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So far, more than 60 case reports concerning cerebral sinus 
venous thrombosis (CSVT) in patients with inflammatory 
bowel diseases (IBD) have been published,[1‑4] Systemic 
epidemiological research in the field is very limited[1,2] and 
something in true large scale is lacking from literature. 
The first case reported in 1967[3] and in this issue of the 
journal, Menon et al. describe one more case of a young 
female with IBD who during the course of her disease 
develop CVST.[5] The title of the specific case is “Cerebral 
venous thrombosis in Ulcerative colitis‑ A case report.”

Ulcerative colitis and Crohn’s disease are inflammatory 
bowel diseases that can be complicated by various 
extra‑intestinal manifestations such as thromboembolic 
disease, probably due to transient abnormalities of the 
coagulation system.[1,4,6] Most thrombotic events occur in 
the lower extremities and pelvis, whereas the incidence 
of central nervous system involvement is rare and 
variable.[1,2,4,6]

Cerebral sinus venous thrombosis is by its own rare and 
only 1.6% of total cerebral venous thrombotic events are 
associated with IBD. It is estimated that 1.3% to 6.4% of 
adults with IBD and 3.3% of children with IBD develop 
cerebrovascular complications sometime in the course 
of their disease.[6] It is likely, from our non‑systemic 
search for the needs of this editorial and according to a 
recent literature review, that patients with CSVT and IBD 
comorbidity are significantly younger when compared 
to CSVT patients without IBD.[1]

Still, the mechanisms underlying the venous prothrombotic 
state linked to IBD are obscured. A number of hypotheses 
have been published, and these mechanisms are thought 
to imply combined abnormalities involving: Platelets, 
coagulation, and fibrinolysis, All these previously 

reported predisposing factors seems to be closely linked 
to increased disease activity.[7] Notably, that congenital 
thrombophilic conditions such as factor II and factor V, 
MTHFR and prothrombin gene mutation do not explain 
the increased thrombotic risk in IBD;[8] however, they 
are of major importance to search for in CSVT patients, 
even with IBD, because of the personal and familial 
consequences of their finding and their impact on 
treatment and prognosis.

Administration of anticoagulants in CSVT prevents new 
venous infarcts, pulmonary embolism, and improves 
neurological outcome.[9] Low‑weighted molecular 
heparine (LWMH) is safe and well tolerated for patients 
with ulcerative colitis, but with no additional benefit over 
standard therapy, other than the better compliance.[4] 
Heparin administration is safe, and it was not related with 
an increased incidence of adverse events in patients with 
active ulcerative colitis.[10] As for the risk for intracranial 
bleeding, European Federation of Neurological Societies 
(EFNS) guidelines suggest that patients with CSVT without 
contraindications for anticoagulation should be treated 
subcutaneously with body‑weight adjusted LWMH or 
intravenously with dose‑adjusted unfractioned heparin, 
even in the presence of intracranial hemorrhage.[9,11]

EFNS recommends that oral anticoagulation should be 
initiative and continued for 3 months if CSVT was due 
to a transient risk factor, for 6‑12 months in patients 
with idiopathic CSVT or mild thrombophilic condition 
(heterozygous factor V Leiden mutation, heterozygous 
prothrombin G20210A gene mutation, and elevated 
levels of factor VIII) and infinitively in patients with 
recurrent episodes of CVST or severe thrombophilia 
(anti‑thrombin deficiency, protein C deficiency, protein 
S deficiency, homozygous factor V Leiden mutation, 
homozygous prothrombin G20210A mutation, presence 
of anti‑phospholipid antibodies, and combined 
abnormalities).[9,11] As previously reported, screening for 
coagulopathies has a great impact on the decision and 
the long‑term therapeutic management of cerebral sinus 
venous thrombosis in patients with IBD. Notably that the 
anticoagulation treatment potentially interacts with the 
commonly used treatment in IBD such as: 5‑ aminosalycilic 
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acid, sulfalazine, azathioprine, 6‑mercaptopurine, and 
infliximab. The attending physicians should consider 
optimal therapeutic approach and drug dosages.

Closing, we feel compelled to reinforce L.R. Caplan’s 
editorial comments[12] of the importance to seeing single 
patients that leads to important observations and ideas. 
Case reports generate ideas and research. All of the 
important clinical answers do not lie in large analyzes 
of possibly heterogeneous patients. But, the truth is, 
that we need a large‑scale observational study of the 
incidence and prevalence of CSVT in IBD patients and 
mainly formal research into the basic pathophysiological 
principles: How? When? Why?
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