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Dietary glucosylceramides suppress tumor growth in a mouse xenograft model of head
and neck squamous cell carcinoma by the inhibition of angiogenesis through an increase

in ceramide
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1. Inhibitory effects of dietary glucosylceramides on squamous cell carcinoma of the
head and neck in NOD/SCID mice
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Dietary glucosylceramides suppress tumor growth in a mouse xenograft model of head
and neck squamous cel | carcinoma by the inhibition of angiogenesis through an increase
in ceramide
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