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UMMARY

High blood calcium over a number of years can cause kidney 
failure (renal failure). Nephrocalcinosis (calcification of the kidney)
is a completely avoidable complication of hyperparathyroidism.
Our days nephrocalcinosis is a very rare presentation of hyper-
parathyroidism due to the modern diagnostic technics and also the
non-limitation in analyzing the phospho-calcic balance. We present
the case of a 71 years old man with a 12 years of renal failure 
history, apparently idiopathic. We must mention that the patient
hadn’t been in a hospital for the last 5 years. He was diagnosed
first with hypercalcemia with hypophosphatemia and addressed to
the endocrinologist. Here we diagnosed the primary hyper-
parathyroidism, the patient had very high PTH (1036ng/ml
NV=15-62), wich raised the supposition of malignant tumor of
the parathyroid, the patient underwent fine-needle biopsy of the
detected tumor on the right inferior parathyroid that infirmed the
diagnosis. He had a low vitamin D which determined the high
value of PTH along with the primary tumor that judging by its
dimensions and long symptomatology history had been present for
at least 10 years. The deficit of vitamin D may be the cause of the
late diagnosis of primary hyperparathyroidism knowing that its
deficit may mask the hypercalcemia. The patient  underwent
surgery for the parathyroid adenoma  with good evolution post-
operatively and normalization of the phospho-calcic profile and
value of PTH.
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RÉSUMÉ
L'insuffisance rénale chronique secondaire à un 
hyperparathyroïdie - un cas rare de diagnostic tardif

Les niveaux élevés de calcium dans le sang pendant un certain
nombre d’années peuvent provoquer une insuffisance rénale. La
néphrocalcinose (calcification rénale) est une complication 
complètement évitable de l’hyperparathyroïdie. Aujourd’hui, la
néphrocalcinose est une présentation très rare de l’hyperparathy-
roïdisme grâce aux techniques modernes de diagnostic et aussi
grâce à l’analyse illimitée de l’équilibre phospho-calcique. Nous
présentons le cas d’un homme âgé de 71 ans avec 12 ans d’histoire
d’inssufisance renale, apparemment idiopathique. Il faut mention-
ner que le patient n’a pas été hospitalisé pendant les dernières
années. Tout d’abord il a été diagnostiqué avec une hypercalcémie
et une hyperphosphatémie et il s’est adressé à l’endocrinologue.
Nous avons diagnostiqué une hyperparathyroïdie primaire, le
patient avait des niveaux très elevés de PTH (1036 ng/cc – valeurs 
normales 15-62 ng/cc) ce a qui a soulevé la présomption d’une
tumeur maligne de la parathyroïde. Le patient a été soumis à une
ponction biopsie à aiguille fine de la tumeur détectée au niveau de
la parathyroïde inférieure droite, ponction qui a infirmé le 
diagnostic. Le patient avait un niveau tres bas de la vitamine D qui
pouvait avec le concours de la tumeur primaire faire monter les
niveaux de PTH. Jugeant par les dimensions et la durée de la
symptomatologie, la tumeur était présente depuis minimum 10
ans. Le déficit de vitamine D peut être la cause d’un diagnostic
tardif de l’hypoparathyroïdie primaire, en sachant que son déficit
peut masquer l’hypercalcémie. Le patient a subi une intervention
chirurgicale pour adénome parathyroïdien, avec une bonne 
évolution postopératoire, suivi de la normalisation du profil 
phospho-calcique et les valeurs du PTH.
Mots clefs: hyperparathyroïdie primaire, carence en vitamine
D, insuffisance rénale, des pierres et des os
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INTRODUCTION

PP
rimary hyperparathyroidism is no longer the
severe disorder of “stones , bones and groans”
described by Fuller Albright in 1930s. Asymp-

tomatic disease is the rule in the vast majority of patients
with the diagnosis commonly following the finding of
hypercalcemia on routine serum chemistry analysis and
kidney stones are seen in only 20% of patients. In this
context severe renal failure is more rare.

Primary hyperparathyroidism is due to a solitary
parathyroid adenoma in 80% of patients. Most cases are 
sporadic, although some are associated with a history of
neck irradiation, or prolonged use of lithium therapy for
bipolar disease.

Primary hyperparathyroidism affects individuals of all
ages, although incidence peaks between the ages of 50-60
years and is three times more common in women than in
men.

Although the incidence of nephrolithiasis has decreased,
kidney stones remain the most common manifestation of
symptomatic primary hyperparathyroidism affecting 15-20 %
of all patients. Other renal manifestation of primary hyper-
parathyroidism includes hypercalciuria which is seen in
approximately 40% of patients, and nephrocalcinosis, the 
frequency of which is unknown.    

CASE PRESENTATION

We present  the case of a 71 years old man first admitted
to a Nephrology Care Unit about 15 years ago for asthenia,
perioral paresthesia, nausea and 1-2 episodes of vomiting. At
that time he was diagnosed with kidney failure stage III 
(creatinine clearance was 45 mg/ml/ 1.72 m2). They couldn’t
tell the cause at that time so the patient was sent home with
a treatment containing a conversion-enzyme-inhibitor and
cholecalciferol. He was told to drink 2-3 liters of water/day.
At that time we must mention that his  phospho-calcic profile
was in the normal range.

He addresses three years later in the same Care Unit
were the doctors observe a slight progression of the renal
disease. This time his calcium level was a little high with
normal phosphorus. They schedule the patient for further
investigation but he doesn’t return.

Years after, he addresses several Nephrology Care
Units were he is found with progressive renal kidney 
failure. Last visit about two years ago he is proposed for
dialysis  as his creatinine clearance had reached < 10 mg/
ml/ 1.72 m2. He doesn’t accept it so he is sent home.

He returns to  our hospital’s  Nephrology Department
where he is found with lower glomerular filtration rate of
15ml/min/1.73,2 (CKDPI). Our nephrologist also notices a
high calcium with low phosphorus so he is sent to the
Endocrinology Department . Here he has a three days 
profile  of the phosphor-calcium balance (see Table 1). 

His  PTH  levels were very high (1036 ng/ml), which
raised the suspicion of a primary hyperparathyroidism.
Ultrasonography revealed a plurinodular aspect of the

Thyroid and also a right inferior mass well delimited of
2.5/3/2 cm hypoechoic with peri and intranodular Doppler
signal. Considering the high PTH and the hypervasculariza-
tion of the supposed parathyroid adenoma we also thought of
a parathyroid carcinoma that was infirmed by fine-needle-
aspiration biopsy. The specific scintigraphic investigation
showed high uptake of Technetium (Tc99) Sestamibi in the
suspected nodule (fig. 1 a, b, c). 

Considering the long history of kidney failure and the
magnitude of the new identified adenoma we searched
complications of long-life primary hyperparathyroidism.
So the patient underwent a osteodensitometry which
showed very low mineral density especially on the foream.
(fig. 2 a, b, c)

He also has a urography which reveals the presence of
large “stones”. So now we had the classical stones and
bones picture which is considered so rare our days. (fig. 3
a, b, c)

The thing that intrigued us was the long history of
apparently  normal calcium level although with abnormal

Table 1

Day 1 Day 2 Day 3
Calcium 12,7 mg/dl 12.8 mg/dl 13,4 mg/dl
Phosphorus 2.5 mg/dl 2,2 mg/dl 2.1 mg/dl
PTH 1036 ng/ml - -

Figure 1 a, b
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renal function so we looked into a vitamin D deficiency
which could explain the low calcium levels. Measurement
of 25 (HO) vitamin D levels showed insufficient levels. (21

ng/dl NV > 50 ng/dl)
The patient was advised to undergo surgery, and he had

a parathyroidectomy and a left lobe thyroidectomy  due to the

Figure 2a

Figure 2b Figure 2c

Figure 1c
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hard bond of the  parathyroid adenoma on the thyroid tissue.
Immediately after the excision of the parathyroid adenoma
the PTH levels decreased to 87 pg/ml. four days after surgery
he developed acute renal failure due to the low calcium 
levels but he was quickly redressed. (fig. 4)

One month later our patient labs show - table 2. 
The patient is now treated with bisphosphonates and 

vitamin D for osteoporosis, thyroid supplication with  levo-
thyroxine, he was advised  to have a extracorporeal shock-
wave lithotripsy for the large kidney stones and specific
nephrology follow-up. 

DISCUSSION

Hyperparathyroidism is an excess of parathyroid 
hormone in the bloodstream due to overactivity of one or
more of the body's usually  four parathyroid glands. 

High PTH levels trigger the bones to release increased
amounts of calcium into the blood, causing blood calcium
levels to rise above normal. The loss of calcium from
bones may weaken the bones. Also, the small intestine

may absorb more calcium from food, adding to the excess
calcium in the blood. In response to high blood calcium
levels, the kidneys excrete more calcium in the urine,
which can lead to kidney stones.

Health care providers diagnose primary hyperpara-
thyroidism when a person has high blood calcium and
PTH levels.  High blood calcium is usually the first sign
that leads health care providers to suspect parathyroid
gland overactivity.  Other diseases can cause high blood
calcium levels, but only in primary hyperparathyroidism is
the elevated calcium the result of too much PTH. Also we
usually find low phosphorus and high levels of vitamin D
due to the increased activity of  1-alpha-hydroxylase, this
leads to an increased intestinal  absorption of calcium. 

The association of primary hyperparathyroidism and 
vitamin D deficiency had been studied only for a few years.
There are many controversies regarding the treatment of low
vitamin D in these patients and the current guidelines 
recommend only low doses (maximum 600 UI/day) 
considering the risk of increasing calcium levels.

Low levels of vitamin D will determine a low  calcium
and it may also precipitate the renal failure due to nephro-
calcinosis.

Our patient presented with a long history of kidney
failure secondary to nephrocalcinosis. He also had a long
history of normal levels of calcium that couldn’t raise the
question of an excess of PTH and so delayed the correct
diagnosis. Through time although the levels of calcium
were normal the high PTH affected the bone loss and also
determined renal accumulation of calcium metabolites.

CONCLUSION

Our case highlights that the historical  picture of “stones
and bones” can still be considered up to date when asso-
ciated  to vitamin D deficiency.  

Figure 3 a, b, c

Figure 4

calcium phosphorus PTH Alkaline phosphatase urea creatinine

7.9 mg/dl ↓ 3.4 mg/dl 111.4 ng/dl    # 212 mg/dl # 50 mg/dl # 2,4 mg/dl

Table 2
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Unfortunately  for patients  like  this , the diagnosis
will be delayed with serious consequences on general
health.
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