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Portal vein thrombosis in a complicated case of Crohn's
disease
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Summary:
Portal vein thrombosis is a rare complication of ulcerative colitis and is invariably fatal.
This report describes a patient with severe Crohn's disease who underwent elective surgery complicated by
an anastomotic disruption with faecal peritonitis. Following emergency laparotomy he developed left
hypochondrial pain which was a manifestation of splenomegaly consequent upon portal vein thrombosis.
Anticoagulation was successful in preventing further spread of the thrombosis as monitored by colour
Doppler ultrasound. Severe active disease, surgery and sepsis have been recognized as predisposing factors
for thromboembolic complications in inflammatory bowel disease and this patient was exposed to all three.
It is conceivable that portal vein thromboses occur more commonly than suspected and ultrasound
scanning could ascertain the prevalence if performed prospectively.

Introduction

Thromboembolic complications of inflammatory
bowel disease have been recognized and are
associated with a high mortality.' Portal vein
thrombosis is rare but has been described in 6 cases
of chronic ulcerative proctocolitis, 5 of which were
fatal.'3 This report purports to be the first to
record extensive thrombosis of the portal venous
system in a patient with Crohn's disease.
Case report
A 42 year old man suffering with Crohn's disease
was investigated for iron deficiency anaemia.
Twenty-seven years previously a fistula-in-ano had
been laid open, histology revealing non-caseating
granulomata. Since then, he had undergone three
bowel resections which included two jejunal
excisions and a colectomy resulting in a caecorectal anastomosis. His medication included oral
corticosteroids and azathioprine.
Barium studies on this admission demonstrated
two ulcerated small intestinal segments, an
ileocolic stricture and a palpable rectal stricture. At
laparotomy two anastomotic recurrences were
excised and a limited ileo-caecal resection per-
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formed with restoration of continuity by an end-toside anastomosis, all macroscopic disease being
removed. The rectal stricture was dilated.
One week postoperatively, he developed faecal
peritonitis. At laparotomy, the staple line closing
the blind end of the colon was found to have
disrupted. The ileocolic anastomosis was resected
and microscopically showed non-caseating
granulomata. The rectum was oversewn and a
spout ileostomy formed.
Twelve days later he developed left hypochondrial pain and a fever. A subphrenic abscess was
suspected. Investigations showed a leucocytosis
and thrombocytosis (936 x 109/l), a normal
coagulation profile and normal chest radiograph.
Ultrasound revealed mild splenomegaly and extensive thrombosis of the superior mesenteric, splenic
and portal veins. Four days later the venous phase
of a selective superior mesenteric angiogram
confirmed non-occlusive portal, splenic and
superior mesenteric venous thrombosis with the
development of a collateral circulation (Figure 1).
An intravenous infusion of heparin was commenced. The patient's pain and pyrexia subsided
and the ileostomy remained healthy.
The portal venous system was examined every 2
days by a real-time colour Doppler ultrasound
scanner (Acuson 128) which monitored the thrombus and the portal collaterals.
The patient's recovery was further complicated
by a superficial wound abscess 3 weeks later
following the cessation of antibiotics. This necessitated surgical drainage but the incision healed
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Figure 1 The venous phase of the selective superior mesenteric angiogram demonstrating thrombus in the portal
venous system. AC = perfemoral angiogram catheter placed in the origin of the superior mesenteric artery;
LK = pyelogram of left kidney; SI = small intestinal mesenteric arcades; F = flange of spout ileostomy appliance;
PV = portal vein; T = thrombus outlined by contrast in the superior mesenteric vein; C = probable portal vein
collateral.

soundly and he was discharged on warfarin
therapy. Outpatient follow-up has shown complete
resolution ofleft hypochondrial pain, this being his
major symptom of portal vein thrombosis. He was
anticoagulated for 3 months.
Discussion
The prevalence of thrombosis in association with
inflammatory bowel disease varies between 1.2%
and 39% depending on whether clinical or postmortem data are studied.4 The thrombotic tendency
has been attributed to certain risk factors. Talbot et
al. in a retrospective review of 7,199 events
identified three; active disease, surgery and sepsis.'
Possible mechanisms are low antithrombin III and
protein C levels, raised factors V and VIII levels
and thrombocytosis; although these appear not to
be relevant in stable disease.' Our patient was
exposed to all 3 risk factors and had a marked
thrombocytosis but levels of antithrombin III,
protein C, factors V and VIII were normal.
A recent review6 has noted the activation of
blood coagulation in Crohn's disease, with the
desposition of fibrin being a characteristic

pathological feature which correlates with the
activity of the disease. It has been suggested that an
activation of the immune system with induction of
monocyte procoagulant activity is responsible for
both the vasculitic and thrombotic lesions of
Crohn's disease. Indeed, microscopic mesenteric
thrombosis leading to intestinal infarction has been
demonstrated to result in an appearance similar to
Crohn's disease and may be an aetiological factor.7
Furthermore, major arterial thrombosis has also
been described as a manifestation of the onset of
active Crohn's disease.8
Hepatic and portal vein thrombosis have been
recognized as heralding an occult myeloproliferative disorder.9 Tumour necrosis factor (TNF) has
been implicated in the promotion of intravascular
clot formation in both inflammatory and malignant states.'0 More specifically, TNF-alpha has
been demonstrated to be an important mediator of
inflammation in the human gut and is increased in
Crohn's disease;" this may represent another
mechanism predisposing to venous thrombosis.
It is possible that many portal vein thromboses
occur but remain unsuspected and undetected. A
simple prospective study would be useful using
Doppler ultrasound scanning to ascertain the true
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prevalence.
Portal vein thrombosis has a poor prognosis.'
Safe thrombolysis with tissue plasminogen
activator has only been considered possible in
highly selected patients.'2 In view of the evidence, it
now seems appropriate to recommend the administration of prophylactic subcutaneous heparin to
patients with inflammatory bowel disease undergoing surgery, if this policy is not already practised.
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