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CASE REPORT
A 47-year-old male presented to the emergency department with 
two episodes of generalized seizures. He had been unwell for the 
past two days with excessive tiredness and diffuse headache. 
He also had a history of febrile illness three weeks back, which 
subsided with paracetamol and amoxicillin. He did not have 
any prior history of seizures or any other significant illness. On 
examination, he was afebrile and haemodynamically stable. He 
was drowsy and disoriented but there were no focal neurological 
deficits. Investigations revealed severe hyponatremia with serum 
sodium of 106 mmol/L. Urine sodium was raised at 55 mmol/L 
(normal range <20mmol/L) and urine osmolarity was 572 mosm/kg 
of water. Serum cortisol and thyroid function tests were normal. The 
findings were suggestive of SIADH. Computed Tomography (CT) of 
head, chest X-Ray and ultrasound of the abdomen were normal and 
a definite cause of SIADH could not be found out. 

Ten-days later he complained of weakness of lower limbs. Over 
the next three days his upper limbs also became weak. He also 
developed difficulty in turning in bed. Almost simultaneously, he also 
complained of numbness in both feet which progressed to involve 
the fingers. The disability progressed and he became bedridden in 
five days. There was no bulbar or facial weakness. On examination 
he was conscious and oriented. There were no cranial nerve palsies. 
His upper limb had Medical Research Council (MRC) grade 2 power 
with predominant distal weakness and lower limbs had MRC grade 
1 power both proximally and distally. All the limbs were hypotonic 
and the deep tendon reflexes were absent. Plantar response was 
bilaterally flexor. There were no sensory deficits on examination.

Blood investigations revealed haemoglobin of 11.9 g/dL, total WBC 
count of 7,900/mm3, platelet count 2×105/mm3 and ESR was 55 
mm at 1st hour. His plasma glucose was 113 mg/dL. Serum sodium 
was 124 meq/L and potassium was 5 meq/L. Liver and renal 
function tests were within normal limits. Urine porphobilinogen was 
negative. Nerve conduction study showed decreased amplitude of 
Compound Muscle Action Potential (CMAP) in all tested nerves of 
the upper limbs. Lower limb motor potentials were not recordable. 
The Sensory Nerve Action Potentials (SNAP) was not elicitable in the 
upper and lower limbs. CSF study showed a protein of 95 mg/dL, 
sugar of 57 mg/dL without any cells. The patient was treated with IV 
immunoglobulin for five days. Hyponatremia was managed with fluid 
restriction and tolvaptan 15 mg twice daily and serum electrolytes 
were serially monitored. Hyponatremia gradually resolved and he 
was discharged after two weeks. On follow up after one month he 
showed improvement in the neurological status with grade 4 power 
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AbSTRACT 
Guillain–Barré Syndrome (GBS) is an inflammatory polyradiculoneuropathy which is known to produce syndrome of inappropriate 
Secretion of Antidiuretic Hormone (SIADH). However, the hyponatremia is usually seen after the onset of weakness. Here, we report 
a case of SIADH that presented with hyponatremic seizures which preceded the onset of GBS by ten days.

of upper limbs and grade 3 power of lower limbs. His serum sodium 
was 142 meq/L. 

DISCUSSION
SIADH is a well recognized complication of GBS. In a prospective 
study of SIADH in GBS, out of the fifty patients with GBS, 48% had 
SIADH at some stage of their illness [1]. The median time of onset 
of hyponatremia was 8.8 days after the diagnosis of GBS. Severe 
hyponatremia (defined as a serum sodium below 125 mmol/L) was 
seen in six patients (12%) out of which two had seizures. The authors 
also noted that severe hyponatremia occurred in severe GBS. The 
median period needed for correction of hyponatremia was 4.2 days. 
In none of their cases, SIADH preceded the onset of GBS. In our 
case, hyponatremia occurred ten days before the onset of GBS. 
At that time, investigations for the usual causes of hyponatremia 
were unyielding and the cause of SIADH became obvious only 
when the patient developed an areflexic LMN weakness consistent 
with Acute Motor and Sensory Axonal Polyneuropathy (AMSAN). 
Hyponatremia preceding weakness is common in porphyria [2]. 
Porphyria was also excluded with repeated negative examination of 
urine porphobilinogen.

There have been very few cases reports of SIADH preceding GBS 
[3,4]. The pathogenesis of SIADH in GBS is incompletely understood. 
One mechanism suggested is damage to the hypothalamic cells 
causing leakage of ADH into the circulation [5]. Another mechanism 
may be resetting of the osmoreceptors in the hypothalamus [6]. Of 
late, interleukin 6 (IL-6) has been implicated in the pathogenesis of 
SIADH in GBS. IL-6 is an inflammatory cytokine that can augment 
vasopressin release. IL-6 activates subfornical organ and organum 
vasculosum of the lamina terminalis stimulating thirst and increases 
vasopressin secretion from the supraoptic and paraventricular 
nuclei [7]. It is also established that, the number of IL-6 secreting 
blood mononuclear cells are increased early during the acute phase 
of GBS [8]. 

When SIADH precedes GBS, the cause of SIADH becomes obvious 
only when the patient develops weakness. In severe hyponatremia 
with altered sensorium, this weakness may be overlooked and the 
diagnosis may be missed. A cause of SIADH is often not apparent 
even after a complete history and adequate investigations. Many 
cases of such idiopathic SIADH occur in elderly. When the cause 
of SIADH is not evident as in our case, one must be cautious 
before a diagnosis of idiopathic SIADH is made, especially if there 
is an antecedent history of febrile illness, because SIADH may be a 
prerunner of GBS. 
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The mainstay of treatment of SIADH is fluid restriction with serial 
monitoring of serum sodium. Immunoglobulin given for the 
treatment of GBS can produce pseudohyponatremia. This must be 
kept in mind while monitoring serum sodium, because unnecessary 
fluid restriction can exacerbate dysautonomia which usually 
accompanies GBS.

CONCLUSION
Hyponatremia due to SIADH is common in severe GBS, but very 
rarely can precede the onset of GBS. All cases of unexplained 
SIADH with a history of antecedent febrile illness should be carefully 
assessed for the development of GBS.
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