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We are in the midst of a worldwide diabetes epidemic, 1 including in the US, where more than 115
million adults age 20 and over have either diabetes or prediabetes. 2 Of that number:
•

29.1 million already have type 2 diabetes—a statistic that
researchers predicted in 2001 wouldn’t be reached until
2050 3

•

86 million have prediabetes, up from 79 million in 2010 4

•

All told, nearly a THIRD of the 320 million people living in
America today have either prediabetes or some form of
diabetes 5

•

Globally, the cost of obesity is $2 trillion a year 6

What’s shocking is that 9 out of 10 those with prediabetes; 7 and 27.8 percent with diabetes don’t even
know they have it. 8
Diagnosed or not, this is an astounding amount of people with a disease that is almost completely
preventable and most certainly reversible! When you consider that many countries around the world are
now reporting the disease as epidemic—even in areas that only a couple decades ago had almost no
diabetes at all—you can’t help but wonder what’s happening.
Why is such an insidious epidemic overtaking the world?

Add in Children and the Cost Is Staggering
Among children, juvenile-onset (type1) diabetes has increased too—by 30 percent over an 8-year
period, with the greatest prevalence occurring in older adolescents aged 15-19 years old. 9
Add in the 15,000 children being newly diagnosed every year, and the numbers for the future become
mind-boggling. 10
And that brings us to the cost of diabetes: in terms of medical expenditures and lost productivity, the
annual medical cost of diabetes in the US as of March 2013 (latest year available) is $245 billion. 11 If
you add in reduced productivity, that’s another $78 billion, for a grand total of $322 billion a year spent
on diabetes—48 percent higher than what we spent in 2007. 12
The bottom line is diabetes in the US has increased over 300 percent in just 15 years, 13 and the cost in
terms of lives (diabetes is the 7th leading cause of death in the US 14) is spiraling.
And what that means is that unless something happens very quickly to change this dire statistic, one
out of every three of you reading this report will likely develop diabetes or pre-diabetes in your lifetime
and possibly even die from it!
This suggests two very important points:
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•

Although genetic susceptibility 15 may increase a person’s risk of getting diabetes, this disease
cannot be primarily genetic, since many of the prior statistics were recorded within the same
generations, with essentially the same genetics.

•

Something we’ve been doing is obviously making us sick, and we need to change it.

That something is composed of three things: diet, physical activity, and exposure to environmental
elements known to contribute to the risk of diabetes.
The most important thing to understand is that type 2 diabetes is nearly completely preventable, and
can be controlled or even reversed with diet and lifestyle modifications. In extreme cases
bariatric/metabolic surgery can also put diabetes into remission, but before diving into the best way to
end this devastating disease, I would like to give you a foundation for understanding the underlying
factors that can put you at risk for it. 16

What Is Diabetes?
Diabetes mellitus, usually referred to simply as diabetes, is a metabolic disorder which causes elevated
levels of glucose in the blood. These levels can be triggered or exacerbated by a number of factors
such as obesity or even ingestion of certain drug classes such as statins. There are three main types of
diabetes: Type 1, Type 2, and gestational diabetes.
Sometimes referred to as insulin-dependent or juvenile diabetes, type 1 is an autoimmune disease that
typically occurs in children and young adults.
Type 2, sometimes referred to as non-insulin-dependent diabetes, is the most common form of
diabetes and is caused by several factors, with obesity being a major risk.
Gestational diabetes occurs during pregnancy when hormone changes in the woman’s body sometimes
alter the body’s ability to produce enough insulin to metabolize glucose levels. Normally, gestational
diabetes goes away after the woman gives birth, although she may remain at high risk for developing
type 2 diabetes later.
Other rare types of diabetes can sometimes by caused by certain endocrine diseases, autoimmune
disorders, genetic mutations, or in conjunction with syndromes such as Down’s, Klinefelter, and
Turner. 17, 18, 19
Diabetes is not something to ignore: in 2010, it was the seventh leading cause of death in the US.
Unfortunately, studies show that diabetes may be underreported as a cause of death, since only about
35-40 percent of people who died with diabetes had it listed anywhere on their death certificate. 20
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Type 1 Diabetes
In type 1 diabetes, your body’s own immune system destroys the insulinproducing cells of the pancreas, resulting in a deficiency of the hormone
insulin. Since your body needs insulin to survive, persons with type 1
diabetes usually end up on insulin therapy to replace what the pancreas
doesn’t make.
Previously known as juvenile diabetes, type 1 typically occurs in children
and young adults, although it sometimes develops in adulthood as latent
autoimmune diabetes, or LADA. 21
Type 1 is relatively uncommon: only 5 percent of people with diabetes have
this form. However, studies show that its incidence has been increasing
dramatically in the past few decades, particularly among non-Hispanic white
youth. 22, 23 For example, in the city of Philadelphia alone, studies show that
since 1985, type 1 diabetes in non-Hispanic white youth age 4 and under
has skyrocketed by 70 percent.
Even more significant, though, is that for black children it’s gone up 200 percent! And while the
numbers for youth ages 10-14 have increased by “only” 24 percent, similar numbers are shown in
Europe and Israel, with these numbers predicted to DOUBLE by 2020. 24
There is no known cure for type 1 diabetes, and once it’s diagnosed, it’s a lifelong condition. While
genes play an important part in whether or not you’re going to get type 1, research suggests that your
own body’s insulin may also trigger it, causing the body’s immune system to produce antibodies against
its own beta cells. Research also shows that environmental factors such as viruses and infections might
trigger autoimmune reactions that can lead to type 1 diabetes. Viruses being investigated for this are
coxsackievirus, cytomegalovirus, adenovirus, and mumps (see additional information below under
“Other Possible Causes of Type 1 Diabetes”). 25

Vitamin D Status and Type 1 Diabetes
Research has shown that our preoccupation with sun avoidance may play a role in the development of
insulin-dependent diabetes. It’s well established that the further you move away from the equator the
greater the risks of vitamin D deficiency-related autoimmune diseases such as multiple sclerosis,
rheumatoid arthritis, and inflammatory bowel disease. But new evidence shows that type 1 diabetes
should be added to this list. 26, 27 That’s why some scientists have suggested that dietary vitamin D3
supplementation in infants and children might be one way to quell the increasing incidence of type 1
diabetes. 28, 29, 30
A major key to preventing this illness could be to confirm that pregnant women have optimal vitamin D
stores, and in fact, researchers attempted a study on this in 2012. Unfortunately, the study’s authors
couldn’t determine whether better D3 (serum 25(OH)D) concentrations during pregnancy make a
significant difference in children’s risk for type 1 diabetes or not — mainly because “such a large
proportion of mothers were vitamin D-deficient or –insufficient.” In other words, so many mothers
are deficient in vitamin D that researchers couldn’t perform the study! 31
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Because there is also strong evidence that low vitamin D3 levels can increase a child’s risk of
autism 32, 33 this should be a bellwether for childbearing-aged women to get their D3 levels tested and
then supplement to optimal levels if necessary, both before and during pregnancy. Once the child is
born, it’s possible that ensuring the child gets adequate exposure to sunshine and/or wise use of
appropriate oral vitamin D supplementation could lessen the risk for autism. (Breastfeeding mothers
who are supplementing with vitamin D themselves probably should consult the child’s pediatrician
before giving their babies an additional supplement. 34)

Other Possible Causes of Type 1 Diabetes
Research has shown that other triggers, both environmental and viral, can possibly increase the risk of
developing type 1 diabetes. For example, congenital rubella has been clearly associated with it 35, 36, as
well as mumps, parvovirus and cytomegalovirus (CMV). 37, 38
More recently, some studies have shown that rotavirus might “push” diabetes along in genetically
susceptible children 39, 40, 41 It’s also been found that having had an infection with an enterovirus makes
children 48 percent more likely to have developed type 1 diabetes. 42, 43, 44 And, several studies have
shown that vaccines 45 also possibly trigger it, although some literature argues the evidence. 46,47, 48, 49
Environmentally, it’s been suggested that an excessive focus on a germ-free environment might
actually be contributing to type 1 diabetes and other autoimmune disorders. 50
Did you play in the dirt when you were a child? As it turns out, exposure to the natural biota of the
earth—“friendly” bacteria—actually provided you with an important immune system function, helping
your body build up natural defenses against diabetes and other autoimmune disorders. Experts have
hinted for several years that childhood allergies, inflammatory diseases, and diabetes might be
increasing specifically because parents in developed countries today keep their children away from dirt,
germs, viruses, and grime. 51, 52
And as the evidence continues to mount, 53 the lesson is that it’s okay to let your child play outside and
get dirty. Use plain soap—not antibacterial—and water for washing, and avoid antibiotics unless
absolutely necessary.
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Type 2 Diabetes
Type 2 diabetes is by far the most common form of diabetes,
affecting 90-95 percent of people diagnosed with diabetes.
If you have type 2, your body is producing insulin, but either
because your pancreas isn’t making enough, or because it simply
can’t use the insulin well enough, you become what is called
“insulin resistant.” This causes glucose to build up in the body
instead of circulating into your cells, causing a variety of problems.
Anyone can get type 2 diabetes and, except for gestational
diabetes, it’s a gradual process that evolves over a long period of time as it moves from a state of
“impaired glucose tolerance” to full-blown diabetes. Any one or more of a number of factors can trigger
pre-diabetes, which can eventually lead to diabetes.
The National Diabetes Education Program 54 lists the following risk factors that can trigger prediabetes
and eventually contribute to your becoming diabetic. It’s an interesting list—who would have guessed
that depression is a forerunner of diabetes or that simply having high triglycerides can give you
diabetes? If you’re wondering how that’s possible, the answer is that the DRUGS you’re taking for
these conditions are the real risk factors, not that you’re depressed or have elevated cholesterol levels.
That’s why I urge you to keep reading for important information I’m going to share with you later on how
you can prevent diabetes by avoiding some of these drugs

Risk Factors for Type 2 Diabetes
Age 45 or older

Overweight or obese

Family history of diabetes

Hypertension

Physical inactivity

Depression

History of gestational diabetes

Atherosclerotic cardiovascular disease

HDL-C levels under 35mg/dL

Fasting triglycerides over 250 mg/dL

Treatment with atypical antipsychotics,
glucocorticoids
Certain health conditions associated with
insulin resistance

Obstructive sleep apnea and chronic sleep
deprivation
Member of high-risk population (African
American, Hispanic/Latino, Native, or Asian
American)

Source: The National Diabetes Education Program
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Chances are if you visit your doctor and have one or more of these risk factors, or if your blood glucose
levels (more on that later) are elevated, you’ll be checked for diabetes and put on insulin, either in pill
form or by injection, to control it. But before you get to that point, you need to know there things you can
do RIGHT NOW to lessen or even eliminate these risk factors. In the meantime, here are some of the
warning signs that you may already have diabetes: 55
Excessive thirst and increased urination
Dry, itchy skin
Increased fatigue and overall weakness
Blurred vision
Frequent infections (skin, urinary, vaginal)

Extreme hunger (even after eating)
Unusual weight gain or loss
Irritability
Slow healing of wounds
Numbness or tingling in hands and/or feet

If you are experiencing these symptoms, medications and supplements are not the answer for type 2
diabetes. As I explain later in this eBook, this disease and its forerunners, pre-diabetes and metabolic
syndrome, can be controlled by restoring your insulin and leptin sensitivities with certain behavior
changes such as eliminating grains and sugars in your diet, getting enough good fats, exercising, and
sleeping well.

What Tests Can Show That I Have Diabetes?
Methods for diagnosing diabetes have changed significantly in the past few years. A decade and more
ago, doctors used to simply administer a fasting glucose tolerance test to determine whether you had
diabetes.
Today, they can utilize several different tests, along with something called the “A1C,” which measures
your average blood glucose for the past two to three months. The A1C can be determined with a drop
of blood from a simple finger prick. The other tests include more invasive blood draws through a vein,
which is done after you drink a specially sweetened beverage.
The following is a list of the tests. 56 For more information on them and how they’re administered, you
can visit the National Diabetes Information Clearinghouse here: 57
•

A1C – Sometimes called the hemoglobin A1 c, there is no need to fast. An international team on
diabetes recommended the A1C in 2009 for diagnosing type 2 diabetes as well as prediabetes.
The test measures protein in red blood cells and is reported as a percentage. The higher the
percentage, the higher your blood glucose levels have been. A normal A1C level is below 5.7
percent. If you have A1C numbers of 6.5 or higher, you have diabetes. Prediabetes is the
diagnosis if your A1C is between 5.7 and 6.4.

•

Fasting Plasma Glucose (FPG) – You must be fasting to take this test, meaning that other
than water, you haven’t had anything to eat or drink for at least 8 hours. Glucose levels are
measured from blood samples and diabetes is diagnosed when your level is greater than or
equal to 126 mg/dL. You have prediabetes if the levels are 101 to 125. Normal is 70-100.

•

Oral Glucose Tolerance Test or OGTT – With this test you’re given a special sweet drink.
Your blood glucose levels are measured just before you drink it, and two hours after. You’re
diagnosed with diabetes if your blood glucose is equal to or greater than 200 after two hours.
You have prediabetes if your numbers are 140 to 199.
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•

Random, or Casual Plasma Glucose Test – This is a blood check that your doctor may do if
you have immediate, severe diabetes symptoms. Diabetes is diagnosed if your blood glucose is
equal to or greater than 200 mg/dL.

What Is Insulin Resistance?
If you are insulin-resistant, it means that glucose is building up in your blood because your body is not
using its insulin effectively. This in turn starves your fat, muscle, and liver cells, which causes your body
to signal the pancreas to make more insulin in an attempt to make up for what those cells aren’t getting.
It quickly becomes a vicious circle that can lead to prediabetes and, ultimately, diabetes. Unfortunately,
many people develop type 2 diabetes because they don’t know they’re insulin-resistant until it’s too late.

What Is Prediabetes?
Prediabetes is a term used to describe a state of progressing insulin resistance (also called impaired
glucose tolerance), in which your blood glucose levels are higher than normal but not quite high enough
to actually be called diabetes. As noted above, you may be diagnosed with prediabetes if your glucose
numbers are between 100 and 125. Having prediabetes is a risk factor that you may get type 2
diabetes in the future.
Sometimes referred to as metabolic syndrome, prediabetes is far easier to turn around in the earlier
stages than the later stages, so if you’re diagnosed with it, the time to put it in check is NOW. You can
reset your numbers by achieving a healthy weight through diet and exercise.

Metabolic Syndrome
As insulin resistance increases, your skeletal muscles are no
longer able to make glycogen, a form of stored carbohydrate, from
food energy. In turn, there is an increase in fats in your
bloodstream, which leads to high triglyceride levels and increased
body fat—especially abdominal fat.
This group of symptoms—including diabetes, pre-diabetes, high
triglycerides, high blood pressure, increased belly fat, and insulin
resistance—is sometimes referred to as metabolic syndrome,
which used to be called Syndrome X. It’s believed that, today, 47
million Americans may have metabolic syndrome. 58
Once thought to be caused primarily by a combination of poor diet, genetic factors, a sedentary
lifestyle, and belly fat, metabolic syndrome is not just a “fat” person’s disease: It can also be diagnosed
in thin people who have one or more of the diabetes risk factors.
And it’s true: if you’re not exercising or paying attention to what you eat, dangerous fat can build up
around your internal organs (called visceral fat), regardless of whether or not you appear overweight on
the outside. 59
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That said, let’s dispel a very common myth.

Diabetes Is Not a Disease of Blood Sugar!
But wait a minute—isn’t that what we’ve been told for decades? That diabetes is a malfunction of your
blood sugar? At first glance it makes sense, since doctors measure glucose levels in your blood to
diagnose diabetes.
But the reality is diabetes is a disease of insulin, a hormone your body needs to convert sugars,
starches and other foods into energy. When your body becomes insulin-resistant, the path to diabetes
begins. 60
Perhaps more importantly, diabetes is also a malfunction of leptin signaling. Leptin is a hormone
discovered in 1994 by Jeffrey M. Friedman and Douglas Coleman, who found that it regulates food
intake (appetite) and body weight. Interestingly, Friedman named leptin after the Greek word leptos,
which means “thin,” after he discovered that mice injected with synthetic leptin became more active and
lost weight.
But since the majority of obese people have very high levels of leptin in their blood, Friedman
determined that these high levels must be associated with a resistance to leptin—in other words, the
signaling pathway for leptin becomes skewed, causing the body to over-produce leptin just as it does
insulin when you are insulin-resistant. Friedman’s work also showed that leptin is a key player in your
body’s satiety response, which signals to your brain that you’re full so you will stop eating.
Friedman and Coleman were awarded the Albert Lasker Award for Basic Medical Research—the most
prestigious American prize in science—for their work. And in the past 20 years, this ground-breaking,
leptin discovery has led to new treatments for obesity, diabetes, and other metabolic conditions,
including metabolic problems in extremely lean women. 61

How Leptin Resistance Causes Obesity and Contributes to Diabetes
One expert in leptin resistance and its role in making you diabetic is Dr. Richard Johnson, head of
nephrology at the University of Colorado. Dr. Johnson has been an important contributor to my articles
on sugar, obesity and diabetes. 62 His book, The Fat Switch, shatters many of our age-old myths about
diet and weight loss.
Referring to how leptin works with insulin and ghrelin, a hormone released from the stomach, to help
control our appetite, Johnson explains that when any one or all of these regulators are disrupted, your
body responds by triggering an alteration in metabolism, which in turn switches off the insulin, ghrelin
and leptin signals that regulate hunger. With leptin, Dr. Johnson says: 63
“…resistance results in increased food intake, and a block in energy production leads to
preferential conversion of the energy into fat. Therefore, the major reasons we are eating too
much is not because we are given larger plates of food, but rather because we are now more
hungry and want larger plates of food.”
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And because hunger is a powerful, innate mechanism, if we’re hungry when we shouldn’t be and we
eat too much of the wrong thing too often, the inevitable occurs: we begin to show signs of metabolic
syndrome, prediabetes and, ultimately, diabetes.
We already know that weight loss can help control both type 2 diabetes and hypertension, particularly if
the weight is lost soon after you’ve been diagnosed with diabetes. 64 So it makes sense that since the
primary hormone that controls hunger is leptin, it’s important to know how to “reset” the switch that
makes leptin work.
Elevated insulin levels have been associated with other co-existing conditions including: 65, 66
•

Heart/coronary artery disease

•

Peripheral vascular disease

•

Stroke

•

High blood pressure

•

Arthritis

•

Fatty liver disease

•

Hyperlipidemia

•

Cancer

•

Obesity

•

Blindness

•

Kidney failure

These comorbidities have become so costly in terms of both health and economics that The American
Journal of Managed Care released a study67 in February 2015, showing just how prevalent they are.
Looking at more than 4 million patient records and focusing ONLY on patients with type 2 diabetes,
they found that between 2008 and 2012:
•
•
•

88% had at least 1 of 14 comorbidities
51% had 3 or more comorbidities
19% had a combination of all three of the following chronic conditions: hypertension,
hyperlipidemia and obesity

What’s alarming is that these diabetics most likely were also receiving drugs to treat their other chronic
conditions—meaning that besides fighting diabetes, they are also victims of something called
“polypharmacy” — a condition in which you are taking four or more medications every day. In financial
cost alone, statistics show that 66 percent of total US health care spending is associated with the care
of those who have multiple chronic conditions. 68
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But when you consider that over half of Medicare beneficiaries age 65 and older not only have five or
more chronic conditions, 69 but also are filling 31 different prescriptions per person, per year, 70 it’s not an
understatement to say that until we address the real cause of all this sickness, we are basically playing
Russian Roulette with our health.
Diabetes, like all chronic disease, results from the miscommunication of messages between and within
your cells—in this case, it’s a disease of insulin and leptin miscommunication.

The Many Roles of Insulin
Your doctor will likely tell you that the purpose of insulin is to
lower blood sugar. But this is part of a widespread
misconception. Insulin’s true evolutionary purpose is to work
with the pancreatic hormone glucagon to both regulate and
store excess nutrients. In fact, one of the primary roles of
insulin is to control storage of glucose in fat cells. 71
Insulin and glucagon have crucial roles in this regulatory
process and, like partners in a dance, they have to keep in
step with each other to maintain normal blood glucose
levels. The fact that insulin lowers blood sugar is simply a
side effect of its job. 72 On the flip side, glucagon’s job is to
raise blood sugar when it detects a dip in glucose levels.
Insulin has three main functions 73 in your body. They are:
•
•
•

Help muscle, fat and liver cells absorb glucose
Stimulate liver and muscle tissue to store excess glucose
Lower blood glucose levels by reducing glucose production in the liver

Your body needs sugar to survive. You can’t live without it—in fact, your brain is so dependent on it that
a 20 percent decline in blood sugar can lead to nausea and neurological symptoms. 74 But your body
also needs insulin to facilitate that energy getting to all the cells of the body, because they can’t uptake
the sugar directly.
So insulin both “feeds” your body sugar and stores it. When your body notices that your blood sugar is
elevated, it’s a sign that you have more glucose/energy in your blood than you need, and you aren’t
burning it fast enough, so it’s accumulating. Therefore, insulin is released to take that sugar and store it
in an effort to maintain balance in your cells.
And the more your glucose levels rise, the more insulin your pancreas will release, and the more that
will get stored.
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Insulin and Glucagon Work Together
Insulin directly impacts many cells in your body, especially the muscle, red blood, and fat cells. Most of
the excess glucose is stored in fat cells, with just a small portion stored as glycogen. Glycogen is used
for quick, immediate energy, the type your body needs for basic life functions. 75 When your body
becomes saturated with glycogen, the excess goes to fat cells in your liver, where it’s tapped by
glucagon when your body has used all its immediate energy stores and needs extra energy, such as
between meals or when you’re exercising.
Like a dance, this all works well as long as your insulin and glucagon are in step with each other. When
they become disrupted and fall out of step, and the body fails to use insulin effectively, glucose builds
up instead of being absorbed. This is called insulin resistance, which we already know can lead to
metabolic syndrome, prediabetes and diabetes and, eventually, “treatment” with insulin injections or
pills to help it get back in step.
Insulin also has other functions, including:
•

Storing magnesium 76

•

Retention of sodium 77

•

Mediating blood lipids 78

•

Stimulating cell proliferation and cell division 79

•

Helping to regulate growth hormone 80 and sex hormones 81

•

Helping to maintain calcium and phosphorus in bone tissue 82

Insulin’s purpose might even go far beyond the above list, and is now the focus of some fascinating
research by scientists, who have discovered that lowering your insulin levels may add years to your
life. 83, 84

Leptin: Is It the Missing Link Between Obesity and Diabetes?
Leptin, which is produced in fat cells as well as in several organs of your body, 85 is a key hormone that
regulates both appetite and weight loss. It’s secreted 86 by white adipose tissue, called “white fat,” and it
tells your brain when to eat, how much to eat, and most importantly, when to stop eating. It also tells
your brain what to do with the energy it has. Working together with a hormone called ghrelin, leptin
controls long-term energy regulation, while ghrelin works short-term, playing a role in telling your brain
it’s time to eat. 87
Dr. Byron Richards is a board-certified clinical nutritionist who was the first to explain the meaning of
over 7,500 studies on leptin and its link to solving obesity. In his book, Mastering Leptin, 88 he calls
leptin the most powerful hormone in the human body. Most importantly, Richards says that leptin is
essential to life itself: it can function without any help from other hormones—but the other hormones
can’t function without leptin!
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Once you understand just how important leptin is to your body, it’s easy to see why Richards says:
“One thing is very clear, mastering leptin transforms the subjects of weight management and
disease prevention to an astounding new level, opening the door for solving many major health
issues that have not yet been successfully improved for the majority of Americans.”
As Dr. Richards hints, when leptin was first discovered it generated a flurry of excitement that, perhaps,
scientists had finally found a magic bullet to ending obesity. But as I mentioned earlier, scientists were
stymied when they learned that some very obese people actually have high amounts of leptin
circulating in their bodies—which told them that, like insulin resistance, leptin resistance could be a
factor in both obesity and diabetes.
The research on leptin resistance and its role in obesity and diabetes is exciting and still ongoing, but in
the meantime it’s been discovered that leptin is critically involved in many of your body’s functions,
including: 89
•

Regulation of blood circulation and blood pressure

•

Regulation of nerve activity within the endocrine system including the kidney and adrenal glands

•

Prevention of blood clots 90

•

Making new bone 91

•

Body temperature regulation 92

•

Human reproduction and lactation 93

So far, leptin studies have shown that leptin plays significant, if not primary, roles in heart disease,
obesity, diabetes, osteoporosis, autoimmune diseases, reproductive disorders, and perhaps the rate of
aging itself.
Yet, as crucial as leptin is, it’s rarely, if ever, addressed by the medical community that seems bent on
following old diabetes treatment paradigms in spite of these new discoveries. Coupled with what we
know about how insulin interplays with ghrelin, is it any wonder that diabetes hasn’t been conquered?
The only known way to reestablish proper leptin (and insulin) signaling is through proper diet. But first,
here’s one more, critical component to the cause—and cure—of diabetes.
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Carbohydrates and Sugar: The Good, the Bad, and the Ugly
Over time, as your cells are exposed to excess insulin, they’re going to become more insulin resistant.
Meaning, it will take more insulin to get the job done.
The more insulin resistant you become, the higher your risk of developing not only diabetes but a
number of chronic diseases. You also will show faster signs of aging.
But what if I told you there is no reason why you shouldn’t live to be a healthy centenarian? Read on to
learn how following a diet and lifestyle that is healthful for you could help your body last as much as 130
to 140 years.

Carbohydrates: Are They All Bad?
No. Everyone needs a certain amount of carbohydrates, but
some need far less than others. It all depends on your
nutritional type, which is determined by your individual
biochemistry, how active you are and what medications you
take. That’s right: certain medications not only can send your
glucose levels up, but have been shown to actually make you
diabetic. So before we talk about carbs, here’s a list of some
of the “diabetogenic” drugs that can do this. They are:
•

Statins 94,

•

Cortecosteroids 96 (used for reducing inflammation)

•

Thiazide diuretics 97 (used for reducing high blood pressure)

•

Beta Blockers 98 (used for treating high blood pressure)

•

Atypical anti-psychotics 99 (used for treating schizophrenia, bipolar disorder, and other psychotic
symptoms)

95

(used for lowering cholesterol)

There are other drugs that can elevate your risk for diabetes such as antivirals used to treat infections
like HIV, 100 but these are the main ones. So if you’re serious about curing your diabetes, you may want
to start by working with your physician to get off these drugs for good. (It can be dangerous or even lifethreatening to end some drugs “cold-turkey,” so don’t do this without your physician’s help.)
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The Truth About Carbs
Our addiction to grains, potatoes, and sweets means most of us are consuming far too many
carbohydrates that can lead to serious chronic health problems like diabetes.
The worst insulin-offenders are processed foods with refined sugars and grains in them, trans fats,
cereals, soda, candy, white bread, white rice, white potatoes, and high fructose corn syrup. So how do
you determine if you are eating more carbohydrates than your body needs?
If you are experiencing any of the following symptoms, chances are excess carbs are at least partly to
blame:
 Excess weight
 Fatigue and frequent sleepiness
 Depression
 Brain fogginess
 Bloating
 Low blood sugar
 High blood pressure
 High triglycerides
Whether you have diabetes or not it’s important to know that the food you choose is the foundational
strategy for taking control of your health. The American Diabetes Association recommends keeping
track of how much and what type of carbs you eat because they can affect your insulin levels
considerably.
My new and improved nutrition plan can help you make good carb choices, especially if, like most
people with an insulin problem, you’ve been consuming a diet consistently high in sugar and grains.
But remember: how much you eat, how physically active you are, and even the types of medication
you’re on can all affect your insulin balance—meaning you have to take these things into consideration
when you’re choosing your carbs. My recommendation for most people is to follow a fairly low-carb diet.
You can do this by:
 Avoiding refined grains, sugars and flour, processed foods, and foods containing added sugars,
especially high fructose corn syrup
 Eating plenty of whole foods, ideally organic, and replacing the grain carbs with large amounts
of fresh organic locally grown vegetables
 Consuming low-to-moderate amounts of high-quality protein
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Carbs don’t have to be your enemy if you choose wisely—and that choice can be easy if you simply
avoid processed (canned/packaged) foods and sugars, and focus on eating fiber-rich whole foods,
including whole grains if you must eat grains.
Essentially, what this means is turning the American food pyramid on its head and eliminating sugars
and grains as much as possible. Following this simple guideline can also help reduce chronic
inflammation in your body, elevate low-density LDL cholesterol (the “good” cholesterol), help you lose
weight, and ultimately help you achieve healthy insulin and leptin levels.

What About the Glycemic Index?
Glycemic index (GI) is a tool used to measure a food’s tendencies to affect blood sugar.
It’s true that some foods seriously raise blood sugar and cause spikes in insulin, whereas other foods
do not. However, the glycemic index has not been shown to be a consistently valid tool for determining
this, primarily because measuring Gl alone doesn’t tell you how energy dense 101 a food is. The fact is a
food can have a very low glycemic index and contain substantial amounts of sugar—not a healthy
choice at all.
The truth is glycemic index values have far too many exceptions to be consistently useful.
In summary, just how a food will affect your insulin level and blood sugar is controlled by a number of
factors that the glycemic index does not take into account. Moreover, it fails to consider what harm
chemicals like sucralose and fructose contained in supposedly low-GI foods do to your body.
You are simply better off using more reliable means of determining which foods are good for
you—and this is not difficult!

Sugar: An Addiction We Need to Address
It’s a common myth that eating too much sugar is what gives you diabetes. As I’ve already explained, a
combination of things gives us diabetes. But still, we need to address Americans’ sugar addiction and
how it impacts diabetes rates. Should we eat it or shun it?
A few decades ago, diabetics were told never to eat sugar. But now the American Diabetes Association
says it’s OK to incorporate “very small” portions of sweets or desserts in a healthy meal plan. 102
So how do we know how much of “very small” is healthy?
Dr. Robert Lustig is a nationally-recognized authority in the field of neuroendocrinology and a professor
at the University of California, San Francisco. A prolific author of numerous articles and research
papers, he’s written two books on sugar’s effects on our health. Together with a group of scientists from
three American universities, Dr. Lustig maintains an educational website—SugarScience.org—aimed at
making independent sugar research available to the public.
I’ve talked with Dr. Lustig numerous times for my article topics, and he says that the safety threshold for
sugar appears to be around six to nine teaspoons (25-38 grams) of added sugar a day. To give you an
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idea of how much sugar that is, eight Nilla Wafers® 103 have a total of 11 grams of sugar in them, which
is the same amount as one Nature Valley Granola Bar. Clearly, if you’re going to consume added
sugars, you need to know these things, which means reading a lot of labels.
But Dr. Lustig also notes that instead of trying to figure out how much extra sugar you can eat every
day and be “safe,” the answer to resolving insulin resistance can be summarized in two words: real
food. In other words, there are more wholesome ways to get sweetness in your foods.
For example, instead of eating sweetened yogurt with fruit in it, buy unsweetened yogurt and put fruit in
it. “That’s called real food,” he says.
Dr. Lustig believes the long-term answer for people who want to live healthy lives is simply eating real
food. And I agree. Skip the sugar and make real food your mainstay. Then, when a special occasion
like your birthday comes around, you can imbibe in that slice of cake without guilt.

High Fructose Corn Syrup: Not Just Another Sugar
Remember the TV commercials promoting corn syrup, telling you
there’s no difference between high fructose corn syrup (HFCS)
and cane sugar, and that “sugar is sugar,” no matter where it
comes from?
Well, you’re not seeing those commercials any more. That’s
because new research is showing that high fructose corn syrup
not only is NOT the same as natural cane sugar, but it actually
can leave you feeling hungry after you consume it. 104 Here’s
what we know for sure about HFCS:
•

In 2008, the USDA reported that the use of high fructose corn syrup in the U.S. diet increased a
staggering 10,673 percent between 1970 and 2005, by far exceeding any changes in intake of
any other food or food group. 105 Per person, corn syrup consumption increased 387 percent
during that time, while natural sugar consumption went down 38 percent, mainly because food
and beverage processors were using the much lower-cost corn syrup in their products, as
compared to real sugar.

•

In 2010 we learned that HFCS—which accounts for as much as 40 percent of sugar sweeteners
in the US—may contribute to obesity. 106

•

Many studies later, we now know it may very well be a principal driver of diabetes and its
complications! 107, 108

•

Today, more than 35 percent of US adults are obese, 109 and statistics show that the increased
use of HFCS in the US mirrors the rapid rise in obesity over the years. 110

Dr. Richard Johnson, a professor of medicine who’s done groundbreaking research on excess fructose
consumption’s on health, says his research shows that about 25 percent of all Americans are
consuming over 134 grams of fructose a day, With numbers like that, it’s easy to see why metabolic
syndrome, prediabetes and diabetes have overtaken our lives.
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Other concerns with corn syrup are that it:
•

Metabolizes to fat much faster than other sugars 111

•

Raises triglyceride levels, 112 which puts you at an increased risk of heart disease

•

Raises LDL (bad) cholesterol levels 113

•

Is often consumed in liquid form (in soft drinks and juices) which, like regular sugar, magnifies
its negative metabolic effects 114

•

Does not stimulate insulin secretion or enhance leptin production, so it lacks the ability to trigger
appetite control, which in turn contributes to increased food intake and weight gain

•

Contains no enzymes, vitamins, minerals, or other nutrient value

It’s true that if you’re eating a healthy diet of real food, a little bit of corn syrup here or there isn’t going
to cause any catastrophes. But now that we have scientific proof that corn syrup can contribute to
weight gain, diabetes and other chronic diseases, 115 isn’t this a good time to just “swear off” it—and all
sugars—and stick with real food?
You could begin by simply giving up soda, one 12-ounce serving of which contains an entire day’s
allowance of total sugars recommended safe by the USDA. 116 Doing this would result in major health
improvements for everyone, whether it’s sweetened with sucrose or HFCS.
If you’re not ready to go that far, and if you do purchase any processed foods, make sure you read the
label… and put it back on the shelf if high fructose corn syrup is listed as one of the top five ingredients.

Where Do Fruits Figure in to a Healthy Diet?
Keep in mind that fruits also contain fructose, although an ameliorating factor is that whole fruits not
only are real food, but also contain vitamins and other antioxidants that reduce the hazardous effects of
fructose. Juices, on the other hand, are nearly as detrimental as soda because a glass of juice is
loaded with concentrated fructose and, often, a lot of the antioxidants are lost.
Did you ever check the serving size on a fruit juice label? Usually one serving is about 6 ounces. But
how many people only drink, or are satisfied by such a small amount? That’s why it makes sense to
choose the fruit over the juice. You can use the table below to help you keep your daily intake of
fructose from fruits to less than 15 grams a day.
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FRUIT

Serving Size

Grams of Fructose

Limes

1 medium

0

Lemons

1 medium

0.6

Cranberries

1 cup

0.7

Passion fruit

1 medium

0.9

Prune

1 medium

1.2

Apricot

1 medium

1.3

Guava

2 medium

2.2

Date (Deglet Noor style)

1 medium

2.6

Cantaloupe

1/8 of med. melon

2.8

Raspberries

1 cup

3.0

Clementine

1 medium

3.4

Kiwifruit

1 medium

3.4
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Blackberries

1 cup

3.5

Star fruit

1 medium

3.6

Cherries, sweet

10

3.8

Strawberries

1 cup

3.8

Cherries, sour

1 cup

4.0

Pineapple

1 slice
(3.5" x .75")

4.0

Grapefruit, pink or red

1/2 medium

4.3

Boysenberries

1 cup

4.6

Tangerine/mandarin orange

1 medium

4.8

Nectarine

1 medium

5.4

Peach

1 medium

5.9

Orange (navel)

1 medium

6.1

Papaya

1/2 medium

6.3

Honeydew

1/8 of med. melon

6.7
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Banana

1 medium

7.1

Blueberries

1 cup

7.4

Date (Medjool)

1 medium

7.7

Apple (composite)

1 medium

9.5

Persimmon

1 medium

10.6

Watermelon

1/16 med. melon

11.3

Pear

1 medium

11.8

Raisins

1/4 cup

12.3

Grapes, seedless (green or
red)

1 cup

12.4

Mango

1/2 medium

16.2

Apricots, dried

1 cup

16.4

Figs, dried

1 cup

23.0
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Time to End the Low-Fat Myth
Nutritionists and government health agencies have spent decades pushing a low-fat diet as a main
road to better health. Children have been relegated to low- or no-fat milk at school, Adults are
bombarded with no-fat, low-fat choices in the supermarket. TV and radio ads push the low-fat mentality
too. But after more than 40 years of reducing fat consumption, Americans are more obese, more
diabetic and sicker than they were before the anti-fat craze began.
I’ve been talking about how we’re on the wrong track with fat for years, but recently the prestigious
Harvard University School of Public Health chimed in, proclaiming that it’s time to end the low-fat myth.
The school has even created a special page on its website, 117 explaining the importance of healthy
dietary fats.
“Detailed research shows that the total amount of fat in the diet isn’t really linked with weight or
disease,” the school points out. “What really matters is the type of fat and the total calories in the diet.”
That means yes, you CAN have fats, as long as they’re “good” unsaturated fats such as avocados,
olive oil, and walnuts. Trans fats—such as hydrogenated corn, safflower, and soybean oils and
partially-hydrogenated fats such as hard-stick margarine—are not good for you at all. Stay away from
the bad fats, eat the good ones, and you not only will help your heart, but lower your risk of diabetes 118
as well.

What About Artificial Sweeteners?
I’ve written extensively about the dangers of artificial sweeteners, particularly aspartame, which has
been shown to worsen insulin sensitivity more than sugar, and to promote weight gain. 119 My articles on
artificial sweeteners are available for free on my website.
But should you use artificial sweeteners? In a word: no. However, if you feel you need to sweeten your
food anyway, opt for stevia or Luo Han, both of which are safe, natural sweeteners.

Diabetes Was Once Nonexistent in Societies with a Traditional Diet
Diseases of insulin resistance have become a global health crisis as more economies, even in
developing countries, transition from traditional, labor-intensive jobs to sedentary work, and more and
more people adopt diets that put them at risk for developing diabetes.
According to published research at Harvard University School of Health: 120
“Once a disease of the West, type 2 diabetes has now spread to every country in the world.
Once ‘a disease of affluence,’ it is now increasingly common among the poor. Once an adultonset disease almost unheard of in children, rising rates of childhood obesity have rendered it
more common in the pediatric population, especially in certain ethnic groups.”
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Sixty percent of the world’s diabetics live in Asia, with the epicenter in China. In 1980 only 1 percent of
Chinese adults had diabetes; today 11.6 percent—113.9 million—are diabetic. 121 What happened?
According to Diabetes Forecast:
“…the country [China] is following in America’s footsteps—rapid growth, urbanization, affluence,
sedentary factory jobs replacing farm labor, and an abundance of fast food and sugary
drinks.” (Emphasis mine)
What a terrible legacy to pass on to a country that once had almost no diabetes at all!
First, a Bit of History
The first modern humans, Homo sapiens, began walking this Earth about 200,000 years ago, and until
the onset of agriculture about 12,000 years ago, they were hunters and gatherers, subsisting on a diet
of animals and vegetation. 122
While it’s believed that mankind probably ate sugar cane plant about 60,000 years ago, we know for
certain that people in India were eating it in 2500 BC. 123 Ancient Egyptians are credited with
recognizing signs of diabetes about 1000 years later.
It took until 350 AD for Indian food scientists to figure out how to make cane juice and crystallized
sugar. And we humans have been addicted to it ever since.
Sugar came to northern Europe when Crusaders brought it back from fighting in West Asia; 124 in the
1500s, it came to North America, where explorers set up a sugar cane growing industry. 125
It took until 1776 for someone to figure out how to measure glucose in the urine of diabetics. And in
1812, diabetes became noted as a disease when the New England Journal of Medicine and Surgery
was founded. 126
The 1800s were the dawn of the industrial age and, 127 for a while, diabetes was known as a disease of
the affluent—people who could afford to spend more money on refined and processed grains, sugar
and carbohydrates. But today, that’s changed. Diabetes, prediabetes, obesity and simply being
overweight is a disease that spares no one, rich or poor.
Rising obesity rates are considered as much an epidemic as diabetes, 128 and they are the greatest
contributor to the increasing rates of type 2 diabetes. 129 In the US in 2014, more than 35 percent of US
adults were obese; more than 18 percent of children ages 6-19 were obese; and 12.1 percent of US
children ages 2-5 shared this sad fact. 130
Worldwide, global obesity rates have more than doubled since 1980. More than 600 million adults are
obese; 1.9 billion—39 percent of all the adults in the world—are overweight. And, 42 million children
under the age of 5 are overweight.
In developed countries, the number of overweight and obese people combined has tripled from 250
million to 904 million. 131 What’s ironic is that it’s not uncommon for many of these overweight and obese
people to also be malnourished. 132
The World Health Organization (WHO) blames this on:
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•

Richer diets and increased intake of high-fat, high-sugar, high-salt, energy-dense, micronutrientpoor foods

•

Less physical activity, changing modes of transportation, and increasing urbanization

To address this problem, the WHO urges people to become more physically active, to increase
consumption of fruits, vegetables, legumes, whole grains and nuts, and to limit total fats and sugars. At
the same time, they are asking the food industry to cooperate by reducing fat, sugar, and salt content in
processed foods.

So What Can We Do About This?
We can begin with our children, even before they’re born. Children learn what they live. By living a life
of example, we can prevent and reverse metabolic syndrome, prediabetes, and diabetes by showing
our children the best life health choices.
Research shows that risk for diabetes goes up if you have a family history of diabetes. But as Harvard
researchers will tell you, genes are not destiny. 133 You CAN overcome a family history of obesity. And
since we already know that obesity is the leading cause of diabetes, it only makes sense that
preventing diabetes in children should naturally begin with preventing obesity in children.
And that begins with teaching them how to make good food choices from the moment they’re born.

Are You Setting Up Your Child to Become a Diabetic?
Everyone knows that the breast is best as the first food source for babies. But with cereal being one of
the first solid foods typically introduced into an infant’s diet, it may be time to reevaluate that choice.
The American Academy of Pediatrics recommends that babies be exclusively breastfed for the first six
months of life. This means no additional foods unless medically indicated. 134 After that it’s up to you and
your pediatrician to decide what solid foods to introduce.
You may be tempted to start solids earlier, but science shows that doing so could increase your child’s
obesity risk. 135 So hold off, and then when you do begin solids, choose wisely: remember that your
infant is no different than you are in that a starchy diet is going to set your little one up for insulin
resistance. Perhaps that’s why some health officials 136 are suggesting that you begin with pureed food
(you can do this yourself with fresh, organic foods) like sweet potatoes, squash, apples, bananas,
peaches, or pears in addition to pureed food or cereal, rather than just putting your child on cereals, as
was common not that long ago.
While cereals are on pediatricians’ the list, I recommend you begin introducing your infant to vegetables
for carbohydrates instead of cereals.
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Eight Keys to Preventing and Treating Diabetes
The following eight nutrition and lifestyle modifications should be the foundation of your diabetes
prevention and treatment plan.
1. Limit or eliminate all forms of sugars—particularly fructose—and grains—basically all
processed foods—from your diet and incorporate real foods (whole, organic, locallygrown fruits and vegetables).
If you’re insulin/leptin resistant, have diabetes, high blood pressure, heart disease, or are
overweight, you’d be wise to limit your total fructose intake to 15 grams per day until your
insulin/leptin resistance has resolved. For others, limit your daily fructose consumption to 25
grams or less.
The easiest way to do this is to completely give up processed foods of all kinds. Processed
foods and the ingredients they’re made of—high fructose corn syrup, other added sugars,
processed grains, artificial sweeteners, trans fats, and a long list of synthetic additives all
contribute to metabolic, insulin, and leptin dysfunction.
It’s particularly important to eliminate processed meats. In a groundbreaking study
comparing processed meats to unprocessed meats for the first time, 137, 138 researchers at
Harvard School of Public Health found that eating processed meat is associated with a 42
percent higher risk of heart disease and a 19 percent higher risk of type 2 diabetes.
Interestingly, they did not find any risk of heart disease or diabetes among individuals eating
unprocessed red meat such as beef, pork or lamb.
Besides fructose, eliminate trans fats, which increase your risk for diabetes and inflammation by
interfering with your insulin receptors. 139 Trans fatty acids are artery-clogging fats that form
when vegetable oils are hardened into margarine or shortening. They are often found in
cookies, doughnuts, pastries, crackers, fried foods, French fries, and other processed foods.
Healthy saturated fats don’t do this. Since you’re cutting a lot of energy (carbs) from your diet
when you eliminate processed sugars and grains, you need to replace them with something
better, such as:
 Low-to-moderate amounts of high-quality protein found in organically-raised, grass-fed
or pastured meats and dairy products, fish, legumes, and nuts. Aim for one-half gram of
protein per pound of lean body mass, which places most people in a range of 40-70
grams of protein per day. Use the chart below to help you.
Red meat, pork, poultry, and seafood
Eggs contain about 6-8 grams of
average 6-9 grams of protein per ounce. protein per egg. So an omelet made
from two eggs would give you about
An ideal amount for most people would 12-16 grams of protein.
be a 3-ounce serving of meat or
If you add cheese, you need to
seafood (not 9- or 12-ounce steaks!),
which will provide about 18-27 grams of calculate that protein in as well
protein
(check the label of your cheese)
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Seeds and nuts contain on average 4-8 Cooked beans average about 7-8
grams of protein per quarter cup
grams per half cup
Cooked grains average 5-7 grams per
cup

Most vegetables contain about 1-2
grams of protein per ounce

 As much high-quality healthy fat as you want. Your body needs saturated fats to stay
healthy, in appropriate quantities, as they provide many beneficial effects, contrary to
what you have probably been told. 140
For optimal health, most people need upwards of 50-85 percent of their daily calories in
the form of healthy fats. Good sources include coconut and coconut oil, avocados,
butter, nuts, and animal fats. Remember—fats are high in calories but small in volume,
so when you look at your plate, vegetables should be the largest portion
2. Exercise regularly and intensely.
Studies have shown that exercise is beneficial and increases insulin sensitivity, whether you
lose weight or not, 141 and even if you’re physically active as little as 2 and a half hours a
week. 142
Not only that, another study shows that compared the diabetes drug metformin to a lifestyle
change/exercise program in persons at high risk of getting diabetes found that diet and exercise
actually were more effective than the drug in reducing the incidence of diabetes. 143
That’s great news—and the best news is that it’s never too late to start an exercise program.
High intensity interval training (HIIT), which is a central component of my Peak Fitness program,
has been shown to improve insulin sensitivity by as much as 24 percent in just four week
3. Get plenty of omega-3 fats from fish oil or krill oil.
Today’s Western diet has far too many omega-6 fats and far too few omega-3 fats. Because the
body doesn’t make polyunsaturated fatty acids alpha-linolenic acid (ALA) and linoleic acid (LA),
you must get them from your diet. Unfortunately, most American diets have 10 times as many
omega-6 as omega-3 fatty acids—a fact that has the National Institutes of Health (NIH)
concerned. 144
One of the richest sources in omega-3 fats is fish, including krill. However, the NIH says that
there is also strong evidence that fish oil supplements can also offer substantial benefits.
Unfortunately, eating more fresh fish is no longer recommended because mercury levels in
almost all fish have hit dangerously high levels around the world. A far better option is to
supplement with a high-quality krill oil. Krill oil offers a very potent, highly absorbable blend of
antioxidants as well.
Omega-3 is also found in flaxseed oil and walnut oil, so it’s good to include those in your diet.
The main sources of omega-6 fats are corn, soy, canola, safflower and sunflower oil. These are
overabundant in the American diet, and most corn and soybeans are now genetically modified
and sprayed with chemicals, so it’s best you avoid or limit these oils.
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4. Get plenty of sunshine, and if unable to do so, consider oral vitamin D supplementation
with regular monitoring.
New evidence strongly supports that vitamin D is highly beneficial not only in type 1 diabetes, 145
but also in type 2 diabetes. 146, 147
The best way to get optimal vitamin D is through safe sun exposure during the summer months
or a safe tanning bed in winter. You can also consider taking oral vitamin D supplements in
conjunction with regular vitamin D monitoring. (Remember—if you take supplemental vitamin D,
you create an increased demand for vitamin K2 and magnesium.)
And, as we noted earlier, since so many women are hugely deficient in vitamin D, if you’re
thinking of getting pregnant, it would be wise to have your levels monitored and a vitamin D
supplement both before you become pregnant and while you’re pregnant.
5. Get adequate high-quality sleep every night.
In a 10-year study 148 of 70,000 diabetes-free women, researchers found that women who slept
less than five hours or more than nine hours each night were 34 percent more likely to develop
diabetes symptoms than women who slept seven to eight hours each night.
Insufficient sleep also appears to reduce levels of leptin, encouraging insulin resistance and
weight gain. 149
If you are having problems with your sleep, try the suggestions in my article, “Want a Good
Night’s Sleep?” on my website, where you can find 33 ways to improve your sleep quality.
6. Incorporate intermittent fasting.
If you have carefully followed the diet and exercise guidelines and still aren’t making sufficient
progress with your weight and overall health, I strongly recommend incorporating intermittent
fasting. This effectively mimics the eating habits of our ancestors, who would cycle through
periods of feast and famine. Modern research shows this cycling produces a number of
biochemical benefits, including improved insulin/leptin sensitivity, lowered triglycerides and other
biomarkers for health and weight loss.
7. Optimize your gut health.
Your gut is a living ecosystem, full of both good bacteria and bad. Multiple studies have shown
that obese people have different intestinal bacteria than lean people. Recent research 150, 151
also suggests your microbiome can influence your risk of diabetes.
As a general rule, the more good bacteria you have, the stronger your immune system will be
and the better your body will function overall. Fortunately, optimizing your gut flora is relatively
easy. You can reseed your body with good bacteria by regularly eating fermented foods (like
fermented vegetables, especially fermented with starter culture that has strains that produce
vitamin K2, natto, raw organic cheese, and miso) or by taking a high-quality probiotic
supplement.
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8. Maintain a healthy body weight.
If you incorporate the diet and lifestyle changes suggested above, your body weight will
normalize in time.
Determining your ideal body weight depends on a variety of factors, including fame size, age,
general activity level, and genetics.
For a very general guideline, a hip-to-waist index chart that helps you evaluate whether you may
have a weight problem can be useful. This is far better than BMI guides because BMIs fail to
factor in both how muscular you are and your intra-abdominal fat mass (the dangerous visceral
fat that accumulates around your inner organs), which is a potential indicator of leptin sensitivity
and associated health problems.
If you have been following the diet and exercise guidelines carefully and are not making
progress with your weight or with your overall health, then emotional factors may be holding you
back from reaching your goals.
My favorite tool for addressing emotional blocks is the Emotional Freedom Technique (EFT), for
which I have detailed instructions on my website.
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Final Food for Thought
The good news about all of this is that you don’t have to be a part of the diabetes epidemic. To avoid
becoming a dismal statistic, you merely need to make some lifestyle changes and be mindful about
your habits from day to day. In fact, just resolving to be healthier 152, 153 may reduce your risk for
diabetes!
Now that you have an understanding of what diabetes really is and how it develops, you can steer clear
of behavior patterns that are not health promoting and incorporate those that will enhance your quality
of life. The necessary changes are neither expensive nor overly time-consuming: for the most part they
simply require determination and a measure of honest reflection and discipline. To help you with this, I
suggest that you take a lifestyle inventory and make changes in areas where you feel you are lacking.
For example:
 Review your eating patterns and keep a food diary to see where you can improve. How much
sugar (and equivalent insulin-offenders) have you been eating daily? Is corn syrup a hidden
ingredient in your pantry (this means reading the labels)? How many processed foods are you
buying? Are you spending your time in the middle of the grocery store, or around the periphery
(most processed foods come from the middle aisles)?
 Are you an “emotional eater”? Do you tend to overindulge in comfort foods when you are
feeling sad or angry? If so, review the information on my website about EFT, which you might
find very helpful.
 Evaluate your activity level. Are you getting enough exercise each week? Are you getting
enough variation in your exercise routine (aerobic, weight resistance, stretching, intermittent
high-intensity), or are you stuck in a rut?
 Are you getting enough sunlight? Do you need to consider a vitamin D supplement?
 How is your general health and how do you feel? Are you full of energy and vigor, or are you
chronically tired and sluggish? Do you get a lot of colds? Where is your weight related to where
it should be for your height and bone structure? Are there any red flags in your family history?
 What patterns are you inadvertently passing along to your children? What example are
you setting for your kids, in terms of nutrition and exercise? Are they getting the message that
health is a priority?
The good news is changing your health by changing your habits can be easier than you think, and even
fun. As I explain in my new book, Effortless Healing: 9 Simple Ways to Sidestep Illness, Shed Excess
Weight, and Help Your Body Fix Itself, your healing plan is in your hands.
And remember—getting healthy can and should be a family activity! When everyone is involved, you
can support each other and give kudos for positive strides, making it more fun for everyone. The
payoffs to your health will be great, and you will be passing along good lifestyle habits to your children,
which will serve them for years to come.
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