
fraction. This manifested as impaired left ventricular function, dilation in all
cardiac chambers and valvular regurgitations possibly complicated by a late
diagnosis of long-standing autoimmune hyperthyroidism. In conclusion, early
detection of autoimmune hyperthyroidism is imperative, considering the
characteristic symptoms. The presence of anti-TPO antibodies and myxedema,
typically associated with Hashimoto’s thyroiditis, adds diagnostic intricacy.
Notably, this presentation can also occur in Graves’ disease where severe heart
failure with myxedema becomes a complication of long-standing hyperthyroid-
ism. This highlights the crucial role of vigilant clinical suspicion, recognizing
diverse manifestations, and swift diagnosis of hyperthyroidism, emphasizing the
need for interdisciplinary collaboration in addressing complex clinical scenarios.
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resistant graves orbitopathy
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1Belarusian State Medical University, Endocrinology, Minsk, Belarus;
2Minsk City Clinical Endocrinological Center, Minsk, Belarus; 31th City
Clinical Hospital, Endocrinology, Minsk, Belarus

Objective
to evaluate the efficacy of tocilizumab (TZM) in the treatment of glucocorticoid-
resistant Grave’s orbitopathy (GO).
Materials and Methods
3 patients with GO on the background of compensated Graves’ disease were
observed. Treatment of GO was initiated with methylprednisolone (total doses of 8,
000-13, 1 mg) without significant clinical effect with a CAS of 4 points. After that
TZM was administered three times intravenously once a month at a dose of 8 mg / kg.
Results
The table shows the results of the initial CAS values (1) and the results of the
examination 1 month after the end of therapy (2). We registered decrease of GO
severity: reduction of proptosis, ophthalmotonus depletion and involution of
thickness of oculomotor muscles. All patients noted a significant improvement in
their quality of life, but 2 patients had minor leukopenia.
Conclusion
TZM has been shown to be effective in reducing CAS in patients with
glucocorticoid-resistant GO, so it can be used to reduce the inflammatory process
and severity in patients with GO.
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A rare cause of hyperthyroidism in hashimoto disease
Samir Mkaouer1, Elyes Kamoun1, Nadia Khessairi1, Meriem Yazidi1,
Oueslati Ibtissem1, Fatma Chaker1 & Chihaoui Melika1

1La Rabta University Hospital, Endocrinology Department, Tunis, Tunisia

Introduction
Hashimoto’s thyroiditis is the most frequent cause of hypothyroidism with a
relative increased risk of thyroid lymphoma compared to healthy subjects.
Hyperfunctioning nodules are rarely malignant. We report the case of a rare
association of thyroid carcinoma, a hyperfunctioning nodule and Hashimoto
thyroiditis.

Observation
We report the case of a 40-year-old female patient treated with L-thyroxine for
hypothyroidism due to Hashimoto thyroiditis for 3 years. Thyroid ultrasonography
was performed due to suspicion of thyroid nodule at the clinical examination and
showed a 13 mm EUTIRADS 3 thyroid nodule, which increased in size to 27 mm
after 12 months. Fine needle aspiration showed a benign cytology. During
monitoring, TSH levels dropped to 0.005 mIU/l after withdrawal of L-Thyroxine.
Thyroid scintigraphy showed a solitary hyperfunctioning nodule. The patient had a
total thyroidectomy following suspicion of carcinoma on extemporaneous
examination. The definitive pathological examination of that nodule concluded to
a 1 mm vesicular thyroid carcinoma within the nodule.
Conclusion
The association of a solitary hyperfunctioning nodule and Hashimoto’s thyroiditis
is rarely described in the literature. The majority of autonomous nodules are benign.
However, in case of clinical or ultrasound criteria of malignancy, surgery is
required and can reveal malignancy.
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Case report: nivolumab induced dual hypophysitis and secondary
hyperthyroidism
Geraint Worby1, Brittany Cole1, Mae Tan1 & Umer Qazi1
1Watford General Hospital, United Kingdom

A gentleman in his 70s with a background of atrial fibrillation, hypertension, and
mesothelioma undergoing immunotherapy via Nivolumab and Ipilimumab,
presented with general unwellness, fevers, confusion, and headaches. He had no
prior endocrine history but was found to have significantly deranged thyroid
function tests. He was treated for thyrotoxicosis and an impending thyroid storm
with carbimazole. He remained treatment resistant for several days, with
continuous delirium, fast atrial fibrillation, refractory hypotension, and persistent
pyrexia. His treatment was therefore switched to PTU with addition of Lugol’s
iodine, IV beta blockers, and IV hydrocortisone. The source of his thyrotoxicosis
was hypothesised to be due to amiodarone, immunotherapy, or Jod Basedow effect
post contrast. His TFTs started to improve after about 1 week of this treatment
regimen. His medications were reduced to prevent hypothyroidism and he was
discharged appropriately with a plan in place for urgent follow up. Days later, he
was readmitted with hypotension; therefore, his carbimazole was reduced and
prednisolone was added. The patient’s TFTs normalised while in hospital and he
was discharged on a low dose of carbimazole and prednisolone with repeat bloods
and endocrine follow up. The discussion revolves around the potential effect of
immunotherapy on hormones, and distinguishing at what level the effect is taking
place. At the level of the thyroid, the increased free T4 and T3 causes negative
feedback on the pituitary gland to suppress TSH in an attempt to counteract this.
Similarly, if the effect is on the pituitary itself, the TSH may be dually suppressed in
this manner. To distinguish whether the pituitary was also being affected, it was
necessary to observe the changes in TSH as the other thyroid hormones normalised.
If TSH reverted to normal levels when free T4 and T3 were within range, it is
unlikely that the pituitary gland was contributing to the suppressed TSH, and much
more likely that it had been low as a result of negative feedback from the elevated
levels of T4 and T3 that were being produced by the thyroid gland. Additionally, we
tested the other pituitary hormones to look for other derangements in values. We
found that once the patient’s T4 and T3 were within normal ranges, the TSH
gradually also went back to normal. This suggests that the derangement occurred
primarily at the level of the thyroid, as pituitary involvement would have continued
to suppress TSH despite the correction on T4 and T3.
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(Abstract EP968)

Table 1: Summary of Analytical Results

Symptoms Patient 1 Patient 2 Patient 3

1 2 1 2 1 2

Spontaneous retrobulbar

pain

1 - 1 - 1 -

Pain on attempted upward

gaze when moving the eye-

balls up or to

1 - 1 - 1 -

Redness of the eyelids - - 1 - - -

Redness of conjunctiva 1 - 1 - - -

Swelling of the eyelids 1 - 1 1 1 -

Inflammation of the caruncle

and/or fold

1 - 1 - 1 -

Swelling of conjunctiva

(chemosis)

1 - 1 - - -
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