e a}ets]«] - A 74 H A4 Z 2008

OE

K Current Clinical Practice)

A ABZY AW A A=

Diagnosis and treatment of dyslipidemia
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Table 1. LDL cholesterol goals and cutpoints for therapeutic lifestyle changes and drug therapy in different risk categories

Risk Category LDL-C Goal Initiate TLC Consider Drug Therapy
High risk: CHD or CHD risk equivalents <100 mg/dL >100 mg/dL >100 mg/dL

(10-year risk >20%) (optional: <70 mg/dL) (<100 mg/dL: optional)
Moderately high risk: 2+ risk factors <130 mg/dL >130 mg/dL >130 mg/dL

(10-year risk 10~20%) (100-129 mg/dL: optional)
Moderate risk: 2+ risk factors <130 mg/dL >130 mg/dL >160 mg/dL

(10-year risk <10%)

Lower risk: 0-1 risk factors <160 mg/dL >160 mg/dL >190 mg/dL

(160-189 mg/dL: optional)

Risk Score?

Documented atherosclerotic disease or equivalent:
10 year risk of CVD events =20% by Framingham

Yes /

\No

Statin therapy, Goal
LDL <100 mg/dL

Everyone should:

Stop smoking, Treat hypertension,
Maintain BMI <25, Regular
activity, Treat DM, High fiber low
saturated fat diet

Moderate risk 2+ risk factors (10
year Framingham risk 10-20%),
statin for LDL =130 mg/dL

No /

Increase statin,

\Nn

Increase statin,

or add another
agent like

| 16 >200 mg/ar?

I or add another
agent like

ezetimibe

l Yes

ezetimihe

Non HDL-C =130 mg/dL
(high risk), >160 mg/dL.

(moderate risk)?

J Yes

Niacin, fibrate, or

omega3 fatty acids

Figure 1. Treatment in moderate and high risk patients for coronary heart disease (Modified from Paramsothy et al. Heart

92:1529-1534, 2006)
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Table 2. Summary of the major drugs used for the treatment of dyslipidemia

Drugs Major Indications Therapeutic Dose ~ Major Effects Domestic Regi- Domestic Reimbursement Guidelines
stration Dose
Statins Elevated LDL-C
Lovastatin 20-80 mg | LDL-C 29-45% 20-80 mg Risk factors (+): TC >220 mg/dL
Pravastatin 40-80 mg | LDL-C 29-33% 20-40 mg Risk factors (-): TC >250 mg/dL
Simvastatin 20-80 mg | LDL-C 32-42% 20-80 mg
Fluvastatin 20-80 mg | LDL-C 21-33% 20-80 mg
Atorvastatin 10-80 mg JLDL-C 37-55% 10-80 mg
Rosuvastatin 10-40 mg | LDL-C 43-53% 10-20 mg
Pitavastatin 2-4 mg | LDL-C 41-49% 2-4 mg
Bile acid sequestrants Elevated LDL-C
Cholestyramine 432 g J LDL-C 15-30% 424 g Risk factors (+): TC >220 mg/dL
Risk factors (-): TC >250 mg/dL
Nicotinic acid Elevated LDL-C, 500-2000 mg | LDL-C 5-25% 375-2000 mg Risk factors (+): TG >200 mg/dLx23]
low HDL-C, | TG 5-25% Risk factors (-): TG >400 mg/dLx23]
elevated TG T HDL-C 15-35%
Fibric acid derivatives Elevated TG

Gemfibrozil 1200-2400 mg L TG 31% 900-1500 mg Risk factors (+): TG >200 mg/dLx2 times or TC >220 mg/dL
Fenofibrate 160 mg | TG 29% 160 mg Risk factors (-): TG >400 mg/dLx2 times or TC >250 mg/dL
Bezafibrate 400-600 mg L TG 21% 400-600 mg
Omega 3-fatty acids Severely elevated TG 3-12 g | TG 30-40% 14 g Risk factors (+): TG >200 mg/dLx2 times and expected adverse
reaction by fibric acid derivatives or nicotinic acids (<4 g/d)
Risk factors (-):-TG >400 mg/dLx2 times and expected adverse
reaction by fibric acid derivatives or nicotinic acids (<2 g/d)
TG >500 mg/dLx2 times (<4g/d)
Cholesterol absorption inhibitors Elevated LDL-C
Ezetimibe 10 mg | LDL-C 5-25% 10 mg Suboptimal response after maximum dose of statin
Difficulty in dosing-up statin due to drug interaction
Documented adverse reaction after maximum dose of statin
Suboptimal reponse or contraindication of >2 lipid lowering
drugs
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