Bioinformatic analysis of metastasis-associated metabolic landscape

reveals an oncogenic role for the transsulfuration pathway
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accounting for the majority of cancer-
related deaths [2].

« Cancer metastasis is the process by which
cancer cells break off from the primary
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This study systematically examined the
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parts of the body where they don’t belong from the Cancer Cell Line Encyclopedia B-synthase (CBS) inhibition to validate

[3-3]. (CCLE): the Metastasis Map (MetMap) the computational findings and prove
- Therapies targeting metastatic cancer [6] and large-scale metabolomic causation.

cells are very limited. profiling [7].
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