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Kidneys normally have impressive capacity to excrete HCO3. For a

lkalosis to 

be present, kidneys must have failure to eliminate HCO3
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Volume contraction
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Cl
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inc H sec: via H

ATPase
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cosecretion
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electroneutrality
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Cl
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HCO3 exchangers in the

luminal
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2.

Acetazolamide

-

inc renal NaHCO3 excretion

-

inc HCO3 delivery to CT can worsen K losses

-

inc PCO2 3
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7mmHg by impairing CO2 transport in 
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and subsequent 

elim
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3. Consider 0.1N HCL (risk of
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4. Consider NH4Cl

po

(not in liver

dz

)
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