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Introduction

Arming Yourself with Thyroid Health Information

WELCOME TO THE fifth edition of The Thyroid Sourcebook, which continues to be the classic primer on thyroid disease for thyroid patients. This new edition is completely revised for a new era in thyroid health information.

How The Thyroid Sourcebook Came to Be

Writing The Thyroid Sourcebook was inspired in large part by my own experiences. In 1983, as a twenty-year-old undergraduate student, I saw a poster put out by the Canadian Cancer Society while sitting on the Toronto subway. The poster alerted the readers to signs of cancer, one of which was a lump on the neck. I had a golf-ball-size lump just under my ear. My family doctor chose to ignore it and said many people have lumps: “Let’s wait and see if it gets smaller.” I went back a month later and was sent to a plastic surgeon. The plastic surgeon told me he would remove it under a local anesthetic, an excisional biopsy.

Had I known then what I know now, I would have done things much differently. I would have expected more and been better informed. When the procedure was performed, for example, I was not given an appropriate amount of local anesthetic—I could feel the procedure. I was also not given any pain medication following the procedure, and I felt a lot of pain as a result.

Finally, when the lump was found to be cancerous, the doctor told my mother instead of me. Even in 1983, this was an outrageous way to manage a thyroid cancer diagnosis for a twenty-year-old woman, breaching common ethical principles such as informed consent and confidentiality. My mother started her sentence with, “They found a malignancy.” I listened to her sputter on awkwardly before I realized she was talking about me and not herself.

I went through the treatment process with almost no information. I had a total thyroidectomy, neck dissection, postsurgery numbness, and the appropriate scans, after first being made hypothyroid. After my first radioactive iodine therapy, I was told I would need external beam radiation therapy. This was the most exhausting and painful part of the treatment. I had daily treatments for a month, but I was not prepared for the side effects of a very sore throat and a severe sunburn on the squared-off area of my neck. I still have a color difference as a result.

What continues to haunt me is how ignorant I was throughout the whole process. Only twenty years later did I learn that I likely had an aggressive tall cell papillary cancer that had lost the ability to suck up iodine. This is why they referred me for external beam therapy. All my scans since have been clean; my thyroglobulin remains undetectable. I had a very good surgeon and good initial treatment. My follow-up, as I have learned more recently, was not optimal, but I believe the external beam therapy saved my life.

Nineteen eighty-three was the pre-Internet age and even pre-PC (unless you count the Commodore 64). People who needed information bought books or went to the library. At that time, there were no nontechnical thyroid books for patients. There were a handful of physician-authored books, but most patients found them to be too brief in some areas and too technical in others. Information about thyroid cancer was completely absent from all the patient literature at that time. Thyroid foundations for patients had just emerged, but none of my doctors pointed me to such foundations.

After I was treated for my thyroid cancer, I graduated from university with a degree in English Literature and became a journalist with health as my focus. In the early 1990s I wrote and researched a magazine article on thyroid disease and decided then that a book for thyroid patients—from the patient’s perspective—ought to be written, considering that there was a paltry quantity of patient literature available on thyroid disease. I wanted to write the book I wished I had when I was first diagnosed. This idea eventually blossomed into The Thyroid Sourcebook, first published in 1993.

The original edition of The Thyroid Sourcebook benefited from the medical advisor for the project, Dr. Robert Volpé. A great thyroid expert who has since passed away, Dr. Volpé is best known for his research in the areas of autoimmune thyroid disease. With his guidance, I was free to create a work that explained things in plain language for patients who, like me, did not have the medical and science backgrounds necessary to understand “Medical Speak” and make informed decisions. The book caught on quickly with patients and was soon recommended by Jane E. Brody, a health columnist at the New York Times, as well as by doctors.

As the first guide for thyroid patients, the book established itself as a trusted source for accurate, easy-to-understand information. For a long time, The Thyroid Sourcebook was the only detailed, nontechnical book readily available in bookstores to thyroid patients. Over the years, this book had been revised four times and became one of the most stolen library books!

In the mid-1990s, as my health journalism career flourished and I wrote many more health books, I became interested in a new field that was just emerging: bioethics. I completed my master’s and doctorate in bioethics, joined the faculty at The University of Kentucky as a bioethicist, and began to publish in the peer-reviewed (academic) literature on thyroid ethics—a territory no bioethicist had ventured into before.

The Challenges of Being a Thyroid Patient Today

Despite the advances in medicine, awareness, and technology since The Thyroid Sourcebook was first published, it’s just as difficult—if not more so—to find accurate information as a thyroid patient today than it ever was. Thyroid disease went from an orphan topic in the 1990s to a saturated health market by 2001. In the late 1990s, as the Internet became much more accessible and popular, thyroid patients began surfing for thyroid information; thyroid websites and listserves abounded. But, as numerous studies have shown, the information available on the majority of health websites is dubious and highly variable.

The illusion of expertise that is created from simply “being in print” is powerful. Anyone can publish unedited health content. This excess of misinformation is problematic for thyroid patients with no medical background who are suffering from the symptoms of thyroid disease; in fact, it can create just as many problems for patients as no information at all. So while the Internet indeed helped to correct the absence of information, it created a different problem: too much inaccurate information. Today, thyroid patients emerge from an Internet search with more incorrect information than correct information. Although there are plenty of credible sources of thyroid information online, they are lost in a sea of other websites with questionable content. This is affecting thyroid patient care globally.

Thyroid Chatrooms, Listserves, and Blogs

Website chatrooms are a magnet for the thyroid patient who has not been able to get appropriate care or enough information to make informed decisions. Thousands of thyroid patients with good and bad experiences are telling their stories online. This can be validating for other patients, but a lot of this material misinterprets all kinds of medical facts—creating false facts that sound true. It’s not unusual to read about bad experiences thirdhand, as in, “My sister’s girlfriend had hypothyroidism and her doctor said . . .”

The Alternative Thyroid E-Health Movement

The growth of the alternative health movement coincided with the growth of the Internet, as well as with the problematic 1994 legislation allowing deregulation of dietary supplements, herbal products, and other nutraceuticals in the United States. This led to a “virtual” explosion of alternative health selling and pedaling to vulnerable patients in all health sectors. Some popular thyroid websites began to shift focus to the alternative medicine approach to thyroid disease—alternative meaning anything that was not mainstream or conventional standard of care. As a result, many websites began to promote discredited theories and treatments, publishing the opinions of questionably trained providers who claimed to specialize in thyroid disease but in reality were either not recognized by their clinical peers as appropriately trained experts or not recognized as published experts in the peer-reviewed literature.

What began to occur was widespread endorsement of unconventional natural therapies and outdated diagnostic procedures as safer and better than the standard of care. A significant portion of thyroid patient literature encourages patients to stay away from conventional endocrinologists and look for alternative health practitioners to obtain the best thyroid health care.

People selling alternative health services and products often zero in on thyroid patients as the perfect market because their health problems are so diffuse: fatigue, weight gain, anxiety, depression, metabolic problems, and so forth. Alternative health retailers are frequently disguised as “experts.”

A common practice is “trick to click.” Here, newsletters may be sent to your inbox with sensationalized headlines with a “Read more” URL link. The more hits a website gets, the higher its Google placement. Google searches may also send you through a thread of links that are all connected to the same websites. In some cases, “trick to click” generates revenue, as some website page authors are paid by the hit.

In other examples, tempting information packets, newsletter subscriptions, and other suspect content may be sold when the website’s free content convinces you that these documents are the answer to your ailments. Some websites sell expensive consultations; in one case, a thyroid patient with no medical training charged patients for her health advice as a “patient advocate,” which, according to several state laws, amounts to practicing medicine without a license. Some thyroid retailers sell self-testing kits and specially compounded “thyroid hormone” formulations (we’ll get to this in Chapter 10). This translates into millions of dollars for the retailers, while thyroid patients are cruelly manipulated. Ironically, thyroid patients are often told by these same retailers that their doctors are all “in the pockets” of pharmaceutical companies and so should not be trusted, while lining their own pockets with patients’ money.

A Crisis in Thyroid Patient Care

What is clear is this: The incidence of thyroid disease is dramatically rising, prompting patients to seek out information on thyroid disease. The more information thyroid patients access, the less accurate information they frequently have. Thyroid sufferers remain confused. Armed with more false information than real medical facts, many thyroid patients are at risk. And their relationships with their doctors are often at risk as well, because doctors can become frustrated spending time educating patients regarding the false information they have been reading online.

Thyroid health misinformation always existed; when I wrote the first edition of this book in 1991–1992, the fake thyroid disease Wilson’s thyroid syndrome (see Chapter 2) was all the rage, for example. But the Internet has turned misinformation into what I call a new kind of thyroid virus that has spread—virtually—everywhere. The popularity of thyroid health on the Internet has also fed the thyroid misinformation book market; there are now dozens of popular thyroid books that contain content that directs thyroid patients to questionable tests and treatments. This is leading to a crisis in patient care that creates “misinformed consent” for patients and frustrated doctors. All the while, the patient population is rising faster than the pool of thyroid experts being trained to look after them.

A Shrinking Pool of Thyroid Doctors

As of this writing, there are not enough thyroid experts in North America to handle the increase in thyroid disease. First, the pool of endocrinologists all over North America is shrinking. Senior and experienced thyroid experts in the United States are struggling to find younger doctors to train and eventually hand over their practices to. In my own university, the director of our Endocrine Fellows program (a fellow is a doctor who has finished residency who then completes one to two years of extra training in his or her specialty) confided to me that he struggles to find qualified fellows who have trained in the United States. Many of our doctors are now foreign-trained, because education is subsidized in most other parts of the world.

Out of that shrinking pool of endocrinologists, most will choose diabetes, not thyroid disease, as their area of focus. When doctors see ten diabetes patients for every one thyroid patient, the level of expertise in thyroid disease may vary greatly—especially for patients with more complex needs. This makes it even harder for patients to get the medical care they need.

My Goals for You

Without enough doctors to serve the patient population and with misinformation abounding, thyroid patients deserve to understand and appreciate the differences between proven, standard-of-care therapies and unproven, experimental therapies that can be dangerous. Right now, most patients are navigating in the dark.

As a bioethicist, thyroid health author, and longtime thyroid patient, I find what’s emerging in thyroid patient care very concerning. As the first patient voice for thyroid patients (going strong for more than fifteen years), it’s time to speak up again.

This completely revised edition of the original trusted source for thyroid disease will give you accurate, evidence-based information—including evidence-based complementary therapies; provide unique information you won’t find elsewhere; and address misinformation you may have read on the Internet or in other books. Woven through are stories collected from other thyroid patients (names and identifiers have been changed) to give you real case studies. To complement your Internet searches, I’ve added an appendix with surfing lessons (see Appendix A) so you can navigate the Internet safely for accurate information. To correct common myths and false facts, I’ve added a “Be Informed” sidebar with an icon [image: Image] a that sheds light on misinformation and helps you to be a better-informed patient.

Ultimately, my goal is the same now as it was when I first wrote this book in 1993: to set you on the right path for understanding thyroid disease so that you can make informed decisions and live better, happier, and healthier lives with thyroid disease.


The Thyroid Sourcebook


1
Meet Your Thyroid Gland

A Beautiful Butterfly

AN ENDOCRINOLOGIST IN South Dakota shared a story that illustrates how in the dark most of us are about our thyroid glands. He was treating a new patient for a thyroid condition and explained what the thyroid gland is, how it works, and what it does. The patient was fascinated by this new, critical body part she never realized she had and asked the doctor, “Do cows have thyroid glands? Or other animals?” “Yes,” he answered, “all animals, fish, birds, and most other species have thyroid glands.” As a newly practicing endocrinologist, he was surprised that this patient was completely unaware of her thyroid gland. But this is not unusual—most people are not aware of their thyroid glands unless they are diagnosed with a thyroid disorder.

Approximately 12 percent of the entire adult population worldwide suffers from some sort of thyroid disease. In the United States, this translates into roughly thirty million adults. Thyroid diseases are grouped by type, such as hypothyroidism, hyperthyroidism, and thyroid cancer. Twenty percent of all women will develop autoimmune thyroid disease, usually hypothyroidism, at some time in their life. Nearly one-fifth of all people over sixty have subclinical hypothyroidism, or mild hypothyroidism.

The purpose of this chapter is to describe where the thyroid gland is located, what it does, and how it works. It also briefly explains the most common thyroid disorders. In addition, it addresses some common misinformation that can interfere with proper decision making regarding your thyroid health. (For information on how to evaluate whether the information you find in various sources is correct, see Appendix A.) The idea is to provide you with enough information about the thyroid gland so you can better understand your diagnosis and make fully informed treatment decisions with your doctor. Since this chapter serves as a very general introduction to the thyroid gland, it will refer you to other chapters in the book for more details.

How Your Thyroid Works

The thyroid gland is often referred to as a butterfly-shaped gland, but it is also shaped like the capital letter H, specifically, the H of the Honda vehicle logo. Each side of the H or butterfly is called a lobe, while the center (the body of the butterfly) is called the isthmus. The thyroid gland is located in the lower part of your neck, in front of your windpipe, and is basically wrapped around the windpipe (see Figure 1.1). Using the butterfly analogy, the butterfly “hugs” the windpipe.

Figure 1.1

[image: Image]

The thyroid gland makes two critical thyroid hormones. The first is thyroxine, known as T4, which has four iodine atoms for each hormone molecule. The second is triiodothyronine, or T3, which has three iodine atoms for each hormone molecule. Both hormones are referred to in the singular as thyroid hormone.

Thyroid hormone is essential for our existence, affecting every single cell in the body. Thyroid hormone serves as the speed control for our cells, controlling their “speed of life.” Of the two hormones, it is thought that only T3 has a direct effect on the cells of the body; it is debatable whether T4 has any direct effect. T4 must be converted to T3 by the cells by removing one specific iodine atom before it can work. If a different iodine atom is removed from T4, it creates an inactive molecule that does not work as an effective thyroid hormone. Nearly all cells have special enzymes inside of them called deiodinases that remove the iodine atom from T4 to make it into T3. It is thought that this is one way that each cell customizes how much T3 it will get, even though the blood supply to all the cells generally provides the same level of T4 at the same time. The T3 produced in the body’s cells works in the nucleus of these cells to turn some genes on and some genes off. This is how the thyroid hormone works in the body.

For example, in the cells of the pituitary gland (where thyroid-stimulating hormone (TSH) is produced), T3 turns off the gene that makes TSH. This is why TSH levels are high when thyroid hormone levels are low and TSH is decreased when thyroid hormone levels are high.

The thyroid gland usually releases around 80 percent of its thyroid hormone as T4 and 20 percent as T3. Only 0.03 percent of the total T4 traveling around in the bloodstream is in the free form, in which it can be taken up into each body cell and do the job of effective thyroid hormone. Once the free T4 passes into a body cell of any kind, it is changed into T3 by an enzyme called 5-prime deiodinase.

Once changed, this T3 is absorbed into the nucleus of the cell, where the chromosomes are found. Inside the nucleus are special T3-receptor proteins that are made to stick to distinct spots in the genes of the chromosomes and also to stick to T3. When enough T3 is taken into the nucleus, it sticks to these T3-receptors and controls the genes that they are attached to. Some genes are turned on while other genes are turned off. Thus, each cell is able to convert the correct proportion of T4 to T3 for its own needs.

[image: Image]
Be Informed:
Know the Facts About T4/T3

Many Internet sites and books falsely state that many people cannot convert T4 into T3. Converting T4 into T3 is necessary for life, and there is no evidence that this metabolic derangement can be acquired later in life. Anyone who could not convert T4 into T3 would not be alive, as this conversion is necessary for fetal development and birth.

This myth leads patients into potentially dangerous decisions about their treatment and into purchasing thyroid “support products” or T3 that they may not need. For information on how T3 levels are determined by measuring levels of the thyroid-stimulating hormone (TSH), see page 20.

The T4/T3 conversion myth is also used to support other false statements. One is that TSH tests can read as normal when you’re really hypothyroid (this is false except for rare people with pituitary tumors). Another falsity is that dessicated pig thyroid hormone (sold as “natural” thyroid hormone), questionable herbal concoctions that “help” with T4/T3 conversion, or regular and chronic T3 supplementation is preferable to, or healthier than, taking levothyroxine alone at the appropriate dose.

[image: Image]


	Yang’s Story: Damaged by the T4/T3 Conversion Myth

When I was diagnosed with hypothyroidism, I searched the Internet and read that people who do not properly convert T4 to T3 should avoid synthetic T4 [levothyroxine]. The website suggested that natural thyroid hormone from animals, which contained both T4 and T3, was preferable. After reading this, I didn’t want to risk not converting my T3 properly and decided that the animal thyroid hormone was the best route for me.


	My endocrinologist refused to give me animal thyroid hormone, so I followed the website’s advice and went to see a holistic doctor (there was a list of them I clicked on). This doctor put me on a brand of pig thyroid hormone. None of this was covered by my health insurance because the holistic doctor did not accept insurance. At first I felt OK, but then I started to feel heart palpitations and all “speedy.” My periods got very strange too. This went up and down for many months; at times I would feel normal, and then the palpitations would start up again. The holistic doctor I saw did not do any blood tests but prescribed some herbs that he said would help with “thyroid support.” It took a long time for me to realize that I was being led astray.


	Finally, I went to see another endocrinologist, who was wonderful and told me that she had many patients like me who read “some things on the Internet” that were not correct. I wasted about a year and a half with the wrong doctor taking the wrong pills. I later learned that the pig thyroid hormone had made me feel speedy because of too much T3—I was overdosed. I was very upset with myself for not questioning more about what I was reading. I thought that since I am well educated, I was able to navigate the Internet, but the health information is confusing.
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Be Informed:
The Truth About Reverse T3

Many websites and books say that trauma and stress can create a “fake” normal T3 level, called reverse T3. The claim is that many people with so-called normal TSH levels really have reverse T3 and are actually hypothyroid. This theory takes fact and creates fiction.

T4 is converted to T3 by removing a specific iodine atom from each of the T4 molecules. If a different iodine is removed, reverse T3 is formed. Reverse T3 is inactive; it cannot do the job of T3 and therefore will not suppress TSH. It will not affect TSH levels at all. If T4 is converted to reverse T3 without making enough regular T3, your TSH levels will be high and you will be hypothyroid. If the TSH levels are normal, so are the levels of regular T3 inside of your cells.

[image: Image]

The Role of Iodine in the Diet

T4 and T3, as already noted, are so named because of the number of iodine atoms per hormone molecule. So what is the role of iodine in the production of thyroid hormone? The thyroid gland needs to import one key ingredient for thyroid hormone production: iodine. Your thyroid gland extracts iodine from various foods, including fish, egg yolks, shellfish, milk products, and anything with iodized salt. Normally you take in sufficient iodine through your diet.

Thyroid glands are very sensitive to iodine. When the thyroid gland is not able to obtain sufficient quantities of iodine, you can develop a goiter, or an enlarged thyroid gland. A goiter can also develop if your thyroid gland is stimulated to take up too much iodine and produces too much thyroid hormone. Although it seems odd that too much or too little iodine can produce the same results, the reason the goiter develops in each case is different. The role iodine plays in the diet as well as the consequences of iodine deficiency are discussed more in Chapter 11.

The Role of the Pituitary Gland and Thyroid-Stimulating Hormone

The pituitary gland is situated at the base of the skull and is, without question, the most influential gland in your body. It is often referred to as the master gland. The pituitary gland acts as the body’s “thermostat” by sending out many types of stimulating hormones to the various parts of our bodies that make hormones.

Your thyroid gland reports directly to the pituitary gland, which monitors T4 and T3 levels in your body. When levels are low, it secretes TSH; this signals the thyroid gland to make thyroid hormone. The TSH stimulates the thyroid to take up iodine from the blood and make thyroid hormone, just as a thermostat’s electrical signal to the furnace stimulates it to take up fuel and make heat. When the thyroid hormone level in the blood rises to the proper level, it causes the pituitary to reduce its release of TSH, just as a thermostat turns off its electrical signal to the furnace. This regulates the thyroid hormone in the blood so that it stays at the proper level, in the same way the thermostat keeps a house at the proper temperature.

If the pituitary gland is working properly, a high level of TSH means that there is not enough thyroid hormone in the blood; a low level of TSH means that there is too high a level of thyroid hormone in the blood; and a normal level of thyroid hormone results in a normal level of TSH. The TSH level in the blood can be measured to tell whether the thyroid is making enough, too little, or too much thyroid hormone. The TSH test is the most accurate and sensitive blood test that exists for thyroid patients.

The Role of the Hypothalamus

The hypothalamus is a part of the brain located just above the pituitary gland. It is connected to the pituitary by a thin stalk that carries hormones that help control the pituitary. A part of the hypothalamus also works like a thyroid hormone thermostat, releasing its own signal, thyrotropin-releasing hormone (TRH), or TSH-releasing hormone, to the pituitary when the thyroid hormone levels are low. Thus there is a “double-thermostat” control of thyroid hormone in the body, although this can break down when something is wrong with the hypothalamus.

The Role of Calcitonin

In the thyroid gland, the cells that produce thyroid hormone are called follicular cells. Thyroid follicles are contained within the capsule of the thyroid gland like bunches of microscopic grapes. Between neighboring thyroid follicles are tiny blood vessels, lymph vessels, and collections of other cells, called parafollicular cells. These parafollicular cells, or C-cells, make additional hormones, such as calcitonin and somatostatin.

Calcitonin helps to regulate calcium and therefore helps to prevent osteoporosis. But to your bones, calcitonin is kind of like a tonsil. It serves a useful purpose, but when the hormone is not manufactured due to the absence of a thyroid gland (if it’s removed or ablated by radioactive iodine), you won’t really notice any effects, just as you don’t miss your tonsils. Calcium levels are really controlled by the parathyroid glands and are much more dependent on Vitamin D, which helps with calcium absorption; diet; and exercise, which builds bone mass.

Calcitonin is only important when discussing the thyroid in the context of a rare type of thyroid cancer known as medullary thyroid cancer (see Chapter 6). When this type of thyroid cancer develops, your thyroid overproduces calcitonin, which is a marker for medullary thyroid cancer.

A Few Words About the Parathyroid Glands

There are usually four (though sometimes three to six) other glands located very close to the thyroid gland; they are called parathyroid glands, which literally means “near the thyroid.” These glands do not produce thyroid hormone but instead make parathyroid hormone (PTH), which is important for controlling calcium in the body. It causes the kidneys to retain calcium in the blood while releasing phosphorus into the urine. At the same time, it increases the activation of vitamin D, which enhances the absorption of calcium and phosphorus from food and beverages.

These glands are sometimes damaged or accidentally removed during surgery on the thyroid gland. Although only one functioning parathyroid gland is needed, loss or damage to all four glands results in loss of parathyroid hormone, which reduces the absorption of calcium, causing calcium levels in the blood to fall. The symptoms of low calcium include muscle cramps and spasms, numbness, and, in severe cases, seizures. Likewise, losing the parathyroid glands causes phosphorus levels to stay high because the kidneys are not able to release it into the urine.

Damage to the parathyroid glands is a known risk of thyroid surgery. This risk is higher, however, when the surgeon is less experienced, when there is a need for multiple neck surgeries, or when a thyroid cancer is particularly invasive.

The Role of Thyroglobulin

Although this sounds like a Halloween candy, thyroglobulin (Tg) is a specific protein made only by your thyroid cells and is used mostly by the thyroid gland itself to make thyroid hormone. The only role thyroglobulin plays in the treatment of thyroid disease is as a screening marker for thyroid cancer recurrence. After your thyroid gland is removed as a consequence of any type of thyroid cancer (see Chapter 6), the protein thyroglobulin should not be manufactured anymore. If thyroglobulin is detectable on a blood test, it’s a sign that some thyroid tissue remains, which could indicate a recurrence of thyroid cancer. Screening for thyroglobulin is useless for all other forms of thyroid disease.

Thyroid Disorders and Treatments: An Overview

The following is a summary of the most common thyroid disorders and their treatments, which will serve as a map to the rest of the book.

Hypothyroidism

Hypothyroidism is an underactive thyroid gland. If your thyroid gland is underactive and manufactures too little hormone, your bodily functions slow down. You’ll have an unusually slow pulse, you’ll feel very tired, and you’ll have no energy. In addition, you might be constipated, you might get a little puffy, you might feel cold all the time, and your skin might get very dry. The most common cause of hypothyroidism is Hashimoto’s thyroiditis, an autoimmune thyroid disease. Another common cause is aging; people over age sixty are vulnerable to mild hypothyroidism, which can be easily masked as fatigue associated with aging. See Chapter 2 for more details on hypothyroidism.

Hyperthyroidism

Hyperthyroidism is an overactive thyroid gland. If your thyroid gland is overactive and manufactures too much thyroid hormone, you will become thyrotoxic—toxic from too much thyroid hormone—and your body/heart rate will speed up. You might also feel hot all the time, have diarrhea, lose weight, and feel dizzy or shaky. This is known as thyrotoxicosis, discussed at length in Chapter 3. Hyperthyroidism is a common cause of thyrotoxicosis, but there are other causes as well. The most common is Graves’ disease, an autoimmune thyroid disease that causes hyperthyroidism, which then causes thyrotoxicosis.

Another common cause of thyrotoxicosis is taking too much thyroid hormone, taking an unstable formulation of thyroid hormone (as in animal thyroid hormone), or taking T3 supplements (usually unnecessarily). Hyperthyroidism is discussed more in Chapter 3.

Thyroiditis

Thyroiditis is inflammation of the thyroid gland. Depending on what kind of thyroiditis you have, a goiter and symptoms of thyrotoxicosis or hypothyroidism can develop. Hashimoto’s thyroiditis is an autoimmune disorder (see Chapter 2). The flulike de Quervain’s thyroiditis, silent thyroiditis, and postpartum thyroiditis are usually temporary in nature. Acute suppurative thyroiditis is a bacterial thyroiditis usually seen in children. And Riedel’s thyroiditis is caused by scar tissue. These forms of thyroiditis are discussed in Chapter 4.

Goiter

A goiter is an enlarged thyroid gland, and it is a sign that you may be hypothyroid or hyperthyroid. In previous generations, goiters were the way thyroid disorders were usually diagnosed; the appearance of the goiter was the telltale sign. Today, sensitive assay tests such as the TSH can usually diagnose thyroid diseases early, before the goiter appears. Goiters are discussed throughout the book, particularly in Chapters 2, 3, and 11.

Multinodular Goiter

A multinodular goiter is a bumpy or lumpy enlarged thyroid gland. For some unknown reason, one or more nodules, or lumps, form in your thyroid gland. These nodules can be “runaway trains” that mimic the thyroid gland, but they are not controlled by the thermostat system of the pituitary gland or the hypothalamus. The result is thyrotoxicosis. Many times, nodules do not make thyroid hormone. Ten percent of them turn out to be thyroid cancer. Nodules and multinodular goiters are discussed in Chapter 5.

Thyroid Cancer

Thyroid cancer is now the most quickly increasing type of cancer in both sexes and in all ages. There are several types of thyroid cancer, including follicular, papillary, and medullary. Treatments and follow-up care are discussed in Chapter 6.

Complications and Comorbidities

Thyroid disorders can affect other parts of your body. Thyroid eye disease, for example, is a condition marked by bulgy, watery eyes, frequently predates the diagnosis of Graves’ disease. Cardiovascular diseases, sleep disorders and fatigue, and depression can all mask, complicate, or accompany thyroid disorders. And thyroid diseases can be aggravated by other factors, such as menopause or age. For the ins and outs of thyroid disease complications and comorbidities, see Chapter 7.

Thyroid Disease and New Life

Creating and bringing a new life into the world can be exciting. However, it can also bring on or complicate thyroid disorders. Infertility can be a result of thyroid disorders, while gestational hyperthyroidism and gestational hypothyroidism can also occur (gestational refers to during pregnancy). Women need to monitor their thyroid levels during pregnancy not only for their own sake, but also for their baby’s healthy growth and development. Thyroid disorders in the context of fertility, pregnancy, and in newborns are discussed in Chapter 8.

Radioactive Iodine

Radioactive iodine (RAI) is used in scanning and treatment for a variety of thyroid disorders. Chapter 9 explains RAI usage for diagnostic tests, scans, and treatment and dispels misinformation about RAI. In addition, it discusses RAI scanning for people with thyroid cancer.

Thyroid Hormone Replacement Therapy

In most cases, the result of various thyroid diseases is that your thyroid gland will no longer make thyroid hormone at all, or in adequate amounts. When you are not making enough—or any—thyroid hormone, you need to find a way to replace it in your body. For more on thyroid hormone replacement, see Chapter 10.

Dietary Iodine and Other Diet-Related Issues

As discussed earlier, iodine is a necessary element for the proper functioning of the thyroid gland. Iodine deficiency can lead to goiters and, in newborns and young children, to mental deficiencies. There are times, however, when a low-iodine diet is necessary to prepare for an RAI scan or treatment. Dietary iodine, the low-iodine diet, and other diet- and weight-related issues are discussed in Chapter 11.

Complementary Therapies

Thyroid disorders and their treatments can affect the whole person, not just the thyroid gland. Complementary therapies—therapies that complement allopathic, or conventional medical, treatments—are discussed in Chapter 12.
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Slowing Down

Hypothyroidism

HYPOTHYROIDISM IS ONE of the most common health problems in North America. If you are hypothyroid, it means that you don’t have enough thyroid hormone in your body to function normally. Usually this is because the thyroid gland is underactive and is not making enough thyroid hormone for your body’s requirements. Hypothyroidism can be mild, moderate, or severe. People most at risk for mild hypothyroidism are women, individuals over sixty, people with a family history of thyroid disease, or people with other autoimmune diseases, such as pernicious anemia, Type 1 diabetes, rheumatoid arthritis, or lupus.

Mild hypothyroidism affects 10 to 15 percent of all adults and 7 to 26 percent of people over sixty. It is more common in women than in men. In addition to developing primary hypothyroidism, anyone treated for a thyroid disorder will probably experience iatrogenic (treatment-caused) hypothyroidism at some point, because the treatments for other thyroid conditions usually result in hypothyroidism, quite deliberately and sometimes temporarily.

This chapter explains the symptoms of hypothyroidism, the most common causes of primary hypothyroidism, and treatment for hypothyroidism with thyroid hormone replacement. It also discusses the many conditions that can mimic or mask hypothyroidism, such as depression.

Symptoms of Hypothyroidism

When you are hypothyroid, everything in your body slows down, including your reflexes, your ability to maintain your body temperature, and your ability to respond to your environment. This slowing down occurs from head to toe; these symptoms are discussed here in alphabetical order. These symptoms disappear once your thyroid hormone level is restored to normal.

Cardiovascular Changes

People with hypothyroidism often have an unusually slow pulse rate (between forty and seventy beats per minute) and blood pressure that may be too high. More severe or prolonged hypothyroidism can raise your cholesterol levels as well, and this can aggravate blockage of your coronary arteries. In severe hypothyroidism, the heart muscle fibers may weaken, which can lead to heart failure. This scenario is rare, however, and you would have to suffer from severe and obvious hypothyroid symptoms for a long time before your heart would be at risk.

But even mild hypothyroidism may aggravate your risk for heart disease if you have other risk cofactors. For example, it’s not unusual if you are hypothyroid to notice chest pain (which may be confused with angina) or shortness of breath when you exert yourself. You may notice some calf pain, which is caused by hardening of the arteries and dysfunction of the muscles in the leg. Fluid may also collect, causing your legs and feet to swell.

Cold Intolerance

Because your entire metabolic rate has slowed down, you may not be able to find a comfortable temperature. You may find yourself wondering, “Why is it always freezing in here?” You will likely carry a sweater with you all the time to compensate for your continuous sensitivity to cold. You’ll feel much more comfortable in hot, muggy weather, and you may not even perspire in the heat.

Depression and Psychiatric Misdiagnosis

Hypothyroidism is linked to psychiatric depression more frequently than hyperthyroidism, but symptoms of depression may be masked or misdiagnosed in both cases (see Chapter 3 as well), and thus can cause the psychiatric misdiagnosis. Psychiatrists even find that hypothyroid patients sometimes exhibit certain behaviors linked to psychosis, such as paranoia or aural and visual hallucinations (hearing voices and seeing things that are not there). This used to be called “myxedema madness.” Interestingly, in some populations roughly 15 percent of patients suffering from depression are found to be hypothyroid.

Digestive Changes and Weight Gain

Because your system has slowed down, you may suffer from constipation, hardening of your stools, bloating (which may cause bad breath), poor appetite, and heartburn. Food will not move through your stomach as quickly, so you may experience acid reflux (a condition in which semidigested food comes back up the esophagus). Because the lack of thyroid hormone slows down your metabolism, you might gain weight as well. But because your appetite may decrease radically, your weight could also stay the same.


	Adonia’s Story: Misdiagnosed as Depressed

When I was in my midforties, I started to have problems concentrating and wasn’t really interested in much of anything. I thought I was perimenopausal, but my doctor diagnosed me with depression and put me on an antidepressant. This didn’t really do anything other than make me lose complete interest in sex and gain weight. My hair started to fall out, and my doctor told me that this sometimes happens with antidepressants. I switched to another antidepressant, but I just couldn’t seem to get better.

I was referred to an endocrinologist to see if I was menopausal, and he finally checked my thyroid. My TSH was about 35, which he told me meant I was severely hypothyroid. They gave me a drug, levothyroxine. Things began to improve. When I went off the antidepressant, my hair started to come back, and I was interested in sex again.




Hypothyroid patients can experience some, or all, of these symptoms. If the hypothyroidism is caught early enough, you may not be aware of any of these symptoms until your doctor asks if you have noticed specific changes.

You’ll need to adjust your eating habits to compensate, which is discussed in more detail in Chapter 11. It is common to gain some weight over the course of two or more months when you are diagnosed with a hypothyroid condition, even though you may not be eating as much. Some of the weight gain, however, is due to bloating from constipation. The frequency of your bowel movements will decrease when you are hypothyroid and will usually improve after your thyroid hormone levels are restored to normal.

Enlarged Thyroid Gland

You may experience an enlarged thyroid gland, or goiter, either because it is scarred from Hashimoto’s thyroiditis (see page 23) or from constant stimulation from high TSH levels. A goiter can also develop from Graves’ disease, when too much thyroid hormone is produced (see Chapter 3).

Fatigue and Sleepiness

The classic symptom of hypothyroidism is a distinct, lethargic tiredness or sluggishness, causing you to feel unnaturally sleepy, even though you slept well for over twelve hours the night before. Your doctor may also notice that you exhibit delayed reflexes. Researchers now know that when you are hypothyroid, you are less able to reach Stage IV sleep, the deepest, most restful kind of sleep. Lack of restorative sleep partly explains why you feel tired, sleepy, and unrefreshed.

Fingernails

Your fingernails may become brittle and develop lines and grooves to the point where applying nail polish may be difficult.

Hair Changes

When you are hypothyroid, your hair may become thin, dry, and brittle, and you may find that you need additional hair conditioner. You may also lose some hair, to the point where it becomes sparse, or body hair, such as eyebrow, leg, arm, or pubic hair. Much of this grows back after some time on thyroid hormone replacement. If your thyroid hormone levels change over a short time, such as going from hypothyroidism to normal thyroid levels (euthyroidism), or from euthyroidism to hypothyroidism, you may experience transient increased hair loss, although your hair will grow back.

High Cholesterol

Hypothyroid patients often have high cholesterol, which can lead to a host of other problems, including heart disease. In fact, it’s generally recommended that anyone with high cholesterol be tested for hypothyroidism. Your cholesterol level should be controlled through diet until your thyroid problem is brought under control. Cholesterol-lowering medications should not be started unless the high cholesterol levels persist for a few months after sufficient thyroid hormone replacement therapy.

Menstrual Cycle Changes

If you are female and hypothyroid, your menstrual periods will probably become much heavier and more frequent than usual. Your ovaries may even stop producing/releasing an egg each month. This can make conception difficult. You may also develop anemia resulting from these heavy periods.

Milky Discharge from Breasts

Hypothyroidism may cause you to overproduce prolactin, one of the hormones responsible for milk production. Too much prolactin can also block estrogen production, which will interfere with regular periods and ovulation. If you notice discharge coming out of your breast by itself and you are not lactating or deliberately expressing your breasts, get checked by a breast specialist or gynecologist (who should also perform a thorough breast exam to rule out other conditions).

Muscle Aches and Cramps

Hypothyroid patients commonly complain of muscle aches and cramps. Joints may also start to hurt. In fact, many people with hypothyroidism believe they are experiencing arthritic symptoms, although the condition completely clears up with thyroid hormone treatment. The aching can be severe enough to wake you up at night.

Muscle coordination can also be a problem. You may feel “klutzy” all the time and find it increasingly difficult to perform simple motor tasks. This clumsiness is a result of the effects of hypothyroidism on the coordination center in the brain.

Numbness

Numbness is combined with a sensation of “pins and needles.” Hypothyroid patients also have a tendency to develop carpal tunnel syndrome, which is characterized by tingling and numbness in the hands. It is caused, in this case, by compression on nerves in the wrist due to thickening and swelling of the body tissues under the skin. This condition will usually resolve itself once your hypothyroidism is treated.

Poor Memory and Concentration

Hypothyroidism causes a “spacey” feeling, so you may find it difficult to remember things or to concentrate at work. This is especially scary for seniors, who may feel as though dementia is settling in. In fact, one of the most common causes of so-called “senility” is actually undiagnosed hypothyroidism.

Skin Changes

Your skin may feel dry and coarse to the point where it flakes like powder when you scratch it. Cracked skin can also become common
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Be Informed:
Don’t Drive While Hypothyroid

People who are moderately to severely hypothyroid, with TSH levels higher than 20, should not drive a vehicle of any kind, fly a plane, or operate heavy machinery. These rules do not apply to the vast majority of those who are mildly hypothyroid (usually with levels of 5 to 20). Thyroid cancer patients preparing for withdrawal scans (see Chapter 9), whose TSH levels typically go above 30 while in preparation, should definitely not drive while hypothyroid.
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on your elbows and kneecaps. Your skin may develop a yellowish hue as the hypothyroidism worsens; this is caused by a buildup of carotene, a substance in our diet that is normally converted into vitamin A but slows its conversion due to hypothyroidism. Because your blood vessels are more tightly constricted, diverting blood away from your skin, you may also appear pale and washed out.

Other symptoms, which are more obvious to a physician, will be the presence of a condition known as myxedema, a thickening of skin and underlying tissues. Myxedema is characterized by puffiness around the eyes and face; it can even involve the tongue, which may swell.

Voice Changes

If your thyroid is enlarged, it may affect your vocal cords and cause your voice to sound hoarse or husky.

Diagnosing Hypothyroidism

The most important clue in diagnosing hypothyroidism is to look at the symptoms. People who have four or more of the symptoms of hypothyroidism outlined should be screened. It’s more common for doctors to discover hypothyroidism before symptoms are obvious through a TSH test, which is done routinely during annual checkups. Relying solely on symptoms without confirming through lab tests can be unreliable. If you surveyed a crowd about who was tired, over-weight, constipated, or had dry skin, you would find that many people with normally functioning thyroid glands had those symptoms. The proper diagnostic tests will lead to a correct diagnosis. The two tests that correctly diagnose hypothyroidism are the free T4 test and the TSH test.

The Free T4 Test

To diagnose hypothyroidism, it’s important that free T4 and not total T4 is measured. (The T3 level can be useful to assess thyroid hormone levels only in the case of thyrotoxicosis, not hypothyroidism.) This test provides useful information but cannot assess how the body “feels” in the same way as a TSH test. It is important to note that the laboratory tests for people with symptoms of hypothyroidism should include both a free T4 level and a TSH level because some people have a problem with their pituitary gland or brain that interferes with proper TSH production. In these situations, the free T4 level would be low while the TSH would be inappropriately normal or low.

The TSH Test

As discussed in Chapter 1, assessing TSH is by far the most valuable test for diagnosing thyroid disorder. Unfortunately, this test is also the most misunderstood by thyroid patients.

The most sensitive way to see how the body “feels” is to look at the body’s natural “thermostat” for thyroid hormone, the pituitary gland. If the blood going to the pituitary gland (and the rest of the body) contains the proper amount of free T4, the level of TSH will be normal (0.5 to 4.0 mU/L). If you are hypothyroid, the TSH level will be higher than normal, since the pituitary seeks to stimulate your thyroid gland even if it isn’t there or isn’t working anymore. If you are thyrotoxic, the TSH level will be much lower than normal, since the pituitary will be attempting to diminish its stimulation of your thyroid gland.

Many laboratories might define their normal range for TSH as something close to 0.5 to 5.0; this is because years ago, the “normal” range was established through TSH tests on mostly men with “normal” thyroid glands—many of whom had mild hypothyroidism, which drove up the normal range for many years. This is partly what has spawned so much misinformation concerning the TSH test and caused patients to question its validity.

Knowledgeable physicians know that the true normal for most people is a range of 0.5 to 2.5. The American Association of Clinical Endocrinologists (AACE) revised its TSH targets in 2002, down to 0.3 to 3.0. Indeed, most people who are euthyroid sit between 0.4 and 2.5.

Revising the normal target to a more realistic range has helped many hypothyroid patients, women in particular, negotiate better care with their doctors. Newer targets also help to eliminate the hunt for bizarre (and incorrect) theories that attempt to explain why some people still feel hypothyroid when they are within the normal ranges. Most people will feel mild hypothyroid symptoms at numbers 10 or above. Mild or moderate hypothyroidism would show TSH levels ranging between 10 and 20, while severe hypothyroidism would be at levels above 30. TSH levels of less than 10 are in the range called early or subclinical hypothyroidism. Most people with TSH levels in this range do not have any symptoms that are clear signs of hypothyroid, but studies show they have subtle unhealthy changes in their bodies that are corrected when they take enough thyroid hormone to lower the TSH into the normal range. In addition, people with early hypothyroidism are at great risk of gradually becoming severely hypothyroid, so they should be started on thyroid hormone as soon as they are diagnosed.

Common Causes of Hypothyroidism

People who develop hypothyroidism as a primary condition due to the failure of the thyroid gland itself (“a broken thyroid”) have primary hypothyroidism. This group includes people who develop thyroiditis from Hashimoto’s disease or other causes, babies born without a thyroid gland, and people who have stopped making as much thyroid hormone as they used to due to aging. Congenital hypothyroidism is discussed in Chapter 8. In addition, iodine deficiency can lead to hypothyroidism (see Chapter 11).

People develop iatrogenic hypothyroidism as a result of having their thyroid glands surgically removed (see Chapter 6) or receiving radioactive iodine therapy for the purpose of ablating, or destroying, the thyroid gland (see Chapter 3). This is also considered primary hypothyroidism, because their thyroid glands no longer work, but these causes of hypothyroidism will not be discussed in this chapter.
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Be Informed:
The Truth About the TSH Test

Many websites and books mistakenly state that TSH tests are inaccurate and that use of this test is a sign that your doctor is not up to date. You may have read that the basal body temperature test (used in the 1930s) is more accurate or that it is best to just judge your thyroid hormone levels by the way you feel. All of this is untrue.

So long as your TSH levels are within the ranges discussed, the TSH test is very accurate for showing your thyroid hormone level to be sufficient. Basal body temperature testing has been discredited by all reliable patient thyroid organizations and professional associations, including the American Thyroid Association and all members of Thyroid Federation International (TFI). Many different factors unrelated to thyroid hormone affect the basal body temperature, as well as the basal metabolic rate (another type of test that has been promoted).

There are also pseudoscientific explanations about TSH levels that suggest that the test is inaccurate. One untrue statement is that “excess T3 generated at the pituitary level” can falsely suppress TSH, which is why TSH tests are not reliable in testing for hypothyroidism. Although this is an obviously false statement to anyone who understands basic medical science, it can sound true to those of us who are not scientists. As discussed in Chapter 1, T4 is converted into T3 by an enzyme called 5-prime deiodinase. This enzyme can be found in both the pituitary gland and the body’s cells. No research has ever shown that the enzyme works differently in the pituitary than in body cells. The enzyme is what makes T3 out of T4, and therefore the TSH level accurately reflects the effect of thyroid hormones on the entire body.
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Of note, roughly 25 to 50 percent of all people who have received external radiation therapy to the head and neck area for cancers such as Hodgkin’s disease tend to develop hypothyroidism from thyroid gland failure within ten years of their treatment. It’s recommended that people in this group have an annual TSH test.

Hashimoto’s Thyroiditis

Thyroiditis means “inflammation of the thyroid gland.” Hypothyroidism can develop from thyroiditis, and the most common cause of thyroiditis in North America is an autoimmune disease called Hashimoto’s thyroiditis, or Hashimoto’s disease. Other kinds of thyroiditis are discussed in Chapter 5.

In medical circles, Hashimoto’s disease is referred to as chronic lymphocytic thyroiditis because it occurs when lymphocytes attack the thyroid gland. This disease is named after Hakaru Hashimoto, the Japanese physician who first described the condition in 1912. Like other autoimmune diseases, the tendency for Hashimoto’s thyroiditis is inherited. Much of the time, Hashimoto’s disease strikes adults over thirty (though many younger women have also been diagnosed with it), and it is much more frequently diagnosed in women than in men. Statistically, one in five women will probably develop Hashimoto’s thyroiditis during her lifetime.

Hashimoto’s disease is caused by abnormal autoantibodies and white blood cells that attack and damage thyroid cells. Eventually, this constant attack destroys many of the thyroid cells, and the absence of sufficient functional thyroid cells causes hypothyroidism. In most cases, a goiter develops because of the inflammation and overstimulation of the residual thyroid cells by TSH from the pituitary gland, although sometimes the thyroid gland shrinks instead.

If you develop Hashimoto’s thyroiditis, you probably will not notice any symptoms at first. Sometimes there is a mild pressure in the thyroid gland and fatigue can set in, but unless you are on the lookout for thyroid disease because of your family history, Hashimoto’s disease can go undetected for years. Only when the thyroid cells are damaged to the point that the thyroid gland functions inadequately will you begin to experience the symptoms of hypothyroidism.


	Larissa’s Story: The Hypothyroid Crash

After I had my first child, I couldn’t seem to regain my energy. I thought it was just all the stress of coping with new motherhood. My doctor told me I had the “after-baby blues” and assured me it would pass. At first I noticed mostly tiredness, and then I started to have chronic constipation and a weird puffiness under my eyes. I just sort of dragged along and started to have problems concentrating. I felt horrible, like I was somehow a failure at being a mother.

One day when I was feeling very low, I called my mother and asked her if this was normal after a baby, and she remembered something she hadn’t thought was important—that she had had a thyroid condition when I was born in the 1970s. When I went to my doctor two months later, she finally checked my thyroid. My doctor explained that I had Hashimoto’s disease, which was why I was having all these symptoms. She prescribed thyroid hormone, and I started to feel better in about two weeks.




In rare instances, thyroid eye disease can set in as well (see Chapter 7). In many ways, Hashimoto’s disease is the same as Graves’ disease (see Chapter 3) except that the antibodies destroy the thyroid cells instead of stimulating the thyroid to make excessive thyroid hormone. In fact, the same antibodies seen in Hashimoto’s disease are usually produced in Graves’ disease as well. Treating eye problems associated with Hashimoto’s disease involves treating the initial hypothyroidism first. If eye problems persist, the same treatment pattern outlined for Graves’ disease will be necessary, as detailed in Chapter 7.

Rarer still, some people with Hashimoto’s disease experience thyrotoxicosis and hypothyroidism. This occurs due to the two phases of the disease. First, the attack of the antibodies causes the stores of thyroid hormone within the thyroid gland to suddenly leak out, raising the thyroid hormone to a level in the blood that is too high. This condition is coined Hashitoxicosis. If you suffered from this somewhat paradoxical condition, you would first experience all the symptoms of thyrotoxicosis (see Chapter 3). After a month or two, the antibodies attacking the thyroid cells would cause them to stop working and the leaking stored hormones would be depleted, causing the thyrotoxicosis to resolve. Then, as the thyroid-destructive features of Hashimoto’s disease progressed, you would eventually become hypothyroid, developing the symptoms of hypothyroidism.

Diagnosing Hashimoto’s Thyroiditis

The signs of Hashimoto’s disease are not at all obvious. In its early stages, a goiter can develop as a result of inflammation in the thyroid gland. The goiter is usually firm, but in rare cases can be tender. The goiter’s presence can suggest Hashimoto’s disease, but it is usually suspected because of the onset of symptoms of hypothyroidism. Age can be a factor in diagnosis as well, given that the disease is common in women over forty.

Hashimoto’s disease is frequently missed as a diagnosis, however. Symptoms of hypothyroidism are often attributed to age, particularly in women entering menopause. Once suspected, Hashimoto’s disease is easily diagnosed through a blood test that indicates high levels of thyroid autoantibodies called TPO (thyroid peroxidase) autoantibodies and antithyroglobulin (TG) antibodies in the blood. TSH levels must also be measured; high TSH levels indicate hypothyroidism and the need to take thyroid hormone medication.

Treating Hashimoto’s Thyroiditis

The treatment for Hashimoto’s disease is simple: thyroid hormone replacement is prescribed as soon as the diagnosis is made if TSH levels are high—even if there are no symptoms. Thyroid hormone suppresses production of excessive TSH by the pituitary gland, which, in turn, shrinks any goiter that may have developed or is about to develop. Also, because Hashimoto’s disease often progresses to the point where clinical symptoms of hypothyroidism set in, the thyroid hormone prevents inevitable hypothyroidism. If you have developed a goiter as a result of Hashimoto’s disease, the goiter will usually persist unless you take thyroid hormone. There might be so much scarring in the thyroid gland that the goiter never shrinks; in this case, you may want to have a thyroidectomy, or complete removal of the thyroid gland, if the goiter causes difficulty swallowing. After the thyroidectomy you would still need to take thyroid hormone. It takes anywhere from six to eighteen months for the goiter to shrink; if and when it does shrink, you will need to continue taking levothyroxine to treat your hypothyroidism.

Subclinical Hypothyroidism

Subclinical hypothyroidism, or mild hypothyroidism, refers to hypothyroidism that has not progressed very far, meaning that you have few or no symptoms as of now. The most common cause of this is Hashimoto’s thyroiditis. On a blood test, your free T4 readings would be normal or very close to normal but your thyroid-stimulating hormone readings would be higher than normal.

If you meet any of the following criteria, you should be screened for subclinical hypothyroidism by having an annual TSH test.

[image: Image] Anyone with a family history of thyroid disease

[image: Image] Women planning pregnancy

[image: Image] Pregnant women (very important!)

[image: Image] Women who have just given birth (very important!)

[image: Image] Women over forty

[image: Image] Anyone over sixty

[image: Image] Anyone with symptoms of depression, especially postpartum depression, or who has been diagnosed with depression

[image: Image] Anyone with symptoms and/or a diagnosis of chronic fatigue syndrome or fibromyalgia

[image: Image] Anyone newly diagnosed with PMS (premenstrual syndrome) or perimenopause symptoms

[image: Image] Anyone diagnosed with premature menopause, early menopause, or premature ovarian failure

[image: Image] Anyone with another autoimmune disease, especially rheumatoid arthritis, lupus, or Type 1 diabetes

Less Common Causes of Hypothyroidism

There are less common causes of hypothyroidism—which I will not elaborate on in this book given their rarity—that include:

[image: Image] Certain drugs, such as lithium (see Chapter 10)

[image: Image] Pituitary gland disorders

[image: Image] Tumors or cysts on the pituitary gland

[image: Image] Rare problems with the hypothalamus

Treating Hypothyroidism

Treating hypothyroidism involves taking thyroid hormone, which either replaces the thyroid hormone you’re no longer making or supplements thyroid hormone to compensate for the inadequate amount your thyroid is making. What isn’t so simple is finding the right dosage and restoring your thyroid levels to normal, as determined by the TSH test. Thyroid hormone—in all its formulations—is discussed in detail in Chapter 10.

There are rare cases when thyroid hormone doesn’t work well, such as a rare genetic disorder called thyroid hormone resistance, of which only 350 cases are cited worldwide. Thyroid hormone also doesn’t work if you don’t take it properly; are taking medications or supplements that interfere with its absorption; or are taking pills inactivated by heat, which is a much bigger problem than you would think (see Chapter 10). People with celiac disease (or other absorption problems) may have problems with thyroid hormone absorption, too. In all cases where thyroid hormone doesn’t work well, you will remain hypothyroid and have high TSH levels, which will be seen on a TSH test.

Feeling Hypothyroid When Your Tests Are Normal

If you have normal TSH levels but still have symptoms of hypothyroidism, then you should be relieved to know that the persistent symptoms are not likely to be related to your hypothyroidism and you can investigate other causes and remedies. The goal of treating hypothyroidism is to restore your thyroid levels to normal. The hypothyroid state in your body may exist along with other problems (see Chapter 7). Ask anyone who is not hypothyroid if they’re tired, depressed, constipated, or achy, and a huge majority will say yes to at least one of those complaints in spite of normal thyroid levels and no history of thyroid disease.


	Sujata: An Unusual Case of Graves’ Disease

Just after my fortieth birthday, I started to lose a lot of weight without trying and then noticed that my heart was beating fast. Since I was already thin, I was not happy about losing weight, and my clothes stopped fitting me. Sometimes at night, my heart would be racing so fast that it would wake me up.


	I went to the doctor, where I learned I was hyperthyroid and had Graves’ disease. I was prescribed a medication to slow down my heart rate, and they told me that I should come back in a month or so to discuss the next steps. After a couple of weeks on the heart medication, I started to feel very unwell. I was very tired and took my own pulse and it was only about forty beats per minute, which seemed too slow. I thought I was on too high a dose of this drug and called my doctor. They took me off the drug and told me to see how I felt. Nothing changed, and I started to feel very tired and sort of “draggy.”


	I went to the doctor in another two weeks, as planned, and they did some more tests and told me that I had “a very unusual case of Graves’ disease” because it disappeared. Now my thyroid was not working at all. They told me that it either “burned out” by itself, or I could have Hashitoxicosis, where I start off hyperthyroid and then become hypothyroid. My doctor prescribed levothyroxine, and I started to feel better soon.




The Truth About Hidden Hypothyroidism

There are numerous false and bizarre theories about why hidden hypothyroidism persists in spite of normal TSH levels. It’s important to understand that it’s not really hidden hypothyroidism, but hidden causes for your symptoms that can mimic (or, in most cases, mask) hypothyroidism. In other words, you can continue to feel “hypothyroid” when you’re not because the symptoms of hypothyroidism overlap with other causes not related to thyroid problems. These include physical and emotional stress; sleep deprivation; normal aging, including menopause; sedentary living; poor diet; obesity or obesity-related diseases, such as diabetes or cardiovascular disease; and many others. Remember, too, that bouts of hypothyroidism seriously interfere with your normal activities. Many people become more sedentary, gain weight, and consequently feel bad even after their thyroid hormone levels are restored. Bouts of hypothyroidism can leave you out of the loop at work and in your social life, and you may feel the consequences of catching up or the long absence of engagement in your community or your social network; in turn, that can trigger real depression.

It’s important to understand that you can’t blame all your symptoms of poor health on your thyroid condition, especially when you have cofactors for other diseases. This includes poor social support systems at home, which can predispose people to depression. In short, there are things going on in your life and body other than hypothyroidism; indeed, many people have multiple health conditions simultaneously.

[image: image]
Be Informed: Don’t Believe
These Myths About Hypothyroidism

Rumors and myths about hypothyroidism are a crowded area on the Internet and in many books. Here are the most common myths you may have read—and the truth behind them.

 

MYTH: Thyroid hormone resistance is a common cause of hidden hypothyroidism.

FACT: In the extremely rare genetic disorder called thyroid hormone resistance, or Refetoff Syndrome, much greater quantities of T4 are needed to activate the proper genes. This has been distorted on the Internet and in some books as a common disorder leading to persistent hypothyroidism despite normal TSH levels. This is completely false.

MYTH: Hidden hypothyroidism is common.

FACT: Many websites and books claim that the TSH test cannot detect hypothyroidism in many people and that low body temperature is the best way to measure hypothyroidism. These claims support false theories about so-called “hidden hypothyroidism” and ways to diagnose and treat it, using either natural thyroid hormone or T3 alone. This belief system has organized into two thyroid groups: Broda Barnes followers and Wilson’s thyroid syndrome followers (see next two myths).

MYTH: Broda O. Barnes’s theories are valid.

FACT: The theories springing from the ideas of late physician Broda O. Barnes go like this: Most people have hypothyroidism and don’t know it, which is the underlying cause of almost all ill health in the Western world, from heart disease and diabetes to infections, from emphysema to cancer. According to Barnes, lab blood tests are completely inaccurate in testing for hypothyroidism. He advises that the best way to diagnose hypothyroidism is by measuring basal body temperature with a home thermometer. According to the Barnes method, if your morning temperature is below 97.8°F, then you are hypothyroid. This doesn’t make sense when you consider that the normal body temperature, 98.7°F, was found to fluctuate wildly in many well-done studies published in the medical literature. The American Thyroid Association has an open warning about basal body temperature testing. Followers of Barnes believe that levothyroxine doesn’t work, which is false. The “Barnes system” of self-diagnosing hypothyroidism can lead to someone who will sell you lots of other tests comprising a full metabolic workup. Dr. Barnes practiced medicine from the 1930s through the 1970s, in an era that predated modern TSH tests and refined formulations of levothyroxine. This is probably why Barnes’s writings discuss outdated tests and treatments, which have been repackaged to thyroid patients as an alternative.

MYTH: Wilson’s thyroid syndrome is the cause of my hidden hypothyroidism.

FACT: Wilson’s syndrome is not a thyroid disease or condition recognized by any conventional thyroid practitioners or by the American Thyroid Association. Named by Dr. Denis E. Wilson, it borrows from some of Broda Barnes’s theories about low body temperature as a sign of unrecognized hypothyroidism in spite of normal thyroid lab tests. Wilson also suggests that a host of nonspecific ill-health symptoms, which can be attributed to hundreds of conditions, combined with low body temperature, means you have Wilson’s thyroid syndrome, which can only be treated with a special preparation of T3. There is simply no basis for this treatment, even if hypothyroidism were discovered, based on the strange diagnostic methods and criteria proposed in this theory. Biochemically, if you give someone with normal thyroid function T3 when they don’t need it, they will become thyrotoxic, possibly leading to heart problems and even to death.

MYTH: Experiencing weight gain despite normal TSH levels means you’re hypothyroid.

FACT: Many people struggle with their weight without any kind of thyroid problem. Sadly, being treated for hypothyroidism with thyroid hormone therapy does not automatically disqualify one from weight control issues. During bouts of untreated hypothyroidism, you may gain weight, similar to weight gain after childbirth or after a weeklong cruise with all-you-can-eat buffets. Just like women may have to work at getting rid of their pregnancy weight gain, you may have to work at getting rid of extra pounds put on before your hypothyroidism was treated. Chapter 11 discusses diet and thyroid disease in more detail.
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