
Abstract. – OBJECTIVE: Ulcerative colitis is
a chronic disease that could be triggered by
acute stressful events, such as gastrointestinal
infections or emotional stress. 

PATIENTS AND METHODS: we reported the
case of the onset of an ulcerative colitis after a
thyrotoxicosis crisis and reviewed the literature
about the relationships between thyroid dys-
functions and ulcerative colitis. 

RESULTS: A 38-year-old woman was diag-
nosed with ulcerative colitis after her third thy-
rotoxicosis crisis, two years after the diagnosis
of Graves’ disease. In this case, thyrotoxicosis
acted as a trigger for ulcerative colitis onset. 

CONCLUSIONS: Hyperthyroidism could be a
trigger able to elicit ulcerative colitis in suscep-
tible patients.
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Abbreviations 

UC = Ulcerative colitis; TSH = thyroid-stimu-
lating hormone; FT4 = free thyroxine; BMI =
body mass index; NSAIDs = nonsteroidal anti-
inflammatory drugs.

Introduction 

Ulcerative colitis (UC) is a chronic inflammatory
disease with a multifactorial pathogenesis. Stressful
events such as smoking cessation or gastrointestinal
infections could be associated with the onset of the
disease1. We reported the case of a woman who de-
veloped UC after a thyrotoxicosis crisis.

Case Report
In 2012, a 36-year-old woman was diagnosed

with Graves’ disease, presenting with occasional
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palpitations, weight loss, anxiety and heat intol-
erance, confirmed by laboratory tests showing
suppressed thyroid stimulating hormone (TSH),
increased free thyroxine (FT4) and presence of
anti-TSH receptor, anti-thyroglobulin and anti-
thyroperoxidase antibodies (Figure 1). She start-
ed metimazole 10 mg BID with good response,
thus she gradually reduced the dosage until dis-
continuation in August 2013. In October 2013,
due to hyperthyroidism recurrence, she under-
went a second cycle of metimazole 10 mg for six
months, with good response. In October 2014,
she started complaining about non-bloody diar-
rhoea; laboratory findings showed recurrence of
hyperthyroidism, that was treated with metima-
zole 15 mg, with rapid and satisfactory control of
thyroid function, but without improvement of the
diarrhoea. She was then treated with rifaximin,
probiotics and dietary restriction (no lactose-con-
taining food, no vegetables), without improve-
ment of symptoms. Thus, in November 2014 she
was referred to our Primary Care Gastroenterolo-
gy Center in San Marino. She complained of
non-bloody diarrhoea (3-4 bowel movements per
day) and colic pain in the lower abdomen im-
proving after defecation, nocturnal awakening
for pain and diarrhoea, weight loss (about 4 kg in
one month and a half; at the time of the visit
BMI was 18,3 kg/m2). She had never experi-
enced similar symptoms before. She did not as-
sumed drugs other than metimazole, including
NSAIDs. 

The patient was an ex-smoker (she had
smoked 3-4 cigarettes/day for 4 years, 20 years
before), she did not drink coffee, occasionally
drank alcohol, had not allergies, but reported a
lactose intolerance. In the past, she had suffered
from dyspepsia, thus she had undergone upper
endoscopy in 2006, showing hiatal hernia, chron-
ic gastritis with antral microerosions and duo-
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denitis in the absence of Helicobacter pylori in-
fection. She never underwent surgery. Family
history was negative for IBD, celiac disease and
other gastrointestinal diseases. Her mother suf-
fered from hyperthyroidism.

Physical examination showed diffuse abdomi-
nal tenderness that was particularly severe in left
iliac fossa. No palpable masses were detected.
Temperature was 36.8°C, BP 110/75 mmHg and
pulse 80 bpm.

Laboratory findings showed no anaemia and
normal WBC, PCR and ESR, but faecal calpro-
tectin was >300 mcg/g (range of detection 30-
300 mcg/g) and there were neutrophils in faeces.
Faecal parasitic and cultural exams were nega-
tive. Clostridium difficile toxin was negative.
Anti-transglutaminase IgA antibodies were nega-
tive (total IgA were normal).

Thus, she underwent ileo-colonoscopy show-
ing disappearance of haustral folds in every
colonic segment; colonic mucosa, from rectum to
caecum, showed loss of vascular pattern, granu-
larity, erythema, mild friability and erosions. In-
flammation was continuous and more severe in
rectum and sigmoid colon, where signs of cob-
blestone were present. Ileal mucosa was normal.
These endoscopic features were consistent with
UC, that was confirmed by histological exam,
showing chronic and acute inflammatory infil-
trate, crypt abscesses, crypt architectural irregu-
larity, erosions, and mucin depletion.

So the patient was finally diagnosed with UC
E3 following Montreal Classification2, Mayo3

endoscopic subscore 2, with mild clinical activity
following Truelove and Witts4. The patient start-
ed therapy with oral 5-ASA 3.2 g/day and com-
bined topical mesalamine following ECCO rec-
ommendations for extensive non-severe UC 5

and she achieved clinical remission and normal-
ization of faecal calprotectin.

Discussion

We described the case of a patient who devel-
oped UC after a thyrotoxicosis crisis in Graves’
disease. We reviewed the literature to find other
similar cases and the possible relationship be-
tween UC and dysthyroidism, using the follow-
ing research string on Pubmed: “ulcerative colitis
AND (thyroid OR Graves OR Basedow OR hy-
perthyroidism)”. No time or language limits were
used. The last literature review was performed on
April 9, 2015.

The effects of thyroid hormones on gastroin-
testinal function have been well established. In
particular, their effects on gastrointestinal motili-
ty have been considered the most important
cause of gastrointestinal symptoms6. The onset of
hyperthyroidism could be characterized by al-
tered bowel habits, persistent abdominal pain,
vomiting and unexplained weight loss, even in
the absence of other typical symptoms of hyper-
thyroidism (apathetic hyperthyroidism)7. Up to
25% of patients with hyperthyroidism could
show diarrhoea, due to reduced small bowel tran-
sit time and to hypersecretory state within the in-
testinal mucosa6. Usually, these manifestations
improve with the restoration of euthyroidism.
For these reasons, in our patient, diarrhoea was
not extensively investigated on its onset, because
it was considered related to the recurrence of hy-
perthyroidism. The persistence of symptoms in
spite of normalization of thyroid hormones after
therapy with metimazole required further investi-
gations and revealed the onset of UC. The rela-
tionship between hyperthyroidism and UC has
been anecdotally reported in the literature. In fact
many case reports have been published since
1970s, supporting the hypothesis of a common
pathogenesis8-16. 

The diagnosis of hyperthyroidism could pre-
cede, follow or be simultaneous to the one of
UC.

The oldest population studies demonstrated
that patients with UC have a 2- to 4-fold increase
in the prevalence of thyroid disease17,18 and that
free thyroxine could be increased nearly 50% in
IBD19. A large evaluation of the association be-
tween thyroid dysfunction and UC was conduct-
ed by Järnerot et al20 in 1975; the authors investi-
gated the prevalence of thyroid enlargement and
hyperthyroidism in a cohort of 300 UC patients
and 600 controls. A history of thyrotoxicosis was
present in 3.7 percent of the UC patients vs. 0.8
percent of controls (p greater than 0.01). In more
than half of these patients hyperthyroidism pre-
ceded the diagnosis of UC by years. However,
the increased prevalence of hyperthyroidism in
UC has been questioned by a more recent study
by Casella et al21, who evaluated the prevalence
of thyroid dysfunction in an Italian cohort of 162
UC patients followed for 4 years, compared with
5000 control subjects. Among UC cases, only 1
patient showed hyperthyroidism and 3 had hy-
pothyroidism. Thus, the prevalence of dysthy-
roidism was significantly lower than in control
population (2.5 vs. 7.4%, respectively).
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A common autoimmune basis has been advo-
cated to explain the coexistence of UC and dys-
thyroidism. In fact, the presence of autoantibod-
ies against tropomyosins expressed in colonic
and jejunal epithelial cells and intestinal smooth
muscle in UC patients supported a possible au-
toimmune pathogenesis of UC and a probable
cross-reactivity with other cells22-24. Other possi-
ble mechanisms are a Th1/Th2 response imbal-
ance9,25, the possible increased prevalence of io-
dine deficiency in UC patients26 and the sharing
of certain single-nucleotide polymorphisms
(SNPs) in the chromosome 4q27 region contain-
ing the IL2 and IL21 genes27.

Although thyroid diseases are not considered
extraintestinal manifestations of UC, there are
some evidences that dysthyroidism may exacer-
bate UC symptoms or modify the response to
therapy6,18,28.

Conclusions

To our knowledge, the case presented here is the

first in which a third thyrotoxicosis crisis in Graves’

disease acted as a trigger of UC, in a patient with no

previous history of inflammatory bowel diseases or

diarrhoea or other related symptoms.
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