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Clinical Study of the Jaundice Patient with Toxic Hepatitis and Liver Failure

Yong Jeong Kim®, Seung Eon Lee, Jong Min Yun, Sae Wook Park, Min Goo Lee,
Ji Woo Son, Sun Woo Lee, Suk Cha, Kang San Kim

Department of Internal Medicine, College of Oriental Medicine, Wonkwang University

This study was designed to report the clinical effects of oriental medical therapy on a patient of jaundice with
a toxic hepatitis and liver failure. Herbal medication, acupuncture and cupping therapy were applied to the patient for
18 weeks. Symptoms were checked repeatedly, and clinicopathologic test(such as total bilirubin, direct bilirubin, AST,
ALT ect.) were done to evaluate improvement. After 18 weeks treatment with oriental medical therapy, most symptoms
disappeared or improved. Clinicopathologic examinations showed improvement. The above results that oriental medical

therapy is beneficial for the patient with jaundice.
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1) Abdomen CT
(1) 20034 7€ 30
Splenomegaly
Mild GB wall edema
Moderate ascites
R/0) Liver parenchymal disease such as hepatitis
(2) 20034 8 169
Massive ascites splenomegaly
Suggestive diffuse liver disease with uneven portal blood
flow in the liver.
2) US LG.P. (20034 7€ 309)
suspicious toxic hepatitis
splenomegaly
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Table 2. The Changes of Body Weight & Abdominal Circumference
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Fig. 2. Serial changes of Bilirubin(Total), Bilirubin(Direct)
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Fig 3. Serial changes of AST, ALT
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