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[Abstract] Oxidative stress is a state in which oxidation exceeds the antioxidant systems when the endogenous
antioxidant system cannot effectively remove the large amount of free radicals accumulated in the body. It participates in
the development of various diseases. The oral cavity is usually attacked by multiple endogenous or exogenous stimulations,
which can lead to stress injury. This article reviews the research progress of oxidative stress in oral and maxillofacial
regions induced by various peripheral stimuli and its correlation with related diseases, including temporomandibular
disorders, masticatory muscle diseases, periodontal diseases, oral cancer and precancerous lesions. It also provides a
new idea for the etiologic investigation, diagnosis and treatment of oral diseases from the perspective of oxidative stress.
Moreover, it provides an update of the literature concerning the association of oxidative stress with pathological conditions
related to oral cavity, focusing on the diagnostic and therapeutic importance of the tests based on saliva specimens in a
preventive perspective.
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HHEFMBEZ, ¥ ATEEERE (reactive
oxygen species, ROS) | {iEHA% (reactive nitro-
gen species, RNS) | IGPE#i#ZE (reactive sulphur
species, RSS) 2§, HHLIROSHFIRNS K3, ROS
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40 £ % F AL BEC ( cytochrome oxidase,
CytoC ) Bt EMMET, SMT#IEKRF (apop-
tosis protein activating factor, Apaf) -1, KE&ZIR
PRt ARG ( cysteine-containing aspartate-
specific proteases, caspase ) 9Z5 ST A A
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IR 2T B T

2) [EDNAK A A, a1 8-

.63.
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