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acid surrogate for asparagine in the design of inhibitors
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F2 WEIRL. I F RIS E S
2 AHXT 4T 5 Ki/nmol-L™! AG/kJ-mol™! (&S AH/KJ-mol”! ~TAS/kJ-mol ™"
WEIRE 669.84 2.0 -53.5 0.26 13.0 -66.5
LI 505.63 0.39 -55.2 0.38 -28.8 -26.4
BRI EY 547.66 0.004 5 -62.7 0.39 -53.1 -9.6




