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Abstract:
 Objective:
Severe hyponatremia due to hypopituitarism and
adrenal insufficiency can be life threatening and
treatment with glucocorticoids is very effective once the
diagnosis of the underlying disorder has been made. In
our experience, the diagnosis of hypopituitarism in
hyponatremic patients is often overlooked.
 Background:
We report the case of a 54 year old female
admitted to our hospital in an obtunded state with
altered sensorium. We found that a severe
hyponatremia was the cause of patient condition .
Previously she was diagnosed with recurrent episodes of
hyponatremia leading to encephalopathy. The diagnosis
of hypopituitarism is often overlooked in hyponatremic
patients. Hyponatremia should always be ruled out for
endocrinological causes.
 Conclusion:
Our study concludes that hyponatremia is due to
hypopituitarism that is secondary to adrenal
insufficiency leading to encephalopathy.
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I.

INTRODUCTION

Hyponatremia is the common electrolyte disorder with
serum sodium level < 135nmol/L seen in 1% of the general
population , in which upto 30% of all patients treated in
intensive care units.[1-3] In most cases , hyponatremia is
the leading laboratory sign of hypopituitarism.
Hypopituitarism is a rare condition that is often
misdiagnosed and in elderly it is an under-investigated
endocrine disorder, since its clinical features are unspecific
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and more often attributed to aging itself and related comorbidities[4-5]. The main cause of hyponatremia in this
condition seems to be a failure of endogenous cortisol . [6]
In our case study, we describe the elderly woman
whose clinical history of recurrent episodes of
hyponatremia was overlooked and
underlying
hypopituitarism remained undiagnosed. Our study aim to
support that , severe hyponatremia due to adrenal
insufficiency can be rapidly corrected by hydrocortisone
substitution [7] and also aim to support an hormonal assay
in the initial diagnostic workup of hyponatremia to reduce
the mortality rate in patients of hypopituitarism.
II.

CASE REPORT

A 54 year old female normotensive , non diabetic
admitted in an obtunded state with history of vomiting,
fatigability, altered sensorium rapidly worsening over past
2 days. She
had recurrent admissions for similar
complaints in the past diagnosed with recurrent
hyponatremia leading to encephalopathy.
She had significant obstretric history – after
uneventful third delivery she notices failure of lactation ,
oligomennorhea and premature menopause at age of 35.On
examination, she was hemodynamically stable with pulse
rate 90/min, respiratory rate 16/min, body temperature
98.3F and blood pressure 120/80mmhg .
On Investigations, serum electrolytes revealed
hyponatremia. Viral markers were negative. Evaluation of
hyponatremia revealed euvolemic hyponatremia with low
serum osmolarity. Urine osmolarity > 100mosmol/kg and
urine spot sodium >20meq/l. Other parameters like CBC,
Peripheral smear, RFT, RBS, LFT ,TFT, ECG, Chest x-ray
, USG abdomen and CT brain were normal.
In order to rule out endocrinological causes , we
proceeded with hormone study,[Table:1]
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Fig 1







Serum cortisol very low
CT abdomen showed normal adrenal glands
Hormonal panel revealed reduced FSH, LH and Prolactin.
ACTH, Aldosterone , TSH and GH were normal.
Pituitary cell autoantibodies were positive.
MRI revealed Empty sella with compression of anterior pituitary.

Fig 2
Therapeutically, we started correcting hyponatremia from the day of admission with free water restriction and 3% hypertonic
saline. After the hormonal study , on day 8 of admission patient was treated with hydrocortisone which led to a return of serum
sodium into normal range in 3-5 days. A written informed consent to publish a entire patient’s data has been obtained.
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Fig 3
III.

DISCUSSION

Hyponatremia, defined as a serum sodium
concentration <136meq/L, is a frequent electrolyte disorder
in the general population[1-3] and in hospitalized patients.
Mild cases are usually asymptomatic, but severe
hyponatremia may cause a high mortality [8] depending its
underlying disorder. Detailed history , physical and
laboratory examination often provide useful ideas for
identifying the underlying cause.[9]
Hypopituitarism is a relatively rare disorder; its
incidence and prevalence being 4.2 per 100,000 per year
and 45.5 per 100,000 respectively[11] .Unfortunately, most
of the physicians consider hyponatremia as abnormal
consequence of aging in which hypopituitarism is
overlooked in such cases.[10]
Hyponatremia has several underlying causes such as
cortisol insufficiency , SIADH, chronic intestinal nephritis ,
salt losing nephropathies[14], cerebral salt wasting, diuretic
excess/other drugs. Thiazide diuretics and the syndrome of
inappropriate ADH secretion (SIADH) are the commonest
causes of hyponatremia encountered in clinical
practice[12,13]. It shouldn’t be misdiagnosed as SIADH.
Our case report is focused on hypopituitarism
presenting as recurrent episodes of hyponatremia leading to
metabolic encephalopathy, being the most common
electrolyte disorder in our clinical practice. In addition she
had lactation failure with premature menopause.
Patient was hemodynamically stable with chronic
symptomatic euvolemic hyponatremia with low serum
osmolality. Then we have proceeded with hormonal study
IJISRT20AUG040

and radiological assessments which revealed Empty sella
with compression of anterior pituitary in MRI and
decreased levels of cortisol and hormonal FSH, LH and
Prolactin levels in blood parameters. On further assessment
, pituitary cell autoantibodies were also positive in this
patient.
Treatment has been started since the day of admission
with free water restriction and 3% hypertonic saline . Later
on 8th day of admission after all the assessment results were
obtained , patient was started on injection. Hydrocortisone
and compared with the patient’s serum sodium levels which
shows the significance that sodium level is maintained
within normal range few days after the start of
hydrocortisone. Quick and evident improvement of clinical
condition occurred after correction of both hyponatremia
and its underlying hormonal deficit. Hyponatremia should
not be overlooked , as it could be an early sign of
hypopituitarism.
In the present study, Hyponatremia can be the
presenting feature of hypopituitarism . In addition patient
had lactation failure with premature menopause which is
suggestive of postpartum hypopituitarism could have been
due to autoimmune hypophysitis. Therefore, this is a case
of atypical presentation of secondary adrenal insufficiency
leading to metabolic encephalopathy.
As there is excess mortality associated with
hypopituitarism, hormone assays should be included in the
initial diagnostic work-up of hyponatremia. Appropriate
and timely therapy of Hyponatremia and hypopituitarism is
key to reduce the related high mortality rate.
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IV.

CONCLUSION

In the present study, Hyponatremia can be the
presenting feature of hypopituitarism. In addition patient
had lactation failure with premature menopause which is
suggestive of postpartum hypopituitarism. Therefore, this is
a case of atypical presentation of secondary adrenal
insufficiency leading to metabolic encephalopathy.
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