
On Saturday, researchers presented new data on another niacin drug that found no heart benefit 
and showed it may be harmful. 

The study involved 25,673 patients who received either extended-release niacin with an agent 
added to reduce the facial flushing that niacin can cause - or a placebo. All of the patients also 
got a statin drug. 

After four years, rates of major cardiovascular events, including strokes, heart attacks or the 
need for angioplasty or bypass surgery were about the same in each group, 13.2% for the niacin 
group vs. 13.7% for the placebo group, a difference that was not statistically significant. 

But there were significantly higher rates of excess bleeding, 2.5% vs. 1.9%, and infections, 8% 
vs. 6.6%, in the niacin group. In addition, serious side effects were higher in the niacin group, 
including new cases of diabetes, 9.1% vs. 7.3%; and diabetic complications, 11.1% vs. 7.5%. 

"Finding out a drug is not helping people is just as important as finding it has benefits, " said 
Armitage of Oxford. "Niacin has been used for many years in the belief that it would help 
patients and prevent heart attacks and stroke, but we now know that its adverse side effects 
outweigh the benefits when used with common treatments." 
Patients taking niacin products to prevent heart disease now are being advised to talk to their 
doctors about whether it is appropriate to continue. 

Fibrates also can cause side effects, including liver problems, inflammation of the gallbladder and 
pancreas and blood clots. 

With drugs such as Lovaza, made by GlaxoSmithKline, there is less concern about side effects, 
but the drug is expensive and doctors say patients can get an over-the-counter fish oil product 
for a lot less money. 

Last year, 5.3 million prescriptions for Lovaza were written, costing $1 billion. 

MERCK-NIACIN DRUG-FAILED STUDY 

Half the 25,673 patients in the study were given Merck’s Tredaptive 
niacin pill, the other half placebo. All got the cholesterol-lowering drug 
simvastatin. According to a press release issued to reporters, 13.2% of the 
patients receiving Tredaptive had a heart attack, heart-related death, 
stroke, or need for a stent procedure or bypass surgery. Among those 
who got placebo, 13.7% had one of those types of cardiovascular 
problems. That’s almost no difference at all, statistically. A previous 
study conducted by the NIH, known as AIM-HIGH, had also failed to 
find a benefit. 

But the Tredaptive patients had more side effects. Two-point-five 
percent had excess bleeding, versus 1.9% for placebo, and 8.0% had 
infections, versus 6.6% of those on placebo. And there were other side 
effects, too: diabetes (9.1 vs. 7.3 percent); diabetic complications (11.1 vs. 



7.5 percent); indigestion, diarrhea, and other stomach problems (4.8 vs. 
3.8 percent), and skin issues including itching and rashes (0.7 vs. 0.4 
percent). 

A study of Abbott’s Tricor, which lowers triglycerides, particles of fat in 
the blood, did not prevent heart problems and strokes. A series of studies 
of fish oil have also not reached statistical significance. Niacin, which 
lowers LDL and also raises high-density lipoprotein (HDL), the “good 
cholesterol,” has now failed to prevent heart attacks and strokes in two 
big studies. 

 

JELIS 

Vascepa lowers Inflammation marker-C-RP by 22-31% based on 2 studies by Dr.Ballantyne,Prof.of 
Baylor College of Medicine,Texas and Dr.Bays of Univ.Of Louiville,Ky.  
Jelis study in Japan showed 19% reduction in Coronary events--mainly because of lowering 
inflammation according to Dr.Yokoyama. Actually it lowered it by 53% for people with TG>150mg./dl 
and HDL<40mg./dl.  
Epadel has been used as a prescription drug for 22 years. It is not Fish oil--but 98% EPA and it has 
to be used in 1800mg./day in addition to daily consumption of Fish by Japanese in their diet.  
Vascepa has to be used in 4 grams/day-according to the prescription guidelines. Talk to your doctor 
if you have high trigylcerides. 

 

GlaxoSmithKline's (GSK) Lovaza was required to put an additional warning statement 
on its label in 2012. This is an addition to the already known side effects of measurable 
rise in LDL, and regimen drawbacks of fishy taste, pill fatigue and stomach acid 
reaction. Lovaza is still a $1B drug. 

 

The benefits of Omega 3's may be dose related 
 
 
The benefits of  taking omega 3 Fatty acids to reduce the risk of cardiovascular 
disease and death is still unsettled.   
 
A recent study , the* ORGIN Study , suggest that there is no benefit. 
                     
This study was part of a larger study  evaluating the use of Lantus insulin and 
cardiovascular disease. They used a 1 gram dose of omega 3 's containing 465mg of 
EPA and 375 mg of of DHA and 1 gm of olive oil. 
The study demonstrated an average 14mg/dl ( .16 mm/l )  decrease in triglycerides. 
N Engl J Med. 2012 Jul 26;367(4):309-18. doi: 10.1056/NEJMoa1203859. Epub 2012 Jun 11.n-3 fatty acids and cardiovascular outcomes in 
patients with dysglycemia. 



ORIGIN Trial Investigators, Bosch J, Gerstein HC, Dagenais GR, Díaz R, Dyal L, Jung H, Maggiono AP, Probstfield J, Ramachandran A, Riddle 
MC, Rydén LE,Yusuf S. 
 
Comment. The Orgin study has some deficiencies . 
    #1 There was no measure of inflammatory markers such as hs-CRP or others 
    #2  There was no test of omega 3 blood levels to confirm compliance 
    #3  other intake of omega 3's from diet or other sources was done by using a 
questionare 
    #4   The dose may not have been adequate . What is the minimum effective dose ? 
 
 
The benefits of Omega 3's may be dose related 
 
 My personal experience supports the idea that the benefits are dose related. 
 
 The Jellis study referred to a few days ago used 1.8 gms of purified EPA and did 
demonstrate a 
 reduction in cardiovascular risk. 
 
** The Anchor study , comparing  2 gm vs 4 gm of EPA  , demonstrated a difference in 
the beneficial 
 effects of EPA on known cardiovascular risk factors. 
 
                                        4 gram dose  EPA                    2 gram dose EPA 
Triglycerides                     21 % reduction                         10.1 % reduction 
 LDL                                 6.2 % reduction                        3.6% % reduction 
Apo-b                                9.3 % reduction                        3.8 % reduction 
hs-CRP                              22 %  reduction                        6.8 % reduction 
 
Have fun , Be smart  check your dose of Omega 3's and talk to your doctor 
David Calder ,MD 
 
reference 
 
 
 * N Engl J Med. 2012 Jul 26;367(4):309-18. doi: 10.1056/NEJMoa1203859. Epub 2012 Jun 11.n-3 fatty acids and cardiovascular 
outcomes in patients with dysglycemia. 
ORIGIN Trial Investigators, Bosch J, Gerstein HC, Dagenais GR, Díaz R, Dyal L, Jung H, Maggiono AP, Probstfield J, Ramachandran A, Riddle 
MC, Rydén LE,Yusuf S. 
 

 **Jelis Study (Japan EPA Lipid intervention Study) reported in Lancet 2007;369: 1090-8 

***American Journal of Cardiology 
      Volume 110, Issue 7 , Pages 984-992, 1 October 2012 
(from    the ANCHOR Study    Efficacy and Safety of Eicosapentaenoic Acid Ethyl Ester (AMR101) Therapy in Statin-Treated Patients With Persistent 
High Triglycerides 
       

Data suggest DHA and EPA have differential effects on 
LDL-cholesterol levels 
MAY 22, 2011 Michael O'Riordan 



 	   
Data	  suggest	  DHA	  and	  EPA	  have	  differential	  effects	  on	  LDL-‐cholesterol	  levels	  

New York, NY - New data presented this week provide clues as to why eicosapentaenoic 
acid (EPA) anddocosahexaenoic acid (DHA)—both components of omega-3 fatty acids—have 
differential effects on LDL cholesterol. 

Presenting the results of the laboratory study here at the National Lipid Association (NLA) 2011 
Scientific Sessions, senior investigator Dr Preston Mason (Brigham and Women's Hospital, 
Boston, MA) said that EPA is an inhibitor of lipid oxidation at normal and elevated cholesterol levels 
in the presence and absence of DHA, while DHA seems to have no real effect on lipid peroxidation. 
This trial was one of a number of studies that attempted to address the clinical question as to why 
LDL-cholesterol levels increase in patients treated with the triglyceride-lowering omega-3 fatty acids. 
In his trial, Mason et al compared the effects of EPA and DHA—alone or in combination with 
statins—on lipid peroxidation in polyunsaturated fatty-acid- and cholesterol-enriched vesicles. 

"We know that EPA and DHA have different effects on LDL-cholesterol levels," Mason 
told heartwire. "One of the things that affect LDL clearance is its oxidative state. Oxidized LDL is not 
cleared. One of the concepts is that EPA might preferentially prevent LDL oxidation, so even though 
it's not affecting its synthesis, it would help its clearance." 

EPA inhibited lipid hydroperoxide (LOOH) formation by 42% and 54% in vesicles with normal and 
elevated cholesterol levels, respectively. DHA, on the other hand, inhibited LOOH by 28% in vesicles 
with elevated cholesterol levels only. The separate effects of EPA, DHA, and EPA/DHA were 
enhanced when used in combination with statin therapy, including atorvastatin, atorvastatin 
metabolite, simvastatin, or rosuvastatin. The most potent antioxidant capacity was observed with 
EPA and the active metabolite of atorvastatin. 

"Statins are also lipophilic, in general," Mason told heartwire, "and one statin, in particular 
atorvastatin and its active metabolite, is known to be a very good antioxidant. We've published that 
separately in the past. This is where we saw the best effect, although we did see excellent effects 
with all the statins. The concept is that a lot of people are also taking a statin so there might be some 
opportunity for synergy." 

 
Other analyses looking at similar questions 
 

In another analysis, Dr Terry Jacobson (Emory University School of Medicine, Atlanta, GA) and 
colleagues reviewed 21 clinical trials that systematically evaluated the effects of EPA and DHA as 
monotherapy on LDL-cholesterol, HDL-cholesterol, triglyceride, and non-HDL-cholesterol levels. 



In studies that directly compared DHA and EPA, mean placebo-corrected triglyceride levels 
decreased by 22.4% and 15.6%, respectively. In head-to-head comparisons, DHA increased LDL 
cholesterol by 2.6% whereas EPA decreased LDL cholesterol by 0.7%. In trials comparing each 
agent alone, 10 of the 14 monotherapy trials with DHA showed increases in LDL cholesterol ranging 
from 5.4% to 16.0% vs control, while none of the EPA trials showed any increase. The changes in 
LDL-cholesterol levels significantly correlated with baseline triglyceride levels for DHA-treated 
patients, but this was not observed for patients treated with EPA, the group reported. 

Speaking with heartwire, Dr William Harris (University of South Dakota, Sioux Falls), who was not 
involved in the research, said the issue is clinically important because numerous studies have shown 
that long-chain omega-3 fatty acids lower triglycerides, but randomized, clinical trials with 
compounds containing EPA and DHA have also shown increases in LDL-cholesterol 
levels. Lovaza (omega-3 fatty acid ethyl esters, GlaxoSmithKline) is currently approved for the 
treatment of elevated triglyceride levels, but its use often results in an increase in LDL cholesterol. 
Harris noted that other drugs, including fibrates, have the potential to increase LDL cholesterol. 

"People have been trying to figure whether it's one fatty acid or the other causing the increase in 
LDL cholesterol," said Harris. "In the context of where we usually see it, it's in patients with very high 
triglyceride levels, but their LDL-cholesterol levels can often be abnormally low to start with, so it 
goes up to normal. It often looks like a large relative increase, but nevertheless, I'm not too 
concerned about it." 

Others have noted that most patients treated with omega-3 fatty acids have mixed dyslipidemia and 
most likely would be treated with a statin anyway. Dr Roger Blumenthal (Johns Hopkins University 
School of Medicine, Baltimore, MD) previously said that while omega-3 fatty acids can raise LDL 
cholesterol, they do not affect apolipoprotein B levels, a better measure of the atherogenic particles. 
Like Harris, he previously said he is not clinically concerned about the increase in LDL cholesterol 
with omega-3 fatty acids. 

In addition to the laboratory and clinical analyses by Mason and Jacobson, results of 
the MARINE trial, a study of a semisynthetic derivative of omega-3 fatty acids (AMR101, Amarin), 
were also presented in abstract form at the NLA meeting. The trial, as previously reported 
by heartwire, is testing whether an isolated semisynthetic EPA lowers triglycerides without a 
concomitant increase in LDL cholesterol. The results reported here were similar to those presented 
to the media and financial analysts in November 2010, with Dr Harold Bays (Louisville Metabolic 
and Atherosclerosis Research Center, KY) and colleagues reporting that the 2-g and 4-g doses of 
AMR101 reduced triglyceride levels by 20% and 33%, respectively, without a significant increase in 
LDL-cholesterol levels. 

 

 



Trial Results for Outcomes Studies: 

So here is 100% consensus: 

                 1) Lipitor,Crestor,Zocor,Pravachol do reduce LDL and Cholestrols and long term 
studies have proven their effectiveness in "Reducing" Cardiac events. 

                 2) Crestor is shown to be effective--if C-reative Protein is greater than 2.0. There 
is a test for C-rp and it is an indicator of inflammation in arteries. Dr.Topol,the top 
Cardiologist --formerly Chief of the Cleveland Clinic--liked C-rp test as a good indicator of 
on-coming heart -attack. 

                   3) Lipitor was the top selling drug in the World--for its effectiveness in lowering 
LIPID Profile. 

                Niacin was used for people with high Trigylcerides for many years although it 
causes-"FLUSHING" and many people don't like it. 

                Fish Oil was used for lowering TRIGYLCERIDES and LOVAZA sold by Glaxo 
Smith Klein Beecham is approved by FDA for people with TG greater than 500mg./dl. 

                   So what's the problem and why studies failed. 

                 1) LOVAZA which contains EPA and DHA-- lowers TG by 51.6%,but raises LDL-
C by 49.3% if you read its label(FDA) and it can cause Heart Atrial Fib. 

                 So you trade lower TG for higher LDL-C. 

                  2) LDL-C is proven to be bad for Cardiac events in many studies and that's why 
Lipitor became the best seller achieving 12.8 billion$ sales in 2011. Crestor also reduces 
LDL-C as do Zocor and Pravachol--but not as much as Lipitor or Crestor. 

                   3) There is one very large study of 18645 Japanese men and women done in 
1999-2005 that proved beyond doubt that 98% pure EPA with NO DHA reduces cardiac 
events. Dr.Saito took this 18645 persons data and looked at 14,981 persons with TG 
greater than 150 and HDL less than 40mg./dl. They found that the Cardiac events for this 
group dropped by 53% over 5 years. 

              http://www.ncbi.nlm.nih.gov/pubmed/18667204 
                Now Dr.Mitsuhiro Yokoyama,MD,Ph.d is a top Cardiologist in Japan who 
conducted this study with a few others at Kobe University. Dr.Saito of Chiba University is 
also a top Cardiologist . Dr.Yokoyama used 1800mg or 1.8gram/day of 98% EPA for their 
studies.In control group(Placebo),they used Zocor or Pravachol and for EPA group,they 
used 1800mg./day of EPA in addition to Zocor or Pravachol. 



               Dr.Darius Mozaffarian of Harvard commented on JAPENESE study--that on 
average Japanese consume 250mg./day of EPA thru their daily diet--which is far higher 
than Westerners. So basically to be effective--2grams/day of EPA is needed to lower 
Cardiac events. 

                EPADEL which was approved by Japanese FDA--has been used in Japan for 
many years in addition to STATINS. For some reason Mochida Corp. did not spend the 
money to sell it in USA as cost of FDA required studies is very expensive and time 
consuming. 

                 If that is true,then how come American Cardiologists have wasted 5 years--after 
Dr.Yokoyama published the results in British journal LANCET? 

                It has to do more with SPONSOR-- Fish Oil and Lovaza has sponsors--but 98% 
pure EPA has NO sponsors. These studies are costly--can easily exceed 125 million$ over 
5 years for 8000 persons. Also there is a company that holds patents for 96% pure EPA 
pills in USA and Europe. 

               There is one company in USA(that hold the patents) that has done its own studies 
for 729 persons for 12 months with 96% EPA and no DHA.  FDA has approved their drug -
VASCEPA for TG greater than 500mg./dl. persons and has asked them to do a long term 
study to prove its effectiveness in Reducing Cardiac events for people with TG of 200-
500mg.   

                 This study for 4 grams/day in addition to Statins is being done in USA,Europe 
and close to 4000 persons are enrolled and eventually 8000 will be enrolled by the end of 
2013. This study called--REDUCE-IT  is being conducted by a top cardiologist from 
Harvard--Dr.Deepak Bhatt--trained at the Cleveland Clinic and a full professor at Harvard.  
He is hopeful that VASCEPA may reduce Cardiac events like Japanese study--but we may 
have to wait till 2015 or 2016 to be 100% sure.  

              So while this study is going on --one could trust Japanese Study results and take 
VASCEPA which is 96% EPA with NO DHA. 

                 VASCEPA(FDA label) says it reduces TG by 33% and reduces LDL-C by 
2%(Statistician say-- VASCEPA does not raise LDL--as LOVAZA does raise it by huge 
49.3%.). 

               VASCEPA is listed by FDA in Cardiac drugs. 
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Awards and Honors 

2008 Distinguished Faculty Award for Excellence in Research Mentorship, Cleveland Clinic 

2009 Anandi L. Sharma Visiting Professorship, Mount Sinai School of Medicine 

2009 Simon Dack Award for Outstanding Scholarship, American College of Cardiology 

2010 Cardiovascular Fellows’ Visiting Professor, Mayo Clinic 

2010 Elected Member, Association of University Cardiologists 

2012 Greenfield Visiting Professor of Medicine, Duke University 

2012 Visiting Professor in Vascular Medicine, Massachusetts General Hospital 

Lead Author for Reduce-It Trial 

Narrative 

Deepak L. Bhatt MD, MPH, is Chief of Cardiology at VA Boston Healthcare System and Director of the 
Integrated Interventional Cardiovascular Program at Brigham and Women’s Hospital and VA Boston 
Healthcare System. He is also a Senior Investigator in the TIMI Study Group and Professor of Medicine at 
Harvard Medical School. 
 
After graduating as valedictorian from the Boston Latin School, Dr. Bhatt obtained his undergraduate science 
degree as a National Merit Scholar at the Massachusetts Institute of Technology, while also serving as a 
research associate at Harvard Medical School. He received his medical doctorate from Cornell University. He 
completed a Masters in Public Health with a concentration in clinical effectiveness at Harvard University. His 
internship and residency in internal medicine were performed at the Hospital of the University of Pennsylvania, 
and his cardiovascular training was completed at Cleveland Clinic. He also completed fellowships in 
interventional cardiology and cerebral and peripheral vascular intervention, as well as serving as Chief 
Interventional Fellow, at Cleveland Clinic where he went on to spend several years as an interventional 
cardiologist and an Associate Professor of Medicine. He served for many years as Director of the Interventional 
Cardiology Fellowship and as Associate Director of the Cardiovascular Medicine Fellowship. He also served as 
Associate Director of the Cleveland Clinic Cardiovascular Coordinating Center. Dr. Bhatt was listed in Best 
Doctors in America from 2005 to 2012. 
 
Dr. Bhatt’s research interests include preventive cardiology, as well as the optimal management of patients with 



acute coronary syndromes. He also has research interests in advanced techniques in cardiac, cerebral, and 
peripheral intervention. He has authored or co-authored over 500 publications. He is on several editorial 
boards. He is the editor of Essential Concepts in Cardiovascular Intervention and Guide to Peripheral and 
Cerebrovascular Intervention, as well as co-editor of the Handbook of Acute Coronary Syndromes. He was the 
international PI for the CHARISMA and CRESCENDO trials and co-PI of the CHAMPION trials. He served as 
chair of COGENT and helped lead STAMPEDE. He serves as the co-chair of the REACH registry. He is also 
on the steering committees of several trials. He is the current Chair of the AHA-GWTG Science Subcommittee. 
He is the Associate Editor for clinical trials for the ACC’s Cardiosource. Dr. Bhatt has been a visiting lecturer at 
a number of prestigious institutions throughout the world. He has been interviewed extensively by news 
agencies on topics ranging from premature coronary artery disease to the role of inflammation and genetics in 
heart attacks. 

 

 

ACC.13 CARDIOLOGY MEETING-San Fran. 

Session 1603 
Lipids: Management in 2013 and Beyond 
This session will bring the latest guidelines and up-to-the-minute, evidence-based clinical trials and 
novel strategies to a discussion of lipid management. Utilizing case presentations, faculty panels, 
moderated roundtable discussions and a presentation on Evolving Evidence on the Underpinnings of 
Atherogenesis, attendees will learn about the rapidly-changing arena of managing LDL, HDL and 
patients with specific barriers to effective treatment. 

	  

Mailing	  Pharmacists	  received	  week	  of	  March	  4th.	  



	  

	  

Dr. Cannon is a professor of medicine at Harvard Medical School, and a senior investigator in the 
Thrombolysis in Myocardial Infarction (TIMI) Study Group, leading trials such as TACTICS-TIMI 18, 
PROVE IT-TIMI 22, and CLARITY-TIMI 28. He earned his MD from Columbia University College of 
Physicians and Surgeons in New York, and after completing his residency in internal medicine at 
Columbia Presbyterian Medical Center, he was a cardiovascular fellow at Brigham and Women’s 
Hospital. 

Dr. Cannon has published over 1000 original articles, reviews, book chapters or electronic 
publications on the topic of acute coronary syndromes and prevention, including works in 
Circulation, Journal of the American College of Cardiology (JACC), Lancet, JAMA and the New 
England Journal of Medicine. He has received numerous awards, including the Alfred Steiner 
Research Award, and the Upjohn Achievement in Research Award, and leadership awards from the 
American College of Cardiology and the American Heart Association. 

He is editor-in-chief of the Science and Quality section of ACC’s website, Cardiosource 
(www.cardiosource.org) as well as the journal Critical Pathways in Cardiology and a 70-book series 
Contemporary Cardiology. He also serves as the Associate Editor for the JACC iPad edition. He has 
authored or edited 12 books, including Evidence Based Cardiology and The New Heart Disease 
Handbook for patients. Dr. Cannon is the principal investigator in TIMI for three ongoing trials, 
IMPROVE IT, SOLID-TIMI 52, and REVEAL-HPS3/TIMI 55 studying three lipid-modifying strategies for 
secondary prevention. 

Name one drug that is ---- completely safe ( no risks or side effects unless you are allergic to fish ) 
--- that ( in 4 gm doses ) improves ALL your commonly accepted cholesterol or TG risk markers  
----- that lowers all your less well known but equally important inflammation markers  
---- that ( will soon be ) FDA approved and Rx quality , is backed up by extensive phase 111 trial 
data 
----- That will likely have similar or better outcome results than the Jellis trial -- particularly the sub 
group mentioned above  



 
Name that drug and I'll invest in that --- right now AMR101 is the only one that qualifies --tell me how 
big is that market ? 

Imagine you are the patient in the following scenarios and decide what you would do  
 
1) You are on maximum dose statins already and your lipid profile ( LDL,HDL,Trigylcerides ) are still 
not on target . You have modified your diet and exercise routine as much as you think can . 
Your doc reminds you that 85% of those with this lipid profile ( famila hyperccholestrima --1 in every 
500 people in the western world ) have a heart attack by age 60 . 
Imagine you are 61 
He then says --well we have this new drug AMR101 and based on the Anchor trial results will 
ADDITIONALLY lower all your risk markers --Non HDL , LDL, TG's, apoB, LP-PLA2 ,hsCRP etc  
so if you ADD that to your statin prescription maybe we can get you into Lipid profile target range  
Now how big a market do you think that is ? 
 
2) Now lets try this from the other end --first signs of elevated TG,s or LDL 
You're younger and your doc says - " We have to get his under control --improve your diet , exercise 
more and take one of these ." 
Either -low dose statins at which case you will get the lecture on risks of liver damage , cramping , 
potential memory loss , risk of diabetes etc --the last 2 are very low risks but discussed anyway. 
Now with statins you will need a blood test very 4 months and alert me of the first sign of serious 
cramping --thats the lecture  
OR  
We can try you on this new drug AMR101 - here are the trial results showing the over all benefits , 
plus its an Omega 3 based drug that has benefits based on that but more importantly it is a 
NATURAL product derived from cold water fish oil that is very safe and effective --no fishy burping -
very easy to take -no liver damage risk or risk of cramping. 
 
So Scott -- you are the patient --what are you going to choose? 
 
Well let me tell you --- if you choose the statin --- the first night you lie in bed with severe cramping 
and are thinking --- is this a reaction to the statin or just because I went hiking today--- is the night 
you will re evalulate that decision. 
 
Somewhere between Example 1 and Example 2 is a huge market for AMR101 ---notice I didnt even 
mentioned High Trigylcerides 
 
If you are going to write an article on AMRN then I'll be expecting you to comment on the sub group 
studied in the Jellis trial 
That group had TG's over 150 and HDL under 40 -- think how many fit into that group --- its an 
outcome study using Epadel ( very similar to AMR101 ) --- tell us about the results an its implications 
for sales of AMR101 if properly marketed. 

about 50% of all heart attacks happen to those that have normal cholesterol levels -- what they have 
is elevated inflammation markers hsCRP , ApoB , Lpa etc AMR101 reduces all these inflammation 
markers. 



-- You wrote its not about cholesterol . Well if you read the updated information presented to the 
AHA in Nov 2011 you will see the Marine trial results at 4gm dose -small LDL particle count was 
reduced by 25.6% -- this is an important consideration for anyone with LDL problems , particularly 
diabetics 

Many of those that are already on low dose statins will see if they can switch to AMR101 ( and try 
and get the same results ) because of concerns about liver damage associated with statins. 
 
Those on high dose statins will see if they can stay on target by cutting their satin dose down and 
adding AMR101. 
 
And those ( like myself ) who are on max dose statins and have NEVER been able to reach lipid 
profile targets --will add AMR101 to their statin dose to see if they can achieve desired lipid targets. 

 

  

 

	  


