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Regulation of Tumor Suppressors Hamartin and Tuberin Signaling

Yun-Yu Zhao, Li-Guang Lou*
(Shanghai Institute of Materia Medica, Shanghai Institute for Biological Sciences,
Chinese Academy of Sciences, Shanghai 200031, China)

Abstract Tuberous sclerosis is an autosomal dominant disorder caused by mutations in tscl and tsc2
genes. Hamartin and tuberin, encoded by tscl and tsc2 genes, respectively, are tumor suppressors and play critical
roles in cell growth and proliferation. Growth factor-stimulated PI3K/Akt signaling leads to tuberin phosphorylation,
then regulates downstream effector function and affects cell growth and proliferation. This review summarizes the
latest progresses in hamartin-and tuberin-mediated signaling transduction. We hope this review will give some
insights into the understanding of the roles of hamartin and tuberin in cellular signaling and the challenge behind
them.
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