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ABSTRACT

Food sensitivities and intolerances are prevalent conditions that affect 15-20% of the population. Unlike food
allergies that are immune-mediated, food sensitivities or intolerance can result from non-immune, metabol-
ic, and systemic mechanisms. Emerging research suggests that the gut microbiome and microbial metabolites
such as butyrate may influence intestinal barrier function, microbial carbohydrate metabolism, and mucosal
immune regulation. Anaerostipes caccae is a commensal butyrate-producing bacterium, but clinical evaluation
of the use in individuals with food-related symptoms is limited. This retrospective case series evaluated 12
clients with self-reported food sensitivities, intolerances, and/or gastrointestinal symptoms despite prior di-
etary and lifestyle intervention. Participants took A. caccae CLB101™ once daily for 12 weeks while continuing
their established nutrition and lifestyle routines. Outcomes were assessed using practitioner-developed ques-
tionnaires and participant-reported observations, including food tolerance, gastrointestinal symptoms, bowel
patterns, stool consistency, and adverse effects. At the end of the study, all 12 participants completed the exit
questionnaire. Eleven of 12 participants (91.7%) reported reintroducing or consuming at least one previously
problematic food. Among these participants, 9 of 11 (81.8%) reported at least one milder reaction following
reintroduction; 6 (54.5%) selected “much milder” and 5 (45.5%) selected “somewhat milder,” while 2 (18.2%)
reported reactions that were about the same.

No participant reported worsening. Bristol Stool Form Scale patterns also shifted toward more formed stools,
with Types 3-4 reported by 50.0% of participants at baseline compared with 83.3% at exit.

Introduction

This case report is a retrospective review of 12 clients from

reactions may include gastrointestinal symptoms, skin reactions,
mood changes, sleep disturbance, or other participant-specific re-
sponses. Because participants did not undergo standardized food al-

Amanda Chinkan Nutrition, New York, with a variety of symptoms
and medical conditions. All 12 participants presented with a common
denominator - food sensitivities and intolerances and subsequent gut
symptoms. In this case series, the terms “food sensitivity” and “food
intolerance” are used to describe participant-reported adverse reac-
tions to foods based on symptoms that participants tracked and re-
ported, rather than formally diagnosed food intolerance. The adverse

lergy testing, oral food challenges, or diagnostic evaluation for specific
food intolerances, the underlying causes of these reactions could not
be independently confirmed. The study does not evaluate confirmed
or formally diagnosed food allergies, but instead, it evaluates changes
in self-reported food tolerance, including food associated symptoms,
following Anaerostipes caccae CLB101™ use.
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Food sensitivities and intolerances are complex issues stemming
from multiple pathophysiological mechanisms that include immu-
nological, metabolic, pharmacological, and functional pathways. Ad-
verse food reactions are commonly categorized into two categories:
immune-mediated (food allergy) and non-immune-mediated (food
intolerance).

Immune-mediated reactions (food allergy) involve food allergy
symptoms beginning when IgE antibodies recognize a food allergen
and activate mast cells and basophils, causing them to release hista-
mine and other inflammatory chemicals within minutes. Depending
on how much allergen is eaten, how well it survives digestion, and
how easily it crosses the intestinal barrier, the reaction may stay local-
ized or become systemic and potentially cause anaphylaxis. Some re-
actions also develop hours or days later through T cells, eosinophils,
and other immunological pathways, which can contribute to chronic
conditions such as atopic dermatitis or eosinophilic gastrointestinal
disease. IgE-mediated food allergies affect about 3% of the population
[1]. Non-immune-mediated reactions (food intolerance) are more
common and affect about 15-20% of the population. There are sev-
eral mechanisms that may be contributing: enzyme deficiencies, such
as lactase deficiency causing lactose intolerance; GLUT-5 transporter
defects that can cause fructose malabsorption; poorly absorbed fer-
mentable carbohydrates (FODMAPs) that undergo colonic fermen-
tation causing distension, gas production and diarrhoea. Non-celiac
gluten sensitivity /non-celiac wheat sensitivity (NCGS/NCWS) is also
relevant, but it is not a single uniform condition.

Symptoms attributed to gluten or wheat may be related to fruc-
tans or other fermentable carbohydrates rather than gluten itself [2].
Many food allergies and food intolerances are influenced by the close
interaction between the gut microbiome, the intestinal epithelial bar-
rier, and the mucosal immune system. Disruption of the microbiota or
barrier may impair immune tolerance to food antigens and increase
susceptibility to gut reactions [3-5]. Similarly, non-immune food in-
tolerance can also be influenced by microbiome and barrier-related
mechanism, for example microbial fermentation, visceral hypersen-
sitivity, secondary mucosal injury, or altered bowel habits in addition
to primary enzyme deficiency [6,7]. Xue [7] suggests that lactose in-
tolerance may involve gut dysbiosis and altered host metabolism in
addition to lactase deficiency. Their human multi-omics data and FMT
animal experiment linked lactose intolerance with altered microbi-
al composition, distinct fermentation/metabolic pathways, reduced
beneficial butyrate-producing bacteria, and increased inflammatory
signaling. Another important factor that can contribute to non-im-
mune food intolerance is related to reduced digestive capacity. Phar-
macologic acid suppression, such as PPIs, H2 blockers or antacids, is
the biggest contributor to low stomach acid; however, any cause of
hypochlorhydria, including gastritis and Helicobacter pylori, can di-
rectly impact digestive capacity [8,9].

Another factor that can contribute to food sensitivities indirectly
is hormonal shift. During menopause, the rapid decline of estrogen
disrupts intestinal integrity and mucosal homeostasis [10]. Hor-
monal decline can also affect the gastrointestinal tract indirectly
through changes in the gut microbiome, including the estrobolome.
As estrogen levels fall during menopause, microbial diversity tends
to decrease, beneficial bacteria such as Bifidobacterium and Lacto-
bacillus may become less abundant, and systemic inflammation can
increase [11,12]. This case series does not establish whether altered
barrier function contributed to participant symptoms; however, the
microbiome-barrier-immune axis provides a biologically plausible
mechanism for evaluating changes in self-reported food tolerance
and gastrointestinal symptoms following Designs for Health Anaer-
ostipes Probiotic (Anaerostipes caccae CLB101™) supplementation. A
previously published case report described a 47-year-old female with
longstanding food intolerances and gastrointestinal symptoms who
experienced improvement following 12 weeks of A. caccae CLB101™
supplementation. Her tolerance of previously reactive foods im-
proved, and her stool microbial composition improved. The present
case series builds upon this preliminary single-patient observation
by evaluating food tolerance, gastrointestinal symptoms, and related
outcomes across a larger group of participants.

Background on Anaerostipes caccae

Anaerostipes caccae (A. Caccae) is a spore-forming, gram-variable,
rod-shaped anaerobic bacterium that is found in the human gut mi-
crobiota, primarily in the lumen of the colon 1. A. caccae is a butyr-
ate-producing bacterium that ferments dietary carbohydrates. It can
also participate in microbial cross-feeding by utilizing lactate and ace-
tate generated by other gut bacteria and converting these metabolites
into butyrate [13-15]. Butyrate, in turn, contributes to intestinal ho-
meostasis through its effects on the intestinal epithelium and immune
system, including support of epithelial barrier integrity and regulation
of immune responses [16,17]. Our current understanding of the cause
of food related symptoms is either immune-mediated, non-immune,
or incompletely characterized mechanisms; consequently, A. caccae
may potentially be relevant across several pathways: microbial carbo-
hydrate metabolism, epithelial barrier function, and the regulation of
mucosal immune tolerance. A potential non-immune mechanism in-
volves microbial metabolism of poorly absorbed carbohydrates. In an
animal model, A. caccae increased butyrate production, which helped
restore the colonic epithelial metabolic environment and microbial
carbohydrate metabolism. This reduced the accumulation of poorly
absorbed sorbitol in the intestinal lumen, resulting in less water being
pulled into the intestinal tract, thus reducing gastrointestinal symp-
toms such as diarrhoea.

This suggests a potential non-immune pathway through which
microbial metabolism may influence certain food intolerance pheno-
types, although this mechanism has not been studied in humans [18].
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A. caccae may also participate in metabolic interactions occurring
near the intestinal mucus layer. In vitro studies suggest that A. caccae
may participate in mucin-associated microbial cross-feeding. A. cac-
cae does not directly degrade intact mucin; however, mucin-degrad-
ing bacteria such as Akkermansia muciniphila can release acetate and
mucin-derived sugars that support A. caccae growth and subsequent
butyrate production [19]. Butyrate may, in turn, support intestinal
barrier function by promoting mucin production, thereby contribut-
ing to regulation of epithelial permeability to food antigens [20]. This
interaction shows how microbial cross-feeding may be relevant in ep-
ithelial homeostasis. Lactate utilization is a potentially relevant met-
abolic function of A. caccae. The bacterium has been described as a
lactate-utilizing butyrate producer, capable of converting both D- and
L-lactate into butyrate [13]. Excess lactate can impair mucosal barrier
function and has been linked to atopic eczema in children. A. caccae
can use lactate and acetate as substrates for butyrate production.

This metabolic activity may influence the colonic fermentation
environment, although its clinical significance for food intolerance
has not yet been established [21]. A. caccae also participates in meta-
bolic cross-feeding by utilizing substrates generated by other species
of the gut microbiota. Bifidobacterium species can provide monosac-
charides, lactate, and acetate that are subsequently utilized by A. cac-
cae. In co-culture, B. infantis supported A. caccae growth and butyrate
production through this exchange of metabolites [22]. In addition to
these metabolic and epithelial pathways, butyrate may support im-
mune tolerance through several complementary mechanisms. As a
histone deacetylase inhibitor, it can enhance acetylation of the Foxp3
locus and promote the expansion of regulatory T cells, which plays a
role in supporting oral tolerance to food antigens. Light Nagler [23]
further describes how microbial metabolites, together with retinoic
acid and antigen presentation, support the development of intesti-
nal regulatory T cell populations and mucosal immune homeostasis
[23]. These mechanisms provide a potential link between microbial
butyrate production and regulation of immune responses to dietary
antigens. In a preclinical study by Feehley [24], additionally shows the
mechanism of A. caccae with allergic food responses.

The study demonstrated that the administration of A. caccae to
germ-free mice mimicked the health infant microbiota and prevent-
ed anaphylactic responses to cow’s milk allergen [24]. A subsequent
study showed that combining the butyrate-producing bacterium A.
caccae with lactulose promotes bacterial engraftment, increases in-
testinal butyrate production, and reduces allergic responses in pre-
clinical models of cow’s milk and peanut allergy. This symbiotic ap-
proach seems to have an impact on the gut immune system through
immune-regulatory mechanisms, including suppression of epithelial
alarmin signaling, expansion of regulatory T cell populations, and
reduction of IgE-secreting cells [25]. Together, the above-mentioned
studies suggest several biologically plausible pathways through which
A. caccae could influence food-related symptoms through several dif-
ferent pathways. These include non-immune mechanisms involving

microbial carbohydrate metabolism and fermentation, epithelial and
mucus-associated mechanisms related to intestinal barrier homeo-
stasis, and immune-mediated pathways involving T cells and oral tol-
erance. However, these mechanisms have only been studied in vitro or
preclinical models and therefore should be considered as proposed
mechanisms rather than established clinical findings.

Despite growing interest in various nutraceutical interventions
including probiotics or butyrate-promoting supplements, case stud-
ies describing the supplementation with A. caccae and food intoler-
ance and gastrointestinal outcomes are limited. This case series pro-
vides preliminary observational data from a practitioner-led setting
and may help initiate future controlled studies examining the clinical
relevance of A. caccae across different food reaction phenotypes.

Methods
Study Design

Participants were clients of a New York-based practitioner. Prior
to initiating CLB101™, participants either completed or actively had
been completing The Great Reset program (TGR) - a nutritional and
behavior coaching group program designed by the practitioner. Par-
ticipants followed whole food dietary principles that focused on lean
protein, complex carbohydrates, and healthy fat intake. TGR focused
on the interventions similar to an elimination diet, involving the re-
moval of common trigger foods: dairy, grains, beans, nuts, added sug-
ars, highly processed foods, all oils, plus any known foods that are
poorly tolerated. Depending on the participants, calorie intake, pro-
tein needs, and supplement needs were adjusted during TGR. Foods
were gradually reintroduced while monitoring individual symptoms
and tolerance, and the goal was to identify personally poorly tolerated
foods. Baseline variability was that participants were not following
identical diets at study entry. Many participants had already identi-
fied their individual food sensitivities through prior participation in
TGR. TGR also focused on hydration, sleep, exercise, stress, and other
lifestyle factors. Participants tracked their gastrointestinal discom-
fort, bloating, skin symptoms, mood changes, sleep disturbances, or
other participant-specific reactions throughout the program. Despite
the improvements of many unwanted symptoms, participants contin-
ued to experience food sensitivities to certain foods.

For study purposes, food sensitivity or intolerance was defined
by participant-reported recurrence or worsening symptoms follow-
ing the reintroduction of a food that had previously been eliminated.
Symptoms included such as gastrointestinal symptoms such as diar-
rhoea, constipation, bloating, gas and reflux, as well as skin rashes,
itching, discomfort; pain or energy levels, and brain fog. Food sensi-
tivities were described as delayed onset of 6-72 hours after exposure
to the trigger foods. As no prior clinical evaluation was conducted, the
study could not determine whether a reported reaction represented
immune-mediated sensitivity, carbohydrate/FODMAP intolerance or
another non-immune mechanism. At the time of A. caccae initiation,
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participants maintained the TGR nutritional plan and did not make
additional dietary modifications. Participants did not initiate new
probiotics or make supplement changes. All participants were either
actively participating in or had previously completed the TGR before
the A. caccae intervention.

Participants were eligible for inclusion if they used A. caccae
CLB101™, completed baseline questionnaire data, completed at least
one follow-up questionnaire. Written informed consent was obtained
from all participants prior to inclusion in the case series and for use of
de-identified data. Participants were excluded if they did not provide
consent, did not initiate the intervention, withdrew consent before
manuscript submission, or lacked sufficient pre/post data for anal-
ysis.

Therapeutic Interventions

All Clients took Anaerostipes Probiotic CLB101™ by Designs for
Health at a dose of 1 capsule once daily on an empty stomach every
morning over the course of 12 weeks. Participants were instructed
to take the product on an empty stomach in the morning with water
approximately 30 - 60 minutes before breakfast, after a bowel move-
ment when possible. If participants did not have a bowel movement,
they were instructed to take the capsule at least 30 minutes prior to
breakfast. CLB101™ was the only new practitioner-directed interven-
tion during the 12-week course. Adherence was monitored through
participant self-report on study questionnaires and routine commu-
nication with the practitioner. Participants noted missed doses, tem-
porary discontinuation of the probiotic, and subsequent resumption.
Pill counts were not performed. Outcomes were assessed using prac-
titioner-developed baseline and post-intervention questionnaires.
The questionnaires were developed upon the established gastroin-
testinal symptom assessment tools, including the Gastrointestinal
Symptom Rating Scale (GSRS) [26], the NIH Patient-Reported Out-
comes Measurement Information System (PROMIS) Gastrointestinal
Symptom Scales [27], and the Bristol Stool Form Scale [28] as well as
the practitioner’s clinical experience.

The questionnaires used for this case series are provided as sup-
plementary material below. The baseline questionnaire collected de-
mographic and clinical characteristics, medication and supplement
use, food-specific reactions and avoidance patterns, gastrointestinal
and extraintestinal symptoms, bowel symptoms, stool form, dietary
and lifestyle factors, and digestion-related quality-of-life measures.
Twenty symptom items were rated on a 0-4 severity scale, and six
bowel-related items were similarly rated from 0-4. Food-specific sec-
tions assessed reported reaction severity and timing for dairy, glu-
ten/wheat, eggs, soy, corn, nuts/seeds, FODMAP-containing foods,
high-histamine foods, and other self-identified foods. The post-inter-
vention questionnaire reassessed the same symptom and bowel do-
mains and additionally evaluated whether participants had consumed
or reintroduced previously problematic foods, the perceived severity
of reactions following reintroduction, overall changes in food toler-
ance, and foods participants reported being able to tolerate following
the intervention. Bristol stool type, dietary and lifestyle factors, and
digestion-related quality-of-life measures were also collected. There
was no numeric scoring system, summed symptom score, or compos-
ite outcome score.

Participants were not classified as responders/non-responders
using predetermined numerical cutoffs and thresholds. Outcomes
were evaluated by comparing participants’ questionnaire responses
across study time points and noting whether symptoms improved,
worsened, resolved, or remained unchanged. Statements such as “im-
proved” or “resolved” should be presented as participant-reported or
practitioner-documented observations, not as outcomes derived from
a validated scoring system. [29-31]

Results

Participant characteristics, baseline food sensitivity patterns, GI
symptom outcomes, Bristol stool and bowel movement patterns, ad-
verse events, skin-related cases.

Participant Characteristics

(Table 1)
Table 1.
Client Relevant History Food Triggers and Status at Enrollment
#1 MS. 56F Post-cholecystectomy digestive symptoms, including Dairy and gluten. Indigestion and bowel regularity improved during
! postprandial bloating and indigestion TGR; residual bloating and food sensitivities remained.
Hidradenitis suppurativa, pyoderma gangrenosum, | Dairy, fermented foods, grains, nuts, cassava, and certain oils. Food sensi-
#2 LP, 56F i~ h L o .
recurrent cellulitis, fatigue, digestive symptoms tivities and recurrent HS sores remained.
Dairy, beans, butternut squash, and most grains; associated with bloat-
#3 AM, 37F Food-related gastrointestinal and skin symptoms ing, abdominal discomfort, itching, eczema, disrupted sleep, and GI
upset.
C L. . . Processed grains and dairy; associated with constipation, bloating, gas,
onstipation, irregular bowel movements, abdominal N . R >
#4 ES, 32F . O heartburn, puffiness, and skin symptoms. Symptoms improved during
bloating, food sensitivities -
TGR but remained recurrent.
. . e Grains/wheat, dairy, high-fat meals, and some nut-based foods. Stool
#5 GP, 43F Loose stools, digestive symptoms, food sensitivities consistency improved during TGR; food sensitivities persisted.
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Bread, processed grains, dairy products, lentils, potatoes, and certain
History of bariatric surgery and reduced stomach artificial sweeteners; associated with cramping, diarrhea, headaches,
#6 LS, 59F ) . M . panig: .
capacity bloating, and mental “fuzziness.” Digestion was stable at enrollment, but
food sensitivities remained.
Grains associated with bloating, abdominal discomfort, poor sleep, and
#7 EB, 60F History of food sensitivities weight gain; dairy associated with bloating and constipation. Prior im-
provement was disrupted by stress and changes in health routines.
. . . . . Multiple food sensitivities. Bowel regularity improved during TGR,
#8 SC, 36F Longstanding IBS Wlth urgency, abdominal pain, diar- but IBS flares, unpredictable bowel habits, and limited food tolerance
rhea, and irregular bowel movements R
remained.
SIBO following gastric bypass surgery, with bloating, Multiple fqod sens1.t1v1t1es_. Abdommal pain resolved find bloat}ng im-
#9 AS, 70F . X N € . proved during TGR; constipation, incomplete evacuation, bloating, and
constipation, abdominal pain, fatigue, and brain fog . .
food sensitivities persisted.
Lifelong constipation, frequent belching, mild reflux, Bowel regularity improved and chronic belching nearly resolved during
#10 SH, 75F : - . . . . . . .
previous H. pylori infection, esophageal erosion TGR; residual bloating and digestive concerns remained.
#11 KB, 22F Food sensitivity and digestive health concerns Bread and dairy. Encel%‘gy improved during TGR; food sensitivity and
igestive concerns remained.
Certain fats, nuts, bread, eggs, dairy, and fruits; associated with diarrhea
#12 SD, 54F Lifelong constipation and multiple food sensitivities and constipation. Bowel regularity and pain improved during TGR, but
food sensitivities remained.

Baseline Food Sensitivity Patterns

List categories: Gluten, Dairy, Eggs, Soy, Corn, Nuts/Seeds, Fod-
map Foods, Histamine Foods, Other. Gluten and dairy were the most
frequently reported food sensitivities, each affecting 10 of the 12 par-
ticipants with completed questionnaires. FODMAP-related symptoms

Table 2.

were reported by seven participants, while six reported sensitivities
to foods outside the specified categories. Soy, corn, nuts/seeds, and
histamine-containing foods each affected five participants. Egg sen-
sitivity was uncommon and was reported by only one participant.
(Table 2)

Participant

Gluten

Dairy

Eggs

Soy

Corn

Nuts/Seeds

FODMAP
Foods

Histamine
Foods

Other

Patient #1

o

0

0

Patient #2

Patient #3

Patient #4

Patient #5

Patient #6

Patient #7

Patient #8

Patient #9

Patient #10

Patient #11

Patient #12

NI HE QL WIN OO Q| Rk |k

O W B WM W W o | R W

S|l OO WO || |OC|OC OO

RO O W |k |O/NMNMNOC|lO|lO|O

O|R ||| WIN | OO || O Ww|o

R IO |N AN O OC|O | OO

RN W[ O W W O |lo|O ||k

O|=R | W | Ol |||l ||~ |N

NI OIN |kl OOl |D | |&=|Ww

Participants reporting

severity >0

10/12

10/12

|5

g1
B

Q1
IS

g1
IS

N
IS

g1
8

=2
I

Other foods reported included:

e  Patient #3: sugar
o  Patient #5: high-fat foods

e Patient #9: garlic, onion, caffeine/coffee, processed foods,

high-fat foods, sauces and creams, alcohol, and eggplant

Patient #11: sugar and white-flour desserts
Patient #12: sugar

Patient #13: olive oil, avocado oil, and coconut oil

Copyright@ : Oscar Coetzee | Biomed ] Sci & Tech Res | BJSTR.MS.ID.010434.

59412



https://dx.doi.org/10.26717/BJSTR.2026.67.010434

Volume 67- Issue 1

DOI: 10.26717/BJSTR.2026.67.010434

GI Symptom Outcomes

Post hoc exploratory scoring was performed for descriptive
evaluation of symptom changes from baseline to exit. In the paired
dataset, 12 participants had matched baseline and exit questionnaire
data. Symptom severity was assessed on 0-4 categorical scales, with
higher scores indicating greater symptom severity. Individual ques-
tionnaire items were grouped post hoc by clinical content into gas-
trointestinal, food/systemic, skin, and bowel-function domains, and
item scores within each domain were summed. The mean gastroin-
testinal domain score decreased from 6.75 at baseline to 3.92 at exit,
representing a 42.0% reduction. Nine of 12 participants had lower
scores at exit, 2 were unchanged, and 1 had a higher score. The mean
food/systemic domain score decreased from 10.00 to 4.75, a 52.5%
reduction, with lower scores in 11 of 12 participants and no change in
1. The mean skin domain score decreased from 2.17 to 0.83,a 61.5%

reduction; 7 participants had lower scores, 4 were unchanged, and 1
had a higher score. The mean bowel-function domain score decreased
from 3.83 to 2.83, a 26.1% reduction, with lower scores in 6 partici-
pants, no change in 5, and a higher score in 1. Among individual ques-
tionnaire items, the largest mean reductions were observed for sleep
disruption and the item assessing overall digestive comfort, each de-
creasing by 1.08 points.

Skin itching decreased from 1.25 to 0.33 (73.3%), diarrhoea
from 1.25 to 0.42 (66.7%), joint pain/body aches from 1.58 to 0.75
(52.6%), gas from 1.50 to 0.75 (50.0%), bloating from 1.42 to 0.75
(47.1%), and food-reaction severity from 1.67 to 1.00 (40.0%). Per-
centage reduction was calculated as [(baseline mean - exit mean) /
baseline mean] x 100. Domain scores were created post hoc for de-
scriptive purposes and were not derived from a validated composite
scoring system (Table 3).

Table 3.

Exploratory symptom category Baseline mean Exit mean Absolute change Percentage reduction
Gastrointestinal symptoms 6.75 3.92 2.83 42.00%
Food/systemic symptoms 10 4.75 5.25 52.50%

Bowel function symptoms 3.83 2.83 1 26.10%

Food Tolerance Outcomes

At the end of the case study, 12 participants completed the exit
questionnaire. Eleven of 12 participants (91.7%) reported that they
had reintroduced or consumed at least one food that had previously
been problematic. Among these 11 participants, 9 (81.8%) selected at
least one response indicating that their reaction was milder following
reintroduction, while 2 (18.2%) reported reactions that were about
the same. Specifically, 6 of 11 participants (54.5%) selected “much
milder” and 5 of 11 (45.5%) selected “somewhat milder”; because par-
ticipants could select more than one response, these categories were

not mutually exclusive. Two participants (18.2%) selected “about

» o«

the same,” and none selected “worse,” “absent,” or “uncertain.” One
participant (8.3%) did not reintroduce a previously problematic food
and therefore could not evaluate a change in food tolerance. Counts
of how many participants selected each reaction option (“much mild-

. about the same, uncertain”) after

€er,
reintroducing a food. In the free-text response section, participants

» o« ” o«

worse,

» o«

somewhat milder,

described reduced bloating, indigestion, gas, and skin flares, as well
as improved tolerance of foods including dairy, gluten/wheat, dietary
fats, and bread in moderation. (Graph1,2 & 3)

Reaction to reintroduced food, among those who reintroduced (n=11)

11)

=]
L

Number of selections (multi-response; can exceed n

(not mutually exclusive)

Adetl
pat 10 o

gome!

uch ildes

poout

Graph 1: Reaction to reintroduced food.

o sa™®

T
\Worse und e\'ta.‘“
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Individual change in total symptom score, baseline to exit

Patient #9 A
Patient #6
Patient #12 4
Patient #11 4
Patient #5 4
Patient #2
Patient #13
Patient #1 1
Patient #4
Patient #3 A
Patient #10

Patient #8 4

T T T T T
—30 —-25 —20 -15 -10 -5 0
Change in total symptom score, baseline - exit (raw points, 0-76 scale)

Graph 2: Individual change in total symptom score.

Food-specific reaction severity, baseline vs. exit

I Baseline
I Exit

Mean severity, 0-4 (evaluable participants only)

Graph 3: Food-specific severity, baseline vs. exit.
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Two participants reported no overall change in food tolerance.
Because food reintroduction was participant-directed rather than
standardized, and participants differed in the foods and quantities re-
introduced, food-specific changes should be interpreted descriptively
rather than standardized challenge outcomes. One bar per participant
showing how much 19 item symptom sum changed from baseline to
exit. Bars pointing left = improvement. No threshold line or color-cod-
ing so it doesn’t imply any predefined “responder” cutoff. Patient #9

is the one bar pointing right (the single participant whose score went
up) For each food (dairy, gluten/wheat, eggs, soy, corn, nuts/seeds,
FODMAP, histamine), average reaction severity baseline vs. exit - but
only counting participants who actually ate that food at exit. Anyone
who didn’t eat a given food is left out of that food’s bars entirely, so an
empty/low bar never gets misread as “improvement” even though it
was just non-exposure (Table 4 & 5).

Table 4.

Participant Gluten Dairy Eggs Soy Corn Nuts/Seeds F(%E;\QSAP Hi;:::)rgine Other
Patient #1 0 2 0 0 0 0 0 0 0
Patient #2 2 0 0 4 0 3 0 2 0
Patient #3 4 2 0 0 0 0 0 2 0
Patient #4 0 0 0 0 0 0 0 0 0
Patient #5 0 1 0 0 0 1 1 1 1
Patient #6 0 0 0 0 0 0 0 0 0
Patient #7 2 1 0 0 0 0 2 2 2
Patient #8 4 1 0 0 0 0 4 4 4
Patient #9 3 3 0 0 0 0 4 0 0
Patient #10 1 1 0 0 1 0 1 1 1
Patient #11 2 1 0 0 0 0 2 0 0
Patient #12 3 2 1 0 0 1 2 2 0

Part“;le’j;‘:ft;efg’m“g 8/12 912 112 112 Y12 312 712 712 412
Table 5.
Outcome measure n/N (%)
Reintroduced or consumed 21 previously problematic food 11/12 (91.7%)
Did not reintroduce a previously problematic food 1/12 (8.3%)
Reaction among participants who reintroduced foods (n=11):
Much milder reaction 6/11 (54.5%)
Somewhat milder reaction 5/11 (45.5%)
About the same reaction 2/11 (18.2%)
Worse reaction 0/11 (0%)
Uncertain reaction 0/11 (0%)
Absent reaction 0/11 (0%)

Bristol Stool and Bowel Movement Patterns

At baseline, stool consistency was variable across participants,
presenting both constipation and loose stool patterns (Bristol stool
type varied from Type 1 to 7). Among the 12 participants, 6 reported
Type 3-4 stools, which are generally considered more formed stool
patterns and representation of good gut health. The remaining par-
ticipants reported stools outside this range, including 2 with harder

Type 1-2 stools and 4 with looser Type 5-7 stools. By the exit ques-
tionnaire, stool consistency shifted toward Type 3-4 in most partici-
pants. 10 of 12 participants reported Type 3 or 4 stools at exist, while
only 1 participant reported Type 2 and 1 participant reported Type 5.
This represents an increase from 50% of participants reporting Type
3-4 stools at baseline to 83.3% at exit. Overall, the pattern suggests
improvement toward more formed and regulated stool consistency
by the end of the 12-week intervention. (Graph 4)
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Bowel/stool outcomes, baseline vs. e

A. Bristol stool type distribution

BN Baseline
BN Exit

Number of participants

Bristol stool type (1-7)

Graph 4: Bristol stool type + bowel subscale (two panels).

Mean severity, 0-4

xit (descriptive, no composite score)

B. Bowel-symptom subscale items

mmm Baseline
. Exit

Panel A: How many participants fell into each Bristol stool type (1-7) at baseline vs. exit
Panel B: The six individual bowel-symptom items (straining, incomplete evacuation, urgency, mucus, blood, undigested food), each shown

baseline vs. exit as its own bar pair, not combined into one score.

Adverse events

No adverse effects were documented in the questionnaire data.
Highlighted Skin-Related Cases

Client #2 (LP): Client #2 had a history of hidradenitis suppurativa
with persistent recurrent lesions. At initiation of A. caccae CLB101™,
a mons pubis lesion had remained recurrent for approximately 9
months despite prior interventions. During the 12-week intervention,
the client reported progressive improvement, with the lesion becom-
ing nearly healed and no longer painful, swollen, or bleeding by study
completion. Because the client continued other treatments, including
Tremfya and her established supplement regimen, the observed im-
provement cannot be attributed solely to CLB101™.

Client #13 (SD): The client entered the study with persistent
food-associated itching and rashes. During the 12-week A. caccae
CLB101™ intervention, she reported progressive improvement in
itching and skin reactions. After discontinuing CLB101™, itching and
changes in stool consistency reportedly returned; following resump-
tion, bowel patterns normalized and the itching and rashes again im-
proved. This temporal pattern is hypothesis-generating but does not
establish causality.

Discussion

The current results suggest that 12 weeks of A. caccae supple-
mentation was associated with participant-reported improvements
in overall food tolerance in the majority of participants. Participants’
phenotypes were heterogenous: food reactions and symptoms oc-

curred due to dairy, grains, FODMAP-type foods, fats, nuts, and other
foods. Symptoms ranged from bloating, diarrhea, constipation, and
abdominal discomfort; skin reactions included inching, eczema, as
well as sleep disturbance and brain fog. After the intervention, 11
of 12 participants (91.7%) reported reintroducing or consuming at
least one food that had previously been problematic. Among these
participants, 9 of 11 (81.8%) selected at least one response indicating
a milder reaction following reintroduction. Six participants (54.5%)
selected “much milder” and 5 (45.5%) selected “somewhat milder,”
while 2 (18.2%) reported that reactions were about the same. Be-
cause participants could select more than one response category,
these percentages were not mutually exclusive. No participant select-
ed “worse,” and 1 participant did not reintroduce a previously prob-
lematic food and therefore could not assess a change in tolerance. It is
important to note that food reintroduction was participant-directed
rather than standardized, and the foods and quantities consumed var-
ied between participants.

Along with improvements in symptom scores, Bristol stool chart
comparison also showed a positive shift. The proportion of partic-
ipants reporting Bristol Stool Form Scale Types 3-4 increased from
50.0% at baseline to 83.3% at exit, suggesting a movement toward
more formed stool patterns over the intervention period. In addition,
2 participants with notable pre-existing skin manifestations reported
improvement during the intervention; however, these observations
remain exploratory because of concurrent treatments and the ob-
servational nature of the case series. Because food-reaction pheno-
types were heterogenous, and no chemical biomarkers was used as a
baseline, microbial metabolism, epithelial and barrier integrity, and
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immune-regulatory pathways should be considered as biologically
plausible hypothesis rather than established evidence. Microbial me-
tabolism is probably the plausible mechanism to be relevant to the
participants whose symptoms were predominantly gastrointestinal.
One possible explanation is A. caccae mediated changes in microbi-
al carbohydrate metabolism and butyrate production, which might
influence the amount and type of substrates available in the colon
and thereby altering the metabolic environment. This is particularly
relevant to participants reporting reactions to FODMAP-type foods,
grains, sugars, or other carbohydrates.

Another plausible mechanism is that A. caccae could potentially
influence barrier integrity indirectly by supporting butyrate produc-
tion. Butyrate is involved in mucus and barrier homeostasis, which
in turn, can contribute to a more stable intestinal environment and
altered sensitivity to potentially triggering foods. Lastly, the partici-
pants with skin manifestations may have involved an immune com-
ponent. In a preclinical model, A. caccae has shown to prevent ana-
phylactic responses to cow’s milk allergen. In addition, combining
the butyrate-producing bacterium A. caccae with lactulose promoted
bacterial engraftment, increased intestinal butyrate production, and
reduces allergic responses in preclinical models of cow milk and pea-
nut allergy. This approach plausibly modulates immune regulatory
mechanisms, including suppression of epithelial alarmin signaling,
expansion of regulatory T-cell populations, and reduction of IgE-se-
creting cells.

Limitations

This case study is a retrospective observational case series. The
study has a small sample size and no control group presented. No
validated or standardized objective markers were used in the assess-
ment. Because TGR recommendations were individualized and par-
ticipants entered the intervention at different stages of the program,
dietary and lifestyle exposures were not standardized, which should
be acknowledged when interpreting changes during A. caccae sup-
plementation. Participants also completed TGR before CLB101™, so
CLB101™ was not tested as a stand-alone intervention. The case se-
ries also relies on self-reported food tolerance and symptoms. There
is a potential placebo/expectancy effect that can’t be confirmed with-
out a double-blind control study.

Conclusions

Food sensitivities and intolerance are an intricate physiologi-
cal process that encompasses both immune-mediated and non-im-
mune-mediated responses. (List above mentioned mechanisms in
short); Currently, no standard care exists in the management of these
responses. This case report investigated the use of A. Caccae in man-
agement and improvement of food sensitivities and intolerance. 12
participants took the probiotic and reported improvements in sev-
eral gastrointestinal symptoms, as well as skin conditions. The case
study has several limitations mentioned above; however, it shows the
positive dynamics worth further investigations and future studies to
elucidate the efficacy of A. Caccae in improving food tolerance and

gastrointestinal symptoms (Supplementary Materials 1-3).

Supplementary Materials: Baseline and Exit Questionnaires for CLB101™ Case Series

e  Reformatted from Google Forms for manuscript submission; participant responses removed.

e  Copyright pending. Reproduced with permission from Amanda Chinkan Nutrition.

No. Question / item Response format / options
A Sex Male; Female; Prefer not to say; Other
B Yes/no questions Yes; No; Other where specified
C Food reaction timing N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later; Other where specified
D Food-specific symptom severity 0 =none; 1; 2; 3; 4 = severe/extreme as labeled in the original form
E General symptom score 0 = none; 1 = mild; 2 = moderate; 3 = severe; 4 = extreme
F Stool function score 0 = no symptoms; 1; 2; 3; 4 = extreme
G Bristol Stool Chart options Type 1; Type 2; Type 3; Type 4; Type 5; Type 6; Type 7

Common response scales used in the questionnaires.

Baseline Questionnaire

e  Copyright pending. Reproduced with permission from Amanda Chinkan Nutrition.
e  Original instruction: Use this form to track your changes over the next 3 months. Asterisks in the original form indicated required

questions.
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Section 1: Participant information and recent medication/supplement context.

No. Question / item Response format / options
1 Name Free text
2 Participant ID Free text
3 Date Date field; example in original form: January 7, 2019
4 Age Free text / numeric
5 Sex Male; Female; Prefer not to say; Other
6 Height Free text
7 Weight Free text
8 What is your current diagnosis/known conditions? Free text
9 What medications are you currently taking? Free text
10 What supplements are you currently taking? Free text
11 Have you used antibiotics in the last 6 months? Yes; No
12 Have you used PPI or antacids in the last 6 months? Yes; No
13 Do you use laxatives? Yes; No; Other
14 Are you taking any hormonal medication? Yes; No; Other
15 Are you pregnant or breastfeeding? Yes; No

Section 2: Why are you trying Anaerostipes?

No. Question / item Response format / options
Food sensitivities/ intolerances; Bloating; Gas; Constipation; Diarrhea; Reflux; Abdominal pain; Hista-
Check all symptoms that apply - AL . SO ) . -
16 below mine-type reactions; Skin reactions; Fatigue after eating; Brain fog; Autoimmune/inflammatory symp-
toms; Other
17 What is your main goal in your Free toxt
own words?
Section 3: Food intolerance profile.
No. Question / item Response format / options
18 Dairy: How long have you avoided dairy? Free text / NA if not avoided
19 Dairy: What symptoms does it cause? Free text
20 Dairy: What is the severity of symptoms? 0-4 scale: none to severe/extreme
. . . N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;
. ?
21 Dairy: How quickly do you react to dairy? Other where specified
22 Gluten/wheat: How long have you avoided gluten/wheat? Free text / NA if not avoided
23 Gluten/wheat: What symptoms does gluten cause? Free text
24 Gluten/wheat: What is the severity of symptoms? 0-4 scale: none to severe/extreme
. N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;
: ?
25 Gluten/wheat: How quickly do you react to gluten/wheat? Other where specified
26 Eggs: How long have you avoided eggs? Free text / NA if not avoided
27 Eggs: What symptoms do eggs cause? Free text
28 Eggs: What is the severity of symptoms? 0-4 scale: none to severe/extreme
. N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;
: ?
29 Eggs: How quickly do you react to eggs? Other where specified
30 Soy: How long have you avoided soy? Free text / NA if not avoided
31 Soy: What symptoms does soy cause? Free text
32 Soy: What is the severity of symptoms? 0-4 scale: none to severe/extreme
. N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;
. ?
33 Soy: How quickly do you react to soy? Other where specified
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34 Corn: How long have you avoided corn? Free text / NA if not avoided
35 Corn: What symptoms does corn cause? Free text
36 Corn: What is the severity of symptoms? 0-4 scale: none to severe/extreme
37 Corn: How quickly do you react to corn? N/ A; immediate; within 1-3 hours; 4-12 hggrs; next day; 2+ days later;
Other where specified

38 Nuts/seeds: How long have you avoided nuts/seeds? Free text / NA if not avoided
39 Nuts/seeds: What symptoms do nuts/seeds cause? Free text
40 Nuts/seeds: What is the severity of symptoms? 0-4 scale: none to severe/extreme

. N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;

: ?
41 Nuts/seeds: How quickly do you react to nuts/seeds? Other where specified
42 FODMAP foods: How long have you avoided FODMAP foods? Free text / NA if not avoided
43 FODMAP foods: What symptoms do FODMAP foods cause? Free text
44 FODMAP foods: What is the severity of symptoms? 0-4 scale: none to severe/extreme
45 FODMAP foods: How quickly do you react to FODMAP foods? N/A; immediate; within 1-3 hours; 4-12 hggrs; next day; 2+ days later;
Other where specified

46 High-histamine foods: How long have you avoided high-hista- Free text / NA if not avoided

mine foods?
47 High-histamine foods: What sympgoms do high-histamine foods Free text

cause?

48 High-histamine foods: What is the severity of symptoms? 0-4 scale: none to severe/extreme
49 High-histamine foods: How quickly do you react to high-hista- N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;

mine foods? Other where specified
50 Other avoided foods: If there are other foods you are avoiding, Free text / NA if not avoided

please list them.
51 Other avoided foods: How long have you avoided these foods? Free text
What symptoms do these foods cause?

52 Other avoided foods: What is the severity of symptoms? 0-4 scale: none to severe/extreme
53 Other avoided foods: How quickly do you react to these other N/ A; immediate; within 1-3 hours; 4-12 hours; next day; 2+ days later;

foods?

Other where specified

Note: Original instruction: If you do not avoid a particular food please write NA. Reference charts for FODMAP foods and high-histamine foods were

included in the original Google Form.

Section 4: Symptom score - past 7 days.

No. Question / item Response format / options
Rows: Bloating; Gas; Abdominal pain; Constipation; Diarrhea; Urgency; Reflux/heartburn; Nausea; Food reaction;
Please score your . - . B A A . o . o
N Fatigue after meals; Brain fog; Headaches/migraines; Skin itching; Rashes; Acne; Joint pain/body aches; Sinus conges-
55 | symptoms in the past

7 days below.

tion/ post-nasal drip; Anxiety /irritability after meals; Sleep disruption; Overall digestive comfort. Scale: 0 = none; 1 =
mild; 2 = moderate; 3 = severe; 4 = extreme.

Section 5: Stool function.

No. Question / item Response format / options
56 Please score your stool function Rows: Straining; Incomplete evacuation; Urgency; Mucus in the stool; Blood in the stool; Undigested
symptoms. food in the stool. Scale: 0 = no symptoms; 1; 2; 3; 4 = extreme.

Section 6: Diet and confounders.

No. Question / item Response format / options

58 Have you had any major dietary changes in the last 30 days? Yes; No

59 How would you rate your fiber intake? Low; Moderate; High

60 How would you rate your fermented food intake? Never; Occasionally; Weekly; Daily
61 What is your alcohol intake? None; Weekly; Daily
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62 What is your processed food intake? Low; Moderate; High

63 What is your current level of stress? 0 =none; 1; 2; 3; 4 = extreme

64 How would you rate your quality of sleep? 0 = poor, less than 4 hours; 1; 2; 3; 4 = well rested, 8+ hours
65 How often do you exercise? Never; Occasionally; Sometimes; 3/4 days a week; Every day

Section 7: Quality of life.

No. Question / item Response format / options
66 In the last 7 days, how much haye symptoms limited your 0=notatall; 1; 2; 3; 4 = always

food choices?
67 In the last 7 days, how much anxiety do you feel around 0 =none atall; 1; 2; 3; 4 = extreme

eating?

68 In the last 7 days, how rpuch c'lo your symptoms affect 0=notatall; 1;2; 3; 4 = always

social eating?
69 In the last 7 days, how much have your symptoms affected 0=notatall; 1; 2; 3; 4 = all the time

your daily energy?

70 What is your overall quality of life related to digestion? 0 = terrible, digestion constantly disrupts life; 1; 2; 3; 4; 5; 6; 7; 8; 9; 10 = no

disruptions at all due to digestion

Exit Questionnaire

Section 1: Participant information and recent medication/supplement context.

Copyright pending. Reproduced with permission from Amanda Chinkan Nutrition.
Original instruction: Use this form to track your changes over the next 3 months. Asterisks in the original form indicated required-
questions.

No. Question / item Response format / options
1 Name Free text
2 Participant ID (initials) Free text
3 Date Date field; example in original form: January 7, 2019
4 Age Free text / numeric
5 Sex Male; Female; Prefer not to say; Other
6 Height Free text
7 Weight Free text
8 What is your current diagnosis/known conditions? Free text
9 What medications are you currently taking? Free text
10 What supplements are you currently taking? Free text
11 Have you used antibiotics in the last 6 months? Yes; No
12 Have you used PPI or antacids in the last 6 months? Yes; No
13 Do you use laxatives? Yes; No; Other
14 Are you taking any hormonal medication? Yes; No; Other
15 Are you pregnant or breastfeeding? Yes; No
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Section 2: Overall health after completing the Anaerostipes intervention.

No. Question / item Response format / options

. . - Food sensitivities/intolerances; Bloating; Gas; Constipation; Diarrhea;

After Anaerostipes, are you still experiencing any of the . . . ; - . . .
16 . Reflux; Abdominal pain; Histamine-type reactions; Skin reactions; Fatigue
following? . . . -
after eating; Brain fog; Autoimmune/inflammatory symptoms; Other
Now that you have completed the Anaerostipes interven-

17 tion, explain in your own words the difference, if any, you Free text

feel /experience in your overall health.

Section 3: Food intolerance profile after the intervention.

No. Question / item Response format / options
18 Dairy: Have you had dairy since completing the Anaerostipes intervention? Yes; No
19 Dairy: What symptoms did it cause? Free text
20 Dairy: What is the severity of symptoms? 0-4 scale: none to severe/extreme
21 Dairy: How quickly do you react to dairy? N/ A; immzef?;;;s vlvaltt:rm Olt-gelxvl}rlse;ri-slselgfﬁz; next day;
9 Gluten/wheat: Have you had glqten / whgat since completing the Anaerostipes Yes; No
intervention?
23 Gluten/wheat: What symptoms does gluten cause? Free text
24 Gluten/wheat: What is the severity of symptoms? 0-4 scale: none to severe/extreme
25 Gluten/wheat: How quickly do you react to gluten/wheat? N/A; immzef?;c}e,;s Vl\;i:?ri;noltﬁe}rl?/tzllisgri_:;e}gfﬁcsl; next day;
26 Eggs: Have you had eggs since completing the Anaerostipes intervention? Yes; No
27 Eggs: What symptoms do eggs cause? Free text
28 Eggs: What is the severity of symptoms? 0-4 scale: none to severe/extreme
29 Eggs: How quickly do you react to eggs? N/A; imm;fl?at;;s ‘f;l:;l,n Olt-ﬁe};?;ﬁse;ri_:;e}gfﬁz; next day;
30 Soy: Have you had soy since completing the Anaerostipes intervention? Yes; No
31 Soy: What symptoms does soy cause? Free text
32 Soy: What is the severity of symptoms? 0-4 scale: none to severe/extreme
33 Soy: How quickly do you react to soy? N/A; imnaefiia;}ejs ﬁ:g?&;ﬁeﬁwizri':sell%ﬁ;? next day;
34 Corn: Have you had corn since completing the Anaerostipes intervention? Yes; No
35 Corn: What symptoms does corn cause? Free text
36 Corn: What is the severity of symptoms? 0-4 scale: none to severe/extreme
37 Corn: How quickly do you react to corn? N/A; immzef?at}e’;s ‘i;lttgnoltgel;?vlﬁirislgeﬁ?er; next day;
38 Nuts/seeds: Have you had nuts/seeds since completing the Anaerostipes inter- Yes; No
vention?
39 Nuts/seeds: What symptoms do nuts/seeds cause? Free text
40 Nuts/seeds: What is the severity of symptoms? 0-4 scale: none to severe/extreme
41 Nuts/seeds: How quickly do you react to nuts/seeds? N/A; immzefliia;c}e,;s ﬁ:gﬁolgﬁe?%lﬁzri_slsegﬁg next day;
4o | FODMAP foods: Have you had FODMAP fopds since completing the Anaerostipes Yes; No
intervention?
43 FODMAP foods: What symptoms do FODMAP foods cause? Free text
44 FODMAP foods: What is the severity of symptoms? 0-4 scale: none to severe/extreme
45 FODMAP foods: How quickly do you react to FODMAP foods? N/A; immzefl ?at;;s ‘f,ai:?ri;noltﬁe};(z/blise;ri-slse};%?;sl; next day;
46 High-histamine foods: Have you ha.d high—histamine foods since completing the Yes; No
Anaerostipes intervention?
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47 High-histamine foods: What symptoms do high-histamine foods cause? Free text

48 High-histamine foods: What is the severity of symptoms? 0-4 scale: none to severe/extreme

49 High-histamine foods: How quickly do you react to high-histamine foods? N/A; immze:l?;c}e,;s Vl\;i:?ri;nolt—}?e};?/tflll;sgri—:}ze}gf?gcsl; next day;
50 | Other avoided foods: If there are other foods you were avoiding, please list them. Free text

Other avoided foods: Have you had these other items since completing the Anaer-
51 ostipes intervention? / How long have you avoided these foods? / What symp- Yes/No or free text, as applicable
toms do these foods cause?

52 Other avoided foods: How long have you avoided these foods? Free text

53 Other avoided foods: What symptoms do these foods cause? Free text

54 Other avoided foods: What is the severity of symptoms? 0-4 scale: none to severe/extreme

55 Other avoided foods: How quickly do you react to these other foods? N/ A; immediate; within 1-3 hours; 4-12 hours; next day;

2+ days later; Other where specified

Note: Original instruction: If you do not avoid a particular food please write NA. Reference charts for FODMAP foods and high-histamine foods were

included in the original Google Form.

Section 4: Symptom score - since completing the Anaerostipes study.

No. Question / item Response format / options
Rows: Bloating; Gas; Abdominal pain; Constipation; Diarrhea; Urgency; Reflux/heartburn; Nausea; Food reac-
Please score your symp- LT B . ; . Lo ) . - -
X . tion; Fatigue after meals; Brain fog; Headaches/migraines; Skin itching; Rashes; Acne; Joint pain/body aches;
56 | toms since completing the

Anaerostipes study.

Sinus congestion/ post-nasal drip; Anxiety/irritability after meals; Sleep disruption. Scale: 0 = none; 1 = mild; 2 =
moderate; 3 = severe; 4 = extreme.

Section 5: Stool function - since completing the Anaerostipes study.

No. Question / item Response format / options
Please_ score your S.tOOI function SYMP- | Rows: Straining; Incomplete evacuation; Urgency; Mucus in the stool; Blood in the stool; Undigested
57 | toms since completing the Anaerostipes food in th 1. Scale: 0 = 1.0:3. 4=
stu dy. ood in the stool. Scale: 0 = no symptoms; 1; 2; 3; 4 = extreme.
58 How often do you have a bowel move- Free text
ment?
Bristol Stool Chart options: Type 1 - separate hard clumps; Type 2 - lumpy and sausage-like; Type 3
59 Please identify your most common - sausage shape with cracks in the surface; Type 4 - smooth soft sausage or snake; Type 5 - soft blobs

stool type.

with clear-cut edges; Type 6 - mushy consistency with ragged edges; Type 7 - liquid consistency
with no solid pieces.

Section 6: Diet and confounders.

No. Question / item Response format / options

60 Have you had any majord c;i;;?ry changes in the last 30 Yes; No

61 How would you rate your fiber intake? Low; Moderate; High

62 How would you rate your fermented food intake? Never; Occasionally; Weekly; Daily

63 What is your alcohol intake? None; Weekly; Daily

64 What is your processed food intake? Low; Moderate; High

65 What is your current level of stress? 0 =none; 1; 2; 3; 4 = extreme

66 How would you rate your quality of sleep? 0 = poor, less than 4 hours; 1; 2; 3; 4 = well rested, 8+ hours
67 How often do you exercise? Never; Occasionally; Sometimes; 3/4 days a week; Every day
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Section 7: Food reintroduction and digestive comfort outcomes.

No. Question / item Response format / options
Since completing the Anaerostipes study, have you reintroduced or consumed .
68 . R N Yes; No
any previously problematic food items?
69 If so, what food item/items did you reintroduce? Free text
70 If you did reintroduce a previously problematic food, was the reaction: Absent; much milder; somewhat mllder; about the same;
worse; uncertain
71 What do you feel was the overall change in your food tolerance? Free text
72 Which previously avoided foods, if any, are you now able to tolerate? Free text
73 | How would you rate your overal.l dlg.estlve comfort since completing the Anaer- 1= extremely poor; 2; 3; 4; 5 = great
ostipes intervention?

Section 8: Quality of life.

No. ‘ Question / item Response format / options
74 In the last 7 days, how much ha.ve symptoms limited your 0=notatall; 1; 2; 3; 4 = always
food choices?
75 In the last 7 days, how much anxiety do you feel around 0= none at all; 1; 2; 3; 4 = extreme
eating?
76 In the last 7 days, how much c_io your symptoms affect social 0=notatall; 1; 2; 3; 4 = always
eating?
77 In the last 7 days, how muclr} have your symptoms affected 0=notatall; 1; 2; 3; 4 = all the time
your daily energy?
78 What is your overall quality of life related to digestion? 0 = terrible, dlgestlog_constz_mtly disrupts life; 1 12 ?,; 4;5,6;7,8;9;10 = no
isruptions at all due to digestion
References 10. Valerieva Elitsa, Mariela Vasileva, Borislava Krusheva, Krasimira Baynova,
Elena Petkova, et al. (2026) Women hormones and hypersensitivity: aller-
1. Valenta R, Hochwallner H, Linhart B, Pahr S (2015) Food allergies: the ba- gic diseases in menopause. Frontiers in Allergy 7.
sics. Gastroenterology 148(6): 1120-1131.e4.
11. Lim Michelle Jing Sin, Elvina Parlindungan, E ein See, Ching Hwee Gan, Ra-
2. Skodje GI, Sarna VK, Minelle IH, Kjersti L Rolfsen, Jane G Muir, et al. (2018) chel Yap, et al. (2026) Diet, the Gut Microbiome, and Estrogen Physiology:
Fructan, Rather Than Gluten, Induces Symptoms in Clients with Self-Re- A Review in Menopausal Health and Interventions. Nutrients 18(7): 1052.
ported Non-Celiac Gluten Sensitivity. Gastroenterology 154(3): 529-539.
e2. 12. Wang, Haigiang, Fan Shi, Lihong Zheng, Wenhui Zhou, et al. (2025) Gut
microbiota has the potential to improve health of menopausal women by
3. McKenzie C, Tan ], Macia L, Mackay CR (2017) The nutrition-gut microbi- regulating estrogen. Frontiers in Endocrinology 16: 1562332.
ome-physiology axis and allergic diseases. Immunol Rev 278(1): 277-295.
13. Duncan SH, Louis P, Flint H] (2004) Lactate utilizing bacteria, isolated
4. Grover M, Barbara G, Chey W, Bruno P Chumpitazi, Christine Feinle Bisset, from human feces, that produce butyrate as a major fermentation product.
etal. (2026) The Intestinal Microenvironment and Disorders of Gut-Brain Appl Environ Microbiol 70(10): 5810-5817.
Interaction. Gastroenterology 170(6): 1133-1151.
14. Kadowaki R, Tanno H, Maeno S, Endo A (2023) Spore forming properties
5. C Delaroque, LO Mahony, I Kortekaas Krohn, CG Mortz, M Ollert, et al. and enhanced oxygen tolerance of butyrate producing Anaerostipes spp.
(2026) Diet-Microbiome-Immune Interactions at the Gut Mucosa in Food Anaerobe 82: 102752.
Allergy: Mechanisms, Gaps, and Therapeutic Implications, Allergy: 1-14.
15. Schwiertz A, Hold GL, Duncan SH, Barbel Gruhl, Matthew D Collins, et al.
6. Bertin L, Zanconato M, Crepaldi M, Marasco G, Cremon C, et al. (2024) The (2002) Anaerostipes caccae gen. nov., sp. nov., a new saccharolytic, acetate
Role of the FODMAP Diet in IBS. Nutrients 16(3): 370. utilising, butyrate producing bacterium from human faeces. Syst Appl Mi-
7. Xue, Hong, Chunfeng Mei, Lili Han, Mengxiong Lu, et al. (2024) Gut micro- crobiol 25(1): 46-51.
biome and serum metabolome alterations associated with lactose intol-  16. Yoo ], Groer M, Dutra S, Sarkar A, McSkimming D (2020) Gut microbiota
erance (LI): a case—control study and paired-sample study based on the and immune system interactions. Microorganisms 8(10): 1587.
American Gut Project (AGP). mSystems 9(10): e0083924.
17. Parada Venegas D, De La Fuente MK, Landskron G, Rodrigo Quera, Gerard
8. PaliScholl], Herzog R, Wallmann J, Szalai K, Brunner R, etal. (2010) Antac- Dijkstra, et al. (2019) Short chain fatty acids (SCFAs) mediated gut epi-
ids and dietary supplements with an influence on the gastric pH increase thelial and immune regulation and its relevance for inflammatory bowel
the risk for food sensitization. Clinical & Experimental Allergy 40: 1091- diseases. Front Immunol 10:277.
1098.
18. Lee Jee Yon, Connor R Tiffany, Scott P Mahan, Matthew Kellom, Andrew
9. Taylor L, McCaddon A, Wolffenbuttel BHR (2024) Creating a Framework

for Treating Autoimmune Gastritis—The Case for Replacing Lost Acid. Nu-
trients 16(5): 662.

WL Rogers, et al. (2024) High fat intake sustains sorbitol intolerance af-
ter antibiotic-mediated Clostridia depletion from the gut microbiota. Cell
187(5): 1191-1205.e15.

Copyright@ : Oscar Coetzee | Biomed | Sci & Tech Res | BJSTR.MS.ID.010434.

59423


https://dx.doi.org/10.26717/BJSTR.2026.67.010434
https://pubmed.ncbi.nlm.nih.gov/25680669/
https://pubmed.ncbi.nlm.nih.gov/25680669/
https://pubmed.ncbi.nlm.nih.gov/29102613/
https://pubmed.ncbi.nlm.nih.gov/29102613/
https://pubmed.ncbi.nlm.nih.gov/29102613/
https://pubmed.ncbi.nlm.nih.gov/29102613/
https://onlinelibrary.wiley.com/doi/10.1111/imr.12556
https://onlinelibrary.wiley.com/doi/10.1111/imr.12556
https://pubmed.ncbi.nlm.nih.gov/41698473/
https://pubmed.ncbi.nlm.nih.gov/41698473/
https://pubmed.ncbi.nlm.nih.gov/41698473/
https://onlinelibrary.wiley.com/doi/10.1111/all.70426?af=R
https://onlinelibrary.wiley.com/doi/10.1111/all.70426?af=R
https://onlinelibrary.wiley.com/doi/10.1111/all.70426?af=R
https://www.mdpi.com/2072-6643/16/3/370
https://www.mdpi.com/2072-6643/16/3/370
https://pubmed.ncbi.nlm.nih.gov/39320101/
https://pubmed.ncbi.nlm.nih.gov/39320101/
https://pubmed.ncbi.nlm.nih.gov/39320101/
https://pubmed.ncbi.nlm.nih.gov/39320101/
https://onlinelibrary.wiley.com/doi/10.1111/j.1365-2222.2010.03468.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1365-2222.2010.03468.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1365-2222.2010.03468.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1365-2222.2010.03468.x
https://www.mdpi.com/2072-6643/16/5/662
https://www.mdpi.com/2072-6643/16/5/662
https://www.mdpi.com/2072-6643/16/5/662
https://www.frontiersin.org/journals/allergy/articles/10.3389/falgy.2026.1777688/full
https://www.frontiersin.org/journals/allergy/articles/10.3389/falgy.2026.1777688/full
https://www.frontiersin.org/journals/allergy/articles/10.3389/falgy.2026.1777688/full
https://pubmed.ncbi.nlm.nih.gov/41978103/
https://pubmed.ncbi.nlm.nih.gov/41978103/
https://pubmed.ncbi.nlm.nih.gov/41978103/
https://pmc.ncbi.nlm.nih.gov/articles/PMC12183514/
https://pmc.ncbi.nlm.nih.gov/articles/PMC12183514/
https://pmc.ncbi.nlm.nih.gov/articles/PMC12183514/
https://pubmed.ncbi.nlm.nih.gov/15466518/
https://pubmed.ncbi.nlm.nih.gov/15466518/
https://pubmed.ncbi.nlm.nih.gov/15466518/
https://pubmed.ncbi.nlm.nih.gov/37301503/
https://pubmed.ncbi.nlm.nih.gov/37301503/
https://pubmed.ncbi.nlm.nih.gov/37301503/
https://pubmed.ncbi.nlm.nih.gov/12086188/
https://pubmed.ncbi.nlm.nih.gov/12086188/
https://pubmed.ncbi.nlm.nih.gov/12086188/
https://pubmed.ncbi.nlm.nih.gov/12086188/
https://pubmed.ncbi.nlm.nih.gov/33076307/
https://pubmed.ncbi.nlm.nih.gov/33076307/
https://www.frontiersin.org/journals/immunology/articles/10.3389/fimmu.2019.00277/full
https://www.frontiersin.org/journals/immunology/articles/10.3389/fimmu.2019.00277/full
https://www.frontiersin.org/journals/immunology/articles/10.3389/fimmu.2019.00277/full
https://www.frontiersin.org/journals/immunology/articles/10.3389/fimmu.2019.00277/full
https://pubmed.ncbi.nlm.nih.gov/38366592/
https://pubmed.ncbi.nlm.nih.gov/38366592/
https://pubmed.ncbi.nlm.nih.gov/38366592/
https://pubmed.ncbi.nlm.nih.gov/38366592/

Volume 67- Issue 1

DOI: 10.26717/BJSTR.2026.67.010434

19.

20.

21.

22.

23.

24.

25.

Belzer C, Chia LW, Aalvink S, Chamlagain B, Piironen V, et al. (2017) Mi-
crobial Metabolic Networks at the Mucus Layer Lead to Diet-Independent
Butyrate and Vitamin B12 Production by Intestinal Symbionts. mBio 8(5):
1-14.

Hertli S, Zimmermann P (2022) Molecular interactions between the intes-
tinal microbiota and the host. Molecular Microbiology 117(6): 1297-1307.

Shetty SA, Boeren S, Bui TPN, Smidt H, De Vos WM (2020) Unravelling lac-
tate acetate and sugar conversion into butyrate by intestinal Anaerobutyr-
icum and Anaerostipes species by comparative proteogenomics. Environ
Microbiol 22(11): 4863-4875.

Chia LW, M Mank, B Blijenberg, RS Bongers, K van Limpt, et al. (2021)
Cross-feeding between Bifidobacterium infantis and Anaerostipes caccae
on lactose and human milk oligosaccharides. Beneficial Microbes 12(1):
69-83.

Light SH, Nagler CR (2024) Regulation of immune responses to food by
commensal microbes. Immunol Rev 326: 203-218.

Feehley T, Plunkett CH, Bao R, Sung Min Choi Hong, Elliot Culleen, et al.
(2019) Healthy infants harbor intestinal bacteria that protect against food
allergy. Nat Med 25(3): 448-453.

Hesser LA, Puente AA, Arnold ], Edward lonescu, Anjali Mirmira, et al.
(2024) A synbiotic of Anaerostipes caccae and lactulose prevents and
treats food allergy in mice. Cell Host Microbe 32(7): 1163-1176.e6.

ISSN: 2574-1241
DOI: 10.26717/BJSTR.2026.67.010434

Oscar Coetzee . Biomed ] Sci & Tech Res

NI

This work is licensed under Creative
Commons Attribution 4.0 License

Submission Link: https://biomedres.us/submit-manuscript.php

26.

27.

28.

29.

30.

31

123(0)\%1210) (VNS

RESEARCHES °

ISSN: 2574-1241

Svedlund ], Sjédin, I, Dotevall G (1988) GSRS—A clinical rating scale for
gastrointestinal symptoms in patients with irritable bowel syndrome and
peptic ulcer disease. Digest Dis Sci 33: 129-134.

Spiegel B, Hays R, Bolus R, Gil Y Melmed, Lin Chang, et al. (2014) Devel-
opment of the NIH Patient-Reported Outcomes Measurement Information
System (PROMIS) Gastrointestinal Symptom Scales American Journal of
Gastroenterology 109(11): 1804-1814.

Lewis S ], Heaton K W (1997) Stool Form Scale as a Useful Guide to In-
testinal Transit Time. Scandinavian Journal of Gastroenterology 32(9):
920-924.

Van Den Abbeele P, Belzer C, Goossens M, Michiel Kleerebezem, Willem M
De Vos, et al. (2013) Butyrate producing Clostridium cluster XIVa species
specifically colonize mucins in an in vitro gut model. ISME ] 7(5): 949-961.

Singh V, Lee G, Son H, Hong Koh, Eun Soo Kim, et al. (2023) Butyrate pro-
ducers, “The Sentinel of Gut”: their intestinal significance with and beyond
butyrate, and prospective use as microbial therapeutics. Front Microbiol
13:1103836.

Macia L, Mackay C (2019) Dysfunctional microbiota with reduced capacity
to produce butyrate as a basis for allergic diseases. Journal of Allergy and
Clinical Immunology 144(6): 1513-1515.

Assets of Publishing with us

Global archiving of articles
¢ Immediate, unrestricted online access
¢ Rigorous Peer Review Process

¢ Authors Retain Copyrights

>°7(= ] ¢ Unique DOI for all articles

https://biomedres.us/

Copyright@ : Oscar Coetzee | Biomed ] Sci & Tech Res | BJSTR.MS.ID.010434.

59424


https://dx.doi.org/10.26717/BJSTR.2026.67.010434
https://dx.doi.org/10.26717/BJSTR.2026.67.010434
https://journals.asm.org/doi/10.1128/mbio.00770-17
https://journals.asm.org/doi/10.1128/mbio.00770-17
https://journals.asm.org/doi/10.1128/mbio.00770-17
https://journals.asm.org/doi/10.1128/mbio.00770-17
https://pubmed.ncbi.nlm.nih.gov/35403275/
https://pubmed.ncbi.nlm.nih.gov/35403275/
https://pubmed.ncbi.nlm.nih.gov/33001550/
https://pubmed.ncbi.nlm.nih.gov/33001550/
https://pubmed.ncbi.nlm.nih.gov/33001550/
https://pubmed.ncbi.nlm.nih.gov/33001550/
https://pubmed.ncbi.nlm.nih.gov/33191780/
https://pubmed.ncbi.nlm.nih.gov/33191780/
https://pubmed.ncbi.nlm.nih.gov/33191780/
https://pubmed.ncbi.nlm.nih.gov/33191780/
https://pubmed.ncbi.nlm.nih.gov/39285525/
https://pubmed.ncbi.nlm.nih.gov/39285525/
https://pubmed.ncbi.nlm.nih.gov/30643289/
https://pubmed.ncbi.nlm.nih.gov/30643289/
https://pubmed.ncbi.nlm.nih.gov/30643289/
https://pubmed.ncbi.nlm.nih.gov/38906158/
https://pubmed.ncbi.nlm.nih.gov/38906158/
https://pubmed.ncbi.nlm.nih.gov/38906158/
https://link.springer.com/article/10.1007/BF01535722
https://link.springer.com/article/10.1007/BF01535722
https://link.springer.com/article/10.1007/BF01535722
https://pubmed.ncbi.nlm.nih.gov/25199473/
https://pubmed.ncbi.nlm.nih.gov/25199473/
https://pubmed.ncbi.nlm.nih.gov/25199473/
https://pubmed.ncbi.nlm.nih.gov/25199473/
https://pubmed.ncbi.nlm.nih.gov/9299672/
https://pubmed.ncbi.nlm.nih.gov/9299672/
https://pubmed.ncbi.nlm.nih.gov/9299672/
https://pubmed.ncbi.nlm.nih.gov/23235287/
https://pubmed.ncbi.nlm.nih.gov/23235287/
https://pubmed.ncbi.nlm.nih.gov/23235287/
https://pubmed.ncbi.nlm.nih.gov/36713166/
https://pubmed.ncbi.nlm.nih.gov/36713166/
https://pubmed.ncbi.nlm.nih.gov/36713166/
https://pubmed.ncbi.nlm.nih.gov/36713166/
https://pubmed.ncbi.nlm.nih.gov/31654650/
https://pubmed.ncbi.nlm.nih.gov/31654650/
https://pubmed.ncbi.nlm.nih.gov/31654650/

