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Abstract

Cerebral venous thrombosis (SVT) was defined for the first time in 
1875. It is a rare entity that can occur with different clinics. Supe-
rior sagittal sinus is affected most (70-80%), then transverse, sig-
moid, and in a lesser extent, cavernous sinus involvement is seen. 
Cortical and cerebellar veins may also be involved. A 22-year-old 
male patient presented to the emergency room with mental con-
fusion and seizures. According to the information received from 
his relatives, he was actively involved in sports for 2 years. That 
he was using amino acid weighted and high-energy multi-vitamin 
complexes within a day, and monthly having an injection called 
Deca-Durabolin: (nandrolone decanoate), is learned. One week 
before his coming to the hospital, that he had cruciate ligament 
surgery on his left knee and that spinal anesthesia was adminis-
tered to him during the operation is determined. Thereafter, it is 
learnt that he had generalized tonic-clonic seizure and impairment 
of consciousness was added when he came to the hospital. During 
the patient’s neurologic examination in the emergency service, it is 
observed that his consciousness tended to fall asleep, and existing 
of bilateral papilledema and spontaneous movements in the right, 
and bilateral Babinski was positive. In brain computed tomography 
and magnetic resonance imaging (MRI) of the patient, in the left 
temporo-parieto-occipital hemorrhagic infarct and in venous MR 
angiography, in left transfer sinus, sigmoid sinus and jugular sinus 
complete thrombus, in right transfer and lateral sinus, reduction in 
blood stream and a view matched with thrombus were detected. On 
the 16th day of his hospitalization, brain death was determined in 
patient. At the arrival of the patient to the clinic, mental confusion, 
being male, to be accompanied by intracranial hemorrhage shows 
that poor prognosis.

Keywords: Cerebral venous sinus thrombosis; Spinal anesthesia; 
Steroid; Doping; Young athlete; Epilepsy

Introduction

Cerebral venous thrombosis (SVT) was defined for the first 
time in 1875. It is a rare entity that can occur with different 
clinics. Cerebral venous sinus thrombosis associated sec-
ondary strokes are rarer than arterial stroke and usually seen 
in young people. It is responsible for 1-2% of all stocks in 
adults [1].

In the etiology pregnancy, puerperium, use of oral con-
traceptives (OC), coagulation disorders, intracranial infec-
tions, cranial tumors, penetrating head traumas, lumbar 
puncture, malignancy, dehydration, inflammatory bowel dis-
ease, connective tissue diseases, Behcet’s disease, sarcoid-
osis, nephrotic syndrome, parenteral infusions and various 
medicines exist. Despite all research, in 20-25% of patients, 
the cause cannot be determined [2, 3].

Superior sagittal sinus is affected most (70-80%), then 
transverse, sigmoid, and in a lesser extent, cavernous sinus 
involvement is seen. Cortical and cerebellar veins may also 
be involved. In one-third of the cases, more than one sinus 
are affected [4].

Clinical occurs depending on the place and the formation 
speed of thrombus. The most common symptom is headache 
(74-90%). Other symptoms are seizures, focal neurologi-
cal deficits (hemiparesis/hemihypoesthesia), papilledema, 
isolated intracranial hypertension (headache, papilledema, 
visual loss, nausea, dizziness and drowsiness), aphasia and 
hemianopsia. In treatment, oral antithrombotic drugs, low 
molecular weight heparin, intravenous thrombolysis, local 
thrombolysis, or a combination thereof are used [1].

 
Case Report

   
A 22-year-old male patient presented to the emergency room 
with mental confusion and seizures. According to the infor-
mation received from his relatives, he was actively involved 
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in sports for 2 years. That he was using amino acid weighted 
and high-energy multi-vitamin complexes within a day, and 
monthly having an injection called Deca-Durabolin: (nan-
drolone decanoate), is learned. One week before his coming 
to the hospital, that he had cruciate ligament surgery on his 
left knee and that spinal anesthesia was administered to him 
during the operation is determined. In spite of not having any 
complaints soon after the operation, after 7 days, the patient 
developed a sudden headache. Thereafter, it is learnt that he 
had generalized tonic-clonic seizure and impairment of con-
sciousness was added when he came to the hospital. Dur-
ing the patient’s neurologic examination in the emergency 
service, it is observed that his consciousness tended to fall 
asleep, and existing of bilateral papilledema and spontaneous 
movements in the right, and bilateral Babinski was positive. 
In brain computed tomography (CT) and magnetic resonance 
imaging (MRI) of the patient, in the left temporo-parieto-
occipital hemorrhagic infarct (Fig. 1a, b) and in venous MR 

angiography, in left transfer sinus, sigmoid sinus and jugular 
sinus complete thrombus, in right transfer and lateral sinus, 
reduction in blood stream and a view matched with thrombus 
(Fig. 2) were detected. To the patient, for 1 day intravenous 
heparin and for 2 days low-molecular-weight heparin were 
administered. Mannitol was injected as anti-edema. Focal 
motor seizures appeared on the right arm and leg in due 
course of his follow-up in intensive care. Status epilepticus 
developed later. In EEG, theta activity like significant sharp 
wave was observed in the right santro-parieto-occipital (Fig. 
3). In status protocol intravenous levetiracetam and phenyt-
oin were administered to the patient. After 24 h, the patient’s 
seizures were taken under control. Upon that hemorrhagic 
areas increased and the patient’s anisocoria occurred, neu-
rosurgery consulted in terms of intracranial pressure and 
because bleeding parameters were high, surgery was not 
considered. As clinically and radiologically diagnosed STV 
patients were examined, he was run all laboratory routine 
workups such as chest X-ray, electrocardiogram, hemogram, 
renal function tests, liver function tests, blood electrolytes 
and sedimentation rate. Vasculitis markers, thyroid function 
tests, protein C and protein S, antithrombin III levels, anti-
cardiolipin antibodies, lupus anticoagulant and homocyste-
ine levels were examined and normally concluded. It drew 
attention that patient’s creatine kinase level was 3,000 when 
he first came to the hospital and it spontaneously decreased 
to the level of 320s during the follow-up. That rise and spon-
taneous decrease was considered as a result of active sports 
done by patient. On the 10th day of the follow-up, filter was 
placed into vena kava inferior. The patient’s situation was 
consulted to hematology unit; they could not find any primer 
hematological subject which may cause hypercoagulopa-
thy and it was thought that patient’s use of anabolic steroid, 
doping-purpose multivitamin and proteic substances (L-argi-
nine, A, E, vitamin D, carnitine) and spinal anesthesia that he 
has undergone recently caused hypercoagulopathy. On the 

Figure 1. (a) Brain computed tomography of the patient, in the left temporo-parieto-occipital hemorrhagic infarct. (b) Mag-
netic resonance imaging (MRI) of the patient, in the left temporo-parieto-occipital hemorrhagic infarct.

Figure 2. Venous MR angiography, in left transfer sinus, 
sigmoid sinus and jugular sinus complete thrombus, in right 
transfer and lateral sinus, reduction in blood stream and a 
view matched with thrombus were detected.
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16th day of his hospitalization, brain death was determined 
in patient.

Discussion
  
SVT can clinically mimic different kinds of neurological 
disorders including ischemic or hemorrhagic stroke, brain 
abscess, tumor, encephalopathy, idiopathic intracranial hy-
pertension and migraine. Notwithstanding that it is usually 
seen in young patients, cerebral venous sinus thrombosis can 
be seen in all age groups [1]. Our case was a 22-year-old 
male patient. In our case, at first headaches and bilateral pap-
illedema existed, generalized tonic-clonic seizures occurred, 
and after impairment of consciousness predominated. Initial 
and subsequent symptoms of our patient were consistent 
with cerebral venous sinus thrombosis clinic.

The radiological examinations for the diagnosis of SVT 
are brain MRI and MR venography. In case of doubt and 
only in the event of cricked cortical veins, the cerebral in 
which venous phase is considered DSA may be required. 
Brain CT is pathological in only 10-20% of the cases [4-7]. 
In our case, in his cranial CT hemorrhagic infarction and in 
venous MR angiography, there were symptoms regarding to 
venous sinus thrombosis. 

In the literature, Terazzi et al’s study, it is found that in 
etiology OC use is the most common, and the rate is deter-
mined as 47%. In the studies, that inmost of the female pa-
tients in etiology OC use is seen and in addition, that one or 
more of the other risk factors existed is determined [8].

Sahraian et al discussed in literature a case of a 22-year-
old sportsman who has androgenic injection monthly. The 
patient who presented with headache, nausea and papillede-
ma was treated for cerebral venous sinus thrombosis with 
heparin. They mentioned that patient increased coagulation 
factors or platelet activation and so he could cause arterial 
and venous thrombosis [9]. Jaillard et al mentioned a case of 
venous sinus thrombosis that developed in again a 32-year-
old young sportsman after androgen use [10]. Like similar 
cases in the literature, in our case, the patient was a 22-year-
old sportsman and it was learnt that he used instensely amino 
acid weighted and high-energy multi-vitamin complexes and 
had injection of androgen. After that, the case was diagnosed 
as venous infarction with increasing hemorrhagic areas 
which are opened to the cerebral ventricles.

According to a 29-case study of the literature, head-
ache in patients with venous sinus thrombosis and clinical 
emerged after lumbar puncture cases. Here, it is mentioned 
that after the lumbar puncture, spinal dural injury developed 
and as a result of intracranial CSF hypotension, it ended up 

Figure 3. In EEG, theta activity like significant sharp wave was observed in the right santro-parieto-occipital.
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with acute dilatation of cerebral vessels with orthostatic 
headache and venous stasis [11]. Oz et al presented a case of 
a young man that ended up with clinically headache, radio-
logically venous sinus thrombosis and subarachnoid hemor-
rhage after spinal anesthesia applied during a knee surgery 
[12]. In our case, our attention has been drawn to the fact that 
a week prior to our patient’s admission to the hospital, he 
had a cruciate ligament surgery on his left knee and during 
the process was under spinal anesthesia.

While arterial thrombus is critical for the platelet ac-
tivation, coagulation mechanisms of venous thrombus are 
important. Therefore, anticoagulants are primarily used in 
the treatment of SVT. Unfractionated heparin is a safe and 
effective treatment for SVT. The use of anticoagulants is 
controversial because of the risk of hemorrhagic infarctions 
bleeding. However, despite the fact that risk of intracranial 
hemorrhage increases and there is controversy about its in-
dications, heparin as anticoagulant therapy is the first choice 
even in the presence of intracranial hemorrhage. If the pa-
tient deteriorates despite adequate heparinization, thrombo-
lytic therapy can be given with selective catheterization [1]. 
The cases in the literature were non-complex cases of infarc-
tion secondary to thrombosis and were more appropriate in 
terms of heparinization.

In our case, we treated him with intravenous heparin 
and then followed after with low-molecular-weight heparin. 
Risk factors that exacerbate prognosis are male gender, ad-
vanced age, coma situation, accompanied by mental disor-
ders, intracranial bleeding initially, keeping the deep cortical 
veins, FAQ infection and presence of cancer [13].

SVT may occur in a wide variety of neurological tables. 
The possibility of a missed diagnosis in patients without fo-
cal neurological signs is high. The patients who are beginner 
or have changing character headache and focal neurologic 
findings should be considered in the diagnosis of SVT and 
immediately radiological investigations should be done and 
treatment should be initiated.

As in our case, the patient’s long time use of androgen, 
multi-vitamin formed venous infarct predisposition, the ap-
plication of spinal anesthesia created a stage/environment 
prone to cerebral venous stanza resulting in hemorrhage ve-
nous infarct. At the arrival of the patient to the clinic, mental 
confusion, being male, to be accompanied by intracranial 
hemorrhage shows that poor prognosis.
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