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CORRECTION

RAS ONCOGENES: THE FIRST 30 YEARS
Marcos Malumbres and Mariano Barbacid

Nature Reviews Cancer 3, 459–465 (2003)

On page 462 of this article, the group of Chris Marshall should have been credited, alongside those of Jasper Rine and Sang–Ho
Kim, with the discovery of RAS isoprenylation. The text and references should have been:

In two landmark papers published in 1989 (REFS 85,86), the groups of Chris Marshall and of Jasper Rine, the latter in
collaboration with Sang–Ho Kim, described isoprenylation as a novel mechanism of post-translational modification of proteins,
which allowed them to identify the biochemical basis for the attachment of RAS proteins to membranes.

85. Hancock, J. F., Magee, A. I., Childs, J. E. & Marshall, C. J. All ras proteins are polyisoprenylated but only some are palmitoylated.
Cell 57, 1167–1177 (1989).

86. Schafer, W. R. et al. Genetic and pharmacological suppression of oncogenic mutations in ras genes of yeast and humans. Science
245, 379–385 (1989).
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