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Figurel
A: TC levelsand CAD death.

B: HDL-C levels and CAD incidence.
C: TG levels and CAD incidence.
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Incidence of coronary artery disease (CAD) increasesasthe LDL-C, TC, TG, HDL-C. A

og

Diagnostic criteriafor dyslipidemia (Serum
sampled after overnight fasting)
LDL-cholesterol = 140 mg/dL

HDL-cholesterol <40 mg/dL

Triglycerides = 150 mg/dL

Tablel

Diagnosis of dyslipidemia is made when either type of lipid
abnormalitiesis present.
These diagnostic criteria are not intended for the beginning of
drug therapy.
It isimportant to consider the indications of drug therapy only
after evaluation of other risk factors.
LDL-C is evaluated bacically by calculation with the Friede-
wald equation.
[LDL-C=TC-HDL-C-TG/5 (when TG is < 400 mg/dL)]
When the TG is = 400 mg/dL or non-fasting stare, the LDL-C
should be determined by direct measurement.
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Table2 Classification of recommendation

Level of Class| Intervention is useful and effective
recommendation Classl|
Classlla

Weight of evidence/opinion isin favor of usefulness/efficacy

Ilb  Usefulness/efficacy islesswall established by evidence/opinion

ClassI| Intervention is not useful/effective and may be harmful
Level of evidences A Data from many large, RCTs
B Data from fewer, smaller RCTs, careful analyses of non randomized, observationa registries
C Expert consensus
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Table 3 Diagnostic criteria of dyslipidemia statements

A W DN P

. Theincidence of coronary artery disease increases with elevation in the LDL-cholesterol levels. [Evidence level A]

. Theincidence of coronary artery disease increases with decreasesin HDL-cholesterol levels. [Evidence level A]

. Theincidence of coronary artery disease increases with elevationsin the triglyceride levels. [Evidence level B]

. Diagnostic criteria for dyslipidemia were set a an LDL-cholesterol level of - 140 mg/dL a triglyceride level of - 150 mg/dL

and/or aHDL-cholesterol level of <40 mg/dL. [Evidence level C]
5. The above diagnostic criteria are not intended to indicate the initiation of drug therapy.
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Table4 Lipid management goals based on risk assessment

category Lipid management goals (mg/dL)
Principle of therapeutic —
Major risk factors
strat - -
egy other than LDL-C* LDL-C HDL-C TG
| 0 <160
(Low-risk group)
Primary prevention T 1-2 <140
Lifestyle should be changed before  (|ntermediate-risk group)
consideration of drug therapy m 3ormore <120 = 40 <150
(High-risk group)
Secondary prevention
Both drug therapy and lifestyle History of coronary artery diseases <100

modification are considered

Management of serum lipids as well asintervention of other risk factors (smoking, hypertension or diabetes) is necessary.

*Major risk factors other than LDL-C

Aging (male = 45 years, female = 55 years), hypertension, diabetes (including impaired glucose tolerance), smoking, family history

of coronary artery disease, low HDL cholesterol (< 40 mg/dL)

- Category |11, if complicated by diabetes mellitus, cerebral infarction or arteriosclerosis obliterans.
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Coronary artery disease death
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A: Multivariate relative risk of mortality from coronary artery disease according to the years since quitting smoking.
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B: Multivariate relative risk of mortality from stroke according to the years since quitting smoking.
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Figure4 Positioning of metabolic syndrome.
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Table5 Management of dyslipidemia statements

1. In primary prevention, if the management target of the LDL cholesterol level cannot be attained 3-6 months after initiation of
lifestyle modification, drug therapy should be considered depending on the level of risk. [Recommendation level |, Evidence
level B]

2. In secondary prevention, drug therapy should be considered with a target LDL cholesterol level of less than 100 mg/dL com-
bined with lifestyle modification. [Recommendation level |, Evidence level B]

3. Statins are recommended for drug therapy of hyper-LDL-cholesterolemia. [Recommendation level |, Evidence level A]

4. In high-risk dyslipidemia, consideration of the administration of ethyl icosapentate (EPA) is reasonable (appropriate). [Recom-
mendation level |, Evidence level A]

5. If hypertriglyceridemia, postmenopausalthat accompanied by hypo-HDL-cholesterolemia, persists despite continuous lifestyle
modification, drug therapy using fibrates and/or nicotinates should be considered depending on the level of risk. [Recommen-
dation level |, Evidence level B]

Table 6 Management of dyslipidemiain women statements

1. Dyslipidemiain premenopausal females should be treated primarily by modification of lifestyle without drugs. [Recommendation
level |, Evidence level B]

2. In treating females with familial hypercholesterolemia or those at high risk in primary or secondary prevention, drug therapy
should be considered depending on the condition of each patient even before menopause. [Recommendation level |, Evidence
level B]

3. Dydlipidemiain postmenopausal females should be treated primarily by modification of lifestyle, but drug therapy should also
be considered after sufficient evaluation of risk factors. [Recommendation level |, Evidence level B]
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In the guideline, diagnostic criteria for dydipidemia are defined as LDL-C = 140 mg/dL, TG = 150 mg/dL and/
or HDL-C < 40 mg/dL, according to the relationship between such dydipidemia and atherosclerotic diseases. We defined
lipid management goals depending on different risk categories for patients diagnosed as having dydipidemia. Firgt, the
patients should be classfied into those who have not developed CAD (primary prevention) and those with a history of
CAD (secondary prevention). For the secondary prevention group, an intensive LDL-C goal (< 100 mg/dL) is proposed,
and immediate initiation of drug therapy along with lifestyle modification should be considered. In the primary prevention
group, patients are categorized into low-risk, intermediate-risk, and high-risk groups (Categories|, I1, and 111, respectively)
depending on the number of risk factors other than LDL-C. Major coronary risk factors other than LDL-C level that have
been confirmed to date are aging, hypertension, diabetes mellitus (including impaired glucose tolerance), smoking, family
history of CAD, and low HDL-C. Patients with diabetes, cerebral infarction, or arteriosclerosis obliterans are classified as
Category I11. In primary prevention, indications of drug therapy should be considered, in principle, only after changing the
lifestyle and evaluating its effects for 3 or 6 months. (JJpn Call Angioal, 2008, 48: 463—470)
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