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cyst operation, haematogenous seed-

ing occurred following rupture, with

the formation of a pelvic cyst, which

quietly grew over the years.

The detection of Echinococcus granu-

losus circulating antigens in serum is

less sensitive than the detection of an-

tibodies, which is the diagnostic

method of choice.8 A negative serolog-

ical test does not rule out echinococco-

sis, as occurred in our case. There are

currently no serologic tests with sensi-

tivity and specificity of 100%,8 so its

result must always be compared with

the radiological findings.

Chemotherapy with albendazole or

mebendazole is recommended before

and after surgery,9-11 since it reduces the

risk of peritoneal seeding and decreases

cystic tension for easier removal. We

conducted preoperative treatment for 2

months with albendazole and a further 4

months after surgery.

We bring attention to this case since a

detailed history and a high rate of sus-

picion, particularly in patients from

endemic areas, help to establish the di-

agnosis of pelvic hydatidosis.
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To the Editor:

Renal transplantation in patients with

sickle cell anaemia has been performed

successfully in recent decades;1,2 howev-

er, complications due to vaso-occlusive

phenomena are common and may lead to

graft loss.3 The presence of procoagulant

properties in patients with sickle cell

anaemia is well known and this results in

a prothrombotic state, a risk factor for

kidney graft survival, in which thrombo-

sis accounts for 2%-7% graft loss.

There are some alternative treatments for

preventing these thrombotic phenomena.

One is to maintain haemoglobin A (HbA)

levels close to 85%-90% of the total, pre-

oxygenation with FiO
2

at 40% for 48

hours after transplantation and avoiding

periods of dehydration, hypoxia and aci-

dosis.1,4

In this article, we report the case of a pa-

tient with a history of sickle cell anaemia

who, following renal transplantation,

presented vaso-occlusive crisis and acute

humoural rejection of the graft and was

successfully treated with exchange trans-

fusion and plasmapheresis.

CASE REPORT
A 37-year-old black female with a his-

tory of sickle cell anaemia and end-

Figure 1. MRI

Pelvic hydatid cyst and secondary

bilateral hydronephrosis are observed.
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African American origin,5 with an

incidence of about 10%. It is caused

by the replacement of valine by

glutamic acid at position 6 of the

beta chain in haemoglobin.6

Kidney graft losses in patients with

sickle cell anaemia were observed as

early as 2-6 weeks after transplanta-

tion. One study found that 35% of

these patients had graft loss, of

which 45% was secondary to rejec-

tion, 10% due to sickle cell crisis and

45% due to death.1 In other large se-

ries a one-year survival rate of 67%7

is reported, which suggests that

stage chronic kidney failure, on

haemodialysis for 6 years. She previ-

ously presented several episodes of

sickle cell crises requiring multiple

transfusions. In November 2010, she

received a kidney transplant from a de-

ceased donor, sharing a DR and an A,

with a cold ischaemia time of 15 hours.

Induction with alemtuzumab and

methylprednisolone boluses was per-

formed. During the intraoperative peri-

od, the patient showed low blood pres-

sure, and required dopamine. The

kidney graft perfusion was slow, with

recovery during surgery. Postoperative-

ly, the patient became anuric with an in-

crease in nitrogen (Figure 1) and meta-

bolic acidosis. Peripheral blood smear

reported hypochromia, anisocytosis,

microcytosis, target cells and high den-

sity lipoproteins 677, leukocytes 17

800, neutrophils 90%, lymphocytes

8%, haemoglobin 7.1, haematocrit

21%, platelets 179 000, corrected retic-

ulocytes 5.2%. A Doppler of the graft

reported good vascular perfusion but

high resistance indexes. Vaso-occlusive

crisis of the graft was suspected and

management began with transfusions,

hydroxyurea and haemodialysis. On the

fifth day, biopsy was performed on the

kidney graft (Figure 2); the major find-

ings observed were infarction areas in

peritubular capillaries with presence of

neutrophils and erythrocyte entrap-

ment, some with sickle cell aspect and

C4d positive in 100% of the peritubular

capillaries. With these findings, a diag-

nosis of acute humoural rejection and

graft sickle cell crisis was made; treat-

ment was performed with pulses of

methylprednisolone, plasmapheresis,

tacrolimus, mycophenolate and ex-

change transfusion, the latter as sickle

cell crisis management. Ten days after

transplantation, improvement in renal

function was observed and renal re-

placement therapy was suspended. The

last creatinine control, four months lat-

er, was of 1.3mg/dl.

DISCUSSION
Sickle cell anaemia is a

haemoglobinopathy that is

commonly found in patients of

vaso-occlusive crises and/or throm-

bosis may also be responsible for

kidney graft losses.1

In renal transplanted patients with a his-

tory of sickle cell anaemia, kidney graft

is susceptible to develop polymerisa-

tion of HbS and morphological alter-

ation of erythrocytes.1 The pathogene-

sis of vascular occlusion is complex

and multifactorial, the main associated

factors being hypoxia, acidosis and low

flow occurring in the peritransplant pe-

riod; this initiates the activation of the

endothelium with release of vasoactive

products, increased leukocyte adhesion

Figure 1. Creatinine values over time after renal transplant and days in which

plasmapheresis (days 13, 15, 17, 19, 21), haemodialysis (days 0, 2, 4, 6, 7, 8, 11,

16) and exchange transfusion (day 9) were received.

Figure 2. Renal biopsy study.

Left: Masson's trichrome stain. The characteristics of erythrocytes are clearly observed

in areas of recent haemorrhage and ischaemia. Right: methenamine 20x silver

staining. Note the presence of polymorphonuclear neutrophils in peritubular capillaries

extending to the interstitium. Immunofluorescence studies showed intense reactivity

for C4d in 100% of the peritubular capillaries in ischaemic areas and preserved areas.
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chaemia. In addition, the locating and

treatment of rejection, which is common

in this group of patients, is important in

preventing its loss.
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and higher procoagulant activity, which

leads to an inflammatory response and

vascular occlusion.1

This response typically comes within

hours or days of renal transplantation

and it may be another form of endothe-

lial damage, with rejection being a sec-

ondary complication of said damage,

rather than a primary event1; but there

are reports suggesting that a mild to

moderate rejection may lead to reduced

oxygen levels and therefore an increase

in the malformation of erythrocytes in

renal microcirculation.8

This case report highlights the impor-

tance of vaso-occlusive crisis as a risk

factor for early kidney graft loss in pa-

tients with sickle cell anaemia. In our

population, it is common to find patients

with this component, whether as sickle

cell trait or its full form. For this reason,

good clinical history knowledge in

African-American patients and avoiding

preventable prothrombotic events, such

as periods of prolonged cold ischaemia,

dehydration, hypoxia and acidosis during

renal transplantation could be important

measures for reducing early graft loss.

Once the graft vaso-occlusive crisis oc-

curs, it is necessary to initiate aggressive

treatment in which multiple transfusions

of erythrocytes and exchange transfusion

should be considered to prevent graft is-
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