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ABSTRACT

The Clinical Use and Effects of Bée Venom Therapy
to Treat Sequalae of Sprain

Gi-Rok Kwon’, Hyung-Kyun Koh"*

x Dept. of Acu & Mox.,, College of Oriental Medicine, Sang Ji UNIV
*+ Dept. of Acu. & Mox., College of Oriental Medicine, Kyung Hee UNIV

We have studied Bee Venom Therapy to treat Sequalae of Sprain, and obtained
following results.

1. The treatment of sprain is using the effect of the affected part on Bee Venom
Therapy. _ o

2. For the treatment of sprain, it is often used the near acupuncture point of injury
GEAZELY) or painful point to press(§& 7).

3. Bee Venom Therapy is one of the powerful treatment, so we are using the
sequalae of sprain in the case of not cured by Acupuncture, Clipping or another
therapy.

4. Bee Venom injection is started a small quantity, and is increased slowly by
degrees.

* MERER BENAR BRE #R = BRABE BEMKE BRE #E
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5. The immune response by Bee Venom Therapy is a sort of Allergy, and it is
classified large delayed reaction. It is considered positive reaction.

6. We have selected Acupuncture Points from one to four by the degree of injury.

7. The period of treatment is some different from the degree of injury, but generally
we have obtained good results to treat from 5 to 20 by Bee Venom Therapy.

* Key Word : Bee Venom Therapy, Sprain,
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