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was administered. Right jugular
region and the exit site were identified
with minimal epithelial damage, and
the catheter was tunnelled placing a
Permacath catheter, its position was
checked by means of a portable chest
X-ray. Adequate arterial and venous
return was achieved, and the skin
(Figure 2) was sutured. Haemodialysis
was started with symptom remission,
patient was discharged due to clinical
improvement and enrolled in the
chronic haemodialysis programme.

DISCUSSION

Epidermolysis bullosa is an autosomal
recessive hereditary skin disease that
involves all organs from birth. Chronic
kidney disease is the second leading
cause of death® in these patients after
squamous cell carcinoma; it is relevant
to mention that many patients die due
to associated dilated cardiomyopathy®.
Kidney disease is usually due to the
development of secondary amyloidosis,
IgA nephropathy, post infectious
glomerulonephritis, and obstructive
uropathy®’. Other factors contributing
to the development of chronic kidney
disease include: dehydration, dysphagia,
vomiting and hypoalbuminaemia®’.

When developing chronic kidney
disease, access to dialysis therapy is
considered a big issue. Skin lesions
and the tendency to become infected
limit the use of peritoneal dialysis
as an option. Another limitation to
performance of an arteriovenous fistula

Figure 2. Permacath catheter
permeability following
corroborated procedure in urgent
haemodialysis.
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is the development of skin lesions
and local contractions, which prevent
the placement of vascular catheters’.
Therefore, placement of a tunnelled
haemodialysis catheter in a central
vein is, at present, considered the best
option'.
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Non-Hodgkin
lymphoma mimicking
peritonitis in a patient
on peritoneal dialysis
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To the Editor,

Cloudy peritoneal fluid in peritoneal
dialysis (PD) patients is mostcommonly
due to an increase in leukocytes as an
expression of bacterial peritonitis.
Occasionally, when there is cloudy
fluid, we must differentiate between
a peritoneal infection with a negative
culture and non-infectious peritoneal
inflammation (sterile peritonitis).

CASE REPORT

Our patient was 59-year-old, on PD
since October 2012 with a history of
type 2 diabetes mellitus and chronic
kidney disease secondary to diabetic
nephropathy.

The patient came to the clinic with
abdominal pain and cloudy peritoneal
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fluid, referring to a decrease in
ultrafiltration. Two weeks earlier, the
patient had been diagnosed with a nasal
neoplasm. The results of the peritoneal
fluid were: cloudy appearance, 700
leukocytes/ul (80% mononuclear and
20%  polymorphonuclear);  despite
the predominance of mononuclear
leukocytes, we  started  empiric
antibiotic therapy with intraperitoneal
ceftazidime and vancomycin. The
abdominal examination did not show
signs of peritoneal irritation or masses;
the peritoneal catheter outlet and tunnel
were normal. The blood tests displayed:
leukocytes  37,000/mm?®,  platelets
640,000/mm®, haemoglobin 10.3g/dl,
creatinine 5.4mg/dl, urea 180mg/dl, Na
138mEq/l, K 4mEq/l, calcium 9.5mg/
dl, phosphorus 4.8mg/dl, albumin
39mg/dl. The peritoneal dialysis
cultures taken days later were negative.
A computerised axial tomography of
the skull, thorax and abdomen was
carried out to complete the nasal mass
study in the following days, with the
results showing scattered mediastinal
and retroperitoneal lymphadenopathies.
The anatomical pathology of the nasal
biopsy was reported as non-Hodgkin
lymphoma of large B cells and the
cytology of the peritoneal fluid showed
atypical lymphocytes. The patient
began chemotherapy and remained on
PD without further dialysis incidents.

The presence of abdominal pain
associated with cloudy peritoneal fluid
in a PD patient is generally associated
with peritonitis. For the diagnosis
of bacterial peritonitis, at least two
of the following three conditions
are required: abdominal pain alone
or accompanied by other abdominal
symptoms, peritoneal fluid with more
than 100 leukocytes/ul, with more than
50% being polymorphonuclear, and
the culture or Gram stain showing the
existence of micro-organisms'.

It is difficult to distinguish between
a peritoneal infection with a negative
culture and non-infectious peritoneal
inflammation  (sterile  peritonitis).
A negative peritoneal culture is
generally due to technical failures in

Nefrologia 2014;34(5):675-92

the processing of samples, and as such,
management is complicated given that
there is infectious peritonitis without
bacterial growth in the culture. It is
advised to revise the culture technique
when the latter is negative in more than
20% of occasions and ask the patient
about previous use of antibiotics®. To
achieve a quick diagnosis in cases
of sterile peritonitis, the Spanish PD
guidelines give a general outline,
taking into account the presence or
absence of cells in the peritoneal fluid
and the type of cells. An increase in
polymorphonuclear cells may be due
to inflammation of the viscera within
or around the peritoneum, medication
or peritoneal fluid that is contaminated
by endotoxins. If eosinophils increase,
we must suspect an allergic reaction to
the dialysis material, medication and
peritoneal irritation due to retrograde
blood or after peritonitis due to
fungi and parasites. An increase in
mononuclear cells may be associated
with icodextrin or infection due to
mycobacteria or fungi. If there are also
red blood cells, the following must
be considered: ovulation, retrograde
menstruation, ovarian cyst rupture,
hypertonic solution, peritoneal
adhesions, physical exercise and
catheter-induced trauma. When there
is a high number of mononuclear and
malignant cells, we must consider
lymphoma or peritoneal metastases.
However, an absence of cells may
be due to an increase in fibrin or
triglycerides™*.

The literature reports some cases of
suspected peritonitis in PD associated
with tumour processes, amongst them
a patient with recurrent renal cell
carcinoma diagnosed in the peritoneal
fluid cytology®. Another patient had
sterile peritonitis with a history of
lymphoma diagnosed ten years earlier.
The peritoneal fluid cytology allowed
atypical lymphocytes to be observed
and, as in our case, despite peritoneal
invasion, the patient continued with the
PD technique®.

In conclusion, we must highlight that
in the differential diagnosis of sterile
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peritonitis, we must not forget the
potential existence of a neoplastic
process.
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