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ABSTRACT

We conducted a study to evaluate the follow-up characteristics of patients with
trigeminal neuralgia (TN) and to evaluate the factors affecting long-term outcome of
microvascular decompression (MVD) in TN. Between 1983 and 2003, 156 patients with
TN treated with MVD by 4 neurosurgeons at University Medical Centre Groningen/the
Netherlands were evaluated. Baseline data from operative outcome were evaluated using
univariate and multivariate analysis. The group consisted of 156 patients with TN: 90
females and 66 males with a median follow-up period of 9.7 years. The average age of
initial symptoms was 51 years. The average duration of symptoms was 58 months.
Postoperative 22 patients had a facial hyperpathia or hyperesthesia. Postoperatively, 137
patients had immediate relief. Postoperatively 1 year, 140 patients still had a good outcome
of the operation. Twenty-seven patients with good immediate postoperative results had
recurrent pain. From the group of patients with typical TN, 82% had good long-term
results after operation. Patients with typical TN and immediate postoperative remission, in
univariate analysis, had significantly more often an excellent/good postoperative outcome.
Immediate postoperative remission is an independent predictive factor for a good long-
term outcome. The long-term results of MVD in majority of patients were good with no
mortalities and no major morbidities. Patients with typical TN had better long-term
outcomes and less recurrence.
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Trigeminal neuralgia (TN) is a disorder charac-
terized by sudden sharp, shooting, lancinating pain
attacks lasting several seconds to several minutes and
localized to one or two branches of the trigeminal nerve.
These attacks may begin spontaneously or they can be
initiated by stimulation of the so-called trigger zones.
The classic episodes of shooting pain are interrupted by
pain-free intervals with remissions occasionally lasting
for years.1

There are various treatment options for TN, but
they all have their limitations. Therefore, the order and
selection of treatment options are carefully chosen.

From the invasive treatment options for TN we
can distinguish the percutaneous and surgical interven-
tions. Surgical intervention means mainly microvascular
decompression (MVD). Sometimes, the procedure of
Dandy performed whereby the trigeminal nerve is (par-
tially) cut.
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The anatomical background of TN, a compres-
sion of the trigeminal nerve root by blood vessels, was
described by Dandy as a cause of TN.1

Percutaneous techniques include glycerol injec-
tions, radiofrequency lesion, and balloon compression in
or around the Gasserian ganglion.2 There are also non-
invasive methods such as Gamma Knife and drug treat-
ments. Carbamazepine is the gold standard of drug
therapy for TN.

After development of MVD by Jannetta in the
1970s, MVD became one of the most important treat-
ment options for TN.3,4

The results of this procedure are variable. Not all
patients with TN who undergo MVD will improve, in
some patient facial pain becomes even worse and a small
number of patients are showing no response to MVD.5–9

Various studies showed that immediate postoperative
pain relief is between 87 and 98%. After 1 to 2 years
postoperative the percentage of pain-free patients is 78
to 80. After 8 to 10 years, this percentage is between 58
and 68%.5,6,10–16

In this study, 156 patients with TN were followed
postoperatively. The aim of this study is to evaluate the
preoperative characteristics of patients with TN and
their postoperative long-term results. Prognostic factors
are also evaluated for a good surgical outcome to be
predicted.

EPIDEMIOLOGY
TN is the most common cranial neuralgia, and usually
not difficult to distinguish from other cranial neuralgia,
the age at which TN begins is usually above 50 years,
with an average of 63 years.17 The annual incidence is
4.7/100,000.18 TN occurs more often in females (female
to male ratio 1.8:1) and more often on the right facial
side (60% right, 39% left, 1% bilateral). An important
aspect is the relationship with multiple sclerosis (MS).
Of the patients with MS, 2 to 4% has TN of which 18%
is bilateral. Of the patient with MS, 1 to 5% develops
TN.19–27

The pain is usually located in the area of the
maxillary (second) and mandibular (third) branch. In
many cases, the pain is located in both (>40%) branches,
while presentation in the first branch is rare (only 2%).
Spontaneous remissions happened and leads to a fluctu-
ating trend. The patient may be in pain for weeks to
several months, and then a comparable period of pain
free. In time, the pain lasts for longer periods and with
increasingly shorter remissions.21,23

ETIOLOGY
There is an association between TN and compression of
the nerve by tumors, aneurysms, cysts, vascular anoma-
lies, but also by normal arteries and veins. Compressions

by arteries and veins are most common cause.1 It is
shown that in about 96% of cases of typical TN, vascular
compression is to be found.5,28 In only 3% of people
without TN, there is a vascular contact with the trige-
minal nerve.29

The pathological substrate is located in the build-
ing of the cranial nerves. In the brain stem the oligoden-
droglia are responsible for axonal isolation, and outside
brain stem is Schwann cells. The transition zone ‘‘gaps’’
is called Redlich-Obersteiner’s zone. Thus at this point,
there is a transition from oligodendrocytes myelin to
Schwann cell myelin. In this area a number of axons have
a marginal or no isolation at all. Lack of isolation could
leads to a strengthening effect on input (or output). This
transmission, promoted by the vascular compression,
leads to increased central stimulation, or to increased
activity in the central neuron. Sensory neurons of the
faces are often hyperexcited when damage occurs in the
nerve and this leads to spontaneous generation of elec-
trical impulses at the damaged spot.30–34 The chronic
vascular compression of the trigeminal nerve has focal
de-myelinization effect. This leads to dysfunction of
local inhibitory interneurons and development of ectopic
neuronal pacemakers. The combination of increased
input by afferents ectopic pacemakers and the dysfunc-
tion of the intersegmental inhibitory neurons lead to
hyperactivity of the nucleus of the trigeminal nerve. The
result is TN attacks after stimulation of trigger points
supplied by trigeminal nerve during washing, tooth
brushing, eating, or even by touching the face.35–38

DIAGNOSIS AND DIFFERENTIAL
DIAGNOSIS
The diagnosis of TN is primarily made on the basis of a
careful history of presenting symptoms. The typical
‘‘lancinating’’ pain in one or more of the branches of
the trigeminal nerve, a typical course in time, and one or
more typical pain triggers are essential for diagnosing
TN. In typical TN, on examination no neurological
deficit is found in trigeminal nerve distribution. This
distinguishes typical from atypical TN; the latter is
described as a burning and continuous pain (neuropathy).

Sometimes there is a combination of both types of
pain. This is especially common in a long-existing TN.
In a longer existing TN a continuous underlying pain
with a more continuous nature may exist between the
attacks.

Only a very careful history taking shows that the
pain started as atypical TN. Patients with atypical or
combined type of TN are treated the same way as
typical.1,2,38

However, there are conditions that may present
with symptoms similar to TN (e.g., sinusitis, dental
cavities, migraines, and diseases of the temporomandib-
ular joint). With the help of a good history, physical
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examination of most of the above diagnosis could be
easily excluded. Further diagnostic imaging (X-ray,
computed tomography [CT] scan, or magnetic reso-
nance imaging [MRI] scan) is therefore focused on other
causes to be excluded.1,2,38 Other cranial neuralgia
(glossopharyngeal neuralgia, the superior laryngeal neu-
ralgia, and occipital neuralgia) are rare and can cause the
same pain as in TN but with different localization of
pain.1,2,38

TREATMENT
In principle, drug therapy is the first treatment option.
The best medicine is so far (and used for almost
40 years) carbamazepine, in a gradually ascending
dose. There is a long experience with this medication
among neurologists and neurosurgeons. The side ef-
fects are mild. When the dose is not too quickly
increased, it can be used in most patients with good
effect to be achieved by a daily dose between 600 and
1200 mg. The slight nausea and drowsiness at the start
of treatment are often seen, and the medication can be
used for many years without significant toxicity. When
there is absolutely no effect on the pain the diagnosed
TN must be put to question. In other words, the use of
carbamazepine is also a diagnostic.39–42 In intolerance
(approximately 10%), relapse or inadequate effects to
carbamazepine, you can choose from other medicines.
It is about Diophantine and Baclofen. But these med-
icines have side effects.5,43–46 Of the new anticonvul-
sants, gabapentin (Neurontin) has a beneficial effect on
neuropathic pain.47,48 When drug therapy fails or the
patient wants a more permanent solution, a choice must
be made from the other options: a percutaneous tech-
nique or surgical treatment such as the MVD. A
number of factors are taken into account for this choice;
factors concerning the method itself, known as results
regarding effectiveness, side effects, and risks and
factors regarding the patient, such as general health,
age, and the experience of the surgeon with various
treatments types also play a major role.

After providing good information and identifica-
tion, the patient and doctor are expected to cooperate;
they will have to come to a choice. At this stage it is
important to do an MRI or CT scan, especially if surgical
treatment is considered. This imaging is primarily in-
tended to exclude other pathology, such as tumors,
vascular malformations, or abnormalities in the brain
stem.

The MRI should not, at least so far, be seen as a
way to indicate the MVD. Depending on pathophysi-
ology, Jannetta operation is the most logical procedure
through which the important and most frequent cause
removed without affecting the function of trigeminal
nerve. It remains a delicate procedure which requires
much experience.

MVD

MVD in the TN is an effective treatment method. The
favorable long-term impact of MVD in TN ranges from
69%.10,13,49–58 The general morbidity, such as hearing
loss, and sensory disorders in the trigeminal distribution
varies between 0.2 and 4.5%.5,50,52,54,59–61 The aim of
the operation is to remove the suspected compression
of the nerve by a loop of an artery (sometimes a vein)
near the brain stem, usually superior cerebellar artery
(SCA). For the operation to be performed, the patient
under general anesthesia in the supine position, with a
wedge under the shoulder and with the head put aside so
that the space behind the ear is freely accessible. The
operation begins with a slightly curved incision just
behind the ear, after which the muscle attachment is
detached. An opening with a diameter of about 2 to 3 in
is made in the cranial bone. The dura mater can now be
seen. The opening is created so that the sinus transversus
and sigmoideus become visible. They are the limits to
which the dura can be opened with two triangular
patches. If that is done, the cerebrospinal fluid drained,
after which the visible cerebellum will be slightly sinking.
The area is then obtained sufficient to meet through the
magnification of the operating microscope between the
cerebellum and the tentorium. The area around the brain
stem is now visible as well as the exit spot of
the trigeminal nerve. Usually the arachnoidea surrounds
the facial and vestibulocochlear nerve; these cranial nerves
should not be detached. The whole area around the
trigeminal nerve is then inspected. Usually at the front
of the nerve an artery loop is to be found—the SCA. This
is mobilized and positioned in a new place and separated
from trigeminal nerve by Teflon (DuPont, Wilmington,
DE). This is done so that there is minimal or no contact
with the nerve. Then the dura mater is waterproof
closed, as far as possible, and covered with synthetic
material (Spongostan [Ethicon, Somerville, NJ]). The
bone flap is then placed back. The muscles and skin are
then closed in layers.16,62,63 The area where the oper-
ation takes place is the cerebellopontine angle, an area
located between the pons and cerebellum. In this area
the important structures are feeding blood vessels and
various nerves. In addition to the trigeminal nerve we
will find the vestibulocochlear nerve (VIII) important
for hearing and balance and the nerve that controls
motor skills of the face, facial nerve (VII). The presence
of these important structures in the area of operation
constitutes a potential risk for damage.

As a complication hearing loss or reduced hearing
may occur (usually transient), for example, because the
cranial nerve VIII has been compromised by the release
of the trigeminal nerve decompression. Other risks are
bleeding and infection. Bleeding in this vital structures
area means of course a serious complication. Cerebral
spinal fluid leakage is also one of the possible complica-
tions.16,18
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Patients and Methods

DESIGN OF STUDY

In the period from 1983 to 2003, there were 156 patients
with TN operated by a total of 4 surgeons in University
Medical Centre Groningen/The Netherlands (UMCG).
This group is followed with regard to outcome after
surgery. All patients had given verbal consent for par-
ticipation in this study. All patients in this study had
preoperative drug therapy and some had undergone
other invasive interventions. There were 25 patients
(16%) who had preoperative another invasive therapy
with insufficient results. Preoperative CT head and/or
MRI head for other cause of TN to be ruled out. Patients
with MS were excluded in this study

DATA COLLECTION

The overall information included the baseline data, the
preoperative data, follow-up data directly after sur-
gery—at 3 months, 1 year, and long-term follow-up.
Preoperatively every patient was seen by the operating
neurosurgeon and the following information was re-
corded: age, gender, affected side, affected nerve root,
preoperative pain period, preoperative treatment, hy-
pertension, type of pain in TN (typical, atypical), and
the severity of the pain. Direct postoperative compli-
cations were divided into local, general postoperative
complications.

DEFINITIONS

The patients’ complaints were subdivided into typical,
atypical, and a mixed type TN. Typical pain was defined
as pain shoots or as lightning flashes to be experienced.
The pain shoots last for a few seconds to several minutes
at most with typical trigger points such as cold, wind,
talking, shaving, and teeth cleaning. An atypical pain
was defined as a continuous pain, without the presence of
trigger points.

A mix type was considered if there was a combi-
nation of both types. The severity of the pain was divided
into serious and very serious. Severe pain is defined as
spontaneous pain occurred during shaving, washing, and
teeth cleaning. Very serious is considered if there was
weight loss due to the inability to eat because of the pain.
The patients were regarded as hypertensive if they were
on antihypertensive drugs. In the preoperative stage, a
neurological examination was made to see whether there
were sensory or motor abnormalities in trigeminal nerve
divisions. The results were considered as excellent or
good if the patient had no pain without medication after
the operation. These information were obtained from
direct questions asked by neurosurgeon to the patients.

The result of operation was regarded as a failure if
patients had pain despite medication use. The patients

were followed from the operation until their death. The
final date of the study and the end of the follow-up was
2003 or earlier if patient died before 2003. No final date
could be obtained from one patient in connection with
his emigration. The total follow-up time in this patient
was considered as 1 year.

STATISTICS

Statistical analysis was performed with SPSS 11.5 (IBM
Corp., Armonk, NY) for Windows. The results were
double-checked. A p value of less than 0.05 was consid-
ered significant. Data were shown as averages, standard
deviations, or percentiles. Differences at the time of the
preoperative visit were tested between those who re-
ceived a good and excellent operation result or had a bad
result after long term. It was taken into account the
gender, age, duration of symptoms, severity of pain, type
of TN, affected nerve branch, affected facial side, sort of
compression, preoperative treatment, hypertension, and
the neurosurgeon. Continuous variables were tested with
the ‘‘two-sample student’s t-test.’’ For non-normal dis-
tributed data, a nonparametric test was applied. Cate-
gorical variables were tested with chi-square tests.
Univariate analysis was done for the outcome of the
operation. For determining the factors related to mortal-
ity, Cox proportional hazard analysis was used to calcu-
late hazard ratios (HRs) with 95% confidence
intervals.64,65 Results were shown as HRs. There was a
predictive model that was used the following variables to
see whether a significant predictive affected the outcome
measure good or excellent result. A p value of 0.05 or less
was considered significant (Table 1).

RESULTS

Baseline Data

In the period from 1983 to 2003, MVD was done for
156 patients with TN in UMCG and pursued over a
median period of 9.65 years (with a range of 1 to
21 years).

It could not be ascertained what happened with
five patients in the period after the last outpatient clinic
visit. One patient had emigrated. Two patients were
deceased in the follow-up period. Of 156 patients, 90
(58%) were females and 66 (42%) were males. The
average age at surgery was 58 years with a minimum of
18 and a maximum age of 82. The average age when pain
occurred first time was 51 years (range, 13 to 81 years).
Of 156 patients, 120 patients (78%) had typical TN, 27
patients (17%) had atypical TN, and 8 patients (5%) had
a mixture of TN.

The average preoperative duration of pain was
87 months (with a range of 4 to 456 months). In total,
137 patients (88%) had very severe pain and the other
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19 (12%) had serious pain. In preoperative neuro-
logical examination hypesthesia was found in five
patients, hyperpathia in two patients, seven patients
with hearing loss, and two patients with ptosis. Sev-
enty-two patients (46%) had hypertension. In 101
patients (65%) the right facial side was affected and
in 55 patients the left side. In 66 patients (42%) the
second (optic) and third (oculomotor) nerves were
affected.

In only 12 patients (8%) the ophthalmic and
maxillary branch was affected and in 9 patients (6%)
the ophthalmic and mandibular nerve branch were
affected. In 43 patients (28%) only the maxillary nerve
branch was affected and in 26 (17%) only the mandibular
branch. Of the 156 patients, 18 patients (12%) had sweet
coagulation, 22 (14%) had glycerol injection, and 8 (5%)
had a combination therapy before surgery. In addition,
all patients had medical treatment.

During MVD compression caused by the SCA
was seen in 103 patients (66%). In 22 patients (14%)
TN was caused by arterial and venous compression. In
14 patients (9%) only a venous compression and in
3 patients (2%) compression was caused by a tumor. In
10 patients (6%) no compression was seen.

Results after 3 Months, 1 Year, and 9.7 Years

In the immediate postoperative period, 137 patients
(88%) reported pain relief. After 3 months, 126 patients
(81%) had good or excellent result. The remaining
30 patients still had pain despite drugs treatment. The
number of relapses within 3 months was 18 (12%) and
the number of relapses within 1 year was 29 (19%). In
the long term, this number remained stable. After a year
114 patients (73%) remain pain free with medication.

Monitoring of patients continued until 2003 or
until the death of the patient. The long-term results
were similar to results obtained after 1 year. Of the group
of patients with a typical pattern of complaints, 73% of
patients had good/excellent results and 82% had a good
long-term outcome (Fig. 1).

Postoperative Complications

Severe permanent postoperative complications were as
follows: in one patient the facial nerve has been
affected, one patient had the glossopharyngeal nerve
paresis, one patient with vagus nerve damage, and one
patient had vestibulocochlear nerve damage. Other
permanent postoperative complications to the cranial

Table 1 Baseline Patients’ Characteristics and Long-Term Outcomes with Corresponding p Value

Variables Good Outcome Poor Outcome p Value

Gender (% female) 57.7 57.0 59.5 0.779

Age in years (average) 58.3 59.8 54.2 0.022

Affected facial side (% right) 65.5 64.9 64.3 0.942

Affected trigeminal branch

V1 0

V2 43 (27.6%)

V3 26 (16.7%)

V1,2 12 (7.7%)

V1,3 9 (5.8%)

V2,3 66 (42.3%)

V1,3 0

Duration preop pain in months 87.0 87.8 85.3 0.850

Neurological deficit preop (%) 14.7 15.9 11.6 0.498

Immediate postop pain relief 87.8 95.6 67.4 0.001

Glycerol injection (%) 14.1 12.4 18.6 0.319

Sweet coagulation (%) 11.5 9.6 16.3 0.253

Types of compression:

Superior cerebellar artery 103 (66%)

Venous compression 14 (9%)

Arterial compression 22 (14.1%)

Tumor 3 (1.9%)

No compression 4 (2.6%)

Hypertension (%) 46.2 45.1 48.8 0.678

Age onset of TN 51.3 52.1 48.1 0.123

Atypical pain (%) 22.4 13.3 46.5 0.001

Very severe preoperative pain (%) 87.8 85.8 90.7 0.133

Follow-up in years 9.65 9.72 9.45 0.792
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nerves were: 4 patients (3%) had hearing loss and 20
patients (13%) hyperpathia and hyperesthesia. Of these
20 patients, 7 patients also had preoperative facial
sensory impairment. Three patients (2%) had corneal
anesthesia as a result of MVD (Table 2). Transient local
compilations were as follows: in 44 patients (28.2%)
there was postoperative dizziness, nausea, or headache.
One patient had developed meningitis and one patient
transient ischemic attack on admission. Both were fully
recovered on discharge (Table 3). General surgery
complication was as follows: urinary tract infection or
urinary retention occurred in five patients. There were
three patients with herpes labials, pneumonia in one
patient, one patient with a pulmonary embolism, one
patient with atrial fibrillation, and two with hallucina-
tion. All these patients were fully recovered and left the
hospital in good condition (Table 4).

RESULTS OF UNIVARIATE ANALYSIS

Results of univariate analysis are divided into two cate-
gories, namely, good or excellent results and failure after
long term (Table 1). Patients with good or excellent
long-term results were older, had a more typical pattern
of TN and had immediate pain relief postoperative.
Patients with an atypical type of TN (29%) had signifi-
cantly more relapses compared with patients with typical
TN (15%) p¼ 0.021.

RESULTS OF MULTIVARIATE ANALYSIS

The factors associated with a good outcome of the
MVD such as age, gender, affected facial side, af-
fected branch, preoperative duration of pain, hyper-

tension, type of compression, typical pattern of
complaints, and the immediate postoperative pain
relief have been studied by Cox proportional regres-
sion analysis. The different variables are shown in
HRs. Only the immediate postoperative relieve of the
symptoms had a significant positive predictive value
with a HR of 2586 (CI 1305 to 5122, p¼ 0006) for a
good outcome.

DISCUSSION
There are strong indications that the chronic vascular
compression of the trigeminal nerve results in a focal de-
myelinization. This leads to local dysfunction of inter
inhibitory neurons and also to the development of
ectopic neuronal pacemakers. The combination of in-
creased input by afferent ectopic pacemakers and the
failure of the intersegmental inhibitory neurons lead to
hyperactivity of the core of the trigeminal nerve. The
attack results are TN after stimulation of the footprint of
trigeminal nerve such as washing, teeth cleaning, eating,
or even by touching the face.35–37 The theory of vascular
compression as the cause of TN is supported by clinical
and anatomical evidence.6,29,50

TN usually begins as a relapsing disease with
pain-free intervals, which sometimes can last for
months or years. These pain-free intervals become
shorter until they eventually disappear. With the dis-
ease progression, patients may have trouble in talking,
eating, face washing, and teeth brushing because of
pain caused by these activities. Current treatment
usually begins with medications for example, carbama-
zepine, which fortunately gives an improvement of
symptoms. But unfortunately, long-term effect is less
effective. It is difficult to continue these drugs because

Table 2 Postoperative Cranial Nerve Complications

Cranial Nerve Complications Number Percentage

Mild hearing loss 4 2.6

Facial nerve palsy 1 0.6

Glossopharyngeal nerve paresis 1 0.6

Vagus nerve paresis 1 0.6

Severe hearing loss, n. VIII 1 0.6

Cornea anesthesia 3 0.9

Hyperpathy/hyperesthesia 20 12.8

Figure 1 Postoperative outcomes: immediate, 3 months,

1 year, and 9.7 years.

Table 3 Temporary Complications

Temporary Complications Number Percentage

Facial sensory loss 6 3.8

Mild hearing loss 6 3.8

Facial nerve palsy 1 0.6

Headache, dizziness, nausea 44 28.2

Meningitis 1 0.6

Brain infarctions 1 0.6

Table 4 General Postoperative Complications

General Complications Number Percentage

Urinary tract infection 5 3.8

Pulmonary embolism 1 0.6

Herpes labialis 3 1.9

Pneumonia 1 0.6

Atrial fibrillation 1 0.6

Psychosis/hallucinations 2 1.3
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of the many side effects they have, such as hyponatre-
mia.40 In about half of patient with TN, surgical
treatment is necessary.21 The average age of our pa-
tients was 58 years and that corresponds with the
average age from other studies involving approximately
70% of the patients older than 50 years.21 The female to
male ration in our study is 3:2. This is similar to other
studies with a female to male ratio ranges from 2:1 to
4:3.3,66 Compression caused by the SCA was found in
103 patients (66%). In 101 patients (65%) the right side
of the face was affected. In 66 patients (42%) the second
and third branch of the trigeminal nerve was affected.
These results are similar to previous studies.3,21,66,67

Immediate postoperative results were good to
excellent in the 88% of patient. The long-term results
(73%) were also excellent. Of the 88% of patients who
were postoperative pain-free, 12% had a relapse within a
month and 19% of patients, immediately postoperative,
had a relapse after 1 year. This percentage is higher in
comparison with other studies involving the relapse rate
between 2 and 5%.6,50 Part of the difference found is
explained by the fact that patients with atypical symp-
toms pattern had a significantly more often relapse. And
in our patient group there are relatively many patients
(17%) with atypical symptoms in comparison with other
studies.6,50 It is described that MVD results for atypical
TN had less good results.18 A relapse after MVD for TN
suggests the presence in the trigeminal nerve of intrinsic
abnormalities responsible for these recurrences.35–37

There was no mortality.
This corresponds with previous studies.8,59 The

major complications are hyperpathia and hypesthesia. In
20 patients (13%) from this group, 7 patients had
preoperative sensitivity disorders to the face. One patient
had a postoperative facial paresis; a patient had vagus
nerve paresis, a patient glossopharyngeal nerve paresis,
and 1 patient had VIII nerve paresis. The surgery
complications correspond with other studies.5,8,11 Pre-
operative treatments such as glycerol injection and sweet
coagulation had no significant impact on the outcome of
the operation on short or long term. This comes in
contrast to other studies involving preoperative inter-
ventions chance of success of MVD in TN reduced by
43%.50,68 It is suggested that preoperative local inter-
ventions damage during MVD is more difficult to
implement.50,68

Our research shows that MVD is a safe and
effective treatment option in the treatment of TN in
patients who no longer respond to medical treatment or
to those who already have had surgery and still have
pain.

There are a number of factors which are strongly
correlated with a good outcome of TN after MVD.
These factors include age, gender, preoperative pain
longer than 8 years, and the type of compression. Venous
compression correlates with a worse outcome.10,50,68–70

In our study, the multivariate analysis shows only
the immediate postoperative remission as a significant
independent predictor for a good outcome of the MVD.
In univariate analysis patients who had good or excellent
long-term results were older, had a more typical pattern
of complaints, and were immediately relieved of post-
operative complaints.

In a number of studies it was demonstrated a link
between the severity of the compression by a blood vessel
and postoperative outcome. If there is a serious com-
pression, the results are better.13,66,69,71 The severity of
the compression is not defined and not compared with
our patients during the operation.

Retrospective determination of the compression
severity is not accurate. The trigeminal affected branch
had no significant impact on the operation outcome on
long or short term and this is similar to the findings
from other studies.50,72 Furthermore, there is no sig-
nificant difference in outcome regarding surgery oper-
ators themselves. All operators are experienced
neurosurgeons who all had comparable numbers of
MVD operation.

In conclusion, MVD is a safe and effective
treatment option in the treatment of patients with
typical TN. In atypical TN, MVD is also an effective
and safe treatment method with more recurrence
rate.

RECOMMENDATIONS
Good patient selection is essential in treatment of TN.
Patient with typical TN have better long-term outcomes
after MVD and have less frequent recurrences. Prese-
lection of patient with TN is essential through a well-
taken history and examination. The diagnosis of TN is
based on the history states. Imaging studies such as CT/
MRI is important to exclude other pathology. Patient
with typical TN can be selected to improve the results of
operation.
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