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FEMALE VOICE 1:  While you all are settling in I’m going to start because we have a very, very talented panel and I want all of them to have the benefit of the full time.  They’ll each speak for about 15 to 20 minutes, and then we’ll have a short period of questions and answers at the end.  

And we’re going to begin, first of all, all of our speakers have declared that they have no conflict of interest and nothing to declare related to the CME’s, so I won’t have to announce it each time.  But what I’ll do is I’ll introduce each speaker as they come up.  Dr. Eduardo DiMarcana [phonetic] is a Professor of Medicine in surgery at the University of Miami Miller School of Medicine in Florida and is also Associate Dean of International Medicine Institute and has served as Director of Interventional Cardiology.  Has done lots of exciting work around the world including Latin America, and he is going to share with us some of the issues around prevention of heart disease and obesity.

DR. EDUARDO DE MARQUANA:  Thank you very much and thank you to the Hispanic American Medical Association for having me here.  And I’m actually an interventional cardiologist and wheat I normally talk about is new interventional devices and that’s basically where all of my research is.  But when the Medical Association asked me to talk, I felt that I should concentrate my thoughts on what I consider is the biggest healthcare problem facing not only Hispanics, but all Americans today.  

And so I’m going to try and show you data for this.  I’ve heard that several other people in the meeting have talked a little bit about this, but I’m kind of glad they are because this is a very, very serious problem.  And to start this, I’m showing you a clinical case of a young man that I recently took care of.  

40 years old, second generation Cuban.  He weighed 350 pounds, was 5’8” and had a BMI of 48.  Had noted diabetes and hypertension 8 years earlier.  When he had gone to the doctor, he hadn’t been to the doctor in years before that, but he decided that he didn’t want to be treated and he presented now with congestive heart failure, and these are his coronary arteries and you don’t have to an interventional cardiologist to be able to see that there are diffuse blockages throughout his coronary system.  Here’s another shot of it, the left LAD is going straight down.  Diffuse severe disease throughout all of his vessels.  Very poor targets for any type of revascularization, even though that really would be the main option for him initially, but eventually, he may wind up with heart transplantation.  Severe left ventricular dysfunction, and well hear about this in the last of our lectures today.

So if we look at how the US has been doing with cardiovascular disease, it actually did superb in the first part of the last 100 years, and somehow I pushed the wrong button here.  There we go.  Do we have a pointer, we don’t really right?  Yeah, because the thing is, when I tough the arrow, so I’m not going to be able to point, so you’re just going to have to look at the slides.  

And what we’re starting here is from 1900 going to 2000.  You can see that in the, peaking in the 1960’s, we had tremendous cardiovascular disease death, heart disease death, coronary heart disease death and stroke.  All of them peaked about 1960.  And after that, major healthcare changes were done with major health campaigns to help people understand the importance of taking away saturated fats, decreasing smoking, decreasing salt in their diet.  And also new therapies started emerging that allowed us to take care of patients better so that by 1997, the last dot here you can see that we’ve dramatically reduced death from cardiovascular disease.  

But you’ll also notice that the line is flattening.  If you go on through the thousands, the line continues to be flat, and I’m, it’s going to start going up again.  

And this is looking at major cardiovascular causes of death in Hispanics.  I’m sorry, I mean major causes of death in Hispanics, and in with the little green arrow, we’re pointing to cardiovascular it says, and you can see that both males and females, the majority of them die from cardiovascular disease as do all other major demographic groups in the United States.  Hispanics also are having a progressively increasing diabetes rate, but as far as death from diabetes in 2006, about 4.2% of males, and 5.4% of females died from diabetes.

The reason that all of this is going to change and get worse is because we’re undergoing an epidemic.  And really, if you look in the World English Dictionary as to what an epidemic is, it’s basically a disease attacking or affecting many persons simultaneously in a community or area.  And we’re undergoing an obesity epidemic.  And some of you have probably seen the CDC slides I’m going to show you next, but it’s such a graphic illustration of what the problem is that it is worth seeing over and over again.  And actually, I go sometimes a couple of years without looking to see how this data is going and every time I see it, I get more and more impressed.

So what we’re looking at here is 1985.  And in white we don’t have any data.  In light blue, we have people with an obesity rate of less than 10%.  And in the darker blue here we have 10 to 14%.  And now we go through time.  We try to go through time.  We don’t go through time.  So here’s ’86.  ’87.  We’re starting to fill up data in the chart here.  ’89.  ’90.  ‘90we get a new category, 15 to 20%.  Now ’92.  ’93.  By ’94 almost all states except for Rhode Island, by ’95 we have all data in all 50 states, and you can see that the majority of the country is 15 to 19% obesity rate.  ’96.  ’97.  New category, over 20%.  ’98.  ’99.  2000.  2001.  Already the majority of the country is over 20%, now you’re seeing 25%.  2002.  2003.  2004.  ’05, new category.  ’06.  ’07.  ’08.  ’09.  

This is the last bit of data that’s been tabulated, and now in 2009, we have the whole southeast portion of the country with this over 30% obesity rate.  The only state, only one state remains at 15 to 19%.  The rest are above 20%.  This is an epidemic by anybody’s criteria, and it is a major, major, major problem.  

Now if we look at how this breaks down with non-Hispanics, blacks, and Hispanics, we can see that Hispanics don’t have as big of a problem as blacks, but they’re still tremendously affected.  And a little bit better than white non-Hispanics.  And in 2009, 29.1% of Hispanic men and 41.8% of Hispanic women were obese.  I keep struggling here.

And if you look at the world, the world is also basically getting wider at its center, at it’s equator.  And we’re getting fat throughout the world.  It’s a phenomenon which is now being called “Globesity.”  And in 2001, 40% of Columbian women and 40% of Brazilian women were already over weight, and if you look at the bar graph going from left to right, Southeast Asia and Sub-Sahara Africa really don’t have this problem.  We’ll talk about this again later.

But when we get to Latin America, the European Union, the Middle East, this becomes a major, major problem, going into the 30 to 40% range.  Another way to look at it graphically, this is the problem in males.  You can see that the U.S. is leading in obesity here along with Argentina, Bolivia, Paraguay, and South America Finland.  In females, though, the problem is much more diverse and we’re looking at it now.  In yellow is 10 to 20%, light green is 20%, green is 30 to 40.  Light blue is 40 to 50, and black is over 50% obesity rates.

This trend is particularly alarming when you look at our children.  And if you look at the frequency of obesity in the early 1960’s.  When I was in elementary school, there was one fat kid in my grade.  I was him, but that’s besides the point.  Now when you get 2011, we’re getting close to 20% incidence of obesity n our children.  

This is another graphic way to look at it through 2006.  And you can see the ‘70’s, the ‘80’s, and then the thousands, and you can see this incredible increase in obesity rates in our children.  When you look at kids from 9th to 12th grade and you look at it by different demographic groups, you can see that Hispanic males are ahead of the pack in the males, and that Hispanic females are only second to black females in adults.  Oh, thank you so much.  Now I probably won’t mess up as much.

Now this might be hard to see from the back, and I don’t want you to see the total perspective, but you see that line there?  That line is what’s called the Weight/Height C Score, and basically, it depicts proper nutrition.  So you want to shoot for your population to be at this level.  If you look at children from 12 to 60 months in developing countries and the United States, and you look at those countries.  Platted, each circle is an individual country.  You can see that in Southeast Asia and Sub-Sahara Africa, the biggest problem we have is starvation or malnutrition.  But in the rest of the world, the trend is towards over nutrition.  And that’s still a little problem in selected countries in the Caribbean and in Latin America, but as a whole, even Latin America has an over nutrition problem.

Now what’s happened here?  And these are two cartoons that you might have seen before that depict what’s happened in evolution with humans.  And basically, in 2.5 million years, we evolved but stayed thin.  And in the last 50 years, we’re getting bigger.  And the main reasons for this are over nutrition and decreased activity.  And I’ll show you data for this.  This is what the new concept of what the ideal body type will be by 2050 if the rate continues.

Now, if we look at how Americans are being nourished by looking at trends of what they consume in calories and what they consume them on.  Looking at 71 through 74, 2001 and 2004 men and women, men have increased their caloric consumption by about 300, 400 calories per day in that time period.  Women have increased their caloric consumption by almost 500 calories per day.  And if you look at what we eat, the fat amount, although we’ve had great success maybe taking saturated fat out, our total fat consumption is not really less.  Our protein consumption interestingly has actually gone down, and our carbohydrate consumption has gone up.  All of which are key ways to drive obesity.  

If you look at where we eat by looking at where we spend our money, if you look at food used at home—

FEMALE VOICE 1:  Five minutes left.

DR. DE MARQUANA:  No, I started late.  There is no way there’s 5 minutes left.  Okay anyways, so I’m going to have to talk real fast.  So 62% of our money was used to buy food for the home in the early 1970’s, or the mid 1970’s.  By 2007, it goes down to 50%, and the other 50% are outside the home, a lot of it being in restaurants.  This is foods that are higher in salt, higher in calories, and higher in fat.

If we look at the beverages we drink.  We used to drink predominantly whole fat milk, not counting water and we’ve decreased that a little bit, which is good because that ahs a lot of fat in it.  But we’re replaced it with a lot more soda and also a lot more alcohol.  So we’re consuming many more caloric drinks as well as caloric foods.

Now, I’m going to skip through some of this because of time, but if we look right now at regular leisure time physical activity, less than 50% of the whole population is doing adequate amount of leisure time physical activity, and Hispanics might be effected a little bit worse than non-Hispanic whites and about the same as blacks.  

The alarming thing again in children is if you look at what’s called moderate of vigorous physical activity in school aged children, when you look at the ages of 6 to 11, about 50% are doing an adequate amount of exercise.  But when you get to middle school, this goes down to about 10% in males, and about 5% or less in females.  This is an alarming problem.  We’re allowing our children not to exercise, and we’ve taken away all physical education activity in our own schools.

So if we now follow the trend of diabetes, diabetes is again alarmingly growing fast.  Looking at it plotted through the states as we did with obesity, you can see that it’s just lagging behind, but it’s following the same curve as obesity.  And obviously, the numbers aren’t as great or greater than 9% instead of greater than 26%, but the bottom line is that our obese patients, many of them, 60 to 80% of them will develop diabetes.

Now diabetes in adults right now, you can see that Mexican Americans, men and women are very high, and at the same level almost as non-Hispanic blacks, and greater than Hispanic whites.  And in the world, we have a good distribution following almost the same as the obesity rate, but the alarming thing is that the projected diabetes rate is going to be dramatically increased over the next 25 years from 2003 to 2025.  57% increase in the U.S., 85% in South America, and over 100% in India, the Middle East, and Africa.

As I mentioned to you, 60 to 80% of diabetes is caused by overweight in all areas.  The biggest problem from a cardiac perspective of obesity is what happens with what everybody knows as the metabolic syndrome now.  And that is especially visceral fat causes marked insulin resistance.  And once you develop marked insulin resistance, you get an increase of insulin which cases an associated difficulty in processing glucose.  So you get hyperglycemia, hypertension, dyslipidemia, pro-inflammatory state endothilio dysfunction, increased platelet adhesiveness, and hyperinsulinemic mytogenesis, which cases blood vessels to get thicker and less pliable.

And again, looking at diabetes, as you become obese you develop insulin resistance.  This causes insulin levels to go up and then eventually, they drop down again as beta cells become dysfunctional.  Glucose goes up and atheros grows as follows.

Very linear relationship between plasma insulin level and cardiovascular mortality.  And the important thing to know is diabetics basically die from cardiovascular disease.  80% of them die from cardiovascular disease.  75% from coronary atheros sclerosis.  75% from hospitalizations of diabetics are due to cardiovascular disease, and 50% of all patients with newly diagnosed Type 2 diabetes already have cardiovascular disease like the patient I showed you earlier.

So just real quickly, other cardiac risk factors, how are Hispanics doing?  If you look at high blood pressure, very similar, a little bit better actually than non-white Hispanics, less than blacks, but if you look at those patients that do have high blood pressure, the Hispanic Mexican American patients are less aware that they have hypertension, less treated, and less controlled than the general population.  Smoking has always been low especially in Mexican Americans, a little higher in Caribbean Hispanic patients, but regardless, in males it’s about 18%.  In females, it’s about 8.3%, significantly less than Native Americans and Alaskan Natives which have a very big problem with smoking still.

But if you look at our kids again, the Hispanic males are smoking at 18.7%, more or less like the adults, but the females have gone up to 14.6% as children.  

Cholesterol.  Healthcare policy and education and intervention has helped decrease cholesterol in non-Hispanic whites and in non-Hispanic blacks, but it’s yet to make an impact on Mexican Americans.

So the bottom line is that we’re all in the same boat, but we have to concentrate tremendously on trying to change the patterns that are going to affect our health.  And one of the things that Wayne Gretzky, the famous ice hockey player said is, “You have to skate to where the puck is going to be instead of where the puck is.”  And if you’re planning healthcare costs and expenses and public health education programs on the population, you have to look at population trends.  And as you all know, the total number of non-Hispanic whites, or not number but percent, are going down, now 47% expected by 2050 from 85%.  Hispanics have gone up from 3.5% in 1960 to 29% expected by 2050.  The black population is holding steady, and the Asian population is increasing now, expected to be 9% by 2050.  So I think our healthcare dollars and our public health campaigns have to affect all different groups equally, and we have to make sure that we divert the money for these plans to where the population is going to be.  So thank you very much.

FEMALE VOICE 1:  Thank you Dr. DiMarcana for setting the stage for us for this huge epidemic of cardiovascular disease.  We now have Dr. Maria Catalina Karam Dimore [phonetic], who is originally from Venezuela, but currently is practicing in Florida.  She is a non-invasive cardiologist who did her training in internal medicine at Rush University Medical Center in Chicago, Illinois.  Welcome.  And her topic is going to be women and heart disease.

DR. MARIA CATALINA KARAM DIMORE:  Good afternoon, and let’s see how can I get.  Okay, so I’m going to be talking about women and heart disease.  Just going to put my timer here.  I have to disclose that - - is a sponsor of the program and I‘m presenting on behalf of Abott [phonetic].


So basically today I’m going to be presenting about the statistics of women and heart disease, the gender disparities, particularly the ones related to acute coronary syndrome.  The vascular procedures, particularly caveats, surgery, and outcomes.  Device implantations and outcomes.  Calcium supplements and the risk of cardiovascular disease in most of our female patients are taking calcium supplements.  Vitamin D and the risk of cardiovascular disease, and lastly, we’re going to go very quickly over the recent update on the prevention guidelines for women and heart disease which will be published actually next week in circulation.


So cardiovascular disease, as we all know is the most common cause of death in women.  It accounts for a little over a third of all death, and the lifetime risk of cardiovascular disease of women is very high.  Accounting for being more than 1 in 2 women at the age of 40.  And this is still true that more women than men die every year from cardiovascular disease.  

We can see in this graph that cardiovascular disease mortality trends in females and males over the years.  We can see that the males are in blue, females are in red, and we can see that prior to the year 200, the mortality from cardiovascular disease in men was decreasing significantly.  However, in women was actually increasing.  This is perhaps due to the lack of awareness with cardiovascular disease in women and the use of hormone replacement therapy.  Subsequently after the year 2000 or around that time, the cardiovascular disease in women finally started decreasing significantly.  However, it’s still higher than men.

However, in spite of all these, coronary heart disease death rate in women between 35 and 54 years of age actually is increasing.  And this is likely due to the obesity epidemic affect 2 of every 3 American women greater than 20 years old.  And actually in Mexican American women, obesity and overweight represents about 75% of the population, it’s affecting 75% of the population.   

Awareness of cardiovascular disease as the leading cause of death among women is still very low.  Only 57% of the women know this, which is actually significantly improved from 1997, when only 30% knew, but it’s even lower among certain groups, such as Hispanics.  Only 43% of women know this.  African American, 43%, and Asian women only 34% are aware.

What about relating to the gender disparities in acute coronary syndrome?  We have, we know this, that women experience milder and atypical symptoms during acute coronary syndrome, but actually, the present later in the course of the symptoms.  They have more co-morbidities than men: advanced age, hypertension, diabetes, atrial fibrillation, stroke, COPD, renal disease.  They frequently have risk clinical findings of heart failure and tachycardia.  We have increased early death during acute coronary syndrome, and actually, the unadjusted in hospital mortality for women is much higher than men, almost double in different reports.  After adjusted for all these co-morbidities and different risk factors, this early death is no longer present for the myocardial infarction in general.  Letting us know that most likely, all these increased mortality in women is associated with increased risk factors at the time of presentation.  

However, in a recent report published in 2008, this is data from the coronary artery disease registry.  After adjustment for all the different co-morbidities, women had an increased early death during the myocardial infarction.  Meaning it was not related to the increased cardiovascular risk profile in these patients.

Actually, women are less likely to receive early treatments during acute coronary syndrome.  They receive less aspirin and less beta blockers.  Again, these patients did not have a contraindication for this medication, so they had no reason why they would get less aspirin and less beta blockers.  They have less acute reperfusion therapies, and timely reperfusion therapy, and in general, have less invasive procedures during acute coronary syndrome.  

Women who present with chest pain or acute coronary syndrome are more likely than men to have less severe obstructive coronary lesions, more vasospastic disease, and smaller vessels, which could kind of explain why this patient get less reperfusion therapy, but would not explain why they would get diagnostic angiograms.  And they have also more - - coronary thrombosis.

Regarding revascularization procedures, women actually in general have more procedure complications and mortality.  However, for caveats, this increased mortality still persists even after the adjustment of all risk factors.  We have data, 5 year national data from 1998 to 2002, and data from the California Coronary Arterial Bypass operative Program, and this data actually demonstrated that men were considerably more likely than women to get a caveat procedure.  Women have significantly higher in hospital mortality rate than men, even after we control for all the multiple factors.  The possible reasons why they have increased in hospital mortality, well women we know have higher risks in terms of their age, diabetes, acute coronary disease, heart failure, COPD, but again, after adjustments of all these factors, we still have higher mortality, so it’s not all explained by that.

A greater proportion of women than men had urgent or emerging caveats as opposed to elected caveats, and we know that emerging and urgent caveats are associated with a higher mortality.  Women also have smaller vessels, which can predispose them to greater preprocedural complications.  And women also have lower - - of internal mammary artery graft, which has been associated with improved outcomes.  And again, there could also be implications of coronary microvascular disease and endothelial dysfunction in women.

Regarding device implementation, we also have perspective multi-center registry more than 26,000 patients, which aim to investigate the impact of gender and race on rates of implantation of pacemakers and ICD.  And basically, this data shows the female gender was independently associated with decreased implantation of any device.

We also have some data from the National Cardiovascular Data Registry, and more than 161,00 patients undergoing first time ICD placement.  And after counting for all demographic clinical procedural differences, women had 71% higher odds of experiencing adverse events as compared to men, which included perforation, dislodgement, hemo and pneumothorax, coronary venous dissection.  The possible explanation could be that women will have a smaller body size, which could predispose us to have a smaller vessel diameter and thinner paraventricular walls.  And that could explain why we have a higher mechanical complications.

Conclusions?  Women are significantly less likely to get appropriate life saving medical, surgical, and device therapies, and women have a higher complication rate during revascularization procedures and device implantation, including greater hospital mortality during a caveat procedure.

What about calcium and heart disease?  There’s this huge calcium supplement controversy where we have observational studies suggesting that high calcium intake might protect against vascular disease.  But we have several interventional studies showing improvement in some vascular risk factors.  And in contrast, we also have studies where calcium supplements accelerate vascular - - and increase mortality in patients with renal disease.  We have a 5 year randomized control trial of calcium supplements in healthy, older women, which reported an increase of borderline significance in the rate of myocardial infarction in the calcium group.  In a recent metanalysis, which included data from 11 randomized control trials of calcium supplements, this is calcium supplements without vitamin D co-administration.  Only calcium.  88% where women mean age was 69 years old, and calcium supplements without co-administration of vitamin D were associated with approximately 30% increased in the incidence of myocardial infarction.

They were also associated with a smaller, non-significant increase of stroke and mortality, and based on the data analysis, treatment of 1,000 people with calcium for 5 years would cause an additional 14 myocardial infarctions, 10 strokes, 13 deaths, and would prevent 26 fractures.

What about co-administration of calcium and vitamin d?  We have very few data, we have data from the Women’s Health Initiative, and basically, this data demonstrates no effect on the risk of cardiovascular disease or stroke of the co-administration of vitamin D and calcium.  

In conclusion, calcium supplements without co-administration of vitamin D are associated with, are most likely associated with increasing the incidence of myocardial infarction.

Vitamin D.  Low levels of 25 hydroxy vitamin D, which is actually the principal circulating storage for vitamin D are present in approximately a third to one half of otherwise healthy, middle aged to elderly adults.  Clinical studies have reported associations between low levels of vitamin D and cardiovascular disease, and we have a study using participants from the Farming Hand Offspring Cohort, which were mostly healthy individuals, outpatient settings.  About 1700 patients, 55% were women and the age and sex adjusted 5 year rate of cardiovascular disease was approximately twice as high in those with low levels, less then 15 mg/ml as opposed tot hose with levels more than 15.

This association actually remains significant after adjustment for conventional cardiovascular risk factors and renal function.  And the higher risk was single patients who have vitamin D level less than 15 and had hypertension.  The ease of potential - - physiological substrate for these, and basically we can find, we know that vitamin D receptors express in vascular with model cells, in anthelia cells, and in the cardiomyocyte.  And actually, one point of hydroxy vitamin D suppresses - - gene expression, therefore down revelating the - - system.  Vitamin D actually modulates smooth muscle cells, proliferation, inflammation, and thrombosis.  And vitamin D deficiency - - secondary hyperparathyroidism, and PTH actually promotes myocite hypertrophy, and vascular remodeling.

Conclusions?  Vitamin D deficiency is associated with an increased cardiovascular risk above and beyond established cardiovascular risk factors.  This data raises the possibility that treatment of vitamin D deficiency could actually reduce cardiovascular risk.  However, we don’t have any randomized trial at present to prove this, and we have to remember the lessons that we have learned from hormonal replacement therapy.  Applying treatments based on observational data does not always support, is not always supported by interventional randomized trials.

Regarding the guidelines, there’s a new update for the provision of cardiovascular disease in women.  It’s very minimal.  Basically, the same risk classification for women, however, there’s risk, high risk women, women who have established cardiovascular disease, diabetes, and - -.  And a 10 year predicted risk of cardiovascular disease greater or equal to 10%, and this is basically where the change comes.  It used to be 10 predictors of coronary heart disease more or equal than 20%.  So now it’s cardiovascular disease, it’s general, which includes coronary, - - vascular, peripheral disease, and heart failure.  And this is because women have more heart failure and stroke than men, while men have more coronary heart disease, which is myocardial infarction and angina than women.  And actually, the cutoff now is 10% because we have data now demonstrating that this cutoff is where statins can be cost effective.

The other risk is the same for, because we have time constraints, I’m not going to go over this, but this has no changed, it’s the same classification.  We have some changes regarding the lifestyle intervention, particularly physical activity.  There used to be 150 minutes a week of more exercise, but now they have added that also can be 75 minutes a week of vigorous exercise or an equivalent combination, and this aerobic activity should be performed in an episode of at least 10 minutes and all women should be advised that additional cardiovascular benefits are provided by increasing this activity, by doubling this activity to 300 minutes a week.

Regarding prevention therapy, the same aspirin has not changed.  I actually added this slide because I always think it’s important to know that while for men it might be a little more complex to decide who has aspirin, for women it’s very simple.  And we know all high risk patients should have, be taking aspirin unless they have a contraindication, but most of all other women at risk or healthy women at the age of 65 or more, we need to remember the benefits of aspirin demonstrated by the Women’s Health Study.  And unless there is a significant risk of bleeding, GI bleeding or hemorrhagic stroke, they should be taking aspirin 81 mg daily, or 100 mg every other day.

The guidelines also now include dabigatran, the new oral thrombin inhibitor that was compared with warfarin in a realized study, and actually, the guidelines have incorporated that this can be used as an alternative for warfarin in patients with permanent or - - atrial fibrillation who have risk of a stroke and system - - who obviously do not have - - disease or hemo dynamically significant - - disease since it was not proven in that population, severe renal failure, or liver disease.

So just to conclude, I hope this presentation can provide a little information to help our patients get to what we would like them to get to their 80’s, and performing the activities they enjoy in life as they age.

FEMALE VOICE 1:  Thank you.  Thank you very much.  I think it’s a very important topic, because often women think that their greatest risk is breast cancer, but they have to be aware that heart disease is a major problem.  Our next speaker we know very well, Dr. Sylvia Rossus [phonetic] was an NHMA fellow and actually in 2009, won the National Hispanic Association Award as Fellow of the Year for leadership in improving health of Hispanics.  Dr. Rossus is a faculty member at the University of Pennsylvania, and she has training in nephrology and epigeneology from the University of Pennsylvania, and completed her medicine training at Michael Reese Hospital at the University of Illinois, Chicago.  Welcome.  She’s going to, we are trying to progress.  Now she’ll talk a little about cardiovascular disease and also renal disease.

DR. SYLVIA ROSSUS:  Thank you.  No, she just put me here.  I know, she added me because I gave her the thing.  Sorry, technical difficulties.  I can’t find it, no, that’s hers.  Under documents?  I didn’t see it in there, I’m sorry, I know you loaded it.  Oh, here, diplomat bone?

FEMALE VOICE 2:  Under Rossus?

DR. ROSSUS:  No, Befar.

FEMALE VOICE 3:  No, I don’t see it there. Okay, where’s your flash drive?  I’ll just load it real quick.

DR. ROSSUS:  I saw her putting it in, I don’t know what happened.  Here.  Okay, that’s fine.

FEMALE VOICE 2:  But I know you put it in.  I remember seeing it.

DR. ROSSUS:  Okay, so we’re moving on to chronic kidney disease now, and initially just to get in time the, at first I’m going to talk about chronic kidney disease in general, then chronic kidney disease in the Hispanic population, and then later I was going to talk about the interaction between chronic kidney disease and cardiovascular disease.  And then HMA.  Then 2001.  There we are.  We don’t know what happened here, but she did put it in earlier.  Okay.

FEMALE VOICE 3:  And there we go.

DR. ROSSUS:  Computer ate it.  

FEMALE VOICE 3:  Okay.  Thank you.

DR. ROSSUS:  Okay.  There we go.  Okay, now I don’t know.  I have to move down.  There we go, okay good.  So first we’re going to start with the definition of chronic kidney disease.  And in 2005, the National Kidney Foundation got away from chronic renal insufficiency, kidney dysfunction, mild dysfunction, you know, there was no real definition and every study had sort of a different definition of what they thought was chronic renal failure.  So the said, “Okay, from now on we’re going to call it chronic kidney disease, we’re going to develop these stages, and this is going to be the definition of it.”  So it’s currently defined as kidney damage for longer than 3 months, and you have to have structural and abnormal characteristics.  So and you can have with or without decreasing GFR.  So you can have a kidney biopsy, a person with lupus, their GFR might be normal, but if they have some membranous disease, etcetera, then they have chronic kidney disease.  Or you could be a person automatically if your GFR is less than 60, you have chronic kidney disease regardless of what the cause is.


Okay, so these are the stages, so 1 and 2 you have to have some abnormality.  Either macro or microalbuminuria, a renal biopsy, etcetera.  But in general, if you have  GFR less than 60, you have chronic kidney disease.  Right there, you’re at stage 3.  So 1, 2, 3, 4, 5, are the different stages, and when you have a GFR less than 15, you’re on dialysis or you’re a transplant patient, you become - - stage 5.


Okay.  So of course, there are people in stage 1 and stage 2, and then they start funneling down to stage 3, stage 4, and stage 5.  and the same as with obesity, this has increased over time and I’ll show you a couple of slides about that.  So it’s estimated that at this time, there’s 26 million Americans with chronic kidney disease of which the ones that are known, you know, the people on dialysis represent a very low number of those.


And in this study they compare, this is where the 26 million comes from, and they have shown that there has been a significant increase between 1988 and 1994 to the current more present time.  and you can see in red that the increase has been in part because there’s an increase in chronic kidney disease in the Mexican American population than the other population, which is everybody else.  You can see that the non-Hispanic white actually went down a little bit proportionally, and the African Americans stayed about the same, but there was an increase in the Mexican American community and other.  


Again, this is a different breakdown.  This is 10 million Americans that have a GFR greater than 60, but have persistent albuminuria.  Then we have that 30 to 60, and then the very few patients that need some renal replacement therapy.  But very important, a lot of people don’t know that they have chronic kidney disease, or they’re even at risk for it.  so you can see that both in men and women, people with lower GFR’s between 30 and 50, really only about 5 to 10% knew they had chronic kidney disease, and even in the lower stage, stage 4, 15 to 29, only 40% of them knew they had chronic kidney disease.


And so this is a similar picture of what he showed on obesity and diabetes.  This is our chronic kidney disease failure, and you can see that it kind of follows the same pattern that he showed.  In the Southeast, we have a bigger trends, and again, this is 1990, this is 2000.  and the 2010 hasn’t come out yet.  But again, the rate of chronic kidney disease per million population has significantly increased, going again with diabetes, obesity, which are the risk factors for chronic kidney disease.


So this is how we measure, to detect people at risk for chronic kidney disease.  We measure things that again, are not perfect right now.  We use something called serum creatinine BUN, we use a formula to, everybody, you know, there’s at least 5 formulas out there to get it, their - - of GFR.  Perhaps the most commonly used right now is the MDRD equation.  And then we measure microalbuminuria.  Everybody with diabetes should have it, everybody with a high GFR.  And then we look at other markers that show already very late damage, so people with anemia, they usually have stage 3 and beyond.  Their triglycerides go up, they start having calcium and phosphorous abnormalities, their PTH goes up.  Their bicarbonate goes down, albumin goes down.  And again, all of these Dr. Kamar [phonetic] explained are all associated with cardiovascular risk factors.  So high PTH has been associated with LVH hypertrophy, calcium again like she explained.


And then there are some risk factors for chronic kidney disease that we cannot modify: your age, ethnicity, your gender, your genes.  We can’t do anything about that, but there’s some risk factors that we can control.  So hypertension control, lipid control.  If you’re a diabetic, glycemic control.  Stop smoking.  There’s some evidence that perhaps the type of protein that you eat, more vegetable protein rather than animal protein, perhaps there is a benefit there.


And then one of the perils of classifying people with chronic kidney disease is that we use creatinine.  And creatinine is not the best measure, which is why we recommend using the GFR.  Because here we have 3 examples.  Everybody has a creatinine of 1.3, but our 24 year old man, his GFR is more than 60, so he in general wouldn’t classify as chronic kidney disease, our white man, 63 years of age, he would have chronic kidney disease.  And our white woman would have more severe chronic kidney disease, because you have to plug in the formula.  So she would be at higher risk of all these complications that we talked about, the phosphorous, the calcium, etcetera.


In the interest of time, I’m going to skip some of the slides.  But the risk for chronic kidney disease is not uniform.  And African Americans are about 4 times more likely than the general population to develop chronic kidney disease, and Latinos are usually twice as likely to develop chronic kidney disease than the general population.


And here are some of the data, this is from Anne Hanes [phonetic].  And basically showing that the self, interestingly enough, even though they are at higher risk, this Anne Hanes is self reported, so they self report less hypertension than the general population, less diabetes, just basically showing that out populations not aware of the co-morbidities that they have.  When they actually go in and measure people’s blood pressure, etcetera, turns out that Latinos with lower GFR actually have higher systolic blood pressure compared to the rest of the population.


And then here, we also have to take into account the subgroup that we’re at.  Cuban Americans are more likely to have hypertension versus Puerto Ricans who have been described as having more likely develop congestive heart failure.  And also, the risk for chronic kidney disease seems to vary by group.  In this study, they showed that Cuban Americans are basically 4 times more likely to develop chronic kidney disease using the Mexican Americans as reference.  And the Puerto Ricans perhaps 70% more likely to develop chronic kidney disease.


There’s been some debate about people of minorities do better on dialysis compared to whites, which has been described as an excuse not to refer them for transplant.  And this study showed that that’s not true, there is no benefit of being on dialysis if you’re a Latino. 


And so here we get our interactions between cardiovascular disease and GFR.  And this is a study done in California using the Keiser Permanent Database, and basically, you can see that as your GFR foes down, your risk of cardiovascular event or mortality goes up.  And part of it is that by the time you reach chronic kidney disease, and again these are all end stage patients on dialysis or transplant, the cardiovascular risk rafters are like, up the roof.  So everybody has hypertension, 80% of them have hypertension.  40 to 50% have diabetes, high cholesterol, a lot of smoking.  75% of them have LVH, etcetera.  And so this is a slide showing how much chronic kidney disease there is for every type of cardiovascular disease there is.  

So in people with coronary artery disease, about a 1/5 of them have chronic kidney disease.  If you see somebody in the hospital with an acute MI, a third of them already have chronic kidney disease.  CHF is actually the highest, almost half of them have chronic kidney disease.  And for stroke, about 43%.

And so the American Heart Association had put some guidelines out basically showing that if you have somebody with chronic kidney disease, I’m sorry, with cardiovascular disease, that they should be tested with creatinine and albuminuria, just to make sure that they don’t have chronic kidney disease because the likelihood of finding somebody is high.  

This just basically shows that the most common cause is diabetes, and it continues to increase over the years.  This is a very confusing, but I’m going to try to explain.  On the right, you see all the different subgroups.  GP means general population, so the slide that goes up like this is the general population.  The one that goes sort of on the top is the dialysis population.  And basically what this slide shows is that any, for a young person, 25 to 35 year old, their mortality is as high as being an 85 year old in the general population.  That’s basically more or less what it shows.

And here I have a couple of other figures that are basically like that.  If you have kidney failure, you’re on dialysis, your risk of death is somewhere between having lung cancer and colon cancer.  And I’m not saying that we should advocate one versus the other, but that is the risk, and so preserving kidney function is very important for us.  And again, that risk is different per age group.  So again, if you are a 25 to 29 year old, you’re expected to live 50 years if you’re part of the general population, but if you’re on dialysis, your life expectancy’s 13 years.  And again, in the elderly age it’s less, the discrepancies less.

So I’ll skip over this.  So these are if you have chronic kidney disease and you still manage your diabetes appropriately, there’s been multiple studies that show that there’s a survival advantage about improving your hemoglobin A1C.  Multiple studies have shown that use of ACE inhibitor prevents chronic kidney disease.  This is one such study.  They used ramipril in this study, this is the Rhine study, and basically showed that people with proteinuria, you give them an ACE inhibitor, your kidney function gets better.  A different study, this is called the Renow [phonetic] study, but what I wanted to show you here that if there’s a reduction, you give the medication, there’s a reduction in proteinuria, your cardiovascular endpoints also improve.  So here was heart failure, and the other were grouped together but included death and acute events.

Also, sort of intensive therapy in not only using ACE inhibitors, but managing the hypertension, the hyperlipidemia, exercise, etcetera, secondary prevention that also improves outcome.  I’m going to skip over this, but basically, again, another slide showing that intensive therapy, this is Panel 6, is much better for all the outcomes.  Death, stroke, MI, compared to sort of conventional therapy.

But it turns out that maybe our population is a little bit different from the general population.  That maybe we shouldn’t be waiting to treat people when they get on dialysis and statins, etcetera, because multiple studies have shown that in the dialysis population, statins show no benefit.  And some people have debated, “Well, maybe we shouldn’t be doing studies in dialysis patients.  Maybe we should have done it when they had CKD?”  Part of the problem is when pharmaceutical companies devise studies, they try to, they basically exclude people with chronic kidney disease, so sometimes it’s hard to say what has been proven to work or not in chronic kidney disease.

This is some work that we had done at the University of Pennsylvania basically showing that patients with chronic kidney disease and diabetes are more likely to have coronary artery calcifications and that that is also associated with adverse cardiovascular outcomes.  

So in general, there’s an increase, to summarize here, there’s an increase in chronic kidney disease, obesity, and diabetes in the U.S. and worldwide.  That there are strategies to reduce proteinuria, preserve kidney function, and try to ameliorate the cardiovascular disease.  That we should start early in CKD and not wait until later.  And of course, that we do need to do more research for the specific chronic kidney disease population.  And that’s my e-mail if you have any questions or want to e-mail me anything.  Thank you.

FEMALE VOICE 1:  Thank you Dr. Rossus.  And our last speaker, Dr. Saldana is a clinical cardiologist from Brigham Women’s Hospital, and is on the Faculty of Medicine at Harvard.  He specializes in cardiovascular imaging, and he’s going to speak to us about congestive heart failure and some of the end stage problems in heart disease.

DR. FIDENCIO SALDANA:  All right, thank you everybody for hanging in there.  Usually at about an hour, gluteus ischemia starts to set in as well as a little bit of brain fuzziness.  So let me just pop this up.  Okay.  Oops.  So I think the, sorry.


So what we’re going to talk about today is briefly talk about the epidemiology and disparities in cardiovascular disease.  And then talk about Latinos and heart failure, going over a specific study that was submitted earlier last year, November at an AHA meeting as an abstract that one of our medical students did.  Then address heart failure via the cardiovascular specialists.  Are the good for, bad for it, and looking some data that was done at our institution.  Looking at hospitals and community health centers.  And finally, hopefully give some next steps.  I think many times when we discuss disparities, it’s a pretty darn depressing talk, so hopefully we can have a little bit of highlight at the end.  And I apologize for the switch here.


So why is it important?  Cause we are definitely an important population.  You’ve likely seen these numbers throughout the conference already that we’re really the largest growing sector of the U.S. population.  Currently we make up about 15%, but may make up almost a 1/3 by 2050, so we are definitely a population to be reckoned with.  And as Dr. DiMarcana mentioned, about 1 out of 4 people, Latinos, men and women will die of cardiovascular disease.  Different groups, Dr. Rossus briefly mentioned that it’s true that Puerto Ricans tend to have higher cardiovascular mortality rates than Mexican Americans.  And I just put this in to remember that when we talk about Latinos, we talk about a very heterogeneous population that will have different racial add mixtures, so we’re not one homogeneous group, we’re grouped really by language.  Now really by genetic or ethnic makeup, so the risk factors in the different populations you deal with genetically may be a little bit differently.  But what ties us all together many times are the socioeconomic features that lead to increased disease.


So we know that disparities exist.  And just to remind ourselves, Dr. DiMarcana and Dr. Karam both mentioned the high rate of diabetes and obesity among Latinos.  We know that in addition to just having a high prevalence rate, sometimes the way that Latinos are taken care of are not that same as other populations.  They’re less likely to undergo high technology invasive procedures, like a cardiac catheterization.  Less likely to undergo coronary artery bypass grafting, suffering from the same types of thins that Dr. Karam mentioned for women.  Happens to the Latino population in general.  And there’s also an increased stroke risk.  So we know that there are disparities.


Cardiovascular disease is interesting.  What we’ve been focusing on so far today is really risk factor prevention.  We’ve been talking about the risk factors and how do we keep people from getting those risk factors?  As a cardiologist, I tend to see people in the lower two strata.  Sometimes I get referred people with cardiovascular risk factors, and they say, “Dr. Saldana, can you help me keep this person from having a heart attack, decrease their risk of stroke?”  But most of my patients are secondary prevention, they’ve had some kind of event.  They’ve had a myocardial infarction, a stroke, they have congestive heart failure, they may have lost a limb from bad peripheral vascular disease.  So it’s just something to remember that at each of these stages, we have a really tremendous amount, an epidemic as we’ve been speaking about, cardiac risk factors.  These people are going to develop primary and secondary disease, and we need to figure out a way to best take care of them because they will be in our healthcare system.


Specifically today, we’ll be focusing on the ideology of congestive heart failure, or the clinical syndrome of congestive heart failure.  And basically what congestive heart failure is, it’s a dysfunction of the muscle that does not allow enough blood to go forward and also causes a bit of back flow.  And it can happen as in this example here, where the heart muscle in the normal heart is nice and thick, very strong and can pump very well.  Whereas in this diseased heart, you can see that the myocardium is very thin, and it’s not going to squeeze very well.  


Another ideology of heart failure is, this is systolic dysfunction, is diastolic dysfunction where you have  very, very stiff heart that cannot accommodate the blood flow, therefore causing back flow into the lungs.  Both of these ideologies are going to cause symptoms of volume overload, retention of fluid leading to symptoms such as peripheral edema or swelling, very bad shortness of breath that is going to lead to hospitalizations.


So how about CHF in Latinos, who gets it?  Do we get it more than other people?  So in the study of atheros sclerosis, it was found that African Americans have an incidence rate of 4.6 per 1,000 person years.  Hispanics/Latinos a little bit less, and non-Hispanic whites less.  So definitely African Americans and Latinos have a higher incidence of congestive heart failure.


And Hispanics with congestive heart failure tend to be younger.  Again, tend to be uninsured so beyond the genetics of it, the socioeconomic issues are very important and have higher rates of diabetes, dyslipidemia, and kidney disease, all of these which can lead to worsening of heart failure because of the co-morbidities.


So how about congestive heart failure in Latinos, why is it important?  The Hispanic population is growing at really a great clip and in this population, the heart failure again is not just pathophysilogical, but really shaped by socioeconomic, contextual, and cultural factors and as we’ve seen in these talks so far, there’s a high risk of these cardiometabolic risk factors.  The metabolic syndrome, insulin resistance, diabetes, hyperlipidemia.  

So again, we’re going to focus on patients who have had an event.  These patients have risk factors that we couldn’t prevent.  They had an initial event, maybe a myocardial infarction and now they have heart failure.  What do we do with them?

So the question that we had that we studied was do elderly Hispanics have a higher readmission rate for heart failure, and if so, whether it was due to site of care.  So again, once these patients have the risk factors, are they being treated the same, are they being treated differently, or do they have different outcomes and have a disproportionate burden on the healthcare system?  And also a disproportionate effect on their quality of life.

So we looked at hospitalizations which patients came in for a primary diagnosis of heart failure, not because they came in with pneumonia or they came in with a bad foot, primarily because of heart failure.  And then we looked at hospitals, and this is a new trend in looking at disparities is do they serve a large Hispanic population, or do they serve a small Hispanic population, so we really took the top portion, the top - - and designated the hospitals that had the highest proportion of Hispanics as Hispanic serving.

And for primary predictors, we looked at ethnicity and the hospital type.  Was it Hispanic or non-Hispanic or Hispanic serving or non-Hispanic serving.  And we looked at readmission rate for any reason.  So did they come back to the hospital for anything?  And what we found is that the elderly Hispanic population, the MediCare population did indeed have a higher readmission rate than whites, that was statistically significant.  And notably, that Hispanic serving hospitals had a higher readmission rate than non-Hispanic serving hospitals.  

So it gets to two problems.  The first problem is that, well what’s going on particularly with Hispanic populations, but secondly is there a problem with the institution where they’re getting their care?   And interestingly enough, when we look at the institution where they’re getting their care, it looks like readmission rates were higher for both whites and Hispanics.  Still higher for Hispanics, but higher for both ethnic groups in hospitals that were Hispanic serving.  So it sort of gets another avenue of potential intervention as to whether or not there’s something about a particular institution that we can intervene in addition to other areas.

So the conclusions for our data analysis was that elderly Hispanics are more likely to be readmitted for heart failure than elderly whites.  That the disparities in addition to the individual patient, there’s also a role as to the institution that’s taking care of them, and that particular institutions, we don’t have the exact characteristics, but something about Hispanic serving hospitals in this particular database, in the MediCare database had a higher readmission rate for all their patients, telling us that there’s something about the quality that’s going on.  And we’ll skip this slide in the interest of time.

So there needs to be some kind of public health change on the level of the hospitals, but could we institute some kind of multifaceted approach on the patient level?  So for us in Massachusetts, we have a modest proportion of Latinos, about 7.7% of the population but really growing quite quickly.  Puerto Ricans historically are the largest population, but we do have Dominicans, Salvadorians, Columbians, and Hondurans as well.  But Puerto Ricans are still the most populous group.  These groups represent less than 25% of the total Latino populations in Massachusetts.

In Boston, where the Brigham and Harvard Medical School is, Latinos are about 6.5% of the population, but that’s where 50% of the Latinos in Massachusetts live.  So that’s where we look to take care of them.

A study done by Laura Hicks and Makayla Cook [phonetic] using the hospitals in the Harvard system, about 10,000 primary care patients with coronary heart disease or congestive heart failure were examined and it looked basically in the differences whether they’re referred to cardiologists or not.  And even if they’re referred, do they go or not?  Do they make their follow-up appointments?  And they looked at the relationship of these differences by race and gender, and by insurance status as well.  

In general they found that having a cardiology consultation, whether it was the fact of being a cardiologist or more contact with the physician was associated with better care.  And notably, Hispanic patients with congestive heart failure had fewer follow-up consults that whites.  So it was thought that maybe cardiology consultation may improve the process of care for these patients with congestive heart failure.  And again, do we know exactly why?  There is a relationship there.  Is it there’s expertise, is it more follow-up for the patient?  But there is definitely an association there.

So we took a look at that, and just to tell you a little bit about what we’re working on at the Brigham Women’s Hospital.  So we looked at, so what are the barriers to subspecialty care?  Is it that they’re not being referred?  Possibly not.  Will the subspecialists, although not very far, our system is we have our main hospital, the Brigham Women’s Hospital, and then we have various satellite community health centers in the communities.  And anecdotally, you hear patients that just don’t like coming to the big hospitals, or they get lost in the big hospitals, or it’s just not a friendly place.  People don’t speak their language.

So we are starting a program of community cardiology where we are beginning to put cardiologists out in the community and community health centers as one of the outreach measures, so that these patients can have if these outcomes with congestive heart failure need associated better with cardiology care, we want to get the cardiologists out to them.  And eventually, we’d like to build a more comprehensive outpatient and inpatient program.  So we started with an outreach program.  A familiar face up there probably, where we really wanted to gain the trust of the community.  Yes, this is a big academic institution, sure it’s a Harvard institution, but it’s your place.  So we tried to put familiar faces up on billboards, buses, whatever, you name it.  And also create a special educational pamphlet for patients, and again, realizing that there are different reading levels, but at least it’s a start for patients to know that this, our institution does care for them and providing them with the same type of information that we have here, and it also lists a number where there’s a Spanish speaking operator that they can call.  

And again, is this a big deal?  Well, for us it is.  It’s different than maybe being in Texas or Los Angeles or Florida where the overwhelming culture in particular areas really is Spanish speaking, Latino speaking.  I don’t know if anybody’s been to New England recently, but there’s not too many people with tans, and not a heck of a lot of Latino patients.  So for us, it was very important to reach out to establish that relationship with the Latino community.

Future directions as to where we’re going is once we’ve established these relationships and have, we can follow the outcomes to see if more patients are following up now that we have cardiologists out in the community, but we still need to do more with these patients such as the congestive heart failure patients that are being readmitted.  In the cancer literature, they use patient navigators to help people get to improved colon cancer screenings.  Why don’t they go?  Are they afraid of the procedure?  Can they not get a ride?  Is it too expensive?  They can’t find the place?  So we’re looking to start a model, a similar model for cardiovascular disease.  Why didn’t you get your echo?  Why didn’t you increase your Lasix?  Why don’t you have a scale?  What can we do to help the patient overcome the individual barriers that they may have to get the appropriate care?

Next is more just on a general level of chronic disease management, but one that is culturally sensitive.  If you improve the quality for everyone, usually the quality goes up, but we need to take into account for example, for congestive heart failure salt is very important.  A lot of our patients who are Puerto Rican or Dominican like to use a spice called Adobo, which is laden with salt and some patients will think that the half salt salt is okay versus the regular salt.  Just having a culturally competent chronic disease management through the use of paraprofessionals, such as nurse practitioners and really having community involvement.  Using medical students, using community members to help educate these patients.

So the model that we are really looking towards is, has been done very well at the Joslin Diabetes Center, one of the Harvard affiliated hospitals that really has a comprehensive program for diabetes care, using education, research, clinical care, use of paraprofessionals that really embraces the entire patient and the entire model.  So we hope to be able to build something like that for cardiology as well.

So what I hope you took out of the presentations today was again to review that these disparities do exist.  That there are different ways of looking at cardiovascular disease from preventing risk factors all the way to people who have the disease.  And we still need to remember that we’re going to have to deal with all the patients with the risk factors.  The obesity, hypertension, hyperlipidemia, chronic kidney disease that have them today in the future, and they will likely come back to us as manifesting congestive heart failure and we need to have a way to take care of these.  I hope that we will develop models at an institutional level, but also more at a policy and public health level to be able to help us deal with these issues.  And thank you to the NHMA for allowing us to have this panel today.

FEMALE VOICE 1:  Thank you very much Dr. Saldana, and I apologize to the audience, we went a little bit over for time, but I think that you have to agree that this was an excellent overview on cardiovascular disease, and I want you to give a strong hand to the whole panel.  Cause they deserve it.  And if you would like, now just make sure that you do your evaluations, but if you would like to stay a little, the panel is willing to answer some questions.  And make sure you sign the sign in sheet Astrid said.  Anybody have any questions or come up to the mic?

MALE VOICE 1:  Foust Amessa [phonetic], Chief Medical Officer for South Texas Hospital and also practicing hospitalist.  Just wondering if there’s any comments regarding I think it was an observational study in Florida, Miami, regarding sodas and increased risk factors.  It was an observational study, it was actually debated how actually accurate that was.  Just from the panel, any comments regarding that?

FEMALE VOICE 1:  Want to come up to the mic?

DR. DIMARCANA:  If you’re referring to an increased use of soda and cardiovascular disease per se, or just soda trends in obesity?  You know, I’m familiar with the one that you mentioned that there was a, I don’t think it came out of the University of Miami, though, but it did?  Hmm, pediatrics right?  Yeah, I think it did, that’s right.  

But as far as that trend, I showed earlier in my presentation the change in the consumption of Americans over the last few decades.  And if you look at beverages, we have gone down in use of whole milk, but we’ve replaced it with an increased total number of soda consumption huge, causing a major increase in caloric consumption and also we’ve increased significantly alcohol consumption as Americans as a whole and that is some of the explanation we think for the total amount of caloric consumption, which has changed, which is anywhere between 300 and 500 calories more than we were eating a couple of decades ago.  So as far as any direct relationship between soda and cardiovascular disease per se, I have not seen that well documented.

MALE VOICE 2:  Hi, a question for Sylvia?  Regarding the GFR.  The two labs at our institution uses sites a norm for GFR as greater than 60.  I’ve never seen it go into the 90’s or anything like that.  So what we use as a proxy, or is it not clinically significant to grade your kidney disease 1 and 2?  Is it only significant when you get to 3?

DR. ROSSUS:  No, so see what happened is there was a lot of lobbying toward using the different formulas, and so I forget the name of it, but the biggest association of labs decided to use the MDRD, which is what they’re using.  And the MDRD was devised in people that have GFRs less than 60 because that was the study that they did.  So when they report, they cannot report anything greater than 60 because that’s not what the formula says.  So the formula is accurate for GFRs less than 60, which is why they just tell you, “Oh, it’s greater than 60.”  But they don’t tell you what it is.  So those people you can use, it’s called a - - graft.  The other one, the one that’s 72 minus age over your weight in kilos over your serum creatinine, so that one.  - - graft is what it’s called.  So that is more accurate for people with normal GFRs.

MALE VOICE 3:  - - out of Phoenix.  Family practice.  I have several questions.  The incidence and morbidity in use of hormone replacement therapy less than 3 years and more than 3 years.  Thyroid, especially hyperthyroidism.  The doctor mentioned just the beta blockers in women, especially to Norman, there’s an increased risk morbidity and mortality with beta blockers with patients with cardiovascular disease.  And the last one would be chronic kidney disease, I do have a lot of patients with diabetes and I refer to a nephrologist, and I know that the best care for these patients is to maintain their GFRs the best levels possible, close to 60 if possible.  But I’m seeing that a lot of nephrologists are not being aggressive enough to keep these patients out of trouble in terms of going into dialysis so how aggressive should we be in terms of controlling this patient’s proteinuria, GFRs?  How many medications should we use?  I know it’s on a patient to patient basis and it’s hard to determine or answer that question.

DR. KARAM:  I’m going to try and answer the first one regarding hormone replacement therapy.  I’m not sure I understood completely the question, but you were asking about risk associated with hormone replacement therapy in women?  And the best data we have from the Women’s Health Initiative published in 2002, and basically, if I remember correctly, the mean follow up on these patients were 5 years.  They were randomized to placebo versus estrogen or progesterone, and basically, we found that there was an increase in stroke, about 40% in the group taking hormonal replacement therapy.  40% increased risk of a stroke, and approximately a 30% increase in their risk of coronary heart disease and invasive breast carcinoma.  And 200%, double the risk of pulmonary embolism.  Which had a small decrease like 27%, 34% or so decrease in fractures.  

So it is associated significantly with cardiovascular risk and remember, these trials were all done in asymptomatic individuals.  These women had no symptoms related to menopause.  So what would happen with women who were symptomatic?  We don’t know, but we know there’s a significant increased risk with this medications, and therefore are less, I would not recommend unless the patient is having significant limiting symptoms, then we should not use them.

DR. ROSSUS:  So I’ll try to tackle the GFR questions.  So I have to say as a nephrologist, it’s quite frustrating that there’s not a pill to slow chronic kidney disease.  And really what we do is try to slow progression of the curve, so f somebody’s losing GFR like this, we try to stabilize it, but it will never get better and that’s what we try to tell our patients.  And basically the risk factors we can control are blood pressure control, proteinuria, glycemic control, stop smoking, lose weight, exercise more, you know all of the other lifestyle factors.  

But there’s no anti-fibrotic, and again, there are some medications that are currently under study trying to do different pathways etcetera to see if there’s anything to really slow progression, but diabetics for example, to take diabetes because it’s the major cause.  A diabetic without any blood pressure control or proteinuria control on average loses about 12 ml per minute, per year.  12 of those ml.  If you have good control, you lose maybe 3 to 5, but you’re still losing.  Os if your patient is going to the nephrologist when they’re GFR is 30, They would have 2 good years?  And maybe now he’ll have 4 good years without being on dialysis.  But it’s not like he may not ever go on dialysis.  I don’t know if that answers, it might be less , we wish in the future that we would have something better to offer our patients, but at this time blood pressure, proteinuria, and things that I mentioned is what we can do.  Yes?

MALE VOICE 4: One quick question.  A patient with a GFR of less than 30, I know it’s controversial, the ACE and ARB combination.  Any comments on that?

DR. ROSSUS:  Yes.  So there was a study in now, I think it’s called On Target where they gave people an ACE inhibitor and an ARB.  And that’s a problem with proxies.  We believe that if you lower proteinuria that that’s good because proteinuria is a risk factor for progression of chronic kidney disease.  And there was a recent study that showed that using ACE or ARB or ACE and ARB in combination reduces the proteinuria  about the same, but using both ACE and ARB is more likely to give you episodes of hyperkalemia, acute kidney injury, etcetera, which could theoretically, although again, this was another smallish study, they didn’t follow people for many, many years which is really what you need.  Instead of measuring proteinuria, maybe we should measure how many people end up on dialysis, but to do that you have to do a bigger study and follow people longer and so that’s why people usually use these proxies of proteinuria.  


So I have to tell you that as a nephrologist, we still do it.  we still use ACE and ARBs because the people that they studied were not severely proteinuric.  The people that they studied had, they had some proteinuria, I think it was in the average about a gram or something like that.  I can’t remember exactly, but when we see patients, we see people with 5, 10 grams of proteinuria and we think that any reduction, you know an ACE maybe comes down from 10 to 5, but 5 grams of proteinuria is a lot, so we still give the ARB and we monitor.  We talk to them about the bananas and the oranges and the Mrs. Dash, and you know, etcetera.  There’s a lot of counseling involved, but we still use it maybe less aggressively as the higher doses, but we’re still using it in our practices.  Yes?

FEMALE VOICE 2:  Don’t step down Sylvia.  That was very similar to my question, but also is there a cutoff for ACE inhibitors?  Do you use, I’m hearing that after - - clearances or after creatinine of 2.5 there’s no benefit to ACE inhibitors?  And then what is your choice of these medications post dialysis?

DR. ROSSUS:  So there is no data that suing ACE after dialysis has a cardiovascular benefit.  Again, because dialysis patients are sort of like a sub group, there’s less interest in doing a study on dialysis patients about this.  So that’s actually a question that I’m looking at right now, trying to use the veteran data.  But anyways, since my study’s not out, I cannot answer that question.  But obviously, there would be no renal benefit, it would all be cardiovascular benefit.  That was the question on the ACE, what was the other question I forgot?  

Oh, the creatinine which you stop.  So you know as a nephrologist I have to tell you I start low, so let’s say I use Lisinopril because I work at a VA, and that’s what they have as their drug of choice.  So if I saw a patient which frequently come to renal with 2.5, uncontrolled blood pressure, etcetera, I do give them a low dose.  2.5.  Then we check their potassium, then we go up.  And I tell the patient, “If you have fever, if you’re having some GI discomfort, you have to stop your ACE or you’ll develop acute kidney injury.”  

But we do on the other hand, if I’m following a patient, I’ve had him for many years and now his GFR is coming down, it’s 10, 9, 8, I do stop the ACE.  And I tell the patient, “This medication has been good for you, it gave you this extended life, but now if I take you off it and there is some data, you will have another 2 or 3 months without going on dialysis.”  But it’s not, “Now you’ll have 2 years.”  It’s maybe another 2 or 3 months.  Okay the cardiologist.  Which one, the ACE?  Oh, okay.

DR. SALDANA:  No, actually, obviously it depends on what you’re using the ACE for in that question.  But basically we follow the same thing.  We try to keep ACE inhibitor on board as long as we can, and then once GFR becomes very low, usually at that point with the guidance of our nephrologist, we’ll go ahead and take him off.  And then other thing is making sure that if they become - - depleted for whatever reason or if they become acutely ill, maybe states where cardiac output drops.  Once their GFR’s real low on an Ace, then it’s better to come off for a while at least and then come back up if the cardiovascular state stabilizes.  


For heart failure you’re saying?  Well, you know there’s certain groups that seem to respond better to drugs like hydralazine and isordil.  To let you know Black Americans in particular respond very well.  Most of the patients that for some reason we can’t use ACE on, we’ll give them hydralazine and isordil because of the early --  data that was so positive.  And also the fact that you’re controlling after load in order to keep the patients from going into symptomatic heart failure.  

So we will use that knowing that it’s probably not as good as ACE inhibitors as proven by trials, except maybe in the African American population.  And the only other thing is obviously, we maintain beta blockers throughout that as there is very, very solid evidence that improved both left ventricular function and decreases tremendously cardiac event rates.  So thank you.

FEMALE VOICE 1:  Okay, thank you very much for staying with us.
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