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An experimental study of HwaYul(*k#V) theory
on the
FfSoMunHyunKiWonByungSik (ERIXHEERZ)
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In Oriental medicine, different suggestions regarding how cerebrovascular accident{CVA) may
develop have been offered by several physicians. In Jin(#)Yuan(>t) dynasty, Liu Wan Su(Z%E%)
asserted that CVA was not developed by external PungSa(840) but internal HwaYul, which was noted
in the "SoMunHyunKiWonByungSiks. To verify experimentally Liu’s HwaYul theory in rats,
normothermic control group (37C) and hypothermic test group (32°C) were subjected to transient
middle cerebral artery occlusion{MCAQ} of lhour. In 7days after MCAQ, the rats were sacrified and the
volume of infarct and the size of edema were measured. The present findings expand our

understanding of the pathophysiology as to the CVA which is related to the HwaYul theory.
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Fig. 1. Coronal section of the brain slice. In
the control group(A,B), a large part of the right
cerebral cortex and striatum was infarcted. The
damaged brain structures didn't react with TTC
and revealed as an unstained white area in the
right hemisphere, As a result of tissue swelling,
the area of the damaged hemisphere was larger
than that of the contralateral hemisphere and the
midline of both hemispheres was protruded to
the left. The damaged region of the test
group(CD) in the brain was reduced than that of
the control group.
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Fig. 2 Cerebral infarct/total volumes(mr}
of rats following 7days after the MCA
occlusion. N normal  group, C
controf MCAQ? group, T  test(MCAO
+hypothermia treatment) group.

sstatistical  significance  from  control
group { p<0.05 by one-way ANOVA )
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Fig. 3 Cerebral edema of rats following 7days
after MCA occlusion. Normal: normal group,
Control: controlMCAO) group, Test: testtMCAOQ
+hypothermia treatment) group
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