A Case of Rapid Heparin Resistance with Pulmonary Embolism
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RESULTS
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Heparin resistance is the failure to achieve | | ;¢ iErEE (NYHA 111: EF 20%). chronic kidney disease, left ventricular thrombus and Antithrombin activity 20% (normal ~807)

| i i . . . - . * Th ticaPTT levels (50-80) achieved with bivalirudl
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heparin (UFH). prompted initiation of unfractionated heparin infusion. DISCUSSION
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. Heparin resistance is usually considered Pertinent Labs: Vitals: Imaging: Possible reasons for rapid development of antithrombin
after multiple days of therapy BNP: 5774 pg/mL HR:120 bpm CT-PE: subacute pulmonary emboli deficiency:
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acute thrombosis, DIC, surgery, ECMO, * Repleting AT can be hlgh in cost, not easily accessible, and
hemodialysis Heparin dose 15 18 21 24 lacks standardized dosing -
« Elevated coaqulation factors : » Direct thrombin inhibitors such as argatroban and bivalirudin
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. Hypercoagulability (infectious) hours resistance due to AT deficiency
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— Critically ill patients that are unable to achieve therapeutic anti-Xas
BRI IN] | AT ’ - Cl - | C during the first 24 hours of treatment could potentially be due to
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