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STATINS ON THE INTERNET

•Type statin “benefits” into Google;  655,000 
references 

•Type statin “risks” into Google;      3,530,000 
references

•Patients blinded to drug assignment have the same 
frequency of adverse muscle events taking placebo 
or active drug.  Gupta, Lancet, 2017, 389:2473

Nissen, Statin Denial, Ann Internal Med 2017: 167: 
281
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A patient in Cohort 1 having

LDL-C = 100 mg/dL and

HDL-C = 25 mg/dL would 

have similar CHD risk as a 

patient in Cohort 2 having

LDL-C = 220 mg/dL and

HDL-C = 45 mg/dL. 

4-year follow-up to the Framingham Heart Study that evaluated the risk of CHD in men aged 50 to 70 years, according to HDL-C and LDL-C levels.

1. Castelli WP. Can J Cardiol. 1988;4(suppl A):5A–10A.

Low HDL-C Increased CHD Risk at All 

LDL-C Levels: The Framingham Study1
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High Lp(a) Levels Were Associated With 

Increased CHD Risk: Meta-Analysis Results1

Odds ratios for CHD (top third vs bottom third of the baseline Lp(a) distribution) in each of 31 published prospective studies of Lp(a) in general populations.

Lp(a) = lipoprotein(a)

1. Bennett A et al. Arch Intern Med. 2008;168:598–608.

92FINRISK ’92

26Gothenburg 1933
33PROCAM
51Guernsey
62MONICA-VIP Cohorts
74MONICA-Glostrup Cohorts

98MRFIT
116Quebec Cardiovascular Study
121Northwick Park Heart Study II
125Bruneck Study
129Framingham Offspring Cohort
134Stanford Five-City Project
138Helsinki Heart Study
166Edinburgh Artery Study
174Framingham Heart Study
183Strong Heart Study
191North Karelia Project
228Nurses Health Study
229BUPA
233Lip Res Clin Prev Trial
239WHS
261Caerphilly Study
278Dubbo Study
288PRIME Study
293WOSCOPS
296Physicians Health Study
299GRIPS
693Cardiovascular Health Study
725ARIC

1,848Olmsted County Study
2,047Reykjavik cohort (present study)

CHD Cases, No.Study

9,870Total

0.5 1.0 1.5 2.0 4.0

Odds ratio
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aLOF PCSK9142X or PCSK9679X mutants. 

FHBL = familial hypobetalipoproteinemia; PCSK9 = proprotein convertase subtilisin/kexin type 9 serine protease; LOF = loss of function; FCH = familial 

combined hyperlipidemia; FH = familial hypercholesterolemia.

1. NCEP ATP III. Circulation. 2002;106:3143–3421; 2. Glueck CJ et al. J Lab Clin Med. 1976;88:941–957; 3. Cohen JC et al. N Engl J Med. 2006;354:1264–1272; 

4. Pauciullo P et al. Atherosclerosis. 2009;203:320–324;  5. Brown MS et al. Science. 1986;232:34–47. 

Based on Multiple Sources: LDL-C Levels Vary 

With Genetic Variants in Cholesterol Metabolism

▪ Individuals with extremely elevated LDL-C display advanced coronary atherosclerosis and premature 

CHD, even in the absence of other risk factors.1

▪ Individuals with low LDL-C throughout life have decreased CHD risk.1
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Adverse Events and Laboratory Test Results:
Sabatine, et al. NEJM 2017

.





PRIMARY EFFICACY ENDPOINT:  MACE



ALL CAUSE MORTALITY REDUCED
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