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ABSTRACT

We present the case of a male patient with post
traumatic retroperitoneal fibrosis whose main clinical
expression was low-back pain. Diagnosis was establis-
hed using CAT-scan and MRI, which revealed a large
mass of soft tissue that almost entirely enveloped the
abdominal aorta. Treatment with 40 mg of prednisone
every 24 hours was established. This dose was reduced
gradually, and progressive remission of clinical signs
and symptoms was achieved, with a significant impro-
vement of subsequent imaging-test results. Treatment
was continued for one year. Two and a half years later
the patient remains symptom-free, with no recurrence
of his condition.
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RESUMEN

Se presenta el caso de un paciente varén afecto de
una fibrosis retroperitoneal postraumatica, a cuyo diag-
nostico se llegd a partir de dolor lumbar como sintoma
principal. El diagnoéstico se efectué en base a los estu-
dios mediante CT y RM, los cuales demostraron una
gran masa de tejido de partes blandas que rodeaban
la aorta. El tratamiento consisti6 en dosis de predniso-
na que inicialmente se instauré a 40 mg cada 24 horas,
y posteriormente se fue reduciendo de forma gradual
hasta la remision de los signos y sintomas, y conse-
cuentemente de los estudios de imagen. El tratamiento
con corticoides se mantuvo durante un ano. Dos anos
y medio el paciente esta libre de sintomas sin recidiva
de su proceso.

Palabras clave. Fibrosis retroperitoneal. Lumbalgia.
Trauma. Glucocorticoides.
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INTRODUCTION

Retroperitoneal fibrosis is a fibrotic
inflammatory process involving the pe-
riaortic retroperitoneal tissues, that com-
presses the adjacent, mainly genitourinary,
structures.

Its true prevalence is unknown, but an
estimated 1,3 per 100,000 inhabitants are
affected by it each year. It is more frequent
in males, and usually develops between the
ages of 50 and 60. About two thirds of cases
are idiopathic; in the remaining one third
of the population, the condition is associa-
ted with other pathologies. In its idiopathic
form, the condition is generally called
Ormond’s disease, after one of the authors
by whom it was first described!.

Compression of the retroperitoneal
structures causes non-specific low-back
pain, which allows for diagnosis of the con-
dition?*5. Medullary compression has been
described in exceptional cases, as a result
of expansion of the fibrosis into the epidu-
ral space®.

Although retroperitoneal fibrosis has
classically been described as secondary to
trauma’, an extensive review of the literatu-
re only revealed four cases associated with
severe traumatic episodes, all of which, in
themselves, caused major lesions of the
urological system®!!.

A case of post-traumatic retroperito-
neal fibrosis, diagnosed as a result of atypi-
cal low-back pain, is presented.

CASE REPORT

The case is presented of a 52-year-old male
with no significant medical history who had
been suffering from low-back pain, mainly at
night, for one and a half months previously. The
pain, which prevented him from sleeping, par-
tially responded to anaelgesics and non-steroid
anti-inflammatories. Three weeks before the on-
set of symptoms, the patient had suffered lateral
dorsolumbar trauma on his right side, with ex-
tensive associated bruising. Although the affec-
ted area was painful, no back-pain was initially
present. External signs of bruising were no lon-
ger visible at the time of consultation.

The patient reported slight asthenia and a
weight-loss of 4 kg in the previous month. Clini-
cal examination revealed no abnormal results,
and no neurological deficit was found. Palpation
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of the right paravertebral dorsolumbar region
produced slight pain. X-rays were normal, with
no lesions present.

As clinical signs and symptoms persisted,
full blood tests were performed, revealing no sig-
nificant result other than an ESR of 90.

These tests were followed up with a techne-
tium-scintigraphy scan showing increased up-
take at the level of T11, on the right side, and on
the right kidney (Fig. 1)

Figure 1. Technetium scintigraphy shows an in-
creased level of activity in the region of the right
kidney and over the right side of T11.

Since a vertebral tumour was suspected, a
CAT-scan and a subsequent MRI were perfor-
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med. These revealed hydronephrosis on the
right side, as well as a mass of soft tissue around
the aorta, extending from the renal hilum for 15
cm distally, and slight but consistent gadolinium
uptake (Figs. 2A, 2B). The described findings

A

were compatible with retroperitoneal fibrosis. A
fracture of the head of the eleventh rib was also
found, at the level of the costovertebral joint
(Fig. 3), which would explain the increased scin-
tigraphic uptake in the vertebral region.

Figure 2. A) Contrast CT scan and B) Gadolinium MRI images revealing hydronephrosis of the right
kidney, and a soft-tissue mass that descends from the renal hilum, down the abdominal aorta, to the

bifurcation of the iliac arteries.

Figure 3. CT-scan image showing the fractured
rib at the level of the right side of T11.

Treatment with corticosteroids was begun,
starting with 40 mg/24 hours for six weeks. The
dose was gradually reduced to 10 mg/24 hours,
and then maintained at that level for one year. A
marked improvement of the patient’s clinical sig-
ns and symptoms was noted immediately after
commencing treatment.

Revision CAT-scans showed a significant
reduction of the retroperitoneal mass, and a de-
crease in size of the right kidney (Fig. 4).
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Figure 4. Contrast CT-scan showing the decrease
and disappearance of the periaortic soft-tissue
mass, 2 years after the onset of the symptoms.

Three years later, the patient remains symp-
tom-free.

DISCUSSION

As previously mentioned, the most
frequent cause of retroperitoneal fibrosis
is idiopathic. However, other pathologies
must be ruled out before reaching that diag-

509



A.M. Hidalgo-Ovejero y otros

nosis’.These include certain autoimmune
and rheumatic diseases; perianeurysmal
retroperitoneal fibrosis and inflammatory
abdominal aortic aneurysms'?; medica-
tions including, among others, ergot alka-
loids, tramadol and paracetamol; metas-
tases; sarcoidosis; urological tumours; ra-
diotherapy; intestinal perforation following
abdominal barium-meal examinations!?;
trauma or haematoma; surgical injuries;
and inflammations and infections, of wha-
tever kind, of the retroperitoneal space.

Some authors have recently reported
an association between Peyronie’s disease
and retroperitoneal fibrosis!.

In our case, we believe that the proba-
ble cause of retroperitoneal fibrosis was
our patient’s previous history of trauma
and haematoma.

The fact that the patient was suffering
from intense, predominantly nocturnal
pain, together with the normal x-rays and
an increased uptake at the level of the ver-
tebral region, led us to consider a tumour
as the most probable diagnosis. However,
CAT-scan revealed that the increased up-
take was due to the fractured rib.

Symptoms of retroperitoneal fibrosis
are associated with entrapment and com-
pression of the adjacent urinary structu-
res (ureter, kidney)®, the intestines's, the
vascular structures (aorta, vena cava, iliac
veins)!', and the neurological structures
(compression of the plexus, or even the
medulla)’8. Clinical presentation may the-
refore vary widely, with symptoms ranging
from oligoanuria to high blood pressure®
and neurological or vascular disorders.

The diagnostic imaging is usually done
by CT-scan or MRI, although recently some
originals have been published referring to
the use of 18-F-fluorodeoxyglucose (FDG)
positron emission tomography (PET) for
both the diagnosis® and assessment of the
evolution of the disease?, although its use
is not standardized at present.

Diagnosis is confirmed definitely by
means of a biopsy. However, in some ins-
tances, when the results of the currently
available imaging tests are highly charac-
teristic, biopsy may not be needed. This is
mainly the case when clinical data, test re-
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sults and other examinations all point to an
exclusively idiopathic aetiology, or when it
is believed that the condition is secondary
to a disease that has already been determi-
ned?®.

Some degree of consensus exists as to
the initial treatment of idiopathic cases
with corticosteroids?, although these have
shown no clear evidence of potential be-
nefits?*. New therapies are also emerging,
including the use of immunosuppressors?
or mycophenolate mofetil, which can im-
prove the effect of corticosteroids when
used in combination with the latter®. In
our case, these therapies were used with
good results. Treatment with corticoste-
roids should last for about one year, since
recurrence of the disease is frequent after
discontinuing therapy; long-term results,
however, are generally good®. Although
there are in literature different doses of
corticosteroids, we opted for a relatively
low dose but maintained over time (one
year), assessing the possibility of raising
the dose if the response, was not satisfac-
tory. Progress is controlled by serial as-
sessment of analytical parameters, mainly
the ESR and C-reactive protein values, and
the reduction of the soft-tissue mass is mo-
nitored using CAT-scan, MRI or PET.

Depending on the results of treatment,
and on the degree and extent of compres-
sion, especially in the urological region,
surgical release of the ureters or other in-
volved structures may be necessary, and
can be performed by means of an open
or laparoscopic approach?, or by placing
stents®, with a view to achieving permeabi-
lity of the urinary system.
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