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Abstract

A Study on the Healing Mechanism of Herbal Medicine, Oryoungsan

Nam Hyoung-sin O.M.D., Cho Chung-sik O.M.D. Ph. D,, Kim Chul-jung, OM.D. Ph. D.
Dept of Oriental Internal Medicine,
College of Oriental Medicine, Daejeon University, Daejeon, Korea

Oryoungsan which first recorded in Sanghanron, the clinical medical book consists of treating
acute febrile disease according to its change, is one of the frequently used oriental medicines.
these days, it has been prescribed in symptoms accompanied by edema mostly. therefore it is easy
to consider it as a type of diuretics. In Sanghanron it was originally used in the symptoms of
perspiration, decreased urine volume, thirsty, flatulence. these symptoms indicate loss of body fluid
and the prescription which orders "taking warm water sufficiently” supports this. On this
background, it is supposed that Oryoungsan treats dehydration after providing water and
electrolytes. To consider that herbal medicines consisted of Oryoungsan make electrolytes go out
of the body, The healing mechanism of dehydration doesn’t meet this. Because Oryoungsan was
used in condition of fever or in similar condition, it is more resonable to understand that
restoration of increasing blood flow to the subcutanecus venous plexus regulating body
temperature in febrile condition into body circulation, resulting into maintaining main blood volume
and into treating decreased urine volume and thirsty is Oryoungsan’s function in the dehydration
or febrile condition. That is, symptoms are decreased or disappeared through restoring unbalance
of internal body fluid. The other target is pain controls, especially chronic headache, facial pain
and trigeminal neuralgia. it is suggested that the function of pain control of Oryoungsan is related
to 5~-HT(5-hydroxytrypamine), nerve transmitter in the endogenous analgesic system. Moreover it
is also suggested that Oryoungsan is relate to 5-HT, considering the fact that gastroparesis, a
symptom of cyclic vomiting syndrome treated with 5-HT1D receptor agonist is similar to the 'bi
(#8Y, symptoms appeared in the Oryoungsan-related disease.
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