
Abstract

Trigeminal neuralgia is a very peculiar disease. The pain of trigeminal neuralgia, also known as “tic 
douloureux”, is characterized by episodic, paroxysmal, triggered pain in a distribution of 1 or more divisions 
of the trigeminal nerve. TN pain attacks may result from physiologic changes induced by a chronic partial 
injury to the brainstem trigeminal nerve root from a variety of causes. An early and accurate diagnosis of TN is 
important. The treatment of trigemial neuralgia continues to be a major therapeutic challenge. Medication is 
often the first line of treatment. Traditionally, it is only when medications fail or severe side effects develop 
than the patients are offered surgical options. 

Introduction

Trigeminal neuralgia (TN), also called tic 

douloureux, is the most common of the cranial 

neuralgias and chiefly affects individuals older than 
.[1]

50 years of age  It is a well recognized disorder 

characterized by lancinating attacks of severe facial 

pain. The diagnosis of TN is based primarily on a 

history of characteristic pain attacks that are 

consistent with specific, widely accepted research 
[2]

and clinical criteria for the diagnosis.

TN is classified as either Classic TN when it is not 

associated with an underlying neurological disease 

or Symptomatic TN when no neurological disorder 
[1] 

can be detected. The clinical examination, imaging 

studies, and laboratory tests are unremarkable in 

case of classic TN. While the signs and symptoms of 

TN are secondary to another disease process 

affecting the trigeminal system in case of 
[2] symptomatic TN. Despite recent advances in our 

basic understanding of trigeminal pain disorders, 

the basic pathophysiology of TN remains largely 

unknown. Many TN patients suffer pain attacks for 

months or years before the condition is finally 
[3] diagnosed. This is unfortunate, because the severe 

pain attacks in TN can have a devastating impact on 
[4,5,6] 

patients. A timely accurate diagnosis of TN is 

particularly important, because a variety of specific 

treatments can greatly reduce—or totally 
[7,8] eliminate—TN pain symptoms in most patients.

The dental medicine clinician is often the first to be 

consulted when patients experience these pain 

attacks and should be familiar with the syndrome in 

order to make an accurate diagnosis and initiate 

treatment.

History, Epidemiology and Demographics

One of the first complete descriptions of TN was 

given by the English philosopher John Locke. In a 

letter dated December 1677, he described his 

encounter with the wife of an ambassador, the 

Countess of Northumberland, whom he was asked 
[9]

to see.  He reported that the countess experienced 

a fit of violent and exquisite torment that extended 

over the right side of her face and mouth. The term 

Tic douloureux (painful jerking) was coined by 
[10]

Nicolaus Andre in 1756.  However, it was not until 

1773 at the Medical Society of London that John 
[11]

Fothergill gave a full and accurate description.  TN 

also has been called Fothergill's disease; however, 

this terminology is not encountered commonly 

today.

According to Penman in 1968, the prevalence of TN 

is approximately 107 men and 200 women per 1 
[ 1 2 ]m i l l i o n  p e o p l e .  M a u s ko p  s t a te s  t h a t  

approximately 40,000 patients in the United States 

Review Article

ADDRESS FOR CORRESSPONDENCE:
Dr. Hetul J. Patel
Sr. Lect, Dept. of Oral Med. & Radiology,
Faculty of Dental Science,
DDU, Nadiad,
E-mail : hetulp86@gmail.com

MAHARAJA KRISHNAKUMARSINHJI BHAVNAGAR UNIVERSITY 65Vol. 4  Issue-1  January 2014

B U J O DB U J O D Shah et al

*Professor and Head, ** Senior Lecturer, ***,**** Reader

 Department of Oral Medicine and Radiology, Faculty of Dental Science, Dharmsinh Desai University, Nadiad.

 

TRIGEMINAL NEURALGIA -  A REVIEW 
 * **  ***   ****

Authors: Dr.Priti Shah , Dr Hetul Patel , Dr. Mona Shah , Dr. Kevin Parikh



The most common theoretical explanation for TN 

proposes that high-frequency ectopic impulses are 

either generated from or augmented by areas of 
[19] dysmyelination. These abnormal discharges may 

ignite a chain reaction of neuronal depolarization in 
[20]

the trigeminal ganglion.  The subsequent cascade 

of neuronal activity is propagated centrally into the 

trigeminal nucleus and is then perceived by the 

patient as an overwhelming burst of pain.

Although most cases of TN are caused by vascular 

compression, other structural disease is present in 

secondary TN, which can produce either typical or 

atypical pain. For example, a mass such as a 

meningioma may displace and damage the nerve, 

resulting in pain. Alternatively, inflammation 

secondary to multiple processes may be due to the 

underlying lesion. 

In MS, lesions in the pons at the root entry zone 

(REZ) of the trigeminal fibers have been 

demonstrated. This is one form of "symptomatic" 

trigeminal neuralgia related to visible pathology.

Diagnosis

The diagnosis of TN is usually based on the history 

of shooting pain along a branch of the trigeminal 

nerve, precipitated by touching a trigger zone, and 

possibly examination that demonstrates the 

shooting pain. A routine cranial nerve

examination will be normal in patients with 

idiopathic TN, but sensory and/or motor changes 

may be evident in patients with underlying tumors 

or other CNS pathology.  A recent study 

demonstrated that an examination alone was often 

insufficient to distinguish symptomatic from classic 

TN and that electrophysiologic testing of trigeminal 

reflexes was much more accurate. Local anesthetic 

blocks, which temporarily eliminate the trigger 

zone, may also be helpful in diagnosis. Since 

approximately 10% of TN cases are caused by 

detectable underlying pathology, enhanced MRI of 

the brain is indicated to rule out tumors, multiple 

sclerosis, and vascular malformations. Magnetic 

resonance angiography may also be needed to 
[1]detect difficult to visualize vascular abnormalities.

Treatment:

[13] have this condition at any particular time. The 

incidence is 4-5 cases per 100,000. The disease 

begins after age 40 in 90% of patients and is slightly 

more common in women. Rushton and Olafson 

found that approximately 1% of patients with 
[14] 

multiple sclerosis (MS) develop TN, whereas 

Jensen et al stated that 2% of patients with TN have 
[15]

MS.

TN occurs in both genders (with a slight female 

predominance), and the diagnosis is most common 

over age 50. This age and sex distribution is notable, 

because most other common chronic headache and 

facial pain disorders develop at an earlier age and 

are more frequent in women. For example, migraine 

occurs predominantly in females (over 71%) and 

the mean age of onset of symptoms is 30. The pain in 

TN typically consists of lancinating paroxysms. 

Attacks are most common in the second and third 

trigeminal divisions, and the right side of the face is 
[16]more often involved than the left.  in individual 

patients, the pain attacks are stereotyped, recurring 

with the same intensity and in the same 

distribution.

However, despite the intensity of the pain episodes, 

most TN patients are symptom free between attacks 
.[2,17]

and most exhibit a normal clinical examination

TN is a chronic disorder. Although temporary 

spontaneous remissions often occur over the 

clinical duration of the illness, most patients will 

experience episodic TN pain attacks for years unless 

appropriately treated.

Etiology and Pathogenesis

The etiology of most cases of TN is chronic vascular 

compression and injury to the trigeminal nerve at its 

entrance into the brainstem (pons). In one study, 

64% of the compressing vessels were identified as 

an artery, most commonly the superior cerebellar 

(81%). Venous compression was identified in 36% 
[18] of cases.

Vascular compression of the trigeminal nerve 

appears to cause demyelination and remyelination 

of the nerve with persisting abnormalities of 

myelination (dysmyelination). 
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nerve section, ganglionectomy, rhizotomy), and a 

non-destructive operation aimed at relieving the 

n e r ve  r o o t  f r o m  a n  o f f e n d i n g  c o n t a c t  

(“decompression”). Inorder to reduce the risk , 

percutaneous approaches have been developed, 

using chemical or physical agents to impair 

transmission of impulses in the trigeminal pathway 

while avoiding major loss of function. Among these 

percutaneous procedures we find differential 

thermal rhizotomy, glycerol rhizotomy and 

compression of Gasser ganglion by a balloon (so-

called “microcompression”). More recently, gamma 

rays have been used to make a sharply focalised 

lesion of the trigeminal nerve root by means of a 

stereotactic

technique. The open neurosurgical approach is 

however still in the race. Destructive procedures 

have been abandoned. Partial sensory rhizotomy, 

dorsal root entry zone (DREZ) lesions, and 

trigeminal tractotomy have few indications. 

Microvascular decompression (MVD) has become 

the main surgical treatment for TN.

In summary, therapy for TN presently includes a 

variety of both medical and surgical approaches, 

each of which is effective for some patients. Drug 

therapy including trials of several drugs or 

combinations of drugs should be attempted before 

surgery is recommended. When surgery is 

necessary, the patient should be carefully counseled 

regarding the advantages and disadvantages of the 

available surgical procedures. Clinicians should also 

remember that since spontaneous remissions are a 

feature of TN, procedures resulting in temporary 

relief might be all that is necessary for some 
[1]

patients.
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