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For corrosive injuries of gastrointestinal tract, use of strong acid or alkaline is the leading cause. The injuries are
not only of gastrointestinal tract but also of other systems with variant severity and medical cost. Severity of injury is
variant according to different mechanism of substance, concentration, amount, physical form and duration of contact
with the mucosa. Acute phase of corrosive injuries include swelling of respiratory tract and perforation; long term
complications have the risk of esophageal stricture and cancer. Upper gastrointestinal endoscopy is considered the
cornerstone for diagnosis. Recently, the importance of computed tomography and endoscopic ultrasound increased,
especially for the detailed evaluation about emergent surgery. Stricture of esophagus or stomach is the major late
complication. Dilatation is the first choice for esophageal stricture and bougies should be considered for long, mul-
tiple and tortuous narrowing. Keeping the lumen patent can improve the nutritional status and build the foundation
for late reconstruction. Using colon for esophageal replacement offers advantageous efficacy. Further endoscopic
screening for the risk of stricture/cancer of esophagus or stomach is recommended. Actually, the best way to reduce
corrosive injury is to prevent it by education and law. (J Intern Med Taiwan 2018; 29: 15-27)



