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Fibromyalgia: an Alternative View
Chronic infection from bacteria, parasites, mold or viruses in
the jaw, sinuses, gut or any organ can activate the immune system
and cause elevations of cytokines that also increase pain and disturb
sleep. Once pain is elevated, it stresses the system and elevates stress
hormones that modify central pain processing and the central
regulating hormones. In order to reduce the pain, the infection must
be managed and alleviated, and the neuroendocrine system will
normalize.
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Short Communication
Fibromyalgia is a complex neuroendocrine pain condition,
but it is not incurable. Unfortunately, it cannot be cured simply by
managing the symptoms with medication or picking one endocrine
item to correct. It is important to discern how the patient came to
develop fibromyalgia if you want the patient to actually recover.
As a group, Fibromyalgia patients seem all to have very similar
neuroendocrine profiles when they reach the pain clinic. They
have symptoms of low thyroid and high but normal TSH. Poor
digestion and irritable bowel are common. Abnormal levels of
gonadal hormones, low progesterone, testosterone, FSH and LH are
characteristic [1-4].
As a group, Fibromyalgia patients have low levels of branch chain
amino acids that interfere with proper serotonin and dopamine
production and may contribute to abnormal thyroid hormone
receptor structure [5]. Pain is amplified in the thalamus instead of
being suppressed there [6].
Poor stage-four sleep means low growth hormone. Central
suppression of growth hormone releasing hormone (GHRH) by
CRF (corticotrophin releasing hormone) compounds this problem
making the patient intolerant of even the mildest exercise since
growth hormone in an adult mediates repair of muscle tissue after
exercise [7,8]. CRF suppresses all central regulatory hormones in
fibromyalgia and CRF also serves as a neurotransmitter predisposing
the patient to focus on negative or painful events and contributing to
what clinicians have come to call “catastrophising”.
All of these neuroendocrine abnormalities occur in a coordinated
survival response secondary to physiologic stressors and mediators
that cause inflammation and pain. The patient may be unaware of [9]
food sensitivities, such as gluten or milk, that can cause inflammation
in the gut wall of a susceptible patient and make it permeable to small
peptides that can leak across the membrane and activate the immune
system that surrounds it. Macrophages ingest these substances and
break open to release histamine, which stimulates Class C pain fibers
leading to moderate full body pain. Once pain is elevated, it stresses
the system and elevates stress hormones that modify central pain
processing and central regulating hormones. When the offending
food sensitivities are removed, the gut appears to repair itself, the
macrophage sensitivity normalizes, and the neuroendocrine system
will normalize once the inflammation and pain are gone.
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Spine trauma that damages a disc annulus can release powerful
inflammatory PLA2 capable of striping the myelin off of the nerves
and spinal cord [10-13]. Once the pain pathways in the spinal cord
are damaged and conductivity is slowed by PLA2, it creates central
or thalamic pain and the patient experiences intense full body pain
that includes all the joints and the hands and feet [14]. Fibromyalgia
from spine trauma causes elevations of all inflammatory cytokines
and substance P [15]. Once pain is elevated, it stresses the system
and elevates stress hormones that modify central pain processing and
central regulating hormones. In this type of fibromyalgia, pain can be
reversed by a topical application of two specific pulsed microcurrent
frequencies using 40 hertz and 10 hertz. This treatment reduces pain
and all of the cytokines and substance P down to the normal range.
If these reduced pain levels are maintained for four months, the
neuroendocrine and digestive processes normalize and patients no
longer have fibromyalgia.
Fibromyalgia can be reversed, put into remission or cured when
the process that caused it can be corrected. This may not be possible
in every case, but it should be the intended goal of treatment for every
thoughtful, thorough caring physician.
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