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Abstract
Objective: In this review, various gastrointestinal diseases that can have oral manifestations are 
emphasized and discussed, given dental practice.

Data source: To find gastrointestinal diseases that manifest in the oral cavities, a thorough search was 
carried out on PubMed, Cochrane, and Google Scholar. 

Study selection: This narrative review synthesizes findings from key studies on oral manifestations of 
Gastrointestinal (GI) diseases, selected based on clinical relevance, impact and expert consensus. Below. 
A total of 57 studies were reviewed, encompassing clinical reports, observational studies and systematic 
reviews published between 2000 and 2024.

Conclusion: Dentists must take care when treating individuals with gastrointestinal ailments with 
periodontal therapy or dental implants because they risk increased bleeding, infection, or malnutrition. 
Although the frequency and specificity of oral manifestations vary across GIDs, they can precede the 
underlying disease, facilitating timely diagnosis and interdisciplinary care. Also, the pharmacological 
management of these individuals might need personalization. 

Keywords: Oral manifestations; Gastrointestinal diseases; Systemic diseases and oral health; Dental 
implications of GI disorders; Inflammatory Bowel Disease (IBD) and oral health; Gastroesophageal Reflux 
Disease (GERD) and oral symptoms

Clinical Significance
Oral manifestations of gastrointestinal diseases often serve as early diagnostic indicators, 

enabling timely intervention and improved patient outcomes. Dentists play a crucial role 
in identifying these signs, which may precede systemic symptoms, prompting referral to 
gastroenterologists for comprehensive evaluation. Recognizing these associations enhances 
interdisciplinary collaboration, optimizing patient care through early detection, tailored 
treatment, and preventive strategies.

Introduction
The oral cavity and Gastrointestinal (GI) tract share a complex and interconnected 

relationship, with oral lesions occasionally serving as indicators of underlying GI diseases 
[1]. These lesions can manifest at various stages of the disease process, including preceding 

http://dx.doi.org/10.31031/MRD.2025.08.000690
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the onset of GI symptoms, persisting during disease progression, 
or remaining even after disease resolution [1]. The shared 
embryological origins of the oral cavity and GI tract provide 
a plausible explanation for the frequent observation of oral 
manifestations in various GI disorders [2]. Systemic diseases, 
including Gastrointestinal Disorders (GIDs), are globally prevalent 
and on the rise and can impact the oral cavity [3]. While GI 
symptoms are usually paramount, oral manifestations may also 
occur and sometimes serve as early indicators of an underlying 
GID [3]. A wide range of GIDs, including those of inflammatory, 
infectious, genetic and other origins, can lead to hard and soft 
oral tissue changes [3]. Examples of GIDs that can affect the oral 
cavity include Crohn’s disease, ulcerative colitis, celiac disease, and 
gastroesophageal reflux disease [3]. Common oral manifestations 
of GI diseases include dental erosion, erythema in different areas 
of the oral cavity, oral ulcers, gingivitis, periodontitis, and glossitis 
[4]. Many systemic diseases, including Gastrointestinal Disorders 
(GIDs), can affect the oral cavity [5-20]. Despite the primary 
presentation of gastrointestinal symptoms, oral manifestations can 
occur, serving as a potential early warning sign for underlying GIDs 
[21-35].

Materials and Methods
Study design

This narrative review aims to synthesize and critically evaluate 
existing literature on the oral manifestations associated with 
Gastrointestinal Diseases (GIDs). By exploring the complex interplay 
between oral health and systemic gastrointestinal conditions, 
this review seeks to provide dental practitioners with a deeper 
understanding of the topic, ultimately informing the development 
of effective management strategies and improving patient care.

Search strategy

A systematic search of major databases, including PubMed, 
Cochrane and Google Scholar, was undertaken to identify 
relevant studies and reviews investigating oral manifestations of 
gastrointestinal diseases. A tailored search strategy employed a 
combination of keywords and phrases, such as “oral manifestations,” 
“gastrointestinal diseases,” “systemic diseases and oral health” 
and specific terms related to inflammatory bowel disease, 
gastroesophageal reflux disease and celiac disease. The search was 
restricted to English-language publications, with no limitations 
on publication date. A two-step screening process was applied to 
identified studies, consisting of a title and abstract review, followed 
by a full-text examination for those meeting the specified criteria. 
The selected studies were then carefully examined and integrated to 
provide an in-depth overview of the oral manifestations associated 
with gastrointestinal diseases, as illustrated in the PRISMA flow 
diagram.

Eligibility criteria

Inclusion criteria:

a.	 Studies discussing oral manifestations of gastrointestinal 
diseases in human subjects.

b.	 Original research articles, clinical studies, and reviews have 
been published in peer-reviewed journals.

c.	 Studies published in English from 2000 to 2024.

Exclusion criteria:

a.	 Studies focus solely on animal models or in vitro experiments.

b.	 Articles without specific mention of oral manifestations 
related to gastrointestinal diseases.

c.	 Letters to the editor, case reports, commentaries, and non-
peer-reviewed publications.

Study selection and data extraction

A dual-review process was employed, where two separate 
reviewers evaluated the titles and abstracts of identified articles. 
Relevant studies underwent full-text assessment for eligibility. 
The extracted data encompassed study methodology and 
demographic characteristics, the specific gastrointestinal disease 
under investigation, detailed descriptions of oral manifestations, 
hypothesized mechanisms connecting GI diseases to oral lesions, 
and recommendations for dental management and implications.

Data synthesis

Since this is a narrative review, no statistical meta-analysis 
was performed [16-23]. Findings were synthesized thematically, 
summarizing key oral manifestations associated with 
gastrointestinal diseases, their diagnostic significance and clinical 
management considerations.

Result
This narrative review synthesizes findings from key studies 

on oral manifestations of Gastrointestinal (GI) diseases, selected 
based on clinical relevance, impact and expert consensus. Below, 
we present major themes and patterns identified in the literature. 
A total of 57 studies were reviewed, encompassing clinical reports, 
observational studies and systematic reviews published between 
2000 and 2024. A thorough review of the literature revealed 
that various Gastrointestinal Diseases (GIDs) manifest with 
distinct oral symptoms, often preceding systemic signs. These 
oral manifestations vary in presentation, severity and frequency 
depending on the underlying gastrointestinal condition. The major 
findings from the reviewed studies are summarized as follows 
(Figure 1a&b).
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Figure 1a: Summary of oral manifestations of gastrointestinal diseases.
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Figure 1b: Summary of oral manifestations of gastrointestinal diseases.

Inflammatory Bowel Disease (IBD)
Inflammatory Bowel Disease (IBD) is a category of chronic 

inflammatory disorders affecting the gastrointestinal tract, 
predominantly impacting the intestines, with an uncertain 
underlying cause [36]. The two main subtypes of IBD are Crohn’s 
Disease (CD) and Ulcerative Colitis (UC) [2,5]. Although symptoms 
typically arise from intestinal damage, some individuals may 
exhibit oral symptoms, which can precede the development of 
gastrointestinal problems [3,8].

Crohn’s disease

Crohn’s disease is distinguished by persistent inflammation 
and the development of non-caseating granulomas, which can 
occur anywhere along the gastrointestinal tract, with a particular 
affinity for the distal ileum and colon [5,37]. The primary symptoms 
include diarrhea and abdominal pain, although some patients may 
also exhibit extraintestinal symptoms affecting various organs, 
such as the eyes, joints, skin, and oral cavity [7].

Epidemiology: Crohn’s disease predominantly affects males 
in their third decade of life, though it can occur across various 
age groups, including young children [36]. Its incidence fluctuates 
depending on the studied population, with a notably higher 
prevalence among pediatric patients. Geographical variations exist 
in disease prevalence, with estimates ranging between 319 and 322 
cases per 100,000 individuals [37]. 

Etiopathogenesis: The precise cause and underlying 
mechanisms of Crohn’s disease remain unclear [38-47]. It is 
hypothesized that individuals with a genetic predisposition may 
develop an abnormal immune response when exposed to various 
environmental triggers, such as stress, smoking and dietary factors, 
as well as microbial agents [37]. This immune dysregulation leads 
to a persistent pro-inflammatory state, ultimately resulting in 
tissue damage characteristic of the disease [37]. Oral lesions in 
Crohn’s disease: Oral lesions in Crohn’s disease are more frequently 
observed in young male patients [5], with a reported prevalence 
ranging from 20% to 50% [5,7,8]. These lesions are commonly 
present as ulcers, papules, and swelling, predominantly affecting 
the lips, gingiva and vestibular sulci [37]. Notably, oral lesions can 
serve as an early diagnostic indicator of systemic Crohn’s disease 
[5]. Patients with Crohn’s disease are more likely to develop oral 
lesions [7], the specific type of lesion does not appear to correlate 
with disease activity or treatment modality [5,7,8]. Furthermore, 
multiple lesion types may coexist in the same patient, and 
histopathological examination categorizes them as either specific 
or non-specific based on the presence or absence of granulomas 
[5,7].

Specific oral lesions in Crohn’s disease:

A.	 Labial swelling and fissuring: Characterized by persistent 
enlargement of the lips, often accompanied by vertical fissures, 
cracks, or crusting along the vermilion border [5-7,37] (Figure 
2).
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Figure 2: Labial mucosa swelling with confluent white pustules and plaques on the upper and lower lips, as 
observed in this 7-year-old female patient, is a distinctive clinical presentation in Crohn’s diease. Adopted from 

Pazheri et al. [6].

B.	 Mucosal tags: Also referred to as epithelial tags or folds, these 
appear as whitish or normal-colored reticular projections, 
typically found in the vestibular and retromolar regions [5,8].

C.	 Cobble stoning: The buccal mucosa develops slightly raised, 
normal-colored plaques separated by shallow depressions or 
fissures, creating a cobblestone-like texture. In some cases, 
these lesions may interfere with normal functions such as 
mastication [5,36,37].

D.	 Mucogingivitis: Characterized by hyperplastic and granular 
gingival tissue, involving both the free and attached gingiva 
[48-51]. In some instances, this condition extends to the 
mucogingival junction [7,8,52-63].

E.	 Linear ulcerations: These elongated ulcers typically develop 
in the buccal sulci and are often accompanied by hyperplastic 
mucosal borders [5,7,8,61,64] (Figure 3).

Figure 3: Corrugated vestibular mucosa with linear 
ulceration is a clinical finding consistent with Crohn’s 

disease. Adopted from Plauth et al. [61].

Non-specific oral manifestations: Recurrent Aphthous 
Stomatitis (RAS)-like ulceration is a common oral manifestation 
in patients with Crohn’s disease, affecting up to 27% of cases [38]. 
Clinically, these ulcers present as recurring episodes of multiple, 

round or oval-shaped superficial lesions with well-defined borders 
and an erythematous halo, closely resembling RAS. However, RAS-
like ulcerations must be distinguished from RAS, as the latter occurs 
in otherwise healthy individuals [39]. The oral lesions associated 
with this condition do not carry the same clinical significance as 
intestinal ulcers [7]. Notably, RAS-like lesions are not exclusive 
to Crohn’s disease and can be found in various other conditions, 
including AIDS, celiac disease, Behcet’s syndrome, and anemia [39].

A.	 Angular cheilitis: Recurrent fissures and indurated 
erythematous plaques may develop at the commissure and 
surrounding skin, which are not necessarily linked to Candida 
infection. According to Lisciandrano et al. [8], this is the 
predominant oral lesion in patients with Inflammatory Bowel 
Disease (IBD).

B.	 Pyo stomatitis vegetans: Even so recognized as an oral 
manifestation in Crohn’s Disease (CD) [40], Pyo stomatitis 
vegetans are more commonly seen in patients with ulcerative 
colitis and will therefore be discussed in the relevant section.

Other non-specific oral findings reported in the literature: 
Crohn’s disease can present with a variety of oral symptoms, 
including swollen lymph nodes, dry mouth, tooth decay, bad breath, 
fungal infections, swallowing difficulties and gum disease. Some 
patients may also experience changes in taste, tongue inflammation 
and skin discoloration [5,7]. While many of these symptoms are 
mild, some individuals may experience more severe effects, such 
as facial changes and debilitating pain, which can impact on their 
emotional well-being and quality of life [8].

Ulcerative Colitis (UC)

Ulcerative Colitis (UC) is grouped with Crohn’s Disease (CD) 
under the umbrella of Inflammatory Bowel Diseases (IBDs), yet 
it presents distinct clinical and histopathological characteristics. 
Unlike CD, UC is characterized by mucosal (inner most lining) 
involvement in the rectum and colon, with occasional upper GI 
tract involvement (small intestine) [6,42]. Additionally, UC is 
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characterized by the absence of granulomas, a hallmark of CD [41]. 
The disease typically follows a pattern of flare-ups and periods of 
remission and in severe cases, it can involve the entire depth of the 
intestinal wall, potentially leading to significant bleeding. Common 
digestive symptoms include chronic diarrhea, abdominal pain, 
weight loss and fatigue [41].

Epidemiology: Ulcerative Colitis (UC) is more common in 
males and occurs at a rate approximately twice as high as Crohn’s 
Disease (CD) [42]. Unlike CD, UC is typically diagnosed in individuals 
who are somewhat older, with a mean age of 32 years [41]. The 
incidence of UC follows a bimodal distribution, with peaks in early 
adulthood and again between the sixth and seventh decades of life. 
Europe has the highest incidence, with 24.3 new cases per 100,000 
people annually [42].

Etiopathogenesis: As with Crohn’s Disease (CD), the 
development of Ulcerative Colitis (UC) is believed to be influenced 
by a combination of microbiological, genetic, and environmental 
factors, which interact with one another to trigger the onset of the 
disease [36]. 

Oral manifestations:

A.	 Pyo stomatitis Vegetans (PV): Pyo stomatitis vegetans is 
a distinctive oral manifestation closely linked to Ulcerative 
Colitis (UC) and pyoderma gangrenosum. Notably, it serves 
as a specific indicator of disease activity, unlike many other 
oral lesions [5,6]. Characterized by chronic inflammation, PV 
involves the formation of multiple pustules filled with white or 
yellowish content, often on an erythematous and edematous 
base [6]. These lesions can rupture or coalesce, resulting in a 
unique ‘snail track’ appearance. Associated symptoms, such 
as fever, submandibular lymphadenopathy and pain, may 
occur, although their severity does not always correspond to 
the extent or size of the ulcers. Lesions have been reported on 
various oral sites, including the tongue, lips, gingiva, tonsillar 
pillars, buccal mucosa, and both the soft and hard palate [6]. 
Despite research efforts, the exact etiology of PV remains 
unclear, and no specific microbiological agent has been 
identified as a causative factor [6,63], (Figure 4).

Figure 4: Ulcerative Colitis: Typical clinical features of one patient with Pyo stomatitis Vegetans in a clinic due to 
Ulcerative Colitis, Widespread yellow or white pustular lesions as well as its secondary ulcers were observed on the 

palate.
(A) the labial gingivae, (B) the anterior floor of mouth, (C) and the lower lip, (D) of the patient PSV, Pyo stomatitis 

vegetans due to Ulcerative Colitis. Adopted from Li et al. [13].

B.	 Other oral lesions: Some patients with ulcerative colitis may 
present with oral lesions commonly seen in Crohn’s disease, 
including RAS-like ulcers (affecting up to 13% of cases), 
glossitis, cheilitis, stomatitis, mucosal ulcers and gingival 

inflammation [5,8,37]. These oral manifestations are often 
related to malabsorption of essential nutrients, such as iron, 
folate, or vitamin B12, resulting from gastrointestinal disease 
or as an adverse effect of UC [8].
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Celiac disease

Celiac disease, also known as coeliac sprue, is an autoimmune 
disorder characterized by an adverse immune response to gluten in 
genetically susceptible individuals. This reaction leads to damage 
to the small intestine’s villi [6]. Diagnosis is based on clinical and 
histological findings, which categorize the disease into four main 
forms: classical, atypical, silent and latent [43].

Etiopathogenesis: Gluten, a protein in various grains, is 
incompletely broken down by digestive enzymes, allowing peptides 
to pass through the intestinal lining due to increased permeability. 
These peptides are then altered by tissue transglutaminase, making 
them more recognizable to immune cells [44]. This triggers an 
immune response, where CD4+ lymphocytes react to the peptides, 
leading to inflammation and tissue damage through the release of 
signaling molecules and enzymes [43].

Epidemiology: Celiac disease affects approximately 1% of the 
global population, with a notable increase in prevalence in recent 
years, impacting 1 in 85 to 300 individuals [44]. The condition is 
more prevalent in European countries and developing regions, 
including South America, South Asia and South Africa. While 
traditionally diagnosed in childhood, recent studies indicate a 
growing number of adult cases. Women are disproportionately 
affected, with a female-to-male ratio of 7:1 [44].

Oral manifestations: Celiac disease can be manifested orally 
in various ways, which is significant given that 50% of patients 
may not exhibit gastrointestinal symptoms at diagnosis [28]. Oral 
lesions can serve as an early indicator of atypical celiac disease, the 
most frequent form of the condition [44].

A.	 Dental enamel defects: Individuals with celiac patients are 
more likely to experience enamel developmental defects, 
particularly enamel hypoplasia [45]. In primary dentition, 
second molars are most frequently involved, while in 
permanent dentition, central incisors are more commonly 
involved. Enamel hypoplasia typically appears symmetrically 
on both sides of both dental arches [44,45].

B.	 Atrophic glossitis and glossodynia: Some individuals with 
celiac disease may experience oral symptoms, including 
inflammation of the tongue (atrophic glossitis) and a burning 
sensation (glossodynia) [44]. Research has shown that the 
tongue is often affected, with some patients reporting pain and 
changes in appearance, such as redness or shrinkage. These 
symptoms are likely related to nutritional deficiencies and 
anemia [46].

C.	 Salivary flow and composition: Reduced salivary flow rates 
are associated with active celiac disease, leading to dry mouth 
and a burning feeling on the tongue [44].

D.	 Caries: Several research have shown a higher rate of dental 
decay in individuals with celiac patients, likely due to the 
susceptibility of hypoplastic enamel to decay and variations in 
saliva flow and chemical makeup [44,47].

E.	 RAS-like oral ulceration: The connection between Recurrent 
Aphthous Stomatitis (RAS) and celiac disease remains 
controversial, with some studies supporting an association 
and others not [48,49]. Ulcers resembling RAS-like ulcers may 
be also due to anemia and hematinic deficiencies [50,51].

F.	 Bleeding tendency: Celiac disease has been linked with 
coagulation abnormalities, leading to a higher risk of bleeding 
in affected patients. This coagulopathy is primarily caused by 
prothrombin abnormalities due to inadequate absorption of 
vitamin K [52].

G.	 Dermatitis herpetiformis: This skin condition, closely 
linked to celiac disease, can present with oral lesions, 
including erythematous-purpuric macules, erosions, ulcers, 
and vesicles on the tongue, buccal mucosa and alveolar ridge 
[53]. On a clinical basis, it is difficult to distinguish dermatitis 
herpetiformis from other blistering diseases, so histological 
and immunofluorescence testing is crucial for diagnosis.

Gastroesophageal Reflux Disease (GERD)

Stomach contents naturally flow back into the esophagus, 
typically neutralized and cleared by the body’s protective 
mechanisms, which are known as Gastroesophageal Reflux 
(GER) [15]. However, in some individuals, this reflux can lead to 
Gastroesophageal Reflux Disease (GERD), identified by symptoms 
primarily affecting the esophagus. GERD can also impact other 
areas, including the pharynx, larynx, respiratory system, and 
oral cavity, known as extra-esophageal syndrome [16]. Common 
symptoms include heartburn, sour taste, dysphagia, sore throat, 
odynophagia, globus sensation and nausea [15,16,54,55].

Epidemiology: GERD is a prevalent issue worldwide, becoming 
increasingly common among both children and adults. It typically 
presents in their 30s, with a higher incidence in women [54], and 
affects up to 20% of the population in Western Europe and North 
America [55].

Etiopathogenesis: The balance of various physiological and 
mechanical mechanisms, such as salivary flow, swallowing, and 
esophageal peristalsis, typically regulates GER. Disruptions in these 
regulatory factors, along with increased stomach acid reflux into 
the esophagus and upper gastrointestinal tract, can contribute to 
the development of GERD [55].

Oral manifestations:

a.	 Dental erosion: One of the most prevalent extra-esophageal 
effects of GERD, affecting up to 44% of patients [20,23,24]. It 
typically impacts the lingual or palatal surfaces of the anterior 
teeth [25]. The severity of dental erosion varies, ranging from 
mild enamel loss to significant dent in exposure [25].

b.	 Xerostomia: Dry mouth is a common side effect of medications 
used to treat GERD, rather than a direct result of the condition 
itself. Proton pump inhibitors, commonly prescribed for GERD, 
are known to cause dry mouth [25].
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c.	 Halitosis: While halitosis is primarily linked to certain oral 
health issues (such as periodontal disease or tongue coating), 
there is a higher risk of bad breath in individuals with GERD. 
This may be due to a weakened lower esophageal sphincter, 
which allows gases and gastric contents to enter the esophagus, 
resulting in foul-smelling breath [56].

d.	 Mucositis: Mucositis can occur when acidic substances or their 
fumes meet the oral mucosa. This typically presents erythema 
on the palate and uvula, accompanied by a burning feeling or 
discomfort [54]. Sometimes, the damage is visible only under 
microscope, without any visible clinical signs or symptoms, 
though patients may still report symptoms such as a burning 
feeling [54].

e.	 Other Manifestations: Other reported oral symptoms in GERD 
patients include Recurrent Aphthous Stomatitis (RAS)-like 
ulcers, sour taste, and burning mouth [23,56]. RAS-like ulcers 
are likely secondary to anemia or deficiencies in hematinic 
nutrients, which are common in GERD patients. Additionally, 
some individuals may experience heightened sensitivity in the 
oral tissues (hyperesthesia), which are likely caused by local 
irritation from gastric reflux.

Helicobacter pylori (H. pylori) infection

Some studies indicate a potential association between 
Helicobacter pylori infection and various oral conditions, including 

recurrent aphthous ulcers, glossitis, and halitosis. The identification 
of H. pylori bacteria in dental plaque and saliva suggests that the 
bacterium may contribute to the development of oral lesions, 
either through direct colonization or because of systemic effects 
[14,19]. This presence highlights the potential role of H. pylori in 
oral pathology and underscores the need for further research to 
establish its significance in oral health and disease.

Other GI disorders and their oral presentations

a.	 Liver cirrhosis-Associated with jaundiced mucosa, petechiae, 
spontaneous gingival bleeding and glossitis [57,58].

b.	 Peptic Ulcer Disease (PUD)-Linked to recurrent oral ulcers 
and burning mouth syndrome. Dark erythematous tongue 
with a slimy yellowish coating, congestion and dilatation of 
sublingual veins [13,19].

c.	 Pancreatic disorders-Some cases report xerostomia and taste 
disturbances due to pancreatic insufficiency [59,60].

d.	 Gardner’s syndrome: Characterized by the presence of 
osteomas and various dental anomalies, including odontomas, 
impacted teeth and supernumerary teeth [10,64] (Figure 5).

e.	 Plummer-Vinson syndrome: Difficulty swallowing (dysphagia) 
may be accompanied by lesions resulting from iron deficiency 
anemia, including stomatitis, recurrent aphthous stomatitis-
like ulcerations, angular cheilitis, mucosal pallor and atrophic 
glossitis [22,29-31] (Figure 6).

Figure 5: Gardner syndrome; Gardner syndrome. Panoramic radiographic a patient. The presence of osteoma in 
the left condylar region (arrowhead). Note supernumerary teeth in the mandible and maxilla (long arrow). Osseous 

dysplasia can also be observed throughout the mandibular body (short arrow). Adopted from Pereira et al. [64].
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Figure 6: (a) The patient presented with notable atrophy of the tongue, accompanied by angular cheilitis, 
characterized by inflammation and fissuring at the corners of the mouth. (b) Additionally, marked intraoral 

pigmentation in Plummer Vinson syndrome. Adopted from Samad et al. [22].

f.	 Hiatal hernia: Oral manifestations related to GERD and anemia 
[21,32,33].

g.	 Pernicious anemia: Characterized by inflammation of 
the tongue (atrophic glossitis), burning tongue sensation 
(glossodynia) and ulcers resembling recurrent aphthous 
stomatitis (RAS-like ulcerations) [21,26-28].

Discussion
The findings from this review suggest the significant role of 

oral manifestations in identifying underlying gastrointestinal 
diseases. In several cases, oral lesions serve as the first clinical 
signs, necessitating early interdisciplinary collaboration between 
dentists and gastroenterologists.

Clinical relevance

a.	 Dentists should remain vigilant in recognizing persistent oral 
lesions that do not respond to conventional treatment, as they 
may be indicative of a systemic condition [61].

b.	 The presence of recurrent aphthous stomatitis, cobblestone 
mucosa, or unexplained enamel defects should prompt a 
referral for gastrointestinal evaluation [62].

c.	 In patients with GERD, dental erosion may progress despite 
good oral hygiene, necessitating both medical and dental 
interventions [62].

d.	 Screening for celiac disease in individuals with unexplained 
enamel defects or recurrent ulcers can aid in early diagnosis 
and management [63].

Implications for dental management

a.	 Personalized treatment planning is crucial, considering the 

increased risk of bleeding (liver disease), infection (IBD), or 
delayed healing (celiac disease) in affected individuals [64].

b.	 Preventive strategies, such as fluoride application for GERD-
induced dental erosion and proper dietary counseling for 
celiac disease, should be incorporated into routine dental care 
[64].

c.	 Dentists should be aware of the potential drug interactions in 
patients on long-term GI medications, including corticosteroids 
and proton pump inhibitors [64].

Future directions

Despite the growing evidence linking gastrointestinal 
disorders with oral manifestations, further longitudinal studies are 
necessary to establish cause-and-effect relationships and develop 
oral biomarkers for GI diseases. Additionally, raising awareness 
among healthcare professionals about oral-systemic connection 
will improve patient outcomes through early intervention and 
multidisciplinary collaboration [34,35,64].

Conclusion
This review highlights the connection between gastrointestinal 

diseases and oral health, emphasizing the need for early recognition 
of oral symptoms. Given that oral lesions often precede systemic 
signs, dentists perform a crucial part in the early diagnosis and 
management of gastrointestinal disorders. Although the prevalence 
of oral manifestations varies among gastrointestinal disorders and 
is often non-specific (e.g., RAS-like ulceration, stomatitis, burning 
sensation), these symptoms may appear before the onset of the 
fundamental condition, potentially aiding in early diagnosis. 
Collaboration between dental and medical professionals will 
enhance comprehensive patient care and improve clinical outcomes.
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