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Neurological involvement in cervical spondylosis usually
implies radiculopathy or myelopathy. Cervical spondylotic
myelopathy is the commonest cause of myelopathy in the
geriatric age group,1 and often an accompaniment in adult
patients manifesting central cord syndrome and spinal cord
injury without radiographic abnormality. Myelopathy is the
result of three factors that often overlap: mechanical factors,
dynamic-repeated microtrauma, and ischemia of spinal cord
microcirculation.2 Age-related mechanical changes include
hypertrophy of the ligamentum flavum, formation of
osteophytic bars, degenerative disc prolapse, all of them
contributing to a narrowing of the spinal canal. Degenerative
kyphosis and subluxation often aggravates the existing
compression on the spinal cord. Flexion–extension
movements of the spinal cord places additional, dynamic
stretch on the cord that is compressed. The stretch occurs
across the osteophytic bar during flexion, and on extension,

the buckled hypertrophic ligament flavum compresses the
cord. Ischemia due to compromise of microcirculation and
venous congestion, leading to focal demyelination.3

Syringomyelia is an extremely rare sequel of chronic cervical
cord compression due to spondylotic process, and manifests as
accelerated myelopathy (►Fig. 1). Pathogenesis of
syringomyelia is uncertain. Al-Mefty et al4 postulated
occurrence of myelomalacia due to chronic compression of
the cord, followed by phagocytosis, leading to a formation of
the cavity that extends further. However, Kimura et al5

disagreed with this hypothesis, and postulated that following
compression of the cord, there is slosh effect cranially and
caudally, leading to an extension of the syrinx. It is thus likely
that focal cord cavitation due to compression and ischemia
occurs due to periventricular fluid egress into the cord, the
underlying mechanism being pulsatile stresses in the presence
of pressure differentials across the compressive region. It is

Fig. 1 MRI of cervical spine (T2-weighted, sagittal) showing cervical spondylosis with cord compression and syringomyelia. MRI, magnetic
resonance imaging.
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likely that these changes occur along with focal myelomalacia,
and do not show signs of recovery after decompression. Ball
and Little6 reported a patient with Chiari I formation, cervical
disc prolapse, and syringomyelia. Syringomyelia resolved
after surgery for cervical disc prolapse. Rebai et al7 reported a
70-year-old patient with cervical spondylotic myelopathy with
syringomyelia, which had extended cranially to form
syringobulbia.

Evaluation of a patient with syringomyelia in the setting of
cervical spondylosis includes exclusion of the craniovertebral
junction anomaly, posterior fossa or intraspinal tumors, or a
history of trauma to the spine. The extent of syringomyelia is
variable, and there are no clear-cut guidelines on its
management. Kimura et al5 obtained a resolution of syrinx
after anterior decompression, while Kaar et al8 showed
reduction of syrinx with a posterior decompression. While
there may not be any improvement in spasticity and
hypertonia, there is however an improvement in sensory
symptoms in the form of relief of pain and paresthesiae. More
studies are needed to see the evolution of syringomyelia in the
setting of cervical spondylotic myelopathy.
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