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Introduction

Since its establishment in the ear-
ly 1970s, the IARC Monographs 
Programme has conducted hazard 
evaluations of agents that may in-
crease the risk of cancer in humans. 
The reviews of the relevant literature 
and the ensuing evaluations are 

conducted by international Working 
Groups of expert scientists accord-
ing to a well-established and rigor-
ous protocol that is described in the 
Preamble to the IARC Monographs 
(IARC, 2006). The reviews and eval-
uations are published as the IARC 
Monographs on the Evaluation of 
Carcinogenic Risks to Humans.

For Volume 100 of the IARC 
Monographs, a review was under-
taken of relevant information on all 
the agents classified in Group 1 (car-
cinogenic to humans). For conve-
nience, Volume 100 was organized 
in six parts (100A–100F), covering 
pharmaceuticals (IARC, 2012e); 
biological agents (IARC, 2012b); 
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arsenic, metals, fibres, and dusts 
(IARC, 2012a); radiation (IARC, 
2012f); personal habits and indoor 
combustions (IARC, 2012d); and 
chemical agents and related occu-
pations (IARC, 2012c).The reviews 
and analyses were discussed dur-
ing a two-part Workshop on Tumour 
Site Concordance and Mechanisms 
of Carcinogenesis, which was con-
vened by IARC on 16–18 April 2012 
and 28–30 November 2012 in Lyon.

The data set described in this 
Annex also includes information on 
five additional human carcinogens 
that were added to Group  1 after 
completion of Volume 100, i.e. diesel 
engine exhaust (Volume 105; IARC, 
2013), trichloroethylene (Volume 
106; IARC, 2014), polychlorinated bi-
phenyls (Volume 107; IARC, 2016b), 
and outdoor air pollution and partic-
ulate matter in outdoor air pollution 
(Volume 109; IARC, 2016a). For 
ease of reference, these five agents 
are included in an expanded group 
of chemical agents and related oc-
cupations denoted by Volume 100F*. 
Although additional Group 1 agents 
have been identified in subsequent 
volumes of the Monographs, the 
current data set extends only up to 
and including Volume 109, the last 
Monograph for which final results 
were available at the time this Annex 
was completed.

The reviews and updates in 
Volumes 100A–F specifically fo-
cused on identification of tumours, 
both in humans and in experimental 
animals, resulting from exposure to 
each of the Group 1 agents. In ad-
dition, the organs where the tumours 
were reported to arise were docu-
mented where possible. The avail-
ability of this information on the more 
than 100 human carcinogens in 
Group 1 prompted an investigation of 

what level of concordance may exist 
between humans and experimen-
tal animals with respect to tumours 
and tumour sites. To this end, the 
pertinent information in Volume 100 
was captured in a comprehensive ta-
ble (Table A1; online only; available 
from: http://publications.iarc.fr/578) 
that could then serve as a basis to 
develop a database on tumour sites 
in animals and humans. The creation 
of such a database – designed to be 
amenable to biostatistical analysis 
(see Chapter  21, by Krewski et al.) 
– was motivated by the interest in a 
statistical assessment of the degree 
of concordance between animal and 
human tumour sites. This important 
scientific question bears upon the 
extent to which the animal cancer 
data collected here may be extrap-
olated to humans. It is anticipated 
that the database will also find other 
applications, including in the devel-
opment of human tumour profiles to 
assist in the identification of addition-
al Group 1 agents.

It should be noted that for agents 
classified in Group 2A (probably car-
cinogenic to humans) or Group  2B 
(possibly carcinogenic to humans) 
the information on cancer in humans 
may often be lacking or may not be 
strong enough for a proper interspe-
cies comparison to be made. For this 
reason, the concordance analysis 
(see Chapter 21, by Krewski et al.) is 
focused on agents in Group 1. In ad-
dition, it was decided that sufficient 
evidence of carcinogenicity in hu-
mans and sufficient evidence of car-
cinogenicity in experimental animals 
were required for an agent to be in-
cluded in the statistical concordance 
analysis; with less than sufficient 
evidence of carcinogenicity, in hu-
mans or in animals, the definition of 
a tumour site in either species would 

become less reliable or impossible. 
Therefore, although the data set 
described in this Annex (Table  A1; 
online only; available from: http://
publications.iarc.fr/578) provides in-
formation on all the Group 1 agents, 
the actual database of human carcin-
ogens eligible for the concordance 
analysis is appreciably smaller (see 
Chapter 21, by Krewski et al.).

Methods

In making an evaluation of the evi-
dence of carcinogenicity to humans, 
an IARC Monographs Working 
Group is generally asked to identi-
fy organ sites in humans for which 
there is sufficient evidence of carci-
nogenicity of the agent under study. 
However, the Working Group is not 
required to identify organ sites for 
carcinogenicity in experimental ani
mals at the time of the evaluation, 
but is required more simply to as-
sess the overall weight of the ev-
idence in experimental animals. 
Consequently, for the purpose of this 
IARC Scientific Publication, the spe-
cies-specific tumour sites in experi-
mental animals needed to be identi-
fied for each Group  1 agent before 
proceeding to explore concordance 
between animal and human cancers.

During the six meetings for 
Volumes 100A–F, the respective 
Working Groups identified studies in 
experimental animals that provided 
results on species-specific tumour 
sites. This was based on criteria 
adapted from the Preamble to the 
IARC Monographs. It was consid-
ered that there is sufficient evidence 
for identifying a species-specific tu-
mour site in experimental animals 
under any one of the following three 
conditions:
•	An increased incidence of mali-

gnant neoplasms or an appropriate 

http://publications.iarc.fr/578
http://publications.iarc.fr/578
http://publications.iarc.fr/578


285

combination of benign and mali-
gnant neoplasms originating from 
the same organ (or tissue) is iden-
tified in two or more independent 
studies in one species carried out at 
different times or in different labora-
tories or under different protocols.

•	An increased incidence of malig-
nant neoplasms or an appropriate 
combination of benign and malig-
nant neoplasms originating from 
the same organ (or tissue) is iden-
tified in both sexes of one species 
in one well-conducted study, ideally 
performed under good laboratory 
practice (GLP).

•	A single study in one species and 
sex might be considered to provide 
sufficient evidence for a specific 
organ site when malignant neo-
plasms occur to an unusual degree 
with regard to incidence, type of tu-
mour, or age at onset.

Confirmation of the tumours and 
tumour sites identified in Volume 100 
was performed by one member each 
from the IARC secretariat and from 
the project team at the University of 
Ottawa, Canada, who systematically 
consulted the original publications 
describing the studies cited in the 
Volume 100 reviews. It was decided 
by the Workshop participants that ex-
traction of the following information 
was required for each study: spe-
cies, strain, sex, route of exposure, 
and tumour site including histology. 
Further information would be record-
ed as “study details”, for example 
dose, number of test animals, num-
ber of control animals, age at start 
of exposure, duration of exposure, 
duration of follow-up, and statistical 
analyses. The two team members 
independently captured the informa-
tion, and any disagreements were re-
solved in a group discussion. Tables 
summarizing this information were 
created to enable peer review by the 

Workshop participants to confirm the 
entries. Ultimately, more than 2000 
studies were reviewed, and more 
than 1000 of these contributed to the 
identification of species-specific tu-
mour sites in experimental animals. 
Studies were not considered if any 
one of the following exclusion de-
scriptors was applicable:
•	initiation–promotion studies;
•	co-carcinogenicity studies;
•	studies in genetically modified 

animals;
•	studies with precancerous lesions 

as the outcome;
•	studies on the carcinogenicity of 

metabolites and derivatives;
•	studies with non-laboratory animals 

(livestock; companion animals);
•	studies with analogous agents 

(similar chemical structure or simi-
lar virus type).

Results

Table A2 illustrates the format of 
the data set on tumours and tumour 
sites, with one agent from each of 
Volumes 100A–F. From epidemio-
logical studies, human tumour sites 
with sufficient evidence and those 
with limited evidence are mentioned. 
For experimental animals, tumour 
sites are recorded only for agents that 
demonstrate sufficient evidence of 
carcinogenicity, as indicated above. 
Strain, sex, and route of exposure 
reported for each animal study are 
also captured. Comments are pro-
vided as appropriate. For example, 
no human tumour site is specified for 
aristolochic acid, because this agent 
was placed in Group 1 on the basis of 
the classification of plants containing 
aristolochic acid as a Group 1 agent, 
supported by mechanistic data on 
genotoxicity (IARC, 2012e). Together 
with other “mechanistic upgrades”, 
this agent is listed in the complete 

data set (see Table A1; online only; 
available from: http://publications.
iarc.fr/578) but is not included in the 
statistical analysis of concordance 
(see Chapter 21, by Krewski et al.).

All the information on tumours 
and tumour sites in humans and in 
experimental animals from IARC 
Monographs Volumes 100–109 is 
given in Table A1 (online only; avail-
able from: http://publications.iarc.
fr/578).

Observations

For some Group  1 agents, there 
were only a few studies that contrib-
uted to the identification of a tumour 
site in experimental animals, and fre-
quently the studies did not enable the 
definition of an organ site, as a result 
of inadequate reporting. There were 
many instances where the reported 
tumour incidences were uninforma-
tive, possibly as a result of the small 
number of animals tested. In other 
cases, studies reported an increased 
incidence of tumours but without 
mention of malignancy or proper de-
scription of histopathological details. 
Also, some reports did not specify 
the purity of the administered agent. 
In these cases the experts in the 
Monographs Working Groups and 
the two team members (one mem-
ber each from the IARC secretari-
at and from the project team at the 
University of Ottawa, Canada) had to 
consider the possibility of confound-
ing, because the existence of other 
agents in the administered sample 
could have contributed to the out-
come. In some studies, animals were 
followed up for only short periods of 
time after treatment, especially in 
studies investigating acute adverse 
effects, which precluded observation 
of carcinogenic outcomes that may 
take longer to develop.
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Conclusions

The data set developed here to de-
fine tumour sites for carcinogeni-
city in humans and in experimental 
animals summarizes all available 
data on Group  1 agents identified 
in Volumes 100–109 of the IARC 
Monographs. At the time of com-
pletion of Volume 109, a total of 111 
Group 1 agents had been identified, 
and these are included in the list 
presented in Table  A1 (online only; 
available from: http://publications.
iarc.fr/578). This comprehensive set 
of data constitutes a unique basis for 

addressing the important scientific 
question, i.e. to which extent these 
animal cancer data are comparable 
with human cancer data. The value 
of this data set is demonstrated by 
the initial concordance analyses that 
have been conducted with the data-
base derived from it (see Chapter 21, 
by Krewski et al.).

Acknowledgements

Pascale Lajoie assembled the data 
set on tumours and tumour sites 
presented here while working as a 
Visiting Scientist under the direction 

of Yann Grosse at IARC during the 
summers of 2011 and 2012. Mélissa 
Billard also contributed to the devel-
opment of the data set while working 
as a Visiting Scientist at IARC during 
the summers of 2013 and 2014 un-
der the direction of Robert Baan and 
Yann Grosse. Daniel Krewski is the 
Natural Sciences and Engineering 
Research Council of Canada Chair 
in Risk Science at the University of 
Ottawa.

A
N

N
E

X
 1

Annex 1. Development of a data set on tumours and tumour sites in humans and in experimental  
animals for Group 1 agents identified up to and including Volume 109 of the IARC Monographs 

http://publications.iarc.fr/578
http://publications.iarc.fr/578


290

References

Arnold LL, Eldan M, Nyska A, van Gemert 
M, Cohen SM (2006). Dimethylarsinic acid: 
results of chronic toxicity/oncogenicity studies 
in F344 rats and in B6C3F1 mice. Toxicology. 
223(1–2):82–100. http://dx.doi.org/10.1016/j.
tox.2006.03.013 PMID:16677751

Gillett NA, Muggenburg BA, Boecker BB, 
Griffith WC, Hahn FF, McClellan RO (1987). 
Single inhalation exposure to 90SrCl2 in the 
beagle dog: late biological effects. J Natl 
Cancer Inst. 79(2):359–76. PMID:3110478

Gillett NA, Pool RR, Taylor GN, Muggenburg 
BA, Boecker BB (1992). Strontium-90 
induced bone tumours in beagle dogs: 
effects of route of exposure and dose 
rate. Int J Radiat Biol. 61(6):821–31. http://
dx.doi.org/10.1080/09553009214551701 
PMID:1351533

Hwang MS, Park MS, Moon JY, Lee JS, Yum 
YN, Yoon E, et al. (2006). Subchronic toxicity 
studies of the aqueous extract of Aristolochiae 
fructus in Sprague-Dawley rats. J Toxicol 
Environ Health A. 69(24):2157–65. http://
dx.doi.org/10.1080/15287390600747965 
PMID:17062506

IARC (2006). Preamble to the IARC 
Monographs, amended January 2006. 
Available from: https://monographs.iarc.fr/
previous-preamble/.

IARC (2013). Diesel and gasoline engine 
exhausts and some nitroarenes. IARC 
Monogr Eval Carcinog Risks Hum. 105:1–704.  
Available from: http://publications.iarc.fr/129 
PMID:26442290

IARC (2014). Trichloroethylene, tetrachlo-
roethylene and some other chlorinated 
agents. IARC Monogr Eval Carcinog Risks 
Hum. 106:1–514. Available from: http://
publications.iarc.fr/130 PMID:26214861

IARC (2016a). Outdoor air pollution.  IARC 
Monogr Eval Carcinog Risks Hum. 109:1–
448. Available from: http://publications.iarc.
fr/538.

IARC (2016b). Polychlorinated biphenyls and 
polybrominated biphenyls. IARC Monogr Eval 
Carcinog Risks Hum. 107:1–502. Available 
from: http://publications.iarc.fr/131.

IARC (2012a). Arsenic, metals, fibres, and 
dusts. IARC Monogr Eval Carcinog Risks 
Hum. 100C:1–499 Available from: http://
publications.iarc.fr/120 PMID:23189751

IARC (2012b). Biological agents. IARC 
Monogr Eval Carcinog Risks Hum. 100B:1–
441. Available from: http://publications.iarc.
fr/119 PMID:23189750

IARC (2012c). Chemical agents and related 
occupations. IARC Monogr Eval Carcinog 
Risks Hum. 100F:1–599. Available from: 
http://publications.iarc.fr/123 PMID:23189753

IARC (2012d). Personal habits and indoor 
combustions. IARC Monogr Eval Carcinog 
Risks Hum. 100E:1–575. Available from: 
http://publications.iarc.fr/122 PMID:23193840

IARC (2012e). Pharmaceuticals. IARC 
Monogr Eval Carcinog Risks Hum. 100A:1–
437. Available from: http://publications.iarc.
fr/118 PMID:23189749

IARC (2012f). Radiation. IARC Monogr 
Eval Carcinog Risks Hum. 100D:1–437. 
Available from: http://publications.iarc.fr/121 
PMID:23189752

Mengs U (1983). On the histopathogenesis 
of rat forestomach carcinoma caused by 
aristolochic acid. Arch Toxicol. 52(3):209–
20. http://dx.doi.org/10.1007/BF00333900 
PMID:6860143

Mengs U, Lang W, Poch J-A (1982). The 
carcinogenic action of aristolochic acid in 
rats. Arch Toxicol. 51(2):107–19. http://dx.doi.
org/10.1007/BF00302751 PMID:7059279

Nilsson A (1970). Pathologic effects of different 
doses of radiostrontium imice. Dose effect 
relationship in 90Sr-induced bone tumours. 
Acta Radiol Ther Phys Biol. 9(2):155–76. http://
dx.doi.org/10.3109/02841867009129097 
PMID:5447112

Nilsson A (1971). Radiostrontium-induced 
carcinomas of the external ear. Acta 
Radiol Ther Phys Biol. 10(3):321–8. http://
dx.doi.org/10.3109/02841867109130796 
PMID:5095033

Nilsson A, Bierke P, Walinder G, 
Broomé-Karlsson A (1980). Age and 
dose related carcinogenicity of 90Sr. 
Acta Radiol Oncol. 19(3):223–8. http://
dx.doi.org/10.3109/02841868009130156 
PMID:6257041

Schmeiser HH, Janssen JW, Lyons J, Scherf 
HR, Pfau W, Buchmann A, et  al. (1990). 
Aristolochic acid activates ras genes in rat 
tumors at deoxyadenosine residues. Cancer 
Res. 50(17):5464–9. PMID:2201437

Tokar EJ, Diwan BA, Thomas DJ, Waalkes 
MP (2012b). Tumors and proliferative lesions 
in adult offspring after maternal exposure 
to methylarsonous acid during gestation 
in CD1 mice. Arch Toxicol. 86(6):975–82. 
http://dx.doi.org/10.1007/s00204-012-0820-8 
PMID:22398986

Tokar EJ, Diwan BA, Waalkes MP (2012a). 
Renal, hepatic, pulmonary and adrenal 
tumors induced by prenatal inorganic arsenic 
followed by dimethylarsinic acid in adulthood 
in CD1 mice. Toxicol Lett. 209(2):179–85. 
http://dx.doi.org/10.1016/j.toxlet.2011.12.016 
PMID:22230260

Tokar EJ, Diwan BA, Ward JM, Delker DA, 
Waalkes MP (2011). Carcinogenic effects of 
“whole-life” exposure to inorganic arsenic 
in CD1 mice. Toxicol Sci. 119(1):73–83. 
ht tp: //dx.doi .org /10.1093/ toxsc i /k fq315 
PMID:20937726

Waalkes MP, Liu J, Ward JM, Diwan BA 
(2006b). Enhanced urinary bladder and liver 
carcinogenesis in male CD1 mice exposed 
to transplacental inorganic arsenic and 
postnatal diethylstilbestrol or tamoxifen. 
Toxicol Appl Pharmacol. 215(3):295–305. 
http://dx.doi.org/10.1016/j.taap.2006.03.010 
PMID:16712894

Waalkes MP, Liu J, Ward JM, Powell 
DA, Diwan BA (2006a). Urogenital 
carcinogenesis in female CD1 mice induced 
by in utero arsenic exposure is exacerbated 
by postnatal diethylstilbestrol treatment. 
Cancer Res. 66(3):1337–45. http://dx.doi.
o rg /10.1158 /0 0 08 - 5 472.CAN - 05 -3530 
PMID:16452187

Waalkes MP, Ward JM, Diwan BA (2004a). 
Induction of tumors of the liver, lung, ovary 
and adrenal in adult mice after brief maternal 
gestational exposure to inorganic arsenic: 
promotional effects of postnatal phorbol ester 
exposure on hepatic and pulmonary, but not 
dermal cancers. Carcinogenesis. 25(1):133–
41. http://dx.doi.org/10.1093/carcin/bgg181 
PMID:14514661

Waalkes MP, Ward JM, Liu J, Diwan BA (2003). 
Transplacental carcinogenicity of inorganic 
arsenic in the drinking water: induction of 
hepatic, ovarian, pulmonary, and adrenal 
tumors in mice. Toxicol Appl Pharmacol. 
186(1):7–17. http://dx.doi.org/10.1016/S0041-
008X(02)00022-4 PMID:12583988

Wei M, Wanibuchi H, Morimura K, Iwai 
S, Yoshida K, Endo G, et  al. (2002). 
Carcinogenicity of dimethylarsinic acid in male 
F344 rats and genetic alterations in induced 
urinary bladder tumors. Carcinogenesis, 
23(8):1387–97. http://dx.doi.org/10.1093/
carcin/23.8.1387 PMID:12151359
Wei M, Wanibuchi H, Yamamoto S, Li 
W, Fukushima S (1999). Urinary bladder 
carcinogenicity of dimethylarsinic acid in male 
F344 rats. Carcinogenesis. 20(9):1873–6. 
http://dx.doi.org/10.1093/carcin/20.9.1873 
PMID:10469637

White RG, Raabe OG, Culbertson MR, 
Parks NJ, Samuels SJ, Rosenblatt LS 
(1993). Bone sarcoma characteristics and 
distribution in beagles fed strontium-90. 
Radiat Res. 136(2):178–89. http://dx.doi.
org/10.2307/3578609 PMID:8248474

http://dx.doi.org/10.1016/j.tox.2006.03.013
http://dx.doi.org/10.1016/j.tox.2006.03.013
http://dx.doi.org/10.1016/j.tox.2006.03.013
http://www.ncbi.nlm.nih.gov/pubmed/16677751
http://www.ncbi.nlm.nih.gov/pubmed/16677751
http://www.ncbi.nlm.nih.gov/pubmed/3110478
http://www.ncbi.nlm.nih.gov/pubmed/3110478
http://dx.doi.org/10.1080/09553009214551701
http://dx.doi.org/10.1080/09553009214551701
http://dx.doi.org/10.1080/09553009214551701
http://www.ncbi.nlm.nih.gov/pubmed/1351533
http://www.ncbi.nlm.nih.gov/pubmed/1351533
http://dx.doi.org/10.1080/15287390600747965
http://dx.doi.org/10.1080/15287390600747965
http://dx.doi.org/10.1080/15287390600747965
http://www.ncbi.nlm.nih.gov/pubmed/17062506
http://www.ncbi.nlm.nih.gov/pubmed/17062506
https://monographs.iarc.fr/previous-preamble/
https://monographs.iarc.fr/previous-preamble/
http://publications.iarc.fr/129
http://www.ncbi.nlm.nih.gov/pubmed/26442290
http://www.ncbi.nlm.nih.gov/pubmed/26442290
http://publications.iarc.fr/130
http://publications.iarc.fr/130
http://www.ncbi.nlm.nih.gov/pubmed/26214861
http://www.ncbi.nlm.nih.gov/pubmed/26214861
http://publications.iarc.fr/538
http://publications.iarc.fr/538
http://publications.iarc.fr/131
http://publications.iarc.fr/120
http://publications.iarc.fr/120
http://www.ncbi.nlm.nih.gov/pubmed/23189751
http://www.ncbi.nlm.nih.gov/pubmed/23189751
http://publications.iarc.fr/119
http://publications.iarc.fr/119
http://www.ncbi.nlm.nih.gov/pubmed/23189750
http://www.ncbi.nlm.nih.gov/pubmed/23189750
http://publications.iarc.fr/123
http://www.ncbi.nlm.nih.gov/pubmed/23189753
http://www.ncbi.nlm.nih.gov/pubmed/23189753
http://publications.iarc.fr/122
http://www.ncbi.nlm.nih.gov/pubmed/23193840
http://www.ncbi.nlm.nih.gov/pubmed/23193840
http://publications.iarc.fr/118
http://publications.iarc.fr/118
http://www.ncbi.nlm.nih.gov/pubmed/23189749
http://www.ncbi.nlm.nih.gov/pubmed/23189749
http://publications.iarc.fr/121
http://www.ncbi.nlm.nih.gov/pubmed/23189752
http://www.ncbi.nlm.nih.gov/pubmed/23189752
http://dx.doi.org/10.1007/BF00333900
http://dx.doi.org/10.1007/BF00333900
http://www.ncbi.nlm.nih.gov/pubmed/6860143
http://www.ncbi.nlm.nih.gov/pubmed/6860143
http://dx.doi.org/10.1007/BF00302751
http://dx.doi.org/10.1007/BF00302751
http://dx.doi.org/10.1007/BF00302751
http://www.ncbi.nlm.nih.gov/pubmed/7059279
http://www.ncbi.nlm.nih.gov/pubmed/7059279
http://dx.doi.org/10.3109/02841867009129097
http://dx.doi.org/10.3109/02841867009129097
http://dx.doi.org/10.3109/02841867009129097
http://www.ncbi.nlm.nih.gov/pubmed/5447112
http://www.ncbi.nlm.nih.gov/pubmed/5447112
http://dx.doi.org/10.3109/02841867109130796
http://dx.doi.org/10.3109/02841867109130796
http://dx.doi.org/10.3109/02841867109130796
http://www.ncbi.nlm.nih.gov/pubmed/5095033
http://www.ncbi.nlm.nih.gov/pubmed/5095033
http://dx.doi.org/10.3109/02841868009130156
http://dx.doi.org/10.3109/02841868009130156
http://dx.doi.org/10.3109/02841868009130156
http://www.ncbi.nlm.nih.gov/pubmed/6257041
http://www.ncbi.nlm.nih.gov/pubmed/6257041
http://www.ncbi.nlm.nih.gov/pubmed/2201437
http://www.ncbi.nlm.nih.gov/pubmed/2201437
http://dx.doi.org/10.1007/s00204-012-0820-8
http://dx.doi.org/10.1007/s00204-012-0820-8
http://www.ncbi.nlm.nih.gov/pubmed/22398986
http://www.ncbi.nlm.nih.gov/pubmed/22398986
http://dx.doi.org/10.1016/j.toxlet.2011.12.016
http://dx.doi.org/10.1016/j.toxlet.2011.12.016
http://www.ncbi.nlm.nih.gov/pubmed/22230260
http://www.ncbi.nlm.nih.gov/pubmed/22230260
http://dx.doi.org/10.1093/toxsci/kfq315
http://www.ncbi.nlm.nih.gov/entrez/query.fcgi?cmd=Retrieve&db=PubMed&list_uids=20937726&dopt=Abstract):
http://dx.doi.org/10.1016/j.taap.2006.03.010
http://dx.doi.org/10.1016/j.taap.2006.03.010
http://www.ncbi.nlm.nih.gov/pubmed/16712894
http://www.ncbi.nlm.nih.gov/pubmed/16712894
http://dx.doi.org/10.1158/0008-5472.CAN-05-3530
http://dx.doi.org/10.1158/0008-5472.CAN-05-3530
http://dx.doi.org/10.1158/0008-5472.CAN-05-3530
http://www.ncbi.nlm.nih.gov/pubmed/16452187
http://www.ncbi.nlm.nih.gov/pubmed/16452187
http://dx.doi.org/10.1093/carcin/bgg181
http://dx.doi.org/10.1093/carcin/bgg181
http://www.ncbi.nlm.nih.gov/pubmed/14514661
http://www.ncbi.nlm.nih.gov/pubmed/14514661
http://dx.doi.org/10.1016/S0041-008X(02)00022-4
http://dx.doi.org/10.1016/S0041-008X(02)00022-4
http://dx.doi.org/10.1016/S0041-008X(02)00022-4
http://www.ncbi.nlm.nih.gov/pubmed/12583988
http://www.ncbi.nlm.nih.gov/pubmed/12583988
http://dx.doi.org/10.1093/carcin/23.8.1387
http://dx.doi.org/10.1093/carcin/23.8.1387
http://dx.doi.org/10.1093/carcin/23.8.1387
http://www.ncbi.nlm.nih.gov/pubmed/12151359
http://www.ncbi.nlm.nih.gov/pubmed/12151359
http://dx.doi.org/10.1093/carcin/20.9.1873
http://dx.doi.org/10.1093/carcin/20.9.1873
http://www.ncbi.nlm.nih.gov/pubmed/10469637
http://www.ncbi.nlm.nih.gov/pubmed/10469637
http://dx.doi.org/10.2307/3578609
http://dx.doi.org/10.2307/3578609
http://dx.doi.org/10.2307/3578609
http://www.ncbi.nlm.nih.gov/pubmed/8248474

	Table A.2

