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Current Guidelines From the American College of 
Cardiology and the American Heart Association

In 2013, the American College of Cardiology (ACC) and the 
American Heart Association (AHA) released guidelines for the 
treatment of blood cholesterol to reduce the risk of athero-
sclerotic cardiovascular disease (ASCVD).1 These guidelines 
differ from previous versions in several respects: 1) they are 
heavily evidence based, relying almost exclusively on data 
from randomized clinical trials; 2) their focus is on reduction 
of low-density lipoprotein cholesterol (LDL-C) with therapy 
guided by ASCVD risk plus statin dose intensity; 3) treatment 
is not based on LDL-C level, and there are no LDL-C targets; 
4) there are new ASCVD risk-assessment tools that provide 
better risk estimates for women and minority populations 
than previous versions; 5) and the new ASCVD risk calcula-
tor determines what dose of a statin an individual should be 
taking.

There is considerable evidence that statin therapy reduces 
adverse cardiovascular disease outcomes. A meta-analysis re-
ported by the Cholesterol Treatment Trialists’ Collaboration 
in 2010 included 129,526 participants in statin or control 
trials and 39,612 participants in 5 trials of more intensive or  
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less intensive statin therapy.2 Median follow-up was 5.1 years. 
In the meta-analysis, each 39 mg/dL reduction in LDL-C level 
was associated with a 10% reduction in all-cause mortality, a 
20% reduction in coronary-related mortality, and a 20% reduc- 
tion in major ASCVD-related events, including a 26% reduc- 
tion in death caused by myocardial infarction (MI) or coronary  
heart disease, a 24% reduction in percutaneous coronary in-
tervention and coronary artery bypass grafting, and a 15% 
reduction in incidence of stroke (all P < .0001). Benefits of 
statin therapy were observed in nearly all subgroups, in-
cluding persons with or without heart disease or diabetes 
mellitus, men and women, and across age groups.

The ACC/AHA guidelines classify statin doses by 3 levels  
of intensity based on their ability to lower LDL-C levels in the 
general population (Table 1): high-intensity doses (atorvas-
tatin 40-80 mg per day or rosuvastatin 20-40 mg) are expected 
to reduce LDL-C by 50% or more; moderate-intensity doses 
(atorvastatin 10-20 mg, rosuvastatin 5-10 mg, simvastatin 
20-40 mg, pravastatin 40-80 mg, lovastatin 40 mg, fluvas- 
tatin 80 mg, or pitavastatin 2-4 mg) are expected to reduce 
LDL-C by 30% to 50%; and low-intensity doses (simvastatin  
10 mg, pravastatin 10-20 mg, lovastatin 20 mg, fluvastatin 
20-40 mg, or pitavastatin 1 mg) are expected to reduce LDL-C 
by 30% or less. Individual LDL-C responses to statin ther-
apy are expected to vary in clinical practice. Simvastatin 80 
mg is not recommended for use, owing to increased risk of 
myopathy and rhabdomyolysis.1 Some clinicians avoid high- 
intensity doses of statins, particularly for individuals who 
might be at higher risk for developing muscle problems, 
and may instead choose lower-intensity doses of statins in 

Table 1. Recommended Statin Doses for Achieving Desired 
Intensity of Treatmenta

High  
Intensity

( 50% decrease 
in LDL-C)

Moderate  
Intensity

(30%-50% decrease  
in LDL-C)

Low 
 Intensity

( 30% decrease  
in LDL-C)

Daily 
dose 

Atorvastatin 
40-80 mg
Rosuvastatin 
20-40 mg

Atorvastatin 10-20 mg
Rosuvastatin 5-10 mg
Simvastatin 20-40 mg
Pravastatin 40-80 mg
Lovastatin 40 mg
Fluvastatin 80 mg
Pitavastatin 2-4 mg

Simvastatinb 10 mg
Pravastatin 10-20 mg
Lovastatin 20 mg
Fluvastatin 20-40 mg
Pitavastatin 1 mg

Abbreviations: LDL-C, low-density lipoprotein cholesterol. Adapted from 
Stone et al.1

 aIndividual responses to statin therapy varied in randomized controlled 
trials and are expected to vary in clinical practice.
 bSimvastatin 80 mg is not recommended by the US Food and Drug Admin-
istration owing to the risk of myopathy and rhabdomyolysis.
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Perhaps the best data on excess CVD risk in HIV infec-
tion comes from the Veterans Aging Study Virtual Cohort.3 In 
the study, which included 27,350 HIV-infected persons and 
55,109 uninfected persons, higher rates of acute MI per 1000 
person-years were observed among HIV-infected persons 
than uninfected persons aged 40 years to 49 years (2.0/1000 
person-years vs 1.5/1000 person-years), 50 years to 59 years 
(3.9/1000 person-years vs 2.2/1000 person-years), and 60 
years to 69 years (5.0/1000 person-years vs 3.3/1000 person-
years). On multivariate analysis, the adjusted hazard ratio for 
MI in HIV-infected persons versus uninfected persons was 
1.48 (95% confidence interval, 1.27-1.72). Some practitioners  
translate this 40% to 50% increased risk into a lower thresh-
old for initiation of statin therapy. For example, a 5% 10-year 
risk for ASCVD might be used as the threshold for initiat-
ing treatment in HIV-infected persons who otherwise have 
no history of ASCVD, diabetes mellitus, or very high LDL-C 
levels.

Statins effectively reduce total cholesterol and LDL-C  
levels in persons with HIV infection, although their efficacy  
is somewhat reduced compared with the general popula- 
tion. They improve endothelial function and reduce progres- 
sion of carotid intima-media thickness, although it is unclear 
whether statins reduce coronary calcium in the context of 
HIV infection. HIV-infected persons exhibit more frequent ad-
verse effects during statin therapy, including more frequent 
elevation of creatine kinase and abnormal liver function test  
results, and are at risk for drug interactions between anti- 
retroviral and lipid-lowering drugs.4-6 In the absence of suf-
ficient data from clinical trials regarding lipid lowering in 
HIV-infected persons, Table 2 provides some guidance on the 
use of high-, moderate-, or low-intensity statin treatment for 
individuals taking antiretroviral therapy, based on pharmaco-
kinetic data and safety considerations.1

The REPRIEVE (Randomized Trial to Prevent Vascular 
Events in HIV) trial will evaluate the effects of pitavastatin 
4 mg daily or a placebo in approximately 6500 HIV-infected 
persons aged 40 years or older who are not candidates for 
statin therapy based on current guidelines (see also Grin-
spoon et al7). The primary end point is composite major 

conjunction with nonstatin interventions that have less evi-
dence of reduction of cardiovascular events but also have 
less risk of causing muscle problems (eg, ezetimibe or bile 
acid–binding resins) (see Table 2 for recommended statin 
doses and their intensities in individuals taking antiretroviral 
therapy).

The Figure shows 4 groups of individuals who may benefit  
from statin therapy and the recommended intensity of their 
treatment: 1) individuals with clinical ASCVD, including acute  
coronary syndrome, MI, angina, revascularization, transient  
ischemic attack, stroke, and peripheral arterial disease; 2) 
individuals without ASCVD who have LDL-C levels of 190 
mg/dL or higher, likely caused by familial hypercholesterol-
emia; 3) individuals aged 40 years to 75 years with type I or 
type II diabetes mellitus; and 4) individuals with a 10-year 
ASCVD risk of 7.5% or higher, calculated using newer risk-
assessment tools. Other considerations when deciding about 
statin therapy include diabetes mellitus in individuals who are  
younger than 40 years or older than 75 years, a family his-
tory of premature ASCVD, an elevated lifetime risk of ASCVD, 
an LDL-C level of 160 mg/dL or higher, a high-sensitivity C- 
reactive protein (hs-CRP) level of 2.0 mg/L or higher, and sub- 
clinical atherosclerosis indicated by a coronary artery cal- 
cium score of 300 or higher or an ankle-brachial index num- 
ber below 0.9.

Considerations in HIV Infection

The ACC/AHA guidelines acknowledge areas, including HIV in-
fection, in which there are insufficient data from randomized 
clinical trials to provide high-level, evidence-based recom- 
mendations. Individuals with HIV infection are at increased 
risk of ASCVD. Most ASCVD risk in HIV-infected persons is at-
tributable to traditional risk factors, including increasing age, 
male sex, smoking, diabetes mellitus, family history, hyper-
tension, and dyslipidemia. Some excess risk is related to HIV 
infection, but how well ASCVD risk predictors work in HIV- 
infected individuals or how the excess risk associated with 
HIV infection can be captured with risk-assessment tools has 
not been established.

Diabetes type I or II, LDL-C 70-
189 mg/dL, and aged 40-75 y

 

No ASCVD and LDL-C 
190 mg/dL

Clinical ASCVD
7.5% 10-y ASCVD risk 

and aged 40-75 y

High-intensity statin dose for 
those aged 75 y (moderate-

intensity dose if not a candidate 
for high intensity)

Moderate-intensity statin 
dose for those aged >75 y  
(or if not a candidate for 

high intensity)

High-intensity statin dose 
(moderate-intensity dose 

if not a candidate for high 
intensity)

Moderate-
intensity 

statin dose

High-intensity statin 
dose if 7.5% 10-y 

ASCVD risk

Moderate- or 
high-intensity 

statin dose

Candidates for statin 
therapy aged 21 y

Figure. Individuals who may benefit from statin therapy and the recommended intensity of their treatment, by group. ASCVD indicates ath-
erosclerotic cardiovascular disease; LDL-C, low-density lipoprotein cholesterol. Adapted from Stone et al.1
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adverse cardiac events, which include ASCVD-related death, 
MI, unstable angina, transient ischemic attack, stroke, or  
arterial revascularization. Secondary end points include indi-
vidual major adverse cardiac events, overall mortality, LDL-C  
level, immune function, AIDS-related or non–AIDS-related  
events unrelated to CVD, and safety. Ascertaining the effects 
of statin therapy on inflammatory markers and immune ac-
tivation in the context of HIV infection will be of particular 
interest in helping to determine if the excess CVD risk and 
the benefits associated with statin treatment are reflected by 
such markers.

Beyond the Guidelines: Do High-Density 
Lipoprotein Cholesterol and Triglyceride Levels 
Matter?

The ACC/AHA guidelines do not review evidence for treatment 
based on low high-density lipoprotein cholesterol (HDL-C) 
level, high triglyceride level, or combined dyslipidemia. Fur- 
ther, they contain only limited information and recommen-
dations on the use of biomarkers or atherosclerosis imaging, 
because of a relative paucity of data from clinical trials. Avail-
able data indicate that attempts to increase HDL-C levels in 
persons receiving statin therapy do not result in risk reduc-
tion beyond that already achieved with statin therapy.

In the TNT (Treating to New Targets) trial, participants with 
heart disease had a reduced risk for CVD-related events while 
taking atorvastatin 80 mg versus atorvastatin 10 mg. In a post 
hoc analysis reported in 2007, risk for a CVD-related event was 
inversely associated with HDL-C quintile (P = .04); among 
persons whose LDL-C levels were reduced to below 70 mg/dL 
while taking statin therapy, HDL-C level was an independent 
predictor of CVD-related events (P = .03).8 Based on these 
and other findings, trials of niacin therapy added to statin 
therapy to raise HDL-C level and to determine if additional 
preventive benefit could be achieved were conducted. In the 
AIM-HIGH trial, 3414 participants with ASCVD who had LDL-C 
levels of 180 mg/dL or lower, triglyceride levels of 150 mg/dL 
to 400 mg/dL, and HDL-C levels of 40 mg/dL or lower in men 
and 50 mg/dL or lower in women received statin therapy and 
were randomly assigned to receive extended-release niacin or 
a placebo. After 4 years of follow-up, there was no difference 
in CVD-related events between the 2 groups (P = .79).9 

In the larger HPS2-THRIVE trial, 25,673 patients with 
ASCVD had higher HDL-C levels and lower triglyceride levels 
when niacin and laropiprant (a drug that prevents niacin-
related flushing) were added to statin treatment, although 
there was no significant difference in prevalence of CVD-
related events over 4 years (P = .29).10 Niacin treatment was 
associated with an absolute 3.7% increase in incidence of 
serious adverse effects, including diabetes mellitus, infec-
tion, gastrointestinal effects, and myalgia; the relative risk 
for such effects was 5.2 among persons in China compared 
with 1.5 among persons in Europe.

In the absence of demonstrated reductions in ASCVD 
risk associated with pharmacologically induced increases in 
HDL-C levels in persons taking statins, it is worthwhile to 

consider the activity of HDL-C. It was once believed that HDL 
was mainly involved in reverse cholesterol transport. How-
ever, as atherosclerotic disease appears to have emerged as 
a dominant cause of death only in the last approximately 
150 years, it is unlikely that HDL-C evolved solely to trans-
port excess cholesterol back to the liver. Indeed, HDL-C also  
acts as an antiinflammatory particle with powerful antioxi-
dant effects that is involved in host defense and immunity. 
Published data indicate a role for HDL in protection from 
endotoxins and trypanosomiasis. Data from Mendelian ran- 
domization studies do not strongly support the role of HDL-C 
in protecting against ASCVD. It appears that HDL-C is a mar- 
ker rather than a mediator of disease and is not a suitable 
target of treatment.11,12 

Triglyceride levels have been a controversial CVD risk fac-
tor because they are associated with other risk factors such 
as obesity, diabetes mellitus, adverse lifestyle habits, inflam-
mation, low HDL-C levels, small LDL particles, and excess 
LDL particles. However, Mendelian randomization studies  
have indicated that triglycerides play a potential causal role 
in ASCVD, albeit not as strong a role as LDL-C.12-14 Nev- 
ertheless, there is little evidence to suggest that adding tri- 
glyceride-lowering medications to statin therapy provides 
additional risk reduction.

The ACCORD (Action to Control Cardiovascular Risk in  
Diabetes) study evaluated the addition of fenofibrate or pla- 
cebo to simvastatin in more than 5000 participants with dia- 
betes mellitus, an average triglyceride level of 162 mg/dL, an 
average HDL-C level of 38 mg/dL, and an average LDL-C level 
of 100 mg/dL. After up to 7 years of follow-up, there were no 
differences between the fenofibrate group and the placebo 
group with regard to the composite end point of ASCVD- 
related death, nonfatal MI, or nonfatal stroke, a combined 

Table 2. Suggested Doses for Achieving Desired Intensity of 
Statin Treatment in HIV-Infected Individuals Taking Antiretro-
viral Therapy

High  
Intensity

Moderate  
Intensity

Low 
 Intensity

With PI- or cobicistat-based regimens:

Atorvastatin 20 mg
Rosuvastatin 20 mg
 

Atorvastatin 10 mg
Rosuvastatin 10 mg
Pravastatin 40-80 mg
Pitavastatin 2-4 mg

Pravastatin 10-20 mg
Fluvastatin 20-40 mg
Pitavastatin 1 mg

With NNRTI-, raltegravir-, or dolutegravir-based regimens:

Atorvastatin 40-80 mg
Rosuvastatin 20 mg

Atorvastatin 10-20 mg
Rosuvastatin 10 mg
Simvastatin 20-40 mg
Pravastatin 40-80 mg
Lovastatin 40 mg
Fluvastatin 40 mg BID
Pitavastatin 2-4 mg

Simvastatin 10 mg
Pravastatin 10-20 mg
Lovastatin 20 mg
Fluvastatin 20-40 mg
Pitavastatin 1 mg

Abbreviations: BID, twice daily. NNRTI, nonnucleoside analogue reverse 
transcriptase inhibitor; PI, protease inhibitor. Courtesy of Michael P. Dube, 
MD. Adapted from Stone et al.1



IAS–USA        Topics in Antiviral Medicine

172

end point of revascularization and congestive heart failure, or  
death from any cause.15 Subgroup analysis suggested a possi- 
ble benefit of fibrate therapy in reducing the risk of ASCVD- 
related outcomes in individuals with triglyceride levels above 
204 mg/dL and HDL-C levels below 34 mg/dL (P = .06). A  
similar potential benefit was observed with niacin in a sub- 
group of the AIM-HIGH study who had high triglyceride lev- 
els ( 198 mg/dL) and low HDL-C levels (<33 mg/dL; P = 07).16  
Thus, fibrates or niacin may add some benefit to statin treat-
ment in individuals with high triglyceride levels and low 
HDL-C levels, although these treatments are associated with 
adverse effects.

Fish oil has been used to lower triglyceride levels, but there 
is little evidence that it is of benefit when added to statin ther- 
apy. The benefit of an eicosapentaenoic acid (EPA) formu-
lation was shown in a Japanese study reported in 2007 in 
which the addition of EPA to pravastatin or simvastatin was 
assessed in more than 18,000 participants whose total cho-
lesterol level was above 253 mg/dL; average baseline LDL-C 
level was 183 mg/dL, average HDL-C level was 59 mg/dL, 
and average triglyceride level was 154 mg/dL. In the context 
of a 25% reduction in LDL-C level in both groups and a 9% 
and 4% reduction (P <.001) in LDL-C level in the groups tak-
ing EPA or statins only, respectively, there was a significant 
absolute reduction of 0.7% (P = .011) in risk of major coro-
nary events among all individuals taking EPA. Risk reduction 
was significant in secondary prevention (absolute reduction 
of 2%; P = .048) but not in primary prevention.17 

Use of Nonstatin Drugs

In individuals with triglyceride levels above 500 mg/dL, fi- 
brates (or niacin or fish oil) should be added to statin treat- 
ment to reduce the risk of pancreatitis. In all individuals re- 
ceiving statin therapy, the addition of nonstatin treatments 
can be considered in cases of statin intolerance or persistent  
suboptimal response to statin treatment (eg, <50% decrease  
in LDL-C level, LDL-C level remaining >100 mg/dL in those 
receiving high-intensity treatment, or <30% decrease in 
LDL-C level in those receiving moderate-intensity treatment). 
Ezetimibe is a likely choice for nonstatin treatment in such 
cases, as it has been shown to reduce the risk of CVD-related 
events.

In the IMPROVE-IT trial conducted in more than 18,000 
persons diagnosed with acute coronary syndrome within 10  
days of entry into the study, the addition of ezetimibe to sim-
vastatin 40 mg resulted in a 10% reduction (P = .003) in risk  
for the composite end point of CVD-related death, MI, or  
stroke over 7 years.18 The rate of ASCVD events in the group 
that received simvastatin alone was 22.2% in the context 
of an achieved LDL-C level of 70 mg/dL; the rate of ASCVD 
events in the group that received ezetimibe and simvastatin 
was 20.4% in the context of an achieved LDL-C level of 53 
mg/dL. The number needed to treat with ezetimibe to pre- 
vent 1 additional adverse event was 56. The correlation be- 
tween a reduction in ASCVD events and a reduction in LDL-C 
level in the trial was consistent with that observed in other 

lipid-lowering trials,19 indicating that preventive benefit is 
largely caused by a lowering of LDL-C level. Although statins 
have antiinflammatory properties and some immunomodu-
latory effects, treatment should be directed at lipid lowering.

Summary

Reduction of CVD risk through lipid lowering is guided by de- 
termination of the appropriate dose intensity of statin treat- 
ment. Nonstatin therapies are less effective and can be con- 
sidered additional therapy if statins are not well tolerated or 
if individuals show persistent suboptimal response to statin 
therapy. HIV-infected persons are at increased risk for CVD, 
although statins are less effective for lowering LDL-C level 
in such persons and are associated with more adverse ef-
fects. It is essential to consider potential drug interactions 
when selecting a statin for patients taking antiretroviral ther- 
apy. Information from the REPRIEVE trial will help define op- 
timal approaches to statin treatment in this population. Fur-
ther, practitioners should remember that smoking is a more 
powerful predictor of ASCVD risk in individuals with HIV in- 
fection. Helping patients to stop smoking and other adverse 
lifestyle habits may do more to reduce ASCVD risk in patients 
with HIV infection than titrating doses of lipid medications 
or combining such medications.                

Presented by Dr Stein in April 2015. First draft prepared from tran- 
scripts by Matthew Stenger. Reviewed and edited by Dr Stein in Jan- 
uary 2016.

Financial affiliations in the past 12 months: Dr Stein has served on 
data and safety monitoring boards for Lilly and received research 
grants awarded to his institution from Gilead Sciences, Inc. He has 
intellectual property rights licensed by the Wisconsin Alumni Research 
Foundation for carotid ultrasound and CVD risk and receives royalties 
for a textbook chapter from UptoDate.

References

1. Stone NJ, Robinson J, Lichtenstein AH, et al. 2013 ACC/AHA Guide-
line on the Treatment of Blood Cholesterol to Reduce Atherosclero- 
tic Cardiovascular Risk in Adults: A Report of the American College 
of Cardiology/American Heart Association Task Force on Practice 
Guidelines. Circulation. 2014;129(5 Suppl 2):S1-S45.

2. Cholesterol Treatment Trialists' (CTT) Collaboration, Baigent C, 
Blackwell L, et al. Efficacy and safety of more intensive lowering of 
LDL cholesterol: a meta-analysis of data from 170,000 participants 
in 26 randomised trials. Lancet. 2010;376(9753):1670-1681.

3. Freiberg MS, Chang CC, Kuller LH, et al. HIV infection and the risk of 
acute myocardial infarction. JAMA Intern Med. 2013;173(8):614-622.

4. Boccara F, Lang S, Meuleman C, et al. HIV and coronary heart dis-
ease: time for a better understanding. J Am Coll Cardiol. 2013;61(5): 
511-523.

5. Stein JH, Merwood MA, Bellehumeur JL, et al. Effects of pravastatin 
on lipoproteins and endothelial function in patients receiving hu-
man immunodeficiency virus protease inhibitors. Am Heart J. 2004; 
147(4):E18.

6. Silverberg MJ, Leyden W, Hurley L, et al. Response to newly pre-
scribed lipid-lowering therapy in patients with and without HIV in-
fection. Ann Intern Med. 2009;150(5):301-313.

7. Gilbert JM, Fitch KV, Grinspoon SK. HIV-related cardiovascular dis-
ease, statins, and the REPRIEVE trial. Top Antivir Med. 2015;23(4): 
146-149.



173

Lipids and CVD in HIV   Volume 23 Issue 5   December 2015/January 2016

8. Barter P, Gotto AM, LaRosa JC, et al. HDL cholesterol, very low levels 
of LDL cholesterol, and cardiovascular events. N Engl J Med. 2007; 
357(13):1301-1310.

9. Boden WE, Probstfield JL, Anderson T, et al. Niacin in patients with 
low HDL cholesterol levels receiving intensive statin therapy. N Engl 
J Med. 2011;365(24):2255-2267.

10. Landray MJ, Haynes R, Hopewell JC, et al. Effects of extended- re-
lease niacin with laropiprant in high-risk patients. N Engl J Med. 2014; 
371(3):203-212.

11. Voight BF, Peloso GM, Orho-Melander M, et al. Plasma HDL choles-
terol and risk of myocardial infarction: a mendelian randomisation 
study. Lancet. 2012;380(9841):572-580.

12. Holmes MV, Asselbergs FW, Palmer TM, et al. Mendelian random-
ization of blood lipids for coronary heart disease. Eur Heart J. 2014; 
36(9):539-550.

13. Miller M, Stone NJ, Ballantyne C, et al. Triglycerides and cardio-
vascular disease: a scientific statement from the American Heart 
Association. Circulation. 2011;123(20):2292-2333.

14. Do R, Willer CJ, Schmidt EM, et al. Common variants associated 
with plasma triglycerides and risk for coronary artery disease. Nat 
Genet. 2013;45(11):1345-1352.

15. Ginsberg HN, Elam MB, Lovato LC, et al. Effects of combination lip-
id therapy in type 2 diabetes mellitus. N Engl J Med. 2010;362(17): 
1563-1574.

16. Guyton JR, Slee AE, Anderson T, et al. Relationship of lipoproteins 
to cardiovascular events: the AIM-HIGH Trial (Atherothrombosis 
Intervention in Metabolic Syndrome With Low HDL/High Triglyc-
erides and Impact on Global Health Outcomes). J Am Coll Cardiol. 
2013;62(17):1580-1584.

17. Yokoyama M, Origasa H, Matsuzaki M, et al. Effects of eicosapen-
taenoic acid on major coronary events in hypercholesterolaemic 
patients (JELIS): a randomised open-label, blinded endpoint analy-
sis. Lancet. 2007;369(9567):1090-1098.

18. Cannon CP, Brindis RG, Chaitman BR, et al. 2013 ACCF/AHA key 
data elements and definitions for measuring the clinical manage-
ment and outcomes of patients with acute coronary syndromes 
and coronary artery disease: a report of the American College of 
Cardiology Foundation/American Heart Association Task Force on 
Clinical Data Standards (Writing Committee to Develop Acute Coro-
nary Syndromes and Coronary Artery Disease Clinical Data Stan-
dards). Circulation. 2013;127(9):1052-1089.

19. Cannon CP, Blazing MA, Giugliano RP, et al. Ezetimibe added to 
statin therapy after acute coronary syndromes. N Engl J Med. 2015; 
372(25):2387-2397.

Top Antivir Med. 2016;23(5):167-171. ©2016, IAS–USA. All rights reserved


