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Special column: Toxic mechanism of aryl hydrocarbon receptors

BERREN SR FISERNMRHE
Bt SR P, S DR

FINAZEZET a. AERTPAEF PR b. BEMEZSEYRIEFMR, (175 AM 215123

DOl 10.13213/j.cnki.jeom.2021.20514

BHE .

FEIRZE (AhR) REEMNIF R FYREZ 8. UEINN AR IR ZIBRERD F
FWEE, (FARRAFEEEESMAREBRERRRE, AM, IERMFTREARA
HARRENEEE, Wiz SMERRRE, MR FYAIEET AREATEMES
WE, ITHRARRS, SBRE. AXEENARNENIFRUEMORLESE. HES
. BURERRER S RERNGINRITHERHAITER. Xt ARBUENHINRESERN
HIBRN T RGBT AT IR UM SR ALRERE,

KA FERRE  MRLFY) ; BRRETF ; ARBS

Advances on toxic effects of environmental chemicals mediated by aryl hydrocarbon receptors
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Abstract:

Aryl hydrocarbon receptor (AhR) is an important environmental chemical sensor. Traditionally,
AhR is defined as a transcription factor activated by macromolecular chemicals such as dioxins,
and regulating the expression of a variety of genes including metabolizing enzymes. However,
recent studies show that AhR can be activated by different types of ligands and regulate a
wide range of target genes. Environmental chemicals may affect multiple signaling pathways
via AhR, and disrupt cellular homeostasis, resulting in pathologic changes. In this paper, we
reviewed the recent progress and mechanisms of AhR-mediated cardiac developmental toxicity,
neurotoxicity, carcinogenesis, immunotoxicity, and other toxicities of environmental chemicals. A
comprehensive understanding of AhR activation and its toxicity mechanisms may conduce to the
prevention and treatment of human diseases caused by environmental chemicals.
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[Note] (D Canonical genomic pathway; 2 Non-canonical genomic pathway;

(3 Non-genomic pathway.
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Figure 1 Schematic diagram of AhR activation by xenobiotics
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