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Chemical Peritonitis After Intraperitoneal
Sodium Thiosulfate

KEY WORDS: Calciphylaxis; intraperitoneal; sodium
thiosulfate; peritonitis.

Editor:

Calcific uremic arteriopathy (CUA, “calciphylaxis”) is
a syndrome the pathogenesis of which remains poorly
understood. It is seen mostly in dialysis patients, more
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often in those on peritoneal dialysis (PD) than in those
on hemodialysis, with an incidence of 1% - 4% in those
on PD (1,2). The syndrome has also been reported in in-
dividuals with normal renal function and in non-dialysis
chronic kidney disease patients (3-6).

Despite a multidisciplinary approach, management of
CUA is challenging because of a very high mortality—in
therange 45% - 80% (7-11). Since the year 2000, several
reports have been published of a significant role forintra-
venous sodium thiosulfate (STS) in treating CUA (8,11).
Mataic et al. (12) were the first to report the benefit of
intraperitoneal STS for the treatment of CUA.

Here, we presenta case of CUA treated with intraperito-
neal STS that subsequently led to chemical peritonitis.

CASE REPORT

An 82-year-old white woman on PD for end-stage renal
disease secondary to lupus nephritis was admitted with
1 - 2 weeks of left lower extremity pain. The pain was
associated with a nontraumatic purple discoloration
and ulceration over the medial aspect of her calf that
had increased in size over time. The patient had a past
medical history of coronary artery disease, obstructive
airway disease, Sjogren syndrome, and obesity. Her
medicationsincluded calcitriol, allopurinol, atenolol, hy-
droxychloroquine, and tiotropium. Examination revealed
an ulcerated region over the medial aspect of her calf,
withinduration and ajagged border (Figure 1). A clinical
diagnosis of CUA was made, and skin biopsy confirmed
the diagnosis (Figure 2).

The patient’s calcitriol was discontinued, and the
skin care team got involved. To help treat the CUA, in-
traperitoneal STS (25 g/2 L dialysate) was administered
during three 2-L exchanges. Within 12 hours, the patient
developed severe abdominal pain with cloudy effluent.
Analysis of the effluent showed a white cell count of
4500/mm?3, with 92.0% neutrophils, protein exceeding
0.6 g/dL, and lactate dehydrogenase 90 U/L. Gram stain
from the fluid was negative.

Over the next few hours, rapid clinical deteriora-
tion occurred, and the patient was transferred to the
intensive care unit for hemodynamic support. She was
also started empirically on broad-spectrum antibiot-
ics pending culture reports. Peritoneal dialysis was
discontinued, and she was started on continuous
renal replacement therapy. When the peritoneal fluid
and blood cultures showed no bacterial growth, a
diagnosis of chemical peritonitis secondary to STS
was made.

The patient continued to receive supportive care. She
deteriorated clinically and expired a few days later.

This single copy is for your personal, non-commercial use only.

For permission to reprint multiple copies or to order presentation-ready copies
for distribution, contact Multimed Inc. at marketing@multi-med.com


mailto:Jeff.perl@utoronto.ca
heather
Text Box


CORRESPONDENCE

D.R. Gupta
H. Sangha
R. Khanna*

Department of Internal Medicine
Division of Nephrology
University of Missouri

Columbia, Missouri, USA

*email: KhannaR@health.missouri.edu

REFERENCES

1.

10.

11.

12.

13.

222

Angelis M, Wong LL, Myers SA, Wong LM. Calciphylaxis
in patients on hemodialysis: a prevalence study. Surgery
1997; 122:1083-9.

. Fine A, Fontaine B. Calciphylaxis: the beginning of the

end? Perit Dial Int 2008; 28:268-70.

Couto FM, Chen H, Blank RD, Drezner MK. Calciphylaxis
in the absence of end-stage renal disease. Endocr Pract
2006; 12:406-10.

Hackett BC, McAleer MA, Sheehan G, Powell FC, 0'Donnell
BF. Calciphylaxis in a patient with normal renal function:
response to treatment with sodium thiosulfate. Clin Exp
Dermatol 2009; 34:39-42.

Nigwekar SU, Wolf M, Sterns RH, Hix JK. Calciphylaxis
from nonuremic causes: a systematic review. Clin J Am Soc
Nephrol 2008; 3:1139-43.

. ZechlinskiJJ, AngelJR. Calciphylaxisin the absence of re-

naldisease: secondary hyperparathyroidism and systemic
lupus erythematosus. J Rheumatol 2009; 36:2370-1.
Cicone JS, Petronis JB, Embert CD, Spector DA. Success-
ful treatment of calciphylaxis with intravenous sodium
thiosulfate. Am J Kidney Dis 2004; 43:1104-8.

Hayden MR, Goldsmith D, Sowers JR, Khanna R. Calci-
phylaxis: calcific uremic arteriolopathy and the emerg-
ing role of sodium thiosulfate. Int Urol Nephrol 2008;
40:443-51.

. Raymond CB, Wazny LD. Sodium thiosulfate, bisphospho-

nates, and cinacalcet for treatment of calciphylaxis. Am J
Health Syst Pharm 2008; 65:1419-29.

Wilmer WA, Voroshilova 0, Singh I, Middendorf DF, Cosio
FG. Transcutaneous oxygen tension in patients with
calciphylaxis. Am J Kidney Dis 2001; 37:797-806.

Wilmer WA, Magro CM. Calciphylaxis: emerging concepts
in prevention, diagnosis, and treatment. Semin Dial 2002;
15:172-86.

Mataic D, Bastani B. Intraperitoneal sodium thiosulfate for
the treatment of calciphylaxis. Ren Fail 2006; 28:361-3.
Yerram P, Saab G, Karuparthi PR, Hayden MR, Khanna R.
Nephrogenic systemic fibrosis: a mysterious disease in
patients with renal failure—role of gadolinium-based
contrast media in causation and the beneficial effect of
intravenous sodium thiosulfate. Clin J Am Soc Nephrol

2007; 2:258-63.
doi:10.3747/pdi.2011.00088

MARCH 2012 -V0L. 32, NO. 2

This single copy is for your personal, non-commercial use only.
For permission to reprint multiple copies or to order presentation-ready copies
for distribution, contact Multimed Inc. at marketing@multi-med.com

PDI


mailto:KhannaR@health.missouri.edu
heather
Text Box




