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INTRODUCTION

Bob Hope famously quipped that middle age is when your age starts to show around your middle, and the audience always obliged him with a hearty laugh. But for millions of adults the sad irony of the middle-aged middle is anything but funny. Except for a select few metabolically gifted individuals, crossing the threshold into middle age heralds the beginning of a battle of the bulge that seemingly never ends. Granted some reach that threshold sooner than others; some acquiesce to the larger belt and the broader silhouette with some degree of aplomb, while others rail against time and fate. They take up and discard first one diet and exercise program and then the next in a frustrating quest to recapture the slender waist they can still recall, but no longer see in the mirror.

We’ve spent the majority of our medical careers helping people of every description with just this battle, combating overweight and weight-related health issues. Although some were in their teens and twenties, and some were in their seventies and eighties, the vast bulk of the many thousands of patients we guided to better health and lower weights were in middle age. What we learned from these many years in the diet trenches is that middle-aged weight is stubborn; it’s different to deal with; it doesn’t respond readily to modest dietary changes or the incremental increases in exercise usually recommended by the purveyors of received medical and nutritional wisdom. The factors driving middle-aged weight gain—which really does go straight to the middle—are like a perfect storm, metabolically speaking. A confluence of changes in hormones, stress, lack of sleep, alcohol intake, medications, fat and cholesterol phobias, and a mountain of nutritional misinformation combine to create a mid-life tsunami that seems to swamp the metabolism and fill every nook and cranny of the middle of the body with fat.

For more than twenty years we have researched this area of science, refining the tools to deal with it effectively, writing about it, and lecturing on it, so you’d think that our expertise would protect us from the tsunami, if it came our way. But it didn’t. Like everyone else, when the middle-age wave hit, we found ourselves floundering in the tide, paddling as fast as we could, and still not making much headway. At least not until we dug back into the medical bag of tricks we had used with success in our middle-aged patients and applied them to ourselves. Here’s how it all began.

MIKE’S STORY

Our wake-up call came the morning we walked onto the set to film the pilot for our TV cooking show. Years before, I had gained a tremendous amount of weight while pursuing my career as a busy, practicing physician, then lost it on a diet I cobbled together from information I got rereading my old medical school texts and delving into the medical literature. My weight loss did not go unnoticed by my patients, and soon many were clamoring for me to put them on the same diet I had developed for myself. I did so with great success. In short order my practice changed. My wife, Mary Dan, left her busy family practice and joined me in what became a huge bariatric (the treatment of obesity) practice. We refined the original diet and wrote about our methods in Protein Power, a book that sold over 4 million copies. During the never-ending promotion of the book, we met a producer who proposed that we star in a TV cooking show designed around the precepts of our diet and a cookbook we had written. We said, “Let’s do it.” He put the deal together and set the shooting schedule for the pilot.

We walked onto the set in sunny Southern California one morning filled with both enthusiasm and apprehension. As we wandered through the semi-organized chaos that is a film studio, stepping over giant cables, ducking under the scaffolding for the overhead cameras, and dodging production assistants darting here and there, we began to wonder what we had gotten ourselves into. The whirlwind of activity and the thirty or so people on the set were intimidating, to say the least. We had done countless live and taped television and radio interviews in the previous years, but never a project in which we were the sole actors on the stage, the ones who had to carry the entire show on our own shoulders. A young man recognized us and directed us to the Green Room, telling us the director would be in to talk with us shortly.

The director, a total stickler for every aspect of the production, didn’t mince words when he joined us in the Green Room. “We’re going to have to do something,” he said. “You guys are too fat to be starring in this kind of a cooking show.”

We were stunned. I was a much lesser version of my former fat self and thought of myself as pretty slender. Mary Dan had gained a little weight in the ten years since the publication of Protein Power, but certainly wouldn’t have been considered fat by anyone’s estimation. People we met at lectures, book signings, and other appearances uniformly commented on how thin and healthy we looked and always added that we were good advertisements for our diet.

“Yeah, well, it doesn’t work that way on TV,” said the producer. “If you’re the stars of a show on healthy eating, you’ve got to be thin. Granted, you look better than the average Joes and Janes out there, but they don’t have their own health show. TV is a youth-driven medium. You’ve got to look young to make it on TV and young means thin, especially around the middle. It’s like the golfer, Lee Trevino, says: the young guys are the ‘flat bellies.’ You’ve got to have a flat belly if you want to make it in this biz. The camera is going to put 10 pounds on you, and you’ve both got bellies starting out. Imagine 10 pounds added to that.”

Bellies …?

“When you do lectures you’re dressed up, right? You wear suits, don’t you?”

We nodded.

“At book signings you sit behind a desk, shake a few hands and sign books. It doesn’t work that way on TV. You’re going to be moving around, bending over, putting stuff in the oven; you’re going to be seen from all angles. If we try to hide the fact that you’ve got a little extra weight around the middle, which will be hard since the camera will magnify it, the viewers will know. Putting you in baggy sweaters or loose clothing will just make them think you’re fat and trying to disguise it, and the show will lose all credibility.”

In a flash, Mary Dan and I had both gone from being confident in our own 50-plus-year-old bodies to being aware of the small paunches that had suddenly seemed to materialize out of nowhere. What before had seemed nothing more than a little tightening of the waistband now suddenly assumed Falstaffian proportions.

“What can we do?” we asked. “If we try to hide it, they’ll think we’re fat; if we don’t, they’ll know for sure. It’s a catch-22. We can’t win.”

Our director said, “I haven’t worked in this biz for over forty years and not learned a trick or two. Here’s how we’re going to make this work. Since you, Mary Dan, are going to be the main cook, we’ll keep you standing behind the counter. You’re short enough that with the height of the counter and a little work with wardrobe we can keep you covered without appearing to do so. Mike, we’ll have you do all the moving and bending, so you’re going to have to take the bullet.”

“Take the bullet? What do you mean?”

He reached into his large canvas bag and pulled out what appeared to be a giant piece of black foam rubber. “Before you go to wardrobe, let me help you put this on under your tee-shirt.”

The giant piece of foam rubber turned out to be a device called an abdominal censure; in other words, a giant girdle.

“I can’t wear that …” I said.

“Hey, don’t think you’re the Lone Ranger,” he replied. “Why do you think I have this? I didn’t buy it just for you. A surprising number of the people you see on TV daily are wearing one of these. Lift up your shirt.”

“Who?” I asked.

“I’m not going to tell anyone about you, and I’m not going to tell you about anyone else. Lift your shirt.”

I lifted my tee-shirt; he wrapped the thing around my abdomen and put his knee in the middle of my back to cinch me in. Feeling a little like the male equivalent of Scarlett O’Hara in the corset scene, I dropped my tee-shirt down and looked in the mirror. I had to admit, I looked better.

I wore the girdle and Mary Dan stayed behind the counter for the two days it took to film the pilot. (Now we shoot two shows per day, but then we were raw beginners.) Our show got picked up by PBS and we scheduled to start shooting about three months later. Fortunately, the pilot was shown only to others in the industry, and now the show with me squeezed into neoprene and Mary Dan cloistered behind the counter has been relegated to the never-to-be-shown file. What we took away from that day was the certainty that something had to be done and quickly … but what?

NOT LONG AFTER returning home from this experience we attended a large charity event at which we were seated at a table with several middle-aged women. One was significantly overweight, but the others would be considered within or close to their normal weight range. The discussion turned to weight loss. The constant thread through the conversation was how much easier it was to lose weight overall, compared to the difficulty of losing it in the waist. All the women bemoaned their stubborn middles.

Meanwhile, still stinging from our recent brush with abdominal truth, we had begun looking at the midsections of nonobese middle-aged men, and it quickly became clear that they all had paunches of various sizes. It appeared that there were no (or damned few) middle-aged flat bellies out there of either gender. Young people who were a little overweight didn’t seem to have protuberant guts; they carried their excess weight all over. But in middle age it went straight to the middle. Even young people with guts don’t look the same as middle-aged people with big bellies; there is a difference, easily recognized. We realized that our director had been right; it’s not just normal body weight, but a flat belly that is the real sign of youth, so we set out to get one. Drawing on two decades of experience in clinical practice, helping thousands of patients of all ages, we dusted off and examined every weight-loss trick in our armamentarium. We did the same thing we had done years before when we did our research for Protein Power, combing the worldwide medical literature for insight and scientific substance, but instead of concentrating on weight loss in general, we focused our search on abdominal weight loss—more specifically, abdominal fat loss. We discovered that, although spot reducing is impossible, the diameter of the midsection can be reduced quickly with the right nutritional tools. Fortunately, many of those tools dovetailed perfectly with those we’d used successfully over the years with patients in our clinical practice. After a couple of weeks of intense effort, we put together a flat-belly program for ourselves that combined a reworking of our old Thin So Fast and Protein Power diets that we had used in many thousands of patients, a number of nutritional supplements we had learned about from our wide-ranging medical research in the intervening years, and a unique, but simple, abdominal exercise plan based on the laws of physics.

We had exactly six weeks before our next shoot, so we launched into the program with full vigor, with the goals of avoiding the dreaded cinch and the safety of the counter. The regimen vastly exceeded our expectations. The greatest changes occurred in the first two weeks with smaller, but still significant, changes taking place over the course of the next four weeks. We appeared for the shoot with flat bellies, much to the delight of our director, and we were able to move from refrigerator to sink to counter, showing full physique and with nary a trace of neoprene. We no longer had to suck it in every time we changed positions for fear that the camera might catch our midsections at an unfavorable angle. The regimen had been a slam dunk.

It’s been a little over two years (and twenty-six episodes of our show) since we developed and took “The 6-Week Cure” ourselves, but our success has inspired countless readers, viewers, relatives, patients, friends, and friends of friends to want to know exactly how we did it. This book provides those answers. In it, you will discover not only what happens in middle age that drives fat into your middle body, but more importantly, what you can do, physically and nutritionally, to harness the metabolic forces at work and turn the tide. With a little hard work over a very short stretch, you, too, can regain a more youthful silhouette. When you do, we’re sure you’ll agree with what we discovered: there’s nothing that restores youth like curing your middle-aged middle.
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1
PROFILES IN HISTORY


“Our brains are hardwired. The cortex in the back of our brains scans the environment looking for fertile mates.”

—Louann Brizendine, M.D., author, The Female Brain











If you believe the attractiveness of a slender body and especially a flat abdomen are a recent Western, industrialized-countries phenomenon, history will prove you wrong. In cultures around the world and across the millennia, a slender middle as the hallmark of health, vigor, and beauty has nearly always headed the list of desirable physical attributes in a mate.

Take, for example, Queen Hatshepsut, fifth pharaoh of the eighteenth dynasty of Egypt and the most powerful woman in her world. She died at age 50 from a ruptured tooth abscess, an ignominious end to be sure. That notwithstanding, as she was borne to her grave a hoary, desiccated corpse, swaddled in folds of her own fat, her funeral procession passed myriad statuary and glyphs representing her, not as she was but as she wished to be: young, sleek, and of slender silhouette. Modern analysis of her mummified remains, however, tells us such was not the case. Middle age had caught up to the queen. It appears that along with being quite obese, she had wretched teeth, bones riddled with tumors, and may have suffered from diabetes as well. Yet during her lifetime and for all the many centuries since her death, her svelte form in statues and paintings belied the middle-aged sprawl of the real Hatshepsut.

In 1991, feminist Naomi Wolf opined, “Beauty is a currency system like the gold standard. Like any economy, it is determined by politics, and in the modern age in the West it is the last, best belief system that keeps male dominance intact.” In other words, Ms. Wolf views our opinion of beauty as being based not on any innate or inborn sense of what is attractive, but as a product of our cultural indoctrination. We think a pretty face is pretty or a flat belly is attractive for no other reason than that’s the way we’ve been programmed to think by the society in which we live. The covers of Playboy, Playgirl, Vogue, and Cosmopolitan, she claims, set our standards for attractiveness, not the reverse. According to Wolf and others of her opinion, there is no universal standard for human beauty. Were we not programmed by advertisers and the entertainment industry, we would find a fat man or woman just as attractive and desirable as a thin one.

We disagree.

Years of serious scientific study, across numerous disciplines, prove otherwise. Our attraction to a pretty face and a flat belly is in our genes and is an atavistic throwback to a time when such features represented health and the ability to reproduce—important requirements in the selection of a mate. As Harvard Professor Deirdre Barrett puts it, these deep-seated universal standards of beauty “reflect our evolutionary need to estimate the health of others from their physical characteristics.”

It’s not our cultural programming that sets our standards for beauty; it is our instinct.

As recently as seventy-five years ago there were no reliable antibiotics available to fight bacterial infections and absolutely nothing to deal with myriad other infectious agents to which we humans fall prey. Many diseases common to our great-grandparents’ generation and before are virtually never seen now. And many of these diseases left disfiguring marks on their victims. For instance, it was common in those days to see people with terrible scarring from smallpox, along with ringworms and running sores from other skin infections. The peaches-and-cream complexions of persons of the opposite sex advertised their health. Who wouldn’t be more attracted to someone with smooth, unblemished skin? Rickets and other diseases struck their marks on the bones, leaving their victims with obvious physical deformities. Who in choosing a mate wouldn’t be more attracted to someone with a symmetrical physique and straight posture? And women who were youthful and flat of belly were more fertile and therefore more attractive as mates. This all sounds cruel, but unfortunately biology is cruel. Our ideas of beauty are not driven by Madison Avenue, but by the microchip in our DNA, placed there by Mother Nature using her most indispensable tool: natural selection.

But is Mother Nature’s handiwork accurate? Does it apply today? Or is it an artifact of evolution like the vestigial tails on some apes? We would argue that it is accurate. At least the part that makes us perceive a thin waist as more desirable than a thick one.

Our hard-wiring compels us to be drawn to potential mates with slender midsections because we are drawn to health. Although we may not perceive it at a conscious level, at the DNA level we want to mix our genes with those of someone who is healthy. That innate desire translates to our brains’ singling out those with narrow waists and deeming them attractive. And with good reason. As it turns out, those flat abdomens usually reside on healthy people.

For over a century scientists have known that the forces of natural selection have molded our bones, muscles, organs, biochemistry, and physiology to provide optimal health under our evolutionary circumstances. Those who didn’t adapt died off. Those who made the cut are the ancestors of we who are alive today. About forty years ago researchers started applying the laws of natural selection, not just to physical adaptations, but to mental adaptations as well. Evolutionary psychologists realized that animals born with instinctive fears—for example, fear of falling or fear of snakes or fear of the dark—had a greater likelihood of surviving and passing on those inbred fears to their progeny. In the same way, desires were genetically hardwired. Those who developed the instinct to search for mates using looks and/or body size and shape as indicators of good reproductive health were more likely to populate the world with their offspring who carried these same genes.

Dr. Donald Symons, one of the founders of evolutionary psychology, opines that “the tendencies to find healthy people and young women attractive are relatively ‘innate’ because they are universally associated with reproductive value.” And he notes “males should be attracted most strongly by females of 23-28 years, since they are most likely to produce a viable infant.” It so happens that healthy women between the ages of 23 and 28 years old have flat abdomens and waist-to-hip ratios (WHR, or the waist circumference divided by the hip circumference) of about 0.7. A survey looking back at all the Miss Americas for the past nine decades shows their waist-to-hip ratios have been pretty much the same from the 1920s to the 2000s, averaging about 0.7. Although these young women have varied in weight and height over the years, the WHR has remained constant.

But it’s not just young American pageant contestants who are idealized as the paragons of youthful good looks and health. Across the world and across multiple cultures, the small waist and the low WHR are associated with beauty. (In fact, the WHRs of Playboy centerfolds and Miss Hong Kong have each tracked precisely in that range since 1987.) A cadre of researchers throughout the world have investigated numerous societies, contemporary and ancient, and found that a small WHR is desirable to members of the opposite sex across both time and culture. According to one of the leading investigators in the field “waist size is the only scientifically documented visible body part that conveys reliable information about reproductive age, sex hormone profile and risk for major diseases.”

Some physical characteristics or manifestations of disease are pretty obvious. Take the sixteenth-century reformer and author Ulrich von Hutten’s description of the signs and symptoms of syphilis, a disease called the “Great Pox” and common to his age: “Boils that stood out like Acorns, from whence issued such filthy stinking Matter, that whosoever came within the Scent, believed himself infected. The Colour of these was of a dark Green and the very Aspect as shocking as the pain itself, which yet was as if the Sick had Laid upon a fire.” This gruesome picture was nature’s not so subtle way of alerting the dating population that one so afflicted probably wasn’t the best mate material. Other signs are not so obvious. At least not on a conscious level.

The WHR is a subtle sign consciously, maybe, but a strong sign at the subconscious or innate level. Why? Probably because there is a link forged by eons of natural selection between our subconscious sense of another’s health and that person’s WHR. The correlation between WHR and reproductive health and overall healthiness is so precise that even tiny variations in this measurement herald significant changes in multiple components of fitness.

For example, multiple autopsy studies on young women who died from nonnatural causes show a significant increase in latent disease when WHR increases above 0.8. The victims were unaware they were so afflicted because the disease processes weren’t far enough along to cause symptoms, but they were present in the early stages. To show just how subtle this change is, a slender young woman with a 22.5-inch waist and a 32-inch hip circumference and a 0.7 WHR would have to increase her waist circumference to only 25 inches, a mere 2.5 inch increase (which represents in increase of only ¾ inch from front to back) to increase her WHR to 0.8 and increase her chances of disease.

Sex hormones drive the distribution of fat to and from various anatomical areas. Prior to puberty women have WHRs that are about the same as young males, and as they reach menopause, they once again approach the male WHR range (around 0.9). During their fertile years estrogen inhibits the deposition of fat in the abdominal area and shifts it to the hips and thighs, thus the lower WHR. And, what’s more, a normal WHR is associated directly with increased fertility. Studies have shown that women with WHRs above 0.8—independent of body weight—have significantly reduced pregnancy rates than do women with WHRs in the 0.7-0.79 range.

But a lower WHR is not just a sign of fertility. As mentioned above, it is a sign of good physical health all around. And it may even be an indicator of mental health as well. Some studies have shown that higher WHRs correlate with increased vulnerability to stress and a higher prevalence anxiety and depression than normal WHRs.

Many parasitic diseases such as schistosomiasis, leishmaniasis, amoebiasis, and others cause a swelling of the abdomen without an overall weight gain. These diseases and many others are still prevalent in undeveloped countries, and would have been a common part of our evolutionary heritage. The increase in WHR occasioned by an infection or infestation with one or more of these parasites would be an indication of less than stellar health and would undoubtedly have raised a subtle cause for concern in potential mates.

In view of our modern medical evidence it seems pretty obvious that an increase in WHR—even a slight one—should give us insight into the overall health status of another, but that’s today. What about in ancient times? How could early man (or woman) recognize these subtle changes as portraying a less than perfect mate, at least from a health perspective? No one knows with certainty how people in centuries past could suss out slight variations in WHR, but the evidence is pretty clear that they did. And the same goes for most non-Westernized societies today.

Dr. Devendra Singh from the University of Texas studied the WHR of members of a couple of isolated herder-gatherer tribes in southern India and found them to be in the same average range as Caucasian men and women. A number of members of one of these tribes had moved to the city to work as laborers and had been exposed to Western media. Dr. Singh queried subjects who were city dwellers and those who stayed in their remote environment about the body types each felt to be the most attractive. He did so by showing adult males from both groups photos of female nudes of varying sizes and shapes. These photos were a set that had been used by other researchers in published work evaluating the body size and shape preferences of Western males. Since Dr. Singh’s Indian subjects were illiterate, he had them look at the photos and draw a line on a sheet of paper to express their opinions of the attractiveness of the women portrayed in the set of photographs—a long line for very attractive and a short line for less attractive. As Dr. Singh points out in his published research, “the results showed that the attractiveness rating was jointly determined by body mass index—BMI—and WHR. Photographs were judged to be attractive only if they were normal BMI and a low WHR.” There was no difference in the judgment of what constituted attractiveness between the tribal group that had moved to the city and the tribal group that had not. Moreover, their judgments were practically identical to those of U.S. participants.

According to Dr. Singh, this is the only attractiveness study to his knowledge conducted among a tribal population using photographs of women with known BMI and WHR. Despite finding identical results between city dwellers and country dwellers from the same tribe, questions still linger as to whether or not the concept of what constitutes beauty is innate or somehow a product of modern culture. Despite their being illiterate, who knows if the tribesmen still living as hunter-gatherers have had the opportunity to be influenced by the long arm of modern media? In an effort to totally eliminate the possibility of contamination by exposure to today’s ubiquitous newspapers, magazines, and TV, Dr. Singh decided to look at ancient cultures. He measured WHRs in almost 300 Greco-Roman, Indian, Egyptian, and African sculptures, and he found that across all these cultures WHR distributions varied, but the average clustered around 0.7 for women and 0.9 for men, which is the same as is regarded as ideal today.

Yet another research group took on the prodigious task of deciphering WHRs by analyzing over 300 photographs of artwork from Europe, Africa, America, and Asia dating from the Upper Paleolithic period until 1999. As with the Singh study of statuary, this international group of experts found that the depictions of female WHR clustered in the range of 0.6 to 0.7 and have remained remarkably unchanged from 32,000 years ago until the present.

Another nascent science, or social science at least, confirms the findings of the evolutionary psychologists that a low WHR is rooted deep in our innate development as humans. Literary Darwinists apply evolution-based research to works of fiction. Since the advent of written literature (much of which, like Homer’s Iliad and Odyssey, are the written version of oral literature that is centuries older), a number of themes on love, life, loss, and attraction persist with little variation across all cultures and time spans. Owing to these thematic similarities, literary Darwinists posit that these represent the inborn desires and feelings of the majority of humanity.

One such literary Darwinist, Jonathan Gottschall, from Washington and Jefferson College, writes in the New Scientist that folk tales from around the world contain references to females as being attractive two to six times more often as compared to their male counterparts. And a small WHR, representing youth and fertility, is a primary component of their attractiveness. Though it’s likely impossible to computer-search the world’s literature to determine a specific WHR from literature hundreds of years old, it is possible to look for mentions of slender or small waists. Dr. Singh’s group (the same Dr. Singh who studied the statuary), along with a member of the Harvard Law School faculty, searched the Literature Online database—a database containing over 345,000 British and American works of fiction dating from the sixteenth to the eighteenth centuries—and found that when waists are described as attractive, they are described as small or narrow in 100 percent of cases. If these works of literature did describe WHRs, it is highly likely that females populating the world of literature would sport WHRs in the range of the 0.7 that we equate with youth and desirability today.

The evidence from diverse sources ranging from ancient works of statuary, to literature of the middle ages, to the research of multidisciplinary scientists tells us that throughout history, in both men and women, narrow waists and flat bellies have been deemed attractive. Evolutionary psychologists inform us that we are innately attracted to slender waists because they signal good health. The medical literature makes it clear that an optimal WHR is indeed associated with good health and that even minor increases from the optimal are associated with diminished health. A low WHR has generally been viewed as an asset of youth (although, as we will see, that constant is changing) that begins to dissipate with encroaching middle age. But why?

Why is it that as we move into our middle years our waists get larger without our seeming to do anything different to bring it about? Why can we eat anything and everything while we’re teenagers and never seem to enlarge our waists, yet it appears all we have to do is look at food after we’re 40, and we have to loosen the belt another notch. The next chapter will explain exactly what happens to us in middle age that increases our middles along with our health insurance premiums. And although you can’t totally turn back the clock on all the ravages of aging, you’ll learn that you can at least attain—and more importantly, maintain—a smaller waist and a more youthful silhouette.


2
THE EXPANDING WAIST


“Health is beauty and the most perfect health is the most perfect beauty.”

—William Shenstone, British author (1714–1763)











The pundits tell us that 60 is fast becoming the new 40, that the age we consider “middle-aged” is being nudged forward by the 78 million baby boomers creeping anything but gently toward it. Younger in mind, younger at heart, younger everywhere but around our waists. There, like our grandmothers and grandfathers before us, America’s boom generation has fallen victim to the curse of the middle-aged middle.

Desperate to escape the horror of a matronly or portly silhouette, we walk, we run, we swim, we march for light years on the elliptical and get nowhere. The passing years seem inexorably to pile pounds on and add inches to our bellies no matter what we try to do to forestall it. We remind ourselves that age is just a number as we pour the fat-free dressing on our meatless salads. Middle age surely won’t strike us at the age it struck our parents, will it? Absolutely not, we vow! But alas …

What is it that thickens the waist and tightens the belt and leaves the buttons straining to close in middle age? Why do we gain in the middle at a certain age, even when we’ve been able to hold the line against serious weight gain previously? Why is it that even though we might maintain our high school weight, few of us maintain our high school belt size? Just exactly what happens in middle age that robs us of our erstwhile youthful form? Is it just that we eat more and exercise less as we age? Can’t we simply place the blame there? To a small extent perhaps, but the expanding waistlines most of us seem to fall prey to are driven by a number of other more subtle changes taking place as we drift into our middle years.

The primary cause of the expanding middle-aged waistline is the storage of excess fat deep within the abdominal cavity, in and around the vital organs, accumulating where fat isn’t really supposed to be and acting in a more sinister way than fat is supposed to act. Visceral fat is not just a passive repository of extra calories as was once believed; it’s a metabolically active organ that responds to neurotransmitters and hormones and sends out chemical messages of its own to the brain and other tissues. When its accumulation reaches a critical mass, it begins to behave more like a tumor than a storage reservoir, infiltrating the organs and muscles—most importantly the liver—and, at least to some degree, wresting metabolic control from them. (Because of its importance, we devote the entire next chapter to explaining the differences between visceral fat and the relatively less harmful—though certainly not innocent—fat stored beneath the skin, subcutaneous fat.)

Of the subtle changes leading to fat accumulation in the belly, the most common is the accumulation of fat in the liver itself. If you’ve ever seen foie gras, you’ve seen duck or goose livers filled with fat. Sadly, many middle-aged human livers often don’t look much different. Though it’s long been understood that heavy drinking causes the accumulation of fat within the liver, it may surprise you to learn that the livers of many nondrinking, middle-aged people look about the same as the liver of the chronic drunk collapsed outside the local bar. Like those of the overfed geese, those livers are stuffed with fat. The condition has a name: nonalcoholic fatty liver disorder (NAFLD, or simply a fatty liver).

A number of researchers using ultrasound, MRI, and NMR diagnostic machines have discovered that over one-third of Americans—that’s over 60 million people!—who have no history of significant alcohol consumption have fatty livers. When pathologists view samples of these fatty livers under the microscope, they are indistinguishable from those taken from fatty livers of long-term alcoholics. There’s no difference, except by the history of known alcohol abuse—or lack thereof.

Fatty liver disorder is so widespread that it is now recognized as a burgeoning epidemic by researchers and physicians working in the field of hepatology—the study of the liver and its diseases. Although it has not become more than a blip on the tracking screens of most health writers, the media, or even many doctors outside that specialized community, trust us; it won’t be flying under the radar much longer.

Fatty liver has left our shores; it’s no longer just overfed, overweight, middle-aged Americans who are afflicted. Some studies report that the prevalence of NAFLD among “healthy” Japanese adults is approaching 30 percent. Most alarmingly of all, this disease process is now quite commonly seen in obese teens and adolescents as well. Almost 3 percent of normal-weight children have a fatty liver, a number that increases to over 50 percent in obese children. Among adolescents in their late teen years, the rate is about 15 percent.

The concern over this condition is driven by its potential for devastating long-term consequences. Because of the similarities between alcoholic fatty liver disease and NAFLD, we can look to the one for clues about the other, and what we see is that the damage occurs in stages. People who chronically consume too much alcohol first develop fatty livers. These fatty livers then become inflamed because fat in the wrong places is usually inflammatory. Once inflammation starts, the next step is liver fibrosis (a sort of scarring caused by the inflammation), which then, if not reversed, can lead to cirrhosis. The next step after cirrhosis is liver cancer, a virulent malignancy that has a low incidence of survival. NAFLD, it appears, may follow the same progression: infiltration of the liver cells by fat, followed by liver inflammation (called nonalcoholic steatohepatitis, or NASH), fibrosis, cirrhosis, and liver cancer.

We don’t want to imply that everyone who has a fatty liver is going to end up with liver cancer—or any of the other intermediate steps, for that matter. We know that all alcoholics who develop fatty livers don’t go on to develop fibrosis, cirrhosis, and liver cancer, but the odds are much, much higher than if they had never developed fatty livers in the first place. It’s the same with NAFLD: just having it doesn’t mean it will progress, but the odds of its doing so are significantly higher.

We know that alcohol drives fat into the livers of chronic drinkers, but what about those who don’t drink or who drink sensibly? There’s the rub. No one knows for sure what causes the fat accumulation in the livers of nondrinkers or modest drinkers. But scientists are starting to develop a pretty good idea.

Although there has been all the usual blather about saturated fat’s being the driving force behind the problem, all the evidence points in another direction. (As we will discuss later, saturated fat has actually been shown to be protective against fatty liver, alcohol induced or otherwise.) Most research has shown that a couple of common components of the American diet appear to drive the storage of fat in the liver: fructose and omega-6 fats (polyunsaturated fatty acids found most abundantly in vegetable oils). The mechanism by which fructose induces fatty liver (and fatty bums and bellies, for that matter) has been pretty well worked out, so let’s look at it first.

FRUCTOSE AND THE FATTY LIVER

The chief dietary villain packing the liver with fat is the simple sugar fructose, which is found in nature, but in only relatively limited amounts, in fruits and vegetables. In small amounts fructose actually has some metabolic benefit; it primes the body to more efficiently handle glucose (blood sugar). But in large amounts, fructose can cause serious problems. The natural human diet that we cut our teeth on for most of human history contained little fructose, mainly from wild fruit, and even that was only seasonally available. The only concentrated source of fructose in the primitive world was honey, which is close to a 50:50 mixture of glucose and fructose, and that source, too, was sharply limited, not to mention perilous to come by.

But that all changed a few hundred years ago when crafty humans learned how to harvest sugar from sugarcane, which gave us easy access to another naturally sweet substance that, like honey, is half fructose and half glucose. More recently, still, came the development of a method to produce sweet syrups from corn (corn syrup and high fructose corn syrup, or HFCS) cheaply and in large amounts. Like honey and sugar, HFCS is made of glucose and fructose, in combinations ranging from 40 to 90 percent fructose. The lower end of that scale finds its way into some baked goods, but by far and away the most common form of HFCS is the 55 percent fructose blend used to sweeten soft drinks and most commercially sweetened products, from pudding to baby food. The advent of a cheap corn sweetener (with a host of properties that make it more attractive than sugar to the food manufacturing world) resulted in a skyrocketing of the amount of sweeteners we Americans consume, and because the bulk of it was slightly more fructose heavy, a sharp increase in our intake of fructose in the last three or so decades.

So how much fructose do we eat?

If we follow the diet of our prehistoric ancestors—the diet on which the forces of natural selection designed us to perform optimally—we would consume at most only a few grams of fructose per day, which, apart from the occasional encounter with a wild honey cache, would have come from seasonal fruits, edible roots, and tender shoots. And those roots and shoots and fruits would have borne little resemblance to the hybridized fruits and vegetables that fill the bins in local supermarkets today, bred for size and high sugar content. They would have been smaller, much less sweet, and, of course, available for only a few months of the year. But even assuming that early humans had access to the same quality of fruits and vegetables available to us today, the fructose from these would account for only a paltry 6 or 7 grams per small apple or a mere trace from a yam versus the 22 grams found in a single 12-ounce can of soda. And that small amount of fructose from fruits or vegetables, as we mentioned, would prime our metabolic machinery to make the best use of the glucose in our blood.

But we don’t follow the diet of our ancestors. In fact, we don’t even come close. The single food that makes up the largest component of the average American diet isn’t meat, it isn’t vegetables, isn’t milk, or even fruit. It is sugar and other sweeteners, primarily HFCS. According to the most recent figures from the U.S. Department of Agriculture, sugar and HFCS provide almost one-fourth of the calories of the average American diet—a whopping 150+ pounds of sugar and other sweeteners per person per year. And that amount is growing, just like our waistlines.

Sugar and HFCS make up the lion’s share of this 150 pounds, which means that on average Americans consume at least 75 pounds of fructose per person per year. That converts to a little more than 93 grams of fructose per person per day—equivalent to the amount of fructose in 24 peaches, 69 apricots, or 14.5 cups of sliced carrots. That amount is about twenty times more than the few grams per day nature designed us to deal with metabolically. What’s even more frightening is that because this is an average number, at least half the population is consuming more than that. The two of us—for example—eat 3 or 4 grams of fructose per day, if that, which means that somewhere in this great land, there are two other people eating 180+ grams per day to keep the average at 93.

VEGETABLE OILS AND FATTY LIVER

The case is not yet as clearly worked out for how vegetable oils* fit into the development of a fatty liver, but it’s pretty clear from research on animal models of fatty liver disease that they do. We know, for instance, that omega-6 fatty acids appear in significantly higher amounts in the tissues of those study animals with NAFLD compared to their lean-livered friends. It is likewise known that omega-6 fatty acids are inflammatory, so it is not a particularly long leap of reason to assume that the deposition of greater numbers of these fats may be one of the forces behind the progression from fatty liver to NASH.

Although it’s to some degree guilt by association, which makes for intriguing hypotheses to test but doesn’t always prove out, it’s interesting to note that the exponential rise in fatty liver disease has occurred contemporaneously with the misguided public health campaign to increase the use of “heart healthy” vegetable fats in the diet. (This campaign has been fueled primarily by the nation’s being held firmly in the grip of the lipid hypothesis of heart disease, which is dubious at best. Although it’s widely believed that fat in the diet leads to fat in the blood leads to heart disease, serious research—all the way back to the famous Framingham Heart Study—has failed to prove the connection, which is why it’s called the lipid hypothesis and not the lipid fact. The newest research points instead to inflammation as the likely root cause underlying cardiovascular disease.) Interestingly, our overall fat intake (as a nation) hasn’t changed much over the past few decades—if anything it has dropped—but the composition of the fat consumed has changed markedly. Vegetable fats have replaced the naturally saturated animal fats that had been dietary mainstays of humankind for millennia. As you’ll see, reversing that trend as we do in The Cure is a part of the solution.

ANGIE’S STORY

Angie had been overweight, though not obese, since she was a teen. She was about 38 when she came into our clinic, not for weight loss but for nausea and a vague sense of fullness and discomfort in her right side. For any doctor, the red flags instantly start running up the poles when an overweight female, nearing 40, with a couple of kids, comes in complaining of nausea and right-sided upper abdominal pain. “GALL BLADDER DISEASE” is written in big letters on those flags.

We examined Angie, took a history, discovered that there was no severe cramping nature to the pain, and that it wasn’t made worse by eating in general or by fatty foods in particular. Her abdomen wasn’t acutely tender, but her liver did seem mildly enlarged on examination. Still, the old med school mnemonic of the four F’s of gall bladder disease—female, fat, forty, and fertile—kept running in our brains and required investigation to shut it up. She hadn’t eaten since the night before, so we drew some blood and arranged for her to have an ultrasound examination of her gall bladder to rule out the possibility of stones.

The ultrasound showed she didn’t have stones in her gall bladder, and although her lab report showed mild elevations in two of her liver enzymes, the enzyme (alkaline phosphatase) that usually indicates gall bladder obstruction from stones or sludge was normal. The mild elevations in liver enzymes, coupled with a blood sugar on the high side of normal and elevated triglycerides—particularly with her weight—sent us thinking in another direction: fatty liver. We’d seen it many times before and knew that diet was the cause. Strangely, diet is also the cure—as long as it’s the right diet.

Angie was relieved that surgery wasn’t in her future and was eager to give our nutritional plan a whirl. She was delighted when we told her that diet alone would relieve her symptoms and also help her lose some weight. We started her on an earlier version of the regimen outlined in Weeks 3 and 4 of The Cure, a “nearly all meat diet” consisting of red meat, eggs, chicken, dairy, salad, and very low-starch (mainly green) vegetables. She was skeptical at first, but within a couple of weeks she returned to report that she no longer felt any nausea and had lost about 8 pounds. A recheck of her lab work verified what we knew would happen. By fighting fire with fire—or in this case, fat with fat—her liver had purged itself of the fat within its cells, and her labs had returned to normal.

THE CONSEQUENCES OF A FATTY LIVER

Whatever the cause of fatty liver—whether it’s drinking too much alcohol or eating too much fructose, too much vegetable oil, too much sugar, or just plain too much—the story plays out pretty much the same way. Once the liver starts to accumulate fat, a number of things happen, all of them bad. First, a fat-filled liver can’t optimally perform one of its primary jobs, which is to serve as one of the body’s main centers of detoxification. In this capacity, the liver acts to break down and render harmless all manner of toxic substances, from drugs to environmental pollutants and chemicals, to natural substances such as hormones. For example, when we drink coffee, tea, and caffeinated soft drinks, it gobbles up a part of the liver’s detox capacity in order to break down the caffeine these contain. If we drink alcohol or take acetaminophen, ibuprofen, or any number of other over-the-counter or prescription medications, we occupy yet more of the liver’s capacity for detoxification, stressing it even further and making its job more difficult.

Even without toxic insults heaped on it, the liver has a plethora of homegrown substances to deal with. Take the hormone insulin, for instance. When everything is working as it should, the liver acts on insulin, which is a polypeptide or small protein molecule, and breaks it down into its component amino acids. The body then recycles the amino acids to make enzymes and other essential protein molecules. If the liver is otherwise occupied or the cells are choked with fat and functioning poorly, insulin isn’t degraded as quickly as it should be; it hangs around in higher concentrations than normal. This single glitch in the liver’s normal workings sets up a vicious cycle that leads by several avenues to fat accumulation in the abdomen and a larger waistline.


The hormone insulin is one of the body’s major metabolic hormones. It is an anabolic (“beefing up,” or storage) hormone designed to drive nutrients (glucose, amino acids, and fat) into the tissues. Its minute-by-minute job is to keep glucose from accumulating in the blood after meals in part by accelerating its entry into the cells to either be burned for energy or stored for later use, but chiefly by suppressing the liver’s ability to make glucose. The body likes to keep blood sugar in a narrow range and releases insulin when we eat carbohydrates, either starch or sugar, in proportion to how much of these we’ve consumed to bring blood sugar back to normal. Eating protein also triggers an insulin release that’s needed to drive the amino acids into the cells; however, protein in a meal causes a counter-balancing release of insulin’s opposing hormone, glucagon, and thus the net hormonal consequence is quite different from consuming carbohydrates.

A steady diet heavy in carbohydrates (such as the USDA Food Pyramid diet, which encourages consumption of carbohydrate foods equivalent to about 2 cups of sugar a day), necessitates a high, regular insulin output to handle all that incoming glucose. This constant demand on the system eventually takes its toll and the insulin receptors become less and less responsive to insulin’s signal. This dulling of the receptors is termed “insulin resistance,” which mountains of medical research have implicated as the root cause of the constellation of disorders known as the metabolic syndrome, or syndrome X. Among the disorders commonly associated with this syndrome are elevated cholesterol, low HDL cholesterol, high triglycerides, high blood pressure, diabetes, reflux and severe heartburn (gastroesophogeal reflux disorder, or GERD), sleep apnea, and central obesity.



THE ROLE OF INSULIN

Elevated insulin revs up the liver’s production of triglycerides, the storage form of fat. As the triglycerides accumulate, excess insulin spurs the drive to store them, especially in the middle body, including in the liver, which sets the stage for further deterioration of liver function and only makes matters worse. Under normal circumstances, calories beyond what we require for our daily energy needs should flow into storage as fat under the direction of insulin. Subsequently, insulin levels should fall as levels of its opposing hormone, glucagon, rise, signaling to the fat cell to give up its storage as we need it. But too much insulin promotes the development of insulin resistance, and the chronically high insulin level that is part and parcel of the syndrome traps fat in the fat cells by directing incoming calories onto a one-way street into storage and making it impossible to get them out. More available insulin in circulation means more fat stored inside the abdomen, which leads to some pretty dire health consequences, among them disruption of the normal levels of gender-specific reproductive hormones and cortisol. You’ll learn more about both in later sections.

A large part of The Cure is designed to remove fat from the liver, allowing it to heal and perform all its tasks without compromise. The regimen eliminates fructose, which is an obvious no-brainer. And it limits—until the liver is on its way to wellness—caffeine, acetaminophen, and other substances that divert the liver from its efforts to heal itself and get rid of the fat inside its cells. Another no-brainer. But the other changes we make require a little more explanation. We want you to increase your intake of saturated fat and decrease your intake of vegetable oils containing omega-6. Here’s why.

When medical researchers ply laboratory animals with alcohol, it causes them to store fat in their livers. Researchers can then treat these animals with various therapies to see what works to get rid of their liver fat. These studies are enlightening because this type of alcohol-induced fatty liver disease is indistinguishable from human NAFLD in terms of what it looks like under the microscope and how it behaves metabolically. Whatever medical scientists discover that works to treat alcohol-induced liver disease should at least be considered as a possible therapy to treat NAFLD in humans.

What works like a charm? Saturated fat! When lab animals are fed saturated fat, researchers have trouble getting them to develop fatty livers even in the face of considerable alcohol intake. In many cases, ratcheting up the saturated fat intake can actually reduce the fat accumulation that is already there—even while the animals continue to consume alcohol.

Even more interesting than what improves fatty liver disease is what the study showed makes it worse: feeding the animals vegetable oil, high in omega-6 fats. The combination of alcohol and vegetable oil is a potent one in causing a rapid buildup of fat in the liver. But even with vegetable oil and alcohol, liver fat can be held at bay as long as the animals get plenty of saturated fat as well.

But, you may say, saturated fat works in animals, but what about humans? In the human world, there is a parallel of sorts in the French population, not specifically relative to fatty liver but certainly for health and weight.

The French eat a tremendous amount of saturated fat in the form of butter, cream, and tasty French cheeses, not to mention foie gras (goose or duck fatty liver) and freely imbibe good French wines, all without apparent untoward consequence to their weight or cardiovascular health. That finding seems so far out of step with the prevailing Western view that saturated fat is evil that the phenomenon has been dubbed the “French Paradox,” as if there were something unusual about the physiology of the French people that protects them from the damaging effects of saturated fat intake. There isn’t; their physiology and biochemistry are no different from yours. (It might surprise you to learn that there are Spanish and Cretan paradoxes as well.) But because eating saturated fat and being healthy just doesn’t jibe with the expectation of the fat-is-bad-and-saturated-fat-is-worse mindset, they term it a paradox. We and others like us who have witnessed first hand the salutary effects of eating a diet containing good-quality saturated fat don’t find it a paradox at all, but rather a self-evident truth.

To further confuse the matter in the minds of the public, some studies implicate saturated fat as the cause of fatty liver. What’s going on? Is there really any evidence showing that a diet high in saturated fat works to treat NAFLD? Yes, but you don’t often hear this evidence reported because it goes so deeply against the prevailing grain.

To make sense of it all, you must first understand that the recommendation to avoid saturated fat is a knee-jerk reaction on the part of most physicians and dietitians, based on absolutely no conclusive evidence. Thus the medical literature is full of articles speculating on what the best diet is for reducing fat in the liver and using inappropriate studies to demonstrate the efficacy of various nutritional regimens. Not uncommonly, though, the data often don’t support the conclusion. Many of these papers recommend avoiding saturated fat and eating vegetable oils instead, which is the very regimen that makes fatty livers worse in lab animals. The truth is that most of these papers are not reports of actual dietary studies in which human subjects with NAFLD are fed various diets to see what really works, but are a type of investigation called an epidemiologic or observational study, which is invalid for proving much of anything.

Epidemiologic studies are the kind in which researchers recruit a large group of people with a given disease—in this case NAFLD—and a second group of people of the same age and sex without it. The researchers provide the subjects with questionnaires, asking them to remember what they ate for the previous year. Data collected in this way are suspect at best. Think about it: can you recall what you ate last week or last month, let alone last year? Yet, with this shaky data in hand the researchers then try to find differences between what those who have NAFLD and those who don’t reported as having eaten. If there are differences, then the researchers report that these differences may be a cause of the development of NAFLD. For instance, if the researchers find that the group that doesn’t have NAFLD reports having eaten less saturated fat than subjects in the NAFLD group, you’re sure to hear the report that saturated fat may cause fatty accumulation in the liver. In reality, these kinds of studies don’t prove anything at all; they merely generate ideas for hypotheses to be tested in real studies.

The only way to demonstrate the efficacy of a diet or drug is to actually administer it to people. In the case of fatty liver, the best way to determine if a particular diet works is to gather a group of subjects who have NAFLD and put them on the diet. If the amount of fat in their livers decreases, then you can say that the diet works. A couple of different groups have done this very thing and have published their results. Both groups—one at Duke University, the other at Cambridge University in the UK—found that subjects with NAFLD rapidly reduced the amount of fat in their livers on restricted-carbohydrate, high-fat, high-saturated fat diets, which confirms the findings of the animal studies we discussed previously. How rapidly did these people shed their liver fat? In the case of the Cambridge subjects (the only ones studied on almost a daily basis), they lost significant amounts of liver fat in the first three days.

If you are one of the third of Americans who have fatty liver—and if your belly is large and you have diabetes, glucose intolerance, elevated triglycerides, or high blood pressure, it’s almost certain you do—it is imperative that you take steps to remedy the situation if a long, healthy life and a slim waistline are your goals.

In terms of enlarging abdominal girth in middle age, a fatty liver all by itself wreaks plenty of havoc. But it doesn’t work alone. In the words of the late-night infomercials, “Wait, there’s more!”

Along with a fatty liver, we also tend to develop an age-related glitch in gender-specific hormones and our cortisol-stress response system. What does this have to do with our middles? Plenty. An increased output of the adrenal hormone cortisol, or its release at inappropriate times, causes a loss of muscle mass in the extremities and the accumulation of even more visceral (abdominal) fat, giving us the appearance so associated with aging: a big belly and skinny arms and legs. The beach ball on stilts. Here’s what’s going on under the surface.

HORMONAL HAVOC HAPPENS

As men and women journey through their 30s and cross the threshold into middle age, something unseen begins to occur in many of them: hormonal imbalance. Sooner or later, the levels of the reproductive hormones, as well as important sleep hormones and growth factors, begin a slow decline.

And as if a decline in production weren’t enough, as the metabolism becomes unhinged and the middle-aged liver accumulates fat, as you’ve learned, insulin levels rise. The excess insulin causes the liver to produce more of a substance called sex hormone-binding globulin (SHBG), which binds to estrogen, testosterone, and the other sex hormones as they course through the bloodstream. Only the free or unbound forms of sex hormones are active; the bound hormones aren’t. Whenever the liver makes more SHBG, a greater percentage of the sex hormones go from the free state to the bound state and become less active. Thus, as age limits their production, elevated insulin renders what little sex hormone you do produce relatively useless.

The shift in reproductive hormone balance that begins in the 30s and peaks in the 40s and 50s drives something even more insidious: fat storage in the middle body and within the abdomen. Women under the strong influence of estrogen in their earlier years plump up to varying degrees at puberty by laying down fat preferentially below the waist in their hips and thighs. Estrogen is a fattening hormone, designed to fill up a calorie reservoir for use by a developing fetus during the child-bearing years.

With age and the decline of all reproductive hormones—estrogen, progesterone, and testosterone—the target for storage mysteriously shifts and voilà! The middle-aged middle is born. In a fair world, the arrival of that new target zone for fat storage would at least mean the simultaneous loss from previous stores, trimming the hips and thighs as it builds up the middle, but unfortunately that’s not usually the case. Human biochemistry rarely obeys the rules of fair play; it just does what nature and the prevailing hormonal signals tell it to do. The onus falls on women to eat in such a way as to correct the signals.

Men, on the other hand, under the influence of mainly testosterone in their early years, become leaner, building muscle and bone and shedding their baby fat as they mature into adults. Then, mysteriously when they cross the threshold into middle age, the hormones that kept them lean and strong wane and they, too, begin to put on middle body fat. To make matters worse, some of what little testosterone they may still produce, in the presence of metabolic disorders—high insulin, insulin resistance, fatty liver, pre- or outright diabetes—which occur so commonly in middle age, will be aromatized (chemically transformed) into estrogen. This shift further imbalances the hormonal environment, which robs them of muscle mass, fattens their bellies and breasts, and undermines their sexual function and libido. Correcting the imbalances helps to reset the fat storage signals to normal.

The loss of an adequate sex hormone signal in either gender changes the body in other ways as well. Hormonal deficiency brings with it not just a flagging libido but, among other things, an inexorable loss of bone mass and muscle mass. It’s a sad fact of aging that unless we work to forestall it, muscle mass declines by about 1 percent per year after age 30. That means that by age 50 the average person has experienced a 20 percent decline in peak muscle mass unless he or she takes active steps to preserve and rebuild it. Those active steps include much of what this book is about: eating a diet higher in the building blocks of muscle, bone, and brain and learning to exercise in such a way as to encourage the rebuilding process. This is not so much a weight-loss book as a body-rehabilitation plan that will trim the fat from your middle and leave your lean body stronger. You’ll learn about how to accomplish these two goals in later chapters.

A further contributor to the hormonal havoc of both genders in middle age—at least for some people—comes from the lack of sleep occasioned by stressful years of schooling, long hours at work building a career, financial worries, and the typical sleep deprivation that’s part and parcel of child rearing. Even when you think you’re withstanding it, that you’re “used to it,” lack of sufficient good-quality, sound, restorative sleep takes a toll on body and brain and leaves a trail of hormonal disruption that we can measure in the laboratory: elevated cortisol and deficient melatonin.

TOO MUCH OF A GOOD THING

Cortisol is a hormone released by the body at times of physical or emotional stress. The hormone has myriad functions—for instance, it is the body’s own natural anti-inflammatory agent. Additionally, and more important to this discussion, cortisol functions to crank up the blood-sugar production engine that turns protein into glucose (blood sugar) as emergency fuel to prepare the brain and body to meet the stressing challenge. In the absence of any stressor, the output of the hormone naturally rises and falls during the 24-hour day in a predictable pattern that we can measure easily with laboratory tests.

Quick bursts of the hormone in response to the short-lived stresses we encounter (the only kind nature really equipped us to handle) can benefit us greatly. We needed this primitive, hardwired response if required to sprint from a predator, go for days without food if game were scarce, or survive injury or infection. We need it still to leap out of the way of an oncoming truck or to react to any sudden crisis. However, what helps us in small doses now and again harms us as a steady diet. When the stress becomes chronic—as it so often does in this day and age of long hours, poor sleep, and financial, career, and family worries—this inborn protective mechanism gets stuck in the “on” position. The net result is a domino effect! The slight chronic elevation in cortisol keeps the blood sugar mildly elevated, which keeps the insulin level slightly higher, which leads to greater insulin resistance, which in turn drives the accumulation of fat in the middle of the body.

All of us aren’t created equal in our ability to handle stress—at least our physiologies aren’t—and interestingly, the differences seem to be tied to the breadth of our middles, even early on. Recent research has shown that among young, healthy, lean women, those with relatively larger waist to hip ratios for a given weight and height (i.e., those biggest in the middle, even when the middles aren’t all that big) exhibit an exaggerated response to stress: they put out more cortisol than their slightly more pear-shaped friends.

Belly fat and liver fat wreak havoc on the stress response system, where they disrupt the hormonal balance by increasing the activity of a particular enzyme (IIβ-hydroxysteroid dehydrogenase, or IIβHSD) that itself acts to increase the production of cortisol, which puts the body on a metabolic merry-go-round that can be hard to stop, especially in middle age. Excess cortisol increases the storage of fat in the abdomen, which increases insulin, which increases fat in the liver, which increases belly fat, which raises cortisol—and the cycle continues. Chronic elevation of cortisol turns lean middles into fat ones at any age. So that’s the explanation for the beach ball bellies, but what about the stick arms and legs?

Recall that earlier we said that cortisol acts to keep blood sugar elevated by converting protein into glucose. The body’s storehouse of protein is its muscles. Chronic elevation of cortisol depletes the body’s muscle mass, wasting the bulk of the arm and leg musculature, ultimately resulting in the typical aged physique: big belly, skinny arms and legs.

SLEEPLESS IN MIDDLE AGE

Whether occasioned by the demands of study, work, or new parenthood, the chronic stresses of adulthood can also lead to disturbances of our normal sleep patterns,. And lack of sleep—good sleep—brings weighty consequences. For instance, the famous Harvard Nurses’ Health Study observed women over a sixteen-year span and noted that lack of sleep leads to overweight. Women who reported sleeping fewer than five hours per night were 32 percent more likely to gain more than 33 pounds over that span of years—on average about 2 pounds per year more—than those who slept longer each night.

These results surprised the researchers who began to look for explanations for the phenomenon. Their first thought was that the women sleeping less might be eating more, but when they examined that possibility, they were surprised again: the women sleeping less were also eating less … and yet on average gaining more weight over the years. What is this sleep loss-weight gain connection? Research suggests that it may also be a hormonal phenomenon, but in this case brought about by reduced levels of melatonin. Called the hormone of darkness, melatonin is produced by the brain during sleep in response to the cycles of light and dark that were a part of our natural human habitat for millennia—before Thomas Edison made it possible to turn night into day with the flip of a switch.

Melatonin is a mysterious and interesting hormone with dozens of actions in the body, including being a potent antioxidant that protects our brains and our DNA from attack by free radicals and our hearts from abnormal rhythms. But pertinent to this discussion, melatonin regulates the release of leptin, which is an important regulator of appetite and weight gain. Additionally, research (done in animal models of human menopause) has shown that supplementing melatonin may block the weight gain that appears in mid-life, when reproductive hormone levels dwindle. Unfortunately, mid-life is also the time that our production and release of melatonin typically begins to ebb; blood levels of melatonin in the elderly are about half those of a younger person.

That means it’s even more important for those of us on the back side of the middle-aged divide to do all that we can to promote maximal output of whatever melatonin we can produce. And by and large that means lights out to get a good night’s restful sleep and, if needed, even supplementing the hormone nightly to boost our levels back to normal.

The brain (actually the pineal gland within the brain) begins to produce and release melatonin along about dusk, when natural light begins to wane. The production rises throughout the evening (if it continues to darken) and peaks in the wee hours of the morning—about 2 A.M. for younger folks and about 3 A.M. for the elderly—then falls back to its baseline as the sun rises again. Light of any type, but especially blue wavelengths, will block its production. And here’s where lifestyle choices come into play. What do most people do when it begins to get dark? They turn on the lights and the television and keep things all lit up through the evening, until they’re ready for bed. Many people have become accustomed to falling asleep with the television on or while reading, leaving the room lit by a bedside lamp all night long. The light quite effectively blocks melatonin production, the lack of which will be a stimulator to fat storage.

Other people turn the light out and get to sleep, but often awaken in the middle of the night because of heartburn and acid reflux. They disrupt the natural dark cycle necessary for the production and release of melatonin when they turn on the light, grab the antacids, or trudge to the kitchen for a glass of water or milk. The loss of melatonin production represents a double whammy for this group of people because, not only does the hormone help to prevent mid-life weight gain, melatonin is also critical to maintaining the normal muscle tone of the lower esophageal sphincter (the LES), which is the muscular ring that tightens to keep acid in the stomach where it belongs, instead of letting it backflow up into the esophagus at night. Getting a good night’s sleep is an important element of The Cure, and you simply can’t achieve it if reflux is waking you up every night.

While you can’t change the physiology or physiognomy you were born with, you can live your life in ways that quiet the chronic call for more cortisol and improve your body’s production and release of melatonin. You can reduce the chronic stresses on your body in several ways: work to get a full night’s restful sleep, turn out the lights and turn off the television before going to sleep, address acid reflux (GERD) if you have it, learn to relax during the day, and eat a diet that helps to keep cortisol levels in balance. You’ll learn more about how to accomplish these goals in later chapters. You’ll also find recommended resources to help you in the Appendix, including sleep hygiene tips and sources for natural GERD relief.

First-hand clinical experience (and our own individual experience as we watch that 50-year-old milestone receding ever farther in our rearview mirrors) has taught us the near futility of battling middle-aged weight gain in the face of an imbalance of hormones—particularly the reproductive hormones in women during menopause, but also the andropause (sometimes referred to as “male menopause”) that commonly occurs in men. Although the appearance of such symptoms as weight gain, mood swings, hot flashes (power surges, we call them), anxiety, depression, sleeplessness, night sweats, body aches, brain fog, and fatigue can certainly hint at the coming menopause in women, so can mood swings, weight gain, sleep disturbances, mid-life crises, and erectile dysfunction signal probable testosterone deficiency in men. Nothing about the symptoms alone tells how much of which hormone you need to bring the system back into balance. But a good lab test can.

We like the reliability and minimal invasiveness of the saliva tests and blood spot (finger prick) tests for determining hormone levels. Without a doctor’s order, you can purchase these simple to use at-home test kits online directly from the laboratory (see Resources section) for testing female and male reproductive hormones and cortisol. Many physicians maintain accounts with similar testing laboratories and may keep these same kinds of kits in their offices; if so, you could obtain them there as well. The at-home designation simply refers to where you collect the specimen, which has to be done at particular times of the day, and doing it at home or work is much more convenient that multiple trips to the lab or doctor’s office. Once the specimen is collected, it is mailed directly to the laboratory, where it’s tested. In most states, the lab can send the results directly to the patient; in a few, such as California, the results must be reported to a licensed health practitioner.

Needless to say, you can (and should) discuss hormonal testing with your personal physician, who may elect to use this method or may prefer another. That decision should be made jointly by you and your doctor.

A HORMONE OF A DIFFERENT STRIPE

Most everybody is familiar with thyroid hormone—or more correctly, the lack of thyroid hormone—as a cause of weight gain. Thyroid hormone, produced by the thyroid gland in response to calls from the regulating centers in the brain, functions to increase the basal metabolic rate (BMR), which is the number of calories your body uses at full rest, awake, but lying still. Thyroid hormone regulates heat production and the metabolism of food; it is also instrumental in determining how the body uses energy. Deficient thyroid hormone function can occur because of lack of production, for a variety of reasons, but one often overlooked cause is deficiency of the right kind of iodine, without which the gland cannot produce functional thyroid hormone.

It’s not just the thyroid gland that depends on iodine (or its chemical cousin iodide) for normal function. Almost every cell in the body requires it in one or the other of the two forms. Unfortunately, iodine isn’t particularly plentiful in the earth’s crust, so there’s not much in the food grown thereon. Moreover, a vast array of similar molecules in our environment competes with iodine for entry into the body, among them bromide added to bread and baked goods, fluoride now added to municipal drinking water, and perchlorate, a chlorine compound increasingly found in our water supply. To compound the problem, the iodine in iodized table salt (where the vast majority of people get most of their iodine) is only about 10 percent bioavailable and not adequate in reasonable amounts of salt to provide enough of this element so critical to normal metabolic function. The net result is that by some estimates as many as 90 percent of adult Americans may be deficient in iodine, rendering their thyroid glands relatively inactive and slowing their metabolic rates slightly. Relative iodine deficiency can be present even in the face of what appear to be “normal” readings on standard laboratory tests for thyroid hormones.

Uncovering the deficiency is done quite simply with an iodine loading test. This test, which is done at home, requires collection of a urine specimen, followed by loading with a known amount of oral iodine, in tablet form, and then the collection of all urine for the next 24 hours. If the body is replete with iodine, it will not retain much of the load; 90 percent or more will pass out in the urine. If the body lacks iodine, however, it will cling onto a greater portion of the iodine load and much less will appear in the urine. When we performed this test on ourselves—despite eating what we believed to be a diet that contained a fair amount of natural iodine from dried kelp, sea vegetables, salty foods, and iodized salt—one of us retained just 50 percent, and one 60 percent, of the iodine load. We were low; a situation we have corrected with oral iodine supplementation and switching to naturally harvested sea salt, which has substantially more iodine and iodide than iodized table salt.

Restoring iodine and iodide levels to normal is just one more piece of the puzzle that may be missing in trying to conquer the middle-aged middle. The good news is that it’s an easy fix. If your doctor is unfamiliar with this test, see the Resources section for where to obtain the testing kits (which he or she can order) and reputable sources for oral iodine supplements.

RESTORING HORMONAL BALANCE

When the hormonal system is out of whack and sending strong fat-storage signals to the fat cells, losing weight effectively is nearly impossible, no matter how scrupulously you try to follow the typically prescribed remedy of eating less and exercising more. If you’ve ever run into a brick wall in trying to lose body fat, don’t feel like the Lone Ranger; in the middle years, it’s more common than not to struggle to lose, despite working hard to do it. We’ve devoted an entire chapter later in the book to explaining why simply eating less and exercising more doesn’t work and how to get substantially better results by learning to eat right and exercise differently.

Not all of our patients—in fact, not even most of our middle-aged patients—over the years have required hormonal replacement to lose fat successfully; simply following our prescribed diet did the trick. Sometimes diet alone isn’t enough, which might or might not be the case with you. If hormonal imbalance is standing in your way—as proven by clinical laboratory assessment—then your first job is to work with your physician and experts in the field of bio-identical hormone replacement to correct those levels and get them back into an appropriate range. If your personal physician is unfamiliar with the use of bio-identical hormone replacement, you can actually find help online. We can recommend the services offered by several national compounding pharmacies, where you can consult online with experts who can then recommend a course of treatment that you can discuss with your own physician. (See Resources for online contact information.) The therapy they recommend will be tailored to your symptoms and your laboratory readings, but it will be up to your physician to actually prescribe the regimen, if he or she believes it to be appropriate to your case.

Bio-identical hormonal therapies (whether administered by mouth as pills or through the skin as a cream or gel) won’t normalize the balance overnight. It may take several months of regular use (and often a little bit of tweaking of the dosages) to finally rebalance the system. The end point will be measured both by how you feel (symptom assessment by the professional) and by repeating laboratory values to ensure your numbers are in the normal range again. Then the six weeks of The Cure will give you even better results.

Granted it takes a little time, patience, and work with your health professional to get it right, but restoring hormonal balance by replacing the required amounts of the right kind of hormones can do more than relieve hot flashes and mood swings; it can restore normalcy to the shape of your body.


* Polyunsaturated partially hydrogenated vegetable oils should not be confused with the oils from olive, avocado, and edible seeds and nuts, none of which are vegetables.
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