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A case of gastrointestinal bleeding caused by ticagrelor

PAN Hui', LU Wen-jie’, ZHANG Yuan'*, ZHU Bei-lin'
(1. Department of Clinical Pharmacy, General Hospital, Shanghai 200080, China;
2. Department of Clinical Pharmacy, Shanghai Tenth People's Hospital ment of Clinical Pharmacy,, China)

Abstract: A 69-year-old male patient received ticagrelor 90 mg twice dailyfor antiplatelet therapy after intracoronary

stenting. In the sixth month of treatment, the patient was admitted to hospital because of a black stool without obvious causes.

After admission, ticagrelor was discontinued, and symptomatic treatments such as oxygen inhalation, acid suppression,

and hemostasis were given; on the second day of admission, the patient had a black stool; on the fourth day, the antiplatelet

therapy was adjusted to clopidogrel 75 mg once daily; on the fifth day, the stool turned yellow, and the fecal occult blood was

negative. Diagnosis: gastrointestinal bleeding.
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