men in the control group (47 male and 1 female). Each
of the 99 officers provided a urine sample on Nov. 1
and Nov. 2, 2004. Diet was controlled during the experi-
mental period following the suggestion of Perico et al.
(2001). The samples were stored in polyethylene bot-
tles at 0°C and away from light before being analyzed.

2.2 Chemical analysis

PAHs PAHs were extracted and analyzed with HPLC
(Water® 2690 Separations Module, Water® 474
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Scanning Fluorescence Detector and Symmetry® Cig
3.9 mmx 150 mm, ®5 pum column) with the method
of the US EPA (US EPA, 1998) and nine PAHs were
measured. {Anthracene (Ant), Fluoranthene (FluA),
Pyrene (Pyr), Benzo[a]anthracene (BaA), Benzo[b]
fluoranthene (BbF), Benzo[k]fluoranthracene (BkF),
Benzo[a]pyrene (BaP), Dibenzo[a,/h]anthracene
(DBA), and Benzo[ghi]perylene (BghiP)}.

Urinary 1-OHP Urinary 1-OHP was measured with
HPLC (Water® 2690 Separations Module, Water®
474 Scanning Fluorescence Detector and Symmetry®
Cig 3.9 mmx150 mm, @5 um column) by using a
modified method of Perico et al. (2001) and Hara et
al. (Hara, Hanaoka, Yamano, & Itani, 1997). Ten-
milliliter aliquots of the urinary samples and 40 pl of
100,000 -glucuronidase (Type H-2, Sigma-Aldrich
Chemie GmbH, Germany) units were added to a
buffer solution at pH 5, and followed by incubation at
37+0.5°C in a water bath for 16 h overnight (free of
light). 1-OHP was extracted from the urine sample
with 500 mg C,g-type solid-phase extraction columns,
which had been preconditioned with 3 ml of methanol
and 3 ml of water, and eluted with 3 ml methanol. Ten
microliters of the leached solution was injected into
HPLC (Water® 2690 Separations Module, Water®
474 Scanning Fluorescence Detector and Symmetry®
Cig 3.9 mmx150 mm, @5 pum column, Ao /A=
242/388 nm) at a flow rate of 0.8 ml/min, with an
80:20 mixture of methanol and water as the mobile
phase. The detection limit for 1-OHP was 0.05 ng/ml.

Urinary creatinine Urinary creatinine was used to
normalize the concentrations of 1-OHP. It was

measured by spectrophotometry (722 Spectrophotom-
eter, model no. 3 from Shanghai Analytical Instru-
ments), with Jaffe’s Method (WS/T97, 1996).

2.3 Statistical analysis

Time-weighted average concentrations of PAHs in the
personal and ambient samples, the PAHs and 1-OHP
for the total population, the smokers, and the non-
smokers between the control and exposure groups
were compared by using the ¢ test in SPSS70.0 and
the Wilcox two sample test in SAS 8.0.

3 Results and Discussion
3.1 Ambient concentrations vs personal exposures

The ambient concentrations of the nine PAHs and
their sum (TPAH) followed the expected pattern,
being highest at the high-traffic site (seven of the nine
PAHs and TPAH being highest there), intermediate at
the suburban police station on the same highway, and
lowest at the residential site (Table I). The concen-
trations of the nine PAHs and TPAH were typically
50% higher at the high traffic site than those at the
low-concentration site.

The personal exposure to all of the PAHs and
TPAH in the patrol cars was higher than the personal
exposures in the inspection station (Table II). The
high concentrations might have come from tobacco
smoke in the cars. Furthermore, it was also shown in
Figure 1 of the higher average value, which was due

Table T Ambient concentrations of PAHs and their sum (TPAH) at the three sites (unit: ng/m?)

Suburban residential

Police station

High traffic area

Number  Range Mean BaP., Number Range Mean BaP., Number Range Mean BaPq
AnT 13 0.09-085 021 002 5 0.17-0.58 029 0.03 5 0.15-0.58 031  0.03
FuA 13 0.09-3.62 147 0.001 5 033438 128 0001 5 0.31-2.08 0.86  0.001
Pyr 13 0.74-3.86 222 0.002 5 1.38-524 325 0003 5 1.38-5.84 320  0.003
BaA 13 0.42-3.69 2.03 020 5 0.694.03 239 024 5 1.24-5.62 330 033
BbF 13 0.754.01 192 019 5 0.634.03 257 026 5 1.154.57 2.62  0.26
BkF 11 0.07-1.74 0.59 0.06 4 0.003-1.02 046 005 5 0.01-2.33  0.64  0.06
BaP 13 0.15-2.54 1.08 1.08 5 045-3.55 1.87 187 5 1.09-3.69 2.01 201
DbA 13 0.39-2.11 122 122 5 0.40-2.70  1.65 1.65 5 0.85-2.72 184 184
BghiP 13 0.64295 1.73 002 5 0.874.12 260 003 5 1.87-6.56 3.60  0.04
TPAH 13 3.68-216 1236 278 5 544248 1627 411 5 9.26-28.9 1837 457
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Table II Personal exposure of the individual PAH compound and the sum of measured PAHs (TPAH) in the patrol cars and the

inspection station (unit: ng/m?)

Patrol cars

Inspection station

Number Range Mean BaPq Number Range Mean BaPq
AnT 8 1.08-12.7 3.95 0.395 4 0.63-4.78 2.48 0.248
FluA 9 1.54-63 11.06 0.011 4 3.76-7.54 5.55 0.006
Pyr 9 4.76-39.9 14.09 0.014 4 6.56-18.2 11.19 0.011
BaA 8 2.09-47.5 10.57 1.057 4 3.62-8.69 5.95 0.595
BbF 9 2.30-32.7 7.78 0.778 4 3.65-7.96 5.77 0.577
BKF 1 ND-15.67 15.67 1.567 1 ND-1.7 1.70 0.170
BaP 9 1.01-24.6 5.40 5.398 4 2.63-5.37 3.97 3.975
DbA 8 1.66-13.4 5.03 5.035 4 2.03-6.50 4.08 4.080
BghiP 9 3.32-21.1 8.39 0.084 4 4.36-12.6 7.86 0.079
TPAH 9 17.0-270 65.84 12.225 4 28.6-71.5 47.28 9.613

to the tobacco smoking in the patrol car that day and
implied why smoking contributed so much to urinary
1-OHP, especially to the exposed group.

Both sets of all of the PAHs and TPAH of personal
exposures in the patrol cars and the inspection station
were higher than the ambient levels as well. A ¢ test in
Table III confirmed that the personal exposure were
significantly higher than those ambient level (p<
0.05), too. For example, the average personal-expo-
sure concentrations for pyrene (14.1 ng/m® in the
patrol cars and 11.2 ng/m’ in the inspection station)
were several times higher than the ambient concen-
tration at the three sites (2.22-3.25 ng/m’®). For
anthracene, the concentrations were 3.95 and
2.48 ng/m3 of the personal exposures, and 0.21—
0.31 ng/m® at the ambient sites. For TPAH, the
concentrations were 66 and 47 ng/m> for the personal
exposures and 12—18 ng/m’ for the ambient sites. The
personal exposures here were similar to that in the

Figure 1 Correlation of pyr-

low-traffic area of Florence, Italy (Perico et al., 2001)
and lower than in Bangkok, Thailand (Mathuros et al.,
2002).

3.2 Carcinogenicity of PAHs by BaP,

PAHs have been classified as probable or possible
human carcinogens, 2A and 2B, respectively, by the
International Agency for Research on Cancer
(1987). The carcinogenic potency of a PAH can be
expressed as its BaP-equivalent concentration
(BaP.), which is calculated from the toxic equivalent
factor (TEF) of the PAH relative to the carcinogenic
potency of BaP. TEFs can be estimated in several
ways (Chu & Chen, 1984; Dor et al., 1999; Krewski,
Thorslund, & Withey, 1989; Larsen & Larsen, 1998;
McClure & Schoeny, 1995; Thorslund & Farrer,
1991; Tsai, Shieh, Lee, & Lai, 2001), which have
been reviewed by Nisbet and LaGoy (1992). From
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Table III Independent ¢ test of the ambient concentration and personal exposure in the patrol cars and the inspection station (0.05 level)

AnT FluA Pyr BaA BbF BkF BaP DbA BghiP tPAHs
Patrol cars t -3.57 -1.77 -3.82 —2.06 22 —23.95 -2.12 —3.48 —4.09 —2.43
p 0.00 0.09 0.00 0.05 0.04 0.00 0.05 0.00 0.00 0.02
Inspection station t —2.78 -5.19 -3.04 —2.01 —2.78 —-1.01 —2.55 —2.47 -2.29 -3.16
p 0.03 0.00 0.02 0.08 0.03 0.37 0.04 0.04 0.06 0.02

TEFs and the listings in the latter two references, the
BaP equivalent concentration (BaP.q) of each PAH
and TPAH were calculated for the ambient sites
(Table I) and the personal exposures (Table II). These
results indicated that although the ambient concentra-
tion and the personal exposure of the individual BaP
did not reach the national limit of 10 ng/m’, the
personal exposure to the true TPAH might have
considerably exceeded it, as the sum of the personal
exposure to BaP., for only nine PAHs exceeded the
limit. BaP is one of the most important PAHs in the
carcinogenic group. In the ambient samples BaP
accounted for 40% of the total BaP.q with only 10%
of the total concentration (Table I). The concentra-
tions of BaP were similar in those personal-exposure
samples (Table II).

3.3 Correlation of pyrene with BaP and TPAH

To clarify whether 1-OHP can be used as a biomarker
for PAHs in general, the relations of its precursor,
pyrene, to TPAH and to BaP need to be addressed
(the latter for purposes of toxicity). Scatter-plots of
pyrene against TPAH and BaP showed that it was
better related to TPAH than to BaP, and better in the
personal-exposure samples than in the ambient sam-
ples. The latter effect may be because the two sets of
personal-exposure samples were geographically clos-
er than the three sets of ambient samples. On balance,

these results indicated that pyrene was linked closely
enough with TPAH and BaP to serve as a reasonable
surrogate for them. This meant that if 1-OHP was
related closely enough with atmospheric pyrene
(which it turned out only partly to be), it could be a
biomarker for atmospheric PAHs.

3.4 Urinary 1-OHP in the policemen

If urinary 1-OHP could serve as a bio-indicator of
exposure to atmospheric PAHs, it must show statisti-
cally significant relation with the atmospheric pyrene
after the effects of diet and smoking were removed.
Since diet was removed by the experimental design,
only smoking remained to be removed. For this
purpose, the traffic policemen were divided into an
exposure group (those in the patrol cars) and a control
group (those working indoors). Each of these groups
was divided into smokers and nonsmokers. The
gender, age, health, living habits, diet, smoking, the
working years of the exposure, and those control
groups were considered and listed in Table IV. There
was no statistically significant difference of the
properties of the groups (p>0.05 for a ¢ test).

As urine samples were taken only once, the aver-
age of 1-OHP for the subgroups was compared with
other properties of interest in average, such as
smoking and exposure to pyrene. A simple display
of the values of 1-OHP/creatinine for the four

Table IV Information on the control

group and the exposure group Age Working years

Number Mean Range Mean Range

Control Total 48 36.3 26-50 11.7 0.1-24

Smokers 32 36.5 26-48 11.6 1-24

Non-smokers 16 359 26-50 11.9 0.1-20

Exposure Total 51 36.3 25-50 11.1 1-25

Smokers 36 35.7 25-50 11.0 3-25

Non-smokers 15 37.8 27-44 11.3 1-21
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Figure 2 Urinary 1-OHP concentrations for smokers and
nonsmokers in the control group and the exposure group.

subgroups was shown in Figure 2 and proved to be
very informative, however. Relative to the levels
previously reported (Bentsen et al., 1998; Gilbert &
Viau, 1997; Hara et al., 1997; Jongeneelen et al.,
1990; Motykiewicz et al., 1998; Perico et al., 2001;
Tsai et al., 2004; Van Delft et al., 1997), the results
reported here were higher than that of Japanese
garbage collectors (Chetiyanukornkul, Toriba, Kizu,
& Hayakawa, 2004), and lower than that of Thailand
policemen (Mathuros et al., 2002) and other occupa-
tionally exposed workers. The 1-OHP for the non-
smokers in the control group (0.15 pmol/mol
creatinine) was higher than the 0.08 pmol/mol in
Quebec (Viau, Vyskocil, & Martel, 1995) and the
0.06 pmol/mol in Japan (Chetiyanukornkul et al.,
2004). This value of 0.15 pmol/mol creatinine could
be considered a “background level” at Beijing.

The levels of 1-OHP in the four subgroups of
policemen could reveal three major issues. First, the
levels for nonsmokers in both groups (exposure and
control) were statistically indistinguishable (0.15 and
0.33 umol/mol creatinine for control and exposure,
respectively, p>0.05 for a Wilcoxon two-sample test).
This suggested that the groups had been exposed to
similar levels of pyrene, and the data confirmed that:
(a) The personal exposures to pyrene were 11.2 and
14.1 ng/m® for control and exposed groups, respec-
tively. (b) Assuming that Fangshan police station
reasonably represented the patrol cars driving in
Fangshan, as the ambient concentrations of pyrene
were 3.20 and 3.25 ng/m® for the control and
exposure groups. This was why the control and
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exposed group came out so similarly. Second, the
levels of 1-OHP for smokers in the two groups were
also indistinguishable (0.39 and 0.57 pmol/mol
creatinine for control and exposure, respectively, p>
0.05 for a Wilcoxon two-sample test). Interestingly,
the additional levels of 1-OHP from the smokers in
each group were identical (0.24 1-OHP/creatinine).
This might mean that the contribution of smoking to
the two groups were similar. Further, the personal
exposure contributed the same amount to the 1-OHP
(0.18 pmol/mol) of both the smoking and the
nonsmoking groups. Third, the levels of 1-OHP for
smokers were significantly higher than that for non-
smokers in the control group (p=0.013 for the
Wilcoxon two-sample test), but not in the exposed
group.

The three results together implied that when
ambient PAHs were low enough, smoking could
contribute equal or greater amounts of urinary
1-OHP and mask the smaller differences in contribu-
tion from different places. This was why no effect of
exposure could be found in Beijing. It has been clear
that smoking contributed most to the urinary 1-OHP.
This could imply that urinary 1-OHP in Beijing was
sensitive enough to be a biomarker of PAHs from
smoking.

4 Conclusions

This pilot study of the effect of various ambient
exposures to PAHs on the potential biomarker 1-OHP
led to three main conclusions. First, 1-OHP might not
be a good biomarker for lower differences of
exposures, and did not respond detectably to the scale
of differences in personal exposures to PAHs between
the exposed and control group (30% or so). This
means that future studies on the effects of different
exposures need to build in bigger differences in
exposures. Second, smokers in the control group had
significantly higher 1-OHP than the nonsmokers, but
showed indistinguishable differences in the exposure
group. In the future, studies whose goal is to isolate
the effect of differing exposures to ambient aerosol
need to control the smoking factor very carefully.
Third, it seemed that the numbers of samples in those
areas of the similar exposures have to be significantly
greater than the numbers used here (<100 samples in
total), because the levels of 1-OHP in the groups and
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subgroups varied by more than an order of magnitude.
To make the small differences in large ranges to
become significant, it is likely that several hundred
samples are needed. These results suggested that
urinary 1-OHP could be a biomarker of PAHs only
when the level of PAHs was at a relatively higher
level. Smoking as an important influencing factor
need to be controlled carefully.

Acknowledgments This work was supported by the National
Natural Science Foundation of China (Grant nos. 30230310,
20477004, and 40575062), Beijing Natural Science Foundation
(Grant no. 8041003), and National Key Project of Basic
Research on aerosol, and the Swedish International Develop-
ment Cooperation Agency (SIDA) through the Asian Regional
Research Program on Environmental Technology (ARRPET) at
the Asian Institute of Technology.

References

Bentsen, R. K., Halgard, K., Note, H., Daae, H. L., &
Ovrebe, S. (1998). Correlation between urinary 1-
hydroxypyrene and ambient air pyrene measured with
an inhalable aerosol sampler and a total dust sampler in
an electrode paste plant. Science of the Total Environ-
ment, 212, 59-67.

Boogaard, P. J., & Van Sittert, N. J. (1995). Urinary 1-
hydroxypyrene as biomarker of exposure to polycyclic
aromatic hydrocarbons in workers in petrochemical indus-
tries: Baseline values and dermal uptake. Science of the
Total Environment, 163, 203-209.

Chetiyanukornkul, T., Toriba, A., Kizu, R., & Hayakawa, K.
(2004). Urinary 2-hydroxyfluorene and 1-hydroxypyrene
levels in smokers and nonsmokers in Japan and Thailand.
Polycyclic Aromatic Compounds, 24(4-5), 467-474.

Chu, M., & Chen, C. (1984). Valuation and estimation of
potential carcinogenic risks of polynuclear aromatic
hydrocarbons. Presented at the Symposium on Polycyclic
Aromatic Hydrocarbons in the Workplace. Pacific Rim
Risk Conference, Honolulu, Hawaii, 4-7 December.

Dor, F., Dab, W., Empereur-Bissonnet, P., & Zmirou, D. (1999).
Validity of biomarkers in environmental health studies:
The case of PAHs and benzene. Critical Reviews in
Toxicology, 29, 129-168.

Gilbert, N. T., & Viau, C. (1997). Biological monitoring of
environmental exposure to PAHs in the vicinity of a
Soderberg aluminium plant. Occupational and Environ-
mental Medicine, 54, 619-921.

Hara, K., Hanaoka, T., Yamano, Y., & Itani, T. (1997). Urinary
1-hydroxypyrene levels of garbage collectors with low-
level exposure to polycyclic aromatic hydrocarbons.
Science of the Total Environment, 199, 159-164.

International Agency for Research on Cancer (IARC) (1986).
Tobacco smoking. I[ARC Monographs on the Evaluation of
the Carcinogenic Risk of Chemicals to Human, 38.

International Agency for Research on Cancer (IARC) (1987).
IARC Monographs on the Evaluation of the Carcinogenic
Risk of Chemicals to Humans, Supplement 7. IARC, Lyons.

Jongeneelen, F. J., Van Leeuwen, F. E., Oosterink, S., Anzion,
R. B. M., Van der Loop, F., Bos, R. P, et al. (1990).
Ambient and biological monitoring of coke oven workers:
Determinants of the internal dose of polycyclic aromatic
hydrocarbons. British Journal of Industrial Medicine, 47,
454-461.

Krewski, D., Thorslund, T., & Withey, J. (1989). Carcinogenic
risk assessment of complex mixtures. Toxicology and
Industrial Health, 5, 851-867.

Larsen, J. C., Larsen, P. B. (1998). Chemical carcinogens. In
R. E. Hester & R. M. Harrison (Eds.), Air pollution and
health (pp. 33-56). Cambridge, UK: The Royal Society of
Chemistry.

Mathuros, R., Chulabhorn, M., Chanthana, T., Sittisak, P. O.,
Ole, J., Ormrat, K., et al. (2002). Exposure to genotoxins
present in ambient air in Bangkok, Thailand — Particle
associated polycyclic aromatic hydrocarbons and bio-
markers. Science of the Total Environment, 287, 121-132.

McClure, P., & Schoeny, R. (1995). Evaluation of a compo-
nent-based relative potency approach to cancer risk
assessment for exposure to PAH. Paper Presented at
Fifteen International Symposium on Polycyclic Aromatic
Compounds: Chemistry, Biology and Environmental Im-
pact. Belgirate, Italy, 161.

Merlo, F., Andreassen, A., Weston, A., Pan, C. F., Haugen, A.,
Valerio, F., et al. (1998). Urinary excretion of 1-hydroxy-
pyrene as a marker for exposure to urban air levels of
polycyclic aromatics. Cancer Epidemiology, Biomarkers,
and Prevention, 7, 147-155.

Motykiewicz, G., Michalska, J., Pendzich, J., Malusecka, E.,
Strozyk, M., Kalinowska, E., et al. (1998). A molecular
epidemiology study in women from Upper Silesia, Poland.
Toxicology Letters, 96-97, 195-202.

Nisbet, C., & LaGoy, P. (1992). Toxic equivalency factors
(TEFs) for polycyclic aromatic hydrocarbons (PAHs).
Regulatory Toxicology and Pharmacology, 16, 290-300.

Pan, G., Hanaoka, T., Yamano, Y., Hara, K., Ichiba, M., Wang,
Y., et al. (1998). A study of multiple biomarkers in coke
oven workers-across-sectional study in China. Carcinogen-
esis, 19, 1963-1968.

Perico, A., Bavazzano, P., Gottardi, M., Lanciotti, E., & Boddi, V.
(2001). Assessment of exposure to polycyclic aromatic
hydrocarbons in police in Florence, Italy, through personal
air sampling and biological monitoring of the urinary
metabolite 1-hydroxypyrene. Archives of Environmental
Health, 56(6), 506-512.

US EPA (1998). Polynuclear Aromatic Hydrocarbons by
HPLC, Method 5506. US Environmental Protection
Agency (EPA).

Sorensen, M., Autrup, H., Hertel, O., Wallin, H., Knudsen,
L. E., & Loft, S. (2003). Personal exposure to PM, 5 in an
urban environment and biomarkers of genotoxicity. Cancer
Epidemiology, Biomarkers, and Prevention, 12, 191-196.

Thorslund, T., & Farrer, D. (1991). Development of relative
potency estimated for PAHs and hydrocarbon combustion
product fractions compared to benzo(a)pyrene and their
use in carcinogenic risk assessments. Washington, District

@ Springer



394

Environ Monit Assess (2007) 131:387-394

of Columbia: US Environmental Protection Agency
(EPA).

Tsai, P. J., Shieh, H. Y., Lee, W. J., & Lai, S. O. (2001). Health-
risk assessment for workers exposed to polycyclic aromatic
hydrocarbons (PAHs) in carbon black manufacturing
industry. Science of the Total Environment, 278, 137-150.

Van Delft, J. H. M., Steenwinkel, M. J. S. T., Van Asten, J. G.,
Van Es, J., Kraak, A., & Baan, R. (1997). Monitoring of
occupational exposure to polycyclic aromatic hydrocar-

bons in a carbon-electrode manufacturing plant. Annals of

Occupational Hygiene,42 (2), 105-114.

Van Schooten, F. J., Jongenleen, F. J., & Hillebrand, M. J.
(1995). Pocycylic aromatic hydrocarbon-DNA adducts in
white blood cell DNA and 1-hydroxypyrene in the urine
from aluminum workers: Relation with job category and

@ Springer

synergistic effect of smoking. Cancer Epidemiology,
Biomarkers, and Prevention, 4, 69-77.

Viau, C., Vyskocil, A., & Martel, L. (1995). Background
urinary 1-hydroxypyrene levels in non-occupationally
exposed individuals in the Province of Quebec, Canada,
and comparison with its excretion in workers exposed to PAH
mixtures. Science of the Total Environment, 163(1-3),
191-194.

WS/T97 (1996). Spectrophotometry analytical method for
urinary creatinine. (In Chinese).

Zhao, Z. H., Quan, W. Y., & Tian, D. H. (1990). Urinary
1-hydroxypyrene as an indicator of human exposure to
ambient polycyclic aromatic hydrocarbons in a coal-
burning environment. Science of the Total Environment,
92, 145-154.



	A Pilot Study on Using Urinary 1-Hydroxypyrene Biomarker for Exposure to PAHs in Beijing
	Abstract
	Introduction
	Methods
	Sampling
	Chemical analysis
	Statistical analysis

	Results and Discussion
	Ambient concentrations vs personal exposures
	Carcinogenicity of PAHs by BaPeq
	Correlation of pyrene with BaP and TPAH
	Urinary 1-OHP in the policemen

	Conclusions
	References




<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (Gray Gamma 2.2)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (ISO Coated)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.3
  /CompressObjects /Off
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJDFFile false
  /CreateJobTicket false
  /DefaultRenderingIntent /Perceptual
  /DetectBlends true
  /DetectCurves 0.1000
  /ColorConversionStrategy /sRGB
  /DoThumbnails true
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams true
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts false
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 150
  /ColorImageMinResolutionPolicy /Warning
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 150
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /ColorImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 150
  /GrayImageMinResolutionPolicy /Warning
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 150
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /GrayImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 15
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 600
  /MonoImageMinResolutionPolicy /Warning
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 600
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /Description <<
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000410064006f006200650020005000440046002065876863900275284e8e55464e1a65876863768467e5770b548c62535370300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef69069752865bc666e901a554652d965874ef6768467e5770b548c52175370300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /DAN <>
    /DEU <>
    /ESP <>
    /FRA <>
    /ITA (Utilizzare queste impostazioni per creare documenti Adobe PDF adatti per visualizzare e stampare documenti aziendali in modo affidabile. I documenti PDF creati possono essere aperti con Acrobat e Adobe Reader 5.0 e versioni successive.)
    /JPN <>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020be44c988b2c8c2a40020bb38c11cb97c0020c548c815c801c73cb85c0020bcf4ace00020c778c1c4d558b2940020b3700020ac00c7a50020c801d569d55c002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken waarmee zakelijke documenten betrouwbaar kunnen worden weergegeven en afgedrukt. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /PTB <>
    /SUO <>
    /SVE <>
    /ENU (Use these settings to create Adobe PDF documents for journal articles and eBooks for online presentation. Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [595.276 841.890]
>> setpagedevice


