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Inflammatory bowel disease is associated 
with an increased risk of vascular com-
plications, the most important of which 
is thromboembolism. The propensity of 
patients with IBD to thromboembolic 
events is partly attributed to the existence 
of a hypercoagulable state, especially dur-
ing periods of active disease [1]. Vascular 
complications of Crohn’s disease are quite 
rare in children, and there are only a few 
reports of this association in the litera-
ture. We describe a 7 year old patient who 
was diagnosed with active Crohn’s disease 
after he was diagnosed with thrombosis of 
various cerebral sinuses and pulmonary 
arteries. 

Patient Description
A 7 year old boy was admitted for evalua-
tion of microcytic anemia, headaches and 
fever. His main complaints were fatigue, 
frontal and right periorbital headaches 
with alternating blurred vision, and epi-
sodes of recurrent vomiting accompanied 
occasionally by watery diarrhea. There was 
no history of arthralgia, arthritis or skin 
involvement. Microcytic anemia, which had 
been noted 4 years before admission, did 
not respond to iron supplementation. The 
family history revealed that the patient’s 
mother has an epileptic disorder, his 
father suffers from multiple sclerosis, a 
grandmother had died from intracranial 
bleeding when she was 24 years old, and 
an aunt had unspecified anemia. 

On admission, the patient looked ill 
and pale and was febrile. Blood pressure 
was 95/50 mmHg, heart rate 100/min, and 
oxygen saturation 99%. Ophthalmological 

IBD = inflammatory bowel disease

examination was normal and there were 
no abnormal neurological findings in the 
physical examination. Blood tests revealed 
microcytic anemia and low iron level, 
thrombocytosis and leukocytosis, as well 
as hypoalbuminemia (3.1 g/dl) and normal 
prothrombin time and partial thrombo-
plastin time. C-reactive protein was 110 
mg/L. Urine tests and a chest radiogram 
were normal.

Abdominal ultrasonography showed 
significant thickening of the walls of 
the terminal ileum and proximal colon, 
without hepatosplenomegaly or mesenteric 
lymphadenopathy. Because his headaches 
and eye pain persisted, a repeat ophthal-
mological examination was performed, 
revealing a bilateral nasal elevation of 
the optic nerve head. A contrast enhanced 
brain computed tomography scan demon-
strated extensive sinus vein thrombosis 
which included the sagittal and right 
transverse and sigmoid sinus veins with 
extension to the right internal jugular 
[Figure]. A lumbar puncture showed 
an elevated intracerebral pressure (27 
cmH2O), but the cerebrospinal fluid was 
normal (no cells, 8.3 mg/dl protein, and 
68 mg/dl glucose). Treatment with enoxa-
parin and acetazolamide was initiated. 
Further evaluation included CT scans of 
the chest and the abdomen to rule out 
neoplastic disorder. Chest CT scan showed 
thrombi in the pulmonary trunk, left and 
right main pulmonary arteries and in 
segmental arteries to both lower lobes. 
There were no enlarged lymph nodes or 
masses. Abdominal CT scan showed mural 
thickening of the terminal ileum with 
proximal ileal dilatation and mesenteric 
vessel congestion. There was blurring of 

the fat around the ascending colon and 
its wall was thickened. A few mesenteric 
lymph nodes were slightly enlarged in the 
right lower quadrant of the abdomen.

As the patient’s clinical condition 
stabilized, colonoscopy was performed. 
Colitis and terminal ileitis with pseudo-
polyps were observed. Treatment with 
intravenous corticosteroids was initiated, 
and after 24 hours the child was free 
of headaches and his body temperature 
returned to normal. The histopathological 
findings from the biopsies that were taken 
by colonoscopy confirmed the diagnosis 
of Crohn’s disease. Thrombophilia screen-
ing essays showed that the patient was 
homozygous for the MTHFR mutation and 
heterozygous for the prothrombin muta-
tion. Screening was normal for protein S, 
protein C activity, antithrombin III activity, 
lupus anticoagulant and factor V Leiden. 
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Contrast-enhanced CT of the head, demon-
strating thrombus in the jugular vein 
(arrowhead) and in the sigmoid sinus 
(arrow)

Case Communications



621  •  Vol 9  •  August 2007 Cerebral Vein Thrombosis in a Child with CD

Comment
Thromboembolism is a recognized disease-
specific extra-intestinal manifestation of 
inflammatory bowel disease [2]. The most 
common events are deep vein thrombosis 
of the leg and pulmonary embolism [2]. 
It has been suggested that disease activ-
ity and the extent of colonic localization 
are correlated with the risk of developing 
thromboembolism [2,3]. Both fibrinolysis 
and coagulation are activated in IBD, 
especially during active disease. A recent 
study investigating the role of prothrom-
bin gene mutations in the occurrence of 
thrombosis in IBD patients revealed that 
it is mostly acquired risk factors that play 
a role in thromboembolic events in IBD 
patients, particularly during active phases 
of the disease [3], while inherited risk 
factors are found less frequently. Reports 
of thromboembolism in pediatric IBD 
are rare, and most of them occurred in 
older children with ulcerative colitis [4]. In 
children, as in adults with IBD, a genetic 
predisposition to hypercoagulability does 
not appear to correlate with the occur-

rence of thromboembolic events. Our 
patient demonstrated both an acquired 
and genetic predisposition for throm-
bophilia. Although Crohn’s disease was 
diagnosed immediately after the diagnosis 
of cerebral sinus vein thrombosis (on the 
same admission), the patient’s intestinal 
disease had already been active for at 
least several months. The presence of a 
genetic hypercoagulability is in itself not 
considered a prominent risk factor for 
thrombosis in IBD patients in comparison 
to a non-IBD population with these muta-
tions [5]. Nevertheless, our patient was 
most probably predisposed to thrombotic 
complications by the combination of his 
genetic susceptibility together with the 
active bowel disease. Pediatricians should 
be aware of these serious complications 
even in young children with Crohn’s 
disease and central nervous system 
manifestations. 
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After infecting a cell, human immunodeficiency virus (HIV) 
integrates as a provirus into the DNA of the host. Some 
therapeutic approaches have been aimed at preventing this 
step, but most have focused on blocking cell entry by the 
virus. Sarkar and co-workers describe the lab-based evolution 
of a specific recombinase protein that can recognize retro-
viral target sequences and efficiently excise integrated HIV 

provirus from the genome of infected cells. Although such 
an approach is still a long way from practical application 
in treating HIV, this study offers a proof of principle that 
excision of integrated virus is possible on a genome-wide 
scale, and may also be useful in other applications.
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HIV – get out!

Our genomes contain endogenous retroviruses that can be 
regarded as an archaeological record of past infections. 
Kaiser et al. undertook a genetic excavation to explore 
why chimpanzee and gorilla genomes, but not those of 
humans, contain hundreds of copies of a particular en-
dogenous retrovirus. They revived the virus’s core protein 
from the chimp genome and found that infection of cells 
with chimeric viruses containing this protein could be 

inhibited by the human antiviral factor, TRIM5. However, 
the same protein had relatively poor activity against hu-
man immunodeficiency virus type 1 (HIV-1), contrasting 
with the efficiency primate TRIM5 against both viruses. It 
seems that by acquiring resistance to one ancient virus, 
humans became more susceptible to HIV-1.
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Resurrecting infections past
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