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Study on the Ischemic penumbra concept in stroke patient by case study

Seong-Gyu Ko

Department of Circulatory Internal Medicine, College of Oriental Medicine, Sang Ji University, Wonju city, Korea

! have treated one ischemic stroke patient in acute stage with Seonghyangjeonggi-san, and observed remarkable reduction of the size ischemic
portion in brain CT, notable improved motor power of patient. So { report this case of stroke patint. The ischemic penumbra, simply stated, is the
part of the brain that is sandwiched brain regions committed to die and those that receive enough blood to communicate. Therefore, it is ischemic
brain tissue that has just enough to communicte and function. The life expectancy of the penumbrais short. Although the penumbra is an elegant
concept, in practice, it has been a difficult one to exploit. Up to now, a lot of research worker have tried to develop the method to make a accurate
diagnosis. and then we know that PET and Xenon CT is available for the diagnosis for the ischemic penumbra. But those are not perfect to
diagnose of penumbra. The case in my case report was confirmed as ischemic penumbra with CT. | know that CT is not prefect to diagnose
penumbra, but | just want to raise the interest in penumbra of oriental medicine researcher and my report will be benificial to the penumbra

researcher.

Key Word : Penumbra, Ischemia, Seonghyangjeonggi-san, Stroke.
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Table 1. Progress of symptoms within admission period.
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