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RACK1 (Receptor for Activated C Kinase 1) is a highly conserved intracellular adaptor
protein originally identified as an anchoring protein for protein kinase C (PKC). Over
the past two decades, its role has expanded as a multifunctional scaffold, interacting
with diverse signaling molecules and contributing to various biological processes,
including cancer. This presentation will explore RACK1 involvement in cancer,

summarizing its aberrant expression, dual pro- and anti-oncogenic roles, and
mechanisms across different cancer types.

RACK1 functional diversity stems from its ability to shuttle, modify, stabilize, or
regulate interactions of its binding partners, affecting pathways like Src, PKC, and IGF-
1R signaling. Its dysregulation is implicated in numerous cancers, such as breast, lung,
and hepatocellular carcinoma, where it influences cell proliferation, apoptosis,
metastasis, and chemoresistance. RACK1 exhibits context-dependent roles: promoting
tumor growth and migration in some cancers while suppressing it in others.

Understanding RACK1's versatile functions and interactions highlights its potential as
a diagnostic biomarker and therapeutic target. However, due to its ubiquity and
functional complexity, precise modulation of RACK1 activity remains a challenge,
necessitating further investigation into its structural and regulatory mechanisms.



