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Case report

An 82-year-old female with a history of osteoporosis and achalasia treated with

periodic botulinum toxin injections presented a few weeks after the last session,

reporting dysphagia and retrosternal pain. An upper gastrointestinal endoscopy

revealed mucosal involvement in the middle and lower third of the esophagus in the

form of edema, friability, exudate and extensive superficial ulcers, which converged

distally and extended around the entire circumference (Figs. 1 and 2). The cardia was

punctiform, but could be passed without difficulty.

Due to her history of achalasia, peptic origin of the esophagitis was ruled out. An

infectious origin seemed unlikely given the distribution of the lesions and the absence

of risk factors. On reviewing the patient’s electronic prescription, we noticed that a

few weeks earlier she had been prescribed alendronic acid for osteoporosis, being the

most likely cause of the esophagitis. Alendronic acid was then discontinued and

treatment with proton pump inhibitors (PPIs) was prescribed at a double dose. Three

months later, a new upper gastrointestinal endoscopy showed resolution of the lesions

(Fig. 3), accompanied by a clear clinical improvement.



Discussion

Alendronic acid is one of the main drugs implicated in drug-induced esophagitis (1). It

is postulated that the mechanism of injury is based on direct contact with the mucosa

(2), and patients are recommended to remain upright for 30 minutes after ingesting

the tablet to reduce exposure time. If there is a deficit in esophageal clearance, as in

the case of our patient, the use of this drug is contraindicated (3).
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Fig. 1. Longitudinal superficial ulcer in the middle third of the esophagus, with greater

involvement at the distal level.



Fig. 2. In the lower third of the esophagus, friable mucosa, with abundant exudate and

confluent superficial ulcers all around the circumference are seen, compatible with

severe esophagitis.

Fig. 3. Resolution of esophageal lesions three months after discontinuation of

alendronic acid treatment.


