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Table 1. Binding free energy of Metal-Lactate complexes

Metal Lactate Binding Energy TAS AG
(Hatree) (Hatree) (AE, kcal/mol) (kcal/mol) (kcal/meol)
Na*-Lactate -161.664286 -341.163438 -126.21 -8.03 -118.18
K*-Lactate -599.001916 -341.163438 -106.85 -7.06 -99.79
Ca?*-Lactate -676.13655 -341.163438 -290.86 -8.20 -282.66
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FIG. 12
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FIG. 13b
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FIG. 19
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FIG. 21d
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FIG. 27
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FIG. 29
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FIG. 31
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FIG. 33
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FIG. 35
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FIG. 37a
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FIG. 39a
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FIG. 40a
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FIG. 40b
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FIG. 42a
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FIG. 42b
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FIG. 44a
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FIG. 45a
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FIG. 45b
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FIG. 47a
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FIG. 48a
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FIG. 49a
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FIG. 50a
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FIG. 50b
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FIG. 52a
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FIG. 52b
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FIG. 54b
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FIG. 55b




