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Review of Hyperlipoproteinemia Treatment by Western

and Traditional Medicine Therapy

Ming-Tsuen Hsieh, Tzong-Chung Leu, Wen-Huang Peng,
Hao-Yuan Cheng, Kuo-Jen Wu, Fan-Hsuan Tsai
Institute of Chinese Pharmaceutical Sciences, College of Pharmacy,

China Medical University

Summary

Hyperlipoproteinemia, plasma lipoprotein level over normal standard value,
is the causes of arteriosclerosis. Lipoproteins play important role in normal
physiological function. In order to keep normal physiology, everyone should
maintain normal lipids levels in the blood. Hyperlipoproteinemia patients should
diagnosis the types of hyperlipoproteinemia firstly. The patients should adjust diet
before drug treatment. If hyperlipoproteinemia could control by diet adjustment,
we will consider using drug treatment. Hyperlipoproteinemic drugs possess
therapeutic efficacy. However, they also produce side effects. Although Radix
Salvia multiorrhizae, Hawthorn Fruit, Rhizoma Ligustici wallichii., Fructus
Leonuri , Xiao Yao San, Qi Ju Di Huang Tang, Xie Fu Zhu Yu Tang, dachenggqi
decoction possess hypolipoproteinemic effect, They should further differentiate

the clinical therapeutic types.

Keywords : Lipoprotein, Hyperlipoproteinemia, Western and Traditional

Medicine Therapy
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