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(1) Synopsis
S6K1 is implicated in the etiology of FXS, a genetic neuro- We set out to determine if small molecule S6K1 inhibitors, with Lead FS115, a proprietary oral brain penetrant S6K1
developmental disorder, and of TNBC, a highly aggressive cancer > the ability to reach the brain, could treat either disease > inhibitor, shows robust efficacy in models of either disease

(5) Results - FS115 is effective in models of TNBC>

(2) The role of S6K1 in FXS and TNBC (4) Results — FS115 corrects pathology in FXS model mice?*
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