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Case Presentation：This 51-year-old male heavy smoker with a history of hypertension and alcoholism drank about 50 ml of pesticide, containing carbofuran and organophosphate, after a wrangle with his family. He was found drowsy, generally weak and unable to talk in his room, accompanying with a bottle of the remaining pesticide besides him. No chest tightness, diaphoresis, dyspnea or chest pain was noted.
He presented to the emergent department (ED) with tachycardia, hypertension and tachypnea. Physical examination revealed drowsy and agitated consciousness, decreased pupil size, no obvious secretion and relatively normal breath sound, heart sound and abdomen. The laboratory examination revealed respiratory alkalosis, decreased cholinesterase level, and negative urine test for benzodiazepine and paraquet. Electrocardiography (EKG) showed diffuse ST-T segment depression over precordial leads. He developed hypoxemic respiratory failure and required intubation for mechanical ventilation late with intensive care unit admission.
We kept adequate hydration and atropine infusion for suspected carbofuran intoxication. Cardiac enzymes were checked due to the EKG change in the ED, and elevated levels were noted, and rapid elevation was noted on the serial follow-up. Therefore, although no obvious hemodynamic change was noted, dual antiplatelet treatment and heparinization were prescribed after discussion with the cardiologist because non ST segment elevation myocardial infarction (NSTEMI) could not be excluded. The levels of cardiac enzymes reached peaks within few hours and decreased thereafter, and the follow-up EKG showed interval disappearance of the ST segment depression. Bedside echocardiography showed mild diastolic dysfunction and adequate systolic function, and no vavular abnormality or wall motion defect was found. Because carbofuran-related cardiotoxicity was impressed, rather than NSTEMI, clopidogrel and heparin were discontinued. The patient declined the suggestion of coronary angiography for personal reason. He was soon successfully extubated and was discharged uneventfully without obvious sequelae in a week.

Discussion：We presented a case of pesticide intoxication presenting with ST segment depression on the precordial leads on EKG, mimicking NSTEMI. Because of the rapidly elevated levels of cardiac enzymes and the EKG changes, NSTEMI was still considered. However, the bedside echocardiography performed later revealed adequate wall motion tentatively exclude the presence of coronary artery disease. Therefore, myocardial injury related to carbofuran intoxication was the most possible cause for the EKG change and the elevated cardiac enzymes.

Carbofuran is a potent and toxic carbamate pesticide, which has been well known for its neurotoxicity, and is also a notorious endocrine disruptor. However, its cardio-toxicity has been seldom reported in human. With the decreased use nowadays in the world, carbofuran intoxication is rarely encountered. Its cardiotoxicity seems mild and rapidly reversible. Clinicians should be alert about the possible cardiotoxicity related to pesticide intoxication.






