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Abstract: Son of sevenless homolog 1 (SOS1) protein is a ubiquitously expressed adapter. As a key protein in intracellular signaling,
SOS1 plays an important role in many signal transduction pathways, such as Ras and Rac signaling pathways. The abnormal expression
or mutation of SOS1 is closely related to clinical diseases. In this article, we review research progress on SOS1 functions and its roles

in physiology and pathophysiology.
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Fig. 1. Organization of SOS domains. Domain structures of SOS1 orthologs from fruit fly (fSOS), mouse (mSOS1, mSOS2) and
human (hSOS1, hSOS2). The numbers above the SOS proteins correspond to amino-acid residues in the primary structure. DH, Dbl

homology; PH, pleckstrin homology; REM, Ras exchange motif; CDC25, cell division cycle 25. This figure is modified from reference '
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Fig. 2. SOS1 regulates Ras and Rac signaling pathways. 4: The Ras signaling pathway. B: The Rac signaling pathway. This figure is

modified from reference ™.
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