- develop between the inner table of the skull and the dura, usually when the

middle meningeal artery or one its branches is torn by a skull fracture

- occur in 8-10% of those rendered comatose by traumatic brain injury

- the majority are located in the temporal or parietal regions but they can also occur
over the frontal and occipital lobes and rarely in the posterior fossa

- unlike subdural haematomas their spread is limited by suture lines of the skull where the dura is
very adherent

general:

- trauma to the head causes primary injury such as skull fracture,
cerebral contusion, and haemorrhage that is a direct consequence
of the traumatic incident

- secondary injury occurs hours or days after the injury and may be
the major determinant of the patient's ultimate neurological outcome
primary injury:

(i) contact forces

- produce focal injuries such as skull fractures,

contusions and extra- or subdural haematomas

(ii) inertial forces:

- result from the brain undergoing acceleration or deceleration and can occur
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Drays post-injury

cause among over 65s

- males have twice the risk of traumatic brain injury across
all age groups

- results from a contact force to the head that is usually severe enough to cause

a brief loss of consciousness

- linear fractures are the most common and typically occur over the lateral
convexities of the skull (most often they are non-displaced)

- a depressed skull fracture usually results from a blunt force from an object

with a small surface area such as a hammer

- the base of the skull can be fractured by severe blunt trauma to the forehead or the
occiput.

examples of injuries associated with skull fracture:

(i) anterior skull base fractures most often involve

the cribriform plate disrupting the olfactory nerves.

(if) Posterior skull base fractures may extend through the petrous bone

and internal auditory canal thereby damaging the acoustic and facial nerves

(iii) fractures of the squamous temporal bone are frequently accompanied by a tear in
the middle meningeal artery causing an extradural haematoma

(iv) depressed skull fractures are often accompanied by cerebral contusion

(v) dura is often disrupted with basilar skull fracture resulting in CSF leak from

the nose or ear which may allow bacteria to enter the intracranial space

- seen in 20-25% of all comatose victims of traumatic brain injury

- develop between the surface of the brain and the inner surface of the dura and are
believed to result from the tearing of the bridging veins over the cortical surface or from
disruption of major venous sinuses or their tributaries

- typically spread over most of the cerebral convexity with the dural reflections of the falx
cerebri preventing expansion to the contralateral hemisphere

- swelling of the cerebral hemisphere is common due to damage to the underlying brain
tissue; cerebral contusions are found in 2/3rds

- classified as acute, subacute and chronic with each having a characteristic CT appearance
- acute subdural appears white, subacute lesions

are isodense and chronic lesions are hypodense

subdural
haematoma




