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A Case Study of one Patient who has a ischemic heart
disease(IHD)
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An ischemic heart diseaselHD) is a anemic state of heart caused by disproportion between heart's
demand and supply of oxygen. A patient who has this IHD feels serious chest pain called angina
pectoris. In a keen condition it leads to a necrosis of heart muscles, known as myocardial infarction. In
an ischemic heart disease the ECG waves gives us useful information of patients' heart. And CK(creatine
kinase) in serum and Troponin T are the principal factors in diagnosis of IHD. In this study, the IHD
patient classified by Sasang Constitutional Medicine had a notable medical effects. The symptoms of
patient are disappeared and waves of ECG is closed to normal. The tresult of CK in serum is also

recovered. So we report the healing process and results of this patient in this study.
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Fig. 2. ECG of 3. 27
V4 V5 aVL

Fig. 1. ECG of 3. 18
V4 V5 aVL
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