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. Dyslipidemia

. Hypertension

. Sedentary lifestyle

. Obesity
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maafi 1 Primary Prevention Trials

Trial Intervention | Number of | Number of | All | Nonfatal | Fatal
participants Mis Ml Mi Ml

Los Angles VA |Diet 846 125 NC NC NC
WHO Clofibrate 10,627 374 * * NC
LRC - CPPT |Cholestyramine| 3,806 345 * * NC
Helsinki Gemfibrozil 4,082 140 v| ¥ |nc

M 2 Secondary Prevention Trials

Trial Intervention | Number of | Number of | All | Nonfatal | Fatal
participants Mis Mi MI Ml
CDP Clofibrate 3,892 1,148 NC NC NC
coP Niacin 3,908 1128 [¥| ¥ |nc
Newcastle Clofibrate 497 133 3 NC 3
Edinburgh Clofibrate 7 126 NC| NC NC
Stockholm | clofibrate plus 556 172 v | n Y
niacin
0SsLO Diet 412 142 v NC NC
MRC Low-fat diet 252 61 NC| NC NC
MRC Soybean ol 393 96 NC NC NC
POSCH partial ileal 838 207 ¥ 3 NC
bypass

NC = No change

LRC - CPPT = Lipid Research Clinics Coronary Primary Prevention Trial.
CDP = Coronary Drug Project

Ml = Myocardial Infarction

MRC = Medical Research Council

POSCH = Program on the Surgical Control of the Hyperlipidemias

* P< 0.05
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C) Prophylactic Low-Dose Aspirin.
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1. Positive risk factors for CHD Other
than LDL-C
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2. Negative risk factors for CHD
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Measure Nonfasting Total Blood Cholesterol
an HDL Cholesterol

Assess other Nonlipid CHD Risk Factors
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A3297A1 HDL-C Tun3an 9 Audwile
Tasniswisndaaliswiusasanainis
o ad aday  de °
pouauniin 1 lunsdnfidadsrsai
, 4 .
Lipoprotein Analysis @emanaily fasen
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\HaanwAn TC, TG, HDL-C uazATuIn
A1 LOL-C Ineldgns
LDL-C = TC - HDL-C-TG
5
ar AA
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o

RepeatTotal Cholesterol and HDL
Cholesterol Measurements within

5 Y or With Physical Examination

—| HDL > 35 mg/di (0.9 mmol) —

L) Desirable Biood Cholesterol
<200 mg/di (5.2 mmol/L)

Provide Education on General
Population Eating Pattern, Physical
Activity, and Risk Factor Reduction

L | HDL < 35 mg/dL (0.09 mmollL) L

Provide Information on Dietary
Modification,Physical Activity,and
Risk Factor Reduction

HDL > 35 mg/dL (0.09 mmol/L)
and Fewer Than Two Risk Factors

—) Borderline-High Blood Cholesterol
200 to 239 mg/dL (5.2 to 6.2 mmol/L)

HDL < 35 mg/dL (0.09 mmol/L)
Two or More Risk Factors

High Biood Cholesterol
b‘) >240 mg/dL (6.2 mmol/L)

)
"] Reevaluate Patient in 1 to 2 y
Repeat Toal and HDL Cholesterol
Measurements
Reinforce Nutrition and Physical
Activity Education
_}

Do Lipoprotein Analysis (Go to Fig 3)

\

Fig1. - Primary prevention in adults without evidence of coronary heart disease ((CHD). Initial classification is based on total cholesterol

and high-density lipoprotein (HDL) cholesterol levels
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Lipoprotein Analysis After Fasting for 9 to 12 h
(May Follow a Total Cholesterol

Determination or May Be Done at the Outset)

Desirable LDL Cholesterol
—| <130 mg/dL (3.4 mmollL)

AIUATUNTYAS

(7

o 4
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Borderline-High-Risk LDL Cholesterol
130 to 159 mg/dL (3.4 to 4.1 mmollL)
— and With Fewer Than Two Risk Factors

Including Risk Factor Reduction

Repeat Total Cholesterol and HDL

Cholesterol Measurement Within 5 Y

Provide Education on General
Population Eating Pattern, Physical

Activity,and Risk Factor Reduction

130 to 159 mg/dL (3.4 to 4.1 mmol/L)
and With Fewer Than Two Risk Factors

——

High Risk LDL Cholesterol
—}| > 160 mg/dL (4.1 mmoliL)

—)

Do Clinica! Evaluation(History,
Physical Examination, and
Laboratory Tests)

Evaluate for Secondary Causes
(When Indicated)

Evaluate for Familial Disorders
(When Indicated)

Consider Influences of Age, Sex,
and Other CHD Risk Factors

Provide Information on the

Step 1 Diet and Physical Activity

Reevaluate Patient Status Annually,

Repeat Lipoprotein Analysis

Reinforce Nutrition and Physical

Activity Education

Initiate Dietary Therapy (See Table)

"On the basis of the average of two determinations, If the first Two LDL-cholesterol test results differ by more than

30 mg/dL (0.7 mmol/L), a third test result be obtained Within 1 to 8 weeks and the average value of the three tests used.

Fig 2. - Primary prevention in adults without evidence of coronary heart disease (CHD),

Subsequent classification is based on low- density lipoprotein {LDL) cholesterol level.
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Lipoprotein analysis After Fasting for 9 to 12 h

Average of Two Measurements
1 to 8 wk Apart

Individualize Instruction on Diet and

Optimal LDL Cholesterol ' Physical Activity Level
<100 mg/dL (2.6 mmol/l.) Repeat Lipoprotein Analysis Annually

Do Clinical Evaluation (History,

physical Examination, and

Higher Than Optimal LDL Cholesterol Laboratory Tests)
—) | >100 mg/dL (2.6 mmol/L)

Evaluate for Secondary Causes
(When Indicated)

“Lipoprotein analysis should be performed

when the patient is not in the recovery Consider Influences of Age, Sex,
phase from an acute coronary or other and Other CHD Risk Factors
medical event would lower the usual ¢
LDL-cholesterol level.

“If the first two LDL-cholesterol test Initiate Therapy (See Table 3)

results differ by more than 30 mg/dl
(0.7 mmol/L), 8 third test result should be
obtained within 1 to 8 weeks and the

average value of the three tests used.

Fig 3. - Secondary prevention in adults with evidence of coronary heart disease (CHD). Classification is based

on low-density lipoprotein (LDL) cholesterol level.
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Table 1. - Treatment Decisions Based on LDL Cho-

lesterol Level

Patient Category

Initiation Levet LDL Goal

Dietary Therapy

Without CHD and with fever than two risk factors > 160 mgdL (4.1 mmolL) <160 mgy. (4.1 mmoiL)

Without CHD and with two or more risk factors > 130 mg/dL (3.4 mmolL) <130 mg/dL (3.4 mmolL)

Without CHD

> 100 my/dL (26 mmalL) <100 my/dL (2.6 mmoilL)

Drug Treatment

Without CHD and with fever than two risk factors > 190 mg/dL (4.9 mmollL) <160 mg/dL (4.1 mmolL)

Without CHD and with two or more risk factors > 160 mg/dL. (4.1 mmolL) <130 mgiaL (3.4 mmoiL)

Without CHD

> 130 mgdL (3.4 mmolL) <100 mg/dL. (26 mmoiL)

" LDL Indicates low-density lipoprotein; and CHD,

coronary heart disease.
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