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Chemical Peritonitis After Intraperitoneal 
Sodium Thiosulfate
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Editor:
Calcific uremic arteriopathy (CUA, “calciphylaxis”) is 

a syndrome the pathogenesis of which remains poorly 
understood. It is seen mostly in dialysis patients, more 

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 
the range 45% – 80% (7–11). Since the year 2000, several 
reports have been published of a significant role for intra-
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 present a 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, Sjögren syndrome, and obesity. Her 
medications included calcitriol, allopurinol, atenolol, hy-
droxychloroquine, and tiotropium. Examination revealed 
an ulcerated region over the medial aspect of her calf, 
with induration and a jagged 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/mm3, 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.
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The Peritoneal Equilibration Test Should 
Be Included in Routine Monitoring of  

Peritoneal Dialysis Patients
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Editor:
We read with great interest the Canadian guidelines 

and recommendations on peritoneal dialysis (PD) ade
quacy published in your journal (1). Canada has played a 
pioneering and pivotal role in the establishment of PD as 
a renal replacement therapy. Canadian colleagues have, 
since the early PD era, substantially contributed to the 
PD literature, and guidelines coming from the Canadian 
Society of Nephrology are highly appreciated and have 
a worldwide impact.

It is important to highlight that these recommenda-
tions, as well as all others related to PD, are evidence-
based where such evidence exists (2). Unfortunately, 
randomized controlled trials in PD patients are limited. 
Therefore, many of the recommendations are based on case 
series or expert opinion. One opinion included in the Cana-
dian guidelines states that routine monitoring of transport 
status is not necessary and that repeating the peritoneal 
equilibration test (PET) may be helpful when unexplained 
changes in volume status become evident (1).

Encapsulating peritoneal sclerosis (EPS) has been 
drawing the attention of the PD community as a devas-
tating complication of PD with an incidence that rises 
with longer PD duration. Recently, much discussion has 
occurred about the possibility of terminating PD after 
5 years to avoid this catastrophic situation (3). That 
opinion is supported by the current lack, despite ongo-
ing research, of a reliable and widely accepted predictive 
method or index for the development of EPS. However, 
a few risk factors have been recognized, among which 
is the development of high transport status (especially 
occurring early in the course of PD) and deterioration of 
ultrafiltration capacity (4,5).

Although evaluation of membrane transport charac-
teristics may not always be predictive for the develop-
ment of EPS, an early increase in the dialysate-to-plasma 
ratio of creatinine could represent an early marker of 
EPS, and patients who develop such an increase should 
be followed closely for additional signs and symptoms of 
EPS. Assessment of membrane transport at least every 
6 months has been suggested in the Japanese recom-
mendations on the management of EPS (4).

On the other hand, since the increase in the use of 
automated PD and icodextrin-based solutions, high 
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