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Hypokalemia

Renal K|+ Losses

Normal Acid-Base Status

Acute Tubular Necrosis (Recovery)
Postobstructive Diuresis

Metabolic Acidosis Drugs
| Leukemia

Metabolic Alkalosis

l

Normal Anion Gap Increased Anion Gap Low Urine CI” High Urine CI
Renal Tubular Acidosis  Diabetic Ketoacidosis MgO Abuse .
(Proximal or Distal) Ethylene Glycol Vomitting/Gastric Drainage High BP Nomal BP
Carbonic Anhydrase Methanol Diuretics (chronic)

inhibitors CI' Losing Diarrhea Steroid-Excess  Diuretics (acute)

Ureterosigmoidstomy

Inadequate CI” intake
Cystic Fibrosis

Conditions Severe K* Depletion

Bartter Syndrome
Gitelman Syndrome

(Renal and Electrolyte Disorders 6th edition by Schrier RW, Lippincott Williams &Wilkins % — &5k %)
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(outside)

(inside)
NH,

NBF:nucleotide binding fold
R-Domain:regulator domain

1 Cystic fibrosis transmembrane conductance regulator (CFTR)

Functional in apical 1.Does not reach 2.Does not function
plasma membranes apical membrane normally at apical plasma
(A F508 mutation) membrane

CFTR

@
|

Normal cell Cystic fibrosis cell

RER:rough endoplasmic reticulum
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4 Model of electrolyte reabsorption in the human sweat duct
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X5 Relationship between sweat solute
concentration versus sweat rates

Sweat rate (mL/min/m2)
(Sato K, et al. J Am Acad Dermatol 1989;20:537-563)
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&1 PDMEE

2 Renal /genitourinary manifestations of cystic fibrosis
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Structural abnormalities
Unilateral renal agenesis
Absence of vas deferens
Functional disturbance
Decreased renal sodium clearance
Pre-renal azotemia from volume contraction
Hypokalemia
Metabolic alkalosis
Altered clearance of drugs
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