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Table 1 The summary of the role of ACBD3 in pathogens replication
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Fig. 1 The role of ACBD3 in pathogens replication
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The Role of ACBD3 in Pathogens Replication”

HUANG Jia-Zhao, LI Ye, ZHANG Lei-Liang”
(Institute of Pathogen Biology, Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing 100730, China)

Abstract After viral and bacterial pathogens enter the cell, they use host proteins to complete their life cycles.
Recently, ACBD3 is shown to interact with many pathogen proteins and affect the replication of pathogens. This
review will summarize the interplay between ACBD3 and different pathogens, including Aichi virus, Coxsackie
virus, poliovirus, hepatitis C virus, human rhinovirus and Salmonella, and discuss the role of ACBD3 in pathogen

replication.
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