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APHTHOUS STOMATITIS: A CASE REPORT
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Abstract. Recurrent aphthous stomatitis (RAS) is one of the most frequently encountered
oral mucosal lesions. The RAS is characterized by recurrent painful ulcers, which can be
either single or multiple. The prevalence rate of RAS ranges from 5 to 60% among the dif-
ferent ethnic and socio-economic groups. To date, RAS is one of the least understood oral
diseases. It causes many problems for the affected individual due to the diverse precipitat-
ing factors and recurrent nature. Prompt diagnosis and management of RAS is a challenge
for clinicians. Several factors, such as nutritional deficiencies, genetic, immunological,
haematological, hormonal, trauma, and stress, were identified as causal and precipitating
factors. Various micro-organisms, including Helicobacter pylori (H. pylori), are believed to
be associated with the development of RAS. H. pylori is a microaerophilic, gram-negative
bacterium that colonises the gastric mucosa. Very few reports are available in the litera-
ture highlighting the association between H. pylori and RAS. Pain relief, fast ulcer heal-
ing increased ulcer-free period are the treatment strategies used for RAS. Identifying the
causal factors helps the better management of the patients. The present case highlights
the difficulties faced by a geriatric patient due to recurrent major aphthous ulcers and the
successful management of the recurrent ulcers followed by H. pylori eradication therapy.
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INTRODUCTION

ral cavity is considered a mirror of the human
O body reflecting the systemic health status of
an individual. The oral mucosa is prone to
frequent ulcerations due to a wide variety of causes
such as trauma, recurrent aphthous stomatitis, oral

manifestations of systemic diseases, medications,
infections and oral cancer [1, 2]. Various gastrointes-

tinal diseases such as Crohn’s disease, ulcerative
colitis, Gardner syndrome, Peutz-Jeghers syndrome,
malabsorption conditions related to haematopoiesis,
jaundice and gastric reflux diseases manifest oral
mucosal changes [3].

Recurrent aphthous stomatitis (RAS) is the most
common type of oral ulceration that typically occurs
on the non-keratinized areas of the oral mucosal
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membrane [4]. The aetiology of RAS is diverse and
the diagnosis of RAS is based on the clinical history
and presentation. Literature evidence enumerates a
wide array of aetiologies attributed to the develop-
ment of RAS. There are various local and systemic
factors that have been identified to be related to the
development of RAS, among them nutritional deficits,
deficiency of serum iron, folic acid, vitamins B3, B12
and C [5]. H. pylori is a microaerophilic, gram-nega-
tive bacterium that colonises the gastric mucosa. H.
pylori is also believed to be responsible for the de-
velopment of RAS. There are very few reports avail-
able in the literature highlighting the association of H.
pylori and RAS [6]. However, literature evidence of
direct cause and effect of H. pylori infection and de-
velopment of RAS is controversial. The present case
highlights the diagnostic dilemma of recurrent major
aphthous ulcers and the successful management of
the recurrent ulcers by laser therapy and H. pylori
eradication therapy.

CASE REPORT

A 67-year-old female patient reported to the depart-
ment of Oral medicine and Radiology with the com-
plaint of pain and burning sensation in her tongue
since one month. She gave history of suffering from
pain, burning sensation of the mouth, sore mouth,
redness of the mucosa and inability to eat spicy food
since 2 years. She had consulted physicians, der-
matologists and dentists for the same. She under-
went multiple tests in the past but she never received
confirmative diagnosis and she was advised several
medications which did not provide her with complete
relief. History revealed that patient had developed a
large painful ulcer in the tongue a year before, which
was associated with burning sensation and pain. The
patient had previously undergone dental consultation
for the same complaint where biopsy of the lesion was
performed followed by histopathological examina-
tion, which revealed moderate dysplasia with chronic
non-specific inflammation. Haematological and sero-
logical reports which were performed one month back
revealed negativity for the IgG antinuclear antibody
and mild neutrophilia. The patient was under daily
oral supplements which consisted of vitamin A in the
dosage of 25,000 IU/day, omega-3 fatty acid 30 mg,
vitamin E 400 IU/day, elemental zinc 50 mg, vitamin
C 1,000 mg and vitamin B complex. The patient was
prescribed colchicine 0.5 mg for 10 days by her physi-
cian. There was no significant previous medical his-
tory. The patient was poorly built and nourished with a
history of reduced appetite. On intra-oral examination,
multiple erosions of the buccal mucosa, lower lip and
tongue were noted. A solitary ulcerative lesion mea-

suring around 1.3 x 1.1 cm in size was noted on the
left lateral border of the tongue with an erythematous
appearance. On palpation, the lesion was soft in con-
sistency and tender, without induration (Figure 1).

Fig. 1. Clinical
presentation of
the major aph-
thous ulcer in
the tongue

Missing teeth were presented with the maxillary
right and left second premolar, mandibular left first
and second molar, mandibular right first molar; root
stumps were presented with the maxillary right first
premolar, maxillary left second molar and mandibular
right second premolar. Dentinal caries was noticed
with the maxillary left first premolar, mandibular left
first premolar and mandibular right second molar.
The maxillary left first molar was supra-erupted, with
sharp cusp impinging on the lesion. A provisional
diagnosis of major aphthous ulcer on the left lateral
border of the tongue was given. The differential diag-
noses considered were traumatic ulcer and chronic
non-healing ulcer of the tongue. Extraction of the
offending tooth was carried out and topical cortico-
steroid therapy (0.1% triamcinolone acetonide) local
application thrice daily for a period of 14 days was
suggested. Chlorhexidine gluconate 0.2% mouth-
wash was also prescribed and the patient was re-
examined after 14 days. Complete regression of the
tongue lesion was noted after 14 days (Figure 2).

Fig. 2. Healed tongue lesion post administration of topical
corticosteroid therapy
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In her recall visit patient reported with multiple painful
ulcerations of variable sizes in the lower labial mu-
cosa and the tongue. The lower lip lesion was associ-
ated with swelling in the left side of the lip. The ulcers
exhibited yellowish slough in the floor, with erythema-
tous halo (Figure 3).

Fig. 3. Clinical presentation demonstrating the recurrent
ulcers

The recurrent aphthous ulcers in the lower lip and
the right side of tongue were treated with laser pho-
tobiomodulation therapy using the Epic X (BIOLASE)
diode laser with the parameters 0.7-1.0 W in continu-
ous wave (aphthous ulcer mode), in a non-contact
manner for 30-45 seconds; each of the aphthous
ulcers was irradiated three times at a distance of
1-3 mm. Topical corticosteroids and benzydamine
mouthwash were prescribed for a period of 7 days.
The patient was referred to the Department of Gas-
troenterology for further evaluation and to rule out
inflammatory bowel disease. Oesophago-gastrodu-
odenoscopy was performed which revealed antral
gastritis (Figure 4).

Fig. 4. Oesophago-gastroduodenoscopy demonstrating
the antral gastritis

Biopsy of the antral mucosa demonstrated Rapid
Urease Test positivity representing H. pylori infection.
Colonoscopy which was performed to rule out ulcer-
ative colitis revealed normal colonic mucosal study
with small internal haemorrhoids (Figure 5).

Fig. 5. Colonoscopy demonstrating the normal colonic mu-
cosa

The patient was treated with H. pylori eradication ther-
apy, the Sompraz HP kit 3-0-3, which is a combina-
tion of amoxicillin, clarithromycin and esomeprazole.
She was prescribed itopride hydrochloride (Ganaton
50 mg tablets, 1-1-1) and Bacillus coagulans, Lacto-
bacillus, Bifidobacterium and fructooligosaccharides
(Lactogut capsules, 1-0-1) for a period of 14 days.
Intra-oral examination was carried out post 14 days
from H. pylori eradication therapy, which revealed
successful healing and regression of the oral lesions
(Figure 6). The patient was kept under follow-up and
no new lesions were reported 6 months following the
H. pylori eradication therapy.

Fig. 6. Clinical presentation post H. pylori eradication ther-
apy and laser therapy

DISCUSSION

Recurrent aphthous stomatitis was first described
by Johann von Mikulicz-Radecki in 1898. There are
three types of RAS, namely the minor, major and
herpetiform ulcers. RAS is characterised by repeated
emergence of one or more ulcers and erosions in
varying oral sub sites. RAS is a chronic oral mucosal
inflammatory and ulcerative condition which is typi-
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cally characterised by repeated ulcerations of non-
keratinised mucosa. The oral mucosal ulcerations
and erosions in RAS are typically surrounded by an
erythematous halo [7]. RAS is regarded as one of the
most widespread oral mucosal diseases, with a prev-
alence of about 2% of the global population [7, 8].

In the present report, major aphthous ulcer was di-
agnosed in a 67-year-old female. According to the
report of Diaz et al. [9], major aphthous ulcers are
reported to be more common in the age group of 35-
59 years, whereas minor and herpetiform ulcers are
more common in the age group of 19-34 years. Al-
though RAS is associated with a diverse range of ae-
tiological factors, various micro-organisms including
viruses, bacteria, and genetic vulnerability have also
been considered as aetiological factors apart from
the major factors [8]. Decrease in the levels of oral
Streptococcus salivarius and increase in the Acineto-
bacter johnsonii were associated with the occurrence
of RAS lesions [10]. H. pylori infection has also been
implicated in the disease pathogenesis of RAS [11].

Helicobacter pylori is a gram-negative, S-shaped
bacterium that has been associated with duodenal
ulcers and gastritis. H. pylorihas been reported to be
present in high density in dental plaque [12]. Apart
from the gastric mucosa, oral mucosa also serves
as an alternative reservoir for the micro-organism.
However, the direct relationship of H. pylori infection
in the pathogenesis of RAS is still under research
[13]. It is also known that both RAS and peptic ul-
cers related with H. pylori are immunologically me-
diated ulcerative lesions, with probable association
with anaemia. Similarities exist in the histological
characteristics of gastric ulcers and oral aphthous
ulcers which respond to treatment with broad-spec-
trum antibiotics [14]. Few studies available in the lit-
erature have confirmed the association of H. pylori
with RAS by the identification of H. pylori in the oral
lesional tissue using the polymerase chain reaction.
According to the literature evidences, H. pylori DNA

was detected in 2-38.9% of the recurrent aphthous
lesions [6, 12].

In the present case, major aphthous ulcers were as-
sociated with antral gastritis and H. pylori infection.
The report of Dowsett S.A. and Kowolik M.J. high-
lights that about 90% of the adult population in de-
veloping countries are infected with H. pylori [15].
According to the observations of Maleki et al. [16],
patients who had H. pylori-associated RAS exhibited
more severe symptoms than those who had non-H.
pylori-associated RAS. This finding suggests that H.
pylori infection may worsen the clinical presentation
and course of the ulcers.

A systematic review conducted by Rao L.N. et al. con-
cluded that eradication of H. pylori can be effective
in the management of recurrent aphthous stomatitis
[17]. Karaca S. et al. conducted a prospective study
to investigate the association between RAS and H.
pyloriin 23 patients and the effect of eradication ther-
apy on recurrence. They concluded that recurrence
was reduced with H. pylori eradiation therapy after
one year of follow- up. Our patient also did not report
with any recurrence after the 6-month follow-up [18].

The authors conducted a literature search for the
reported cases using the following search terminolo-
gies: recurrent aphthous stomatitis, Helicobacter
pylori, eradication therapy, in the PubMed database
from 2012 to 2022. Only two articles mentioned in
detail about H. pylori-associated RAS and the eradi-
cation therapy protocol and follow-up [19, 20]. The
results obtained are presented in Table 1.

In the present case, the patient had a long clinical
course of the ulcerative lesions associated with pain.
The lesions subsided on administration of topical
steroid therapy but there was significant recurrence
within three months of the initial treatment. However,
the lesions responded well to laser therapy along with
H. pylori eradication therapy. A systematic review by
Vale F.A. et al. reports low level laser therapy to be
beneficial in symptomatic treatment of RAS along

Table 1. Cases with RAS and H. pylori eradication therapy reported in the PubMed database from 2012 to 2022

Study No. | Author No. of cases |Age Gender Treatment Follow-up | Result
1. Gaoetal. 1 49 years Female Quadruple therapy 5months | Eradication of H. pylori
[2021][19] [Proton pump inhibitor, tetracycline, Resolution of RAS
metronidazole, bismuth subsalicylate]
2. Tas et al. 46 patients Mean age- Triple therapy 3 months | 18 patients Eradication
[2012] 16 with nega- [ 38.00 + 12.73 [Amoxicillin 1,000mg BID, clarithro- |6 months | of H. pylori
[20] tive H. pylori years mycin 500 mg BID, lansoprazole 30 RAS decreased in
infection mg BID for 14days] eradicated group.
30 with positive 19 female | Additional 2-month-intake of lanso- 60% of success rate
H. pylori infection 11 male prazole 30 mg once daily]
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with acceleration of the healing period [21]. The tri-
ple medicinal regimen is considered as one of the
successful method of H. pylori eradication [13]. Ac-
cording to the literature reports, H. pylori eradication
therapy in RAS patients is positively associated with
increase in the levels of serum vitamin B12 [22]. The
eradication of H. pylori in the stomach may promote
relief of RAS symptoms and healing of oral ulcers,
and even prevent the occurrence of RAS [13]. In the
present case, the patient was kept under long-term
follow-up and no new lesion was detected 6 months
after the H. pylori eradication therapy.

CONCLUSION

The present case focuses on the prompt diagnosis
and management of recurrent major aphthous ulcers.
The successful eradication of H. pylori by pharmaco-
logic therapy and the improvement in patient’'s oral
health condition is highlighted in the report. However,
the association of RAS with H. pylori infection is con-
troversial and requires further long-term prospective
studies to establish a strong relationship of H. pylori
in the pathogenesis of RAS.

Declaration of conflicting interests

The authors declared no conflicts of interest with respect to
the authorship and/or publication of this article.

Funding

The authors received no financial support for the research
and/or authorship of this article.

Author Contribution Statement
Conceptualisation and Design: T.S.H .
Literature Review: T.S.H., B.S...
Methodology and Validation: T.S.H, V.A.
Formal Analysis: T.S.H., G.S.B., V.A.
Investigation and Data Collection: T.S.H., B.S.S.
Resources: T.S.H., G.S.B., B.S.S.

Data Analysis and Interpretation: T.S.H.
Writing — Original Draft Preparation: T.S.H.
Writing — Review & Editing: T, S.H, G.S.B
Supervision: S.H., G.S.B,. V.A.

REFERENCES

1. Scully C, Shotts R. ABC of oral health: Mouth ulcers and
other causes of orofacial soreness and pain. BMJ 2000;
321(7254):162.

2. Gill'Y, Scully C. Mouth ulcers: a study of where members
of the general public might seek advice. Br Dent J. 2007,
202(6):E16-E16.

10.

1.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

Daley TD, Armstrong JE. Oral manifestations of gastrointesti-
nal diseases. Can J Gastroenterol. 2007; 21(4):241-4.
Chiang CP, Yu-Fong Chang J, et al. Recurrent aphthous sto-
matitis — Etiology, serum autoantibodies, anemia, hematinic
deficiencies, and management. J Formos Med Assoc. 2019;
118(9):1279-89.

Queiroz SIML, Silva MVA da, Medeiros AMC de, et al. Re-
current aphthous ulceration: an epidemiological study of etio-
logical factors, treatment and differential diagnosis. An Bras
Dermatol. 2018; 93(3):341-6.

Gomes CC, Gomez RS, Zina LG, Amaral FR. Recurrent aph-
thous stomatitis and Helicobacter pylori. Med Oral Patol Oral
Cir Bucal. 2016; 21(2):e187-91.

Slebioda Z, Szponar E, Kowalska A. Recurrent aphthous stoma-
titis: genetic aspects of etiology. Advances in Dermatology and
Allergology/Postepy Dermatologii | Alergologii. 2013; 30(2):96.
Bankvall M, Sjoéberg F, Gale G, et al. The oral microbiota of
patients with recurrent aphthous stomatitis. J Oral Microbiol.
2014; 6:25739.

Diaz A, Pereira-Lopes O, Barbosa E, et al. Behavior of the re-
current aphthous stomatitis as a dental urgency at VVedado’s
University Polyclinic. Rev Port Estomatol Med Dent Cir Max-
ilofac. 2015; 56(3):144-8.

Kim YJ, Choi YS, Baek KJ, et al. Mucosal and salivary mi-
crobiota associated with recurrent aphthous stomatitis. BMC
Microbiol. 2016; 16 Suppl 1:57.

Adler |, Muifio A, Aguas S, et al. Helicobacter pylori and oral
pathology: relationship with the gastric infection. World J Gas-
troenterol. 2014; 20(29):9922-35.

Gilseren D, Karaduman A, Kutsal D, Nohutcu RM. The re-
lationship between recurrent aphthous stomatitis, and peri-
odontal disease and Helicobacter Pylori infection. Clin Oral
Investig. 2016; 20(8):2055-60.

LiL, Gu H, Zhang G. Association between recurrent aphthous
stomatitis and Helicobacter pylori infection: a meta-analysis.
Clin Oral Investig. 2014; 18(6):1553-60.

Afghari P, Khazaei S, Kazemi S, et al. The role of Helicobacter
pylori in the development of recurrent aphthous stomatitis:
SEPAHAN systematic review no. 9. Dent Res J [Isfahan].
2011; (Suppl 1):S2-8.

Dowsett SA, Kowolik MJ. Oral Helicobacter pylori: can we
stomach it? Crit Rev Oral Biol Med. 2003; 14(3):226-33.
Maleki Z, Sayyari AA, Alavi K, et al. A study of the relationship
between Helicobacter pylori and recurrent aphthous stomatitis us-
ing a urea breath test. J Contemp Dent Pract. 2009; 10(1):9-16.
Rao LN, Ramanna VK, Avalahalli MG. The effect of gastric
helicobacter pylori eradication on the clinical course of recur-
rent aphthous stomatitis — a systematic review. J. Evolution
Med. Dent. Sci. 2019; 8(47):3554-3559.

Karaca S, Seyhan M, Senol M, et al. The effect of gastric He-
licobacter pylori eradication on recurrent aphthous stomatitis.
Int J Dermatol. 2008;47(6):615-7.

Gao Y, Gupta N, Abdalla M. Recurrent Aphthous Stomatitis
Improved after Eradication Therapy for Helicobacter pylori.
Case Rep Gastrointest Med. 2021; 5543838.

Tas DA, Yakar T, Sakalli H, Serin E. Impact of Helicobacter
pylori on the clinical course of recurrent aphthous stomatitis.
J Oral Pathol Med. 2013; 42(1):89-94.

Vale FA, Moreira MS, de Almeida FC, Ramalho KM. Low-level
laser therapy in the treatment of recurrent aphthous ulcers: a
systematic review. Scientific World Journal. 2015;150412.
Stehlikova Z, Tlaskal V, Galanova N, et al. Oral microbiota
composition and antimicrobial antibody response in patients
with recurrent aphthous stomatitis. Microorganisms. 2019;
7(12):636.

152

Tannishtha, S. Hegde, G. S. Babu et al.



