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Figure S3. Viability of human NC cell line 10-15 after monotherapeutic treatment with five small
molecule inhibitors (SMIs): Tumor cells were mono-treated with vorinostat (A), panobinostat (B),
fimepinostat (C), GNE-781 (D), palbociclib (E) at ascending concentrations or remained untreated
(MOCK). The remaining NC tumor cells were determined at 96 h after treatment by SRB viability
assays. The anti-tumor effects mediated by distinct SMI are calculated relative to MOCK controls. The
mean + SD of at least two independent experiments performed in quadruplicates is shown. Displayed
significance levels refer to the lowest concentration that caused a significant result, compared to
MOCK. * p <0.05, ** p <0.01, *** p <0.001, **** p < 0.0001.



