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Thyroid Hyperfunction - Part Two
All right, let’s dive into a few cases. 

�

This is a 36-year-old patient. Chief complaint was autoimmune thyroid; exophthalmos, which is 
a protrusion of the eyes that is common with Graves’; digestive distress with gas, bloating, and 
diarrhea; abdominal fat; and eczema. Notice that her TSH is essentially zero. Free T3 is 5.2, 
which is high. Free T4 is 2.68, which is also high. Reverse T3 is very high at 33.4, and TSI is 
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high at 381 percent. Also notice that she is positive for H. pylori and IgG and IgM antibodies, 
indicating possible current H. pylori infection. You’d want to confirm that with a stool or breath 
test. There is an association between H. pylori and Graves’ in the scientific literature, so this is 
worth noting. Also note that her fasting glucose and A1c are high, and Graves’ is associated with 
both hyperglycemia and hypoglycemia. Graves’ patients are more likely to develop antibodies to 
insulin and a condition known as Hirata disease, which leads to a very low fasting glucose, but 
they are also more likely to enhance endogenous glucose production via several mechanisms, 
which can lead to high blood sugar, so you can see either high or low blood sugar in Graves’ 
patients.

�
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This patient was still consuming gluten despite having significant gluten intolerance, as you can 
see with the Cyrex Array 3. She traveled a lot for work and didn’t restrict her intake while she 
was away from home. She has antibodies to glutenin and gluteomorphin and equivocal 
antibodies to gliadin transglutaminase, WGA, and alpha gliadin. She also had fungal overgrowth 
and elevated lysozyme and lactoferrin, which is indicative of gut inflammation. The prevalence 
of celiac is much higher in patients with autoimmune thyroid disease, and patients with both 
autoimmune thyroid disease and celiac disease have common genetic backgrounds. Studies 
have shown that antigliadin antibodies are more likely to be present in patients with autoimmune 
thyroid disease, and, in fact, the connection is so strong that some researchers have suggested 
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that all patients with autoimmune thyroid disease be screened for celiac and non-celiac gluten 
sensitivity.

�

kresserinstitute.com �4



�

�

Okay, the next patient is a 39-year-old female with infertility, hot flashes, waking up sweating at 
night, anxiety, and loose stools. TSH is again nearly zero. T4 is high at 12.6. T3 is high at 241. 
Free T3 is out of the functional range at 4.5. Free T4 is totally normal. T3 uptake is low, and this 
can be caused by high estrogen, and the patient was taking an oral contraceptive, which is one of 
the main causes of low T3 uptake that I see. Note that her C-reactive protein and copper are both 
high, and she has a very low zinc-to-copper ratio, which suggests inflammation is present. She is 
also iron deficient. Iron saturation is at 13 percent. TIBC and UIBC are high. Serum iron and 
ferritin are borderline low. Her fasting glucose and triglycerides are high. As I mentioned on the 
last case, you can see both low and high blood sugar with Graves’, but I much more commonly 
see high blood sugar in cases of hyperthyroidism. ALT is elevated out of the functional range, 
which is consistent with what we talked about before, as ALT and AST being potential 
consequences of hyperthyroidism. 
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This patient did have several possible immune triggers present. She had mercury toxicity. Her total 
mercury was 12, and her inorganic mercury was 0.56, which puts her probably in the 99th 
percentile for inorganic mercury. She is over the 95th percentile for total mercury and organic 
mercury as well, so even though this isn’t out of the lab range, it is at a level that we would 
certainly treat. She also had Klebsiella and moderate fungal overgrowth on Doctor’s Data stool 
panel.
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Follow-up testing revealed negative thyroid antibodies, TPO, and thyroglobulin, but persistent 
hyperthyroidism. TSH was again effectively zero. Free T3 was actually a little higher. In this 
case, it was 4.9, almost out of the lab range. Again, free T4 was normal. TSI was completely 
normal at 40, and they are highly sensitive, so a false negative is unlikely but again possible. 
TPO and thyroglobulin are a lot less sensitive, so it is possible she has Hashitoxicosis. At this 
point, I might refer out to an endocrinologist who can test for toxic multinodular goiter, adenoma, 
and some of the less common causes of hyperthyroidism. In the meantime, you can also focus 
on addressing the underlying mechanisms, the mercury toxicity and the gut, to see if that helps, 
but when T3 is high, TSH is nearly zero, and the cause is unclear, I would definitely suggest 
referring out for further workup.
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Here is a different presentation. This is subclinical hyperthyroidism. TSH is low, but free T4 and 
free T3 are normal. Vitamin D is on the low end, but look at PTH. It’s below 30, which as you 
now know suggests he is not biologically deficient. This patient is a 48-year-old male with chief 
complaint of anxiety, OCD, and difficulty with word recall and memory, as well as low libido. This 
could be a transient situation where we just caught a low TSH, which isn’t even all that low—it’s 
0.287—or this patient may just have a low TSH setpoint. There is not much evidence that 
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slightly low TSH with normal T4 and T3 is problematic. Thyroid antibodies were normal. In this 
case, I would just address the other issues that we find in the case review and then retest the 
full thyroid panel after that or in six months or so.

�

The next patient has again extremely low TSH, 0.006, effectively zero. T4 is normal, but T3 is 
high, which again is more common in Graves’. Vitamin D is low, and when it is this low, there is 
really no need to test PTH. It is 13.9. That is pretty much deficiency for everybody. As we 
discussed in the hypothyroidism presentation, in the context of Hashimoto’s, vitamin D plays an 
important role in T-regulatory cell production and differentiation, and low vitamin D will put 
patients at risk for developing autoimmunity and also exacerbate existing autoimmunity.

�

Here is an example of facetious hyperthyroidism, and we talked about this a bit in the last unit. 
This is caused by excess thyroid hormone replacement. Notice that the TSH is still normal at 
0.573. It’s low, but it is still normal. T4, on the other hand, is almost zero. It’s being completely 
suppressed by negative feedback. It is less than 0.5. They couldn’t even detect it, and they 
underlined it and put it in red to alert me. Then T3, total T3, is high at 209. This is a situation 
where the body is attempting to protect itself from excess thyroid hormone by reducing 
endogenous T4 output. 

The question is whether facetious hyperthyroidism is a cause for concern. Many clinicians, 
including her prescribing doctor, believe that it is not and are not particularly worried when they 
see a presentation like this. 
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I believe that that is a mistake, and there is a way of determining whether facetious 
hyperthyroidism is a problem. If TSH is suppressed, even significantly below the lab range, but 
T4 and T3 are normal, it’s probably not a concern provided that TSH is above 0.04, so again, 
that is very low. It’s close to zero, but studies have shown that at that level, if T4 and T3 are 
normal, there is not a significantly increased risk of osteoporosis and other conditions that are 
associated with hyperthyroidism. This was, to be frank, news to me. I was under that impression 
until I did the really deep research for this unit. 

Research has shown that the pituitary gland has receptors for TSH, and they recognize TSI as if 
they were TSH molecules. This causes a reduction of TSH production because the body thinks 
there is already enough, and this can lead to falsely low TSH levels. However, if the patient has 
a very low TSH while taking thyroid hormone replacement, and their T4 and especially T3 are 
elevated, that patient is most definitely at additional risk for bone and cardiovascular disease, 
and that should be addressed. That was the case with the patient on the last slide.
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