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Abstract 

Background: Trigeminal neuralgia is a debilitating neuropathic pain disorder characterized by sudden, severe, unilateral facial pain, most 
commonly attributed to NVC (Neurovascular Conflict) at the trigeminal nerve root entry zone. MRI (Magnetic Resonance Imaging) plays a 
pivotal role in identifying vascular compression and correlating radiological findings with clinical manifestations. Establishing a clear 

clinicoradiological correlation is essential for accurate diagnosis and appropriate management planning. Methods: This prospective study was 
conducted over 22 months (March 2023–December 2024) in the Department of Radiodiagnosis, Government General Hospital, Kurnool. Thirty 
patients with classical clinical features of trigeminal neuralgia were included. MRI of the brain was performed using a 1.5 Tesla superconducting 
scanner with a dedicated trigeminal nerve protocol, including T1- and T2-weighted sequences, high-resolution balanced fast field echo (B-
FFE/FIESTA) sequences, and MR angiography. Clinical parameters such as age, sex, side of involvement, symptomatology, and trigeminal 
nerve branch involvement were correlated with MRI findings, including site, grade, and vascular source of neurovascular compression. 
Statistical analysis was performed using SPSS version 20. Results: The majority of patients were aged 21–40 years (56.67%) with a marked 

male predominance (86.67%). Right-sided facial involvement was more common (73.33%). All patients presented with sudden, severe 
unilateral facial pain, while tingling or numbness (43.33%), headache (33.33%), and allodynia (23.33%) were additional symptoms. The 
mandibular division (V3) was the most frequently involved branch (43.33%). MRI revealed neurovascular compression most commonly at 
lateral–caudal and medial locations (26.67% each). The superior cerebellar artery was the most frequently implicated vessel (46.67%). A 
statistically significant association was observed between the site of compression and the affected trigeminal nerve branch (p < 0.001), 
whereas no significant association was found between the involved vessel and nerve branch (p = 0.36). Conclusion:  MRI serves as a vital 

diagnostic tool in trigeminal neuralgia, enabling precise identification of neurovascular conflict and meaningful clinicoradiological correlation. 
The anatomical site of compression plays a more critical role in determining clinical manifestations than the specific vessel involved, 
underscoring the importance of high-resolution MRI in diagnosis and treatment planning. 
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  Introduction  
Trigeminal neuralgia is a chronic neuropathic pain disorder characterized by recurrent, brief episodes of unilateral, electric shock–like pain that 

begin and end abruptly. These painful paroxysms occur within the sensory distribution of one or more branches of the fifth cranial (trigeminal) 
nerve and are typically triggered by innocuous stimuli such as speaking, chewing, or light touch.[1]  
Clinically, trigeminal neuralgia is defined by sudden attacks of severe, sharp, stabbing pain lasting from a fraction of a second up to two 

minutes, with pain-free intervals between episodes. The condition predominantly affects the sensory territory of the trigeminal nerve (cranial 
nerve V). The reported prevalence of classical trigeminal neuralgia ranges from 1 to 2 per 10,000 individuals. Although the exact etiology 
remains uncertain, several hypotheses have been proposed, with NVC (Neurovascular Conflict) at the cisternal segment of the t rigeminal 
nerve being the most widely accepted cause.[2,3] 
The pathophysiology underlying vascular compression–induced facial pain remains a subject of debate. However, there is general consensus 

that vascular contact results in focal demyelination of the trigeminal nerve, particularly at the root entry zone (REZ). This demyelination 
facilitates aberrant cross-talk between adjacent nerve fibers, leading to altered pain transmission and neuropathic pain. The REZ represents 
the proximal cisternal segment of the trigeminal nerve where central myelination transitions to peripheral myelination. Central myelin is derived 
from oligodendrocytes, whereas peripheral myelin originates from Schwann cells, rendering the REZ particularly susceptible to external 
compression. This vulnerability is not observed in the more distal segments of the nerve. Studies have also demonstrated that the medial 

portion of the trigeminal nerve root exhibits shorter central myelination compared to the lateral portion, with minimal variation in REZ length (3–
7 mm).[4,5] 
MRI (Magnetic Resonance Imaging) of the brain is the primary diagnostic modality for evaluating patients with trigeminal neuralgia. MRI plays 
a crucial role in identifying neurovascular conflict and correlating radiological findings with clinical symptoms. Establishing this 

clinicoradiological correlation is essential for selecting the most appropriate therapeutic approach.  
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Aims And Objectives 
The study aimed to evaluate the clinical and radiological correlation of neurovascular conflict in patients with trigeminal neuralgia. The 

objectives include assessing the role of MRI as an investigative modality in identifying the underlying cause of trigeminal neuralgia, correlating 
clinical findings with radiological evidence of neurovascular conflict, and evaluating the effectiveness of various treatment modalities employed 
in the management of trigeminal neuralgia. 
 

  Materials and Methods 
Study Design 
This was a prospective study conducted over a period of 22 months, from March 2023 to December 2024. The study included a total of 30 
patients who were referred to the Department of Radiodiagnosis, Government General Hospital (GGH), Kurnool, with a clinical suspicion of 
trigeminal neuralgia. Clinical and radiological data were collected and analyzed to assess the presence of neurovascular conflict and to 
correlate imaging findings with clinical presentation. 

 
Inclusion and Exclusion Criteria 
All patients presenting with classical clinical symptoms of trigeminal neuralgia were included in the study. Patients were excluded if they had 
contraindications to magnetic resonance imaging, including a history of claustrophobia, presence of metallic implants, cardiac pacemakers, 
or metallic foreign bodies in situ. 
 

Data Collection Procedure 
All patients underwent MRI of the brain using a standardized imaging protocol for trigeminal neuralgia. The MRI examination included T1- and 
T2-weighted sequences of the whole brain, balanced fast field echo (B-FFE/FIESTA) sequences through the brainstem acquired in sagittal, 
coronal, and axial planes, and magnetic resonance angiography to assess for neurovascular conflict. Imaging parameters for T1-weighted 
sagittal sequences included a repetition time (TR) of 600 ms with minimum echo time (TE), a slice thickness of 5 mm with a 1 mm interslice 
gap, a matrix of 256 × 192, a number of excitations (NEX) of 2, and a field of view (FOV) of 22 cm. High-resolution FIESTA sequences were 
acquired with minimum TR/TE, a flip angle of 65°, slice thickness of 1 mm, matrix size of 384 × 256, and an FOV ranging from 18 to 20 cm. 

These sequences enabled detailed evaluation of the trigeminal nerve and surrounding vascular structures, and identification of neurovascular 
conflict. 
 
Statistical Analysis 
Data were entered into Microsoft Excel and subsequently analyzed using the SPSS (Statistical Package for the Social Sciences) software, 
version 20. Descriptive statistical analysis was performed to calculate the mean, standard deviation, and percentages. Inferential statistical 

tests were applied based on the nature of the variables, with the chi-square test used for qualitative data and the unpaired t-test employed for 
quantitative data. Additional appropriate statistical tests were conducted as required, depending on the distribution of the data. All statistical 
analyses were performed using a 1.5 Tesla superconducting Philips MRI system–derived dataset. 

Results 

Age Group (in years) Frequency Percentage 

< 20 3 10.00% 

21–30 9 30.00% 

31–40 8 26.67% 

41–50 6 20.00% 

51–60 4 13.33% 

Total 30 100% 

Table 1: Age Distribution of Patients with Trigeminal Neuralgia (n = 30) 
Table 1 illustrates the age-wise distribution of patients with trigeminal neuralgia. The majority of patients (56.67%) were between 21 

and 40 years of age, with the highest incidence seen in the 21–30-year age group (30%). This indicates a predominance of trigeminal neuralgia 

in young to middle-aged adults in the present study. 
 

Sex Frequency Percentage 

Male 26 86.67% 

Female 4 13.33% 

Total 30 100% 

Table 2: Sex Distribution of Patients (n = 30) 
Table 2 observes the sex distribution among the study population. A marked male predominance was noted, with males constituting 

86.67% of cases, while females accounted for only 13.33%. 
 

Side Affected Frequency Percentage 

Right 22 73.33% 

Left 8 26.67% 

Total 30 100% 

Table 3: Side of the Face Affected (n = 30) 
Table 3 demonstrates the laterality of trigeminal neuralgia. The right side of the face was more commonly affected (73.33%) 

compared to the left side (26.67%), indicating a clear right-sided predominance. 
 

Clinical Feature Frequency Percentage 

Sudden severe unilateral facial pain 30 100.00% 

Tingling/numbness 13 43.33% 

Headache 10 33.33% 

Allodynia 7 23.33% 

Table 4: Clinical Presentation of Trigeminal Neuralgia (n = 30) 
Table 4 illustrates the clinical presentation of trigeminal neuralgia. All patients (100%) experienced sudden severe unilateral facial 

pain. Additional symptoms included tingling or numbness (43.33%), headache (33.33%), and allodynia (23.33%).  
 

Nerve Branch Involved Frequency Percentage 

V1 + V2 2 6.67% 

V2 11 36.67% 

V2 + V3 4 13.33% 

V3 13 43.33% 

Total 30 100% 

Table 5: Trigeminal Nerve Branch Involvement (n = 30) 
Table 5 highlights the distribution of trigeminal nerve branch involvement. The mandibular division (V3) was the most commonly 

affected branch (43.33%), followed by the maxillary division (V2) (36.67%). Ophthalmic division involvement was minimal.  
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Site of Compression Frequency Percentage 

Cranial 1 3.33% 

Lateral 5 16.67% 

Lateral + Caudal 8 26.67% 

Lateral + Cranial 2 6.67% 

Medial 8 26.67% 

Medial + Caudal 1 3.33% 

Medial + Cranial 5 16.67% 

Total 30 100% 

Table 6: Site of Neurovascular Compression on MRI (n = 30) 
Table 6 depicts the MRI-determined sites of neurovascular compression. The most common locations were lateral and caudal 

(26.67%) and medial (26.67%), indicating frequent involvement around the root entry zone of the trigeminal nerve.  
 

Vessel Involved Frequency Percentage 

Superior cerebellar artery (SCA) 14 46.67% 

Anterior inferior cerebellar artery (AICA) 6 20.00% 

SCA + AICA 3 10.00% 

No NVC detected 7 23.33% 

Total 30 100% 

Table 7: Blood Vessels Involved in Neurovascular Compression on MRI (n = 30) 
 

Table 7 shows the vascular structures involved in neurovascular compression. The superior cerebellar artery was the most frequently 
implicated vessel (46.67%). In 23.33% of patients, no definite neurovascular compression was detected on MRI.  
 

  

 

Case 1. 54 yr male patient presented with complaints of 
headache, tingling sensation and sudden onset pain over 
right side of forehead since 2 months.  MRI BFFE images 

a) axial b) coronal c) sagittal images showing compression 
of cisternal segment of right trigeminal nerve (Double 

arrow) by SCA (Single arrow) causing simple contact with 
nerve (GRADE 1). 
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Case 2: 56yrs old female patient complaints of left sided jaw 
pain increased during eating since 4months. MRI BFFE 

images a) axial b) coronal c) sagittal images showing aberrant 
branch of left SCA (Single arrow) abutting left trigeminal nerve 

(Double arrow). (GRADE-1) 

 

  

 

Case 3: 75 yrs male patient presented with sudden 
paroxysmal electric shock like pain on left cheek and jaw 

region 6-7 times per day since 5 months. MRI BFFE 
images a) axial b) coronal c) sagittal images showing 

compression of cisternal segment of left trigeminal nerve 
(Double arrow) by vascular loop of AICA (Single arrow) 

causing slight distortion of nerve. (Grade 2) 
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Discussion 
 

Trigeminal neuralgia is a severe neuropathic pain disorder most commonly attributed to NVC at the root entry zone of the trigeminal nerve. 

The present study aimed to establish a clinicoradiological correlation of NVC in patients with TN using magnetic resonance imaging and to 
evaluate the relevance of anatomical factors influencing clinical presentation. 

 

Demographic Characteristics 

In the present study, TN was most frequently observed in younger adults, with 56.67% of patients belonging to the 21–40-year age group. This 

finding contrasts with earlier reports suggesting a higher prevalence in individuals above 50 years of age.(6) The relatively younger age of 
presentation in this cohort may reflect improved access to imaging facilities, early diagnosis, or regional epidemiological variations. A marked 

male predominance (86.67%) was observed, which differs from several studies reporting female preponderance.[7-11] This discrepancy may 
be related to sociocultural factors, healthcare-seeking behaviour, or sampling bias due to the limited sample size. 

 

Laterality and Clinical Presentation 

Right-sided facial involvement was predominant, observed in 73.33% of cases, consistent with previous studies that have reported a right-

side predilection in TN.[12] Although the exact mechanism remains unclear, anatomical asymmetry of vascular structures or posterior fossa 
configuration may contribute to this lateral dominance. 

All patients in the study presented with sudden, severe unilateral facial pain, reaffirming this symptom as the hallmark clinical feature of TN.(1) 

Associated symptoms such as tingling or numbness (43.33%), headache (33.33%), and allodynia (23.33%) highlight the complexity of sensory 
involvement and suggest possible central sensitization mechanisms.[13,14] 

 

Trigeminal Nerve Branch Involvement 

The mandibular division (V3) was the most commonly affected branch (43.33%), followed by the maxillary division (V2) (36.67%). Minimal 

involvement of the ophthalmic division (V1) was noted. This pattern aligns with earlier literature reporting increased susceptibility of V3 due to 
its anatomical course and spatial orientation.[8,15] 

 

MRI Findings and Neurovascular Conflict 

MRI demonstrated that compression most frequently occurred at lateral-caudal and medial locations (26.67% each), emphasizing the 

vulnerability of the root entry zone.(4,5) The SCA (Superior Cerebellar Artery) was the most commonly implicated vessel (46.67%), followed 
by the anterior inferior cerebellar artery (AICA) (20%), consistent with previous reports.[16,17]  

Notably, 23.33% of patients showed no definite NVC on imaging, despite classical clinical features. Similar observations have been reported 

in earlier studies, underscoring the limitations of conventional MRI and the possibility of alternative mechanisms such as microstructural nerve 
changes or transient vascular contact.[18-20] 

 

Clinicoradiological Correlations 

No statistically significant association was observed between the specific vessel involved and the affected trigeminal nerve branch (p = 0.36), 

indicating that vascular identity alone does not determine symptom distribution. However, a highly significant association was found between 
the site of compression and the clinical manifestation (p < 0.001). Medial compression was predominantly associated with V2 involvement, 
whereas lateral and caudal compression correlated strongly with V3 involvement. These findings emphasize that the anatomical location of 
compression plays a more critical role than the type of vessel involved.[16,21] 

 

Clinical Implications 

The results highlight the importance of high-resolution MRI in accurately identifying NVC and predicting clinical symptomatology, which is 

crucial for treatment planning, particularly in candidates for microvascular decompression.[18,22,23] Limitations of the study include the small 
sample size and lack of long-term follow-up. Incorporation of advanced imaging techniques such as diffusion tensor imaging may further 

enhance diagnostic accuracy.[24,25] 

 

Limitations 

The relatively small sample size of 30 patients limits the generalisability of the findings of this study. Conducting larger, multicentric studies 
would strengthen the validation of the observed associations. In addition, the absence of follow-up data restricts the ability to correlate 

radiological findings with treatment outcomes. Furthermore, the radiological evaluation was limited to conventional MRI techniques; the 
inclusion of advanced imaging modalities may have improved the sensitivity for detecting neurovascular compression.  

 

Conclusion 
 

This study underscores the importance of comprehensive clinical evaluation combined with high-resolution magnetic resonance imaging in 

the diagnosis and management of trigeminal neuralgia. The predominance of mandibular nerve (V3) involvement, right-sided facial pain, and 
male preponderance highlights a distinct clinical and demographic pattern. While neurovascular compression involving the superior cerebellar 
artery is frequently observed, its absence in a subset of patients emphasizes the limitations of current imaging techniques and the need for 
meticulous interpretation. Importantly, the anatomical location of nerve compression was found to be a more decisive factor i n symptom 
distribution than the specific vessel involved. These findings reinforce the pivotal role of MRI in preoperative assessment and treatment 

planning and contribute to a deeper understanding of the clinicoradiological spectrum of trigeminal neuralgia. Further studies with larger 
cohorts and standardized imaging protocols are warranted to validate these observations and improve clinical outcomes.  
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