File $4 Investigation of agonism on hTAS2R39.

As described in the manuscript, application of djgethoxyflavanonell) and 6-
methoxyflavanone3) did not lead to full inhibition of the ECG signath hTAS2R39.
In order to investigate whether these compoundshimize partial agonists on
hTAS2R39, they were tested for hTAS2R39 agoniBgures SA4A and $4B show
that both compounds elicited non-specific signalsigher concentrations, but they
did not activate hnTAS2R39.
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Figure $4. Response of hTAS2R39 towards stimulation with GrB8ethoxyflavanone
(concentrations 500 uM — 16 uM), buffer, and EGG &nd 6-methoxyflavanone
(concentrations 500 uM — 16 uM), buffer, and E@} ([The signals of induced cells
(expressing bitter receptors) are depicted withtevhackground. The signals of non-
induced cells (not expressing bitter receptors)dagEcted with grey background.



