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Carbon Monoxide (CO) is an orderless, color less and non-irritable gas that cannot be easy detected. The major
source of CO is coming from the incomplete burning of hydrocarbon compound. CO intoxication is the major cause
of intoxication worldwide. Due to the high affinity of CO with Hemoglobin, the CO intoxication would cause the injury
of organs such as heart, neurological system, muscle and kidney. In the cardiovascular system, CO intoxication can
lead to myocardial ischemia, heart dysfunction and arrhythmia. Moreover, it will increase the deteriorated symptom of
coronary artery disease. The symptom and prognosis of CO intoxication patients is not correlation to the serum level
of carboxyhemoglobin that assessed at emergency room. The fruity evidence showed the concentration of CO in the
tissue is more important than the blood. CO in not only caused the hypoxia of tissue, but also the production of free
radical that lead to the damage of organs. In acute CO intoxication patients, the immediate treatment with oxygen or
hyperbaric oxygen is important. The adequate treatment can reduce the hypoxia of tissue and decrease the damage
caused by free radial. (J Intern Med Taiwan 2016; 27: 223-232)



