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AMLODIPINE OVERDOSE INDUCED NONCARDIOGENIC PULMONARY EDEMA 
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Introduction: Amlodipine overdose can be life threatening. We describe a case of Amlodipine overdose in a patient with subsequent development of Non Cardiogenic Pulmonary edema.
Case: 30 year old male with PMH of schizophrenia, Depression, and HTN presented with dizziness and SOB after he intentionally ingested 20 tablets of 10 mg amlodipine. He was hypotensive on initial presentation and responded well to IV fluids. Physical exam was significant for mild distress and slight tremors with flat affect without JVD, crackles or wheezing.  However, within 24 hours he developed hypoxemia and pulmonary edema. Patient had received 5 liters of fluid on floors. Echocardiogram showed normal Left ventricular function with an EF 60-65%. Patient was transferred to ICU for close management with IV diuresis and placed on BiPAP. 
Discussion: Pulmonary edema secondary to CCB overdose is likely due to capillary transudation due to selective pre-capillary vasodilatation, which causes an increase in Transcapillary hydrostatic pressure leading to interstitial edema. At high doses, the rate of CCB clearance decreases, prolonging the half-life. Despite hypotension, these patients may maintain a surprisingly clear mental status, possibly due to the Neuro-protective effects of CCBs. Precipitous decline in mental status secondary to hypotension or development of Acute respiratory failure secondary to pulmonary edema  might need intubation. Management guidelines are not very clear as the available literature is only from case reports and from animal studies with current recommendation mainly focusing on resuscitative efforts with Crystalloids.
Conclusion: Amlodipine overdose can lead to life threatening non-cardiogenic pulmonary edema. The management is challenging due to the long elimination half-life of amlodipine and delayed onset of side effects. Aggressive pulmonary toilet and intensive care monitoring with use of BIPAP was key in delaying impending respiratory demise. Cautious fluid resuscitation is also key as these patients tolerate low BP well. CCB: Calcium Channel Blocker

