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Abstract 
 

Cerebral venous sinus thrombosis is a rare condition that sould be considered in indivudials with 
persistant and intractable headache. A 62 year-old male was admitted with a complaint of headache 
after 3 days of fasting. Neurological examination was normal except bilatetal Grade IV papiledama. 
Magnetic resonance venography revealed thrombosis of sagittal, transverse and sigmoid sinuses. In 
conclusion; dehydration due to fasting has an important factor especially polycytemic patients to 
develop cerebral venous thrombosis. 
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Oruç Sonrası Gelişen Serebral Venöz Sinüs Trombozu: Olgu Sunumu 
 

Özet 
 

Serebral venöz sinus trombozu, nadir rastlanan süregen ve tedaviye dirançli başağrılarında ayırıcı 
tanıda düşünülmesi gereken bir durumdur. 62 yaşında erkek hasta 3 günlük oruç sonrası başağrısı 
şikayeti ile başvurmuş, nörolojik muayenesinde bilateral Grade IV papilödem dışında bir muayene 
bulgusu saptanmamıştır. Hastanın yapılan Magnetik rezonans venografisinde sagital ve transvers 
sinüslerin tromboz ile tıkalı olduğu görülmüştür. Sonuç olarak; oruca bağlı dehidratasyon özellikle 
polisitemisi olan hastalarda serebral venöz tromboz gelişmesi açısından önem taşımaktadır. 
 

Anahtar Kelimeler: Serebral venöz sinüs trombozu, oruç 
 
INTRODUCTION 
 

Cerebral venous thrombosis (CVT) is a 
rare and potentially fatal condition. 
Common etiologies include 
hypercoagulable diseases, dehydration, low 
flow states, adjacent infectious processes, 
malignancies, systemic diseases, oral 
contraceptives, hormonal replacement 
therapy, pregnancy and puerperium. The 
most common presenting symptoms 
include headache, seizure, nausea, focal 
neurological deficit and coma (1). 
 

The following case demostrates a severe 
venous sinus thrombosis due to 
dehydration. 
 

CASE PRESENTATION 
 

We describe a patient with marantic 
cerebral venous thrombosis. This’s a rare 
condition caused by increased blood 
viscosity secondary to malnutrition and 

dehydration. A 62 years-old male patient 
admitted to the hospital with headache 
after 3 days of fasting.The headache started 
from the neck, expanded through the 
occipital region and partially diminished 
with non-steroid antiinflammatuary agents. 
Within 10 days the headache worsened, 
nausea and vomitting accompanied. His 
physical examination was normal. Bilateral 
Grade 4 papiledama was the only finding 
in neurological examination. Laboratory 
findings were as follows; Hb:17.7 g/dl, 
Hct:52 %, MCV:81.8 fL, WBC:9600/ ìl , 
PLT:190000/ìL, LDH:642 u/L, with 
normal biochemical values. Cranial 
Computerized Tomography didn’t show 
any pathology. Cranial Magnetic 
Resonance Venograpy (MRV) showed 
blood flow loss due to thrombus in 
transvers, sigmoid and sagittal sinuses. 
Thrombus extended through straight sinus. 
There was no flow except deep venous 
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sinuses ( see Figure 1). We applied lomber 
punction (LP) to monitor intracranial 
pressure. Cerebrospinal Fluid (CSF) was 
acellular with opening pressure 450 
mmH2O, closing pressure 165 mmH2O, 
CSF protein was 39 mg/dl, CSF glucose 
was 67 mg/dl while blood glucose was 103 
mg/dl at the meantime. ANA and anti-
DNA results were negative. ACA IgM, 
ACA IgG, CRP, fibrinogen, homocystein, 
protein C, protein S values, thyroid 
function and lipid profile tests were in 
normal ranges. Anti-Hbs antibodies were 
pozitif while other serologic markers were 
negative. Factor V Leiden mutation, 
Prothrombin II mutation, Metyl Tetra 
Hydro Folat Reductase (MTHPR) mutation 
were negative and there were no Bcr-Abl 
gene products. The patient was diagnosed 
as marantic CVT. Despite hydration and 5 
units of phlebothomia Hb remained 
17.7g/dl. He was consultated by 
haemotology and blood marrow aspiration 
biopsy was applied. The biopsy result was 
normocellular and showed no clues of 
chronical myeloproliferative disease. 
Multipl LPs were done to reduce 
intracranial pressure. Heparin infusion was 
started to provide recanalisation. 
Acetazolamide was added to decrease 
intracranial pressure. After 14th day of 
heparin infusion, no recanalisation was 

detected. Infusion was stopped and oral 
warfarin treatment was started, planning to 
keep INR between 2.0-3.0. The last LP 
showed 170 mmH2O opening pressure. 
The patient was externated with Grade I 
papilledema. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 
 
 

Table 1: Conditions that increase blood viscosity. 
 

1) Dehydration 

2) Polycythaemia vera 

3) Thrombocytosis 

4) Antithrombin III deficiency 

5) Protein C or Protein S deficiency 

6) Pregnancy 

7) Puerperium 

Figure 1: Axial MPI of cranial MR venography
shows no flow in all venous sinuses (superior
sagital, transvers and sigmoid sinuses) consisted
with venous sinus thrombosis. The original
locations of the sinuses have been shown by
different arrows. Arrow: Superior sagital sinus;
Open arrow: Transvers sinus; Oval
arrow:Sigmoid sinus 
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DISCUSSION 
 

Cerebral venous thrombosis CVT is a rare 
cause of stroke (2-4). The estimated annual 
incidence is 3 to 4 cases per million 
population and up to 7 cases per million 
among children (5). Many etiological 
factors can be responsible for this clinical 
situation (6). It can occur in conditions that 
increase blood viscosity (See Table 1)(7-12). 
Polycythaemia and dehydration are among 
these conditions and may cause marantic 
CVT. 
 

Cerebral venous thrombosis has various 
clinical and radiological manifestations (13). 
It can be diagnosed in its early phase by 
MR and MR angiography (2,3,8,14-15). Time-
of-flight (TOF) MRV is often used to 
examine the intracranial dural sinuses (3). 
 

Treatment options are systemically 
delivered anticoagulation therapy , 
chemical (tPA) or mechanical 
thrombolysis (16). Targeted endovascular 
delivery of thrombolytic agents may be a 
choice, but it carries an increased risk of 
hemorrhage (16). When, neurological 
deterioration occurs in sigmoideus and/or 
transversus dural sinus thrombosis with 
unilateral edema, despite adequate 
anticoagulation therapy, a decompressive 
craniectomy should be considered 
especially in young patients(4). 
 

In our patient the only etiological factor 
was dehydration after 3 days of fasting. 
The patient was already polycythaemic and 
fasting probably increased blood viscosity. 
In Moslem countries fasting is a kind of 
religious exercise. Individuals and doctors 
should be aware about dehydration, 
electrolyte imbalance while fasting. 
Especially polycythaemic individulas are 
at risk and should be warned by doctors. 
 
Correspondence to 
Özgür Bilgin 
E-mail: ozgurbilgin1@yahoo.com 
 
 
 
 

Received by: Semtember 03 2006 
Revised by: October 09 2006 
Accepted : October 17 2006 
 
The Online  Journal of Neurological 
Sciences (Turkish)  1984-2005 
This e-journal is run by Ege University 
Faculty of Medicine,  
Dept. of Neurological Surgery, Bornova,  
Izmir-35100TR 
as part of the Ege Neurological Surgery 
World Wide Web service. 
Comments and feedback: 
E-mail: editor@jns.dergisi.org 
URL: http://www.jns.dergisi.org 
Journal of Neurological Sciences (Turkish) 
Abbr: J. Neurol. Sci.[Turk] 
ISSNe 1302-1664 
 
REFERENCES 
 

1. Lemke DM, Hacein-Bey L. Cerebral venous sinus 
thrombosis. J Neurosci Nurs 2005; 37: 258-64.  

2. Ferro JM. Cerebral venous thrombosis. 
Neuroradiol. 2002 ; 29:231-9.  

3. Healy F. J, Nichols C. Polycythemia Mimicking 
Venous Sinus Thrombosis. AJN 2002; 23: 1402-3.  

4. Weber J, Spring A. Unilateral decompressive 
craniectomy in left transverse and sigmoid sinus 
thrombosis. Zentralbl Neurochir. 2004; 65: 135-40.  

5. Stam J. Thrombosis of the Cerebral Veins and 
Sinuses. NEJM 2005; 352: 1791-8.  

6. Renowden S. Cerebral venous sinus thrombosis. Eur 
Radiol. 2004 ; 14: 215-26.  

7. Krisnan A., Karnad DR., Limaye U., Siddhath W. 
Cerebral venous and dural sinus thrombosis in 
severe falciparum malaria. Journal of infection 
2004; 48: 86-90.  

8. Gaudino S, Vadala R, Valentini V, Molinari F, Rollo 
M, Tartaglione T. Combined diagnostic and 
therapeutic imaging in the diagnosis of venous sinus 
thrombosis in postpartum patients. Rays. 2003; 
28:174-56.  

9. Melamed E, Rachmilewitz EA, Reches A, Lavy S. 
Aseptic cavernous sinus thrombosis after internal 
carotid arterial occlusion in polycythaemia vera. 
JNNP.1976; 39: 320-4.  

10. Nazziola E, Elkind MS. Dural sinus thrombosis 
presenting three months postpartum. Ann Emerg 
Med. 2003; 42: 592-5.  

11. Sussman J, Leach M, Greaves M, Malia R, David-
Jones GA. Potentially prothrombotic abnormalities 
of coagulation in benign intracranial hypertension. 
JNNP.1997 ; 62: 229-33.  

12. Enevoldson T.P, Russel RW. Cerebral venous 
thrombosis. New causes for an old syndrome? Q J 
Med 1990;77: 1255-75  

 
 
 
 

82



J.Neurol.Sci.[Turk] 

  

13. Chang R, Friedman DP. Isolated cortical venous 
thrombosis presenting as subarachnoid hemorrhage 
: a report of three cases. AJNR AM J Neuroradiol. 
2004; 25: 1676-9.  

14. Friese S, Muller- Hansen I, Schoning M, Nowak- 
Gottl U, Kuker W. Isolated internal cerebral venous 
thombosis in a neonate with increased lipoprotein 
(a) level: diagnostic and therapeutic considerations. 
Neuropediatrics. 2003; 34: 36-9.  

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

15. Satoh H, Kumano K, Ogami R, Nishi T, Onda J, 
Nishimura S, Kurisu K. Sigmoid sinus thrombosis 
after mild closed head injury in an infant: diagnosed 
by magnetic resonance imaging in the acute phase- 
case report. Neurol Med Chir. 2000; 40: 361-5.  

16. Fernandes A, Ribeiro C, Marques C, Reis J. Venous 
cerebral thrombosis. Mechanical and chemical 
thrombolysis. Acta Med Port. 2003; 1:213-5. 

83


