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Background

Naphthalene has been demonstrated to cause respiratory tumors Iin rats and mice, but the few available
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answering the question of applicability of carcinogenic risk to humans. There is a great deal of similarity
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Here, concurrent with a broad systematic review of health effects related to naphthalene exposure, animal and (F:'grvrv:trtséglegry 1996
In vitro studies of the available mechanistic evidence was analyzed to (1) integrate the available evidence In Abiko 2015 —
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Figure 2. Representative study evaluation results. Representative studies examining three key naphthalene metabolites of interest (see Figure 1) were evaluated using SciRAP tool (n=5 in vivo studies, n=8
Meth OdS In vitro studies). For reporting and methodological quality criteria, green = fulfilled, yellow = partially fulfilled, red = not fulfilled, gray = not determined, and white = not applicable. For relevance categories, green
(D) indicates that the study design was directly relevant to human health, and yellow indicates that the study design was indirectly relevant to human health.

Literature Search and Tagging: Mechanistic studies were identified by tagging studies during screening of the

broad literature search focused on the potential human health impacts associated with napthalene exposure. Evidence Synth es|s

Study evaluation: Studies tagged as mechanistic were evaluated using the SciRAP web tool
(www.scirap.org) for either in vivo or in vitro study evaluation for factors rated to reporting quality,
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