Supplemental Figure 7
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Fig. S7. Pharmacological silencing of &, proteins does not abolish the capacity of
MDL29,951 for dual modulation of adenylyl cyclase.(A,B) CHO-hGPR17 (A) and
1321N1-hGPR17 cells (B) were stimulated with fotskdo directly activate adenylyl
cyclase and MDL29,951-mediated inhibition of cAM@&rhation was quantified in the
absence and presence of the;Gelective inhibitor FR900359. Data are mean vaties

S.E.M. of 3 (A) or 5 (B) independent experimentsgteperformed in triplicate.
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