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1. Introduction toneum and colonic distension. She underwent an urgeat
laparotomy. At laparotomy, 31 of faeculent material wasse
Colonic necrosis and perforation is rare in burn patients, found within the peritoneal cavity. The splenic flexure was
however, it can lead to serious morbidity and mortality. Here inflamed with a cobblestone appearance. The serosal surface
we present a case of unexplained colonic necrosis and perwas covered with fibrinous exudate. Focal areas of necrosis
foration in a 53-year-old woman with 25% total body sur- were identified. There was no evidence of vascular comprg-
face area burns. No identifiable cause of bowel necrosis wasmise to the affected colonic segments. The rest of the large
found except for the presence of sodium polystyrene sul- and small bowel appeared normal. Re-section of the splenic
fonate (SPS) crystals in the inflammatory debris on histolog- flexure was performed with formation of a colostomy ands
ical examination. Colonic necrosis has been described in themucous fistula. The peritoneum was washed out with a ca-
literature following the administration of SPS in sorbitol for pious amount of normal saline. “Re-look” laparotomy ons
hyperkalaemia in uraemic patients. However, this condition the second day revealed no sign of further colonic necraee
has never been documented in any burn patients previouslysis. Her recovery followed a stormy course and was conss
plicated by gram-negative septicaemia. She eventually died
with multi-organ failure. 52
2. Case Report Histological examination of the specimen showed multss
ple discrete areas of deep ulceration with intramural necre-
A 53-year-old, 160 kg woman with 25% total body sur- Sis, abscess formation and focal transmural penetratias.
face area burns was admitted to the Intensive Care Unit There was active chronic inflammation and granulatioss
following self-immolation with methylated spirits. She sus- tissue associated with the ulcer bases. SPS crystals were
tained deep partial thickness burns to her face, chest andPresent in the inflammatory debris. No changes consisteat
arms and full thickness burns to her neck. She was electivelyWith ischaemia were identified. There was no evidence &f
intubated at the time of initial presentation because of fa- vasculitis. In the context of colonic necrosis with no idenso
cial involvement. She underwent debridement and grafting tifiable cause and the presence of SPS crystals, a diagnesis
surgery twice during her admission. Two separated doses ofof SPS induced colonic necrosis was made. 62
159 oral Resonium ® were prescribed on days 1 and 9
for the treatment of hyperkalaemia. Fifteen days following
the last dose of Resonium® her clinical condition dete-
riorated suddenly. She became febrile, hypotensive, tachy- i i o ) _
cardic, tachypnoeic, lactic acidotic with renal impairment. ~ Colonic ulceration and necrosis in burn patients is raee
She vomited faeculent material and produced 1000 ml of @nd usually occurs in the caecum related to non-specific e-
non-bloody diarrhoea. Her abdomen was grossly distendedCeration or acute colonic pseudo-obstruction which is mose

and tender. Urgent abdominal X-ray revealed pneumoperi- commonly known as Ogilvie syndrome [1]. Still et al. re<
ported a case of caecal perforation secondary to non-specific

* Corresponding author. Tel+61-7-363-6811; fax:}-61-7-363-61314. ulceration in a patient with 26% TBSA burns [2]. Somes
E-mail address: eddiecheng@bigpond.com (E.S. Cheng). colonic lesions in burn patients were found to be ischaemic

3. Discussion 63
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in nature in a retrospective study by Desai et al. [3]. Our gastrointestinal mucosa is placed at increasing risk for injury

patient represents a case of colonic necrosis and subsequeritom pharmacological agents such as SPS—sorbitol [8].

perforation as a result of the administration of SPS. Such a
case has not been described in burn patients previously in
the literature.

One of the treatments of hyperkalaemia is the oral or rec-

4. Conclusions

115

116

tal administration of a cation exchange resin, such as SPS  Thijs case report illustrates that SPS could induce colonic
necrosis and perforation in addition to the other gastroers
with intraluminal calcium and can cause constipation, faecal terological complications associated with burn patientse
impaction and subsequent bowel obstruction or perforation We believe that this condition is under-recognised in burn
[4]. Sorbitol is frequently administrated with SPS in order patients. Although the exact mechanism of SPS induaed
to reduce faecal impaction and subsequent bowel obstruc-colonic necrosis remains unknown, the prescribing clinician
tion [4]. The mixture of SPS in sorbitol has been reported should be aware of the possible serious adverse effectsias-
as an aetiological agent of colonic necrosis [4—9]. Thus sociated with its administration. Clinical suspicion shouids
far the literature has only reported cases of SPS—sorbitolremain vigilant. Early recognition and prompt management

(also known as Resonium&or Kayexalat@). SPS binds

mixture and colonic necrosis in association with uraemic
patients [4,5]. Lillemoe et al. experimented with the ef-

is imperative for a good clinical outcome.

fects of SPS—sorbitol enemas on uraemic and non-uraemic

rats. Administration of SPS alone was not found to cause
any significant pathological changes. It was concluded that
sorbitol was the responsible agent and SPS only a co
founder [7]. Despite our patient being given SPS without
sorhitol, pathological examination revealed similar pathol-
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