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Figure S3. Effects of DCA in carboplatin chemoresistance in retinoblastoma. (A) Expression of key EMT transcription

factors from RNAseq. (B) Normalized viability of RB028*< cells monitored over one week after challenge with
carboplatin (1 pM) along with DCA (3 uM). (C) 3D synergy map of RB028*€ using Bliss scores. (D) Normalized
viability of RB006 cells monitored over one week after challenge with carboplatin (1 pM) along with DCA (3 uM). (E)

3D synergy map of RB006 using Bliss scores.



