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Sodium Phosphate-Induced Acute Phosphate Nephropathy after Colonoscopy:
A Case Report
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Acute phosphate nephropathy is caused by exposure to excess sodium phosphate. Calcium phosphate is deposited in the renal tubular
epithelial cells, leading to tubulointerstitial nephritis. We report the case of a 71-year-old female who developed acute kidney injury after
undergoing a colonoscopy. She had taken 28 sodium phosphate tablets, equivalent to 42 g of sodium phosphate, as bowel purgatives prior
to the colonoscopy. A hiopsy of the native kidney revealed acute tubular injury with calcium phosphate deposits. This case report suggests
that sodium phosphate tablets can induce acute phosphate nephropathy, particularly in patients with predisposing factors. Therefore,
physicians should be vigilant of kidney injury when choosing sodium phosphate as a pre-colonoscopy bowel purgative. (Korean J Med

2025;100:137-141)
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Figure 1. Changes in kidney function and
urine output.
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Figure 2. Renal biopsy findings. (A) A normal
glomerulus is observed (periodic acid-Schiff
stain, x 400 magnification). (B) Tubular casts
acute tubular necrosis are evident (hematoxylin
. and eosin stain, x 100 magnification). (C) Electron
. microscopy showed focal effacement of epithelial
| cell foot process (toluidine blue stain, x 4,000 mag-
.. nification). The capillary or mesangial basement
. membranes appear normal without deposits.
(D) Black stained calcium phosphate crystals are
4 Seen in the renal tubules (Von Kossa stain, x 100
' magnification).
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