
THE “TEETH” IN DISEASE?
READERS SUMMARY:

1. HOW SCIENCE PRESENTS A CURVEBALL YOU DID NOT SEE COMING?

2. HOW YOUR MOUTH MIGHT BE THE KEY TO DIABETES, OBESITY AND
INFLAMMATION?

3. IS THERE A HYPOTHALAMIC PAROTID AXIS?

4. IS THE PAROTID GLAND THE MOUTH’S PANCREAS?

 

Most of you may not know that before I was a neurosurgeon I
was a dentist and oral and maxillofacial surgeon.  Many people
know  that  Weston   A.  Price  was  a  dentist  too,  who  was
ostracized  from  organized  dentistry  for  many  political
reasons.  Much of his accomplishments have been largely under
appreciated ,because he was painted as an “renegade” by the
American Dental Association and by organized dentistry.  Most
dental students never learn a thing about him or his work as a
result.  The ancestral community knows about Weston A. Price
largely,  because  of  his  foundation  and  people  like  Sally
Fallon and the newer generation of young bucks, like, Chris
Masterjohn.   When  I  went  to  dental  school  at  UCONN,  my
classmates and I never learned a thing about Weston A Price. 
We never were told about his work or his books.  In the last
25 years, my education has evolved from dentistry to oral
surgery,  then  to  neurosurgery,  and  now  to  evolutionary
molecular biology and it hopefully it will end in Optimal
longevity.

 

My background is different, and kind of gives me a unique view
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point into medicine, surgery, and aging.  Unlike many other
ancestral practitioners,  I look at health and disease a bit
differently.  If you have read my QUILT, you know that levee
one is the top of the heap.  The cellular terroir determines
all things in biologic terms for the future’s of our cells. 
Lately,  there  has  been  a  lot  of  “discussion”   in  the
blogosphere about macronutrient theories of obesity and the
role of carbohydrates, and most of you know that my views on
the situation are different then some of these “food guru”
luminaries.  Instead of drawing a line in the sand on macro-
nutrients,  I have chosen to look at the problem through the
optic of how our brain accounts for electrons from our food,
and how it responds to those signals via the hormonal signals
from our hypothalamus in our brain.  This is a job of quantum
biology.  The main hormone that determines how we partition
electrons is leptin, as I have laid in my Quilt document, and
many of my blogs.  Today, we are going to talk about an area
that has never been tapped in our community–How might diabetes
and obesity begin when we view the problem through an “old”
scientific finding that has been largely ignored since it was
discovered in 1968.

 

I’d  like  to  introduce  you  to  John  Leonora,  Ph.D  in
endocrinology.  He was a medical/dental researcher who like,
Weston A. Price,  was largely ignored by most of organized
dentistry and medicine.  He toiled at Loma Linda Universi,ty
and he recently died in February of 2006.  I first heard his
name in 1986, when I was a first year dental student at UCONN
during a class on the origin of dental caries.  Back then, I
heard a presentation on a new theory of dental caries based
upon a lecture that Dr. Leonora gave in 1983.  I became
reacquainted  with  some  more  of  his  work  from  some  of  my

current patients who are 7th Day Adventists and one of my
former  dental  school  classmates,  Dr.  John  Sorrentino

recently.  My 7th Day Adventist friends turned me back on to
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his work in 2006 and I largely ignored this information again
after  I  read  it.   I  think  I  never  fully  grasped  the
implications of it, honestly.  I compiled the articles he
wrote, and in 2006,  put them in a file cabinet under the tab
called the “oral hypothalamus”.  Then in October 2011, my old
buddy Dr. Sorrentino, from UCONN, sent me an article in a
general dentistry magazine to read.  As soon as I saw the
name,  John Leonora,  lightening struck my own memories.  It
was time to synthesize what I remembered from those articles
in 2006 and the 1986 talk, and what I now know and write
something cogent for you to consider.

Dr. Leonora had some new theories about how dental caries
(tooth decay) were caused.  He rejected the dogma I was taught
in  dental  school  that  the  acid  from  bacteria  caused
demineralization of enamel and dentin in teeth to cause dental
decay.  He took it much further.  He postulated that that
dental caries was caused not by bacteria,  but caused by
inflammation  that  was  due  to  hypothalamic  interruption  of
hormones that controlled avascular structures in teeth and
other endocrine organs.  He believed that the parotid gland in
our mouth acted just like our pancreas does in our gut.  He
believed  that  the  parotid  gland  indirectly  controlled  the
metabolism of avascular structures like dentin, enamel, and
the islets of Langerhans that control insulin release in the
pancreas.  This axis essentially helped the brain sense the
initial carbohydrate breakdown in the mouth, and relayed that
data  to  our  parotid  gland  and  pancreas  to  formulate  the
brain/gut axis response hormonally to this energy substrate. 
This is why salivation and insulin secretion can often occur
before a sugary meal is even eaten.  In fact, he was the first
person hinting that insulin and salivary flow maybe linked to
sun exposure.  Leptin receptors are also now known to exist in
the mouth, gingiva, and on taste receptors.

 

In 1986,  as a first year as an ignorant dental student, I had



no idea how brilliant this man was.  Moreover, I was unaware
of  how  incredibly  ignorant  the  rest  of  the  dentistry  and
medicine was to his findings that began in the late sixties. 
Today, I now know about the tremendous accomplishments of
Weston A Price, so it comes as no surprise that another dental
researcher findings are finding the light of day today.  Dr.
Leonora  found  that  rats  fed  a  high  cariogenic  diet  (high
sucrose  diet)  had  the  flow  of  dentinal  fluids  completely
reversed in their teeth, than we expect in normal non-diseased
teeth.  This reversal of dentinal fluid caused the teeth to
become  susceptible  to  decay  because  it  fostered  an
inflammatory terroir in the tooth.  In 1978, he wrote about
the systemic role of trace elements in glucose metabolism
(magnesium and zinc). Remember, from the Gnolls blog post we
spoke about how the loss of intracellular magnesium was the
first biochemical step in developing diabetes, but not the
first quantum effect that causes it.  Dr. Leonora found the
exact same thing in the hypothalamic parotid axis too. I don’t
think this is a coincidence either.  Prior to this in 1975, he
wrote about the effects of carbohydrates on the hypothalamic
parotid gland endocrine axis and how it mimicked the endocrine
and exocrine pancreatic physiology.  He followed this line of
research up with working out how the parotid gland also had
dual endocrine and exocrine function like the pancreas.  He
showed in the earlier 1980’s that dental caries was largely
influenced by hormonal fluctuations and not from bacterial
acid production to cause disease but from hormonal changes due
to a foods carbohydrate load.  This hypothesis was largely
rejected  at  the  time.   Even  today,   most  dentists  and
physicians are ignorant of this man’s work.  I knew about it
because I listened to his 1983 talk on this at UCONN medical
library and my professor pretty much shot it down after I
asked him about it.  He was quick to point out citing the
“accepted research at the time in the literature.”  I totally
forgot about it until recently.
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Mainline scientific theories may have long lifespans, but are
inevitably overturned as accumulating evidence renders them
obsolete and brings alternative theories to the fore. This
happened in physics in 1905 with the advent of the theory or
relativity, and it happened 150 years ago in biology, when
many  diseases  did  not  spontaneously  generate  but  whose
etiologies became explainable when germs and viruses become
known. It has now happened again today in molecular biology
with ROS and antioxidants effects on mitochondria as well. 
Dr. Leonora’s work was pretty shocking for the early 1980’s
scientific community, and I failed to realize its significance
until recently as well. My knowledge back then was fairly
limited.  Today, I am a bit more well rounded and I think his
work merits some further attention.

 

When such a major scientific change in paradigm happens, there
is  usually  a  period  of  significant  and  often  bitter
controversy  between  scientists  seeking  to  hold  on  to  the
theories of the older paradigm, and those espousing the newer
one. The recent disputes on obesity from Taubes, Guyenet, and
Harris come to mind in the blogging community.  Often, this is
followed gradually by changes in basic thinking patterns and a
subsequent  long  period  of  fertile  discovery.  That  fertile
ground takes many shapes.  Today’s post is planting some more
of those seeds for you to think about.

 

It appears that obesity and diabetes development “might begin”
in the oral cavity.  In this way our mouth maybe an ideal
redox sensor for most diseases.  We know that carbohydrates
are first broken down by salivary gland amylase.  Amylase
breaks down long-chain carbohydrates.  Most human amylases
tend  to  be  alpha  amylases.   Both  the  parotid  gland  and
pancreas  share  this  exact  physiology.   It  appears  the
endocrine function of the parotid gland’s acinar cells respond



to a releasing hormone of hypothalamus. This ability is only
found in the human parotid gland.  If the human parotid gland
is removed, the hypothalamic parotid axis ceases to work on
dentinal flow in teeth. Oral inflammation occurs and sets the
stage for disease propagation.  It appears that this axis is
coupled to lingual leptin receptors, and possibly to parotid
gherlin levels.  This releasing hormone signal from the brain
releases a parotid specific hormone that directly effects the
flow of fluid in dentin and helps forms teeth and to calcify
and re-calcify decayed teeth (with Vitamin K2)  to keep them
in optimal health.  When the process is broken down, dentinal
fluid reverses towards the apex of the tooth, and we absorb
things from the oral cavity we should not and it causes an
inflammatory response.  This is precisely how inflammation
enters the tooth and jaw to cause inflammation.  It also helps
explain  why  diseased  teeth  show  apical  abscesses  as  the
inflammation become chronic.  It also appears to be the mode
of action in how we absorb heavy metals from amalgams and
metal dental framework.  It further sheds light on why bad
periodontal and dental health correlates well with cardiac
risk and elevated cardiac CRP and diabetes.  It appears the
oral cavity is the initial sensory sensor for foods for the
hypothalamus as well.

 

This parotid signaling system is how the brain readies the
“avascular  parts”  of  the  gut  for  the  onslaught  of
carbohydrates that will eventually hit the duodenum.  The
Islets do not have a direct blood supply. They have a portal
blood supply much like that of the pituitary gland. It readies
the avascular Islets of Langerhans of the pancreas to further
deal with a carbohydrate load.  It seems to somehow effect the
islets portal blood supply and its gene regulation even before
the carbohydrates hit the duodenum to signal the pancreas to
action.  There is research ongoing to see if the parotid gland
somehow is involved in the biphasic release of insulin.  It



also  appears  that  Dr.  Leonora  discoveries  should  have
illuminated some light on the significance of the hypothalamic
parotid gland endocrine axis as it relates not only to dental
care,  but  also  to  endocrine  pancreatic  function  and  the
possible development of diabetes and obesity.  Sadly this
curious  finding  remains  largely  unknown  by  even  the  most
learned neurobiologists and clinicians.  I hope this changes
soon, because it might just uncover more information to help
us help people restore their health.
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