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ABSTRACT
(1)Parathyroid adenoma is the third most common endocrine disorder with a reported  incidence of 0.25% . The incidence of primary 

(2)hyperparathyroidism(PHPT) increases with age, and  is more common in females than in males . The various presentations include  
hypercalcemia , multiple recurrent renal calculi , recurrent bone fractures , pancreatitis and pituitary calcification. Here we present a case of 60 year 
old lady presented with horseshoe kidney and staghorn calculus and later diagnosed to have parathyroid adenoma and underwent 
parathyroidectomy and  nephrolithotomy ..
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INTRODUCTION: 
Hyperparathyroidism(HPT) can be primary, secondary and tertiary.  
75–85% of cases of Primary HPT  are caused by a single parathyroid 

(3)adenoma ,the removal of which give relief to patient.  It is the 3rd most 
(1)common endocrine disorder with incidence of 0.25% . Symptomatic 

Primary HPT  can present with skeletal involvement (bone pain, fracture 
and palpable multiple Osteitis Fibrosa Cystica) renal calculi with 
nephocalcinosis and renal failure, fatigue with proximal muscle 
weakness, pancreatitis, gall bladder stone, constipation and depression. 
Hence the clinical manifestations are described as kidneystones, 
abdominal goans, painful bones, psychic moans and fatigue.

The increase in PTH (parathyroid hormone) levels acts on kidney to 
increase production of calcitriol which increase the  loss of phosphate 
and  retention of calcium due to reabsorption by the gut. PTH acts on 
bone to cause demineralization of bone which decreases density of bone 
and pathological fractures. It also lead to increased excretion of urinary 
calcium (hypercalciuria) which is a primary risk factor for stone 
formation in kidney.

Case  scenario: 
60 year old female a diagnosed case of  staghorn calculus in a horseshoe 
kidney  and underwent nephrolithotomy on one side   presented with  a 
swelling over the operated site since 6 months. On enquiry patient gave 
history of recurrent renal calculi. On examination she was found to have a 
swelling on the right lower neck on supraclavicular region  which was 
not moving with deglutition. On investigation her serum calcium level 
was found to be high with raised parathyroid hormone level. She 
underwent  ultrasonography of the neck which showed a 2*2 cm 
swelling on the right lower neck near the lower pole of thyroid gland. A 
CECT (Contrast enhanced computerized tomography) scan of the  neck 
confirmed the swelling to be of parathyroid origin. She underwent a 
99mTc (Technetium) labelled sestamibi scan which showed an 
increased uptake only in the right lower parathyroid gland.

After due work up & proper pre operative preparation patient was taken 
for surgery. A Kocher’s incision was taken, flaps raised and strap muscles 
separated to expose the right lobe of the thyroid along with parathyroid 
swelling. Parathyroid adenoma of 3*4 cm  was removed , hemostasis 
achieved and wound closed in layers. She had an uneventful recovery. 
Post operative serum calcium levels and PTH levels were normal in the 
post operative period and on further follow up for one year. She later 
underwent surgery for  removal of staghorn calculus on the other side  
and incisional hernia repair .After one year follow up patient does not 
have any further stone formation and serum calcium & PTH levels are 
continuing to be normal.

FIGURE 1: CT KUB showing horseshoe kidney pointed by arrow.

FIGURE 2: Tc 99m Sestamibi Scan Showing parathyroid activity at 
the lower pole of thyroid gland.

FIGURE 3: Pre -operative Parathyroid Hormone Levels which were 
severely raised.

FIGURE 4:Intra- operative picture showing parathyroid adenoma.

FIGURE 5: Histopathology report s/o parathyroid adenoma.
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DISCUSSION
In 80-85% cases primary hyperparathyroidism is due to  solitary 
parathyroid adenoma (  1% to 4%  due to Parathyroid carcinoma and 4,5  ).
15% due to parathyroid hyperplasia( Rarely it can be a manifestation 4,6,7 ). 

of  multiple endocrine neoplasia syndromes type I or IIa (MEN I or MEN 
IIa). Hyperparathyroidism occurs in approximately 95% of patients with 
MEN I and there can be  hyperplasia of all 4 parathyroid glands in this 
condition. MEN I usually manifests in the second or third decade of life 
(8). In MEN IIa 5% to 20% of patients are reported to have 

(8)hyperparathyroidism, and the disease typically presents later in life  . 
(4)Similar to MEN I, it is also  the result of parathyroid  hyperplasia . The 

recurrence rate in such patients is higher than in those with 
(8)hyperparathyroidism due to a solitary adenoma .

In hyperparathyroidism, the serum PTH level is increased which 
increases the  bone resorption, reabsorption of calcium in the nephron, 
and intestinal absorption leading to an increase in the serum calcium 

(8) . (9)levels Broadus and colleagues  reported that there is higher urinary 
excretion of calcium in those patients with stones compared to those 
who do not have stones . Other risk factors of stone formation  also 

(10,11,12) influences the stone formation  .The type of stone found in  
patients with primary hyperparathyroidism are calcium phosphate, 

(13,14) .calcium oxalate, or mixed calcium stones

With improved screening programmes and diagnostic tools , patients 
with primary hyperparathyroidism are diagnosed early. and  the 
incidence of urolithiasis in primary hyperparathyroidism has 
decreased from nearly 80% in early series to 7% to 20% in recent series 
(15,16). 
Screening is done with estimation of serum calcium levels. If serum 
calcium is elevated, intact PTH and phosphorous are measured. In 
hyperparathyroidism, the intact PTH level is usually high-normal or 
elevated and phosphorous depressed. Ionized calcium is measured 
when the  serum albumin is abnormal because this will enhance 

(17) .detection

(99m)Tc-sestamibi scans have been used successfully to identify the 
metabolically active tissues, including parathyroid adenomas. It can 
locate  a parathyroid adenoma and facilitate minimally invasive 

(18,19)parathyroidectomy . It may also help in the detection of ectopic 
parathyroid adenomas and in the evaluation of patients suspected of 

(20,21) . having normocalcemic hyperparathyroidism (99m)Tc-sestamibi 
scans have a sensitivity of 88.44% for solitary parathyroid adenomas 

(21,22)and 33% for carcinoma  .

Once the diagnosis is confirmed,  the adenoma can be removed 
surgically which decreases the further stone formation and renal injury. 
Mollerup and colleagues examined 107 patients with renal calculi and 
hyperparathyroidism . After surgical correction of  hyperparathy 
roidism, the stone recurrence rate was 30% at 5 years, significantly 
lower than the rate before operation and comparable to the rate of 

(23) (24)recurrence in idiopathic stone formers . Deaconson and associates  
reported similar reductions in stone events after parathyroidectomy

CONCLUSION
Horseshoe kidney with staghorn calculus and hyperparathyroidism 
due to parathyroid adenoma is a rare entity.It  needs a high amount of 
suspicion, proper evaluation and treatment to keep the patient off the 
agony of the stone disease due to hyperparathyroidism which they are 
already prone due to congenital anomaly of the kidney. 
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