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ER LM, Iy ==2—U %100 u MCTRE L 72 vo 72, 9-(Methylsulfinyl)hexyl
isothocyanateld, GSK-3 B ZATPHEHIAUIZA7 =10. 5 u MCPHE L, —Jfalcarindiolld. ATPIEH;
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WFZER R OMEEL (FE3C) : A new compound, bemzophomopsin restored the growth activity of
the yeast mutant strain (zds/A erg3A pdri/3A) at 1.25u g/disc and has no inhibition
activity against calcineurin at 100 u M. 9-(Methylsulfinyl)hexyl isothocyanate
inhibited GSK-3 3 with ATP competitive manner on K7 = 10. 5 u M and falcarindiol inhibited
GSK-3 8 with ATP non—competitive manner on K7 = 86.9 u M and the peptide substrate
competitive manner on K~46.5 uM. Pisiferdiol decreased the expression of calcineurin
in the mutant yeast.
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2511 Calmodulin (F&JJE 0. 0625 1 M)
5u1 Calcineurin (20 unit)
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