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Nutrition Information

60 Servings per Container Recommended Serving size: 2 rounded scoops (6.59)

Per serving size Per daily servings Per

(2 rounded (4 rounded 100g

scoops, 6.59) scoops, 13g) Powder
Calories (kcal) 15 30 231
Total Fat Og Og 0g
Total Carbohydrates <lg <1.5g <10g
Dietary Fiber 0.49 0.8g9 69
Sugars <0.1g <0.1g <0.59
Protein 0g Og Og
Beta-Hydroxybutryrate 2.659 5.39 419
Citrate 1.759 3.59 279
Potassium 300mg 600mg 4.69
Calcium 150mg 300mg 2.39
Magnesium 125mg 250mg 199
Sodium <10mg <15mg <100mg
Base Equivalents 25.5 mEq 51 mEq 392 mEq

Ingredients: Citric Acid, Magnesium Beta-Hydroxybutyrate, Potassium
Beta-Hydroxybutyrate, Calcium Beta-Hydroxybutyrate, Soluble Corn Fiber,
Natural Lemon Flavor (Arabic Gum, Lemon Extract, Lemon Juice
Concentrate), Purified Stevia Leaf Extract (Reb A 97%), Monosodium Citratett

HContributes a negligible amount of sodium
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