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ABSTRACT

Inflammatory bowel disorders (IBD) are considered to be 
caused by autoimmunity. Available drug treatments only 
treat symptoms, and they typically work by suppressing the 
immune system. In this paper we retrospectively analyse the 
evolution of eight IBD patients who followed the GAPS 
Nutritional Protocol, a dietary treatment focused on 
normalising the gut flora and healing the gut wall. Data 
were quantitative (faecal calprotectin with a structured 
questionnaire) and qualitative (interviews together with the 
open-ended section of the questionnaire). Faecal calprotectin 
was normalised in seven participants (87.5%). IBD-related 
symptoms improved in all participants, and disappeared 
completely in five (62.5%). All participants discontinued their 
mainstream medications. The GAPS Nutritional Protocol had 
a dramatic positive impact on comorbidities - eczema, 
anxiety, depression, obsessive-compulsive disorder, arthritis 
and adrenal fatigue, with clear improvements in quality of 
life. In this paper, we put forward a hypothesis that 
autoimmunity is not a mistaken reaction of the body against 
itself, but rather a disease of toxic exposures. In IBD, the gut 
wall is contaminated by toxicity generated by an unhealthy 
gut microbiome. The immune system uses powerful tools 
(inflammation, antibodies, etc) to remove this toxicity. The 
activity of the immune system creates symptoms of the 
disease. The GAPS Nutritional Protocol normalises the gut 
flora and allows the gut wall to cleanse and heal, removing 

the need for inflammation and other activities of the immune 
system. Our paper provides valuable insights into the current 

need for IBD treatments that tackle the true cause of the 
disease - abnormal gut flora. We hope this study will urge 
clinical practitioners to realise the central role gut dysbiosis 
plays in the onset of autoimmune diseases and their 
remission.
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INTRODUCTION

Definition

Inflammatory bowel diseases (IBD), chiefly Crohn’s disease 
(CD) and ulcerative colitis (UC), are chronic inflammatory 
diseases of the gastro-intestinal tract (GIT). The high level 
of inflammation manifests itself through recurrent ulcers 
(Pithadia & Jain, 2011) and leads to the activation of 
macrophages, formation of granulomas, and secretion of 
various cytokines such as TNF-α and interleukins 
(Papadakis & Targan, 2000, as cited by Pithadia & Jain, 
2011).Transmural granulomatous inflammation (due to a 
benign nodule housing activated immune cells) in any part 
of the bowel is common in CD, while the inflammation 
displayed in UC tends to be limited to the colon’s mucosa 
(Tomasello et al., 2015). Colonoscopies in patients with CD 
reveal “lesions, cobblestoning, ulcerations and strictures” 
while colonoscopies in UC patients reveal “pseudopolyps 
and continuous areas of inflammation” (Mentella, 
Scaldaferri, Pizzoferrato, Gasbarrini & Miggiano, 2020, p.1).

The main symptoms of IBD are abdominal pain, diarrhoea, 
nausea, weight loss, anaemia, and blood in stool. Patients 
might also experience extraintestinal symptoms such as 
arthritis, sclerosing cholangitis, eye conditions (uveitis, 
iritis), and skin conditions (pyoderma gangrenosum, 
erythema nodosum) (Fiocchi, 1998, as cited by Pithadia & 
Jain, 2011).

Prevalence of CD and UC is increasing worldwide with 
estimated rates ranging from 25.9 to 318.5 cases per 
100,000 persons (Mentella et al., 2020). In general, 
prevalence rates are significantly lower in Europe and Asia 
compared to the US (Burisch & Munkholm, 2015).

Costs induced by IBD’s diagnosis, assessment, treatment 
and supervision have been estimated to be around seven 
billion dollars (Dahlhamer, Zammitti, Ward, Wheaton & 
Croft, 2016) and are growing in parallel with the increasing 
prevalence. Patients who suffer from IBD score lower on 
quality of life (QOL) indicators. This is unsurprising given 
the comorbidities, relapses, frequent hospitalisations, and 
surgical procedures (Bewtra, Su & Lewis, 2007; Cohen, 
2002).

MALNUTRITION

Malnutrition is common amongst IBD sufferers. Patients 
limit their food intake in order to avoid gastro-intestinal 
symptoms caused by numerous food intolerances 
(Lucendo & Rezende, 2009; Tomasello et al., 2015; 
Vagianos, Bector, McConnell & Bernstein, 2007).

Malnutrition is also caused by: (1) gastro-intestinal losses 
(diarrhoea, rectorrhagia, enteropathy, etc.); (2) poor 
absorption of nutrients; (3) metabolic disorders and (4) 
drug interactions. The following dietary deficiencies are 
commonly reported in IBD: iron, zinc, selenium, and 
vitamins A, B, C, D, and E (Lucendo & Rezende, 2009; 
Tomasello et al., 2015).

Aetiologies

The causes of IBD are still considered unclear (Mar-
uszewska-Cheruiyot, Donskow-Łysoniewska, & Doligalska, 
2018; Mentella et al., 2020). However, as is the case for most 
inflammatory diseases, IBD is believed to be multifactorial 
stemming from different factors: genetics, environment, 
and immunology (Pithadia & Jain, 2011).

Literature suggests a family history in up to 12% of IBD 
patients (Moller, Andersen, Wohlfahrt & Jess, 2015), creat-
ing an idea that there may be a hereditary component.

From an environmental perspective, there are multiple risk 
factors that come into play; “smoking, diet, psychological 
stress, non-steroidal anti-inflammatory drugs, and oral 
contraceptives, appendectomy, breastfeeding, as well as 
infections” all have a significant impact on the onset, 
development, and maintenance of IBD (Tomasello et al., 
2015, p.81).

The “new feeding habits” are becoming a central factor 
when thinking of environmental aetiologies of IBD. 
Lucendo & Rezende (2009) use the term “new feeding 
habits” to refer to the “high consumption of sugar and 
refined carbohydrates” (p.2082).

Similarly, Tomasello et al. (2015), in their review on IBD and 
nutrition, identify the “Western diet” as a risk factor – that 
is, a diet characterised by an overabundance of refined 
sugar, processed carbs, processed omega-6 fats (sunflower 
oil, soy, corn, and margarines), food additives and heavy 
metals. In addition, Sakamato et al. (2005) found that 
higher consumption of sugar, sweeteners, carbohydrates, 
fats, and vegetable oils were positively associated with IBD 
rates. As mentioned by Mentella et al. (2020): “the greater 
incidence and prevalence of IBD in North America […] 
support a correlation between incidence of IBD and living 
according to a Western lifestyle” (p.2).

Western diet and environment have a direct impact on gut 
health and microbiota composition (Mentella et al., 2020; 
Pithadia and Jain, 2011; Sakamato et al., 2005; Tomasello et 
al., 2015; Yatsunenko et al., 2012). An altered gut 
microbiota composition, or gut dysbiosis, has been 
repeatedly found in IBD patients. Research suggests that 
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IBD patients display an increased abundance of 
pathogenic flora, a decreased presence of beneficial flora, 
and an overall loss of microbiome biodiversity (Frank et al., 
2007, 2011; Gevers et al., 2014; Li, Butcher, Mack & Stintzi, 
2015; Morgan et al., 2012; Ott et al., 2004; Wong et al., 
2022). Research identified a decrease in species 
responsible for butyrate production. Butyrate is a short 
chain fatty acid that positively modulates intestinal 
homeostasis and reduces inflammation (Christl, Eisner, 
Dusel, Kasper, & Scheppach, 1996; Looijer–Van Langen 
& Dieleman, 2009; Machiels et al., 2014; Mentella et al., 
2020, p.4, citing Andoh, Bamba, & Sasaki, 1999). In 
addition, Lloyd-Price et al. (2019) found that functional 
dysbiosis was particularly observed during flares of IBD. 
In their elegant paper, Wu & Wu (2012) define IBD as an 
autoimmune disease caused by gut dysbiosis attacking 
the GIT. Other researchers have defined IBD as an 
autoimmunological disorder (Maruszewska-Cheruiyot, 
Donskow-Łysoniewska, & Doligalska, 2018)

Genetic analyses have also revealed that most of the 
genetic polymorphisms that predispose to IBD are in fact 
involved in host mucosal barrier function and host-
microbiome interactions (Dheer et al., 2016; Elinav et al., 
2011; Jostins et al., 2012; Lee & Mazmanian, 2010; 
McGovern et al., 2010, Rausch et al., 2011), suggesting 
that gut dysbiosis cannot be a simple consequence of 
IBD. Rather, it is likely to be a causative factor (Mentella 
et al., 2020).

Thus, even though the causes of IBD have been considered 
unknown, authors such as Lane, Zisman & Susking (2017) 
have recently concluded that genetically predisposed 
patients suffer from chronic intestinal inflammation due to 
aberrant mucosal immune response and an overall 
dysbiotic microbiome.

GUT DYSBIOSIS

Gut health and its impact on general health have been 
gaining the attention of researchers. The gut microbiome 
is impressively large. It is thought to contain between 500 
and 1000 distinct bacterial species, fungi, and viruses (Qin 
et al., 2010). In addition, compared to the rest of the human 
body, it contains ten times more microorganisms and 
one hundred times more genes (Ley, Peterson, & 
Gordon, 2006). These microorganisms are responsible for 
vitamin production, hormone production, neurotransmitter 
production, repression of pathologic microorganisms, ab-
sorption and digestion of dietary substrates,  and mod-
ulation of the immune system (Belkaid & Hand, 2014; Lane, 
Zisman & Susking, 2017; Lerner, Ramesh, & Matthias, 2019).

Our gut flora develop in utero and during early years of life. 
Factors such as mother’s gut flora, birth (natural or 
caesarean), or breastfeeding (or formula-feeding) are vital. 
Once host-microbiome homeostasis is reached in early 
childhood, the balance is supposed to remain stable, 
unless antibiotics, processed foods, agricultural chemicals 
and pharmaceuticals damage this homeostasis (Lozupone, 
Stombaugh, Gordon, Jansson, & Knight, 2012). In part due 
to the current Western lifestyle, many people in the 
industrialised world today suffer from gut dysbiosis 
(Campbell-McBride, 2020).

Gut dysbiosis (or abnormal gut flora) is responsible for 
abnormal cell regeneration, intestinal permeability (leaky 
gut), malabsorption of foods, allergies and intolerances, 
and production of toxic substances which are released into 
the bloodstream (Camilleri, 2019; Din & Alam, 2020; 
Fasano, 2011, 2012; Kaji et al., 1976; Lucendo & Rezende, 
2009; Ngo, Neurath, & López-Posadas, 2022; Sapone et al., 
2006; Sturgeon & Fasano, 2016; Tomasello et al., 2015; 
Zioudrou, Streaty, & Klee, 1979). Mentella et al. (2020) 
indicated that the “depletion of commensal microbes 
can result in impaired mucosal healing, chronic mucosal 
inflammation and colitis” (p.2). These are increasingly 
recognised as the central mechanisms to the under-
standing of IBD, food allergies, and malnutrition.

A ROLE FOR GLYPHOSATE

Glyphosate is the active ingredient in the herbicide 
Roundup, and it is pervasive in the food supply in the 
United States. Recently, the U.S. Centers for Disease Control 
found that 80% of a random sample of people in the 
United States had detectable levels of glyphosate in their 
urine (United States Centers for Disease Control, June 
2022). In 2014, Swanson, Leu, & Abrahamson published a 
paper which showed striking correlations between 
glyphosate usage on corn and soy crops in the United 
States and a long list of chronic diseases. One of the 
diseases they examined was inflammatory bowel disease. 
They included a plot that showed remarkable correlations 
between the rise in glyphosate usage and the rise in IBD 
over time (R = 0.94, p < 0.00000007).

While correlation does not necessarily mean causation, 
there is significant evidence from the research literature 
that provides plausible reasons for causality. First of all, 
glyphosate is patented as an antimicrobial agent, and it 
has been shown experimentally that many gut microbes 
are sensitive to glyphosate. Two of the most sensitive 
genera are Lactobacillus and Bifidobacteria, and these two 
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are beneficial microbes that perform many important 
functions for the host (Shehata, Schrödl, Aldin, Hafez, 
& Krüger, 2013). Pathogens such as Clostridia are less 
sensitive, and the result is an overgrowth of pathogenic 
species and an inflammatory response due to immune cell 
infiltration to control the pathogens. Further support 
comes from a study published in 2017 which demon-
strated experimentally that glyphosate disrupts the tight 
junctions of epithelial cells, causing a leaky gut (Gildea, 
Roberts & Bush, 2017).

Furthermore, glyphosate has been shown to disrupt the pH 
of the gut, raising the pH in the colon to the point where 
acid-loving microbes do not thrive. This results in a 
reduction in the supply of short chain fatty acids, 
particularly acetate and butyrate, to the gut colonocytes, 
whose primary nutrient source is butyrate. A controlled 
study involving exposing Sprague Dawley rats to differing 
amounts of glyphosate found a high correlation between 
glyphosate levels in the colon and the pH of the feces 
(R=0.72, p < 0.001). The pH increased linearly with 
increasing glyphosate levels in a dose-response rela-
tionship, ranging from a low of 5.0 to a high of 6.2. A 
corresponding decrease in acetate levels in the cecum was 
observed, from a high of 80 to a low of 40 mmol/kg (R=0.54, 
p< 0.0001) (Nielsen et al., 2018). A study specifically 
addressing the effects of pH changes in the human colon 
on the synthesis of butyrate by gut microbes found that the 
amount of butyrate in the colon was highly sensitive to pH. 
The concentration of butyrate was five times as high in an 
anaerobic culture maintained at pH 5.5 (25 mM) compared 
to pH 6.5 (5 mM) (Bedford & Gong, 2018).

TREATMENTS

In their thorough review of existing treatments for IBD, 
Pithadia and Jain (2011) describe different categories of 
medications: steroids, aminosalicylates, corticosteroids, 
immunosuppressants, monoclonal antibodies, antibiotics, 
analgesics, antidiarrheals, sodium cromoglycate, or tha-
lidomide. Enteral feeding is a common practice to treat 
malnutrition.

However, most existing treatments for IBD fail to reverse 
the underlying pathogenic mechanisms of acute 
inflammation in the gut (Grisham, 1994, as cited by 
Pithadia & Jain, 2011; Maruszewska-Cheruiyot, Donskow-
Łysoniewska, & Doligalska, 2018) and some might even 
increase inflammation by disrupting gut homeostasis 
(Lozupone et al., 2012). Relapses are frequent (Mentella et 

al., 2020), suggesting that the root cause of the disease is 
not addressed by these treatments.

Alternative interventions focussing on rebalancing the gut 
flora by introducing probiotics have successfully 
decreased the inflammatory state. Wong et al. (2022) led a 
Lactobacillus casei strain Shirota (LcS) intervention on 
colitic mice. The gut flora balance was successfully re-
established, and pro-inflammatory mediators interferon-
gamma and nitric oxide were suppressed. The expression 
of the anti-inflammatory mediator interleukin-10 had 
increased. Bibiloni et al. (2005) administered probiotic 
treatment to 34 patients with active UC, who did not 
respond to conventional treatment. After six weeks with 
daily administration of 3600 billion bacteria per day, 53% 
displayed remission in sigmoidoscopies and another 24% 
demonstrated a positive response.

Butyrate has also been studied for its role in modulating 
the gut flora and anti-inflammatory effect (Bedford & 
Gong, 2018). Researchers found that butyrate successfully 
treats patients with UC (Lucenzo & Rezende, 2009, citing 
Assumpção, Rodrigues & Barbieri, 1999), which further 
suggests the importance of addressing gut microbiome 
composition. Faecal microbiota transplantation has been 
found to prompt remission in cases of active UC (Narula et 
al., 2017). Finally, helminth therapy is being increasingly 
studied as a potential treatment for IBD (Arai & Lopes, 
2022; Maruszewska-Cheruiyot, Donskow-Łysoniewska, & 
Doligalska, 2018; Weinstock & Elliott, 2013). Helminths 
are parasitic worms which exert immunomodulatory 
functions by being able to inhibit or modify other ongoing 
immune responses (Arai & Lopes, 2022; Helmby, 2015; 
Moreels & Pelckmans, 2005; Weinstock & Elliott, 2013). To 
do so, they need to exist in balance with the rest of the 
microbial community. The western diet disrupts this 
balance and suppresses the growth of worms. In fact, 
helminth infections have practically been eradicated in 
high-income countries (Arai & Lopes, 2022; Helmby, 2015). 
While this might seem like a victory at first glance, it allows 
other pathogens to take over and cause disease. The 
eradication of worm infections has been accompanied by 
an explosion of chronic inflammatory conditions (Arai & 
Lopes, 2022; Helmby, 2015). It seems appropriate to quote 
Berilli, Di Cave, Cavallero, and D’Amelio (2012) here: 
“while in less-favoured areas, the interest in intestinal 
helminthiasis is mainly focused on the parasitic disease 
itself, in industrialised countries the intimate relationships 
between intestinal helminths with gut microbiota and the 
putative down-regulation of self-pathogenic immune 
response have been the object of recent studies” (p.2). These 
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findings are in line with the hygiene hypothesis, suggesting 
that an overly clean environment prevents the correct 
development of the immune system (Helmby, 2015).

Helminth therapy consists of administering helminth eggs 
to the patient (either orally or percutaneously) that will 
hatch in the digestive system (Helmby, 2015). Summers et 
al. (2003) led a longitudinal study with patients diagnosed 
with CD (n = 4) and UC (n = 3). They administered 
participants with a single dose of 2500 live Trichuris suis
eggs and followed them for 12 weeks. Remission was 
observed in three of the CD patients, a significant positive 
clinical response in the fourth CD patient, and all UC 
participants displayed a decrease in the Clinical Colitis 
Activity Index score. Multiple doses needed to be 
administered in order to maintain progress. The number of 
similar encouraging findings is growing (Arai & Lopes, 
2022; Maruszewska-Cheruiyot, Donskow-Łysoniewska, & 
Doligalska, 2018; Weinstock & Elliott, 2013).

DIETARY TREATMENTS

Multiple dietary recommendations to treat IBD have 
been gaining in popularity. Tomasello et al. (2015) 
outlined benefits of dietary interventions: removing the 
side effects of drugs, reducing nutrient deficiencies and 
their physiological impacts, and promoting anti-
inflammatory reactions.

Dairy is often considered inflammatory, but recent results 
seem to suggest it might be anti-inflammatory in 
people without intolerance (Labonté, Couture, Richard, 
Desroches, & Lamarche, 2013; Lucendo & Rezende, 2009; 
Nieman, Anderson, & Cifelli, 2020). The difference between 
raw milk and pasteurised milk, and between unfermented 
and fermented dairy products should be noted. Indeed, 
there are more significant amounts of psychotropic and 
mesophilic bacterial populations in raw milk than 
pasteurised, and they have been suggested to have a 
positive impact on allergies (van Neerven, Knol, Heck & 
Savelkoul, 2012), immunity, and health (Baars, Berge, 
Garssen, & Verster, 2019). The bacteria found in pasteurised 
milk are nonculturable (Quigley et al., 2013a,b). Yet, 
cultured (fermented) dairy products have been proven to 
be salutogenic in autoimmune diseases (Baars et al., 2019; 
Lerner & Matthias, 2018).

As Tomasello et al. (2015) mention, “data about the 
consumption of fibre are controversial” (p.84). Research 
seems to suggest two opposite opinions about fibre. On 
the one hand, fibre can act as a prebiotic and strengthen 
beneficial bacterial communities, and on the other hand, 

fibre is irritating, leading to diarrhoea and overall 
aggravation of inflammation in IBD. Deficiencies in 
microbes that can metabolise fibre to short chain fatty 
acids may lead to irritation by the unmetabolized fibre 
(Lucendo & Rezende, 2009; Tomasello et al., 2015).

Sugar and carbs are commonly accepted to be 
inflammatory (Aeberli et al., 2011; Cheng et al., 2021; Ma et 
al., 2022). Several authors have found that low-carb, low-
sugar diets are effective in treating IBD (Lucendo & 
Rezende, 2009). A ketogenic diet, which removes all forms 
of sugar and carbs and replaces them with high levels of 
fat, resulting in ketone-based rather than glucose-based 
energy production, has been reported to treat 
inflammation (Dupuis, Curatolo, Benoist & Auvin, 2015; Lu 
et al., 2018; Masino & Ruskin, 2013; Pinto, Bonucci, Maggi, 
Corsi & Businaro, 2018; Ruskin, Kawamura & Masino, 2009; 
Tóth, Dabóczi, Howard, J. Miller & Clemens, 2016).

In spite of the promising results concerning fat con-
sumption and ketosis, the role of fat is still debated. Many 
authors blame animal fat and consider fat as a potential 
trigger of IBD (Sakamato et al., 2005; Tomasello et al., 2015) 
and gut dysbiosis (Mentella et al., 2020).

Yet, in more than one randomised placebo-controlled 
paper, fish oil has been proven to ameliorate the clinical 
state and improve gut mucosal histology, as well as 
protecting from future relapses (Calder, 2006; Lucendo 
& Reznde, 2009). These findings have made PUFAs 
(polyunsaturated fats) popular. However, an overabundant 
consumption of omega 6 fatty acids can be inflammatory. 
Western diets include more omega 6 than omega 3 fatty 
acids, with a ratio reaching 17/1. Yet, the ratio was thought 
to be much lower during human evolution (Simopoulos, 
2002). Lowering the ratio through increased consumption 
of omega 3 PUFA has been suggested to prevent mortality 
in cardiovascular disease and cancer, have beneficial 
effects on asthma, and revert inflammatory diseases 
(Simopoulos, 2006).  The exact ratio depends on the illness 
and the patient, but data suggests that the consumption 
of vegetable oils should be reduced, while the con-
sumption of fish, nuts, seeds, and vegetables should be 
increased (Ananthakrishnan et al., 2014; Russel et al., 1998; 
Tomasello et al., 2015). Omega 6 fatty acids have been 
suggested to play a role in the onset of IBD because of their 
role in increasing leukotriene B4 (Lucendo & Rezende, 
2009). Yet, the most promoted and present fats in our 
western society are these omega 6 fats (sunflower oils, 
corn oils, soybean oils,…), together with hydrogenated/
trans fats (fast foods, processed foods), which also play a 
crucial role in inflammation and IBD (Ananthakrishnan et 
al., 2014; Hou, Abraham, & El-Serag, 2011; Lucendo & 
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Rezende, 2009; Persson, Ahlbom, & Hellers, 1992, as 
cited by Wang, Lin, Zhao & Li, 2017). Saturated fats 
are conventionally viewed as unhealthy, because of 
their supposed role in increasing cholesterol levels, 
atherosclerosis and heart disease (German & Dillard, 2004; 
Keys, 1953). This hypothesis has been debunked (German 
& Dillard, 2004; Ravnskov, 2002). Wang et al. (2017) found 
in their meta-analysis that the association between fat 
intake and UC could not be demonstrated. Moreover, their 
analysis suggested that: (1) omega 6 fatty acids promote 
inflammation, (2) omega 3 fatty acids are protective, (3) the 
relative risk of fat consumption is lower for saturated 
fat intake compared to monounsaturated and 
polyunsaturated fats. Similarly, Ananthakrishnan et al., 
(2014), in their longitudinal, large-scale study, found that 
“total fat, saturated or unsaturated fat, or individual PUFAs 
did not influence risk of CD”. Finally, Basson et al. (2021) 
suggest that some saturated fats could exert anti-
inflammatory effects similar to those of omega 3 fatty 
acids. Thus, apart from the unhealthy or imbalanced 
omega 6 fatty acids and trans fatty acids, fat does not 
seem to be a culprit in IBD, especially when taking 
into consideration the promising findings concerning 
ketogenic diets mentioned in the previous paragraph.

IBD patients have repeatedly taken part in trials involving 
supplementation of nutrients, such as folate, Vitamin C, 
Vitamin B12, selenium, zinc and iron (Carrier et al., 2003; 
Lucendo & Rezendo, 2009; Sakamato et al., 2005), with 
interesting results. However, oral supplementation, 
especially of iron, might be of limited efficacy (Lucendo & 
Rezende, 2009). Nutrients found in food, in their natural 
form, are better absorbed than synthetic supplements 
(Cencic & Chingwaru, 2010; Lichtenstein & Russell, 2005). The 
importance of a nourishing diet cannot be overestimated.

Many diets have been suggested for IBD treatment. The 
FODMAP diet eliminates all fermentable oligosaccharides, 
disaccharides, monosaccharides, and polyols, preventing 
them from feeding pathogenic bacteria (Tomasello et al., 
2015). Other elimination diets such as gluten-free diets, 
anti-inflammatory diets, or specific carbohydrate diets 
(SCD) have been assessed with encouraging results 
(Mentella et al., 2020).

THE CURRENT STUDY

In this paper, we suggest the GAPS Nutritional Protocol as 
a dietary intervention for IBD. GAPS stands for Gut And 

Psychology/Physiology Syndrome. This protocol is based 
on the SCD diet developed by Sidney Haas, which has 
shown promising results in the last century, especially for 
inflammatory conditions of the gut (Cohen et al., 2014; 
Gottschall, 2020; Obih et al., 2016; Suskind et al., 2020). The 
SCD diet excludes all types of complex carbohydrates 
(grains, starchy vegetables) and all refined sugar and 
double sugars (disaccharides).

The SCD diet has been adapted by Natasha Campbell-
McBride to create the GAPS Nutritional Protocol 
(Campbell-McBride, 2008). The Full GAPS Diet eliminates 
all processed foods (including processed sugar and 
vegetable oils), grains, starchy vegetables and legumes, 
and focusses on nutrient-dense foods. The GAPS 
Introduction Diet is designed for deeper healing: it is a 
stage-by-stage introduction of nourishing foods, starting 
from the easiest-to-digest to more difficult-to-digest 
foods, slowly working up to The Full GAPS Diet. As it is 
crucial to replace the pathogens in our gut with beneficial 
microbes, probiotics are central to the GAPS Nutritional 
Protocol, and can be found both in fermented foods and 
commercial preparations. The GAPS Diet differs from the 
SCD diet due to the integration of probiotic foods, 
nutrient-dense foods such as organ meats, meat stock, 
healthy animal fats, and special ways of cooking foods 
based on traditional diets from around the world.

Compared to other popular diets such as FODMAP, gluten-
free diets, ketogenic diets, anti-inflammatory diets and the 
Mediterranean diet, the GAPS Nutritional Protocol covers 
crucial aspects: (1) the necessity of getting most nutrients 
from homemade fresh food rather than from supplements, 
(2) the necessity of removing all processed foods, (3) an 
emphasis on animal fat consumption, fat-soluble vitamins, 
fermented foods, meat stock and other collagen-rich foods 
to heal the damaged gut wall, (4) the necessity of 
addressing toxicity in one’s environment and toxic 
overload in the body. Please see our previous paper 
(Delaunay-Vagliasindi, Seneff, & Campbell-McBride, 2021) 
and GAPS books (Campbell-McBride, 2020. 2010) for a 
thorough description of the GAPS Nutritional Protocol.

The use of the GAPS Nutritional Protocol has been growing 
steadily around the world in the last twenty years and GAPS 
has been implemented successfully by many practitioners, 
with promising results for various auto-immune, 
inflammatory and developmental disorders (Toygar & 
Bakirhan, 2023). In this paper, we aim to review the efficacy 
of the GAPS Nutritional Protocol in treating IBD.
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METHODOLOGY

Participants and Recruitment

Participants were recruited through the database of 
experienced healthcare practitioners who use the GAPS 
Nutritional Protocol in their daily medical practice.
The study was advertised on multiple platforms and 
through medical online conferences, calling for these 
certified practitioners to get in touch with their patients 
and participate in the study. An inclusion criterion was the 
official diagnosis of IBD prior to the implementation of the 
GAPS Diet. Consent forms guaranteeing anonymity were 
signed by all participants. No incentive was received 
by participants. The final sample consisted of eight 

participants (three females and five males). Mean age was 
35.4. Six cases are discussed both quantitatively and 
qualitatively. Two participants were only interviewed and 
thus, discussed from a qualitative stance only (see Table 1
for complete demographics of the sample).

MATERIALS

Quantitative

The first six participants had taken lab tests when they first 
went to their Registered Dietician to implement the GAPS 
Nutritional Protocol. This was defined as Time 1 (T1).

They repeated lab tests after on average 20 months on the 
GAPS Nutritional Protocol (see Table 1). This was defined as 
our Time 2 (T2). In their blood counts, we focussed on two 
quantitative markers that are commonly accepted as 
significant in IBD : C-Reactive Protein (CRP) and Faecal 
Calprotectin (FC).

Four of these six participants also completed a thorough 
symptomatology questionnaire developed by Shantih 
Coro at both T1 and T2. The structured questionnaire 
consisted of 14 sections exploring patients’ absence or 
presence of general and specific health symptoms (see 
Table 2).

Qualitative
Two additional participants (participants 7 and 8) were 
interviewed retrospectively after having followed the 
GAPS Nutritional Protocol. T2 was defined as the time at 
which they reached out to us.

PROCEDURE

Quantitative

For both measures (CRP and FC), we compared means at T1 
and T2 (see Table 3).

We also consistently categorised CRP levels and FC levels in 
terms of age-appropriate reference ranges for the markers 
(see Table 4). This allowed us to not only look at the 
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Table 1. Samples’ Information

Table 2. Questionnaire’s Items
Categorical answers were trichotomous: people had to 
select whether the symptom occurs/occurred: (1) in the past 
(2) now (3) in the past and now.



increase or decrease of these blood count values but also 
assess their normal (or abnormal) levels.

Regarding the questionnaire, we looked at the average 
number of reported symptoms at T1 and T2 to see whether 
it decreased. We also looked at the average of gastro-
intestinal symptoms specifically, i.e. section 11 of the 
questionnaire (see Table 2), since our sample consists of 
IBD patients who will be primarily affected in that area.

Qualitative

Individual answers to the questionnaire are discussed, to 
look at each participant’s individual evolution. The two 
additional interviews lasted one hour and were 
unstructured. Little to no prompting was given by the 
interviewer to ensure that the participant was not biassed 
in the elements they chose to report. The only instruction 
was to report their experience with the GAPS Nutritional 
Protocol and describe their current health status. 
Interviews were recorded.

QUANTITATIVE DATA

CRP and FC Levels

Means were calculated only when data were available for 
both T1 and T2 (see Table 3). CRP mean level did not vary 
(M at T1 = 0.21; M at T2 = 0.22; n = 4). FC levels decreased 
(M at T1 = 833.33 ; M at T2 = 215.35; n = 6). CRP levels were 
all normal to begin with, while FC levels were abnormal in 
five out of the six participants at T1. At T2, they were only 
abnormal in two participants.
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Table 3. CRP and FC Levels at T1 And T2

Colour chart: Red cells indicate a value significantly 
higher than normal for the relevant age range; Green
cells indicate a value within normal range. Cells were left 
blank for missing data.

Figure 1. Mean Number of Reported Symptoms in 
Structured Questionnaire

Figure 2. Mean Number of Reported Gastro-Intestinal 
Symptoms in Structured Questionnaire



Questionnaire

For the four participants who completed the structured 
questionnaire at T1 and T2, the average number of 
reported symptoms decreased both when looking at the 
14 sections (see Table 2) and when looking at the gastro-
intestinal section of the questionnaire (see Figure 1 and 
Figure 2).

QUALITATIVE ANALYSIS

A Sample of Two Interviews

Participant 7

This participant is a 43 year old woman. She was nine years 
old when she experienced her first extreme abdominal 
pain and 20 years old when she was diagnosed with 
Crohn’s disease. Her mother was prone to anxiety. Her 
father had anaphylactic allergies to multiple foods.

She was breast-fed as a baby, but as soon as solids were 
introduced, she became very fussy with food. She 
remained a picky eater throughout her childhood and was 
suffering from constipation. She was very shy and had 
motion sickness. She experienced childhood trauma, 
which she did not disclose, with intergenerational family 
trauma among women in her family. She grew up in 
Poland and was exposed to radiation from Chernobyl’s 
explosion and toxic metals growing up in a coal mining 
town. There was black mould in her house. She believes 
these environmental factors have been crucial in her 
health history.

When she got diagnosed with Crohn’s disease at twenty, 
she had blood in her stool and alternated between 
profuse diarrhoea and constipation. Immunosuppressants 
helped for a while. For ten years, she was “in and out of 
hospitals” taking steroids and painkillers. Enemas were 
used for constipation. After some time, medications 
stopped helping.

The family lived in Poland, where a local Doctor called 
Janusz Pic was famous for his vegan protocol. Our 
participant decided to attend his vegan retreat. Her diet 
consisted of cooked vegetables, vegetable stocks, stews, 
soups and tofu. Everything was thoroughly cooked, nothing 
was consumed raw. No sugar or processed carbohydrates 
were allowed. Her digestive symptoms reduced, but she 
became clinically anorexic and severely underweight.

She became discouraged, thinking that “food makes no 
difference”. Thus, she went back to a more “standard” diet 

and drinking alcohol. Then she tried the SCD Diet, but 
there were many foods she could not tolerate. Her diet was 
very restricted. She says: “if I ate a raw vegetable, I would 
end up in the hospital. Banana, hospital. Nuts, hospital. 
Lots of blood, lots of cramping and extreme pain”. Stress 
also had a strong impact on her health.

She was taking steroid medications for years, but they 
stopped working and she was diagnosed with life-
threatening Crohn’s disease. Her inflammation was 
constantly high and doctors did not know how to reduce 
it. “My gastroenterologist told me that I developed so 
much internal scarring around my ileum that it could burst 
at any time”. The doctors suggested Infliximab explaining 
that the drug will not reduce the size of her stricture but 
simply prevent further scarring. When she showed concern 
about the drug’s poor efficacy and heart-related side 
effects, her gastro-enterologist told her that it was “the 
only solution” for her and that there was medication to 
deal with heart disease if necessary. She was put under 
great pressure to take Infliximab.

This was a turning point that encouraged our participant 
to go back to food for healing. She started the GAPS 
Nutritional Protocol around her thirty-fifth birthday. She 
experienced a very powerful die-off reaction for three 
months with extreme brain fog and dysarthria (slurred 
speech). However, she was pain free and started sleeping 
better. “I knew I was onto something”.

She decided to try the No-Plant GAPS Diet, a version of the 
protocol that excludes all plant matter for people with 
severe gastro-intestinal inflammation. She consumed only 
animal products and increased animal fat consumption. 
She believes that the No-Plant GAPS Diet was the turning 
point for her. Since then, she has introduced new foods 
into her diet and consumes meat stock, meat, fish, animal 
fat, fermented dairy, as well as fermented vegetables. She 
also juices her vegetables or eats them well-cooked. After 
four years on the GAPS Protocol, she no longer suffers from 
any digestive issue.

She has been doing coffee enemas for years. At first, she 
had a taste of metal in her mouth after enemas, so she 
decided to explore chelation of toxic metals. She chelated 
very slowly with an experienced practitioner. Addressing 
her toxic metals load is what had the most profound 
impact on her panic attacks.

Concerning her mental state, she points out: “people 
reduce Crohn’s to digestive problems, but I have yet to 
meet someone who suffers from Crohn’s and does not 
have mental issues”. “You can do all the therapies you want, 
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but if you do not heal your gut, your emotional state is not 
going to open up”. She tried many therapies, but it was not 
until her digestive system healed that she managed to 
heal emotionally. She reports significant reduction in 
her anxiety, panic attacks, arachnophobia, obsessive 
behaviours, mind fog, nightmares, depressive thoughts 
and mood swings. “I stopped blaming my parents and 
resenting them”. She considers herself to be 100% healed 
from a digestive stance and 90% healed from a psycho-
logical stance.

Her numerous physical health issues have also improved 
since implementing the GAPS Diet: yeast overgrowth, 
teeth grinding, gum sensitivity, and lack of sex drive have 
all dramatically reduced. Adrenal fatigue, anaemia, 
arthritis, premenstrual syndrome, clinical anorexia, sleep 
disorders, dandruff, eczema, vaginal thrush, and urinary 
tract infections have completely disappeared.

Participant 8

This participant is a 23 year old man. He experienced his 
first IBD symptoms three weeks after his sixteenth birthday 
in 2016. “I had blood in my stool. I was scared but also as a 
teenager I did not want to tell people”. He was diagnosed 
with ulcerative colitis and pancolitis. Doctors informed him 
that he would have to take medication for at least two 
years and that there was no cure for UC. Medication did not 
bring much improvement.

His symptoms were bad enough to stop him from going to 
school and he was entitled to receive home tuition. His 
mother started researching dietary treatments.

He followed the SCD Diet for four months with improve-
ments. “November 2016 is the last time I ever ate 
chocolate”. This teenager felt so much better without 
eating processed sugars that he never re-introduced them. 
However, he still had IBD flare-ups. This is when they found 
the GAPS Nutritional Protocol.

He started with the GAPS Introduction Diet. During the 
first two weeks, he ate meat stock, raw eggs and sauerkraut 
juice. “It really relaxed my whole gastrointestinal tract”. Due 
to his condition he was underweight. He lost some weight 
initially, but his energy levels were “higher than ever”. He 
used to get hypoglycemia: he always had to carry 
something sweet (e.g. energy bars) in his bag because he 
was scared to faint. When he started the GAPS Nutritional 
Protocol, the hypoglycemia stopped. He was taking 
medication (Pentasa) which was causing side-effects 
(swollen feet, pain in his legs, difficulty swallowing…). The 
medication was stopped on the GAPS Introduction Diet. To 
this day he has never needed any other medication.

He followed the six stages of the GAPS Introduction Diet 
until he reached the Full GAPS Diet. By the time he turned 
17, he had gained 15 kg, reaching average weight, and was 
back to being able to follow his high-intensity football 
training, dreaming of becoming a professional player. After 
one year and nine months on the GAPS Diet, all IBD 
symptoms had completely disappeared. In the last five 
years, he has never had a flare-up. He has been training 
intensively and considers himself “incredibly healthy”. He 
used to be an anxious teenager struggling with school and 
closed spaces, constantly worried about his weight, flare-
ups and the future. Nowadays, he feels a lot more serene, 
and is planning to study physiotherapy in order to help 
others in an integrative way.

We had a short interview with his mother. We learned that, 
before 2016, our participant had always suffered from 
diarrhoea and was underweight. He was a colicky baby 
and did not sleep well. At nine months of age he started 
getting febrile convulsions and had to take paracetamol 
and ibuprofen every time he had a fever, which was quite 
frequent. He was breast-fed for almost two years, but took 
antibiotics and other medications for pneumonia and 
chest infections. His diet as a child was high in carbo-
hydrates and sugars and low in fat. He would often feel 
weak and would eat sugar to keep his energy up. He also 
suffered from acid reflux during his childhood. His mother 
explained that he always craved meat, animal fats, eggs 
and butter, but she restricted these foods due to fear of 
heart disease. When he started the SCD Diet, and then the 
GAPS Nutritional Protocol, he was very happy to introduce 
these foods.

At the end of our interview, our participant said: “I just 
want to say I am so grateful to this protocol! There was no 
outlook for me and, as a sixteen year-old, that felt terrible”. 
The mother added: “ They [doctors] never even asked what 
he was eating before he became ill. And they are not 
interested in what he has been eating since his diagnosis. 
They know that he is not taking any medications, but they 
don’t want to learn anything about our dietary inter-
vention which obviously led to his healing. One doctor said 
that he was really lucky that his colitis went away. I don’t 
think it had anything to do with luck. It was the work we 
were willing to invest that supported his body with the 
healing of his intestines and his immune system”.

RESULTS OF THE GAPS PROTOCOL AT A GLANCE

In addition to the four participants who showed reduced 
inflammation in their FC levels, all participants exper-
ienced a drastic improvement in QOL.
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Participant 5 went from reporting 13 symptoms at his T1 to 
reporting none at his T2. His initial symptoms included dry 
skin, recurrent nose infections and colds, swollen lymph 
nodes, stomach pain, constipation, blood in stool,… All 
these issues disappeared after a year and a half on the 
GAPS Nutritional Protocol. In the open-ended section of 
the questionnaire, he said he now feels “amazing”.

Participant 2, in the open-ended section of the 
questionnaire, says: “Relative to the symptomatology of
my UC, I feel much better than when I started the diet with 
Dr. Coro. I manage the symptoms without the use of 
immunosuppressants unlike at the beginning, thanks to 
the GAPS Diet and lifestyle”. Her sensitivity to skin creams 
and fabrics had disappeared at T2, and her PMS had 
completely gone. She also no longer has blood in her stool.

Participants 3 and 4 wrote in their open-ended section that 
they feel “quite well”. In the reported symptoms, we 
observed that participant 3 got rid of skin issues and 
refound his sex drive, which he reported as nonexistent at 
T1. Participant 4 got rid of multiple gastrointestinal 
symptoms (cramps, gas, abnormal stool) as well as severe 
joint pain.

Participant 6 went back to a normal weight for his height 
and age after years of being underweight. He stopped 
having blood in his stool. Healing his IBD has also allowed 
him to dedicate some time to more emotional healing.

Participant 7 exited a life-threatening situation where 
multiple doctors had to regularly discuss her case due to 
her constant hospitalisations as soon as she consumed 
foods she could not tolerate (mainly nuts and vegetables). 
She is no longer clinically anorexic, has no gastro-intestinal 
issues, and discontinued the numerous immuno-
suppressants and biologic medicines that she was 
constantly prescribed. Many of her psychological and 
cognitive symptoms such as misophonia, phobias, and 
OCD, resolved after she implemented the GAPS Nutritional 
Protocol. She used to be so obsessed with and afraid of 
spiders that she constantly woke up due to nightmares. 
She struggled to travel to new places, as she had to check 
the bed for spiders multiple times and was afraid that there 
may be more varieties of spiders in the locations she 
visited. Now she can share more quality time with 
her partner.

Participant 8 is now ready to go back to school after having 
to drop out due to his gastrointestinal symptoms and his 
anxiety. He is excited about the future while he used to be 
highly anxious. His IBD does not prevent him from 
practising his favourite sport anymore, and he is consi-

dering moving abroad to become a physiotherapist. 
Finally, all participants have discontinued their medications.

DISCUSSION

Main Findings

This study aimed to investigate whether the GAPS 
Nutritional Protocol is a promising dietary intervention for 
IBD. All participants were diagnosed with either UC or CD. 
Participants 6 and 8 were also diagnosed with pancolitis.

IBD-related symptoms improved in all participants, and 
disappeared completely in five. This was visible in both our 
quantitative and qualitative data.

CRP levels were normal at T1 and remained normal at T2. 
On the other hand, FC levels were particularly sensitive to 
the implementation of the GAPS Nutritional Protocol. FC is 
among the most sensitive markers of IBD and dis-
tinguishes it from other disorders (Mumolo et al., 2018). 
This is consistent with our sample, given that CRP levels 
were not problematic to begin with, as opposed to FC 
levels. The mean FC levels decreased drastically after 
implementing the GAPS Nutritional Protocol, suggesting a 
reduction in inflammation. One of the participant’s FC 
levels went up, but his T2 was collected shortly after he had 
contracted COVID-19, which could have biassed the result 
concerning this marker (Udeh et al., 2021). When he more 
recently took a home-test (Patris Health, 2023) it turned 
out to be negative, suggesting that his FC levels went back 
to the normal range after the implementation of the GAPS 
Nutritional Protocol. Aside from this participant, there was 
only one other participant whose FC levels did not 
decrease (participant 4). This participant, even though he 
reported getting rid of multiple IBD symptoms (diarrhoea, 
cramps, gas, joint pain), is the only participant in our 
sample who does not consider himself healed yet or
in remission. However, he finds the improvements 
encouraging enough to continue with the diet and hopes 
to see more improvements in the future.

Answers to the questionnaire suggested both overall 
(average reduction of reported symptoms in the sample) 
and individual (case-specific analysis of the open-ended 
questions) improvement. Implementing the GAPS 
Nutritional Protocol also had a positive impact on a 
plethora of comorbidities (see Figure 3).

The two unstructured interviews revealed complete 
healing of IBD and overall improvement of QOL. This 
improvement in QOL is a consistent result in all of our data.
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Analysis of the Results

IBD, together with all chronic inflammatory conditions, has 
a high autoimmune component. In the mainstream, 
autoimmunity is explained by a theory of a molecular 
mimicry phenomenon, stating that the body attacks itself 
by mistake (Davidson & Diamond, 2001, p.340; Wang, 
Wang, & Gershwin, 2015, p.370). However, recent research 
is debunking the idea that the body is misguided. 
Shaheen, Quraishi, and Iqbal (2022) describe how gut 
dysbiosis leads to increased toxicity in the body produced 
by pathogenic microbes in the gut. Research in microbial 
transglutaminases demonstrates how toxins produced by 
pathogenic microbes in the gut attach themselves to 

proteins in the gut wall, contaminating them and 
changing their structure. The immune system responds to 
this contamination with inflammation and autoimmunity, 
leading to the clinical picture of IBD (Lerner & Matthias, 
2020, 2019a, 2019b; Lerner et al., 2019). This contamination 
also occurs due to compromised gut lining (i.e. leaky gut 
syndrome). Xu et al. (2021) found hyposulfataemia and low 
mucin sulfation to play an important role in damaged 
intestinal epithelial tissues. These deficiencies can increase 
sensitivity to luminal toxins as well as increase inflam-
mation (Dawson et al., 2009). Thus, the body does not 
attack its own tissues by mistake, but tries to deal with toxic 
contamination of its proteins in the gut wall. To assist the 
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Figure 3. Improvement of Gastro-Intestinal Symptoms and Comorbidities

Overview of all symptoms that have improved or completely resolved during the implementation of the GAPS Nutritional 
Protocol. Those followed by an asterisk have completely resolved in more than one participant.



body in this process, it is essential to stop the 
contamination through restoring the normal microbial 
composition of the gut flora and healing the gut wall. Our 
results suggest that the GAPS Nutritional Protocol does this 
quite effectively. This can be explained by multiple factors.

First, the GAPS Nutritional Protocol removes ultraprocessed
foods. Ultraprocessed foods have a negative impact on gut 
health and play a role in both inflammatory states and 
metabolic syndromes (Cuevas-Sierra, Milagro, Aranaz, 
Martínez, & Riezu-Boj, 2021; Zinöcker & Lindseth, 2018).

Second, it removes industrial sugars. Metabolic syndrome, 
insulin resistance and inflammatory responses are all 
intrinsically linked with high consumption of added sugars 
such as sucrose or high fructose corn syrup (Stanhope, 
2015). This is highly relevant since research has found that 
IBD patients are more insulin-resistant than controls, which 
further explains their chronically inflamed state (Dogan et 
al., 2022; Korkmaz, Sahin, Ipekci, Temel, & Kebapcilar, 2014). 
Industrial sugars can also have a direct impact on gut 
microbiome composition. In their study, Kumar Jena & 
Prajapati (2016) found that rats who consumed a high 
sugar diet displayed increased coliforms and clostridium 
difficile strains. As discussed in this paper, these 
considerations do not only pertain to added processed 
sugar but also carbohydrates and starch, which is why 
these are removed from the diet when implementing the 
GAPS Nutritional Protocol. Older research (Samaranayake, 
1985), research on ketogenic diets, and clinical experience 
(such as the one reported in this case study) suggests 
that removing processed carbohydrates is beneficial to 
reduce inflammation.

Third, it insists on how crucial it is to remove toxic 
chemicals used in industrial agriculture. Agricultural 
chemicals have been found to alter gut microbiota, which 
according to various authors, could be an important 
mediating factor between environment and health 
(Giambò, Teodoro, Costa, & Fenga, 2021; Shehata et al., 
2013). On this matter, Swanson, Leu, & Abrahamson’s 
(2014) found a strong positive correlation between the 
rise in glyphosate usage and the rise in IBD over time. 
Authors have found that glyphosate disrupts the tight 
junctions of epithelial cells, causing a leaky gut (Gildea, 
Roberts & Bush, 2017). Gut permeability, as discussed 
above, plays a role in the proliferation of inflammation and 
IBD pathogenesis (Camilleri, 2019; Michielan & D’Incà, 
2015). The GAPS Nutritional Protocol insists on the 
importance of meat stock and connective tissues, rich in 
collagen, which have the ability to heal and seal this 
intestinal barrier (Xing et al., 2022).

Fourth, by including a large amount of fermented foods, 
both from vegetal sources (sauerkraut, beet kvass,…) and 
animal sources (home-made yoghourt, kefir, sour cream), 
the GAPS Nutritional Protocol directly addresses gut 
dysbiosis and further assists in healing from auto-immune 
conditions. In our paper, we focused on dairy fermented 
for more than 24 hours, which has been found to be 
beneficial in chronic health conditions by multiple authors 
(Baars et al., 2019; Lerner & Matthias, 2018). Fermented 
cabbage has high concentration of lactic acid bacteria per 
gram, rendering it a probiotic superfood (Orgeron, Corbin, 
& Scott, 2016). Fermentation of plant foods enhances their 
digestibility, increases their richness in bioavailable 
nutrients, and makes them a valuable source of probiotics 
and enzymes (Campbell-McBride, 2020). This is illustrated 
in our sample; many participants struggled with 
vegetables, which often led to flare-ups. However, 
fermented vegetables were much better tolerated and 
provided important nutrition. Various studies have 
suggested that ingesting probiotic micro-organisms 
through natural home-made fermentation induces 
changes in gut composition which could explain these 
beneficial effects (Dimidi, Cox, Rossi, & Whelan, 2019; 
Jeong et al., 2017). In addition to the beneficial bacterial 
strains which might improve gut dysbiosis, fermented 
products also contain lactate. Spencer et al. (2022) found 
that this by-product of lacto-fermentation can increase 
microbiota-dependent Regulatory T-cells, which regulate 
inappropriate immune responses.

Fifth, as discussed, omega-6 highly processed vegetable 
oils and trans-fatty acids are pro-inflammatory. This is why 
they are avoided in the GAPS Nutritional Protocol and 
replaced primarily with omega-3 fatty acids and animal 
fats. In the GAPS Nutritional Protocol patients are 
encouraged to consume large amounts of these fats daily. 
Our cells are made of fat and cholesterol to a large degree, 
especially epithelial cells (Nelson et al., 2008). These fats 
are crucial to cell regeneration and healing of the leaky gut 
(Campbell-McBride, 2020).

Finally, fibre is avoided. We discussed how data con-
cerning fibre is controversial in IBD; many authors suggest 
it has irritating properties (Lucendo & Rezende, 2009;
Tomasello et al., 2015). Our sample seems to suggest that 
removal of fibre is beneficial and allows the digestive tract 
to heal and seal.

In sum, the GAPS Nutritional Protocol appears to address 
the root cause of IBD – gut dysbiosis and endogenous 
and exogenous toxicity – while providing correct and 
complete nutrition in order for the body to be able to heal 
(see Figure 4).
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CONTRIBUTIONS

The Need for Treatments that Address the Cause 
of the Disease

There is a need to improve IBD management by shifting 
from medication-based symptomatic treatments to truly 
tackling the inflammatory mechanisms behind IBD 
(Lucendo & Rezende, 2009). Most importantly, multiple 
authors insist on including nutrition in IBD management 
(Tomasello et al., 2015).

We believe our paper brings additional support to this 
urgency, as the GAPS Nutritional Protocol does precisely 
that; it reduces inflammation without the need for 
medication. Medication reduces symptoms but does not 
treat IBD. In fact, commonly prescribed medications for 
IBD show a tendency to increase the inflammatory state in 
the body and further damage the gut lining (Lozupone et 
al., 2012).

GAPS Nutritional Protocol Versus Other Diets

The GAPS Nutritional Protocol supports a growing body of 
scientific evidence that gut dysbiosis is the major source of 
inflammation and toxicity in the body. Addressing 

microbial imbalance in the gut should be the first 
consideration in chronic inflammation and autoimmune 
disease (see Figure 5).

A number of dietary treatments are proposed to address 
gastro-intestinal health (gluten-free, casein-free, SCD, 
FODMAP,…). Compared to other diets, the GAPS 
Nutritional Protocol covers crucial aspects: (1) the necessity 
of getting most nutrients from homemade fresh food 
rather than from supplements; (2) the necessity of re-
moving all processed foods; (3) an emphasis on animal fat 
consumption, fat-soluble vitamins, fermented foods, meat 
stock and other collagen-rich foods to heal the damaged 
gut wall; (4) the necessity of addressing toxicity in one’s 
environment and toxic overload in the body (Campbell-
McBride, 2020).

The GAPS Nutritional Protocol can be implemented with 
very positive results without supplementation. This is 
important, as many people cannot afford supplements. 
Supplements alone without a dietary change are not 
sufficient (Lichtenstein & Russell, 2005). To repair damaged 
and leaky gut lining, the body requires special nutrients 
provided in abundance by the GAPS Diet (see Figure 5) 
(Campbell-McBride, 2020).
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Figure 4. Holistic Impact of The GAPS Nutritional Protocol



In our sample, before finding the GAPS Nutritional 
Protocol, most participants had already tried other dietary 
interventions without success. Participant 7 was vegan for 
several months. She saw some initial improvements, but 
soon became severely underweight and fatigued. She also 
tried the SCD diet but many plant foods triggered flare-
ups. Participant 6 was also vegan and underweight. He has 
now reached ideal BMI. Participant 8 tried the SCD diet; he 
felt better overall, but his energy level dropped and flare-
ups continued. To quote him: “the GAPS Nutritional 
Protocol worked better than the SCD Diet for me because 
my body reactions were clear. I could clearly understand 
which foods I was reacting to”.

LIMITATIONS AND FUTURE RESEARCH

Future research on the GAPS Nutritional Protocol needs to 
include larger samples and prospective methodologies. 
However, even though statistically weak and more prone 
to bias, retrospective case studies are valuable in providing 
first evidence towards a hypothesis (Talary & Goyal, 2020). 
In addition, Lazard and McAvoy (2020) suggest that, 
rather than focusing on complete objectivity, which is 
unattainable, researchers should aim to be reflexive. They 
define reflexivity as “a form of critical thinking which aims 
to articulate the contexts that shape the processes of 
doing research” (Lazard & McAvoy, 2020, p.160).

Approaching our study as we did can only lead to positive 
implications, as research and clinical experience suggest 
that the dietary recommendations made by the GAPS 

Nutritional Protocol help heal, detoxify and sustain the 
human body. We urge practitioners to consider the 
importance of gut health in any chronic disease. It is vital 
to realise that correct nutrition is the most successful and 
most affordable way to address gut dysbiosis, chronic 
inflammation and autoimmune disease. We believe in the 
importance of integrative medicine, combining both 
natural medicine and mainstream Western practices. 
Recent studies suggest that an increasing number of 
countries are developing policies to encourage the use 
of integrative medicine in clinical settings (Toygar & 
Bakirhan, 2023). We hope this trend continues, and we 
encourage researchers to keep exploring the relationship 
between diet, gut dysbiosis, and disease.
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