






 

 

becomes elevated, the corresponding receptor cells be-
come resistant to the hormone over time, thereby re-
quiring an even higher concentration of hormone to 
produce the desired effect.  In the case of leptin, as fat 
storage increases, more leptin is produced, which over 
time causes the receptor cells in the hypothalamus and 
other target tissues to become “resistant” to it.  The ef-
fect is a reduction in the feeling of satiation after meals, 
similar to the effect caused by low leptin levels.  There-
fore, these individuals feel like they are hungry all the 
time so they eat more and gain more body fat perpetu-
ating this cycle.  One proposed mechanism of leptin 
resistance is  the desensitization or down-regulation of 
the signaling form of the leptin receptor (Ob/Rb) and 
the induction of a protein called SOCS3, which inhibits 
leptin signaling.  Both Ob-Rb and SOCS3 can be de-
tected in blood monocytes.  
 
In lean individuals leptin, along with adiponectin, is 
pivotal in preventing ectopic lipid accumulation, which 
is the accumulation of fat outside the usual fat stores 
(i.e., in places other than adipose tissue).  A drop in 
adiponectin coupled with leptin resistance leads to ec-
topic lipid accumulation in various tissues and organs, 
especially in the abdomen.  When this occurs in mus-
cle, it leads to insulin insensitivity (a relative inability 
of insulin to facilitate the disposal of glucose in tis-
sues).  Insulin insensitivity is the first step towards the 
development of both type 2 diabetes and heart disease.  
Lipid accumulation in pancreatic beta cells, the site of 
insulin production, contributes to the development of 
type 2 diabetes and in cardiomyocytes contributes to 
cardiovascular disease.  Furthermore, in obesity the 
release of growth hormone declines, exacerbating the 
decline normally seen with aging and perpetuating obe-
sity through the loss of the hormone’s muscle-building 
and fat-burning effects. 

 
Therefore, the key to interrupting ectopic lipid accumu-
lation and the resulting dysglycemia and metabolic syn-
drome is to re-sensitize leptin receptors and lower the 
leptin levels in the blood by transitioning the metabo-
lism to a fat-burning metabolism via omega-3 fatty ac-
ids, CLA, L-carnitine, lowering simple and eliminating 
refined carbohydrates, and exercising in adequate 
amounts. 
 
Since its discovery in 1994, leptin has radically 
changed the way science looks at fat, nutrition, and me-
tabolism.  Now it’s time for medicine to catch up and 
start looking at leptin when assessing these patients and 
stop promoting a “low fat” diet to combat obesity and 
blood sugar dysregulation. 
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Do Many IBS Patients 

Really Have Celiac Disease? 
 

By Steve Austin, ND 
 
Design & Participants:  Non-randomized interven-
tion trial of 145 patients with diarrhea-predominant 
irritable bowel syndrome (IBS), 74 patients with celiac 
disease, and 57 patients with active inflammatory 
bowel disease (IBD) 
 
Intervention:  Gluten-free diet in the subset of pa-
tients with IBS lasting six months 
 
Outcome Measures:  Baseline celiac disease-
associated IgA and IgG antibodies against gliadin and 
tissue-transglutaminase, and HLA-DQA1*0501/DQB* 
0201 expression were measured.  The same indices 
were measured again in the IBS patients following the 
six-month intervention as were before-and-after clini-
cal symptoms. 
 
Key Findings:  Over half of the celiac patients who 
had been avoiding gluten and almost all of the celiac 
patients who had not been avoiding gluten had ele-
vated levels of IgG (though not IgA) antibodies.  More 
interestingly, 37% of the IBS patients also tested posi-
tive for specific IgG levels, and HLA-DQ2 expression 
was found in 39% of the IBS patients.  In contrast, 
these numbers were only 18% and 23% respectively in 
IBD patients. 
 
A majority (60%) of the IBS patients who were posi-
tive for HLA-DQ2 and gliadin-specific IgG became 
symptom-free as a result of the gluten-free diet.  Even 
12% of the IBS patients who tested negative for HLA-
DQ2 and gliadin-specific IgG became symptom-free 
as a result of the gluten-free diet.  Arguably this sub-
group may have had a simple wheat allergy or food 
sensitivity. 
 
Practice Implications:  This work is a follow-up to 
investigations by the same research team, confirming 
and extending their previous findings (Ann NY Acad 
Sci, 1998; 859:280-4; Gastroenterol, 2007; 
2001:121:1329-38).  Celiac disease patients often, 
(and by definition, diarrhea-predominant IBS patients 

always) suffer with diarrhea.  These researchers suggest 
that sensitivity to gluten might create symptoms in the 
absence of villous atrophy.  Indeed, in the diarrhea-
predominant IBS patients who did not have classic celiac 
disease, evidence of reactions against gliadin were far 
higher than would normally be expected — a finding 
supported by the much lower numbers that appeared in 
the IBD control group. 
 
The findings of this report should alter the standard 
work-up for IBS. When patients report predominantly 
symptoms of diarrhea, it’s time to test for anti-gliadin 
antibodies and possibly to conduct HLA testing.  Posi-
tive findings demand an extended gluten-free therapeutic 
trial.  The data from this new report suggest that it will 
take only a handful of such patients for the doctor and a 
patient to arrive at a definitive and treatable diagnosis.  
Avoiding gluten is hard work for the patient.  Many pa-
tients with significant symptoms are likely to be compli-
ant if doing so will render them symptom-free. 
 
Wahnschaffe U, Schulzke J-D, et al.  “Predictors of clinical response 
to gluten-free diet in patients diagnosed with diarrhea-predominant 
irritable bowel syndrome.”  Clin Gastroenterol Hepatol, 2007; 5:844-
50. 
 
Combined Supplements Improve Visual Acuity 

in Subjects with Dry Macular Degeneration 
 

By Steve Austin, N.D. 
 
Design & Participants:  This was a controlled, double 
blind (though not randomized) intervention trial.  The 
subjects included 37 adults with age-related macular de-
generation (AMD).  The control was a constructed co-
hort of similar patients from a previous report matched 
for both inclusion and exclusion criteria. 
 
Study Medication & Dosage:  Study subjects received 
retinol (10,000 IU/d), beta carotene (28,640 IU/d), vita-
min C (452 mg/d), vitamin E (200 IU/d), zinc (56 mg/d), 
copper (1.6 mg/d), taurine (400 mg), EPA (180 mg/d), 
DHA (120 mg/d), lutein (8 mg/d), and zeaxanthin 400 
mcg/d).  The control subjects had also received vitamin 
C (400 mg/d), vitamin E (200 IU), zinc (40 mg), and 
beta carotene (300 IU/d), but none of the other supple-
ments. 
 
Primary Outcome Measures:  Changes from baseline 
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two trials using injectable vitamin D 
 
Primary Outcome Measure:  Mortality data 
Key Findings:  The risk of dying during the course of 
follow-up declined a statistically significant 7% in those 
assigned to vitamin D supplementation (95% CI, 0.87-
0.99).  An 8% reduction was found in trials lasting at 
least three years. 
 
Practice Implications:  Gone are the days in which irra-
diated ergosterol (D2) and D3 are considered inter-
changeable, with D3 coming out the clear winner in 
terms of bioavailability.  Gone are the days when 400 
IU/day was considered an adequate supplemental dose, 
increasingly being replaced with calls for doses in the 
1,000-2,000 IU/day range.  Most importantly, gone are 
the days in which vitamin D is viewed as simply a way 
to affect calcium metabolism and bone health. 
 
Evidence showing immune-enhancing and anti-cancer 
actions have been accompanied by new data proving the 
existence of extra-renal bioconversion from semi-
activated 25(OH)D3 to fully-activated 1,25(OH)2D3.  
These new findings paired with the fact that vitamin D 
receptors exist in many parts of the body outside of bone 
have excited the research community, and rightly so.  
The consequences are of potentially great importance, 
and one way to gauge those consequences is through 
measurement of the one end-point no one can argue with 
— mortality. 
 
Perhaps the worst way to gauge a drop in mortality, par-
ticularly cancer mortality, is through relatively short-
term trials, as was the case with most of the trials that 
were studied in this meta-analysis.  Yet despite this se-
vere limitation, a significant reduction in mortality was 
reported.  In an accompanying editorial, noted Harvard 
researcher Edward Giovannucci reminds us, “If vitamin 
D had an additional effect on the development of chronic 
diseases, which tend to have long latencies, these studies 
would have underestimated the total benefit of vitamin D 
supplementation.  For cancer, there is some evidence for 
an influence of vitamin D on both incidence and sur-
vival.”  He goes on to remind us that 800 IU/day is in-
sufficient to achieve even the bottom end of optimal se-
rum 25(OH)D3 levels, yet most of the subjects in these 
trials received far lower doses.  He concludes by won-
dering, “Would even a greater reduction in mortality 
accrue than that suggested in this meta-analysis if in-
takes of vitamin D were higher, if compliance was im-
proved, if higher levels of 25-hydroxyvitamin D were 
attained, and if the duration of supplementation was 
longer?” 
 

in visual function were measured using a variety of 
standard research tools (e.g., Best-Corrected Visual 
Acuity [BCVA] via the Early Treatment Diabetic Reti-
nopathy Study [ETDRS] chart, contrast sensitivity, and 
retinal imaging). 
 
Key Findings:  77% of subjects receiving the full com-
plement of supplements demonstrated stabilization or 
improvement of BCVA at six months.  These same 
subjects saw small improvements in visual acuity that 
achieved statistical significance (p<0.05).  As expected, 
mean visual acuity declined in the control group. 
 
Practice Implications:  Conventional medicine has 
little  to offer many patients with this all-too-common 
disease (incidence:  >15,000,000 Americans >60 years 
of age), now the leading cause of irreversible blindness 
in the elderly.  Progressive deterioration is the norm, 
though the rate of deterioration can vary significantly.  
Dry AMD is the most common form.  Previous re-
search has suggested the possibility that a wide variety 
of nutritional supplements help patients with AMD, 
such as lutein, fish oil, zinc, and antioxidants, or some 
combination thereof.  This trial combines most of these 
supplements at easily attainable dose levels.  The out-
come — a halting of progression and the beginnings of 
a reversal — give health care practitioners a potential 
treatment plan from which to get started. 
 
Interestingly, a standard control group was not part of 
the trial design.  This was not due to the cost, but rather 
because the independent review board determined that 
evidence supporting nutritional supplementation is now 
so strong that the standard of care demands some nutri-
tional supplementation. 
 
Cangemi FE.  “TOZAL study:  An open case control study of an 
oral antioxidant and omega-3 supplement for dry AMD.”  BMC 
Ophthalmol, 2007; 7:3-12. 
 

Vitamin D Supplements Reduce Mortality 
in a Meta-Analysis of 18 Randomized Trials 

 
By Steve Austin, N.D. 

 
Design & Participants:  This is a meta-analysis of 18 
randomized trials of which 13 were blinded or partially 
blinded.  It includes 57,311 combined subjects from the 
18 trials, of whom 4,777 died during a mean follow-up 
of 5.7 years 
 
Study Medication & Dosage:  Vitamin D, mostly as 
cholecalciferol (D3) at 300-2,000 IU/day (mean dose:  
528 IU/day), mostly from oral supplementation, with 

(Continued on next page) 
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seen in teenagers outside of convenience stores and 
those seen outside of health food stores has been strik-
ing. 
These researchers decided to study the effects of glyce-
mic load on young men because high-GI foods cause 
surges in serum insulin, which in turn could exacerbate 
acne by increasing both androgen bioavailability and 
free levels of insulin-like growth factor I.  
 
Although the results were reasonably impressive, 
the small print provides hope for even better results 
with a more extended intervention.  The decline in 
the total lesion count during the third month was 
just as impressive as it was during the second, leav-
ing us little room to expect that the full potential of 
the dietary intervention had been explored in just 
12 weeks. 
 
The findings of this report suggest that one of the natu-
ral treatments for acne should clearly include nutrition.  
While it may seem reasonable to assume that a switch 
from a “bad” diet to a “good” one is the key (because 
most low-GI foods are healthful and many high-GI 
foods are not), keeping one’s eye on GI seems poten-
tially important, given the link between GI and andro-
gen load on one hand and between androgen load and 
acne on the other. 
 
Smith RN, Mann NJ, et al.  “A low-glycemic-load diet improves 
symptoms in acne vulgaris patients: a randomized controlled trial.”  
Am J Clin Nutr, 2007; 86:107-15. 
 
To view more clinical abstracts, visit Clinical Tools at 
www.emersonecologics.com.  To receive the “Clinical Re-
search Update” by e-mail each month at no charge, register 
on-line or call customer service at Emerson Ecologics at 1-
800-654-4432. � 

Unfortunately, the meta-analysis did not separate data 
on the basis of cause of death.  Nonetheless, we have 
reason to expect that despite the relatively short follow-
up, much of the reduction may well have been due to a 
drop in cancer-related deaths. 
 
Arguably — at least for Americans — vitamin D has 
rapidly become the single most important component in 
multivitamins (with the possible exception of folic acid 
for women who could become pregnant).  Vitamin D 
has also become the vitamin for which doses typically 
found in multis is the most inadequate.  This deficit is 
likely to change rapidly. 
 
Autier P and Gandini S.  “Vitamin D supplementation and total 
mortality — a meta-analysis of randomized controlled trials.”  Arch 
Intern Med, 2007; 167:1730-7. 
 

Acne Found Treatable With 
Low-Glycemic Index Diet 

 
By Steve Austin, ND 

 
Design & Participants:  Single-blind intervention trial 
of 43 men with acne 
 
Study Medication & Dosage:  The intervention con-
sisted of a 12-week diet that included 25% protein and 
45% low-glycemic index (GI) carbohydrates (CHO) or 
a control diet emphasizing high-CHO without regard to 
GI.  The intervention diet replaced high-GI foods (e.g., 
potatoes and refined CHO) with lean high-protein 
foods (e.g., fish and fowl) and with low-GI/high-CHO 
foods (e.g., pasta, beans, and fruit).  
 
Primary Outcome Measure:  Lesion counts 
 
Key Findings:  Lesion counts declined 24% in those 
assigned to the low-GI diet versus a decline of 12% 
while on the control diet (P=0.03).  Body weight de-
creased 6.4 pounds versus 1.1 pounds on the control 
diet (P<0.001).  Body mass index (BMI) declined 0.9 
kg/m2 on the low-GI diet versus no decline in the con-
trol group (P=0.001).  Insulin sensitivity also improved 
during the low-GI diet alone (P<0.03). 
 
Practice Implications:  Acne has appeared for the first 
time in populations shortly after they are initially ex-
posed to Western diets, causing epidemiologists to sus-
pect that poor diet is involved in the etiology.  Years 
ago, however, when researchers attempted to pin the 
problem onto isolated foods and failed to do so, the 
idea was dropped.  Nonetheless, a difference this writer 
has observed between the apparent acne prevalence 
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and, except for the ferritin, his laboratory values had re-
turned to normal.  The specialist reported that he had 
suggested the patient discontinue the Bio TCP and Lipo-
Key due to their “very high elements of iron.”  The letter 
also stated that vitamin C “increases the absorption of 
iron.” 
 
My follow-up letter to the specialist, and carbon copy to 
the doctor was as follows: 

 
“Dear Doctor: 
 
“As you may recall, I referred Mr. P to you due to 
his continually elevated ferritin.  However, his iron 
stores continue to be well within normal range.  As 
you are no doubt aware, an elevated ferritin is most 
often due to liver overload, an inflammatory process, 
or hemochromatosis. 
 
“As you can see by the blood chemistries, his liver 
enzymes were elevated out of “clinical range,” sug-
gesting some sort of hepatitis or fat congested liver 
cells.  The liver was palpated swollen and tender. 
 
“As your letter stated, since our management of Mr. 
P’s initial health concern, his condition has continu-
ally and satisfactorily improved.  Due to the fact that  
he reported that hemochromatosis has been diag-
nosed in his family, it is known to be familial, and 
his continually elevated ferritin, I was a little con-
cerned he may have inherited the condition.  This 
was the purpose for our referral. 
 
“According to Guyton’s Physiology, the liver has 
certain basic functions, including bile formation and 
protein synthesis, without which we could survive 
only a very few days.  By considering the history 
and blood chemistries, it is obvious Mr. P had a fat 
congested liver, greatly contributing to his health 
problems.  Bile is essential for efficient uptake of 
oily substances, including the fat soluble vitamins A, 
D, E and K.  It is reported that vitamin C is responsi-
ble for the first step in converting cholesterol to bile 
acids.  Vitamin C deficiency has been shown to 
cause cholesterol to accumulate in the liver and 
blood resulting in increased gall stones and elevated 
cholesterol levels in the blood. 
 
“By your letter, I see you suggested Mr. P discon-
tinue two of the nutrients responsible for his im-
provement, Lipo-Key and Bio TCP, due to your as-
sumption that they contain iron.  In fact, none of the 

EDITOR’S DESK continued from page 151 nutrients prescribed contain any iron. 
 
“Bio TCP is a source of whole beet concentrate, 
which has proven to reduce bile viscosity.  The in-
gredients found in this particular product are:  
taurine (an organic acid that is a major constituent of 
bile); pancrelipase (a combination of lipase, prote-
ase, and amylase, three enzymes essential for diges-
tion of fats, proteins, and sugars);  superoxide dis-
mutase (an important antioxidant in defense of 
nearly all cells exposed to oxygen); catalyse (an en-
zyme found in living organisms, catalyzing decom-
position of hydrogen peroxide to water and oxygen);  
cellulose (often referred to as dietary fiber); stearic 
acid (a saturated fat used for stability and has been 
shown to have little effect on cholesterol); and mag-
nesium state (often used as a filling agent in medical 
tablets and capsules).  So you can readily see Bio 
TCP has no iron or protomorphogens. 
 
“Lipo-Key has three nutrients essential for liver 
health — inositol, choline, and methonine.  It has 
several B vitamins (B1, B2, B3, B6, and B12), in 
addition to the glandular protomorphogens, liver 
concentrate, and desiccated liver.  Glandular proto-
morphogens are commonly used to stimulate func-
tion.  Liver glandulars do not enhance iron absorp-
tion. 
 
“In view of Mr. P’s continued health improvement, 
in conjunction with his blood chemistries and the 
knowledge of the nutrients, the prescribed supple-
ments cannot be described as anything but benefi-
cial.  I strongly recommend to Mr. P that he continue 
his nutritional support.” 

 
I also carbon copied the letter to my patient.  He has 
since returned for follow-up testing and reports feeling 
well.  � 
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also wrong, in that biological ineptness will ensue. 
Even 100% nerve supply is only a part of the whole 
picture.  In actuality, a person presenting with optimal 
health achieved through proper nutritional intake, a 
healthy genetic expression, daily exercise, personal 
satisfaction in life, etc., would with little doubt be in 
need of a chiropractic or medical physician for no more 
than routine scorekeeping examinations and coaching.  
Thus, the necessary paradigm shift here is in our soci-
ety’s understanding that, optimally, a health care pro-
vider is best used to steer us clear of disease rather than 
sitting in the waiting rooms of our lives until there is a 
crisis. 
 
By no means am I intending to imply that the practice 
of medicine is limited to the prescription of antibiotics 
or that chiropractic is limited to treating neuromuscu-
loskeletal lesions.  As their names imply, medicine and 
chiropractic have separate foundations (i.e. medicinal 
and chiropractic therapies, respectively) but, ultimately, 
the same end goal.  The end goal is optimal health for 
those we have the privilege to serve.  Let us not wait 
until the founding fathers die before freeing ourselves 
from antiquated dogma.  Find what works, make sure it 
works, and then add to it; re-tool a good idea with an-
other.  Never take away from what works.  Always add 
to it.   
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New Clinical Message Board  
 
The council on Diagnosis and Internal Disorders of the 
ACA has established a clinical message board for 
DABCI’s, DABCI students and practitioners of func-
tional medicine.  We invite all interested parties to par-
ticipate.  Our clinical message board will be in a new 
Yahoo! Group format. 
 

 
Topics of discussion will include: 
 
· Diagnostic questions 
· Case Studies 
· Current Research 
· Post-graduate seminars 
· Continuing education seminars 
· plus other member benefits 
 
Please contact Monica Montoya, DC with any ques-
tions or problems at littleaggie@hotmail.com. 
 
Subscribe by email: 
 
CDICclinicalmessageboard-subscribe@yahoo.com 
or Dr. Montoya: littleaggie@hotmail.com 
 
Subscribe online on the following website: 

Message from the  
ACA CDID 

 
by Dr. Robert A. Duca 

Clinical Message Board Moderator 

Web Address:   www.groups.yahoo.com/group/CDIDclinicalmessageboard 



 

 

Dr. David Wickes 
Lombard, IL 
 
Dr. Steven Zaeske 
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Dr. Alex Zevan 
Bloomingdale, IL 
 
INDIANA 
Dr. John Bernzott 
Connersville, IN 
 
Dr. Thomas Jansen 
Kendalville, IN 
 
Dr. Brian McGuckin 
Valparaiso, IN 
 
Dr. Robert Prather 
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KANSAS 
Dr. Mark Albers 
Wichita, KS 
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Auburn, KS 
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Wichita, KS 
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Dr. Robert Smith 
Baton Rouge, LA 
 
MARYLAND 
Dr. Wayne Sodano 
Bel Air, MA 
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Dr. Mark Fredrick 
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Dr. David Hepler 
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Dr. William Hogan 
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Dr. Frederick Hult 
McHenry, IL 
 
Dr. Grant Iannelli 
Lombard, IL 
 
Dr. Thomas Jensen 
Sterling, IL 
 
Dr. Harry Jensen 
Sterling, IL 
 
Dr. Theodore Johnson 
Chicago, IL 
 
Dr. James McGinn, Jr. 
Crystal Lake, IL 
 
Dr. Christena Nicholson 
Glen Ellyn, IL 
 
Dr. Anthony Pantanella 
Hoffman Estates, IL 
 
Dr. Michael Poierier 
Lombard, IL 
 
Dr. Robert Pyne, Jr. 
Palos Hills, IL 
 
Dr. William Shelton 
Lombard, IL 
 
Dr. Douglas Stam 
Bourbonnais, IL 
 
Dr. Frank Strehl 
Wheaton, IL 
 
 

CONNECTICUT 
Dr. Paul DiDomizio 
Wolcott, CT 
 
FLORIDA 
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W. Palm Beach, FL 
 
Dr. David Frerking 
Tavares, FL 
 
Dr. Marguerite Gerger 
Clearwater, FL 
 
Dr. Janice Piro 
Palm Harbor, FL 
 
Dr. Susan Player 
Clearwater, FL 
 
Dr. John Podlaski 
Ocala, FL 
 
IOWA 
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McGregor, IA 
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Dr. Robert Friedrichs 
Mason City, IA 
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Ames, IA 
 
Dr. Anita Wubbena 
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Dr. Uma Mulnick 
McCall, ID 
 
ILLINOIS 
Dr. Delilah Anderson 
Lisle, IL 
 
Dr. Jeffrey Bergin 
Lindenhurst, IL 
 
Dr. Stephen Boudro 
Bellwood, IL 
 
Dr. Mete Durum 
Arlington Heights, IL 

Dr. Sylvie Wellausen 
Riverside, CA 
 
Dr. Kelly Worth 
Orange, CA 
 
COLORADO 
Dr. John Baer 
Englewood, CO 
 
Dr. Debra Carpenter 
Pueblo West, CO 
 
Dr. Rita Cummings 
Denver, CO 
 
Dr. Terry Collinson 
Colorado Springs, CO 
 
Dr. Paula Dechert 
Denver, CO 
 
Dr. Sharon DeFrain 
Peotone, IL 
 
Dr. Lewis Holm 
Littleton, CO 
 
Dr. William Kleber 
Berthoud, CO 
 
Dr. Reiner Kremer 
Franktown, CO  
 
Dr. Steven Lokken 
Colorado Springs, CO 
 
Dr. Duane Lowe 
Colorado Springs, CO 
 
Dr. Phillip Pollock 
Sterling, CO 
 
Dr. Deborah Riekman 
Colorado Springs, CO 
 
Dr. Melanie Tiehart 
Fort Collins, CO 
 
Dr. Thomas Turner 
Boulder, CO 
Dr. Michael Vanaria 
Boulder, CO  
 
Dr. Brian Wilson 
Englewood, CO 
 
 

ALASKA 
Dr. David Mulholland 
Anchorage, AK 
 
Dr. Stan Throckmorton 
Anchorage, AK 
 
ALABAMA 
Dr. Reginald Hug 
Birmingham, AL 
 
ARKANSAS 
Dr. Lance Clouse 
Van Buren, AR 
 
Dr. Douglas Smiley 
Siloam Springs, AR 
 
ARIZONA 
Dr. R. Michael Cessna 
Tucson, AZ 
 
Dr. Timothy Gerhart 
Glendale, AZ  
 
Dr. Kellie Gray 
Glendale, AZ 
 
Dr. Michael Stone 
Tucson, AZ 
 
CALIFORNIA 
Dr. M. Wayne Brown 
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Dr. Jan Dooley 
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Dr. John Findlay 
Palm Beach, CA 
 
Dr. Jeffrey Greene 
Los Angeles, CA 
 
Dr. Jill Jordan 
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Dr. Scott Soluk 
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TEXAS 
Dr. Edward Brown 
Dallas, TX 
 
Dr. Ralph Burton 
Kennedale, TX 
 
Dr. Janie Duke 
Plano, TX 
 
Dr. Doreen Lewis 
San Antonio, TX 
 
Dr. Joe Lindley 
Houston, TX 
 
Dr. Tim McCullough 
Houston, TX 
 
Dr. Virginia Thompson 
Arlington, TX 
 
VIRGINIA 
Dr. Robert Duca 
Dunn Loring, VA 
 
Dr. Guntrang Khalsa 
Herndon, VA 
 
WASHINGTON 
Dr. H. Earl Moore 
Spokane, WA 
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Madison, WI 
 
Dr. Barbara Bradley 
Wausau, WI 
 
Dr. Kevin Branham 
Eagle River, WI 
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Pepin, WI 
 
Dr. Craig Gilbaugh 
Ashland, WI 
 
Dr. Kathleen Maedke 
Milwaukee, WI 
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Green Bay, WI 
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Dr. Gina Steinman 
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Dr. Dean Willhite 
Manitowoc, WI 
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Gresham, OR 
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Hermiston, OR 
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Beaverton, OR 
 
Dr. James Siegel 
Canyonville, OR 
 
Dr. Mark Thomas 
Cottage Grove, OR 
 
Dr. Don Vradenburg 
Klamath Falls, OR 
 
Dr. David Wickes 
Portland, OR 
 
PENNSYLVANIA 
Dr. Bruce Fink  
Coudersport, PA 
 
Dr. Mark Homison 
Cranberry Township, PA 
 
Dr. John LaHoda 
Richboro, PA  
 
Dr. Fredrick Osterberg 
Red Lion, PA 
 
Dr. Jeffrey Ware 
Washington, PA 
 
SOUTH CAROLINA 
Dr. Jon Bergrin 
Florence, SC 
 
Dr. Peter Kfoury 
Charleston, SC 
 
Dr. Robert Pascal 
Charleston, SC 
 
SOUTH DAKOTA 
Dr. Roger Bommersbach 
Brookings, SD 
 
Dr. Roger Prill 
Mitchell, SD 
 
Dr. David Schwierert 
Rapid City, SD 
 
TENNESSEE 
Dr. William Strauss 
Lebanon, TN 
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Cary, NC 
 
Dr. Laura Frey 
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Dr. Bruce Gwinnup 
Charlston, NC 
 
Dr. Nikolas R. Hedberg 
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Dr. Sandrine Martin 
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Charlotte, NC 
 
Dr. Barbara Saunders 
Garner, NC 
 
Dr. Todd Smith 
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OHIO 
Dr. Robert Gilbert 
Mansfield, OH 
 
Dr. Mark McAdoo 
Athens, OH 
 
Dr. Van Merkle 
Dayton, OH 
 
OKLAHOMA 
Dr. Gerry Langston 
Tulsa, OK  
 
Dr. Richard Santelli 
Bethany, OK 
 
Dr. Michael Taylor 
Tulsa, OK 
 
OREGON 
Dr. Scott Northrup 
Brookings, OR 
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Portland, OR 
 
Dr. David Braman 
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Edward Brown 
Portland, OR 
 
Dr. Kathleen Galligan 
Oregon City, OR 
 
 
Dr. Edward Geller 
Medford, OR 
 
 

Dr. Terese Tomanek 
Duluth, MN  
 
Dr. Timothy Whelan 
New Hope, MN 
 
Dr. Jon Williams 
Bloomington, MN 
 
MISSOURI 
Dr. David Clark 
Oak Grove, MO 
 
Dr. Jack Kessinger 
Rolla, MO 
 
Dr. Mable Leckrone 
Liberty, MO 
 
Dr. Duane Lowe 
Maplewood, MO  
 
Dr. Terry Nelson 
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Dr. Jeremy Thornton 
Stockton, MO 
 
Dr. Robert Wiehe 
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NEW JERSEY 
Dr. Jon Mastrobattista 
Bernardville, NJ 
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Egg Harbor City, NJ 
 
NEW MEXICO 
Dr. Shereen Jegtvig 
Albuquerque, NM 
 
NEVADA 
Dr. Howard Balduc 
Las Vegas, NV 
 
Dr. Craig Roles 
Henderson, NV 
 
NEW YORK 
Dr. Ronald Safko 
New York City, NY 
 
NORTH CAROLINA 
Dr. Phillip Arnone  
Matthews, NC 
 
Dr. William R. Armstrong 
Laurenburg, NC 
 
Dr. Stephen Button 
Mount Airy, NC 
 
Dr. Kaaren Carrick 
Raleigh, NC 

MICHIGAN 
Dr. Daniel McGregor 
Prudenville, MI 
 
MINNESOTA 
Dr. Jeffrey Anderson 
Edina, MN 
 
Dr. Robert Bergan 
Minneapolis, MN 
 
Dr. Timothy Bertsch 
Champlin, MN 
 
Dr. Linda Bowers 
Bloomington, MN 
 
Dr. Russell DesMarais 
St. Paul, MN 
 
Dr. Joel Eichers 
Chanhassen, MN 
 
Dr. John Gerber 
Blaine, MN 
 
Dr. Timothy Gerhart 
Red Wing, MN 
 
Dr. Jedidiah Krauss 
Minnetonka, MN  
 
Dr. Mac Beth Lindstrom 
Slayton, MN 
 
Dr. William Lyden 
Minneapolis, MN 
 
Dr. Todd McGillick 
Gaylord, MN 
 
Dr. Thomas Miller 
Coon Rapids, MN 
 
Dr. Joseph Muldoon 
Slayton, MN 
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White Bear Lake, MN 
 
Dr. Gregory Peterson 
Winona, MN 
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Bloomington, MN 
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Stillwater, MN 
 
Dr. Leslie Stewart 
St. Paul, MN 
 
Dr. Charles Strauman 
St. Louis Park, MN 
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