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ABSTRACT

Access this article online

Hypoparathyroidism cases without etiology diagnosed in the first 10 years of life are
called as idiopathic hypoparathyroidism (IHP). IHP is a rare endocrinological disorder
among hypoparathyroidism cases, and the anomalies accompanying it are infrequently
observed. Ca++ metabolism disorders occurring during the formation of tooth germs may
cause enamel defects in teeth, enamel hypoplasia, enlarged pulp chambers, short roots, late
eruptions, and missing teeth. The case presented in this article is a good example in terms
of demonstrating how tooth damage ends with the commencement of treatment. Within this
article, the results of a 9-year-old male IHP patient are discussed based on the literature.
The said patient could not be diagnosed until the age of 18 months so developed enamel
hypoplasia as well as enamel defects in this period due to abnormal mineralization, and
no problems were observed in his dental tissue that formed after the ionic equilibrium was
ensured following the diagnosis.
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INTRODUCTION

H

ypoparathyroidism is an endocrinological metabolism
disease characterized with hypocalcemia, in which
endogenous parathormone is not released or is released
inadequately, and accompanying hyperphosphatemia.[1,2]
While this disease may be observed due to parathormone
release disorders, surgical amputation of parathyroid
glands, radiotherapy, after virus infections (such as
measles) as well as alcoholism and intestinal absorption
disorders (such as no intake of magnesium for a long
time), it may also be seen idiopathically.[1-4]
When parathyroid glands do not function properly, blood
calcium levels decrease while phosphor levels increase. In
such a case, metabolic changes, dermatological changes,
cataract, psychiatric disorders, neurological disorders,
tetany as well as problems in the eruption, mineralization,
and morphologies of teeth may occur.[5]

Hypoparathyroidism cases without etiology diagnosed
in the first 10 years of life are called idiopathic
hypoparathyroidism (IHP). IHP is a rare endocrinologic
disorder among the hypoparathyroidism cases, and the
anomalies accompanying it are infrequently observed.
Dental symptoms may be seen only if there are
parathormone release disorders during the formation of
tooth germs as well as the eruption of teeth. Disorders
of Ca++ metabolism during the formation of tooth germs
due to late diagnosis may cause enamel defects in teeth,
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enamel hypoplasia, enlarged pulp chambers, short roots,
late eruptions, and missing teeth.[5-9]
In this case report, it is aimed to share the defects that
formed in the teeth of an IHP patient which have been
mineralized before diagnosis, and the cessation of defect
formation with the serum values balanced after the
treatment.

CASE REPORT
A 9-year-old male patient applied to our clinic with
the complaints of dental malformation and molar teeth
damage. After the oral examination, enamel hypoplasia
was observed in the enamels of all permanent first
molars as well as permanent incisors [Figures 1 and 2].
According to his history, it was found out that the
patient had IHP, and the disease had existed since his
birth. However, it was detected that the muscle cramps
and epileptic seizures he had experienced within the first
18 months following his birth had been misdiagnosed,
and epilepsy treatment had been administered to him. It
was detected that medical treatment was started after
the diagnosis, and the muscle cramps, as well as the
epileptic seizures, stopped with the commencement of
medical treatment. It was understood that the blood
values of the patient had not been followed until that
day and that the hypoparathyroidism accompanying
growth resulted in disorders of Ca++ metabolism affecting
too th mineralization negatively, and causing enamel
hypoplasia in all of the first molars as well as permanent
incisors.
The results of the laboratory tests performed after the
patient’s application to our clinic were as follows: Calcium
6.9 mg/dl (normal 8.50-10.60); phosphor 6.7 mg/dl (normal
2.30-4.70); alkaline phosphatase 121 IU/L (normal 30-90);
and parathyroid hormone 7.6 pg/ml (normal 12-88). After

Figure 1: Enamel defects on incisors
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the assessment of the results, blood ionic equilibrium
was found to be unbalanced towards hypoparathyroidism,
showing that the patient did not apply the recommended
medical therapy properly. The patient was directed to a
related specialist, and it was ensured that his values were
taken under control again.
General health and height-weight status of the patient
were appropriate regarding his age. Nevertheless, he had
health problems associated with hyperthyroidism in terms
of hypermetropia and dry skin.
The enamel defects and hypoplasia of the patient’s incisor
teeth were treated with composite laminate restoration.
The defects and destruction in enamel were treated with
composite restorations using resin modified glass ionomer
based material. The patient is still kept under control,
followed by our clinic with 6-month intervals.

DISCUSSION
Since 1966, only 7 articles have been reported indicating
dental symptoms associated with IHP. In the literature,
the first article was presented by Pisanty in 1966, in
which hypoplasia in teeth, enamel defects, and unerupted
persistent teeth were reported.[10] The largest number
of patients was reported by Riley with 52 cases in the
year 1969; however, dental symptoms were seen only
in 21% of them.[7,10,11] In our case, tooth hypoplasia and
enamel defects were observed; however, such disorders
as unerupted teeth and short root morphology were
not encountered. Just like other permanent damages
occurring due to IHP, the formation of this condition
also requires a long-term parathormone release disorder.
The nonexistence of such release disorders prevented
the formation of unerupted teeth as well as short
root morphology. When the literature is reviewed,
it can be seen that the mineralization of permanent
first molars starts with birth, the mineralization of
permanent canines starts in 5th to 6th (±2) month, and
the mineralization of permanent incisors starts in 4 th
to 5th (±2) month according to Schour’s odontogenesis
scheme.[12] This explains the tooth mineralization as well

Figure 2: Radiographic view of severely affected teeth by the idiopathic
hypoparathyroidism
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as enamel hypoplasia and defects having formed in the first
18 months after birth.
Many conditions ranging from mental depression to
psychosis may be seen in hypoparathyroidism patients.[13]
Neurological seizures may be seen in almost 50% of all
hypothyroidism patients.[13] In our case, the patient had
neurological seizures after birth until the diagnosis and the
commencement of medical therapy; the seizures stopped
following the stabilization of ions. In our case, no permanent
mental problem was observed, and it was found out that
the patient had not experienced any psychiatric conditions.
We think that this is because the ion destabilization lasted
for a period of only 18 months. This period is short for a
permanent neurological or mental damage formation. The
risk of permanent damage would have been higher if such
period had lasted much longer than 18 months.
Frequently observed dermatological abnormalities in
hypoparathyroidism cases are dry skin, rash, and flat nails.
Dry skin was observed in this case; however, problems
related to nails were not seen.[11]
Frequently observed defects in cases of parathormone
release disorders which are not treated for a long time
include cataract and refractive errors.[14,15] In our case,
hypermetropia was observed although cataract formation
was not seen. Our patient has been experiencing
hypermetropic problems since his early ages and using
eye-glasses for therapy [Figure 3].
Consequently; dental symptoms associated with IHP,
just like other permanent damages associated with
this condition, become more frequent and diverse as
treatment is delayed. Our case is a good example to
demonstrate how dental damage can be stopped with the
commencement of treatment. When the fact that patient
may be a mentally recessive and depressive individual
with disordered tooth development and morphology
as well as vision disorders and cataract is taken into
consideration, the vital importance of early diagnosis and
treatment in idiopathic hypothyroidism can be better
understood.
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Figure 3: Facial view of hypoparathyroidism with hyperopic refraction
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