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Chapter 1

The great cholesterol con

For decades cholesterol and, in particular, LDL cholesterol, or LDL-C (commonly known as ‘bad cholesterol’), has been described as the driving force in the development of heart disease (atherosclerosis).

This conviction was so strong that the Nobel Prize winners Michael S. Brown and Joseph L. Goldstein in 1996 predicted the potential end of heart disease by the beginning of the 21st century.2 Despite their confidence, however, heart disease remains the number one killer in the western world and the number one cause of premature death in European men.

What prompted Brown and Goldstein’s optimism was their discovery that human cells have receptors that remove cholesterol from the blood; and that patients who lack these receptors develop very high levels of cholesterol, which in turn predisposes them to premature heart disease. Brown and Goldstein’s work on cholesterol metabolism earned them the 1985 Nobel Prize in Physiology or Medicine and prompted the development of drugs called ‘statins’. A subsequent multitude of large clinical trials on statins have revealed that these medications (now estimated to be prescribed to almost a billion people globally and the most lucrative drug in the history of medicine) are of benefit in preventing heart attacks and reducing death rates.3

Contrary to popular belief, however, there is no convincing evidence that statins have resulted in a reduction in death rates from heart disease in populations. The question is why? How strong a risk factor is cholesterol for the development of heart disease, and does ‘the lower the better’ principle hold true? How reliable is the data on the benefit of statin drugs? How common are side effects that become intolerable for many patients and result in them stopping their medication? Has our obsession with lowering cholesterol – and more specifically LDL-C – done more harm than good and distracted us from a better way of combatting heart disease?

Before I begin to answer these questions, let me explain what a cardiologist does and how long I’d been prescribing statins before exploring the approach mapped out in this book. I qualified as a doctor from Edinburgh University in 2001. I knew from the age of 11 that I wanted to be a heart specialist, initially inspired by the loss of two very close relatives who both died prematurely from rare heart conditions. The first was my maternal grandfather who, having been an extremely fit man, developed cardiac amyloidosis. Essentially this occurs when a protein is deposited in the heart muscle and impairs the pump function of the heart, as well as its electrical activity. After presenting with worsening shortness of breath, my grandfather passed away within a few months of diagnosis at the meagre age of 60.

The second was my older brother Amit, born with Down’s Syndrome. Amit didn’t have a properly functioning immune system and was more vulnerable to coughs and colds but at the age of 13 he developed myocarditis after a tummy bug. While dealing with the viral infection affecting his stomach, his immune system effectively attacked his own heart and within days he went into severe heart failure and died.

Medicine ran in the family with both my parents being general practitioners but my interest in the speciality of cardiology became even more pronounced in medical school. Not only was heart disease the biggest killer in the western world (and I wanted to play my part in combatting it), but a sub-speciality of the craft, known as interventional cardiology, was of particular interest to me. In essence, this involves a keyhole procedure, conducted under local anaesthetic, in which interventional cardiologists are able to visualise the heart arteries using X-rays by injecting a dye into them. Beyond diagnosing heart disease, this keyhole procedure can also be used to treat blockages in the arteries by inflating small balloons at severely narrowing areas; or in an emergency when someone is suffering a heart attack and the vessel is often completely blocked, the procedure can be used to deploy a stent (a small metal scaffold), which essentially stretches the artery to improve blood flow. It remains permanently implanted against the inner lining of the blood vessel wall.

The subject of cardiology itself is vast, and all cardiologists, myself included, have general training in diagnosing and managing a variety of heart-related issues, which include electrical disturbances and problems with heart valves or the heart muscle. A significant proportion of our work ultimately involves reassuring patients who have symptoms that make them worry that they have heart disease or think they’re at imminent risk of a heart attack.

It is useful to note that, in the field of medicine as a whole, 40% of all hospital medical admissions are in some way related to cardiology so there’s no shortage of work. Cardiology is a fiercely competitive field, with interventional cardiology even more so. After qualifying from medical school, I knew I would need to pass competitive post-graduate examinations quickly if I were to have a chance of getting on the training path to become a consultant cardiologist with a special interest in intervention. I was fortunate enough to be taught by some exceptionally talented mentors in several different leading teaching hospitals around the country. I started my cardiology journey at Manchester Royal Infirmary, and eventually completed the bulk of my interventional training in the middle of 2013, spending 3 years at Harefield Hospital, London, followed by 2 years at the Royal Free Hospital, London.

Eleven years after qualifying, I had experience of managing thousands of patients with heart disease and almost invariably all of them were put on high-dose statins as soon as they received a diagnosis from an angiogram or if they’d suffered a heart attack, irrespective of their cholesterol level. There were no questions asked – neither by the doctor prescribing statins, nor by the worried patients who were fearful of suffering either a first or second heart attack. The standard mantra was: ‘Take these pills on a daily basis; they’re life-saving.’ At least, that’s what we were led to believe from national and international medical guideline bodies. Similarly, the general indications were that side effects were quite rare, the most common being fatigue and muscle pain. Through my clinical experience over the years, however, I had seen more and more patients complaining of feeling tired on statins, a problem even more apparent from the GP referral letters I received where an ‘intolerance’ to various statin drugs was mentioned. Such side effects certainly seemed dramatically more common than indicated by the clinical drug trials, which in essence implied that less than 1% experienced muscle fatigue, but more on that later (see page).4

THE CASE OF HERMANT PATEL: Are you suffering on statins?

Mr Hemant Patel walked into my NHS outpatient consultation room in early 2012, and he looked miserable. Six months earlier, at the age of 48, he had undergone successful emergency stenting to open up a blocked artery for a heart attack. ‘How are you doing?’ I asked?

‘Not good, Doctor,’ he replied as he sat down opposite me. ‘For the past few weeks, I’ve been getting chest pain.’

‘Is it the same type of pain that you experienced when you had your heart attack?’ I asked.

‘No, Doctor, it’s a bit different.’

He went on to explain that he was experiencing constant pain all over his chest and that he was worried it could be a new blockage that had developed. In fact, his account didn’t immediately sound as though the problem was related to his heart, which is typically described as a central chest heaviness brought on by exercise and relieved by rest (angina), or present for at least 10 minutes at rest (potentially a heart attack). On the other hand, I couldn’t explain his symptoms. When I examined him, there was no tenderness to touch, which would have indicated that the problem was muscular. I performed an ECG (electrocardiogram – a display of a person’s heartbeat) to reassure him he wasn’t having a heart attack and then organised a repeat coronary angiogram to ensure that a new blockage hadn’t developed. An angiogram is considered the gold standard test to visualise the coronary arteries. It is performed by passing a tube through

the wrist or groin, injecting dye and using X-rays. Two weeks later he came into hospital for the procedure and within 20 minutes I was able to reassure him that his heart arteries were fine.

‘That’s great Doctor, but why am I still having this pain?’

‘I’m not sure but, now that we’ve excluded the heart as a cause, it could be coming from your stomach, perhaps reflux of acid into your gullet,’ I suggested. I prescribed him a stomach acid suppressant drug known as a proton pump inhibitor (PPI) and suggested that, if it didn’t help after a couple of weeks, he should go and see his GP. I arranged to see him in the outpatient cardiology clinic again in 3 months.

Mr Patel returned as scheduled, this time accompanied by his wife. His pain had not only failed to subside but was also making him depressed, which was especially worrying for his wife. On this occasion he also complained of feeling very fatigued, a symptom that had been present when his chest pains started, but was now much more of a concern to him. As the PPI I had prescribed had had no effect and his GP had now referred him for an endoscopy – a procedure to check for a stomach ulcer – I took another look at his medications. He was on the standard cocktail of drugs that had been prescribed according to the published evidence to help prevent another heart attack and prolong his life. These included two blood thinners and the maximum dose of cholesterol-lowering statin medication – atorvastatin 80mg. Because of the fatigue (I had increasingly seen over my career many patients who appeared to suffer this side effect when on statins), I asked him to stop the drug for a couple of weeks on a trial basis to see if his energy levels improved and perhaps his chest pain too. He was a little sceptical but so desperate that he was willing to try anything to feel better. I wrote to his GP advising that I’d asked Mr Patel to try this for a few weeks but if there were no improvements, then he should restart the statin if it clearly wasn’t the cause of his fatigue.

What happened the following week I’ll never forget. In between my seeing patients, I heard a knock on my door. It was Mr Patel. He’d come without an appointment but this time he greeted me with a beaming smile and wanted to share his news.

‘Doctor, within a few days of stopping the statin my chest pain and fatigue have completely disappeared. For the first time in months I feel like myself again.’ This was, of course, great news but he now had another concern: ‘I went to see my GP to let him know but he said: “You must never stop your statin or you could die . . .” ’

I reassured Mr Patel that that was unlikely and also that he’d be much less likely to experience side effects if on a lower dose of the drug, which would still offer some potential benefit, so I prescribed him atorvastatin 20mg and arranged to see him again in a few months’ time. When he returned, he still felt well so I was pleased to discharge him from routine cardiology follow-up.

For me this particular case made me question and think about statins in a totally new light. How important was the statin medication for him? Were side effects from these drugs rare and isolated, as we had been led to believe from the published medical literature, or were they much more prevalent and being missed?

I remember being taught in medical school that if you’re not aware of a potential cause of a condition or symptom of a disease you’ll always miss it. Was Mr Patel’s GP right to be worried that he could die from suddenly stopping the tablet? And how could all of these issues impact on health for the rest of the population taking statin medications?

KEY POINTS

•Heart disease is the number one cause of death in the western world and the most common cause of premature death in the western world.Statin drugs lower so-called ‘bad cholesterol’ (LDL-C) to reduce the risk of heart disease and heart attack.
•Despite their prescription to hundreds of millions of people, there is no convincing evidence that statins have lowered death rates from heart disease in the population.




Chapter 10

Can heart disease be reversed?

‘It takes more to reverse disease than it does to prevent it.’64

Dean Ornish, Clinical Professor of Medicine, University of California, USA, 2001.

 

Three years after his heart attack and 2 years since having stopped all medication, Tony Royle had a repeat test to look at his coronary arteries. A CT coronary angiogram revealed something quite extraordinary. Not only was there no progression of heart disease, but a previous 50% blockage in another vessel appeared to be slightly reduced in size.

In these past 2 years, Tony had religiously adhered to a diet that was completely absent in ultra-processed foods and low-quality carbohydrates. In fact, Tony would describe it as a low-carbohydrate, Mediterranean-style diet abundant in extra virgin olive oil, nuts, oily fish, eggs, meat, some berries and a mixture of non-starchy vegetables. He’d continued to be extremely active, averaging around 300 minutes per week of moderate to vigorous activity, and had managed to beat his previous athletic records over all distances despite being in his late 50s.

The other component of his lifestyle that was markedly different from before his heart attack was that he noticed that his stress levels had dramatically reduced. In Tony’s case this wasn’t through meditation but through changing his career from being an international airline pilot to teaching maths and physics. ‘My stress levels are less than half what they used to be,’ he told me. Tony’s most recent blood-marker risk factors for insulin resistance were outstanding, revealing optimal metabolic health.

He had sustained a reversal in metabolic syndrome for a good 3 years and never felt better. Although he didn’t have the gold standard investigation to review the narrowing of his arteries (through an invasive coronary angiogram), he could at the very least be reassured that there had been no progression in the 50% blockage of his left anterior descending artery. And this was despite his not being a typical cardiac patient who would normally have been prescribed a cocktail of at least three to four medications for life, especially as he was off a statin. At this point, it’s important to note that, when we look at the cholesterol profile in people with established heart disease, the triglyceride:HDL ratio is the strongest predictor of the extent of coronary artery disease. A ratio of greater than 4 has the highest risk, and less than 1 has the lowest. Tony’s triglyceride:HDL ratio was less than 1. The most powerful intervention to improve this ratio would be to exclude sugar and minimise or completely remove low-quality carbohydrates from the diet, which I will guide you through with the plan in Chapter 11. Tony Royle, by adopting a low-carbohydrate, Mediterranean diet, had massively improved his ratio, and had at the very least stabilised, if not actually reversed his heart disease.

Evidence of heart disease reversal

We already have enough scientific evidence to know that the reversal of heart disease prevalence can take place in the population very rapidly. This is by improving risk factors, reducing heart attacks and minimising any new development of heart disease in individuals. Remember it was the dramatic decline in smoking that was responsible for at least 50% of the decline in population death rates from heart attacks over the last few decades. But what about actually reversing the blockages of people who already have heart disease or have suffered a heart attack? I can tell you that of all the cardiologists I know who have worked with heart disease, reversal is not even on the radar of discussions with patients, largely because there is no knowledge of, little publicity and a paucity of studies on or belief in reversal, perpetuating the general lack of awareness. Do we have data to support the theory that specific interventions through changes in lifestyle can actually reduce the degree of blockages that have already developed within the coronary arteries in those with significant narrowings, namely those patients who have suffered a heart attack or been diagnosed with significant blockages from coronary angiograms?

The Intensive Lifestyle Changes for Reversal of Coronary Heart Disease trial was the first randomised study that assessed the impact of a combination of diet, exercise and stress reduction versus standard care for 40 middle-aged patients diagnosed with coronary artery disease.65 The results over a 5-year period were quite promising. The study was led by the California-based doctor Dean Ornish, and he used the gold standard of coronary angiograms to measure coronary artery narrowings before and after the programme. Results after 1 year and 5 years revealed an average diameter reduction of artery narrowings of 1.75% and 3.1% respectively, compared to their original diameter. In contrast, the average percentage diameter narrowing in the control group (the group being advised standard care) increased by 2.3% and 11.8% at 1 year and 5 years, respectively. Furthermore, there was more than double the number of cardiac events (heart attack, hospital admissions for angina) in the control group versus the intensive lifestyle group.

So what were the specific lifestyle prescriptions that appeared to arrest and even slightly reverse the blockages? This trial started in 1998, well before there was any strong published data or much awareness that saturated fat and fat are not the enemy when it comes to heart disease. At that time, it would have been unethical to advise cardiac patients to consume more than 10% of saturated fat in their diet because it would have been against the prevailing diet guidelines, with no strong evidence to question them.

For both the control and intervention groups, the diets were predominantly vegetarian; the main differences between them were that the intervention group was asked to dramatically reduce total and saturated fat consumption to less than 10% and 5% of calories respectively; by contrast, total fat consumption in the control group was 25%. The main purpose of the test diet was to lower LDL cholesterol as much as possible, which it did successfully, reducing it on average by 40% in the first year and by 20% at 5 years. But, as you already know from a multitude of randomised diet and drug trials done since then, reducing saturated fat and LDL respectively has little benefit in preventing heart attacks so it’s highly unlikely in my view that this difference in the dietary approach was crucial to the reversal of heart disease.66

What about differences in other lifestyle changes between groups that may have accounted for the differences in coronary blockages? The intervention group averaged approximately 3.5 hours (210 minutes) of moderate aerobic exercise per week versus close to 3 hours in the control group but the differences didn’t achieve statistical significance. The time taken for meditation/stress reduction was, however, markedly higher in the group that showed some regression of coronary disease, which achieved almost 50 minutes/day of meditation/stress reduction. By contrast, the group following standard care achieved only 8 minutes/day of meditation/stress reduction and on average showed a slight increase in progression of coronary blockages.

Following on from this trial, the Mount Abu Heart Trial (a much larger study but not randomised) studied 123 patients with more significant heart disease to assess the impact of lifestyle changes on regression of coronary narrowings over a 2-year period and the results were quite extraordinary.67 Studying 360 coronary blockages filling at least 50–70% of the diameter of the artery the trial showed that those patients who adhered most to the prescribed lifestyle plan had an average decrease in the percentage of narrowing of a staggering 18%. Heart attack rates were also four times less common than in those with least adherence when followed up over a 6-year period. So the lifestyle interventions didn’t just reduce the narrowings, but they also reduced heart attacks. Remember that in Chapter 5, I explained that the plaques most vulnerable to rupturing and causing heart attacks are not usually severely narrowed.

So what was the lifestyle protocol prescribed in the Mount Abu Heart Trial? While acknowledging Dean Ornish’s study, the Mount Abu scientists felt that Ornish’s low-fat diet was ‘unnecessarily rigid and difficult to follow’ and, therefore, raised total fat consumption to 15% of calories coming from monounsaturated and polyunsaturated fats. The diet was again vegetarian with 65% of calories coming from unrefined carbohydrates and 20% from plant-based protein sources. Oats, fruit, vegetables, sprouted seeds, beans, salads, soya beans, nuts and seeds made up the bulk of the diet.

The exercise guidance was 30 minutes of moderate aerobic exercise – a brisk walk – twice daily aiming to achieve a target heart rate of 60–75% of that person’s maximum heart rate (see page for how to calculate this); and last, but not least, the participants were asked to engage in 40 minutes of a specific type of meditation known as raja yoga for 40 minutes every day.

Initial analysis of the data – to look at the main determinants of blockage regression – suggested that reduction in body weight and triglycerides and adhering to the exercise guidance and meditation plan revealed a significant correlation with reduced narrowings. When trying to identify independent predictors in determining reversal, neither reduction in body weight nor changes in cholesterol profile had an effect. The single biggest independent predictor of reversal was engaging in raja yoga meditation for 40 minutes per day.

Can statins reverse heart disease?

What’s also crucial to note about both these heart disease reversal trials is that there was no use of statins or any other cholesterol-lowering drugs. It’s important to remind ourselves that statins do not stop increases in calcium scores (which are strongly correlated with future heart attacks). Equally, statins neither reduce the narrowing across the lumen, nor improve the composition of plaques (which could make them less likely to burst), but statins may slightly reduce the overall volume of plaque in the arteries. Furthermore, there is no relationship between reducing the overall volume of plaque and lowering LDL cholesterol with statins, which is further evidence that challenges the hypothesis that lowering LDL cholesterol is beneficial in preventing heart disease. The small benefit derived from statins in heart attack patients is again likely to be achieved by reducing clotting and inflammation, not by lowering LDL. Either way, the impact of statins on heart disease is likely to be not even close to that of lifestyle changes and certainly won’t improve quality of life in the way that lifestyle changes have been clearly demonstrated to do.

It’s the combination of diet and lifestyle that’s crucial to reversal of heart disease

The main interpretation of these studies, combined with what we know from other data on heart health and longevity, is that it’s most likely














BREAKFAST

VEGETARIAN

Aseem’s porridge

Serves 1

 

40g porridge oats (no added sugar)

200ml full-fat or almond milk

1 tbsp raw cacao powder

a handful of blueberries

a small handful of nuts, such as walnuts, almonds or hazelnuts

1 tbsp ground flaxseed

 

Put the oats, milk and cacao powder into a pan and cook over a medium heat for 3–5 minutes, stirring regularly, until the mixture is smooth and creamy and has thickened to your liking. Add a splash more milk if necessary.

Once cooked, transfer to a bowl and top with the remaining ingredients.

Tomato and onion omelette

Serves 1

 

2 or 3 free-range or organic eggs (adjust depending on your appetite)

½ small onion, sliced

1 small tomato, finely chopped

1 green chilli, deseeded and chopped

1 tbsp extra virgin coconut oil

sea salt and freshly ground black pepper

 

Crack the eggs into a large bowl and whisk well. Season well and fold in the onion, tomato and chilli.

Heat the extra virgin coconut oil in a large frying pan over a medium heat. As soon as it’s melted, pour in the beaten egg mixture and tilt the pan so that the egg covers the base of the pan. Cook for 1–2 minutes to set the egg, then use a spatula to gradually draw the edge of the omelette into the middle, allowing some unset mixture to run to the outside again. Continue to do this several times to help the omelette cook.

Reduce the heat to low and cook for another 2–3 minutes to set the top of the omelette. Fold one half over the other, then tip on to a plate. Serve immediately.

Yoghurt with berries

Serves 1

 

200g full-fat yoghurt

1–3 tsp cacao powder (optional)

a handful of berries and/or pomegranate seeds

a small handful of pumpkin seeds

 

Spoon the yoghurt into a bowl and stir through the cacao powder, if using. Top with the berries and seeds.
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