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Identification of host cell factors involved in diphtheria toxin sensitivity by using
shRNA library.
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We performed a large scale screening of genes encoding host cell factors involved in cell
sensitivity to diphtheria toxin by using shRNA library. Total 11 genes were identified
as genes which are possibly involved in DT sensitivity. Among them, genes encoding
enzymes in cholesterol biosynthesis pathway were confirmed to be involved in DT
sensitivity
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