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Octreotide induced thrombocytopenia
Haroon Yousaf, Irfan Saddique

ABSTRACT
Introduction: Thrombocytopenia due tooctreotide is a rare but known phenomenon.Only three cases of octreotide inducedthrombocytopenia have been reported so far.Case Report: Here we report a case of a 76­year­old diabetic male who was brought to theemergency room after being found unconscious.In the ER, his blood glucose level was 43 mg/dL.He was taking glyburide 5 mg by mouth dailyprior to admission. Escalated dextrose infusionwith repeated doses of D50W failed to sustainhis blood glucose, which remained in the rangeof 30 to 50 mg/dL. Salvage treatment withintravenous octreotide was implementedsuccessfully; only one dose of D50W wasrequired after octreotide initiation and bloodglucose normalized within several hours.However, a significant drop in patient’s plateletcount was noted after initiation of octreotidetherapy, that persisted until the drug wasdiscontinued. Rapid recovery was observedafter discontinuation of octreotide. Conclusion:High degree of suspicion is warranted on thepart of physicians to suspect octreotide as acausative factor for thrombocytopenia. Wesuggest that octreotide be discontinued whenthrombocytopenia occur, once other knowncauses of thrombocytopenia have beenexcluded.
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INTRODUCTION
Thrombocytopenia due to octreotide is a rare butknown phenomenon. Only three cases of octreotideinduced thrombocytopenia have been reported so far[1–3]. The diagnosis of this critical condition is based onclinical suspicion and is a diagnosis of exclusion. Wereport a case of octreotide­induced reversiblethrombocytopenia in a diabetic patient who presentedwith hypoglycemia.

CASE REPORT
A 76­year­old male was in his usual state of healthuntil three days prior to presentation when he had anepisode of documented hypoglycemia with loss ofconsciousness. His medical history consisted of diabetesmellitus, for which he was taking glyburide 1 mg bymouth daily for two years, prior to admission. The dayof the event he went on a walk with wife. Six hours afterhis breakfast of cereal he began to feel lightheaded andthen lost consciousness, which was witnessed by hiswife. The patient has no recollection of the event, butdenies any preceding vision changes, warmth, sweatinganxiety, weakness, nausea or palpitations. His wifedenies witnessing any muscle contractions or seizure
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activity during the episode. Emergency medical serviceswere called in. When the paramedics arrived, thepatient had a serum glucose value of 54 mg/dL. He wastaken to the emergency room of a local hospital andfound to have a serum glucose of 43 mg/dL. He wasgiven one ampule of 50% dextrose, resulting insignificant improvement in his mental status. His initialvital signs revealed blood pressure of 111/73 mmHg,heart rate of 99/minute, respiratory rate of 22/minute,and 100% oxygen saturation on room air. His neck wassupple. Examination of the lungs revealed bilateral goodair entry. Cardiac examination demonstrated normalfirst and second heart sounds with a regular rhythm andno murmurs. His abdomen was soft and non tender andhis extremities were warm and dry. His relevantlaboratory findings were hemoglobin 13 g/dL, platelets160,000/mm3, International Normalized Ratio 1.1, andmean corpuscular volume 80.9 fL/red blood cell. Thepatient was then admitted to the hospital for furtherevaluation of his hypoglycemia. Serum sulfonylureascreen was noted to be positive. Hypoglycemia persistedover the next 24 hours during the course of her hospitalstay despite continuous infusion of 10% dextrose.Salvage treatment with intravenous continuousoctreotide 50 mcg/hr infusion was implementedsuccessfully after 24 hours of his hospital stay; only onedose of D50W was required after octreotide initiationand blood glucose normalized within several hours.Nine hours after, starting octreotide infusion thepatient's platelet count had decreased to 77,000/mm3.Peripheral blood smear did not show any abnormalities.As part of his thrombocytopenia work­up, bloodcultures, a disseminated intravascular coagulationpanel and heparin­induced antiplatelet antibodies wereobtained, all of which came back negative. Octreotidewas discontinued 16 hours after admission, with apresumptive diagnosis of drug­inducedthrombocytopenia. A quick recovery in the patient'splatelet count occurred (Figure 1), and he remainedstable and was discharged on sixth day after admissionwith a platelet count of 104,000/mm3. During a follow­

up examination after one week patient denied anybleeding or bruising and his platelet count was noted tobe 155,000/mm3. The decline in platelet count was onlyseen after octreotide initiation, with immediateimprovement when it was discontinued, leading to ourdiagnosis of octreotide­induced reversiblethrombocytopenia.

DISCUSSION
In its short­acting preparation, octreotide has beenused safely in humans since 1998. Thrombocytopenia isan extremely rare side effect of octreotide therapy. Onlythree cases of this condition have previously beenreported in literature [1, 2, 3]. Platelet count typicallyfalls from 50% of the normal value on exposure to thedrug and returns to normal after drug withdrawal.Octreotide causes thrombocytopenia most likelythrough immunologic phenomena [4], that is, by drug­dependent antibodies causing accelerated plateletdestruction by binding to platelet surface glycoproteins [5].It usually takes one week for platelets to recoverfollowing drug discontinuation [6].

CONCLUSION
We suggest that octreotide be discontinued whenthrombocytopenia occur, once other known causes ofthrombocytopenia have been excluded.
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