Defining how two avian double-stranded RNA viruses affect lipid droplet (LD)
formation and lipid metabolism in vitro
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* Cellular lipid droplets (LDs) consist of a neutral lipid core Figure 1. ARV infection increased the number of LDs per nucleus while IBDV infection had a less significant effect.
surrounded by a phospholipid monolayer with LD-associated , ,
. o . . ARV-infected IBDV-infected
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* Virus factories (VFs) are cytoplasmic inclusions in infected cells ek
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* Some mammalian and fish double-stranded (ds)RNA viruses
hijack lipid droplets (LDs) during their replication cycle in favor
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Z/ZSSNLl Figure 2. ARV infection decreased the expression of some genes Figure 3. Both inhibition and upregulation of de novo lipogenesis did
Fatty Acid f involved in lipogenesis while IBDV did not. not affect viral replication.
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