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| Careful history and physical examination ‘

‘ Assessment of volume status |

High AME due to licorice
Alkali intake alone (rare)

Low to normal

urine [CI]

Low
(<10 mmellL) Vomiting
Diuretic abuse (remote)
High (> 10 mmol/L) Laxative abuse (rare)

‘ Urine pH or UAG ‘

/\

H_igh pH (>7) or Low pH (<6) or
high UAG (>50) low UAG (<50)
v

Diuretic abuse (recent)
Laxative abuse

Vomiting (active)
Bicarbonate intake

Magnesium difficiency
Bartter syndrome
Gitelman syndrome

Figure 1. Initial approach to metabolic alkalosis with hypokalemia.
AME, apparent mineralocorticoid excess; Cl, chloride ion; UAG,
urine anion gap [11].
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