Alejo Efeyan – Biosketch:
Alejo Efeyan has studied oncogenic pathways since his undergraduate Thesis work at the
University of Buenos Aires. As a PhD student in the Manolo Serrano group, Alejo Efeyan studied how
the tumor suppressor protein p53 exerts its cancer protection. By means of genetically engineered
mice, his PhD worked unequivocally showed the dramatic importance of oncogenic signaling,
compared to that of the DNA damage response. For his postdoctoral studies, Alejo moved to the
laboratory of David M Sabatini at the Whitehead Institute. He focused to the study of a master
regulator of cell growth, the mechanistic target of rapamycin (mTOR), involved in the pathogenesis
of cancer and metabolic disorders. During his studies on nutrient sensing and signaling, Alejo
decided to expand a field that was onlyCV approached from a biochemical and cell biological angle
into physiology. His work showed: 1) the Rag GTPase / nutrient sensing pathway is essential for
embryonic development and for adult life; 2) the regulation of RagA activity is key for coordinating
fasting responses, for the regulation of autophagy, and for enduring the neonatal starvation period;
3) the Rag GTPases work as multi-node nutrient sensors, signaling both amino acid and glucose
sufficiency to mTORC1, and 4) coordinated and dynamic control of mTORC1 by nutrient signaling is
essential for B cell activation during the humoral response.
Alejo started his own laboratory at the CNIO in January 2016. His team studies the connections
between nutrients and nutrient-evoked signaling, cell and organismal metabolism, aging, and
cancer development, with a strong biochemical background supported by the use of novel
genetically engineered mice.
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