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Osteoporosis during pregnancy – a case report
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Osteoporosis is a condition that rarely occurs during pregnan-
cy, but due to loss of bone density, bones become fragile and
may suffer fractures. During pregnancy, the aetiology of
osteoporosis is unknown. But there are a large number of
identifiable risk factors that can influence the development of
osteoporosis. Generally, symptoms and signs most often begin
in the third trimester of the first pregnancy and improve after
delivery, as they do not usually recur in subsequent pregnan-
cies. To diagnose osteoporosis, as well as to determine the
risk of fractures and follow-up medication are used bone
mineral density (BMD) measurement and determination of the
level of the final products (biomarkers), which are released
during bone degradation and formation. The dual-energy X-
ray absorptiometry (DEXA) is the leading technique for esti-
mating bone mineral density. So far there is no specific tre-
atment for osteoporosis during pregnancy. In many cases, the
adverse effects of osteoporosis are reversible with appropria-
te and timely intervention. Therefore, treatment with calcium
and vitamin D supplements during pregnancy in women who
have two or more risk factors for developing osteoporosis may
be reasonable.
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INTRODUCTION
Bone tissue is a dynamic tissue in a continuous
process of destruction and reconstruction. This
bone remodelling, otherwise known as bone
turnover, allows adaptation to mechanical
weight changes and other physical activities.
The skeleton consists of two types of bones: [1]
cortical bones or compacts, which make up 80
per cent of the total bone mass (mainly the
extremities), and [2] trabecular bones or spon-
gy, which make up 20 per cent of the bone
mass. Bone formation begins on the outer sur-
face of the cortical bone, while reabsorption
occurs on the inner surface [1,2].

In bones, there are three main types of cells
involved in the formation and reabsorption of
bone tissue such as osteoblasts, osteocytes, and
osteoclasts. Together, the three cell types form
the osteon or bone modelling unit. Bone remo-
delling involves the constant resorption of bone
by osteoclasts and the regenerative process
performed by bone cells called osteoblasts [3].

Bone formation is done by active osteobla-
sts which synthesize and secrete type I collagen.
This process forms the organic matrix called the
osteoid, in which calcium and phosphorus are
deposited. After complete bone mineralization,
osteoblasts lose their osteosynthetic activity and
turn into osteocytes. Inside each osteon, chan-
nels are found that penetrate the mineralized
bone; through these channels, the internal oste-
ocytes maintain the connection with the exter-
nal osteoblasts. This structure creates great
opportunities for the transfer of calcium from
the inside out of the osteon and vice versa. The
mineralization process necessarily requires
a normal concentration of calcium and plasma
phosphorus [4].

Alkaline phosphatase and other proteins
derived from osteoblasts (such as osteocalcin)
participate in this process. The process of bone
resorption is not only about the removal of
calcium, but through it, the organic matrix is
destroyed and consequently, there is a reduc-
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tion of bone mass. During osteoclast activity,
calcium, phosphorus, magnesium, and amino
acids such as hydroxyproline and hydroxylysi-
ne are released into the extracellular fluid.

Recruitment of osteoblasts and osteoclasts
from precursors and the activity of each cell are
regulated by various local factors, including
lymphokines, cytokines, growth factors, trans-
cription factors, prostaglandins, hormones and
calciferol [5,6].

Bone mass is mainly influenced by heredita-
ry and endocrine factors. In particular, endo-
crine disorders are particularly dangerous du-
ring the growth period. The increase in bone
length occurs in specialized areas called epiphy-
seal growth plates. They close at the end of
puberty when they have reached the height of
an adult. Total bone mass peaks between 25-
35 years old. In this way, the formation and
resorption are equalized at the age of 35-45
years, and after this age, bone resorption begins
to prevail. In the process of bone circulation,
an adult manages to remodel 15 per cent of the
total bone mass per year.

Osteoporosis is a disorder in which loss of
bone mass or force leads to fractures due to her
fragility. So, a characteristic of these bone disor-
ders is the progressive reduction of bone mass
and predispose patients to bone fractures. The
most common sites of fractures are the spine,
femur, and ankles of the feet and hands [7].

The fundamental pathogenetic mechanisms
of osteoporosis are [1] failure to form a skele-
ton with optimal strength during growth and
development; [2] rapid and excessive bone
resorption resulting in loss of bone mass and
disruption of the microarchitecture of bone;
and [3] failure to replace lost bone in the new
bone, due to defects in bone formation. Many
factors play a role in the development of oste-
oporosis, included here; estrogen deficiency,
calcium deficiencies, vitamin D deficiencies, and
secondary hyperparathyroidism, etc. Most bone
strength is determined by bone mineral densi-
ty. However, bone strength and risk for frac-
tures are also influenced by other bone quali-
ties such as remodelling rhythm, bone size and
geometry, microarchitecture, damage, and
matrix qualities.

Most osteoporosis is considered to be poly-
genic and results from the interaction of com-
mon polymorphic alleles with multiple environ-
mental factors. Environmental factors such as
weight, physical activity, and calcium intake also
affect bone mass in childhood, adolescence, and
early adulthood, to a lesser degree than here-

dity. In some adolescents and young adults,
hormonal changes such as anorexia and the use
of injectable contraceptives (progestin) can
cause a decrease in bone mass.

Osteoporosis can be primary, as well as
secondary. Primary osteoporosis is bone loss
that occurs during the normal ageing process
and menopausal estrogen deficiency. Seconda-
ry osteoporosis is defined as bone loss that
results from specific clinical disorders and
medications. Secondary causes of bone loss
include endocrine disorders, disorders of the
gastrointestinal or biliary tract (for example;
calcium absorption), adverse effects of drug
therapy (use of high doses of heparin during
pregnancy), immobilization, eating disorders,
marrow related disorders, organ transplanta-
tion, renal disease, and cancer. But many cases
are also idiopathic. Osteoporosis during pre-
gnancy is a rare condition that is characterized
by the progressive reduction of bone mass and
the predisposition of pregnant women for bone
fractures. Most studies have so far failed to
provide clear answers about the aetiology of
osteoporosis that occurs during pregnancy [8].
Some authors think that a woman starts with
a low peak bone mass or other bone diseases,
and normal bone loss in pregnancy causes fur-
ther bone thinning and results in broken bones.
Suspected osteoporosis during pregnancy, when
the patient presents with severe persistent pain
in the back, pelvis, legs, and radiological exa-
mination shows signs of osteopenia or osteopo-
rosis. We are presenting one such case, a pre-
gnant woman diagnosed with osteoporosis.

CASE PRESENTATION
A 26-year old 1nd gravida with a pregnancy of
34 weeks of gestation comes for an antenatal
visit to our clinic and during a routine check-
up, she is found to be having complaints of joint
pain and inability to gait or move out of bed.
Also, there were pedal edema and redness in the
joints of the hands and feet. The patient states
that the symptoms manifested as severe two
weeks ago and that they are constantly aggra-
vated (Fig.1.).

She denies a history of previous cardiac
events (arrhythmias, ischemic events, etc.), any
history of previous surgery/or intervention, any
history of recurrent chest infection, cough,
fever, urinary infection, periodontal infection,
medication (previous/current). She also denies
past histories such as history of tuberculosis,
diabetes mellitus, hypertension, osteoporosis,
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hypercholesterolemia, pulmonary embolus or
deep vein thrombosis, blood transfusion, aller-
gy to any drug. Family history is negative for
tuberculosis, diabetes mellitus, hypertension,
thromboembolic disease, genetic problems,
congenital anomalies and any history of conge-
nital heart disease. She denies the use of ciga-
rette smoking, alcohol, and illicit drug use, and
domestic violence, and a history of contracep-
tive practices prior to pregnancy etc. Are exc-
luded and the acute articular syndrome in re-
active arthritis, Reiter Syndrome (chlamydial
infection), other infectious diseases (yersiniosis),

as well as autoimmune diseases (psoriasis, etc.).
General physical examination:

It was communicative, time and space-orien-
ted, as well as to the district. Height: 166 cms,
weight: 51 kg, body mass index (BMI) = 18.5
kg/m2. She did not have pallor in lower palpe-
bral conjunctiva, dorsum of tongue, teeth, gums
and nail beds. Pulse 80 minutes, of regular, and
blood pressure - 110 \ 70 mm Hg in right arm
supine position. Respiratory rate: 14 per minu-
te. Temperature: 36.8 °C. Pelvic examination:
vulva without obvious pathological changes.
Vagina of normal length and width, accompa-

Fig. 1. Edema of the feet

Fig. 2. Osteoporosis
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nied by light vaginal discharge, odorless and
without itching. The cervical dilatation was
completely closed, strong and in a central po-
sition, and intact amniotic membrane. Ultraso-
nographic examination: fetal biometric measu-
rements correspond to the 34th week of pre-
gnancy. She had one anterior placement in the

placenta with a first degree of maturity. ILA: 15
cm, head presentation, fetal heart rate is regu-
lar. Fluximetry in the umbilical artery is normal.
It is estimated pelvic adequacy for vaginal de-
livery.

She was initially suspected of algodystrophy
with transient pedal oedema and was assigned

Fig. 3. Osteoporosis

Fig. 4. Osteoporosis
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for further investigation. Laboratory tests: com-
plete blood count, urinalysis and complete bio-
chemistry were normal. The pain was treated
symptomatically (with paracetamol and place-
ment of cold cloths on the leg). Until birth, the
patient moved very little, with the help of the
assistant. She gave birth in the 39th week of
pregnancy, with vaginal delivery, a completely
healthy baby. After birth, the patient was cal-
led for radiological examinations. Examination
was performed by a Hologic QDR device to
assess the entire spine, lumbar and lower extre-
mities. Reduction of calcium load in the lum-
bar spine has been observed, with a T -3.2
score, a value compatible with osteoporosis
criteria, according to WHO classification. Also,
reduction of calcium load in the hip, with a T-
score of -4.0, a value compatible with osteopo-
rosis, etc. Other bone structures resulted in
values that confirmed osteoporosis (Fig.2,3,4).
She received standard treatment for osteoporo-
sis, and after 6 weeks, she started walking
completely independently.

DISCUSSION
Osteoporosis during pregnancy is a relatively
rare condition. The prevalence, cause and its
pathogenesis is unknown. Many factors can
affect bone loss during pregnancy and they may
have origins; endocrine, vascular, neural, hema-
tological, nutrient-deficiency etc. These risk
factors are included in three groups: 1). Immu-
table factors 2). Variable factors and 3) Factors
associated with various pathologies.

In immutable factors are included: age, small
stature, early menopause, previous fractures,
and a positive family history of osteoporosis.
Variable factors include an inadequate intake of
calcium and vitamin D in the diet, smoking,
excessive alcohol, and caffeine use, sedentary
lifestyle, underweight (less than 57 kg) weight
loss of more than 10 per cent at age 25 years.
Factors associated with medical conditions are
hyperthyroidism, hyperparathyroidism, hyper-
cortisolemia, osteomalacia, chronic kidney di-
sease, malabsorption syndrome, hypogonadism,
anovulation, rheumatoid arthritis, use of medi-
cations such as corticosteroids, usage of GnRH
agonist and antagonist, anticonvulsants, and
chronic heparin therapy.

Reduced physical activity and lack of calcium
or excessive consumption are co-factors in the
occurrence of osteoporosis. However, heredity
has been assessed as responsible in 50-80% of
cases with osteopenia or osteoporosis.

The gestational age at diagnosis of osteopo-
rosis in our study was 34 wks, which was simi-
lar to Ofluoglu O, et al. [9]. The patient in our
case was primigravida, in the age group 25-35
years, which has also been found in many other
studies [9-11]. Classical symptoms of osteopo-
rosis like joint pain, inability to gait, and red-
ness in the joints of the hands, feet and pedal
edema were seen in of our case, and other
studies have reported the same findings [12-14].
The most common sites of osteoporosis in our
case were knees, ankle, and hip, as seen in other
articles [15].

In the present case, the patient not had any
risk factors, while other studies report the
patient had at least one risk factor [10]. Low
calcium intake and vitamin D are modestly
associated with bone loss, and calcium and
vitamin D supplementation protects against
bone loss [16-18].

Excessive calcium consumption in some
health conditions; for example, during pregnan-
cy we have excessive consumption needed for
fetal development. A mother’s low weight is a
condition that can result in the loss of bone
mass. Excessive physical inactivity or immobi-
lity can result in the loss of bone mass [19].
Alcohol consumption, smoking, and corticoste-
roid use during pregnancy are associated with
decreased bone mass and an increased risk of
fractures at all ages [20-22].

Initial investigation to diagnose osteoporosis
was bone mineral density (BMD) test. Was fo-
und a T-score lower than -2.5 standard devia-
tions, which is shown for osteoporosis. Anti-
osteoporotic treatments with vitamin D 300.000
IU single dose, nasal Calcitonin 400 IU/day,
Calcium 1000?mg/day, vitamin D 880 IU/day
were initiated.

In healthy bones, bone mineral density
(BMD) is expressed as a T-scoring system,
which is the number of standard deviations (SD)
from the average for a young and healthy
woman. A T-score between -1.0 and +2.5 SD
is considered normal, a T-score between -1 and
-2.5 indicates osteopenia, while a T-score lower
than -2.5 indicates osteoporosis for the young
adult population (25-35 years old). The term
osteopenia is used by radiologists to indicate
that radiologically the bone appears to have
little mineralization. There is another evaluation
index called the Z-score, which shows the stan-
dard deviation (SD) between patient measure-
ments and the average bone mass in a patient
of the same age and weight. Z-score below -2.5
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(below percentile 2.5), requires diagnostic eva-
luation for secondary osteoporosis.

The dual-energy X-ray absorptiometry
(DEXA) is the leading technique for estimating
bone mineral density (23, 24 and 25). Early loss
of bone mass can be determined by assessing with
DEXA, the spine, major trochanter, and neck of
the femur, knees, ankle, hip and radius etc.

Generally, for osteoporosis during or after
pregnancy, it must be kept in mind during
differential diagnosis in patients presenting with
lower back pain. The exclusion of other causes
for osteoporosis and progressive clinical cour-
se are necessary and helpful in the diagnostic
process. Early diagnosis and treatment of cal-
cium, vitamin D, and regular follow-up of the-
se cases are particularly very important in the
prevention of fractures and increasing the qu-
ality of life of the patients.

CONCLUSIONS
Osteoporosis is a condition that occurs relati-
vely rarely during pregnancy and clinical featu-
res, accompanying metabolic abnormalities, and
a physiopathological mechanism has not yet
been fully established. During pregnancy, the
absorption of calcium in the intestines doubles
to meet the fetal demand for calcium, but if the
calcium intake is insufficient to meet the needs

of the mother and baby, the skeleton of the
mother will undergo resorption during the third
trimester and progressively immobilizes the
mother. Osteoporosis usually occurs in the first
pregnancy and does not recur in subsequent
pregnancies. This physiological bone resorption
does not normally cause fractures. Women who
have fractures are more likely to have additio-
nal secondary causes of bone loss and fragility.
During pregnancy, transient osteoporosis may
affect one or both femoral heads, but it also
includes localized pedal oedema. Radiographic
studies detect loss of bone mass, elevated rates
of turnover in the bone, and oedema in the
affected portion. Postpartum, a progressive
increase in bone mass occurs in most women
who present with a fracture during pregnancy,
and the need for treatments such as calcitonin,
bisphosphonates, strontium ranelate, teripara-
tide, vertebroplasty, and kyphoplasty are unne-
cessary. Today, it is possible to diagnose oste-
oporosis, to evaluate fracture risk, and to reduce
that risk with antiresorptive therapies or other
available therapies. In many cases, the adverse
effects of osteoporosis are reversible with ap-
propriate and timely intervention. Therefore,
treatment with calcium and vitamin D supple-
ments during pregnancy in women who have
two or more risk factors for developing oste-
oporosis may be reasonable.
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