dehydration and electrolyte disturbances and has been proposed to
result from excessive amounts of a blood protein—growth
differentiation factor 15. Uremia, ketoacidosis, adrenal insufficiency,
and parathyroid and thyroid disease are other metabolic etiologies.

Circulating toxins evoke emesis via effects on the area postrema.
Endogenous toxins are generated in fulminant liver failure, whereas
exogenous enterotoxins may be produced by enteric bacterial
infection. Ethanol intoxication is a common toxic etiology of nausea
and vomiting.

APPROACH TO THE PATIENT

Nausea and Vomiting

HISTORY AND PHYSICAL EXAMINATION

The history helps define the etiology of nausea and vomiting.
Drugs, toxins, and infections often cause acute symptoms,
whereas established illnesses evoke chronic complaints.
Gastroparesis and pyloric obstruction elicit vomiting within an hour
of eating. Emesis from intestinal blockage occurs later. Vomiting
occurring minutes after meal consumption prompts consideration
of rumination syndrome. With severe gastric emptying delays,
vomitus may contain food residue ingested days before.
Hematemesis raises suspicion of ulcer, malignancy, or Mallory-
Weiss tear. Feculent emesis is noted with distal intestinal or
colonic obstruction. Bilious vomiting excludes gastric obstruction,
whereas emesis of undigested food is consistent with a Zenker’s
diverticulum or achalasia. Vomiting can relieve abdominal pain
from a bowel obstruction but has no effect in pancreatitis or
cholecystitis. Weight loss raises concern about malignancy. Taking
prolonged hot baths or showers is associated with CHS and CVS.
Intracranial sources are considered if there are headaches or
visual changes. Vertigo or tinnitus indicates labyrinthine disease.

The physical examination complements the history. Orthostatic
hypotension and reduced skin turgor indicate intravascular fluid
loss. Pulmonary abnormalities raise concern for aspiration of



