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A 72-year-old male patient presented to the emergen-
cy department with a 4-day history of fever and abdomi-
nal pain, without altered bowel habits or hematochezia.
He had a past medical history of diabetic end-stage renal
disease on hemodialysis, ischemic heart disease, and arte-
rial hypertension. The patient was medicated with oral
calciumpolystyrenesulfonate (CPS),bisacodyl, carvedilol,
acetylsalicylic acid, insulin, amlodipine, and ramipril. He
was hemodynamically stable and had a painful abdomen
with no signs of peritoneal irritation on examination.
Laboratory tests showed an increased C-reactive protein
level (183.2 mg/L) with a normal white blood count (9,850
leukocytes/uL), hyponatremia (128 mmol/L), mild de-
creased serum albumin (3.3 g/dL), and normal serum lev-
els of potassium (4.7 mmol/L) and of lactate dehydroge-
nase (497 U/L). Abdominal-pelvic computed tomogra-

phy scan revealed thickening of the right colon wall, no
free peritoneal fluid or evidence of pneumoperitoneum.
The patient was admitted and 1 day later a colonoscopy
was performed, showing a congestive and ulcerated mu-
cosa in the right colon and a deep necrotic ulcer in the
cecum, with a diameter of 40 mm (Fig. 1). Taking into
account these findings, the main differential diagnosis
was either ischemic colitis or infectious colitis. The pa-
tient started empiric antibiotic therapy and renal function
was stabilized. Pathologic and microbiological examina-
tions excluded infectious colitis, namely tuberculosis, cy-
tomegalovirus or Clostridium difficile colitis. Biopsies
from the cecal ulcer revealed necroinflammatory and
granulation tissue containing basophilic-stained polysty-
rene sulfonate crystals (Fig. 2). Thus, the diagnosis of ne-
crosis of the colon induced by CPS was considered. Six
days after the admission, the patient experienced worsen-
ing of the abdominal pain. An abdominal ultrasound was
performed the following day and revealed an abscess ad-
jacent to the ulcer of the cecum (Fig. 3). The abscess may
reflect a microperforation of the cecum that could be an
iatrogenic event related to the colonoscopy or, less prob-
ably, a spontaneous event facilitated by the presence of
the large ulcer and transmural necrosis. The microperfo-
ration was successfully managed with a single ultrasound-
guided needle aspiration of the abscess and with conser-
vative medical treatment. CPS was suspended, the patient
started a more restrictive potassium diet, and the hemo-
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Fig. 1. Endoscopic view of the deep necrotic ulcer in the cecum
with a diameter of 40 mm.

Fig. 3. Ultrasound image of the abscess adjacent to the ulcer in the
cecum, with a diameter of 21 mm.

Fig. 2. Histological image of the necroinflammatory and granula-
tion tissue containing basophilic-stained polystyrene sulfonate
crystals, with a mosaic pattern (arrow).

dialysis was optimized in order to control hyperkalemia.
He presented a favorable clinical evolution. Ten weeks
later, colonoscopy was normal (Fig. 4).

CPS is a cation exchange resin used in hyperkalemia
treatment. Colonic lesions have been described as adverse
events of CPS; however, they are more often reported fol-
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Fig. 4. Endoscopic view of the cecum with complete healing of the
ulcer and evidence of a small scarred area (arrow).

lowing treatments with a similar resin, sodium polysty-
rene sulfonate, usually mixed with sorbitol [1-3]. Al-
though the mechanism of mucosal injury is unclear, crys-
tal deposit within the intestinal wall may directly damage
the mucosa along with vascular risk factors contributing
to intestinal ischemia [1, 2]. We report a case of colonic
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necrosis induced by CPS, complicated by a contained mi-
croperfuration of the cecum, a rare but serious adverse
event of this drug, with only a few similar cases reported
in the literature.
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