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FOUR MAJOR LIPOPROTEIN CLASSES
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Fredrickson classification
of dyslipidemias (WHO)

Phenotype Lipoprotein Plasma Plasma Atherogenity Rate
increased cholesterol triglycerides
I Chylomicrons Normalto W TEERN NO Low
a LDL T Normal ++ High
IIh LDL and VLDL . 1B T™T™ el I High
I IDL . 13 T ++ Medium
v VLDL Normal to W T 8 High
C:;I?.l?nll.i :::ns Horwfies W Y # Low

Adapted from Yeshurun D, Gotto AM.uSowthern Aed J 1995; 88 (4): 379-391
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TYPES 1-4
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TYPE 1 HYPERLIPIDEMIA
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TYPE 4 HYPERLIPIDEMIA
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Medications

Dietary influences

Disease states and
medical conditions

Amiodarone, cyclosporine,
diuretics, glucocorticoids

Saturated or trans fats,
weight gain, anorexia

Nephrotic syndrome, biliary
obstruction, hypothyroidism,
obesity, pregnancy

Anabolic steroids, atypical antipsychotics,
B-blockers, bile acid

sequestrants, glucocorticoids, hormone
therapy, protease inhibitors, raloxifine,
retinoic acid, sirolimus, tamoxifen,
thiazides

Very low-fat diets, high carbohydrate
intake (refined), excess alcohol,
weight gain

Poorly controlled diabetes,
hypothyroidism, obesity, pregnancy,
nephrotic syndrome, chronic renal
failure, lipodystrophies
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Friedewald Equation:
LDL-C = (TC-HDL-C ) — (0.45 X triglyceride) mmol/L

The Friedewald equation is not valid if the serum
triglyceride concentration > 4.5 mmol/L
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Classification of Plasma Lipid Levels (mg/dL)"

Total cholesterol

<2 Desirable

2000-239 Borderline high

=240 High

HDL-C

<4} Low (consider <50 mg/dL
hs low for women)

=60 High

LDL-C

<7 Optimal for very high
risk (minimal goal for CHD
equivalent patients)

<100 Optimal

10:0-129 MNear optimal

130-159 Borderline high

160-189 High

=190 Very high

Triglycerides

<150} Mormal

150-199 Borderline high

200-499 High

=500 Very high

26



mmol/l or mg/dI
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Men =40 years of age;
women >40 years of age
(or postmenopausal)

Consider earlier in ethnic groups at
increased risk such as South Asian
or First Nations individuals

All patients with the following conditions
regardless of age:

*Clinical evidence of atherosclerosis

* Abdominal aortic aneurysm

*Diabetes mellitus

* Arterial hypertension

*Current cigarette smoking

*Stigmata of dyslipidemia (arcus cornealis
xanthelasma or xanthoma)

*Family history of premature CVD*

Family history of dyslipidemia

*Chronic kidney disease**

*Obesity (BMI 230 kg/m?)

eInflammatory disease

*HIV infection

*Erectile dysfuntion

*Chronic obstructive pulmonary disease

*Hypertensive diseases of pregnancy

*Men <55 and women <65 yrs of age in first degree relative

**CKD: eGFR <60 ml/min/1.73 m2 or ACR >3 mg/mmol for at least 3 months duration
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How to Screen

For all: Optional:

*History and physical examination 'ApoB

*Standard lipid panel (TC, LDL-C, HDL-C, TG) *Urine albumin:creatinine ratio

*Non-HDL-C (will be calculated from profile) (if eGFR <60 mL/min/1.73m?, hypertension or diabetes)
'Glucose

eGFR

LIPID TESTING CAN GENERALLY BE DONE NON-FASTING

Anderson T, et al., Canadian Journal of Cardiology, DOI: http://dx.doi.org/10.1016/j.cjca.2016.07.510
Copyright © 2016, Canadian Cardiovascular Society



