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ERO)Y, A B H 6 A8k 8 A4 R Al B 11 f2 1) 6 52 )7 47
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LA AT $ 3 CYP Fikasfplosy
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AT RELE 5 W R AN W I A 1 AN R AR .
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JEIRCUE 14~ NBD S fn 1 4 TMD 2 #5755
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Z3%1% HSP110, HSP90 . HSP70., HSP60 Fi/M4 T34
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B AN R 2 20 MBS 45 90 2 AL A O AR e AL DA K%
AR AR Y R M R . A B R S py
AR I 2L TR u&%awﬁﬁﬁzwﬁ%
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Animal Chemical Defensome : Organization and Detoxification Mechanisms

ZHANG Shi-Cui, YOU Xin-Ye, ZHANG Yu
(College of Marine Life, Ocean University of China, Qingdao 266003, China)

Abstract .

Animal chemical defensome is made up of an array of gene families, proteins and pathways,

which plays an important role in responding to xenobiotic stress in the environment and maintaining cel-

lular homeostasis. The core components of the chemical defensome are: (1) soluble receptors and ligand

activated transcription factors, which receive and sense toxicants and tissue damage; (2) biotransforma-

tion enzymes, that transform chemicals to less toxic and excretable metabolites by oxidation, reduction

and conjugation reactions; (3) efflux transporters, that export toxicants or metabolites generated by

biotransformation from the cell; (4) antioxidant enzymes, that protect against ROS or other radicals. In

this review we summarize the composition and mechanism of animal chemical defensome, and provide

reference for the study of chemical defensome in marine invertebrates.
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