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POST-TRAUMATIC MULTIPLE CRANIAL NERVE PALSIES 

DUE TO CEREBRAL VENOUS SINUS THROMBOSIS 
 

 

 

ABSTRACT 

Introduction: Cerebral venous sinus thrombosis (CVST) after trauma is a rare 

manifestation. The clinical manifestations are highly variable and make the 

diagnosis is difficult. The prognosis depends on the early detection. Correcting the 

cause is important because it can prevent further complications. 

Purpose: To report the evaluation and treatment of post-traumatic multiple 

cranial nerve palsies due to CVST. 

Case report: 49-year-old woman came with a chief complaint of the right upper 

eyelid could not be opened since 3 weeks ago. The patient had a history of head 

trauma one month before. On the examination, visual acuity was 0.5 PH same on 

right eye and 0.8 PH 1.0 on left eye. The eye position was exotropia 45 degree 

with limitation of right eye movement to superior, medial, and inferior (-4) 

accompanied by limitation in intorsion and extorsion. There was no eye 

movement deficit in the left eye. Intraocular pressure was within normal limits. 

Anterior segment examination on right eye showed a fixed round dilated pupil, 

decreased light reflex, and iridoplegia, while anterior segment examination on left 

eye showed a round pupil with normal light reflex, and negative reverse relative 

afferent pupillary defect. There was normal posterior segment on both eyes. 

Contrast sensitivity, Amler grid, and Ishihara were within normal limits. 

Neurological examination showed V1,2,3 and central VII nerve palsy on right side. 

Head CT angiography showed occlusion on proximal to distal left transverse vein. 

She was diagnosed as multiple cranial nerve palsy (complete III nerve palsy with 

pupillary involvement and IV nerve palsy on right eye, V1,2,3 nerve palsy and 

central VII nerve palsy on right side) caused by CVST accompanied by 

hypertension stage II. Patient was treated with oral anticoagulant, systemic 

regulation, and observation of blood INR level. 

Conclusion: The clinical manifestations of CVST depend on the location and 

extension of thrombosis, the degree of venous occlusion, the age of the patient, 

and the clinical course of the underlying disease or risk factor. Imaging is required 

to diagnose CVST. The recommended imaging technique is head MRI with MR 

venography. Anticoagulants remain the principal therapy of CVST. 

Keywords: cerebral venous sinus thrombosis, multiple cranial nerve palsies, head 

trauma 

 

 

I.  Introduction  

     Multiple cranial nerve palsies can occur after trauma. The study by Keane 

showed that trauma was included in the common etiology of multiple cranial 
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nerve palsies (12%), in addition to tumors (30%), vascular disease (12%), and 

infection (10%).
1,2

 

     Cerebral sinus venous thrombosis (CSVT) is a rare form of venous 

thromboembolism (VTE). CSVT represents almost 0.5 – 3% of all the types of 

stroke, affecting predominantly younger people with an estimated incidence for 

adults of 3 – 4 per million, and for children 7 per million. CVST is multifactorial 

disease with various clinical manifestations and etiologies. This disease caused by 

the presence of thrombus or blood clot in cerebral venous drainage. The clinical 

manifestations depend on the location and extension of thrombosis, the degree of 

venous occlusion, the age of the patient, and the clinical course of the underlying 

disease or risk factor. This various condition make the diagnosis is difficult. The 

prognosis depends on the early detection. Correcting the cause is important 

because it can prevent further complications. CVST after trauma is a rare 

manifestation. This case report will discuss the evaluation and treatment of post-

traumatic multiple cranial nerve palsies due to cerebral venous sinus thrombosis.
3,4

 

 

II.  Case Report 

     A 49-year-old woman came to the Neuro-ophthalmology Clinic Cicendo 

National Eye Hospital on November 26
th

 2018 with chief complaint of the right 

upper eyelid could not be opened since 3 weeks ago. The eyelid appeared to drop 

throughout the day and was not improve with rest. This complaint was 

accompanied by headache, double vision when the right upper eyelid was lifted, 

and the right eye look squinted out. It was not accompanied by red eyes, pain in 

eye movement, eye discharge, blurred vision, neck pain or hearing loss. 

     The patient had a history of trauma 1 month before. The patient was riding a 

motorcycle and inserting it into the house. The patient accidentally turned on the 

gas knob and then hit the wall. The patient had already opened her helmet so her 

head hit that wall. The patient was unconsciousness for 12 hours, but there were 

no nausea, vomiting, seizures, or weakness of extremities. The patient was 

immediately taken to a hospital in Bandung and had a head CT scan. The head CT 

scan results were within normal limits. The patient was hospitalized for 1 week. 
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     The patients had a history of hypertension since 5 years ago but did not 

regularly take medication. There was no history of diabetes mellitus, 

dyslipidemia, blood disorders, or other systemic diseases. Patients did not have a 

history of recurrent headache, eye or head surgery, history of neurological or 

ocular disease, and history of similar complaints in the family. The patient used 

eyeglasses with -0.75 dioptre in both eyes. A history of oral contraceptives, 

injections, or implants was denied. 

     On physical examination was found that the patient compos mentis with blood 

pressure 160/90 mmHg. Other vital signs and general examination were within 

normal limits. On ophthalmological examination was found that uncorrected 

visual acuity were 0.5 PH (-) on right eye and 0.8 PH 1.0 on left eye. The eye 

primary position was exotropia 45 degree with limitation of right eye movement 

to superior, medial, and inferior (-4) accompanied by limitation in intorsion and 

extorsion. There was no eye movement deficit in the left eye. Intraocular pressure 

was 12 mmHg in the right eye and 11 mmHg in the left eye. 

 

 

Figure 2.1. Limitation of right eye movement to superior, medial, and inferior. 

 

     Anterior segment examination on right eye showed a fixed round dilated pupil 

with diameter 6 mm in bright and dim light, light reflex ↓/↓, and iridoplegia. 

Anterior segment examination on left eye showed a round pupil with light reflex 

+/+, diameter 5 mm in dim light and 3 mm in bright light, and negative reverse 
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relative afferent pupillary defect (RAPD). Other parts were within normal limits. 

There was no abnormality in the funduscopic examination on both eyes. Contrast 

sensitivity, Amler grid, and Ishihara were within normal limits. 

     Examination of the right eye obtained a margin-reflex distance 1 (MRD1) -5 

mm, MRD2 of 5 mm, interpalpebral fissure (IPF) 0 mm, levator function (LF) 0 

mm with no lagophthalmos and negative Bells phenomenon. Examination of the 

left eye obtained MRD1 5 mm, MRD2 of 5 mm, IPF 10 mm, LF 15 mm with a 

positive Bells phenomenon and without lagophthalmos. The signs and 

examinations that lead to the diagnosis of ocular myastenia gravis, such as ice 

pack test, stare test, weakness of orbicularis oculi, and cogan lid twitch, were not 

found in these patients. 

     Neurological examination showed no meningeal sign. There were found 

complete III nerve palsy and IV nerve palsy in the right eye, V1,2,3 and central VII 

nerve palsy on right side. Motoric, sensory, and higher neural functions were 

within normal limits. Physiological reflexes were +2/+2 with no pathological 

reflexes. 

(A) 

(B) 

Figure 2.2. Ptosis on right eye (A) Central VII nerve palsy on right side (B) 

 

     The patients was diagnosed with multiple cranial nerve palsy (complete III 

nerve palsy with pupillary involvement and IV nerve palsy on right eye, V1,2,3 

nerve palsy and central VII nerve palsy on right side) caused by traumatic with 
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differential diagnosis ischemic causes, accompanied by hypertension stage II. The 

patients were treated with citicholine 1 x 1000 mg orally, systemic regulation, and 

consulted to the Neurology Clinic Hasan Sadikin General Hospital with 

suggestions for examination of head CT angiography. 

     The patient came to the Neurology Clinic Hasan Sadikin General Hospital on 

November 28
th

 2018 and performed head CT angiography on November 31
st
 

2018. Head CT angiography showed occlusion on proximal to distal left 

transverse vein supporting the condition of cerebral venous sinus thrombosis 

(CVST). The patient then was diagnosed with a multiple cranial nerve palsy 

(complete III nerve palsy with pupillary involvement and IV nerve palsy on right 

eye, V1,2,3 nerve palsy and central VII nerve palsy on right side) caused by left 

CVST, sequele stroke of the vertebrobasilar system, and hypertension stage II. 

Patients were treated with oral administration of aspirin 1 x 80 mg, amlodipine 1 x 

5 mg, and recommended for laboratory tests, such as prothrombine time (PT), 

activated partial thromboplastin time (APTT), international normalized ratio 

(INR), and screening of risk factors for ischemia condition. 

 

Figure 2.3.Head CT angiography 
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     The patient came to the Neurology Clinic on January 6
th

 2018. The laboratory 

examination showed PT 12.4", APTT 26.40", INR 0.94, fibrinogen 443.0 mg/dL, 

quantitative D-Dimer 1.11 mg/dL (high), total cholesterol 263 mg/dL (high), LDL 

cholesterol 163 mg/dL (high). HDL cholesterol, triglycerides, fasting blood 

glucose, postprandial blood glucose, and uric acid were within normal limits. The 

patient was treated with warfarin 1 x 2 mg orally and recommended to next visit 

in 1 week with a planned re-examination of PT, aPTT, and INR. The patient was 

also consulted to the Internal Medicine Clinic and received additional therapy 

such as amlodipine 1 x 10 mg and simvastatin 1 x 20 mg orally. 

     The patient came back to the Neurology Clinic 1 week later. Neurological 

status remains the same. The ophthalmological status such as visual acuity, the 

eye position and movements, and the anterior and posterior segments still the 

same, but there was a widening IPF on the right eye. MRD1 in the right eye -3 

mm, MRD2 5 mm, IPF 2 mm and LF 4 mm.The laboratory results (January 12
nd

 

2019) showed PT 15.1", aPTT 33.7", and INR 1.23. The patient then increased the 

dose of warfarin to 1 x 3 mg for the first 3 days and 1 x 2 mg for the following 4 

days. Patient was advised to visit 2 weeks later with a planned re-examination of 

PT, APTT, and INR. 

(A) (B) 

Figure 2.4.  The widening of IPF (A) Eye movement (B)  

 after the therapy of warfarin for 1 week 

 

 



 7 

III. Discussion  

     Multiple cranial nerve palsies can occur after trauma. The study by Keane 

showed that trauma was included in the common etiology of multiple cranial 

nerve palsies (12%), in addition to tumors (30%), vascular disease (12%), and 

infection (10%). Patient in this case report presents with complaints of the right 

upper eyelid that cannot be lifted, disturbance of position and eye movements, 

accompanied by headache. Clinical examination revealed the presence of ptotic 

right eyelid, limitation of right eye movement to superior, medial, inferior, 

intorsion, and extorsion, reduced LF on right eye, flat right nasolabial fold, and 

reduced sensoric function on the right side face. These support the presence of 

multiple cranial nerve palsies, such as complete right III nerve, right IV nerve, 

right V1,2,3 nerve, and right central VII nerve.
1, 2

 

     The patient had a history of trauma about 1 month. She also had hypertension 

and dyslipidemia, but there is no history of systemic or localized infection, fever, 

weakness of the extremities, recurrent headache, or seizures. The head CT scan in 

the previous hospital showed results within normal limits (no fracture or 

intracranial mass) so that multiple cranial nerve palsies occur in this patient 

possibility related to trauma or vascular factors such as ischemia condition. 

     Multiple cranial nerve palsies can occur after head trauma. Oculomotor nerve 

palsy can be found in 2.9 – 17.9% of head trauma, IV nerve palsy in 2 – 2.14%, 

and VI nerve palsy in 3%. The mechanism of cranial nerve injury can be due to 

structural compression of the nerve or shearing or stretching due to the force of 

sudden decelerations that occur in head trauma.
1
 

     Head trauma also can be a risk factor for the occurrence of cerebral venous 

sinus thrombosis (CVST). CVST caused by the presence of thrombus in the 

cerebral sinus and venous drainage of the brain. The incidence of CVST is 3 – 4 

cases per million in adults and 7 cases per million in children. CVST is more 

common in younger people with age under 40 years (range 20 – 35 years). 

Women have a risk 3 times greater than men, especially related to pregnancy, 

peripartum state, and hormonal contraceptive therapy. The peripartum-associated 

CSVT has been established to be of 11.6 cases per 100 000 deliveries.
3-8
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     CVST is a multifactorial condition that results from a process of imbalance 

between prothrombotic and thrombolytic factors. These risk factors are related to 

Virchow's thrombogenesis triage which consists of hypercoagulability, damage to 

blood vessel walls, and blood stasis. At least 1 risk factor can be identified in 

>85% of patients with CVST. The risk factors can be divided into acquired and 

inherited risk factors. A cohort study by the International Study on Cerebral Vein 

and Dural Sinus Thrombosis (ISCVT) found that prothrombic or thrombophilia 

risk factors were found in 34% of cases and inherited condition was detected in 

22%. Inherited protrombic risk factors include homocysteinemia, homozygous 

factor V Leiden mutation, prothrombin mutation (A substitution with G at 

position 20210), gene mutation in methylene-tetra-hydro-folate-reductase, 

antithrombin III deficiencies, protein C and S protein deficiencies, and presence 

of anti-cardiolipin or antiphospholipid antibodies. Acquired risk factors are 

similar to the risk factors for other venous thromboembolism, such as brain 

tumors, head trauma, pregnancy and peripartum state, central nervous system 

infections, intracranial hypotension, local head infections, internal jugular venous 

abnormalities, extracerebral neoplasia, dural fistula, hematological abnormalities, 

nephrotic syndrome, systemic vasculitis, certain drugs such as cisplatin, 

methotrexate, hormonal contraceptives, and steroids, history of neurological 

surgery and lumbar puncture. Hereditary thrombophilia, pregnancy and childbirth, 

post neurological surgery, and hormonal contraceptives therapy are the most 

frequent CVST risk factors.
3-5,7-10

 

     CVST after head trauma is a rare manifestation. The pathogenesis of CVST 

after head trauma cannot be ascertained. Some hypotheses mention that CVST 

caused by a skull fracture or intracranial hematoma which causes direct 

compression of the sinuses followed by blood stasis and thrombus formation. The 

risk of traumatic CVST is reported to occur in 41% of patients with skull fractures 

close to dural sinuses or to the jugular bulb. The location of head and neck trauma 

determine the geographical distribution of CVST. Transverse and sigmoid 

thrombosis frequently occurs in the presence of temporal or occipital bone 

fracture. However, traumatic CVST can occur in the absence of skull fracture as 
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following blunt head trauma. It can be caused by the presence of sinus endothelial 

injury that activates the coagulation pathway, intramural bleeding due to 

sinusoidal rupture, extension of thrombus from the emissary vein, and sinus 

compression due to intracranial edema.
9,10

 

     Blood from the brain drains through small cerebral veins into larger veins such 

as the vein of Galen. These bigger veins empty into dural sinuses which 

themselves are drained mostly by the internal jugular veins. The venous territories 

are less well-defined than are arterial territories due to the presence of extensive 

anastomoses between cortical veins. These allow the development of collateral 

circulation in the event of an occlusion. The main cerebral venous sinuses affected 

by CVST are the superior sagittal sinus (62%) and the transverse sinus (86%). In 

about one-third of cases more than one sinus is affected. The head of CT 

angiography in this patient shows proximal to distal occlusion of the left 

transverse vein.
4,5,8,12

 

     The clinical presentation of CVST can be highly variable. It depends on the 

location and extension of thrombosis, the degree of venous occlusion, the age of 

the patient, and the clinical course of the underlying diseases or risk factors. The 

clinical manifestations of CVST based on the location of thrombosis can be seen 

in Figure 3.1. This patient has thrombosis in the left transverse sinus. This is 

related with the clinical manifestations that exist in this patient, such as headache 

and multiple cranial nerve palsies.
3,4

 

 

Figure 3.1. Major clinical syndromes according to location of CVST 
 Source : Piazza et al.4 
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     Onset of symptoms and signs of CVST may be acute, subacute, or chronic. In 

30% of CSVT cases, it presents in an acute form and the symptoms appear in less 

than 48 hours. In up to 50% of cases, it presents in a subacute form and the 

symptoms appear between 48 hours and 30 days. The chronic form corresponds to 

20% of cases, and the symptoms develop over a period greater than 30 days and 

up to 6 months. The patients experience signs and symptoms after 1 month after 

the onset of trauma so that CVST occurs in the subacute form.
3,4,11 

     Thrombosis of the cerebral sinus causes impaired venous drainage, intracranial 

hypertension, focal brain injury due to ischemia or infarction or venous bleeding, 

or combination of them. These conditions associated with the various clinical 

manifestations. Four clinical patterns that can appear on CVST are: (1) focal 

syndrome characterized by the presence of focal signs associated with headache, 

seizures, or changes in mental state; (2) isolated intracranial hypertension 

characterized by headache, nausea, vomiting, and papilledema; (3) diffuse sub-

acute encephalopathy characterized by changes in mental state; and (4) cavernous 

sinus syndrome characterized by painful ophthalmoplegia, chemosis, and 

proptosis.
3,4,11

 

     Headache is the most common symptom of CVST and can be found in 90% of 

cases. This symptom is more frequent than in cerebrovascular ischemic arterial 

disease. Headache is caused by the distention of the venous wall or due to local 

inflammation or the blood leakage over the brain surface irritating dural sensitive 

fibers. Headache is typically described as diffuse and often progressive in severity 

over days to weeks, but, in a minority of patients may present as a thunderclap 

headache. Other clinical manifestations include seizures (39.3%), paresis (37.2%), 

papilledema (28.3%), changes in mental state (22%), aphasia (19.1%), stupor or 

coma (13,9%), diplopia (13.5%), and visual deficits (13.2%). This patient 

complained of headaches, limitation of eye movement, and ptotic eyelid, without 

accompanying seizures, painfull eye, or changes in mental state. 

Ophthalmological examination also found no proptosis, chemosis, and 

papilledema. This patientis categorized in CVST with presenting focal 

syndrome.
3,4,11
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     The diagnosis of CVST is difficult because the clinical manifestations is highly 

variable and often resemble other abnormalities. Acute CVST with severe 

headache gives clinical symptoms resembling subarachnoid hemorrhage. 

Therefore, CVST should be suspected in all young women with unusual 

headaches and accompanied by focal neurological deficits. Laboratory test that 

can be performed on CVST is D-dimer. Elevated D-dimer levels indicate a 

hypercoagulability condition that supports the diagnosis of CVST. But normal D-

dimer level is not sufficient to exclude the diagnosis in patients with a compatible 

clinical presentation. Tanislav et al. showed D-dimer test was associated with a 

9% false-positive rate and a 24% false-negative rate. The laboratory results in this 

case report found that quantitative D-dimer value was 1.11 mg/dL with a normal 

value of  <0.55 mg/dL supporting a hypercoagulability condition.
3,4,11,13

 

     The American Heart Association (AHA)/American Stroke Association (ASA) 

2011 Scientific Statement on diagnosis and management of CVST recommends 

imaging of the cerebral venous system in patients with suspected CVST. Head CT 

is the most frequently performed imaging study for evaluation of patients with 

new headache, focal neurological abnormalities, seizure, or change in mental 

state. Noncontrast head CT may detect alternative diagnoses or demonstrate 

venous infarcts or hemorrhages, but it has poor sensitivity and shows direct signs 

of CVST in only one third of cases. Signs of CVST on contrast-enhanced CT 

include hyperdensity in the area of a sinus or cortical vein (cord sign) and filling 

defects, especially in the superior sagittal sinus (empty ∆ sign).
3,4,11-14

 

     CT venography is comparable to MR venography for the diagnosis of CVST. 

It provides a rapid and reliable method for detection of CVST, especially in 

patients with contraindications to MRI. CT venography allows for the diagnosis 

of subacute or chronic CVST because it can detect thrombus of heterogeneous 

density, but radiation exposure, contrast allergy, and contrast nephropathy limit 

the use of CT venography in certain patients.
3,4,11-14

 

     Head MRI combined with MR venography is the most sensitive examination 

for detection of CVST in the acute, subacute, and chronic form. Acutely, CVST 

appears isointense to brain tissue on T1-weighted images and hypointense on T2-
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weighted images. In the subacute form, thrombus appears hyperintense in both 

T1- and T2-weight images. In chronic stages, the thrombus can be heterogeneous 

with variable intensity relative to surrounding brain tissue. Thrombus may be 

visualized directly in cerebral veins and dural sinuses on T2-weighted images and 

appears as a hypointense area. Parenchymal lesions such as infarction and 

hemorrhage are often better visualized by MRI. The addition of contrast-enhanced 

MR venography assists in distinguishing anatomic variants such as a hypoplastic 

sinus from CVST. The AHA/ASA 2011 Scientific Statement recommends MRI 

with T2-weighted imaging and MR venography as the imaging test for evaluation 

of suspected CVST. Head MRI with MR venography have limited utility in 

patients with renal impairment because of the requirement of gadolinium contrast 

and the associated risk of nephrogenic systemic fibrosis. Invasive procedures such 

as cerebral intraarterial angiography are rarely used because of the development 

of noninvasive procedures. Invasive procedures can be considered if the MR or 

CT venography is inconclusive or if an endovascular procedure is being 

considered.
3,4,11,14

 

     Patient in this case was examined for head CT angiography adjusting to the 

available imaging modalities. The venographic phase showed the left transverse 

sinus not filled with contrast from proximal to distal which indicates venous 

occlusion. This supported the presence of CVST in the transverse sinus. 

     The aims of management of CVST are to control or overcome the underlying 

pathology and treat intracranial hypertension, seizures, or focal deficits caused by 

edema or cerebral infarction. The primary treatments consist of adequate 

oxygenation and airway protection, especially if there is a risk of 

bronchospiration.
4,14

 

     Anticoagulants are the principal therapy of CVST and used to prevent the 

occurrence of the thrombogenesis, facilitate recanalization, and prevent more 

severe complications such as deep vein thrombosis and pulmonary embolism. 

Anticoagulants have been used to treat CVST since 1941. The treatment is started 

after the diagnosis of CVST is confirmed by imaging. The most common 

anticoagulants used are vitamin K antagonists, such as heparin and warfarin. The 
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use of anticoagulants in the form of heparin has a risk of bleeding by 40% so that 

its use must be under observation and the international normalized ratio (INR) 

must be re-examine periodically. Early anticoagulant therapy can be given in the 

form of intravenous heparin or subcutaneous low molecular weight heparin 

(LMWH) if there are no major contraindications. The therapy is intended as an 

initiation to achieve therapeutic doses. If there is neurological improvement or 

stabil condition, the therapy can be continued with oral anticoagulants such as 

warfarin. Endovascular therapy such as direct catheter thrombolysis or balloon-

assisted mechanical thrombectomy or catheters can be considered in cases with 

absolute contraindications to anticoagulant therapy or there is a failure of initial 

anticoagulant therapy. Surgical managements such as decompressive 

hemicraniectomy or hematoma evacuation can be performed if there is large 

intracranial hypertension or mass and persistent neurological or coma despite 

adequate therapy. This protocol is not always applicable in all scenarios, in order 

that the patient management may be individualized.
4,14

 

     Anticoagulant therapy is given by maintaining INRvalue in the range 2.0 – 3.0. 

If the initiation dose still does not reach the target, further adjustments of dosing 

are needed. If INR <1.5, weekly dose of warfarin is increased by 10 – 20%. When 

INR 1.5 – 1.9, weekly dose is increased by 5 – 10%. When INR 2.0 – 3.0, weekly 

dose is maintained, but if INR is 3.1 – 4.0, weekly dose of warfarin is reduced by 

5 – 10%.
3,4,14-16

 

     The patient in this case had INR value 0.94, in order that dosage of oral 

warfarin was 1 x 2 mg for 1 week (weekly dose 14 mg). The patient came 1 week 

later with the INR value was still below the target (1.23). The weekly dose of 

warfarin then increased by 20% to 16.8 mg. Warfarin was given with dosage of 1 

x 3 mg for the first 3 days and 1 x 2 mg for the following 4 days (weekly dose 17 

mg). The patient was advised to visit 2 weeks later with a planned re-examination 

of PT, aPTT, and INR. 

     The duration of oral anticoagulant therapy varies based on the underlying risk 

factors. If the CVST has a high risk of recurrence, the duration of anticoagulant 

therapy should be longer (3 – 12 months) or throughout life. AHA/ASA 2011 
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recommends anticoagulant therapy with an oral vitamin K antagonist and a target 

international normalized ratio of 2.0 – 3.0 for 3 – 6 months in patients with 

provoked CVST and 6 – 12 months in those with unprovoked CVST. Follow-up 

imaging is required to assess for recanalization in 3 – 6 months after 

diagnosis.
3,4,11,14

 

     Dentali et al. showed that the mortality rate of CVST in 30 days was 5.6%. The 

main cause of death during the acute phase is transtentorial herniation due to 

venous hemorrhage. The majority of patients experience partial healing, but 

around 10% experience permanent neurological deficits for up to 12 months. 

Recanalization occurs during the first few months after the CVST onset. 84% of 

cases occur in the third month and decrease afterwards. The recurrence rate of 

CSVT is 2 – 3% and the majority of cases occur after discontinuation of 

anticoagulants.
10,17

 

     The patient has a prognosis of quo ad vitam ad bonam and quo ad functionam 

dubia considering the possibility of partial healing and the presence of sequelae. 

Impaired position and eye movement followed by improvement of ptosis can 

cause diplopia in the future. 

 

IV. Conclusion 

     Cerebral venous sinus thrombosis (CVST) after trauma is a rare manifestation. 

The clinical manifestations is highly variable depending on the location and 

extension of thrombosis, the degree of venous occlusion, the age of the patient, 

and the clinical course of the underlying disease or risk factor. This various 

condition make the diagnosis is difficult in order that the imaging is needed. The 

recommended imaging technique is head MRI with MR venography. Head CT 

and CT venography can be used as an alternative. Anticoagulants are the principal 

therapy of CVST and used to prevent the occurrence of the thrombogenesis, 

facilitate recanalization, and prevent more severe complications. 
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