











evidence for the potential role of stem cell mobilizers in
the mitigation of various diseases such as
cardiomyopathies,”*  kidney failure,"’ multiple
sclerosis,” stroke,”* and wound healing45 as well as
many other health conditions.*  Such compounds,
however, can only be used for short periods of time due
to severe side effects.”® However, such an extreme
increase in the number of circulating stem cells may not
be required to achieve health benefits. Tomoda and
Aoki'” quantified the level of circulating stem cells in
victims of acute myocardial infarction and reported that
individuals with more stem cells showed greater
recovery of ejection fraction six months after the
incident. Werner, et al.*® related the levels of circulating
stem cells with the risk of cardiovascular incidents in
519 patients with coronary artery disease and concluded
that the level of circulating CD34" endothelial progenitor
cells predicted the occurrence of cardiovascular events
and death from cardiovascular causes.

Two recent publications have further confirmed the
association between G-CSF-mediated stem cell
mobilization after acute myocardial infarction (AMI)
and improved cardiac repair. The degenerative
remodeling of the heart often seen over time after AMI
was prevented by G-CSF treatment, as long as

Figure 5

Histograms showing the percent CD34+ lymphocytes
immediately before consumption (T0) and at 60 min after
consumption (T60) of either StemEnhance (S) or placebo
(P). The data shown represent one of the 12 study
participants.
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Figure 6

Contour plots showing the relative distribution of CD34"
CDI133", CD34" CDI33", and CD34 CDI133" cells
immediately before consumption (T0) and at 60 min after
consumption (T60) of either StemEnhance (S) or placebo
(P). The data shown are representative of one of the 12
study participants.

percutaneous coronary intervention (PCI) was performed
early rather than late.” G-CSF treatment provided a
significant increase in the short-term myocardial
perfusion.® The conclusions presented from these two
trials are different from a Korean study in which G-CSF-
mediated mobilization alone had little effect on
increased cardiovascular output.”’ The Korean study
found greater effect when intracoronary injection with
stem cells was performed in conjunction with G-CSF
treatment. It is important to note the different timing of
G-CSF treatment in relationship to the PCI procedure
when comparing these two studies. In the German study
protocol, the PCI was performed first and then followed
by G-CSF injections, and the G-CSF injections were
started within 90 minutes after PCI. In the Korean study
protocol, an initial 4-day course of G-CSF injections
were followed by the PCI, and no further G-CSF
treatment was given after the PCI procedure was
completed. The relative simplicity of G-CSF injections
as a singular treatment option makes this an attractive
option if proven to provide significant benefit to the
patients.  In addition to further understanding the
consequences from the two different study protocols, it
would also be interesting to further evaluate whether
geographical differences exist in the underlying causes

(Continued on next page)
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Consumption of StemEnhance triggered a transient
increase in the number of circulating CD34+ cells
that peaked at 60 min after consumption (25F1%).
The data shown are the averages of changes within
each group and were calculated in the following
manner: the actual numbers of CD34+ cells were
calculated by multiplying the percent CD34+ cells,
based on immunostaining and flow cytometry on
triplicate samples from each sampling time point,
by the number of lymphocytes, as obtained by
CBC, also performed in triplicate for each
sampling time point, normalized to the value 1.0 at
time 0 (immediately prior to consumption). The
lines connecting each data set do not indicate a
linear function but only serve to indicate which
data sets belong to each treatment.

of cardiac function, including diet- and stress-related
factors, as well as additional differences in medical
management of cardiac disease prior to and during
myocardial infarct between studies.

At this point, the effect of a massive but transient
increase in the number of circulating stem cells, as
induced by G-CSF injection, has not been compared to
the effect of a mild but daily increase in the number of
circulating stem cells, such as what is seen after
consumption of StemEnhance. The 25% increase in the
number of circulating stem cells occurring after
ingestion of 1 g of StemEnhance may have positive
effects on various health conditions and, when triggered
daily for several weeks or months, might contribute to
cardiac tissue regeneration. Studies should be conducted
to investigate the potential of such approach for
therapeutic purposes.

The observation that the mobilized progenitor cells

included cells of both the CD34" CD133" and CD34"
CD133 phenotypes may indicate that a broader range of
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different types of progenitor cells are affected, instead of
a single type or developmental stage of stem cells.
Circulating CD133" cells are reported to include
endothelial progenitor cells, which play a role in
endothelial repair. The study by Engelmann, et al,”
showed that the phenotypes of G-CSF-mobilized stem
cells contributing to this improvement included CD31"
CD34" CD117" CD133" cells. In patients with coronary
heart disease, a reduced number of circulating CD133"
cells has been proposed as an independent risk factor for
erectile dysfunction.” In particular, our data raises the
question as to whether daily consumption of
StemEnhance may counteract the reduced number of
(Continued on next page)
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Multiple testing on one individual on 16 different test
days revealed a similar response to StemEnhance on
different test days. However, the magnitude of the
response varied between tests. The box plot shows the 25
—75% spread of the results, the median (M), the average
(A), and the lowest and highest response.
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CDI133" cells in the circulation of patients with
cardiovascular disease linked to endothelial dysfunction,
including erectile dysfunction. Empirical observations
suggest that consumption of StemEnhance for longer
periods of time might indeed bring significant
improvement in various health conditions, including
specific neurodegenerative diseases, chronic obstructive
pulmonary disease, kidney insufficiency, and other
degenerative problems. However, rigorous studies are
necessary to examine the effects of StemEnhance on
specific degenerative diseases.

In conclusion, our data presents the observation that
consumption of an herbal extract can significantly alter
the proportion of stem cells in circulation. The novel
LSL isolated from AFA has complex biological
activities in vitro that could explain the increase in
circulating stem cells observed after consumption of the
AFA extract StemEnhance in vivo. The extent to which
this LSL may be responsible for the in vivo effect on
stem cell mobilization and the effect of such
mobilization on various health conditions are currently
subject for further study.
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Cell Membrane Health
Your Door to Health

by: Rachel Olivier, MS, ND, PhD

Biological cell membranes are fluid membranes as de-
picted by the fluid mosaic model of phospholipids and
proteins. They possess amphipathic (polar and nonpo-
lar) characteristics, which enables them to spontaneously
form bilayers, with the hydrophilic portions facing the
aqueous side, and the hydrophobic (water repelling) core
on the inner side. As a chief component of these mem-
branes, essential fatty acids play a major role in both
membrane structure and function. As summarized by
Mead, their actions fall into three major classes. The
first class is depicted by their involvement in the
“homeoviscous control of the membrane bilayer.” In
this capacity they serve to regulate intrinsic membrane
enzymes and proteins, both of which are critical for the
structural integrity of the membrane. Secondly, they are
required as precursors to the eicosanoids, which includes
various end products such as prostaglandins, leukotrie-
nes, and thromboxanes, all of which profoundly influ-
ence cellular reactions. Finally, they serve to regulate
the transport processes across the cell membrane. An
additional critical function of essential fatty acids not
mentioned by Mead is their action in the modulation of
gene expression.’

As one of the classes of essential fatty acids, omega-3 (®
-3) fatty acids serve a number of basic biological roles,
including: their involvement in the structure and func-
tion of biological membranes; and their importance as
both cellular signals and hormone precursors. They are
also vital to the cellular metabolism, acting as an aide in
the regulation of nutrient uptake and excretion. Diets
deficient in essential fatty acids have the potential to re-
sult in enormous consequences, both on body metabo-
lism and function. Additionally, it is currently estimated
that the typical North American diet contains a much
greater percentage of omega-6 fatty acids, outnumbering
the intake of omega-3 fatty acids by a factor of twenty.
Symptoms of fatty acid deficiency are numerous and
comprise skin problems, including eczema, psoriasis,
and dry skin, inflammatory arthritis, learning problems,
attention deficit, irritability, melancholy, fatigue, fre-
quent infections and an increased synthesis of triglyc-
erides. Numerous studies have correlated ®-3 fatty acid
intake with beneficial attributes for a wide range of these
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physiological situations, and recent research has associ-
ated their intake with the modulation of gene expression.

The most active and beneficial derivatives of marine-
derived -3 fatty acids are eicosapentaenoic acid (EPA)
and decosahexaenoic acid (DHA). Both the brain and
nervous system are higher in DHA, as compared to the
rest of the body. Low brain serotonin levels have been
linked to low levels of DHA, resulting in an increased
tendency towards despair, suicide, and violence. Addi-
tionally, based on observations in animals, it has been
hypothesized that high levels of DHA in the brain may
enhance neuronal survival. Low levels of -3 fatty acids
have been associated with behavioral issues and learning
problems in children with attention shortfalls, including
behavior and learning problems. Seafood, cold-water
fish in particular, is known to be an excellent source of ®
-3 fatty acids. Thus it is not surprising that seafood con-
sumption during pregnancy was correlated to the child’s
verbal intelligence quotient (IQ), noting that low mater-
nal seafood intake (<340g per week) increased the risk
of children ranking in the lowest quartile of 1Q scoring,
compared to those mothers who consumed a higher
quantity of seafood (> 340 g per week). In addition, low
maternal seafood intake was correlated to suboptimal
social development, with lower indices in social behav-
ior, fine motor, communication, and social development
scores.

A reduction in inflammatory markers, including C-
reactive protein, IL-6, COX and lipoxygenase (LOX),
has been correlated with a high intake of polyunsaturated
fatty acids (PUFAs). Numerous studies have docu-
mented the beneficial effects of diets high in ®-3 PU-
FAs. Consequently, an increased intake of ®-3 PUFAs
has been associated with a reduction in cardiovascular
events and other related complications, and in many
populations the risk of cardiovascular illness has been
inversely correlated with the dietary intake of -3 PU-
FAs. Conversely, a diet high in ®-6 EFAs, such as the
Standard American Diet, results in the production of in-
flammatory prostaglandins, thromboxanes, leukotrienes,
and other metabolites of arachidonic acid (AA; 20:5n-3),
which, in turn, contributes to the formation of thrombi
and atheromas, allergic and inflammatory consequences,
and cellular proliferation. EPA-derived eicosanoids
have established effectiveness in blocking the production
of series-2 prostaglandins, for example PGE2 and PGF2-
o, which when elevated ensues in an anti-inflammatory
response. Additionally, an increase in -3 fatty acids has
demonstrated a diminishing effect on the level of proin-
flammatory markers, including IL-6, high density lipo-
protein, TNF-a and C-reactive protein, along with a cor-
responding elevation in anti-inflammatory markers, in-

(Continued on next page)
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cluding soluble IL-6 receptor and IL-10. Accordingly, a
fitting dietary change for cardiovascular health benefits
is to emphasize an increase in the dietary amounts of ®-3
fatty acids, including the fish oil constituents EPA and
DHA, while simultaneously decreasing the dietary con-
tent -6 fatty acids. Conservative estimates indicate that
to balance this ratio, there would have to be a four-fold
increase in fish consumption. Alternately, supplemental
forms of w-3 fatty acids could be incorporated into the
diet to achieve adequate EFA intake.

In addition to its benefit in inflammation, ®-3 fatty acids
have also demonstrated beneficial therapeutical effects
for persons with symptoms of depression. It is well
known that the essential fatty acids play a central part in
both the development and function of the central nervous
system. Epidemiological evidence has correlated the
intake of fish/seafood with a lower occurrence of these
symptoms. In addition to general melancholy symp-
toms, a high intake of fish/seafood has also been corre-
lated to protection against symptoms of melancholy fol-
lowing pregnancy, unbalanced/mood instability and sea-
sonal sadness. A random sampling study confirmed the
benefits of frequent fish consumption, indicating that it
was significantly associated with a decreased frequency
of melancholy and suicidal contemplation. A cross-
sectional study also established a correlation between
fish consumption and mental health, as a result of a
higher self-reported mental health status. In a separate
study, depressive symptoms were correlated to a higher
w-6: ®-3 ratio, which as indicated above enhances the
production of pro-inflammatory cytokines, confirmed by
elevated levels of TNF-a and IL-6.

Published trials utilizing ®-3 fatty acids have correlated
a broad range of benefits to its use. For example ran-
domized controlled trials with diabetic individuals
having elevated levels of triglycerides indicated that sup-
plementation with ®-3 significantly lowered serum
triglycerides in these individuals, thus demonstrating the
effectiveness of ®-3 fatty acids in reducing plasma
triglycerides and platelet reactivity in these patients. In
two large studies, positive correlations were associated
with an increase in -3 fatty acid intake and a decreased
risk of cerebrovascular events, implicating a signifi-
cantly lower risk of thrombotic or ischemic events with
an increased intake of omega-3 fatty acids. Omega-3
polyunsaturated fatty acids were also shown to benefit
cardiac arrhythmia (abnormal heart rhythm). Since ab-
normal heart thythm is correlated to an increased risk of
cerebrovascular events, ®-3 fatty acids should provide
benefit in these populations.

The average North American population’s daily intake
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of EPA and DHA is currently estimated at 130 mg. The
minimal EPA and DHA intake, as proposed by an inter-
national panel of lipid experts, is 650 mg/day, suggesting
that daily consumption should be increased five-fold.
Considering the many benefits of increased intake, it is
reasonable to recommend increased consumption for all,
thus subsequently offsetting the dominance of the in-
flammatory mediating omega-6 fatty acids. Be it that
contamination issues, particularly that of heavy metals,
are of concern with an increased consumption of dietary
EPA/DHA from fish, a favorable method of increasing
the daily allowance is via supplementation. Quality fish
oil, specifically one that is assayed for and known to be
harvested free of contaminants so as not to require distil-
lation, thus remaining fully functional (biologically ac-
tive), is a smart choice for all.
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Memo from ABCI

To All DABCIs: Recertification is going on at this time
and must be completed by June 30, 2008. If you are a
DABCI and have not received your Recertification
Packet, please contact Dr. Todd Smith at vp@dabci.org
as soon as possible. Also, remember as a part of your
recertification requirements, hours must be obtained at
the CDID sponsored Symposium at least every other
year. So, don’t forget to register for Symposium 2008.

ABCI Examination Announcement: ABCI written
examinations for Part I and Part II will be given in Cin-

Memo from ACA CDID
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

Subscribe by e-mail:
cdicclinicalmessageboard-subscribe@yahoo.com or
Or Dr. Montoya: littleaggie@hotmail.com

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

CLASSIFIED

Established chiropractic (100% Activator) and func-
tional medicine practice for sale in El Dorado, KS.
Great opportunity for the right practitioner. Fully
equipped 1500 sq. ft. free-standing building to be sold
as a turn-key, complete business opportunity.
SERIOUS INQUIRIES ONLY.

(316) 321-1771 or backdoc@wheatstate
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cinnati at the Symposium 2008 on Friday. Anyone in-
terested in sitting for the written boards needs to con-
tact Dr. Boudro at secretary(@dabci.org.

Re-Takes: If you would like to retake any of Part I or
Part II at the Symposium 2008 please submit a letter
stating which parts you would like to retake plus a
check for $75.00/per test. Please submit the to Dr.
Anderson at 4082 River Ridge Lane, Sandwich, IL
60548.

ABCI Examination for fall is October 18-19. Deadline
for application is September 1, 2008. Contact Dr.
Boudro at secretary@dabci.org for an application

packet.
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ABSTRACTS OF INTEREST

Submitted by Emerson Ecologics

Pelargonium sidoides Extract Shortens the
Duration of the Common Cold

Author: Donald Brown, ND

Reference: Lizogub VG, Riley DS, Heger M. Efficacy
of a Pelargonium sidoides preparation in patients with
the common cold: A randomized, double-blind, pla-
cebo-controlled clinical trial. Explore 2007;3:573-84.

Design: Randomized, double blind, parallel-group,
placebo-controlled trial

Participants: 103 adult patients (18-55 years old)
with at least two major and one minor or with one ma-
jor and three minor cold symptoms for 24 to 48 hours.
Major cold symptoms included nasal discharge and
sore throat and minor symptoms included nasal con-
gestion, sneezing, scratchy throat, hoarseness, cough,
headache, muscle aches, and fever.

Study Medication and Dosage: Liquid extract (1:8—
10; ethanol 11% [wt/wt]) from the roots of Pelargo-
nium sidoides *; (Willmar Schwabe Pharmaceuticals,
Karlsruhe, Germany) or placebo — 30 drops t.i.d.

Duration: 10 days

Outcome Measures: Following enrollment, patients
were seen on days 3, 5, and 10. The primary outcome
measure was the sum of symptom intensity differences
(SSID) of the cold intensity score (CIS) from day 1 to
day 5. The CIS consists of 10 symptoms considered to
be associated with the common cold and are desig-
nated as major or minor (see above). At each patient
visit, all symptoms except fever were rated according
to a five-point verbal rating scale with zero meaning
no symptoms to four being very severe. The maximum
CIS score was 40 points. Secondary outcome criteria
included diverse response according to the total CIS,
changes of individual symptoms of the CIS, changes
of further cold-related symptoms, ability to work, ac-
tivity level, general well-being, health-related quality
of life, time until onset of treatment effect, treatment
outcome according to an integrative medicine outcome
scale, and satisfaction with treatment according to the
integrative medicine scale.

Key Findings: From baseline to day 5, the mean SSID
improved by 14.6 = 5.3 points in the Pelargonium si-
doides group compared with 7.6 = 7.5 points in the
placebo group (p < 0.0001). The mean CIS decreased
by 10.4 + 3.0 points and 5.6 = 4.3 point in the Pelar-
gonium sidoides and placebo groups, respectively. Af-
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ter 10 days, 78.8% of the Pelargonium sidoides group
were clinically cured (CIS equal to zero points or com-
plete resolution of all but a maximum of one cold symp-
tom) compared to 31.4% in the placebo group (p <
0.0001). The mean duration of inability to work was sig-
nificantly lower in the Pelargonium sidoides group (6.9
+ 1.8 days) compared to the placebo group (8.2 + 2.1
days; p = 0.0003). Adverse events occurred in three of
103 patients (2.9%)—two in the Pelargonium sidoides
group and one on the placebo group. All events were
assessed as being minor.

Practice Implications: As noted in earlier reviews in
this column, Pelargonium sidoides (also designated as
EPs 7630) has been shown to safely and effectively treat
acute bronchitis in both adults'*? and children® as well
as tonsillopharyngitis in children.” This new trial adds
the common cold to the list of potential treatments for
Pelargonium sidoides, demonstrating a significant re-
duction in the severity and duration of symptoms in
those using the herbal extract. With new attention being
paid to the danger of OTC cold medications in children,
it would be nice to see a future pediatric common cold
study with Pelargonium sidoides. It should be noted,
however, that a large phase 1V trial with patients ranging
in age from 2 months to 93 years old found no signifi-
cant adverse events in children under the age of 6 years
using Pelargonium sidoides.*

*Note: The Pelargonium sidoides used in this study is
the active ingredient in Umcka®” Cold Care (Nature’s
Way/MMS Pro, Springville, Utah).

REFERENCES

1) Matthys H, Eisebitt T, Seith B, Heger M. Efficacy and safety of
an extract of Pelargonium sidoides (EPs 7630) in adults with
acute bronchitis. Phytomedicine. 2003;10(Suppl 4):7-17.

2) Chuchalin AG, Berman B, Lehmacher W. Treatment of acute
bronchitis in adults with a Pelargonium sidoides preparation
(EPs ® 7630): A randomized, double-blind, placebo-controlled
trial. Explore 2005;1:437-45.

3) Matthys H, Heger M. Treatment of acute bronchitis with a liquid
herbal drug preparation from Pelargonium sidoides (EPs 7630):
a randomized, double-blind, placebo-controlled, multicenter
study. Current Med Res Opinion 2007;23:323-31.

4)  Matthys H, Kamin W, Funk P, Heger M. Pelargonium sidoides
preparation (EPs® 7630) in the treatment of acute bronchitis in
adults and children. Phytomedicine 2007;14:69-73.

5) Bereznoy V, Riley D, Wassmer G, Heger M. Efficacy of extract
of Pelargonium sidoides in children with acute non-group a beta
-hemolytic streptococcus tonsillopharyngitis: a randomized,
double-blind, placebo-controlled trial. Altern Ther Health Med.
2003;9:68-79.
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Korean Red Ginseng Improves Glucose and Insulin
Regulation in Type 2 Diabetics

Author: Donald Brown, ND

Reference: Vuksan V, Sung M, Sievenpiper JL, et al.
Korean red ginseng (Panax ginseng) improves glucose
and insulin regulation in well-controlled, type 2 diabe-
tes: Results of a randomized, double-blind, placebo-
controlled study of efficacy and safety. Nutrition Me-
tabol Cardiovasc Dis 2008;18:46-56.

Design: Randomized, double-blind, placebo-
controlled, crossover clinical trial

Participants: 19 participants (mean age 64 + 2 years
old, BMI: 28.9 + 1.4 kg/m?, and HbA . 6.5%) with
well-controlled type 2 diabetes.

Study Medication and Dosage: Following a 4-week
placebo run-in phase, participants were randomized to
receive either 2 g of a Korean red ginseng (Panax gin-
seng) rootlet preparation (KRG; Korea Ginseng Manu-
facturing Plant, National Agricultural Cooperative
Federation, Chung-buk, Korea) or a placebo 40 min-
utes before each meal, three times per day (total dose
of 6 g/day). This was followed by another 4-week
washout phase and then randomization to the alternate
treatment for the second phase of the study.

Duration: 12-week treatment phase

Outcome Measures: Outcome measures included the
primary endpoint HBA ., as well as fasting and 75-g
oral glucose tolerance test, plasma glucose, plasma
insulin and insulin-sensitivity indices. Safety measures
included markers of hepatic (AST, ALT), renal (serum
urea, serum creatinine, 24 hour creatinine clearance),
and hemostatic (prothrombin time, activated partial
thromboplastin time, and blood pressure). During each
treatment phase, participants were seen at the clinic
every 6 weeks. They were asked to submit 7-day die-
tary records during the last week of each treatment
period. At weeks 0 and 12 of each treatment phase, a
75 g oral glucose tolerance test with venous samples
obtained at 0, 30, 60, 90, and 120 minutes and a 24-
hour ambulatory blood pressure monitoring study were
conducted.

Key Findings: There was no significant change on the
HbA,. during the study. However, the participants
HbA . remained well controlled throughout the study
(HbA . = 6.5%). KRG treatment decreased 75g-oral
glucose tolerance test plasma glucose indices by 8-
11%, and fasting-plasma insulin and the 75g-oral glu-
cose tolerance test plasma insulin indices by 33-38%,
and increased fasting-insulin sensitivity and 75g -
insulin sensitivity indices by 33%, compared with pla-
cebo (p < 0.05 for all measures). Safety measures re-
mained unchanged during the study.
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Practice Implications: Led by Dr. Vladimir Vuksan of
the University of Toronto, this study suggests that 6 g/
day of Korean Red Ginseng rootlets helps maintain gly-
cemic control and improves plasma glucose and plasma
insulin regulation. It is important to note that the treat-
ment did not improve the primary endpoint HbA;.. The
batch and dose for this study were selected based on ex-
tensive acute screening studies.' These results are in con-
trast to earlier work done by Dr. Vuksan’s group which
suggest that American ginseng (Panax quinquefolius)
was effective in improving glycemic control over a 12-
week period.” Hopefully, future studies by this group
will look at larger populations of type 2 diabetics and
compare the efficacy of the two different ginseng species
for improving glycemic control.

REFERENCES

1) Sievenpiper JL, Sung MK, Di Buono M, et al. Korean red
ginseng rootlets decrease acute postprandial glycemia: results
from sequential preparation- and dose-finding studies. J Am Coll
Nutr 2006;25:100-7.

2) Vuksan V, Xu Z, Jenkins AL, et al. American ginseng improves
long-term glycemic control in type 2 diabetes: double-blind
placebo controlled crossover trial. Diabetes 2000;49(Suppl
1):A95.

Enteric-Coated Peppermint Oil Once Again Found to
Successfully Treat Irritable Bowel Syndrome

Author: Donald Brown, ND

Reference: Cappello G, Spezzaferro M, Grossi L, et al.
Peppermint oil (Mintoil®) in the treatment of irritable
bowel sindrome: A prospective, double-blind, placebo-
controlled, randomized trial. Digestive Liver Dis
2007;39:530-6.

Design: Randomized, double-blind, placebo-controlled
trial

Participants: Fifty-seven patients (18 - 80 years old)
with symptoms indicative of irritable bowel syndrome
(IBS) according to the Rome II criteria. Patients were
required to have normal lactose and lactulose breath tests
and negative antibody screening for celiac disease for
inclusion.

Study Medication and Dosage: Patients were random-
ized to receive either 225 mg of enteric-coated pepper-
mint oil (Mintoil®, Cadigroup, Rome, Italy) or placebo
b.i.d. The capsules were administered one hour before
meals.

Duration: 4 weeks

Outcome Measures: The primary outcome measure was
the change in total IBS symptoms score before and after
treatment of 1.0 or greater points. The symptoms score
evaluated the following symptoms on a severity scale
from 0 (absent) to 4 (unbearable) as well as frequency
scale from O (absent) to 4 (> three times per week): ab-

(Continued on next page)
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dominal bloating or distension, abdominal pain or dis-
comfort, diarrhea (> 3 watery bowel movements/day),
constipation (< 3 stools/week), pain at evacuation, and
passage of gas or mucus. A total IBS symptoms score
was calculated as follows: 1) a mean score for each
symptom was obtained for each patient adding the
relative intensity and frequency scores and halving this
value; 2) the mean scores of the eight symptoms were
summed for each patient and divided by &, obtaining a
total IBS mean score for each patient. The collection
of symptoms occurred at baseline (T0), at the end of
treatment (T4) and 4 weeks after the end of treatment
(T8). Remission of IBS symptoms was defined as a >
50% improvement of the overall IBS symptoms score
from TO to T4 and T8.

Key Findings: Data from 50 patients was available at
T8. Six patients (three in each group) were lost to fol-
low-up and one patient in the peppermint oil group
withdrew due to intense heartburn after taking the
medication. At T4, 75% of patients in the peppermint
oil group had a > 50% reduction in mean total IBS
symptom score compared to 38% for the placebo
group. At T8 this difference was 54% vs, 11%, respec-
tively. In the peppermint oil group, there was a signifi-
cant improvement in total IBS symptoms score at T4
(p < 0.01), persisting at T8 (p < 0.05) as well. Al-
though there was a significant decrease in diarrhea and
pain and bloating in the placebo group at T4 compared
to baseline, between groups analysis found that the
peppermint oil decreased all individuals' symptoms
significantly greater than placebo at T4 (p < 0.05 for
all symptoms).

Practice Implications: This new clinical trial again
demonstrates the safety and efficacy of enteric-coated
peppermint oil for the relief of symptoms associated
with IBS. It's interesting to note that symptom relief
continued for an additional four weeks after treatment
was stopped. It should be noted that as opposed to two
earlier peppermint oil trials that found overall symp-
tom relief but no effect on abdominal distension and
gas in both adult and pediatric IBS patientsl,2, this
study was careful to exclude those patients with lac-
tose intolerance and small intestinal bowel over-
growth. While the symptom relief found with enteric-
coated peppermint oil offers potential symptom relief,
readers should keep in mind the potential of probiotics
for the long-term treatment of IBS.

REFERENCES

1) 1. Liu JH, Chen CH, Yeh HZ, et al. Enteric-coated pepper-
mint-oil capsules in the treatment of irritable bowel syn-
drome: a prospective, randomized trial. J Gastroenterol
1997;32:765-8.

2) Kline RM, Kline JJ, DiPalma J, Barbero GJ. Enteric-coated,
pH-dependent peppermint oil capsules for the treatment of
irritable bowel syndrome in children. J Pediatr 2001;138:125-
8.
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Folic Acid Improves Cognition in Healthy Older
Adults with Slightly Elevated Homocysteine Levels

Author: Steve Austin, N.D.

Reference: Durga J, Van Boxtel MPJ, et al. What can
we learn from the FACIT trial: a randomized, double-
blind, controlled trial. J Nutr Health Aging 2007;11;320-
4,

Design: Double-blind randomized intervention trial

Participants: 818 adults aged 50 to 70 with total homo-
cysteine (tHcy) level >13 umol/L (73rd percentile of
those screened) were included in the trial. Thus, only
those in the top 27% of tHcy were included. Subjects
whose tHcy appeared elevated due to low serum vitamin
B12 levels were excluded.

Study Medication and Dosage: 800 mcg/day of folic
acid (FA) given for 3 years

Outcome Measures: Standard measures of performance
that track global cognition, memory, sensorimotor speed,
"complex speed," information processing speed, and
word fluency

Key Findings: tHcy declined 26%. FA supplementation
led to a memory level 4.7 years younger than reported in
those given placebo (P=0.01), 1.7 years younger for sen-
sorimotor speed (p=0.055), 2.1 years younger for infor-
mation processing speed (p<0.02), and 1.5 years younger
for global cognitive function (P=0.03).

Practice Implications: tHcy has been reported to be
elevated in association with heart disease and age-related
cognitive impairment. FA has been proven to lower tHcy
without reducing the risk of heart disease. However, the
clinical effects of FA-induced tHcy-lowering in patients
with impaired cognition remain in debate, with some
previous trials also reporting efficacy, others coming up
empty-handed, and at least two trials producing findings
that suggest FA supplementation might slightly impair
memory. The authors of the new report suspect their re-
sults bested those of most previous trials because they
limited their pool of subjects to people with higher than
optimal tHcy levels, which probably means their sub-
jects were consuming suboptimal levels of dietary folate.
Also, their large study population was followed for a full
three years. The authors note that shorter trials may have
ended prematurely before improvement in cognition
would have reached measurable levels.

As measured by the Mini-Mental State Examination,
baseline incidence of dementia in this group appeared to
be quite low. Thus, these findings may not apply to more
impaired elderly subjects. Indeed, the authors note that
FA may be useless after a certain level of impairment
has already ensued, which might also account for the

(Continued on next page)
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poor showing reported by several previous research
groups that studied more impaired subjects.

Honey: The First Scientifically Supported
Nocturnal Cough Suppressant

Author: Steve Austin, N.D.

Reference: Paul IM, Beiler J, McMonagle A, et al.
Effect of honey, dextromethorphan, and no treatment
on nocturnal cough and sleep quality for coughing
children and their parents. Arch Pediatr Adolesc Med
2007;161:1140-6.

Design: Double-blind randomized intervention trial

Participants: 105 children 2 to 18 years of age, with
upper respiratory tract infections (URI), nocturnal
cough, and illness duration of no longer than one week
completed the trial.

Study Medication and Dosage: A single “nocturnal
dose” of buckwheat honey, 17 mg/5 ml dextromethor-
phan (DM) that has been altered to artificially taste
like honey, or no treatment was administered to sub-
jects. Given that DM had previously been shown to be
no more effective than inert placebo, DM was used in
this trial as the placebo.

The precise dosage of honey was not stated in the trial,
but a recent interview with the principal investigator
(P.I.) stated that the following doses are considered
appropriate: for children under 1 year, no honey (due
to fear of botulism); for those between 1 and 5 years,
¥> teaspoon (tsp); for those who are 6 to 11, 1 tsp; and
for those who are 12 or older, 2 tsp per dose. Doses
may be administered “every 3—4 hours as needed”
though in the actual trial, doses were limited to once
per evening.

Main Outcome Measures: Cough frequency and se-
verity, and sleep quality of both child and parent as
assessed by graded (7-point scale) surveys completed
by parents

Key Findings: These researchers used a wide variety
of 7-point indices (with “zero” equaling no symptom
and “6” indicating a severe symptom) to measure as-
pects of cough or sleep quality. On most of these indi-
ces, honey produced better results than did the DM
placebo, which in turn did better than no treatment.
For most symptoms, honey scored approximately 15 to
39% better than did DM. Compared with no treatment,
honey faired even better, with the difference between
those 2 groups achieving statistical significance for
cough frequency and combined symptom score. Non-
significant trends favored honey over no treatment
regarding child sleep, cough severity, and parent sleep
quality. While differences between honey and DM did
not achieve statistical significance, most indices fa-
vored the honey over DM. DM was not more effective
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than no treatment in any parameter that was measured.

Practice Implications: DM is found in most over-the-
counter (OTC) cough medicines used by children and
adults despite the fact that it has been linked to a long
list of side effects and has never been proven effective.
In 2004 the same research group found that DM along
with diphenhydramine—another common OTC cough
suppressant—was no more effective than placebo. Yet,
they remain in common use.

The P.I. of this trial, Ian Paul, was aware that the World
Health organization recommends honey as an anti-
tussive. Noting that no published clinical trials had
tested its efficacy, he decided to investigate.

Honey has antimicrobial and antioxidant effects. The
latter are partly due to the phenolic compounds found in
honey. Buckwheat honey was chosen because, like other
dark honeys, its phenolic compound content is relatively
high. Whether similar results could be obtained with
lighter-colored honeys remains unknown, though the P.1.
has acknowledged that possibility. In addition, any sweet
substance, honey included of course, stimulates saliva
production, which may in turn have a demulcent effect.

Clinical experience has told most practitioners who work
with botanical medicine that a variety of plant extracts
traditionally used to reduce URI-related cough severity
and frequency do help. Generally, however, these herbal
medicines are put into a syrup, often sweetened by
honey. While we now have reason to accept honey as a
valid therapeutic agent, we now need research to validate
(or not) the efficacy of horehound, wild cherry bark,
coltsfoot, or other traditional anti-tussive botanicals.

Soft Drinks are Linked with Gout Risk and Fructose
Appears the Culprit

Author: Steve Austin, N.D.

Reference: Choi HK, Curhan G. Soft drinks, fructose
consumption, and the risk of gout in men: prospective
cohort study. BMJ 2008;336:309-12.

Design: Observational prospective study

Participants: 46,393 men with no history of gout at
baseline

Primary Outcome Measures: Food frequency ques-
tionnaires given at baseline were used to assess soft
drink and total fructose intake. These data were paired
against the risk of gout as a function of the 755 incident
cases of gout that developed during the 12 years of fol-
low up.

Key Findings: Compared with men consuming soft
drinks rarely if at all, men consuming 5 to 6 servings per
week had a 29% increased risk of gout. For those con-

(Continued on next page)
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suming one serving per day, the risk was 45% higher
than those who essentially abstained, and for those
consuming at least 2 servings per day, the risk was
85% higher (p=0.002). In contrast, diet soft drink con-
sumption was not associated with risk in any way.

The relative risk for gout also went up progressively
with each quintile of total fructose intake, with the sec-
ond through fifth ascending quintiles of fructose con-
sumption exhibiting relative risks 29%, 41%, 84%,
and 102% greater risk respectively than those in the
bottom quintile (p for trend<0.001). Consumption of
major contributors to total fructose intake besides soft
drinks was also associated with increased risk (e.g.,
fruit juices, apples, and oranges). All findings were
independent of alcohol consumption, body mass index
(BMI), or other potential confounders.

Practice Implications: The authors of the new report
remind us that incidence of gout has been rising
sharply in the U.S. and this rise has coincided with the
increase in soft drink consumption. Per capita con-
sumption of high-fructose corn syrup has increased
from zero intake in 1967 to 64 pounds per year.

Fructose is known to increase uric acid levels and re-
cent epidemiologic data have reported a positive asso-
ciation between fructose consumption and risk of gout.
Moreover the effect of dietary fructose in increasing
uric acid levels has previously been shown to be
greater in people with gout than in the general popula-
tion. The primary mechanism, increasing ATP degra-
dation to AMP (which is a precursor to uric acid) is
much the same as it is with alcohol. Most estimates for
increased risks associated with moderate (up to 3
drinks per day) alcohol consumption, and daily meat
consumption are actually lower than the risks now be-
ing associated with sugared soft drink consumption.
Only being overweight (BMI >25) when compared
with being slim (BMI <23) has been reported to corre-
late with a higher risk of gout than the risk now associ-
ated with soft drink consumption. The fact that fruit
juice consumption also correlated strongly with an
increased risk of gout suggests that fructose is the
culprit, and not simply a marker for either something
else found in soft drinks or with something else in the
diet of people consuming more soft drinks. Diet soda
pop, which contains no fructose but otherwise contains
everything else found in sugary soda pop (except
glucose), did not correlate with risk in this large study.

Depending upon the preparation, high-fructose corn
syrup, the primary sugar used to sweeten soft drinks in
the U.S., contains between 42% and 90% fructose, the
remainder consisting of glucose. When we eat table
sugar (sucrose), disaccharidases in the gut break down
that disaccharide into equal parts of fructose and glu-
cose. Thus, even though the current study did not
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investigate sucrose intake, there is little reason to assume
that sucrose consumption would not have related trou-
blesome effects upon uric acid metabolism.

Finally, the authors of this report remind us that fructose
consumption increases insulin resistance, and given that
most gout sufferers have metabolic syndrome and are
overweight, the consequences of a high fructose diet
might be even more extensive than the association with
gout risk reported here.

What are clinicians to do with this information? Gout
and elevated serum uric acid levels have been linked
with an increased risk of cardiovascular disease, yet fruit
consumption is believed to lower risk. It is not time to
advise patients to reduce their fruit intake. Yet if fruit is
protective against heart disease, it’s likely that the cho-
lesterol-lowering effect of the soluble fiber found in
whole fruit is the primary protective agent. Unlike whole
fruit, fruit juice lacks this fiber. And of course there is
nothing to recommend consumption of sugary soft
drinks.

Therefore, it is now time to tell current gout sufferers,
those with a personal history of gout, and those with as-
ymptomatic high serum uric acid levels, to switch from
sugary soft drinks to water or at least diet pop, and also
to switch from fruit juice consumption to eating whole
fruit. Even though the latter still contains fructose, it’s
much harder to eat six apples than to drink them. Thus,
switching to whole fruit doesn’t simply increase soluble
fiber input, it also is likely to reduce consumption of
fructose. @
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EDITOR: continued from page 60

phospholipid damage that makes the membrane more
porous endangers the life of the cell. The most
vulnerable tissues are those marked by a rapid
turnover of cells. Key among these are the skin, GI
tract, lungs, kidneys, heart and blood vessels, and
especially the liver. If cells are going to survive,
damaged phospholipids must be quickly replaced; and
if tissues are going to survive, damaged or dying cells
must also be replaced in a timely manner. Many
people, including older folks, have a diet deficient in
nutrients necessary to produce these essential
phospholipids.

Vitamin D has recently become the focus of several
studies. Vitamin D has long been recognized as
essential for promoting calcium absorption in the gut
and maintaining adequate serum calcium and
phosphate  concentrations to  enable normal
mineralization of bone and prevent hypocalcemic
tetany. It is also needed for bone growth and bone
remodeling by osteoblasts and osteoclasts (van den
Berg H. Bioavailability of vitamin D. Eur J Clin Nutr
1997;51:S76-9 and Institute of Medicine, Food and
Nutrition Board. Dietary Reference Intakes: Calcium,
Phosphorus, Magnesium, Vitamin D, and Fluoride.
Washington, DC: National Academy Press, 1997 and
Cranney C, Horsely T, O'Donnell S, Weiler H, Ooi D,
Atkinson S, et al. Effectiveness and safety of vitamin D.
Evidence Report/Technology Assessment No. 158
prepared by the University of Ottawa Evidence-based
Practice Center under Contract No. 290-02.0021. and
AHRQ Publication No. 07-E013. Rockville, MD:
Agency for Healthcare Research and Quality, 2007).
Without sufficient vitamin D, bones can become thin,
brittle, or misshapen. Vitamin D sufficiency prevents
rickets in children and osteomalacia in adults (DeLuca
HF. Overview of general physiologic features and
functions of vitamin D. Am J Clin Nutr 2004,80:1689S
-96S). Together with calcium, vitamin D also helps
protect older adults from osteoporosis. Vitamin D has
other roles in human health, including modulation of
neuromuscular and immune function and reduction of
inflammation. Many genes encoding proteins that
regulate cell proliferation, differentiation, and
apoptosis are modulated in part by vitamin D (Hayes
CE, Hashold FE, Spach KM, Pederson LB. The
immunological functions of the vitamin D endocrine
system. Cell Mol Biol 2003;49:277-300). Vitamin D
deficiencies are being recognized as widespread in all
stages of life, even in sunny climates (J Clin
Endocrinol Metab 2001;86:1212-1221).

N-acetylcysteine (NAC) is the acetylated precursor of
both the amino acid L-cysteine and reduced
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glutathione (GSH). More recently, animal and human
studies of NAC have shown it to be a powerful
antioxidant and a potential therapeutic agent in the
treatment of cancer, heart disease, HIV infection, heavy
metal toxicity, and other diseases characterized by free
radical, oxidant damage. NAC has also been shown to be
of some value in treating Sjogren's syndrome, smoking
cessation, influenza, hepatitis C, and myoclonus
epilepsy. It has lowered lipoprotein (a) levels to a
degree not previously achieved by either drugs or diet
(PDR for Nutritional Supplements).

Glutathione is an antioxidant enzyme often referred to as
the body's "master antioxidant" due to its central role in
protecting the body's cells from free radical damage.
Glutathione is synthesized from three amino acids
cysteine, glutamine and glycine and is concentrated in
the liver, although it carries out its work throughout the
body. This important enzyme is involved in protecting
cells from environmental toxins, drugs and alcohol as
well as toxins produced by the body itself as a result of
normal metabolism. It is so important to health that it's
depletion leads to cell death. The liver and lungs are the
primary sites of glutathione synthesis. Glycine and
glutamic acid are plentiful in cells, so it is the
availability of cysteine that controls the reaction rate.

Cysteine is a nonessential amino acid (protein building
block), meaning that cysteine can be made in the human
body. Cysteine is one of the few amino acids that
contain sulfer. This allows cysteine to bond in a special
way and maintain the structure of proteins in the body.
Cysteine is a component of the antioxidant glutathione.
The body also uses cysteine to produce taurine, another
amino acid. Cysteine can also be converted into glucose
and used as a source of energy. Cysteine strengthens the
protective lining of the stomach and intestines, which
may help prevent damage caused by aspirin and similar
drugs. In addition, cysteine may play an important role
in the communication between immune system cells.

The body can synthesize cysteine from the amino acid
methonine but is also found in high protein foods such as
poultry, wheat, broccoli and eggs as well as garlic,
onions and red peppers. Cysteine is rarely used as a
dietary supplement. N-acetylcysteinewhich contains
cysteine, is more commonly used as a supplement.

By implementing a few simple and visionary steps, the
chiropractic and naturopathic professions can become
the undisputed leaders in this newly developing health
care parade.

The demand for all things natural provides both
challenges and untold opportunities, and with visionary
leaders, alternative providers can lead this parade.

*
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