
I found this article that I think would be a great help for us to take in to our 
Dr's. Here is the link. 
http://www.jaapa.com/eagle-syndrome-a-rare-cause-of-dysphagia-and-
h... 

 

"Anatomical correlates of Eagle syndrome The styloid process lies 
anterior to the exit point of the facial nerve (CN VII), the stylomastoid 
foramen. CN VII carries pain fibers from a portion of the external 
auditory canal (EAC), which partially explains the radiating pain into the 
ear. The stylohyoid ligament lies adjacent to the glossopharyngeal 
nerve (CN IX), which also provides sensory innervation to a portion of 
the EAC, as does the vagus nerve (CN X), which also exits the skull in 
this region. The glossopharyngeal nerve is also responsible for pain 
fibers of the posterior pharynx, which explains the lancinating pain into 
the throat and why swallowing would trigger this pain. The upper 
pharynx has a complex innervation, involving CN IX, X, and the cranial 
portion of the spinal accessory nerve (CN XI), which together forms the 
pharyngeal plexus. These nerves exit the skull together in this very 
crowded region, and compression of this plexus caused the patient's 
dysphagia. The carotid sheath, bearing the internal carotid artery, 
internal jugular vein, and CN X, lies lateral to the stylohyoid ligament. 
Branchiomeric motor branches of CN X are greatly responsible for 
phonation, and compression here would explain hoarseness. The 
hypoglossal nerve (CN XII) travels lateral to the stylohyoid ligament and 
is the likely cause of tongue weakness and the inability to protrude the 
tongue fully in Eagle syndrome. Trigeminal nerve branches (CN V) 
traverse the face in this region, and irritation of these nerves causes 
facial pain and pain involving the temporomandibular joint. Either 
physical obstruction of the protruding styloid process or compromised 
motor division of the trigeminal nerve may cause an inability to open the 
mouth fully. Irritation of the motor division of CN V also explains jaw 
muscle spasms and weakness in this patient.   

The most complex and worrisome symptoms of Eagle syndrome are 
dizziness and eye pain. These may be caused by carotid artery 
involvement due to the carotid canal's location medial to the styloid 
process. An elongated styloid process with a thickened, ossified 
stylohyoid ligament could compress the artery and result in ischemic 
consequences such as near-syncope and eye pain. Since the internal 
carotid artery is a main vascular supply of the brain, its compression 
has dire consequences. The ophthalmic artery, the first intracranial 
branch of the internal carotid artery, is at risk of compromised flow in 
the event of internal artery compression. Ischemic eye pain and visual 
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changes may result in these instances. The patient's dizziness may also 
have resulted from compression of the glossopharyngeal nerve through 
compromise of its carotid body nerve branch (the Hering nerve). 
Furthermore, pressure on external carotid artery branches may result in 
claudicant jaw pain and contribute to eye pain via altered flow through 
anastomotic branches of the internal carotid artery.   

If the carotid artery is compressed, sympathetic nerve  fibers that wrap 
over the walls of these nerves may be-come involved and cause ptosis 
and blurred vision if pupillary reflexes are slowed. The presence of a 
headache signifies trigeminal nerve involvement, since this nerve is the 
most important sensory nerve of the face and head and is responsible 
for most cephalgias. Additional sensory nerve branches in this region 
include the cervical plexus. Upper branches of the cervical plexus travel 
with the hypoglossal nerve, and if compressed, would contribute to 
neck pain. " 

 

 

 


