RKEAXER BREBHRHR WXE 1
F18% 258 2009%F 128 31H

o] GAAAZFTI X 8A| AFMNE HEF

2 o] =}*

=2 =l

Drug research and development tend to hyperlipidemia.

Seol In-chan

College of Oriental Medicine, Daejeon University, korea

Most of the cholesterol is synthesized by liver in the body while about one of third is taken via dietary.
The main functions of cholesterol is to protect membranes in cell surface, avoid the arterial bleeding by
hypertension, and prolong the life of erythrocytes, and so on. However, overload of cholesterol leads to
arteriosclerosis associated with leading death cause. Lack of physical activity, emotional and environmental
stress, and low intake of protein or vitamin E induce the unbalance between HDL- and LDL-cholesterol so
become a basis of ischemic disorders in heart, brain and elsewhere in the body .

So far, four major classes of medications for hyperlipidemia are HMG-CoA reductase inhibitors (statins),
bile acid sequestrants, nicotinic acid, and fibric acids . The statins can lower LDL and levels triglyceride, but
may induce myopathy and an elevation of liver enzyme levels. The bile acid sequestrants lower LDL levels
and raise HDL levels with no effect on triglyceride levels but side effects of gastrointestinal (GI) distress,
constipation, and a decrease in the absorption of other drugs. Nicotinic acid and fibric acids lower LDL and
triglyceride levels with showing flushing, hyperglycemia, hyperuricemia, GI distress, and hepatotoxicity
dyspepsia, gallstones, myopathy, and unexplained noncardiac death as adverse effects.

Above western drugs lower cholesterol by 15 to 30% while all have notable adverse effects. In traditional
medicine, hyperlipidemia is regarded as retention of phlegm and fluid disease. Etiology and pathogenesis of
hyperlipidemia is basically based on Spleen-Deficiency and Phlegm-Stagnation, accumulation and stasis of
-heat, and Qi & blood stagnation induced by Phlegm-damp, water—-dampness, and blood stasis. Thereby,
strengthening Spleen and dissolving Phlegm, clearing away heat and diuresis, and supplementing Qi and
activating blood circulation are commonly used therapeutic methods for hyperlipidemia.

The traditional herbal medicine, have been used for patients with CVA, hypertension or hyperlipidemia in
Oriental hospital or Oriental clinic.

The lock and key theory is used to develop most of western medicine, however many diseases are caused
by mixed factors in body-complex system.

We expect that Oriental pharmacological theory could be newborn as a novel drug showing high advantage
of blood levels of lipidsand QOL of performance without side effects.

Key word : Herbal formula, Oriental medicine, Hyperlipidemia, Drug development
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(LDL-C) = (TC) - (HDL-C) - (TG/5)
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<33> The Adult Treatment Panel Il (ATPII) - Therapeutic lifestyle changes (TLC) and drug

therapy for persons in different risk categories

Risk Category LDL-C goal Initiate TLC Consider Drug Therapy
High risk: <
CHD or CHD equivalents (o tiolnoa(f'n;%/odn]; /dL) =100me/dL (o tionzﬁloc?;?%g{g%)m /dL)
(10-year risk of CHD=20%) P ' & P & &
Moderately high risk 2+risk
factors <130 mg/dL >130mg/dL >130mg/dL

(10-year risk of CHD

(optional:<100mg/dL)
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10-20%)

Moderate risk:

2+risk factors <130mg/dL >130mg/dL >160mg/dL
(10-year risk of CHD <10%)
Lower risk: >190mg/dL
>
(0-1risk factor) <160mg/dL =160me/dL ( ional:160-190mg/dL)
CHD Chronic Heart Disease, LDL-C Low density lipoprotein cholesterol, TLC

Therapeutic lifestyle changes.

<3t4> Risk factors:cigarette smoking, hypertension, low HDL-C, family history of premature

CHD, and age

Determining Cholesterol Goal(Lower LDL)

JNC Risk Factors
- Cigarette smoking

- Hypertension (BP>140/90 or on antihypertensives)

- Low HDL cholesterol (<40mg/dL)

- Family History of premature coronary heart disease(CHD) (CHD in first-degree male relative
<55 or CHD in first-degree female relative <65)

- Age (men>45, women=>55)

CHD Chronic Heart Disease, HDL-C
Therapeutic lifestyle changes.
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Simvastatin,
Atrovastatin

Clofibrate,
Fenofibrate



10

KEXRSBR BEBMARH MXE H18% H25E

EH’\L‘;X—; A w54k ;%g;i;j E?jgi}%?i}\giﬁﬁii Cholestyramine
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