letters to the editor

preferred vascular access because it is
associated to lower risks and complica-
tions (15% of mechanical, infectious or
thrombotic complications). The most
frequent mechanical complications are
arterial puncture and secondary hema-
toma. By contrast, hemothorax and
pneumothorax incidence is lower than
0,0.2% and it happens immediately
after the puncture.’

We present a 72 year-old woman
with a history of high blood pressure
and CRF secondary to nephroangios-
clerosis in on hemodialysis since
2000. The patient had a permanent cat-
heter in within the right jugular vein,
which was placed 5 years ago. The
catheter was non-functioning, permea-
tion was not possible with the use of
urokinase and the catheter had to be
removed. Due to the lack of an internal
vascular accesses, a temporary cathe-
ter, which was shorter than usual (16
cm instead of 19 cm), was placed in
the left jugular vein. An X-ray film
confirmed that the catheter was appro-
priately placed. Nineteen days later it
was removed because it did not work
properly and was changed by means of
a metal wire (16 cm). No radiological
control was made. During the follo-
wing hemodialysis sessions the cathe-
ter flow was always lower than 200
mL/min, and the catheter was repea-
tedly manipulated.

The patient came 29 days later to he-
modialysis referring dyspnea and pain
in on her right scapula. At the begin-
ning of the session clear fluid was ob-
tained through the arterial branch and
hematic fluid through the venous
branch. A chest X-ray film was made
(fig. 1), which showed right pleural ef-
fusion. Dialysis was performed without
heparin through a right femoral access.
Fifteen minutes after the end of hemo-
dialysis the patient referred sudden
right chest pain and dyspnea and she
suffered cardiopulmonary arrest. On
physical exam right pulmonary hypo-
ventilation was evident. A decrease of
hemoglobin value was detected on
blood analysis, and the right pulmonary
field was opaque on chest X-ray. The
diagnosis of massive hemothorax was
suspected, a drain tube was placed and
resuscitation maneuvers were initiated.
The patient was referred to the ICU,
where she spent 72 hours and after that
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Figure 1. Chest X-ray showing right pleural
effusion due to impaction of the left jugular
catheter within the pleural space.

she was admitted to our Department
with no consequences.

Internal jugular vein catheterization
is not free from complications. Massive
hemothorax is not frequent, occurs im-
mediately after the puncture and com-
monly after catheterization of the sub-
clavian vein. In the reported case,
hemothorax happened 29 days after
catheterization of the vascular access.
That was due to the removal of the left
jugular catheter, that was occluding a
fistula created by the impact of the cat-
heter.

Several facts were determinants for
perforation into the interpleural space:*
canalization of the left jugular vein ins-
tead the right one (that was occupied by
a permanent catheter, which had to be
removed), the replacement by a short
catheter (16 cm) and the various mani-
pulations of the catheter because of the
low flow. Massive hemothorax was the
consequence of the catheter removal,
and perhaps this procedure should have
been done with some precautions (re-
moval in the ICU).

The widespread use of catheters for
hemodialysis in patients with difficult
vascular accesses increases the mor-
bimortality. It is mandatory the refe-
rral of the patient to the nephrology
department, and the cooperation of
vascular surgeons and radiologists to
achieve appropriate vascular acces-
ses.

A radiological control should be
made after catheterization and replace-
ment of the catheter to assess the co-
rrect position and the lack of complica-
tions, although some authors do not
agree with this measure.*

In summary, when placing temporary
catheters the appropriate length, the co-
rrect position after placement and re-
placement should be considered, and
manipulations should be avoided.
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Renal failure secondary
to lymphoplasmocytic
lymphoma-
Waldenstrom’s
macroglobulinemia
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To the editor: Waldenstrém’s macro-
globulinemia (WM) is a lymphoprolife-
rative disease characterized by the se-
cretion of an IgM type monoclonal
immunoglobulin. It occurs in patients
with ymphoplasmocytic lymphoma and
also in patients with other small B cell
lymphomas. Typically, there is a lymp-
hoplasmocytic infiltration of the bone
marrow, lymph nodes, spleen, and oc-
casionally of other tissues and organs
like the kidney. Whether lymphoplas-
mocytic lymphoma and WM are the
same condition is subject to contro-
versy."?

Renal disease is basically due to IgM
depositions in glomerular basal mem-
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brane and renal infiltration with lymp-
hocytes or plasmacytoid cells.® Despite
this, renal failure is infrequent.

We present a 74 year-old male who
was admitted to the Nephrology De-
partment with a diagnosis of exacerba-
ted chronic renal failure that required
emergency hemodialysis. He went to
the Hospital because of malaise, asthe-
nia, diarrhea and nausea in the last five
months. He had been evaluated at the
Gastroenterology Department for 3
months and the creatinine value was 2
mg/dL. On physical exam he was pale,
had cardiac arrhythmia, basal pulmo-
nary hypoventilation, jugular ingurgi-
tation, hepatomegaly, and edemas in
both legs. In blood analysis anemia,
thrombocytopenia, nitrogen retention
(Creatinine 13 mg/dL) and metabolic
acidosis were detected. ESR, IgM
gammaglobulin and Kappa chains va-
lues were also elevated. A «rouleaux»
phenomenon was seen. In urine there
was no excretion of light chains. Bone
marrow aspirate and biopsy disclosed
infiltration of lymphocytes with plas-
macytoid differentiation. The immu-
nological study by means of flow cy-
tometry  was  compatible  with
lymphoplasmocytic lymphoma. Renal
biopsy showed: 22 histologically nor-
mal glomeruli and 3 sclerosed glome-
ruli. There was infiltration of the in-
terstitium with small size atypical
lymphocytes, plasmacytoid lymphocy-
tes and plasma cells, which markedly
widened the renal interstitium (fig. 1).
By immunohistochemistry malignant
cells were found to be positive for
anti-CD20 and anti-CD3 anti-sera.

The etiology of WM is unknown
but somatic mutations and chromoso-

Figure 1.
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mal abnormalities of malignant B cell
are present. Surface antigens expres-
sed in atypical lymphocyte are mainly
CD19, CD20, CD24 and light chain
kappa.* The clinical picture is similar
to other malignant conditions with ge-
neral syndrome, night sweating, fever,
together with symptoms derived from
organ involvement due to tumoral infil-
tration, IgM or amyloid protein deposi-
tion or hyperviscosity syndrome."*?
The following renal manifestations
have been described: glomeruloneph-
ritis, due to IgM or cryoglobulins de-
positions and nephrotic syndrome,
commonly secondary to amyloidosis
or to IgM thrombi within the glome-
rular capillaries.®’

In the reported case, the patient pre-
sented with general and digestive
symptoms, and renal failure without
proteinuria, which prompted the deci-
sion to perform a renal biopsy. The pat-
hological examination of the sample re-
vealed interstitial renal infiltration with
lymphoplasmocytic lymphoma with no
IgM depositions.

We consider that this case is interes-
ting because of the presence of renal
failure, which is infrequent in this con-
dition, and also because of the lack of
proteinuria, probably due to lymphocy-
tic infiltration of the interstitium that
did not affect the glomeruli.

The patient initiated chemotherapy
with chlorambucil and prednisone and
he was maintained in on chronic hemo-
dialysis until he died nine months after
the diagnosis.
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Intoxication with
Averrhoa carambola in
a patient on chronic
dialysis
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To the editor: Patientsfrequently be-
lieved that natural products are harm-
less and that they have many curative
and regenerative functions. The star
fruit (scientific name Averrhoa caram-
bola; See figure) is a widespread fruit
in several regions of Central America,
South America and above all, in Asia,
where it is thought that the star fruit
comes from. For some years the fruit
is also in the markets of Europe and
the United States, where it is conside-
red an exotic fruit. Renal insufficiency
is an increasingly prevalent medical
condition. In patients with renal insuf-
ficiency star fruit intake has been cau-
sally related with severe neurotoxicity,
that was the cause of death in a few
patients. We present a case seen at our
center.
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