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high-throughput screening campaigns for various target molecules, ranging catalyzes glucosylceramide (GlcCer) synthesis from ceramide (Cer) and it's important to know the binding affinity of compound before and after
frpm soluble prqtems to challlenglng targets. .Recently, it has been applied for uridine diphosphate-glucose (UDP-glucose). This enzyme involved in purification of membrane protein. In addition, K values are helpful to set an
binder expioraﬂon_ of functionally challenging target molecules, such as lysosomal storage disorders, such as Gaucher’s disease (GD). appropriate compound concentration of cryo-EM sample.
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using membrane fractions or microsome as protein material, is useful oH I8 " 28 e
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- Fig. 3. Kinetic analysis by Lineweaver-Burk plots. signals (solid square), conducted without hERG-, from the total binding signals
S Meanwhile, eiiglustat showed an uncompetitive inhibition manner (right). * hERG; was truncated from residues 141-350 and 871-1005, prepared for structure determination.
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Fig. 4. Binding analysis by AS-MS using membrane fractions.
Organic T-036 bound to the enzyme without affecting UDP-glucose binding as the
A / nalven substrate molecule (left). Meanwhile, eliglustat bound to the enzyme only in the
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