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Summary 
 

Chronic orofacial pain is reviewed, especially from the aspect of 
common diagnostic and therapeutic dilemmas. Chronic orofacial pain is a more 
frequent phenomenon than usually regarded, as time rich with emotional 
tension greatly favours the specific release of endogenous conflicts, which may 
also be manifested by chronic orofacial pain, especially psychogenic orofacial 
pain. 

In this article, characteristic modalities of neurogenic, somatic and 
psychogenic pain in the orofacial region are described, pointing to the main 
diagnostic criteria and therapeutic possibilities. The rationale for setting up and 
organizing pain clinics is stressed, as treatment by several specialists at the 
same place is more convenient, both to the patient and the practitioner, and 
gives a better chance for success than referral to other specialists, especially to 
psychiatric clinics. 
 
Key words: Pain, facial, chronic; Pain, neurogenic; Pain, somatic; Pain 
psychogenic 
 
 
Introduction 
 

Orofacial pain is the most frequent reason patients seek dental 
attention. However, the precise diagnosis of orofacial pain is not always simple. 
In that respect, the greatest diagnostic (and therapeutic) problem presents 
chronic pain, especially when there is no obvious organic cause (for example, 
malignant disease). 

Pain is an unpleasant emotional experience resulting from either 
physical or psychological trauma1. Painful experience includes not only a 
perception of sensations evoked by noxious stimuli, but also the reaction or 
response to such stimuli2. Unless the patient is supposed to be a conscious 
malingerer or layer, the painful experience is always unpleasant and always 
real1. The psychological component of this experience has always been 
accepted3 and psychological factors, such as previous experience, prejudice, 
emotional status etc, may significantly influence and intensify it or cause the 
persistence of pain even when the original tissue damage has disappeared4. 

Pain of more than 6 months’ duration is considered to be chronic5. In 
contrast to acute pain, which serves a biologic purpose as either a protective 
mechanism or a warning signal, chronic pain does not serve any biologic 
purpose and appears to be permanent and intensified by psychological factors4. 
In fact, chronic pain may be considered as a product of complex interaction of 
biologic, i.e. organic and psychological factors, and of an acquired “illness 
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behaviour” as well as some behavioural factors (bruxism habit, chronic muscle 
contraction) which significantly contribute to arising pain5. 

Chronic orofacial pain may have many different clinical presentations. 
However, all these conditions (except cancer pain, which may have chronic 
presentation but does not have diagnostic or therapeutic dilemmas) can be 
grouped into three main pain categories4: neurogenic pain (caused by structural 
abnormalities within the neural components), somatic pain (caused by 
abnormalities in normal structures, but sometimes having referred pain 
characteristics) and psychogenic pain (caused primarily by disturbances in the 
psychogenic sphere, but also showing sometimes changes within the neural 
component). 
 
 
Neurogenic Pain 
 

Neurogenic pain is estimated to be caused by a functional abnormality 
within the nervous system4. However, the exact etiopathogenetic mechanism of 
the most prominent representative of this chronic orofacial category - a 
paroxysmal (idiopathic) trigeminal neuralgia is still not precisely determined. 
 
Paroxysmal Trigeminal Neuralgia 
 

Paroxysmal trigeminal neuralgia (PTN) is a precisely defined clinical 
entity, with a clinical picture that distinguishes it from other, more or less 
similar orofacial pain syndromes. Although known for centuries, PTN still 
produces controversies, beginning with terminological (idiopathic or primary 
trigeminal neuralgia, tic douloureux, etc) closing with therapeutic (a plethora of 
treatment modalities, no one guaranteeing permanent pain relief). 
 
Clinical presentation. PTN is characterized by lancinating pain, the most 
intensive pain ever experienced by humans6. Pain is most frequently described 
as a sudden, sharp, severe stabbing or lancinating, lasting relatively briefly 
(from a few seconds to a minute). It is of paroxysmal nature, repeating 
throughout the day (rarely at night). Pain is characteristically provoked by 
stimulation of one, more or less constant sensory region of the skin of the face 
or oral mucosa, so-called trigger-zone, which is one of the patognomonic 
symptoms. Trigger-mechanism is usually provoked by light touch, talking, 
chewing or swallowing. After provoking a trigger-mechanism, pain is elicited 
within a single division of the trigeminal nerve (most often maxillary or 
mandibular). Immediately after the attack, there is a short “refractory period” 
when it is impossible to provoke pain. The patient is usually pain-free between 
attacks, but sometimes a dull, constant pain may persist between attacks of 
sharp pain. 

Scientific Thought and Clinical Practice



Periods of spontaneous remission of pain attacks are characteristic for 
the PTN. They can be brief (few months) or more protracted (till a year) - an 
especially confusing feature because coincidental treatment may be given the 
(undeserved) credit for bringing on what is in fact a spontaneous subsidence of 
pain7. However, the spontaneous remissions gradually get shorter, especially in 
untreated cases1. Spontaneous recovery has not been reported. 
 
Diagnostic criteria. As pain, a most prominent symptom of the PTN, 
demonstrates individual experience which is difficult to present objectively, the 
diagnosis of PTN is not always simple. It is primarily based on the detailed 
description of pain characteristics, as well as on the elimination of other 
possible causes of pain. 

Classic criteria for making the diagnosis of PTN are8,9: (1) the intensive, 
brief pain of paroxysmal character, with complete remissions occurring 
between attacks; (2) the existence of a trigger-zone provokable by even a light 
sensory stimulation; (3) unilateral pain confined to the distribution of the 
affected nerve-division; (4) normal neurological findings at examination, 
without objective sensory or motor disturbances. 

There are no laboratory tests or radiographic findings pointing to the 
PTN. Nevertheless, each patient with presumable diagnosis of PTN should be 
submitted to detailed clinical and radiographic examination, including the 
routine laboratory tests, in order to exclude other syndromes and diseases with 
similar clinical presentation. In diagnosing PTN, a positive response to local 
anaesthetic injection or the undertaken medication reinforces the clinical 
impression and confirms the diagnosis10. Specific changes of somatosensory 
evoked potentials in PTN patients are also observed11, but it is not clear 
whether these results may be used with certainty in differential diagnosing of 
the PTN12. 

The PTN may be confused with three main types of syndromes9: (1) 
paroxysmal (idiopathic) neuralgia involving other nerves; (2) symptomatic 
neuralgia; and (3) facial pain other than paroxysmal neuralgia. 

Idiopathic neuralgia may affect, although only occasionally, other 
nerves than trigeminal - the glossopharyngeal and the superior laryngeal 
nerves. Many pain characteristics are similar to the PTN, but pain appears in 
tonsils and the root of the tongue, referring to the ear and the throat. It is 
usually provoked by swallowing or speaking13. The diagnosis of 
glossopharyngeal neuralgia may be established by simple local anaesthetic 
spraying of the throat: a relief of pain indicate the glossopharyngeal neuralgia9. 

Symptomatic (secondary) trigeminal neuralgias are caused by both 
peripheral and central lesions of the trigeminal nerve. Intracranial causes of 
secondary neuralgias may be the posterior and the middle cranial fossa lesions, 
and extracranial causes comprise compression or entrapment of peripheral 
trigeminal branches14. In the very beginning of the disease, symptoms may 
imitate PTN, but gradually pain becomes more constant, usually accompanied 
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by signs of affection of other nerves (neurological, sensory or motor dis-
turbances). Detailed oral, otorhinolaryngological, neurological and 
radiographic examinations, as a rule, reveal the cause of pain (in contrast to the 
PTN). 

Chronic orofacial pain other than idiopathic neuralgia may sometimes 
mimic true PTN pain. This is especially the case with vascular and psychogenic 
pains. However, pain in these conditions is more constant, localized on the 
wider region and, especially with psychogenic pain, not confined precisely to 
the certain nerve division. Nevertheless, sometimes a great clinical experience is 
needed to differentiate these syndromes from PTN solely on the basis of clinical 
characteristics of pain. 
 
Treatment. Due to unknown aetiology and pathogenesis of the PTN, there is no 
uniform mode of treatment. Several drugs and procedures were proposed in 
due course, but only some of them maintained judgement of time. 

Generally speaking, treatment of PTN can be medical or surgical. 
Numerous surgical procedures, which can be didactically grouped into 
intracranial and extracranial ones, are reserved for patients who do not respond 
to medication10, or cannot use it for other reasons (for example, allergy). 

Medical treatment in many treatment protocols takes the first line15 

owing to the discovery of Blom16 that the antiepileptic drug carbamazepine 
(TegretolR, MazepineR), can provide pain relief in PTN patients. Although there 
is other anticonvulsant medication useful in the treatment of PTN, car-
bamazepine is still the sovereign remedy for that purpose, effective in 60-90% of 
the treated patients8,16-19. Moreover, this drug is so specific in abolishing PTN 
pain that can be used even for diagnostic purpose20. The therapeutic dose of the 
drug gradually rises from 200-400 mg daily to the maximal 1200 mg daily dose 
owing to the attained effect. Unfortunately, in 25-50% of the patients, after 
several years of successful treatment, carbamazepine becomes ineffective21. 

An analysis of results of the carbamazepine treatment of PTN, 
performed at the Clinic of Oral Surgery, Faculty of Stomatology in Belgrade22, 
however, showed slightly poorer effect of this medication than is usually 
presented (Tab. 1). The positive effect of the treatment, in this series, was 
noticed in only 11 of 19 patients (58%), with pain relief of 12 months maximum. 
At the same time, side-effects were noticed in 7 patients, although not of a 
serious character (dizziness, drowsiness and sluggishness). 

Peripheral nerve blocks (blockades) are, usually, the next step in the 
PTN treatment. This term comprises the injection of some neurolytic substances 
in the vicinity of the affected peripheral nerve for the purpose of relieving pain. 
The injection technique is the same as for the anaesthetic blocks performed 
routinely for achieving local anaesthesia, only with the substances other than 
local anaesthetics. 
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Table 1. Clinical Data of Patients with PTN and Results of Carbamazepine Treatment 
 

Patient TheAffected 
Nerve* 

Duration 
of PTN 

Initial 
Dose** 

Painless 
Period 

Side- 
effects 

1. V3 3 months 0.6 3months yes 
2. V3 4 weeks 0.6 4months # 
3. V2/3 5 years 0.6 5days  
4. V3 1 month 0.6 12 months  
5. V2 2 years 0.6 0 # 
6. V3 7 years 0.6 0 yes 
7. V2 l month 0.6 0 yes 
8. V2 8 years 1.2 6 weeks  
9. V3 l month 0.6 0 yes 
10. V3 4 years 0.6 1 month yes 
11. V3 4 years 1.2 1 month  
12. V3 3 months 0.6 0 yes 
13. V3 2 years 0.6 0 # 
14. V2 2 years 0.6 6 months/still  
15. V2/3 3 years 1.2 0  
16. V2/3 3 months 1.2 0 yes 
17. V3 1 month 0.6 3 months yes/# 
18. V3 2 years 0.6 9 months/still  
19. V3 1 week 0.6 3 months/still  

 
* - V2 – Maxillary Nerve; V3 – Mandibular Nerve 
** - g/daily 
# - refuses therapy 
The use of solely local anaesthetics for the same purpose (peripheral 

nerve block) is least effective, producing pain relief in PTN only sporadically  
and in the beginning of the condition8,15. Controlled, double blind study of the 
effect of peripheral nerve blocks with local anaesthetic (lidocaine) and the 
solution of streptomycin in lidocaine in the treatment of PTN, performed in two 
separate institutions (Yugoslavia and UK)23, however, showed that local 
anaesthetic may be efficient in some patients, with a pain relief period of more 
than 30 months (Tab. 2). Nevertheless, local anaesthetics are used primarily for 
diagnosing PTN, as test-blocks performed at the first visit. If the pain relief is 
achieved even after the relapse of local anaesthesia, our policy is not to 
undertake any other procedure till the recurrence of pain. So, in these cases, 
peripheral nerve blocks with local anaesthetics may be regarded as a 
therapeutic procedure. 

Ethyl-alcohol (95%) is most frequently used for peripheral nerve blocks. 
Alcohol causes neurolysis when contacting peripheral nerve8, producing 
anaesthesia of the region innervated by the treated nerve division, which is an 
unpleasant consequence of the alcohol blockade.  
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Table 2. Treatment Results of Peripheral Streptomycin/Lidocaine versus 
Lidocaine Alone Injections in the Treatment of PTN 
 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 
*   -  L - Lidocaine Alone; 
        S/L - Solution of Streptomycin in Lidocaine 
** - V2 – Maxillary Nerve; V3 – Mandibular Nerve 

 
In addition, pain recurs after 6 to 24 months8, and subsequent blocks 

are more difficult to perform and less effective due to the fibrous tissue formed 
after previous injection8. This is the reason some authors do not recommend 
peripheral alcohol blocks as a treatment modality for PTN patients10. 

It seems that anhydrous organic alcohol glycerol is a better alternative 
to ethyl-alcohol for peripheral nerve blocks in PTN. Due to its hygroscopic 
properties, it diffuses through perineurium, absorbing water and subsequently 
damaging nerve axons24. It is shown that glycerol has a satisfactory effect on 
pain relief in PTN when applied peripherally in the vicinity of the affected 
nerve25. A preliminary study, conducted at the Clinic of Oral Surgery in 
Belgrade22, showed pain relief from 6 to 24 months in 70% of patients with PTN 
treated with peripheral glycerol nerve blocks (Tab. 2). It is suggested that 
glycerol should be injected 20-30 minutes after local anaesthetic, as not to be 
unnecessarily diluted22. 

An attempt to use the solution of streptomycin in lidocaine for 
peripheral nerve block in PTN patients deserves attention, preliminary results 
of the procedure being firstly reported in 198626. The procedure comprised 5 
peripheral nerve blocks, the time between each injection varying from 3-7 days 

Patient Blockade* Treated  
Nerve** 

Painless  
Period 

Recurrence 

1. L V3 0  
2. S/L V2 5 months yes 
3. L V3 17 months no 
4. S/L V2 3 weeks yes 
5. L V2 26 months no 
6. L V2 0  
7. S/L V2 2 weeks yes 
8. S/L V3 30months no 
9. L V3 0  
10. S/L V3 3 months yes 
Ii. S/L V2 6 months yes 
12. S/L V3 0  
13. S/L V3 14 months no 
14. L V2 0  
15. L V2 8 months yes 
16. S/L V3 6 months no 
17. L V2 0  
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according to the intensity and frequency of pain attacks. Even this preliminary 
study showed very encouraging results, the double blind, controlled one 
demonstrated a slightly less favourable, but still beneficial effect23. 

Open surgery on peripheral nerves, so-called peripheral neurectomy, 
has long been advocated for the treatment of PTN8. By surgical avulsion of a 
certain segment of the affected peripheral nerve, a relatively long period of pain 
relief is achieved. The major disadvantage of peripheral neurectomy is that total 
anaesthesia of the corresponding region results, while pain relief is only 
temporary. Repeating the procedure is much more difficult because of the 
presence of fibrous scar tissue, and should be performed at the other site. These 
are the reasons peripheral neurectomy is not widely used10. 

Cryosurgical techniques, based on the freezing effect of liquid nitrogen 
probes at the surgically exposed nerve, have been used for the treatment of 
PTN for approximately two decades27,28. Cryoanalgesia can be achieved even 
without surgical exposure of the affected nerves. The advantages of 
cryotherapy are relatively fast recovery of sensation (approximately after 3 
months), relatively long remissions, the possibility of performing on an out-
patient basis and the absence of major complications. 

Intracranial percutaneous or open surgery is usually left for resistant 
cases of PTN, when other procedures fail. It comprises blockade of the 
gasserian ganglion, percutaneous retrogasserian coagulation or major surgery 
on the sensory root of the trigeminal nerve. The injection of glycerol into the 
trigeminal cistern30 has increasingly gained followers10. Pain relief is 
comparatively long (even more than 6 years) and recurrence is quite low (l2-
31%)30-32. Percutaneous retrogasserian radio frequent rhizotomy selectively 
destroys preganglionic trigeminal nerve fibres, through small electrode, by 
thermo-coagulation of trigeminal rootlets33, giving favourable effect but 
comparatively frequent recurrence. Major intracranial surgery is out of the 
scope of oral and maxillofacial surgery. 

In conclusion, it should be stressed that an ideal procedure in the PTN 
treatment does not exist. The treatment plan is, therefore, individual, adapted to 
every single patient, as well as to the possibilities and experience of the 
therapist. Even if there are some differences in treatment protocols between 
institutions treating PTN patients, general trend is directed to less invasive 
procedures, primarily medical therapy, and open surgery being left for resistant 
cases and in late stages of the condition. At the Orofacial Pain Centre at the 
Faculty of Stomatology in Belgrade, priority is given to less invasive procedures 
in the treatment of PTN, such as medical treatment and peripheral nerve 
blockades with glycerol or the solution of streptomycin in lidocaine. The results 
of these types of treatment are quite satisfactory23,25,26, which justifies the 
recommendation of using such procedures as a first step in the treatment of 
PTN patients. 
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Somatic Pain 
 

Somatic pain may be divided into superficial and deep somatic pain4. 
Superficial somatic pain has a bright quality of stimulating nature and is 
involved in acute pain; deep somatic pain, on the other hand, has a dull, deep, 
depressing quality, and is often involved in chronic orofacial pain. 

Musculoskeletal pain falls into the category of deep somatic pain; in 
the orofacial region, this pain category refers to temporomandibular joint and 
masticatory muscle problems, usually coexisting and overlapping with signs 
and symptoms. This is the reason why the term facial arthromyalgia, proposed 
by Harris34, seems to be the most appropriate for the chronic pain syndrome 
otherwise variably called the temporomandibular joint dysfunction syndrome, 
myofascial pain dysfunction syndrome or, at the beginning, Costen’s syndrome. 
However, in quite a number of patients, temporomandibular joint dysfunction 
can be distinguished from myofascial pain dysfunction. In the rest of unclear 
cases it is crucial to recognize and identify the basic and primary cause of 
discomfort as the treatment may significantly vary, from solely to combined 
medical, dental and surgical. 
 
Temporomandibular Joint Pain 

Temporomandibular joint pain arises due to the “internal 
derangement”, defined as an abnormal relationship of the articular disc 
(meniscus) to the mandibular condyle, glenoid fossa and articular eminence35. 
The first sign of the internal derangement is a painless joint sound (click), which 
occurs on movement of the joint, indicating a subluxation of the posterior band 
of the meniscus. The click remains painless as long as the main insertions of the 
meniscus into the mandibular condyle poles are not threatened36. A painful 
click arises when the main insertions begin to fail and the whole meniscus 
begins to luxate. This is possible only if there is a stretching or tearing of the 
insertions of the meniscus into the condylar poles, and this is accompanied by 
pain and tenderness to palpation over the lateral pole - a usual clinical 
finding36. 

Arthralgia is characterized by continuous, localized joint pain that 
increases with jaw function. The maximum jaw opening motion is sometimes 
limited or deviated to the affected side. The joint is usually tender on palpation. 
The condition is termed also as capsulitis and synovitis37. Localized 
arthralgia/arthritis can be caused by external trauma to the joint or by 
repetitive malfunction of the jaw (fingernail biting, bruxism, and clenching 
teeth)36,38. Due to subluxation, meniscus no longer separates the condyle from 
its fossa to the same degree as in its correct anatomical position and a 
malocclusion may result36. On the other hand, occlusion may affect the joint 
indirectly, by altering muscle activity, and directly. However, many studies 
suggest there is no demonstrable relationship between the occlusion and 
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temporomandibular joint pain39. Finally, as the direct relationship between 
emotional factors, inducing the increased muscle activity, and 
temporomandibular joint dysfunction has been demonstrated40, a hypothesis is 
developed, connecting emotional status, muscle activity and joint dysfunction, 
although correlations between these factors have not been clearly established39. 

Due to different possible etiological factors, it is am parent that, 
consequently, the treatment also can be directed to various presumable sources. 
There are several treatment modalities, from simple reassurance and occlusal 
correction (necessary to allow bilateral mastication), to joint surgery comprising 
arthrocentesis, meniscoplasty or menisectomy41,42. The usual policy is a 
conservative approach - to try with the least invasive procedures (occlusal 
correction, making bite-guard appliances, physiotherapy, psychotropic 
medication), leaving surgery for those cases where conservative treatments 
have failed42. 
 
Muscular (Myofascial) Pain 

Masticatory muscle myalgia can occur as a result of direct muscle 
tissue trauma, forceful jaw-closing habits (bruxism) or prolonged protective 
muscle activity secondary to regional pain43. Typical characteristics of 
myofascial pain are dull, aching, continuous pain increasing with function, with 
local palpable tender bands in the muscle and trigger points within these 
bands44. Trigger points are tender to palpation and exogenous factors such as 
tension, trauma or weather changes, which may increase pain from mild to ago-
nizing4. In early stages, the pain may be more localized, but with chronicity, the 
trigger point can refer pain to more distant sites45. 

The mechanism for these chronic muscle pain phenomena is not clear, 
but speculations include theories involving localized hypoxia, central 
sensitization and neurogenically induced pain-peptide secretion at the tender 
sites”3. 

Specific myofascial trigger point therapies include stretch and (cold) 
spray, post-isometric relaxation, injection of trigger points, massage applied to 
the taut bands and trigger points and physiotherapy (ultrasound, electrical 
stimulation)”. However, the success of the treatment depends on the precise 
differential diagnosis to the temporomandibular joint pain and psychogenic 
pain syndromes. 
 
 
Psychogenic Pain 
 

Chronic orofacial pain of psychogenic nature is a much more frequent 
phenomenon than is usually regarded47. The time rich with emotional tension 
greatly favours the specific release of endogenous conflicts, which may be 
manifested by chronic orofacial pain as well. According to some reports48, 2-5% 
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of patients with chronic orofacial pain have no demonstrable organic disease, or 
have an exaggerated response to minimal pathology. 

Psychogenic pain, like any psychosomatic disturbance, can arise in 
three ways34, each manifesting differing degrees of severity and chronicity: (1) 
as a manifestation of stress in an otherwise fit and stable person; (2) as a 
symptom of psychiatric illness; or (3) as a feature of an unchanging 
hypochondriacally personality trait. It is important to recognize that this pain is 
real, arisen initially in dilated blood vessels34. It is supposed that there is a 
disturbance of the central descending pain inhibitory system that normally 
filters chronic peripheral discomfort in these patients49. 
Psychogenic pain is characteristically constant and nagging, of aching and 
burning nature, located deep into tissues and difficult to describe50. It is not 
well localized and crosses over normal neurological boundaries. The typical 
patient is, according to Miller51, a middle aged female, edentulous, haggard and 
importunate. As there is no oral or dental abnormality which can be associated 
to the apparent symptoms, the term “atypical facial pain” is frequently used, 
although it is not officially recommended52. However, the term “atypical” 
seems to be more convenient than the term “psychogenic” in routine 
communication, especially with a patient, because it does not suggest that the 
pain is imagined - a fact which could cause the patient to become upset. 

Psychogenic orofacial pain can be manifested differently, the most 
interesting (and characteristic) presentation being atypical odontalgia49,53,54. 
This condition is characterized by continuous or throbbing pain localized in a 
single tooth (or several teeth in the region), otherwise indistinguishable from 
that of an acute pulpitis or periodontitis. Affected teeth are extremely sensitive 
to pressure or thermal stimuli. Some cases appear to have been precipitated by 
a dental procedure, such as the fitting of a bridge or an extraction3. The main 
feature of the condition is the lack of any detectable sign of dental pathology, 
although the detailed anamnesis can reveal previous attempts to “treat” the 
condition by unnecessary dental procedures (pulpectomies, root fillings, 
apicoectomies, extractions, etc.)”’.Although symptoms may vary, a carefully 
taken history usually reveals some emotional problems or recurrent migrainous 
attacks. This is the reason the condition is assumed to be a state of hyperalgesia 
of pulpal/periodontal pain receptors, suggesting a vascular disturbance. 

To arrive at an accurate diagnosis of psychogenic pain, the first and 
most important step is to take a complete history and to obtain relevant 
information, such as: chief complaint(s), location of pain and its characteristics 
(quality, intensity, temporal behaviour, provoking, aggravating or relieving 
factors), chronology of complaints and personal and past medical history4. 
Objective signs of any kind of oral pathology usually lack. However, 
investigations of tooth pulp evoked potentials (TPEP) have revealed some 
indicative, although discrete, changes in patients with psychogenic pain55. 
These changes are seen in a shorter latency of the first negative wave on the 
side with pain compared to the opposite side or to control patients. Also, the 
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second negative wave has a prolonged latency on the side with pain, with a 
plateau instead of an amplitude peak (Fig. 1). Changes of TPEP in psychogenic 
pain patients indicate the existence of slower impulse transmission and the 
reduction of cognitive inhibitory pain control at both synaptic junctions (at pons 
and thalamus). 

Fig. 1. Typical TPEP in: 
(a) Healthy individual: N1 - the first 
negative wave showing the first 
synaptic junction; P1 -the first positive 
wave showing impulse transmission in 
lemniscus medialis; N2/P2 - the second 
negative and the second positive waves 
showing impulse transmission at the 
thalamo-cortical level; 
(b) A patient with atypical facial pain: 
on the side with pain the changed N2 
wave, with plateau phenomenon 

Treatment of psychogenic orofacial pain is not simple, especially if one 
persistently tries to find out an organic cause of present pain. The patient 
usually undergoes unnecessary dental or surgical treatment without any 
improvement (it even gets worse), and pain moves from one tooth or place to 
another. The patient should be subjected to essential dental care only, with 
additional explanation that the actual pain is a migraine-like pain in the teeth 
and surrounding tissues due to dilated blood vessels or hyperactive muscles,  
provoked by emotional pressure and stress. Finally, it was shown that tricyclic 
antidepressants improve symptoms in patients with psychogenic pain, as well 
as with facial arthromyalgia56. It seems that they are successful even in the 
absence of depression. The explanation of antidepressants’ efficacy probably 
lies in the fact that they increase the serotonin, noradrenaline and dopamine 
concentrations in synapses, preventing their re-uptake57. Tricyclic 
antidepressants are effective in the vast majority of psychogenic pain patients49;
however, the improvement can not be demonstrated immediately, but a few 
months after the beginning of the therapy. 
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Possible Conclusions 
 

Many patients experiencing or anticipating chronic orofacial pain seek 
oral and dental treatment. In addition, an orofacial region is one of the most 
complex of all regional areas in terms of identification of pain48, having an 
extremely complex cranial and cervical innervation and an intricate vascular 
supply. There are many other pain modalities and types apart from those 
mentioned in this review (for example, different vascular pains, post-traumatic 
and secondary neuralgias, etc.). It is obvious that precise diagnosing of all types 
of chronic orofacial pain requires a lot of experience and undertaking of the 
most promising procedures only after careful evaluation of all available data. 

Whenever a patient presents for evaluation chronic orofacial pain, it is 
essential: (1) to take a detailed and complete history; (2) to perform a detailed 
clinical examination of the orofacial region; (3) not to have prejudice that the 
patient necessarily has an organic condition provoking pain; (4) to have 
thorough insight into all possible causes of orofacial pain, i.e. organic, 
functional and psychogenic; and (5) to have no hesitation in referring a patient 
for further evaluation if there is no obvious cause of pain found instead of 
performing unnecessary (usually irreversible) dental procedures. 

Having in mind the fact that chronic orofacial pain presents a 
diagnostic and therapeutic challenge to health practitioners, it should be dealt 
with by clinicians of different specialities, and it seems that the 
multidisciplinary concept in treating orofacial pain patients is the best 
approach. The basic rationale of setting up and organizing specialized pain 
clinics is the necessity of treating pain patients by several specialists at the same 
time and place. Only joint management of chronic orofacial pain patients 
provides an overall insight into pain cause itself and the necessary diagnostic 
and treatment procedures. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

Scientific Thought and Clinical Practice



References 
 
1. Harris M. Facial Pain. In: Rowe AHR, Alexander AG, Johns RB (eds): A Companion to 
Dental Studies, vol. 3 - Clinical Dentistry. Oxford-London-Edinburgh-Boston-Palo Alto-
Melbourne: Blackwell Scientific Publications, 1986, pp 44-53. 
2. Dubner R. Neurophysiology of Pain. Dent Clin North Am, 1978; 23:11-30. 
3. Harris M. Psychogenic aspects of facial pain. Br Dent J, 1974; 136:199-202. 
4. Pertes RA, Heir GM. Chronic Orofacial Pain. A Practical Approach to Differential 
Diagnosis. Dent Clin North Am, 1991; 35:123-140. 
5. Harness DM, Rome HP. Psychological and Behavioral Aspects of Chronic Facial Pain. 
Otolaryngol Clin North Am, 1989; 2:1073-1094. 
6. Merskey H. Pain terms. A list of definitions and notes on usage. Pain, 1979; 6:249-252. 
7. Sweet WH. Trigeminal Neuralgia. In: Foley KM, Payne RM (eds): Current Therapy of 
Pain. Toronto-Philadelphia: BC Decker Inc, 1989, pp 116-125. 
8. Bayer DB, Stenger TG. Trigeminal Neuralgia. An overview. Oral Surg, 1979; 48:393-399. 
9. Walker AE. The Differential Diagnosis of Trigeminal Neuralgia. In: Hassler R, Walker AE 
(eds): Trigeminal Neuralgia: Pathogenesis and Pathophysiology. Stuttgart: Georg Thieme 
Verlag, 1970, pp 30-34. 
10. Donlon WC, Jacobson AL, Truta MP. Neuralgias. Otolaryngol Clin North Am, 1989; 
22(6):1145-1l58. 
11. Leandri M, Parodi CI, Favale E. Early trigeminal evoked potentials in tumours of the 
base of the skull and trigeminal neuralgia. Electroenceph Clin Neurophysiol, 1988; 71:114-
124. 
12. Cenić D, Todorović Lj. The Differential Diagnosis of Pain Syndromes in Orofacial 
Region Using Tooth Pulp Evoked Potentials. Stom Glas S, 1993: 40(Supp. 1):s124 (in Serb) 
13. Orton CI. Glossopharyngeal Neuralgia: Its Diagnosis and Treatment. Br J Oral Surg, 
1972; 9:228-232. 
14. Harris M. Orofacial Neuropathology. In: Moore JR (ed): Surgery of the Mouth and 
Jaws. Oxford-London-Edinburgh-Boston-Palo Alto-Melbourne: Blackwell Scientific 
Publications, 1985, pp 806-809. 
15.  Heyck H. Headache and Facial Pain: Differential Diagnosis, Pathogenesis, 
Treatment. Stuttgart-New York: Georg Thieme Verlag, 1981, pp 138-181. 
16. Blom S. Trigeminal neuralgia: its treatment with a new anticonvulsant drug (G-32883). 
Lancet, 1962; 1:839-840. 
17. Lipton S. Relief of pain in clinical practice. Oxford-London-Edinburgh-Melbourne: 
Blackwell Scientific Publications, 1979, pp 66-90. 
18. Braunhofer J, Jesch W. Klinische Erfahrungen mit einem neuen Dibenzoazepinderivat 
(G 32883) in der Behandlung der Trigeminusneuralgie. Med Welt, 1964/1; 4:200-203. 
19. Carnaille H, De Coster J, Tyberghein J, Dereymaeker A. Etude statistique de pres de 700 
cas de facialgies traitees par le Tegretol. Acta Neurol Belg, 1966; 66:175-196. 
20. Sweet WH. The treatment of trigeminal neuralgia (tic douloureux). N Engl J Med, 
1986; 315:174-177. 
21. Dalessio DJ. Medical treatment of trigeminal neuralgia. Clin Neurosurg, 1977; 24:579-
583. 
22. Stajčić Z, Todorović Lj. Idiopathic Trigeminal Neuralgia: The Most Severe Pain in the 
Face. Stom Glas S, 1984; 41:71-80 (in Serb) 
23. Stajcic Z, Juniper RP, Todorovic L. Peripheral Streptomycin/Lidocaine Injections 
versus Lidocaine Alone in the Treatment of Idiopathic Trigeminal Neuralgia: A double 
blind controlled trial. J Cranio-Max-Fac Surg, 1990; 18:243-246. 

172



24. Rengachary SS, Watanabe IS, Singer P, Bopp WJ. Effect of glycerol on peripheral nerve: 
an experimental study. Neurosurgery, 1983; 13:681-688. 
25. Stajcic Z. Peripheral glycerol injections in the treatment of idiopathic trigeminal 
neuralgia: A preliminary study. Int J Oral Maxillofac Surg, 1989; 18:255-257. 
26. Sokolovic M, Todorovic L, Stajcic Z, Petrovic V. Peripheral streptomycin/lidocaine 
injections in the treatment of idiopathic trigeminal neuralgia. J Max-Fac Surg, 1986; 14:8-9. 
27. Barnard DJW, Lloyd JW, Glynn CJ. Cryosurgery in the management of intractable 
facial pain. Br J Oral Surg, 1978; 16:135-142. 
28. Zakrzewska JM, Nally FF, Flint SR. Cryotherapy in the management of paroxysmal 
trigeminal neuralgia: Four year follow-up of 39 patients. J Max-Fac Surg, 1986; 14:5-7. 
29. Juniper RP. Trigeminal neuralgia - treatment of the third division by radiologically 
controlled cryoblockade of the inferior dental nerve at the mandibular lingula. A study of 
31 cases. Br J Oral Maxillofac Surg, 1991; 29:154-158. 
30. Hakanson S. Trigeminal neuralgia treated by the injection of glycerol into the 
trigeminal cistern. Neurosurgery, 1981; 9:638-646. 
31. Waltz TA, Dalessio DJ, Ott KH, Copeland B, Abbott G. Trigeminal cistern glycerol 
injections for facial pain. Headache, 1985; 25:354-357. 
32. Dieckmann G, Veras G, Sogabe K. Retrogasserian glycerol injection or percutaneous 
stimulation in the treatment of typical and atypical trigeminal pain. Neurological Research, 
1987; 
9:48-49. 
33. Sweet WH, Wepsic JG. Controlled thermocoagulation of trigeminal ganglion and 
rootlets for differential destruction of pain fibers. Part 1. Trigeminal neuralgia. J 
Neurosurg, 1974; 40:143-156. 
34. Harris M. Medical Versus Surgical Management of Temporomandibular Joint Pain 
and Dysfunction. Br J Oral Maxillofac Surg, 1987; 25:113-120. 
35. Dolwick MF. Diagnosis and Etiology. In: Helms CA, Katzberg RW, Dolwick MF (eds): 
Internal Derangements of the Temporomandibular Joint. San Francisco: University of 
California Press, 1983, p 31. 
36. Juniper RP. The Pathogenesis and Investigation of TMJ Dysfunction. Br J Oral 
Maxillofac Surg, 1987; 25:105-112. 
37. Solberg WK. Temporomandibular disorders: management of problems associated 
with inflammation, chronic hypomobility and deformity. Br Dent J, 1986; 160:421-428. 
38. Okeson JP. Fundamentals of Occlusion and Temporomandibular Disorders. St Louis: 
The CV Mosby Company, 1985. 
39. Rothwell PS. The Temporomandibular Joint Pain/Dysfunction Syndrome. In: Moore 
JR (ed): Surgery of the Mouth and Jaws. Oxford-London-Edinburgh-Boston-Palo Alto-
Melbourne: Blackwell Scientific Publications, 1985, pp 588-599. 
40. Fine EW. Psychological factors associated with non-organic temporomandibular joint 
pain dysfunction syndrome. Br Dent J, 1971; 131:402-407. 
41. Dimitroulis G, Dolwick MF, Martinez A. Temporomandibular Joint Arthrocentesis and 
Lavage for the Treatment of Closed Lock: A Follow-up Study. Br J Oral Maxiilofac Surg, 
1995; 33:23-27. 
42. Leopard PJ. Surgery of the Non-Ankylosed Teniporornandibular Joint. Br J Oral 
Maxillofac Surg, 1987; 25:138-148. 
43. Clark GT, Takeuchi H. Temporomandibular Dysfunction, Chronic Orofacial Pain and 
Oral Motor Disorders in the 21st Century. CDA Journal, 1995; 23(4):4l-50. 
44. Solberg WK. Temporomandibular disorders: Physical tests in diagnosis. Br Dent J, 
1986; 160:273-277. 

Scientific Thought and Clinical Practice



45. Travel JG, Simons DG. Myofascial Pain and Dysfunction: The Trigger Point Manual. 
Baltimore: Williams and Wilkins, 1983. 
46. Simons DG. Myofascial Pain Syndromes. In: Foley KM, Payne RM (eds): Current 
Therapy of Pain. Toronto-Philadelphia: BC Decker Inc, 1989, pp 251-266. 
47. Todorović Lj, Cenić D, Potić J. Chronic Orofacial Pain of Psychogenic Nature - An 
Increasing Reality. Stom Glas S, 1995; 42:135-141. (in Serb) 
48. Gerschman J, Burrows G, Reade P. Chronic Orofacial Pain. Advances in Pain Research and 
Therapy, 1979; 3:317-323. 
49. Harris M. Psychogenic facial pain. Int J Oral Surg, 1981; 10(Suppl. 1):183-186. 
50. Drinnan AJ. Differential Diagnosis of Orofacial Pain. Dent Clin North Am, 1987; 
31(4):627-643. 
51. Miller H. Pain in the face. Br Med J, 1986; 2:577-580. 
52. Merskey H (ed). Classification of chronic pain, descriptions of chronic pain 
syndromes and definitions of pain terms. IASP Subcommittee on Taxonomy. Pain, 1986; 
3(Suppl.):3-9. 
53. Rees RT, Harris M. Atypical odontalgia. Br J Oral Surg. 1978-79; 16:212-218. 
54. Reik L. Atypical odontalgia: A localized form of atypical facial pain. Headache, 1984; 
24:222-224. 
55. Todorović Lj, Cenić D. The Use of Tooth Pulp Evoked Potentials in the Diagnosis of 
Atypical Facial Pain and Evaluation of Results of Treatment. Stom Glas S, 1992; 39:215-219. 
(in Serb) 
56. Feinmann C, Harris M. Psychogenic facial pain. Part 2: Management and prognosis. 
Br Dent J, 1984; 156:205-208. 
57. Feinmann C. Pain Relief by Antidepressants: Possible Modes of Action. Pain, 1985; 
23:1-8. 
 
 
 
 
 
 
 
 
 
 
 
 
 


	Contents
	Editorial
	Kimio Abe-SECRETION OF SALIVARY CYSTATIN S...
	D. Cenić-Milošević-MEDITATORS INVOLVED IN TRANSMISSION AND MODULATION OF CHRONIC PAIN
	Elena Kršljak-AUTOTOMY  PHENOMENON: EXPERIMENTAL MODEL OF NEURALGIC PAIN
	Carel L. Davidson-GLASS-IONOMER CEMENTS, THE INTERESTING ALTERNATIVE FOR RESIN-BASED COMPOSITES
	John W. Nicholson-GLASS-IONOMER CEMENTS IN DENTISTRY: THE CURRENT POSITION
	Zoran R. Vulicevic-ADHESIVE DENTISTRY :FUTURE FROM THE PAST
	Momir Carević-NATIONAL PROGRAM FOR PREVENTION OF ORAL DISEASES EFFECT ON CARIES DISTRIBUTION IN POPULATION OF SERBIA1996 - 2001
	N.Markova-EPIDEMIOLOGY AND PREDICTORS OF EARLY CHILDHOOD CARIES / ECC /
	Lutz Stösser-BACTERIAL AND ENZYMATIC TESTS IN CARIES RISK ASSESSMENT
	Marko Vulović-PUBLIC HEALTH ISSUES CONCERNING ORAL HEALTH CAREIN FORMER SOCIALIST COUNTRIES
	M. Carcev-REPLANATION OF TRAUMATICALLY EXTRATED TEETH
	Nurcan Buduneli- DENTAL  MANAGEMENT  OFEOSINOPHILIC  GRANULOMA  OF  BONE
	Luigi Checchi- ORTHODONTIC EXTRACTION: THE EXTRACTION OF THE THIRD MOLARS IN CLOSE PROXIMITY TO THE MANDIBULAR CANAL BY AN ORTHODONTIC-SURGICAL APPROACH
	Z. Stajčić-AESTHETIC CONSIDERATION IN ORAL AND MAXILLOFACIAL SURGERY
	Ljubomir Todorović- CHRONIC OROFACIAL PAIN :DIAGNOSTIC AND THERAPEUTIC CHALLENGE
	Luigi Checchi-TREATMENT OF GINGIVAL RECESSION WITH BILAMINAR TEHNIQUESTHE CORONALLY POSITIONED FLAP WITH CONNECTIVE TISSUE GRAFT 
	U.K.Gursoy-DENSITOMETRIC ANALYSIS INPERIODONTOLOGY
	Vojislav Lekovic-RECENT ADVANCES IN REGENERATIVE PERIODONTAL THERAPY- A COMBINATION OF AUTOGENOUS BONE GRAFTING AND ENAMEL MATRIX PROTEINS
	M. Ömer Görduysus-DECEPTIVENESS AND LIMITATIONS OF ROENTGENOGRAMS IN ENDODONTICS; A COMPARATIVE STUDY WITH RADIOVISIOGRAPHY ANDCOMPUTERIZED TOMOGRAPHY
	Darinka  Stanišić-Sinobad-POSSIBILITIES OF OCCLUSAL  THERAPY IN MANAGEMENT OF  CRANIOMANDIBULAR DISORDERS
	Marija Stevanovic-EVALUATION AFTER ER:YAG LASER APPLICATION IN ENAMEL, DENTIN AND PULP


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJDFFile false
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /ColorConversionStrategy /LeaveColorUnchanged
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveEPSInfo true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile ()
  /PDFXOutputCondition ()
  /PDFXRegistryName (http://www.color.org)
  /PDFXTrapped /Unknown

  /Description <<
    /ENU (Use these settings to create PDF documents with higher image resolution for high quality pre-press printing. The PDF documents can be opened with Acrobat and Reader 5.0 and later. These settings require font embedding.)
    /JPN <FEFF3053306e8a2d5b9a306f30019ad889e350cf5ea6753b50cf3092542b308030d730ea30d730ec30b9537052377528306e00200050004400460020658766f830924f5c62103059308b3068304d306b4f7f75283057307e305930023053306e8a2d5b9a30674f5c62103057305f00200050004400460020658766f8306f0020004100630072006f0062006100740020304a30883073002000520065006100640065007200200035002e003000204ee5964d30678868793a3067304d307e305930023053306e8a2d5b9a306b306f30d530a930f330c8306e57cb30818fbc307f304c5fc59808306730593002>
    /FRA <>
    /DEU <>
    /PTB <>
    /DAN <>
    /NLD <>
    /ESP <>
    /SUO <>
    /ITA <>
    /NOR <>
    /SVE <>
  >>
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [612.000 792.000]
>> setpagedevice




