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Crohn’s disease, an inflammatory and likely immu-
nologically mediated disease of unknown etiology,
falls under the rubric of the diagnosis of inflam-

matory bowel disease (IBD).1,2

IBD no. 2666600 in the On Line Mendelian Inheritance
in Man (OMIM) occurs more commonly in whites and
Ashkenazi Jews.2 It is considered a complex genetic trait, as
inheritance may not follow any simple Mendelian model, but
is linked to chromosomes 16p12 to q13.3 Crohn’s disease is a
chronic, inflammatory, intestinal process affecting any site
along the gastrointestinal tract, from the mouth to the anus.
Symptoms frequently begin in early adult life, and approxi-
mately 25% of the cases begin before the age of 25.4 Oral
lesions are of significance, as they are reported to precede the
intestinal symptoms in 30% to 60% of the cases.1,5-8 Oral
manifestations of IBD may precede the onset of intestinal le-
sions by as much as a year or more.9

Oral manifestations of Crohn’s disease include hyper-
trophy of the lips and gingival soft tissue swelling
resembling fibrous hyperplasia from an ill-fitting denture,
a cobblestone appearance of the buccal mucosa and pal-
ate, and deep, granulomatous-appearing ulcers. The ulcers
may appear linear in nature within the vestibule. Polypoid
“tag” lesions may be found on vestibular or retromolar
mucosa. Apthous ulcerations are also present clinically in
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approximately 20% of patients with Crohn’s disease, al-
though this prevalence is not significantly higher than in
the unaffected population.10 Polystomatitis vegetans or
“snail track ulcerations” may also be present, which is a rare
presentation of IBD.1 Secondary changes and symptoms
include stomatitis, which is present in less than 1% of pa-
tients with Crohn’s disease, and may be caused by
Staphyloccus aureus.1

Histological features of oral lesions of Crohn’s disease
include nonnecrotizing granulomatous inflammation within
the submucosal connective tissue. The oral ulcerations do
not differ from the common apthous lesions, clinically or
histopathologically.1 Therefore, early recognition of the oral
lesions and their association with Crohn’s disease is
essential in obtaining a timely diagnosis, preventing com-
plications, and improving the prognosis.

This case report discusses an adolescent male who pre-
sented with oral ulcerations, that led to the diagnosis of
Crohn’s disease.

Case report
A 15-year-old male presented to the Oral Medicine Clinic
at the University of Florida College of Dentistry with a
chief complaint of oral ulcerations and consequential dys-
phagia. The symptoms began approximately 4 months
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earlier with continued ulcerations of about 2-week’s du-
ration each and associated soreness of his mouth. By
report, the ulcerations were numerous, small, and healed
over a 2-week period without scarring. In addition, he
reported loose stools on a daily basis, a slightly elevated
temperature, and weight loss of approximately 10 pounds.
The patient had been seen by an otolaryngologist who had
initially diagnosed the patient’s signs and symptoms as a
viral infection. His medical history was noncontributory,
and he denied the use of medication. No allergies were
reported. The clinical examination was significant for a
pale, thin male of normal stature. Vital signs were nor-
mal. The head and neck examination was negative for
masses, swelling, or lymphadenopathy. Intraorally, mul-
tiple minor apthous-like lesions were present in the left
mandibular buccal vestibule. Tissue tags and diffuse
erythema were present on the frenum. The remaining in-
traoral examination was unremarkable without evidence
of periodontal involvement.

The patient was referred for a routine serology work-
up, which was normal except for an elevated C-reactive
protein, an elevated erythrocyte sedimentation rate, and
slight microcytic anemia. A working diagnosis of Crohn’s
disease was established. The patient was then referred to
an oral and maxillofacial surgeon for a soft tissue biopsy
and a pediatric gastroenterologist for an evaluation. The
oral biopsy was remarkable for chronic granulomatous in-
flammation, acanthosis, eosinophilia, and intraepithelial
abscesses (Figures 1 and 2). A chronic inflammatory infil-
trate was present in the area surrounding the noncaseating
granuloma, probably representing a host response. A
colonoscopy was performed; endoscopic biopsy specimens
were taken from the terminal ileum, cecum, and colon,
which showed severe chronic active colitis.

A definitive diagnosis of Crohn’s disease was obtained.
The patient was started on oral mesalamine 800mg tid daily,
an anti-inflammatory drug acting directly on the colon. He
was also started on predinsone 50 mg daily for 4 weeks fol-
lowed by a tapering dose to 20 mg daily. Within a week of

commencing drug therapy, the patient’s oral and systemic
symptoms improved. He reported decreasing episodes of
loose stools and improvement in his symptom of dysphagia.

Discussion
The oral manifestations included recurrent oral ulcerations,
tissue tags, and diffuse erythema over a 4- to 5-month pe-
riod of time. Clinically, no mucosal scarring was evident.
Unlike other case reports, periodontal involvement and
geographic tongue did not exist in this patient nor did he
complain of halitosis.6,8

The incidence of Crohn’s disease in the United States
has increased over the past 30 years from 1 per 100,000 to
as high as 10 per 100,000 individuals. Crohn’s disease typi-
cally affects whites and individuals of Northern European
descent. In the United States, whites are affected more fre-
quently than blacks, Hispanics, and Asians, respectively.

The cause of Crohn’s disease is unknown. However, a
myriad of causative factors has been suggested including
infectious, immunological, nutritional, and environmen-
tal. A genetic susceptibility exists based on elevated twin
concordance rates and an increased frequency of Crohn’s
disease among first-degree relatives of affected patients.6

Both sexes are affected equally, and the disease may mani-
fest itself at any age, although it is usually diagnosed by age
30. The elderly may also develop Crohn’s disease.2

Signs and symptoms of Crohn’s disease are variable and
may exist in a subclinical state, making the diagnosis more
difficult. Intermittent diarrhea, abdominal pain, cramping,
nausea, fever, weight loss, and fatigue are common clinical
findings. Abdominal pain associated with cramps is the most
common initial complaint. The abdominal pain is described
as periumbilical as opposed to lower abdominal pain. The
latter is the location for the pain of ulcerative colitis, an in-
testinal disorder also described under the rubric of IBD.3

Malnutrition may occur, a consequence of similar intesti-
nal malabsorption processes, leading to anemia, decreased
growth, and a short stature.1

Figure 1. Photomicrograph of oral mucosal biopsy. Arrow points to
epithiloid granuloma with giant cells. (Hematoxylin and eosin stain,
original magnification ×10).

Figure 2. Photomicrograph of oral mucosal biopsy demonstrating
eosinophilia. (Hematoxylin and eosin stain, original magnification
×40).
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The inflammatory process consists of noncaseating
granulomas within the intestines, and is transmural in na-
ture. It is more frequently located in the terminal ileum.
The lesions are distinct from those seen in ulcerative coli-
tis in that they are discontinuous, with areas of uninvolved
normal bowel between diseased bowel segments.2

Extra-intestinal manifestations are reported to include
nutritional abnormalities, hematologic abnormalities, skin
manifestations, arthritis, uveitis, hepatic and renal abnor-
malities, and miscellaneous complications that include
osteoporosis and thrombophlebitis.2

The diagnosis of Crohn’s disease is obtained utilizing
barium-enhanced imaging studies of the upper and lower
gastrointestinal tract followed by a sigmoidoscopy or
colonoscopy with biopsy. The extent of the disease is evalu-
ated by either Crohn’s disease activity index (CDAI),7 an
index based on various clinical signs and symptoms within
a week of the clinical evaluation, or by an activity-time in-
dex (ATI), a more comprehensive method that evaluates
the cumulative duration of the active disease divided by the
duration of follow-up, up to 3 years.9

Granulomatous and autoimmune-like changes in mi-
nor salivary glands, reduced salivation, halitosis, dental
erosion secondary to vomiting, odynophagia, and dysph-
agia have all been reported. Katz et al9 reported a statistically
significant higher incidence of dry mouth, nausea, and
vomiting in patients with Crohn’s disease in a high ATI
group compared to nonaffected individuals. Moreover, a
trend for a higher prevalence of those manifestations was
seen in affected individuals with a low or moderate ATI of
Crohn’s disease.9

While periodontopathic bacteria are essential for the
development of periodontitis, a susceptible host is also re-
quired for the development of periodontal diseases.12,13 Due
to possible genetic factors causing a compromised immune
system in patients diagnosed with Crohn’s disease, the
appearance of periodontal disease is not surprising. In fact,
periodontal disease has been related to Crohn’s disease.14-15

Bimstein et al reported on extended kindred affected with
periodontitis.16 Several children and cousins were diagnosed
with various degrees of periodontitis, with 1 parent diag-
nosed with Crohn’s disease, further suggesting a possible
relation between Crohn’s disease and periodontal disease.
Furthermore, since Crohn’s disease may exist in a subclini-
cal state, the presence of gingival and periodontal
abnormalities may lead to its early diagnosis.

Histologically, tissue from the oral cavity and intestines
exhibit nonnecrotizing granulomatous inflammatory
changes within the submucosal connective tissue. The se-
verity of the inflammation may vary from site to site and
patient to patient.1 Because of the depth of the noncaseating
granulomas within the oral mucosa, a superficial incisional
biopsy may be of little diagnostic value.

As previously mentioned, approximately 25% of
Crohn’s disease cases begin before the age of 25 and may
even present in infancy and young children.3,17,18 Failure
to thrive at the time of presentation, linear growth failure,

and colonic and perianal disease are reported to be the most
common presenting clinical findings in young children di-
agnosed with Crohn’s disease. In addition, common
presenting symptoms include diarrhea, abdominal pain,
vomiting, and chronic fever.17,18 Therefore, any adolescent
or teenager presenting with complaints of chronic fatigue,
persisting growth problems, fever, and oral ulcerations,
should be evaluated for Crohn’s disease.

No specific cure for Crohn’s disease exists and symp-
tomatic relief is the goal of therapy. Treatment includes the
use of antidiarrheal/antispasmodic agents, topical steroids
for oral lesions, systemic antibiotics, systemic steroids, and
immunosuppressive drugs such as azathioprine. Surgery is
reserved for severe cases exhibiting bowel obstruction, fis-
tulae, or perforations.

Pediatric and general dentists play an important role in
the early diagnosis of Crohn’s disease. Awareness of the oral
presentations of Crohn’s disease, particularly as one of the
first presenting signs of the disease, should alert the clini-
cian to pursue an underlying systemic cause. Initial
communication between the dental professional and a gas-
troenterologist is also paramount to an accurate and early
diagnosis.
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Dental caries prevalence remains high in certain groups, including children with cleft palates. This study
hypothesized that children with cleft palates would have increased oral clearance times for foods and, conse-
quently, higher levels of caries and caries-associated micro-organisms than control children. Six- to 16-year-old
children with (N=81) or without (N=61) cleft palates participated in this study. The children with cleft pal-
ates had significantly greater dmft/DMFT scores, poorer oral hygiene scores, greater plaque scores, greater
gingival index, and longer oral clearance time. The number of caries-associated organisms was greater in the
cleft palate children’s saliva. The organic acid’s concentration, however, were significantly greater in the
control group, probably due to the altered physiology of the more mature dental biofilm. The results of this
study support the hypothesis that children with cleft palates have greater levels of caries associated with the
risk factors previously identified. Hence, caries-prevention programs in this group of children should be
designed to address these risk factors.

Comments: This study demonstrated that children with cleft palate have particular difficulties and, there-
fore, are at higher risk for dental caries. HA
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Ahluwalia M, Brailsford SR, Tarelli E, Gilbert SC, Clark DT, Barnard K, Beighton D. Dental caries,
oral hygiene, and oral clearance in children with craniofacial disorders. J Dent Res. 2004;83:175-179.
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