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Research progress on the effects of endoplasmic reticulum stress caused by virus infection on different
biological functions

TIAN Li-ping' s FENG Guan-rong', LU Hui-jun'?, XIAO Peng-peng', LI Nan', JIN Ning-yi'* (1.
Institute of Virology, Wenzhou University s Wenzhou s Zhejiang 325000, China ; 2. Institute of Military Veterinary
Medicine s Academy o f Military Sciences)

(U@ N The endoplasmic reticulum (ER) is the base of protein synthesis and its an crucial place for protein post-

translational modification, folding and transport. When cell synthesizes a large number of proteins,or infected by virus,
cell hypoxia.oxidative stress,etc. »it will cause a large amount of unfolded/misfolded protein to accumulate in the ER,
leading to endoplasmic reticulum stress (ERS) and activating unfolded protein response (unfolded protein response,
UPR). In recent years,researchers have done a lot of research on ERS caused by virus infection and its influence on the
biological functions of cell autophagy,apoptosis,inflammation,and achieved a lot of breakthrough progress. This review
aims to summarize the current research status of ERS caused by viral infections and its effects on various biological
functions in recent years,and provide a new directions and intervention measures for the prevention and treatment of viral
infectious diseases from the perspective of ERS.
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