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Methods: We present a case of a child with a history of ulcerative
colitis complicated with Cerebral venous thrombosis, and through the
search engine ‘Pubmed’ we performed literature review to select simi-
lar cases in Pediatric population.

Results: In our case, Cerebral Venous Thrombosis was revealed by
intense sharp headache just few days after a severe relapse under high
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prothrombotic state secondary to systemic inflammation. Undergoing
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ported the association with enlarged cerebral thrombosis.

Conclusion: Inflammatory Bowel Disease patients are associated
with higher risk of thromboembolic complications. Early recognition
and onset of the appropriate treatment prevent progression and com-
plications which may be lethal.
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Introduction

Cerebral venous thrombosis is a rare but a life threatening
complication of inflammatory Bowel disease notably in ulcer-
ative colitis.

Patients could suffer of this complication during or after a
relapse of the disease, either under adjusted treatment or with-
out any medications, the pathogenesis underlying its incidence
remains enigmatic, therefore primary prevention is a laborious
task for the physicians. Clinical manifestations of CVT are vari-
able and include headaches, vomiting, focal neurologic deficit,
and decreased level of consciousness. Here, we describe the
atypical clinical presentation and treatment of a young man
with CVT associated with UC.

Case report

A 16 year-old teenager born from a non-consanguineous
marriage had a family history of type 1 diabetes in the sister.
He had no significant antenatal or perinatal history. Psychomo-
tor development was normal. He had no particular health com-
plaints until 2020. At the age of 15, he started suffering from
prolonged bloody stools. After biological and endoscopic explo-
rations and based on the findings of intestinal tissue biopsy, the
diagnosis of ulcerative colitis was made on January 2021 and
the patient was put under an anti inflammatory combination
of oral and rectal suppository treatment. The clinical remission
was short and the patient was admitted in gastro-intestinal de-
partment on February 2021 for a severe relapse. The evolution
was favorable under intravenous corticosteroids intake. The pa-
tient was discharged 3 weeks later with a medical prescription
of oral high doses of steroids and oral sulfasalazine.

One week later, he was referred to the neurological emer-
gency department for acute severe and sharp headache that
started 3 days ago. Headache was constructive, localized on the
left hemicranial side, and preventing the sleep, with no respond
to paracetamol intake. He had no blurred vision or vomiting.

The neurological examination showed no abnormalities. A
cerebral Magnetic Resonance Imaging (MRI) and Magnetic Res-
onance Angiography (MRA) were performed and showed an ex-
tended thrombosis of the right sigmoid and transverse sinuses
reaching the internal jugular vein complicated with a cerebral
infarction of the right temporoparietal lobes with hemorrhage
(Figure 1).
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Figure 1: Axial T2 weighted MRI sequencing showing intracerebral

hemorrhage in the right temporoparietal lobes.

o %

Laboratory findings showed: An elevated white blood cells
count at 20,000/mm?3 (Normal Range (NR): 4.000-10.000/mm?3),
a hypochromic Anemia at 7 g/dl (NR: 12.5-17.5 g/dl), a normal
platelets rate, CRP was normal, liver and renal function were
within normal limits.

He was admitted in pediatric neurological department. The
patient had prothrombotic assessment for antithrombin lII,
protein S, protein C deficiencies and anti phospholipid antibody
syndrome were normal, plasma homocysteine level was nor-
mal.

Anticoagulation treatment was initiated with intravenous
unfractionated heparin infusion, and oral acenocoumarol was
introduced 5 days after reaching an activated Partial thrombo-
plastin time of 70 seconds.

During hospitalization, the evolution was favorable, the pa-
tient didn’t develop any new symptoms and headache gradually
improved.

He was discharged 2 Weeks later after a total recovery with
an oral anticoagulation treatment based on acenocoumarol
one tablet three times daily with an INR in the therapeutic
range.

Discussion

Inflammatory Bowel Disease (IBD) has intestinal and extra in-
testinal manifestations which can affect central nervous system.
In fact, IBD patients are at a 2 to 3 -fold higher risk of develop-
ing a Venous Thromboembolism (VTE) compared to the general
population [1].

A precise incidence is not yet well described, but CVT seems
to be more common in ulcerative colitis than in Crohn’s disease

[2].

The presence of headache or acute worsening of neurologi-
cal status in a patient with IBD should alert clinicians about the
possibility of CVT.

Only ten pediatric cases of CVT in ulcerative colitis patients
were described in literature all summarized in Table 1.

In our case, cerebral venous thrombosis was revealed by in-
tense isolated headache and consistent with the findings in the
reviewed pediatric cases (Table 1). Indeed, based on the Inter-
national classification of headache disorders 3rd edition, in CVT
headache is by far the most frequent symptom and has no spe-
cific characteristics but most often, is diffuse and severe [3,4].

The pathogenesis of CVT relies on interrelated Factors. IBD is
known to cause an effective systemic inflammation considered
as a prothrombotic state [5] which is in its highest level during
relapses explaining the short delay between relapse and clinical
manifestation in the case we report. Aside from inflammation,
other factors such as anemia, thrombophilia and corticoids in-
take are incriminated.

Screening for prothrombotic conditions is systematic consid-
ering its possible association with IBD and its contribution in
determining the duration of oral anticoagulation.

Radiological findings revealed that the involvement of mul-
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Figure 2: Venous MRA with contrast showing occlusion of the right

| transverse sinus and the internal jugular vein. )
N

tiple sinuses and extensive venous clot were more associated
with hemorrhagic infarction than those with nonhemorrhagic
lesions (Table 1). Patients with haemorrhagic infarction usually
have more disability after 3 months of evolution compared to
those with non haemorrhagic lesions [6], luckily our patient
only suffered from headache which improved rapidly after the
onset of treatment.

The prothrombotic state in CVT is thought to explain the en-
larged thrombosis [6], explaining the cerebral MRI results found
in our patient with the clot reaching the internal jugular vein.
(Figure 2).

In IBD, the underwent therapy interferes with the pathogen-
esis of CVT. Indeed, Corticosteroids as previously mentioned
may induce a hypercoagulability state by activating the coagu-
lation Factors FVII, VIII and XI and by blocking the anticoagula-
tion mechanisms [7]. This adverse effect is described especially
with high doses [8] which was the case of our patient. On the
other hand, Aminosalicyclates such as Sulfasalazine may inhibit
spontaneous and thrombin-induced platelet activation which
has been thought to reduce VTE risks [9].

The current practice in the treatment of CVT in patient with
IBD is similar to patients without IBD, but the duration may dif-
fer depending on the results of etiological investigation [7].

The screening of an associated prothrombotic disease was
negative in our patient.

Our case represents an unusual complication of ulcerative
colitis. Indeed, IBD is recognized as a risk factor for VTE. The un-
derlying mechanisms are Interrelated but not well-elucidated.
Acute onset of Neurological symptoms in IBD patients, should
alarm clinicians to consider TVC diagnosis and start an early
treatment minimizing complications that may be lethal.
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