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CASE REPORT
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SUMMARY

Introduction: Postoperative hypoparathyroidism is one of 
common complications of surgery for thyroid and/or parathyroid
glands due to removal, destruction or vascular compromise of
parathyroid tissue. In addition to classical neuromuscular symp-
toms of hypocalcemia, hypoparathyroidism may also associate
complex cardiovascular or psychiatric symptoms, potentially 
correlated with calcium profile. 
Case report: A 65-year-old male with a history of total thyroidec-
tomy for multinodular goiter started two weeks after to accuse 
muscle cramps, fatigue weakness in extremities, headache, inability
to focus, anxiety despite oral supplementation of calcium and 
vitamin D which were re-adjusted. Four months after surgery, he
was diagnosed with depression and in another two months he had
a stroke. Eight months after surgery, he was re- admitted for an
endocrine check-up. Despite therapy, inadequate levels of calcium
were found once again and increased supplementation was needed.
This was enough to improve the mood disorder and reduce the 
associated specific medication. However, specific therapy from 
cardiology and psychiatry was continued for a long-term. A good
collaboration within a multidisciplinary team is needed for 
follow-up. 
Conclusion: Co-morbidities displayed after permanent post-
operative hypoparathyroidism confirmation may be potentially
connected with low calcium levels thus adequate supplementa-
tion and follow-up are constantly needed to have a better out-
come.
Abbreviations: HypoPT = Hypoparathyroidism, PTH =
parathormone, FT4 = Free Thyroxine, TSH = Thyroid Stimu-
lating Hormone
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RÉSUMÉ

L’hypoparathyroïdie post-opératoire persistente: les co-morbidités
cardiaques et psychiatriques doivent être mises en corrélation
avec la vitamine D et la substitution de calcium

Introduction: L’hypoparathyroïdie postopératoire est l'une des 
complications courantes de la chirurgie pour la thyroïde et/ou les
glandes parathyroïdes en raison de l'enlèvement, la destruction ou
l'atteinte vasculaire du tissue parathyroïde. En plus des symptômes
neuromusculaires classiques de l'hypocalcémie, l’hypopara-
thyroïdie peut également associer de symptômes cardio-vasculaires
ou psychiatriques complexes, éventuellement en corrélation avec
le profil de calcium.
Présentation de cas: Un homme âgé de 65 ans avec une histoire
de thyroïdectomie totale pour goître multi-nodulaire a commencé
deux semaines après accuser des crampes musculaires, fatigue,
faiblesse dans les extrémités, des maux de tête, incapacité à se 
concentrer, anxiété, malgré la supplémentation orale de calcium et
de vitamine D qui ont été réajustées. Quatre mois après la
chirurgie, il a été diagnostiqué avec dépression et après deux mois,
il a eu un accident vasculaire cérébral. Huit mois après la
chirurgie, il a été réadmis pour un contrôle endocrinien. Malgré le
traitement, des niveaux insuffisants de calcium ont été trouvés
une fois de plus et l'augmentation de la supplémentation était
nécessaire. Cela a suffi pour améliorer le trouble de l'humeur et de
réduire la médication spécifique associée. Cependant, un traite-
ment spécifique de la cardiologie et la psychiatrie a été 
poursuivie pendant une longue durée. Une bonne collaboration au
sein d'une équipe multidisciplinaire est nécessaire pour le suivi.
Conclusion: Les co-morbidités affichés après la confirmation de 
l'hypoparathyroïdie postopératoire permanente peuvent être poten-
tiellement liées à de faibles niveaux de calcium ainsi que supplé-
mentation adéquate et le suivi sont constamment nécessaires afin
d'avoir un meilleur résultat.
Mots clés: hypoparathyroïdie, hypocalcémie, la dépression
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INTRODUCTION

HH
ypoparathyroidism (HypoPT) is either acquired
or inherited, associating a lack of adequate
parathormone (PTH) levels which causes

hypocalcemia and high phosphate levels. (1,2,3) Most 
common cause of acquired type is damage or removal of
parathyroid glands during surgery for thyroid, parathyroids,
etc. (1,2,3) Transient forms are much more frequent than
persistent ones. (1,2,3) Hypocalcemia may be difficult to
control, leading to paresthesia, cramps, muscle spasms,
laryngo-spasm, neuromuscular irritability, seizures, mood and 
personality disturbances, etc. (3,4,5) Diagnosis is established
by finding decreased total and ionized calcium levels and
PTH in blood. (6) The persistence of these anomalies for
more than 6 months is highly suggestive for a persistent
HypoPT. (6,7) The clue of treatment is the adequate sup-
plement vitamin D and calcium and associated morbidities
since the calcium level normalization may be enough to
treat muscle-skeletal, psychiatric, cardiac conditions without
further therapies. (7,8) On the other hand, excessive supple-
mentation may become also harmful. (7,8) We aim to intro-
duce a case report regarding a male with permanent  hypo-
parathyroidism - associated depression and ischemic stroke.
The informed consent was signed by the subject. 

CASE REPORT

Medical background

A 65-year old male is known with total thyroidectomy
for multinodular goiter. He associates high blood pressure,
duodenal ulcer, and dyslipidemia. The medical family his-
tory includes: a brother with diabetes mellitus and a sister
with ischemic coronary heart disease and high blood pres-
sure. The thyroid surgery went well. The pathological
report confirmed a benign thyroid condition and the
removal of one parathyroid gland.

Follow-up of HypoPT

Two weeks after surgery

Two weeks after thyroid removal the patient progressively

experienced severe symptoms of hypocalcaemia: muscle
spasm, especially around the mouth, burning in the fingertips,
toes, and lips, as expression of low blood calcium levels. After
discharge from surgery service he has been on therapy with
daily 1800 mg calcium and 1200 IU vitamin D3 as chole-
calciferol (in addition to replacement therapy with daily 
100 μg Levothyroxine) but these were not enough so low total 
calcium (6.9 mg/dL, normal between 8.8 and 10.2 mg/dL) and
ionized calcium (1 mmol/L, normal between 1.06 and 1.2
mmol/L) and decreased parathormone (7.5 pg/mL, normal
between 15 and 65 pg/mL) needed therapy correction which
was done to oral calcium (3000 mg daily), vitamin D (2000
IU D3 daily) and 0.5 μg daily of alphacalcidol. 

Four months after surgery

Later on, four months after surgery, he experienced
depressed mood manifested by decreased interest in every-
day activities, loss of appetite, insomnia, fatigue, loss of 
concentration. He did not take any medication for depression
at that moment; he only continued the vitamin D and 
calcium supplements but total calcium level remained under
lower normal limit (of 7.8 mg/dL compared to 8.2 mg/dL). 

Six months after surgery

In addition to another two months, he was referred to
neurology because of an ischemic stroke episode. Cardio-
logic exam revealed bilateral carotid atherosclerosis. Low
total value of blood calcium of 6.8 mg/dL needed a recom-
mendation of daily 3200 mg calcium, 1200 IU vitamin D3
and 1.0 μg alphacalcidol. 

Eight months after surgery

Currently, eight months after thyroidectomy, he was re-
admitted to endocrinology. Clinical parameters showed a
body mass index of 30.36 kg/m2, blood pressure of 160/90
mmHg, a heartbeat rate of 68/min, positive Chvostek and
Trousseau signs. White nails striations were found. (fig. 1)
Biochemistry and hormonal panel confirmed persistent
HypoPT. (table 1) Abdominal ultrasound showed renal
micro-calcifications. A profile skull radiograph was 
performed but no pathological changes were found. The
psychiatric evaluation was compatible with moderate to
severe depression and specific treatment (paroxetine 30

Figure 1 - This is a 65-year old
male with persistent post-operatory

hypoparathyrodism partially 
controlled under daily calcium 

and vitamin D supplements. 
Note white nails striations
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mg daily) was started. Electrocardiogram showed QT 
prolonged interval. (fig. 2) He was offered daily 3800 mg
of calcium, 1200 IU vitamin D3 and 1.5 μg alphacalcidol.
Within weeks, the antidepressant dose was reduced to 20
mg daily due to symptoms improvement (an increase of
total calcium levels to 8.1 mg/dL). He also continued 
specific treatment for associated pathology: primary
hypothyroidism (Levothyroxine 100 μg daily), arterial
hypertension (daily amlodipine 5 mg and indapamide 1.5
mg), dyslipidemia (atorvastatin 20 mg daily), duodenal
ulcer (omeprazole 20 mg daily). Close multi-disciplinary
follow-up is needed. 

DISCUSSION

Even most of patients will recover parathyroid function
after total thyroidectomy performed for a benign condition,
exceptionally persistent HypoPT is seen. (7,8) A particular
aspect of the introduced case is the presence of permanent

parathyroid damage function even if the pathological report
confirmed only one gland removal. Chronic hypocalcemia
has various unspecific symptoms, including neuropsychiatric
manifestations like mood disorders. (9) In this case, 
depression and high cardiovascular risk may be aggravated by
chronic hypocalcemia. The relationship between psychiatric
conditions and HypoPT is supported by some studies, most-
ly correlated with the duration of illness, female sex, serum
calcium, and calcium-phosphorus product but not with
intracranial calcifications. (10,11,12) In mentioned case, skull
radiography did not reveal areas of calcification, so no further
imagery was considered necessary. Psychiatric symptoms
improved when calcium levels were corrected but specific
drugs as paroxetine were kept. (13,14,15) Other causes of
depression for the patient could have been primary hypo-
thyroidism or hypomagnesemia, excluded from the normal
thyroid function under replacement and serum magnesium.
Severe low calcium may also cause episodes of seizures 
affecting the quality of life. (14,15,16) On the other side, 

Table 1 - Biochemical and 
hormonal profile of a 65-year

old male with permanent
hypoparathyroidism after total
thyroidectomy for multinodular

goiter which was performed
eight months ago

Parameter Patient’s value Normal Limits Units

Serum total Calcium 7.7* 8.8-12.2 mg/dL
Serum ionized Calcium 1.03* 1.06-1.2 mmol/L
Intact parathormone 2.8* 15-65 pg/mL
Serum magnesium 1.85 1.8-2.4 mg/dL
24-hour urinary calcium 35* 42-353 mg/24h
Total cholesterol 256 <200 mg/dL
Triglycerides 148 <150 mg/dL
Fasting blood glucose 86 60-99 mg/dL
TSH 2.42** 0.4-4 μUI/mL
FT4 16.8** 10.6-22.7 pmol/L
*under treatment with daily 3800 mg calcium, 1200IU vitamin D3 and 1.5 μg alphacalcidol;
**under treatment with 100 μg Levothyroxine daily

TSH= Thyroid Stimulating Hormone; FT4= Free Levothyroxine

Figure 2 - Electrocardiogram of a 65-year old male with persistent post-operatory hypoparathyrodism: QT prolonged interval
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long-term HypoPT treatment with calcium supplementation
and vitamin D analogs may be ineffective due to potential
renal damage. The renal sludge found in our patient required
careful monitoring of calcium and vitamin D dose and 
adequate liquids intake. New options to correct persistent
hypocalcemia are PTH (1–84) or PTH (1–34) seem 
promising. (17,18)  

CONCLUSION

Co-morbidities displayed after permanent post-operative
hypoparathyroidism confirmation may be potentially con-
nected with low calcium levels thus adequate supplementa-
tion and follow-up are constantly needed to a better out-
come.
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