Background: Hypoparathyroidism is an endocrine deficiency disease which may, sometimes, manifests as a pure neurological disorder. Patients may present with generalized rigidity, tonic-clonic seizures, extrapyramidal symptoms, increased intracranial pressure and visual problems. The parathyroid deficiency disorder is also linked with basal ganglia calcification, and is termed as idiopathic hypoparathyroidism or pseudohypoparathyroidism which is mainly reported in teenager and younger patients. This case also presented with high grade fever and generalized rigidity in a teenage boy and was initially managed as a case of epilepsy and central nervous system (CNS) infection. After rigorous clinical workup, the patient was diagnosed with chronic hypoparathyroidism. Though the present case was not associated with post renal transplant, but cases of renal transplant with post parathyroidectomy can present with similar manifestations.
Case Presentation: A 14 years old boy with episodic attacks of generalized rigidity for last 8 years was presented. He also presented with headache, persistent fever for three days and severe abdominal pain for last 1 day. Paresthesia and numbness in hands and feet were also reported. No history of perioral paresthesia, psychiatric illness, mental retardation, head injury, blurring of vision, visual loss, altered bowel habits, diabetes mellitus, hypertension, hematuria, periorbital puffiness, decreased urine output, pedal edema, difficulty in getting up from sitting position and climbing stairs was noted. However, upon examination bilateral papilledema was observed. Drug history included carbamazepine 250 mg, elemental calcium 500 mg and calcitriol 0.25 mcg. CT scan findings evidenced basal ganglia calcification. All laboratory findings were within normal range except for parathyroid hormone (PTH) levels; 4.51 ng/ml (16-87 ng/ml) and malaria parasite-immunochromatographic test (+ve for Plasmodium vivax). Patient was diagnosed as hypocalcemia secondary to chronic hypoparathyroidism with acute exacerbation due to malaria leading to basal ganglia calcification. Patient was treated with intravenous calcium and active Vitamin D supplementation. Patient has been under follow-up for 12 months with calcium and calcitriol supplementation.
Discussion and Clinical Significance: Basal ganglia calcification can be seen in 1% of all CT brains. Most common site of basal ganglia calcification is globus pallidus. Hypoparathyroidism and its association with basal ganglia calcification was first described by Eaton et al. in 1939. The pathophysiological mechanism of brain calcification in hypoparathyroidism is still unclear. We report the first case of hypoparathyroidism with basal ganglia calcification in a teenage boy. The present case encourages the importance of investigating serum calcium, phosphorous and PTH levels in patients presenting with headache, rigidity, or seizures. Patients with chronic kidney disease, stroke and parathyroidectomy after renal transplant should be considered high risk candidates for brain calcification especially of basal ganglia. Early cognizance of PTH imbalance may help prevent basal ganglia calcification and associated symptoms. Serum PTH levels of post renal transplant patient is also warranted since high rates of over-treated hyperparathyroidism have been observed among renal recipients.
