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Introduction
Behcet’s disease (BD) is an inflammatory multisystem illness 

characterised by recurring oral-genital ulcers, skin lesions, and uveitis. 
Neuro-disease Behcet’s (NBD) is a central nervous system involvement 
in BD that has been recorded in 1.3%-59% of BD patients. It is split 
into two fundamental clinical categories: parenchymal Neuro-disease 
Behcet’s (PNBD) and non-parenchymal (vascular) Neuro-disease 
Behcet’s (PNBD) (VNBD) [1].

The results of magnetic resonance imaging for PNBD are not 
specific. In patients with PNBD, conventional MRI may reveal 
abnormalities and atrophy of the brainstem, cerebral hemispheres, 
hypothalamus area, basal ganglia, cerebellum, and spinal cord. Despite 
the fact that conventional MRI scans are normal, sophisticated MR 
imaging (MR spectroscopy [MRS], diffusion weighted imaging [DWI], 
and MR perfusion [MRP]) has revealed subclinical parenchymal 
involvement in BD patients with or without neurological impairment 
[2]. The pathophysiology of NBD is unknown, although the most 
common signs include perivascular inflammation in the absence of 
apparent vasculitic infiltration. Intermittent perivascular inflammation 
may contribute to the loss of CNS parenchyma, resulting in neuronal 
dysfunction.

There are few studies in the literature that evaluate quantitative 
morphological alterations in BD patients’ brains. These research 
looked at the brainstem and subcortical areas of Neuro-disease 
Behçet’s patients. These investigations, however, did not look at 
quantitative alterations in the cortex and BD individuals who did 
not have parenchymal damage. Cortical thickness is an important 
morphological metric of neuronal density, cell architecture, and 

cerebral cortex hierarchy. Cortical thinning has been demonstrated 
to develop in neurodegenerative disorders such as Alzheimer’s and 
Parkinson’s before symptoms appear. Cortical thinning in multiple 
sclerosis (MS) patients has been shown to be related with clinical 
impairment and is independent of white matter abnormalities [3]. The 
auto-inflammatory condition in BD may result in cortical thinning, 
neurodegeneration, and cognitive test failure. Behcet patients had 
worse cognitive test scores even if they do not have any neurological 
symptoms, according to research.

Autopsy investigations on BD patients have revealed that the 
condition not only causes atrophy in the brainstem but also damages 
the white and grey matter. Limited imaging investigations in BD have 
revealed reduced perfusion in cortical grey matter [4]. All of these data 
indicate the possibility of cortical involvement in BD. However, to the 
best of our knowledge, no research has been published in the literature 
that investigate cortical thickness alterations in BD.
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Abstract
The goal of this study was to assess the geographic distribution of cortical damage in Behcet’s disease (BD) 

patients with or without neurological involvement utilising a cortical thickness assessment technique employing 
three-dimensional T1-weighted imaging.

Methods and materials: The prospective study comprised 58 BD patients with no neurological symptoms, 
22 Parenchymal Neuro-Behçets disease (PNBD) patients, and 50 healthy controls. 3T MRI was used to obtain 
anatomical 3D T1 pictures from all individuals. We computed and analysed group differences in cortical thickness 
using a computational anatomy toolkit (CAT12). We computed and analysed group differences in cortical thickness 
using a computational anatomy toolkit (CAT12).

Results: When compared to healthy controls (HCs), patients with BD without neurological involvement had 
lower cortical thickness in the bilateral frontal, bilateral parietal, and right precuneus (p 0.05 FWE adjusted [FWEc). 
When PNBD patients were compared to BD patients without neurological involvement, frontoparietal cortical 
thickness was reduced (p 0.05 FWEc). When compared to HC patients, PNBD patients had significantly lower 
cortical thickness (p 0.05 FWEc). The duration of the disease was associated to cortical thickness in the right 
pericalcarine (p = 0.012 false discovery rate). [FDR], r = −0.40), left pericalcarine (p = 0.013 FDR, r = −0.44), and 
left transverse temporal (p = 0.007 FDR, r = −0.41) regions.

Conclusion: Cortical thickness decreases in BD patients who do not have neurological impairment. Cortical 
thickness decrease is more pronounced in people with parenchymal neurobehcet’s disease. In some areas, cortical 
thickness has a negative relationship with illness duration.
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of CAUTIs in neuro-ICU patients in everyday clinical practise, using 
only a few easily accessible characteristics. The nomogram primarily 
included clinical risk variables at admission (age, admission diagnosis, 
and albumin levels) as well as the length of stay in the neuro-ICU [12]. 
The nomogram is a useful tool for promoting more individualised 
nursing for neuro-ICU patients as well as the avoidance of nosocomial 
infections.
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Given the therapeutic relevance of early identification and 
therapy in BD patients, it might be anticipated that detecting cortical 
abnormalities before they appear in standard MRIs may enhance 
disease management and a patient’s prognosis [5]. The purpose of this 
study was to look at changes in cortical abnormalities in BD patients 
with and without neurological involvement, as well as the mechanism 
driving neurological dysfunction in BD patients.

Materials and Method
This study was planned in advance and was authorised by a local 

ethics commission. All participants were well informed and provided 
written informed consent. Before each examination, each patient 
provided written informed consent [6]. STROBE (Strengthening the 
Reporting of Observational Studies in Epidemiology) criteria were 
strictly followed.

Clinical-demographic information

There were no variations in age or gender between the patient 
and control groups. The median illness duration for patients with BD 
without neurological involvement was 7.5 (IQR, 3-15) years, and 11.5 
(IQR, 4.75-16.75) years for patients with PNBD. For PNBD patients, 
the median duration of neurological symptoms was 4.5 (IQR, 2-11) 
years. Other clinical results are discussed [7-8].

Patients with BD without neurological involvement vs healthy 
controls

We found significant decreases in cortical thickness in various 
regions, such as the right superior frontal gyrus (p = 0.014

Discussion
In this prospective study we looked at cortical thickness alterations 

in the brain in BD without clinical neurological involvement and 
PNBD. We discovered significant cortical thinning in the brains of 
PNBD patients and certain regions of BD patients who did not have 
symptomatic neurological involvement [9]. We also discovered that 
PNBD patients had widespread cortical thinning as compared to BD 
patients without neurological involvement [10]. Disease duration was 
adversely associated to bilateral pericalcarine, left cuneus, and left. We 
created and validated a novel user-friendly nomogram to predict the 
likelihood of CAUTIs in Neurocritical unwell patients in this study. 
The nomogram primarily comprised clinical risk variables at entry 
and length of stay in the neuro-ICU [10]. The prediction model has a 
high overall predictive value. This project will help to reduce CAUTIs, 
which are common nosocomial infections in ICU patients, particularly 
in neuro-ICU patients [11].

Conclusion
In this work, we created a simple nomogram to predict the likelihood 
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