Loss of selenoprotein W1 inhibits skeletal muscle growth and development in zebrafish
(Danio rerio) by promoting protein ubiquitination degradation V-
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Fig. 2 A. Schematic diagram of zebrafish growth and development experiment. 4. Selenow1 mainly function by activating the PI3K/Akt/FoxO
B. Survival curve of zebrafish embryos. C to |. Growth performance and somatic pathway

parameter of zebrafish at 48d (C to E) and 96d (F to I). J to L. Effect of knockout
selenow1 on zebrafish skeletal muscle. 5. Selenow1 contributes to the stabilization of the AKT protein.
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