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these various treatment modalities (5-7).

In conclusion, Dunbar’s syndrome is uncommon,
but it should be kept in mind in presence of unexp-
lained gastrointestinal symptoms. Diagnostic to-

ols vary, but CT angiography is favorable method
for diagnosis. Medical and surgical treatment mo-
dalities are available, although there is lack of
consensus about which treatment is the best. 
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To the Editor

A 38-year-old male patient was hospitalized with
diabetic ketoacidosis and diarrhea ongoing about
2 months. He had type 1 diabetes mellitus (DM)
for 19 years. The supporting images in favor of the
inflammatory bowel disease that are mucosal fra-
gility, millimetric aphthous ulcers and loss of vas-
cularity in some areas from caecum to rectum, and
large aphthous ulcers in rectum have been de-
monstrated by colonoscopy. Anal canal was nor-
mal. Crohn’s disease (CD) was confirmed by colon
biopsy that revealed loss of mucin in some glands;
intense mixed inflammation consisting of neutrop-
hils, eosinophils, histiocytes, lymphocytes, and

plasma cells; microgranuloma structures in a few
areas (Figure 1), and by the pattern of staining for
CD 68. The patient’s antiendomysium IgA, antig-
liadin IgA, antithyroglobulin antibody, antithyro-
id peroxidase, glutamic acid decarboxylase antibo-
dies were negative, anti-insulin antibodies 26.2%
(reference range <8.2%). Anti-Saccharomyces ce-
revisiae antibodies (ASCAs) were negative. The
patient’s HLA DNA typing was HLA-A11 A33,
HLA-B14 B35, HLA-DRB1*01, DRB1*04, and
DRB4. The patient was discharged with therapeu-
tics composed of mesalazine, methylprednisolone,
and multiple-dose insulin regimen.
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Type 1 DM is strongly associated with autoimmu-
nity (>90%). Most individuals with type 1 DM ha-
ve the HLA DR3 and/or DR4 haplotype. Refine-
ments in genotyping of HLA loci have shown that
the haplotypes DQA1*0301, DQB1*0302 and
DQB1*0201 are most strongly associated with
type 1 DM (1). CD is a chronic, inflammatory, re-
current, multifactorial disease. The exact pathoge-
nesis is still largely unknown. The most promi-

nent theory describes the CD as a dysregulated,
inappropriate immune response to otherwise inno-
cuous bowel flora in a genetically susceptible host
(2). Inappropriate down-regulation of an activated
immune system is considered as the main patho-
genetic mechanism in inflammatory bowel disease
(3). ASCA is known to be associated with CD (4).
The most consistently replicated association of CD
with a common HLA allele is with HLA-DRB1*07.
HLA loci have shown that the haplotypes
DRB1*0103, DRB3*0301 are the ones associated
with CD (5). Data from the meta-analysis of seven
small studies also demonstrated a non-significant
increase in the common allele HLA-DRB1*04 in
CD (6). Autoimmune polyglandular syndromes
(APS) are characterized by the coexistence of at le-
ast two autoimmune endocrinopathies. APS type
2, type 1 DM, autoimmmune thyroid disease, Ad-
dison's disease, primary hypogonadism, hypoph-
ysitis, celiac disease, atrophic gastritis, pernicious
anemia, vitiligo, alopecia, and myasthenia gravis.
In the APS patients, the alleles DRB1*03,
DRB1*04, DQA1*03, DQB1*02 were significantly
more often present than in healthy controls (7).
The coexistence of these two diseases which have
autoimmune origin was not reported. This associ-
ation should be supported by more studies.
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FFiigguurree  11..  Colon biopsy specimen shows the inflammatory cells
and granulomas.
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