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Abstract 

In contrast to childhood ADHD that is characterized by inattention, impulsivity and 

hyperactivity, most adults with ADHD predominantly exhibit inattention. We used a 

new oddball paradigm using implicit navigational images and analysed EEG 

dynamics with swLORETA inverse modelling of the evoked potential generators to 

study cortical processing in adults with ADHD and age-matched controls. In passive 

observation, we demonstrated that P350 amplitude, alpha-beta oscillation event-

related synchronization (ERS) anticipation, and beta event-related desynchronization 

(ERD) were significantly smaller in ADHD. In the active condition, P100 duration was 

reduced and N140 amplitude increased for both deviant and frequent conditions in 

the ADHD. Alpha ERS and delta-theta ERS were reduced in the ADHD in the deviant 

condition. The left somatosensory area (BA2)and the right parietal lobe (BA31, BA40) 

contributed more to the P100 generators in the control than in the ADHD group, while 

the left frontal lobe (BA10) contributed more to the P100 generators in the ADHD. 

The left inferior parietal lobe (BA40) contributed more to the N140 generators in the 

control than the ADHD group while the right posterior cingulate (BA30) contributed 

more to the N140 generators in the ADHD. These findings reinforce the notion that 

earlier cortical stages of visual processing are compromised in adult ADHD by 

inducing the emergence of different even-related potentials generators and EEG 

dynamics in ADHD. Considering that classical approaches for ADHD diagnosis are 

based on qualitative clinical investigation possibly biased by subjectivity, EEG 

analysis is another objective tool that might contribute to diagnosis, future 

neurofeedback or brain stimulation therapies. 
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INTRODUCTION 

Attention-deficit hyperactivity disorder (ADHD) is a neurodevelopmental condition 

characterized by symptoms of inattention with or without impulsivity and hyperactivity. 

It is one of the most commonly diagnosed psychiatric disorders in school-aged 

children (American Psychiatric Association 2013). Historically, ADHD was considered 

only in children. However, the persistence of symptoms in up to 65% of adults is now 

widely recognized (Biederman et al., 2011; Cheung et al., 2016; Faraone et al., 2006; 

Halperin et al., 2008; Seidman, 2006). ADHD actually affects about 5% of adults in 

the general population (Kessler et al., 2006; Miller et al., 2012; Sibley et al., 2016; 

Simon et al., 2009). While childhood ADHD is characterized by inattention, impulsive 

and hyperactive behavior, most adults with ADHD show few externalizing symptoms 

and predominantly show attentional deficits that manifest themselves as major 

difficulties in organization, time management, planning and task completion in daily 

life (Das et al., 2012; Rösler et al., 2010). Deficits in executive functions have been 

hypothesized to be the main dysfunction underlying ADHD (Martín-González et al., 

2008; Nigg et al., 2005; Rodriguez-Jiménez et al., 2006; Roth and Saykin, 2004; 

Willcutt et al., 2005). Structural and functional neuroimaging studies have 

documented impairments in neural networks associated with executive functioning in 

both children and adults with ADHD (Bush et al., 2005; Konrad and Eickhoff, 2010). 

Abnormal anatomy and dysfunction of inferior frontal and dorsolateral prefrontal 

cortex, frontostriatal and mesocorticolimbic networks, anterior cingulate, parieto-

temporal, and cerebellar regions have been particularly highlighted (Castellanos et 

al., 2008; Ehlis et al., 2008; Liston et al., 2011; Makris et al., 2008; Sidlauskaite et al., 

2015; Sun et al., 2012). However, others types of cognitive and emotional CTRL are 

involved in ADHD behaviors (Nigg and Casey, 2005) and recent investigations 
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concluded to a more complex relationship between executive dysfunctions and 

ADHD (Mattfeld et al., 2016). 

Most of the ERP research on cognitive functions conducted so far in ADHD 

individuals has concentrated on children. Using tasks assessing cognitive processes 

such as attention, inhibitory control, performance monitoring, intervention effects, and 

ERP-energy interactions, they have identified a number of ERP abnormalities, 

including deficits in early components such as the N1, the N2, the P2, and mismatch 

negativity, and also in late components such as mainly the P3 and the slow wave 

(see for a review, Johnstone et al., 2013).  

To date, ERP research in adults ADHD has also focused on tasks examining 

impulsivity/inhibitory control (Bekker et al., 2005; Ehlis et al., 2008; Fallgatter et al., 

2005; Grane et al., 2016; McPherson and Salamat, 2004; Meier et al., 2012; van 

Rooij et al., 2015a, 2015b; Shahaf et al., 2012; Wiersema et al., 2006; Prox et al., 

2007; Barry et al., 2009; Markovska-Simoska and Pop-Jordanova, 2011; Fisher et al., 

2011; Köchel et al., 2012). However, most ADHD adults exhibit problem with 

attention. As attention precede execution, it is crucial to better understand attentional 

processes deficits in adults ADHD.  

Attention allocation is classically explored through the use of the so-called oddball 

tasks that require the detection of infrequent target stimuli amongst a string of 

standard stimuli. This type of task especially involves selective attentional processes, 

defined as the ability to focus on goal-relevant events while ignoring irrelevant 

information. To our knowledge so far only five ERPs studies used an oddball 

paradigm in adult ADHD (Barry et al., 2009; Itagaki et al., 2011; Marzinzik et al., 

2012; Missonnier et al., 2013; Raz, Dan, and Zysberg, 2014). Some of them reported 

reduced P3 amplitudes (Itagaki et al., 2011; Marzinzik et al., 2012; Raz, Dan, and 
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Zysberg, 2014). Others showed anomalies in components associated with early 

sensory-processing, i.e., increase (Barry et al., 2009) or decrease (Missonnier et al., 

2013) in P2 amplitude and reduced N2 amplitude (Barry et al., 2009). Topographic 

differences in N1 to auditory targets, and P1, N1, P2, N2 and P3 to visual non-targets 

were also described (Barry et al., 2009). 

However, except for one (Missonnier et al., 2013), all of these studies have 

exclusively concentrated their ERPs analyses on differences in mean amplitude, 

considering that all neuronal activity of interest is evoked by the stimulus in a time-

locked fashion from trial to trial. However, single-trial analyses have proven that ERP 

components can not only be explained by modulation in amplitude but also largely by 

the partial phase resetting of ongoing activity in delimited frequency bands (Fell et al., 

2004; Hanslmayr et al., 2007; Makeig et al., 2002; Mormann et al., 2005; Rousselet 

et al., 2007).  

The used of high-density (128-channel) EEG offering increased spatial sampling, 

coupled with recent improved standardized weighted low-resolution electromagnetic 

tomography (swLORETA) today allows to reach precise spatial information (Cebolla 

et al. 2014, 2011; Palmero-Soler et al. 2007) and could accurately detect the 

anatomical substrates of the short-time cognitive processes involved in oddball 

paradigms. 

In this study, an EEG dynamics investigations correlates of selective attentional 

processes in adults with ADHD will be carried out. ERPs and time–frequency 

measurements will be recorded during an oddball task in order to capture the event-

related spectral perturbation (ERSP) and the inter-trial coherency (ITC) power and 

phase dynamics of single-trial EEG. Moreover, the use of high density EEG recording 

and swLORETA will allow identifying the cortical areas involved in the time–
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frequency behaviour of the brain oscillations underlying the ERPs recorded during 

the task.   

In combining the dynamic content analyse of EEG signals with source 

reconstruction, we seek to achieve a better understanding of the cortical networks 

underlying deficits in attentional processes in adult ADHD. This indeed represents an 

essential step in order to further set up efficient retraining EEG-based protocols 

(Gruzelier 2014; Loo, Lenartowicz, and Makeig 2015; Loo and Makeig 2012; Olbrich, 

Dinteren, and Arns 2015; Arns, Drinkenburg, and Leon Kenemans 2012). 

In a first step, we verify that the basic processing of perception of two types of 

images (checkerboard and 3D-virtual tunnel) in passive condition is conserved or not 

in ADHD patients. In a second step, we assess and compare the effect of the oddball 

paradigm based on the same 3D-virtual tunnel in the control (CRTL) and ADHD 

groups.  

 

EXPERIMENTAL PROCEDURES 

Participants 

The data were collected from twenty eight volunteers: 14 participants diagnosed with 

ADHD by one of the authors, neuropsychiatrist specialized and 14 healthy control 

subjects not diagnosed with ADHD recruited within the university by direct mails or by 

newspaper advertising. The average age was 38 ± 13 years for the ADHD group and 

32 ± 9 years for the CRTL group. The male/female ratio was 10/4 for the ADHD 

group and 10/4 for the CRTL group. All participants used a voluntary consent form 

approved by the local ethics committee at the Brugmann Hospital in accordance with 

the Code of Ethics of the World Medical Association (Declaration of Helsinki) for 
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experiments involving humans. Inclusion criteria for CRTL participants were no 

previous diagnosis of ADHD and failure to meet DSM-V criteria for adult ADHD. The 

participants in the ADHD group were part of the cohort of patients of the same 

neuropsychiatrist specialized in adult ADHD. They had been previously diagnosed 

with the help of the structured diagnostic interview, the Conners Adult ADHD 

Diagnostic Interview for DSM-IV (CAADID; Epstein et al., 2001) and the Wender-

Utah Rating Scale (WURS; Wender, 1995). Ten out of the 14 participants in the 

ADHD group were predominantly inattentive, none of them were predominantly 

hyperactive/ impulsive, and 5 were of the combined subtype. Eight out of the 14 

ADHD patients were medication-naïve and 6 patients were on medication (but not 

actually receiving treatment at the time of the recording). Exclusion criteria for both 

groups were a seizure disorder, head injury affecting the central nervous system, 

mental retardation, and sensory deficits that could interfere with behavioural 

performances or with electrophysiological results. Comorbid disorders are common in 

ADHD and were not excluded in order that the patients recruited would be typical of 

the normal range seen in clinic. In our ADHD group, 4 out of the 14 participants had 

one comorbid disorder (depression (1), anxiety (1), dysthymia (1), and bipolar 

disorder (1)).  

Procedure 

Informed written consent was first obtained from each participant. They received an 

explanation of the nature and duration of the study and were informed of what was 

expected from them. The experiment then started. Participants were first assessed 

with the neurophysiological testing in a single session that lasted approximately one 

and a half hour. Next, they were asked to complete questionnaires on demographic 

and medical past and present information. Finally, an evaluation of psychiatric 
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conditions was made with the Mini International Neuropsychiatric Interview (MINI) 

(Sheehan et al., 1998) and ADHD symptoms were investigated with the Diagnostic 

Interview for ADHD in adults (DIVA) (Kooij and Francken, 2010). This interview was 

conducted by a graduated psychologist. 

Participants were instructed to abstain from taking any medication in the 48-

hourperiod prior to testing and were asked not to use caffeine or tobacco on the 

morning of their testing. 

Experimental paradigms 

EEG was recorded during the following three tasks: (1) a neutral visual task 

consisting of the passive observation of a checkerboard (Fig.1A); (2) a visual 

perceptive task involving the viewing of a 3D virtual tunnel with a sense of virtual 

movement through the tunnel (Fig.1B); and (3) an oddball directional task (Fig.1 C) 

that required to report by pressing a button when the upward orientation (deviant 

stimulus) of the tunnel was presented, but not the other 3 orientations (downward, to 

the left or right). 

For all tasks, participants looked straight ahead at the laptop screen (22.0 cm 

height, 30.3 cm width; refresh rate 75 Hz, resolution 800 x 600 pixels) through a 

form-fitting facemask and a 30 cm-long cylinder barrel (Cheron et al., 2014) to 

remove external visual references. Participants were asked to maintain their eyes on 

a green fixation dot presented centrally (Fig. 1D).  

Visual Observation Tasks 

Neutral visual task  

Simple visual stimulations consisted of a black and white checkerboard (4.5 x 4.0 cm 

rectangles; black 15 lx, white 101 lx) alternating with and a gray screen (43 lx) 
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(Fig.1A). The stimulation frequency of this sequence was 1 Hz. The fixed inter-

stimulus interval was 500 ms. The sequence (checkerboard/gray screen) was 

repeated 96 times.  

3D tunnel visual perceptive task  

Visual stimuli consisted of a 3D virtual tunnel (from 39 lx at the periphery to 74 lx 

close to the center) (Fig.1B) alternating with a gray screen (43 lx) with a 1 Hz 

frequency and 500 ms inter-stimulus interval. The tunnel with stone-textured walls 

(stone dimension 1.25 cm2 at the periphery to 0.15 cm2 close to the center) was non-

stereoscopic but included perspective cues generated by the OpenGL graphic 

libraries (Vidal et al., 2006) with either upward, downward, to the left, or to the right 

orientation. The sequence (tunnel/gray screen) was presented 48 times including the 

four directions of the tunnel (upward, downward, to the left, to the right) each 

appearing 12 times. The 48-alternation sequence was presented four times. These 

different stimuli with a pattern contrast of about 50 % display subtended 7°(w)× 5°(h) 

at the eye. Thus, both foveal and parafoveal retinal fields were stimulated.   

Oddball directional task  

For this task, the same sequence as the previous display was presented in the same 

order, but instead of passive observation, the participant was asked to press a button 

each time (and only when) the end of the tunnel was oriented upward. When 

participants performed the first task they were naïve and not aware about the 

subsequent oddball task.  

EEG recordings 

Unipolar EEG recordings were performed from 128 scalp sites using a shielded 

electrocap against a left earlobe electrode. Eye movements were recorded 
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(horizontal bipolar electooculogram; vertical unipolar recording against the common 

reference). Electrode impedances were kept <5 kΩ. Amplified signals (ca 11 mV, 

ANT DC-amplifiers, the Netherlands) were digitized (2048 Hz rate) at 16 bit resolution 

and notch-filtered (47.5-52.5 Hz). Off-line analysis and statistics were performed 

using EEGLAB software (Delorme and Makeig ,2004). Any artefactual portions of the 

EEG data were rejected by visual inspection. Bad channels were interpolated. 

Synchronous or partially synchronous artefactual activity (mostly blinks) were 

detected on the basis of the topographical and spectral distribution and on the time 

series of the independent component analysis (ICA) on continuous data. 

EEG analysis 

Event-related potentials  

The following of the event-related potentials (ERP) components related to each task 

were studied: P100, N140, P220, P350 using POz electrode referenced to the left 

earlobe (A1). Subsequent analyses were only performed for the ERP components for 

which statistical differences were observed between ADHD and CRTL groups. In 

addition, the duration of the P100 is calculated on the time interval between the two 

inflection points.  

Event-related spectral perturbation  

Event-related desynchronization (ERD) and synchronization (ERS) were studied 

using EEGLABs described previously (Delorme and Makeig 2004), Briefly, for each 

frequency band at each frequency point the power spectrum was divided by the 

averaged spectral power in the pre-stimulus baseline period (-500 ms to 0 ms). Each 

trial contained samples from 1000 ms before to 2000 ms after the stimulus. The 

log10-transformed of this measure allows the visualization of wider range of variation 
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(Grandchamp and Delorme, 2011). A color code at each image pixel indicated the 

reached power (in dB) at a given frequency and latency relative to the stimulation 

onset. Event-related perturbation is expressed in units of the percentage of the 

baseline. Use of log10 implies that 0 (green color) is obtained for values equal to the 

baseline; the other values are shown in red or blue even in the pre-stimulation period. 

For n trials, if Fk(f, t) was the spectral estimate of trial k at frequency f and time t 

          
 

 
            

          (1) 

To compute Fk(f, t), the short-time Fourier transform of EEGLAB software was used 

providing a specified time and frequency resolution. 

Inter-trial coherence  

ITC is a frequency-domain measure of the partial or exact synchronization of activity 

at a particular latency and frequency to a set of experimental events to which EEG 

data trials are time-locked. This measure, also called ‘phase locking factor’, was 

defined by: 
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where || represents the complex norm. The ITC has values between 0 and 1, from 

the absence of synchronization between EEG data and the time locking events to 

perfect synchronization. In order to increase time resolution, the onset and 

termination of the ERS and ERD were measured by using wavelet transform. We 

used wavelet transform for complex spectro-temporal representation with Hanning-

windowed sinusoidal wavelets at 1 cycles (lowest) to 12.5 cycles (highest). ERSP 

and ITC templates were calculated with 200 time points (-721.5 ms to 1221.5 ms), 

using a window of 285 samples (556.6 ms) at 97 linear spaced frequencies from 2 to 
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50 Hz. For the significance level of ERSP and ITC, bootstrap resampling (p < 0.05) 

was used. 

The temporal accuracy (
1/ 2

t
f


 


) was 16.3 ms. The maximal values of ERSP and 

ITC were measured in the same time frames of the corresponding ERP peaks.  

Inverse modeling (swLORETA) 

For source reconstruction, standardized weighted low resolution electromagnetic 

tomography (swLORETA) (Palmero-Soler et al., 2007; Cebolla et al., 2011) was 

used. This distributed inverse solution method derived from sLORETA (Pascual-

Marqui, 2002; Pascual-Marqui et al., 2002; Wagner et al., 2004) provides spatial 

modeling of distinct sources of neuronal activities without any prior knowledge about 

the anatomical location of the generators, even in the presence of noise or when two 

dipoles are simultaneously active. This was realized by incorporating a singular value 

decomposition based lead field weighting that compensated for the varying sensitivity 

of the sensors to current sources at different depths (Palmero-Soler et al., 2007). 

ERP source analysis 

Source analysis focused on the ERP components evoked by the 3D-tunnel, because 

the checkerboard stimulation produced identical responses in ADHD and CTRL 

groups. We computed swLORETA solutions for the time peak period of the P100, 

N140, P220, P350 components in the two groups of participants. Briefly, swLORETA 

was computed using a 3D grid of 2030 voxels (5 mm spacing) representing possible 

sources of the signal based on probabilistic brain tissue maps provided by the 

Montreal Neurological Institute (Evans and Collins, 1993b), restrained to the gray 

matter but including the cerebellum. The grid voxels (2030 points with 5.0 mm grid 
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space) and recording array (128 electrodes) were placed in registration with the 

Collins 27 MRI (Evans and Collins, 1993b). The Boundary Element Model (BEM) was 

used for solving the forward problem (Geselowitz, 1967). The final coordinates (x, y, 

z, Talairach coordinates) we provided for labeling the corresponding brain areas were 

based on Talairach atlas using the ASA software, and thus identified the 

corresponding Brodmann areas (Lancaster et al., 2000), . For the definition of 

cerebellar regions we used the Schmahmann et al’s MRI Atlas of the Human 

Cerebellum (Schmahmann et al., 1999).  

Statistical Analysis 

To assess significance in the behavioral measure, we used one-way ANOVA test and 

Bonferroni’s post hoc test after assessing their normality by Kolmogorov Smirnov test 

using Statistica 7.0 software (Statsoft, www.statsoft.com) to compare the ADHD with 

the CRTL group. Results were expressed as mean ± S.D. and the differences were 

considered significant at p < 0.05. For significance in the full scalp array in the ERP, 

ERSP and ITC, we employed a nonparametric permutation and the Holm’s method to 

correct for multiple comparisons (Holm, 1979). This method is provided by EEGLAB 

software (Delorme and Makeig, 2004).  

To find the generators of the P100, N140, P220 and P350 components, we 

determined a threshold value for identifying statistical significance of the current 

density magnitude by using a nonparametric permutation test (Nichols and Holmes, 

(2002). The rationale for using this method was explained in detail in (Cebolla et al., 

2011). In the present case, the current density for each ERP component was divided 

by the mean value of all voxels, giving a normalized inverse solution from which 

value greater than one indicates that the voxel had an activity greater than the mean. 

In order to use the t test as the value of merit, we subtracted one to each voxel. In 
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order to build the empirical distribution for the Holmes method, we randomly 

multiplied the value of each voxel by -1 or 1. We performed a total of 8192 t-tests for 

each analyzed component. The normalization process is described by the following 

formula: 

 
2030

0

( )
( ) 1

( )

i
i normalized nVoxel

voxel

voxel

J t
J t

J t




 


 

 

where ( )iJ t  represents the inverse solution for the i-th voxel for the time t.  

We used t-test for swLORETA solutions to compare the ADHD versus the CTRL 

group, with a null hypothesis corresponding to the absence of between-group 

difference, which is equivalent to stating that the distribution of the voxel values of the 

groups’ difference inverse solution images has a zero mean. We used the 95th 

percentile of the permutation distribution for the maximal statistics which defines the 

0.05 level of the corrected significance threshold. In other words, we can reject the 

null hypothesis for any voxel with t-values of the unpermitted T image greater than 

the 95th percentile of the permutation distribution of the maximal statistics. 

 

RESULTS 

Behavioral measures 

There was no significant difference in the average reaction time (420 ± 18 ms in 

ADHD vs. 428 ± 18 ms in CTRL, p = 0.32 F(1, 26) =1.03), but a significant difference 

in the success rate (85.3 ± 6.6 % in ADHD vs. 90.2 ± 5.0 % in CTRL (p < 0.03 F(1, 

26) =4.86)). The latter difference was due to omission (absence of action for the 
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upward direction (51.7 ± 19.1 % in ADHD and 35.9 ± 20.1 % in CTRL p < 0.04 F(1, 

26) =4.57)) and not commission (no excess of action for the non-target directions).    

Passive observation task  

ERP analysis 

Figure 2 compared the early components evoked by the presentation of the 

checkerboard (P100 and P220) (Fig. 2A) and by the presentation of the 3D virtual 

tunnel (P100, N140, P220) (Fig. 2B) in the ADHD and CRTL groups.  

 

No statistical difference between the two groups was found for either visual 

stimulation. In contrast, when the 3D virtual tunnel (all directions pooled) was 

presented, the P350 component evoked in ADHD group was of significantly lower 

amplitude than in CTRL (permutation test, p < 0.05). The amplitude reduction was 

more marked in the central parieto-occipital region (POz) with a predominance on the 

right.  

ERSP analysis 

ERSP analysis corresponding to these ERPs for the checkerboard stimulation 

showed significant ERS in the gamma band (~35 Hz) between 250 and 500 ms in the 

parieto-occipital region in the ADHD group (Fig. 2C-E). When the 3D virtual tunnel 

was presented, the intensity of the ERSP recorded in the parieto-occipital region was 

greater than for the checkerboard showing weaker alpha-beta ERS anticipation (-150 

ms to 0) during the presentation of various directional images  and weaker beta ERD 

at the P350 latency in ADHD with respect to CTRL (Fig. 2 F-H). In contrast, as in the 

case of the checkerboard stimulation, a late gamma (~45 Hz) ERS was recorded at 

the latency of the P350 in the parieto-occipital region in the ADHD group (Fig. 2 F-H). 
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ERP generators in passive observation task  

swLORETA analysis performed on the ERP data corresponding to the 128 electrodes 

showed that the global localization of the P100, N140, P220 and P350 components 

were grossly similar in ADHD and CTRL group in the passive observation condition 

of the 3D-virtual tunnel with only minor differences in localization and magnitude of 

the inverse solution (Fig. 3A). Namely, the P100 generators were bilaterally localized 

in the occipital lobe BA17 (-31, -84, -12); BA18 (-7, -85, 33); BA19 (-57, -11, -9) in the 

middle and superior temporal gyrus BA21 (63, -10, -2) and Crus I of the cerebellum (-

28, -81, -24). The major difference for the P100 generation was found in the 

participation of the right parietal cortex BA7 (-4, -61, 58) in CTRL but not in ADHD 

group (Fig. 3B).  

The N140 generators were localized bilaterally in the occipital lobe BA17 (15 (-15), 

-95, -2) and BA18 (-3 (3), -95, -6 ), the left middle temporal gyrus BA21 (-60, -2, -14) 

and the right medial frontal gyrus BA10 (6, 61, 5). These N140 generators were 

commonly identified in the ADHD (Fig. 3A) and CTRL groups (Fig. 3B). 

  P220 generator localization was not identical in the ADHD group than in CTRL. 

While the occipital cortex (BA18, BA19), the right inferior temporal gyrus (BA20) (55, 

-45, -12) and the bilateral posterior cerebellum were identified in both groups, the left 

middle temporal gyrus BA21 (-57, -4, -14) and the right, subgyral temporal lobe, 

BA37 (52, -46, -8), were only found in the CTRL group (Fig. 3A).  

P350 generators were commonly localized in BA17, BA20, BA21, BA36, and 

posterior cerebellum in both the ADHD and CTRL groups. BA19 was additionally 

found in the ADHD group (Fig. 3B).  

Figure 3A, B shows generators with the highest probability. Yet, comparative 

analysis between groups with the t-test permutation (Fig. 3C, D) highlighted 
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significant differences in the inverse solution corresponding to dominant generators in 

each group. The right parietal lobe (BA7) (20, -76, 38) contributed more to the P100 

in the CTRL than ADHD group (Fig. 3C). Conversely, the left parahippocampal gyrus 

(BA19) (-21, -57, -2) and left premotor area (BA6) (17, -2, 55) contributed more to the 

P100 in the ADHD than CTRL group (Fig. 3D). The left hippocampus (-31, -28, -1) 

and right frontal lobe BA10 (1, 51, 5) contributed more to the N140 in the CTRL than 

ADHD group (Fig. 3C). In contrast, the occipital lobe (BA19) (36(-36), -77, 30), 

(BA18) (36,(-36), 82, -9), right frontal lobe (BA10)(12, 62, 22) and Crus I (8, -80, -27) 

of the right cerebellum contributed more to the N140 in the ADHD than CTRL group 

(Fig. 3D). The left middle temporal gyrus (BA21) (-48, 2, -20) and left inferior parietal 

lobe (BA40)(-47, -36, 41) contributed more to the P220 in the CTRL than  ADHD 

group (Fig. 3C). In addition, the right frontal lobe (BA10) (5, 54, 1) contributed more 

to the P220 in the ADHD than CTRL group (Fig. 3D). The right frontal lobe (BA10) 

(10, 61, 23) contributed more to the P350 in the CTRL than ADHD group (Fig. 3C). In 

contrast, the left occipital Lobe (BA19)(-30, -67, -7) and the right cingulate gyrus (7, 

40, 10) (BA32) contributed more to the P350 in the ADHD than CTRL group (Fig. 

3D).  

Oddball directional task 

ERP analysis 

Figure 4A-D illustrates the superimposition of the ERP traces recorded in ADHD (red) 

and CTRL (blue), when participants were asked to direct their attention to the 

direction of the 3D virtual tunnel randomly presented  upward (A) (deviant condition), 

downward (B), to the right (D) and to the left (C) direction. During all conditions, the 

ERPs configuration was significantly different at the latency of P100 and N140 

between the ADHD and the CTRL groups. While the inflection between the P100 and 
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P220 remained in positive values in the CTRL group (Fig. 4A-D, blue trace), a 

negative deflection, the N140, occurred in the ADHD group (Fig. 4A-D, red trace) 

giving rise to significant differences in P100 duration (29.0 ± 7.9 ms in ADHD versus 

46.7 ± 11.5 ms, p < 0.0001)(Fig. 4A-D, horizontal bleu lines) and in N140 amplitude 

between 110 and 150 ms (p < 0.05 permutation test).  

We have performed the comparative analysis of the generators issued from 

swLORETA applied on components P100 and N140 because only these components 

showed a significant difference between the ADHD and CRTL groups (Fig.4 B-D). 

Moreover, this analysis was carried out during the frequent conditions for two groups 

of participants because the number of trials was lower in the deviant condition and 

the same statistical differences appeared on the ERP (Fig.4 A). These statistical 

comparisons showed that: (1) the left somatosensory area (BA2) (-37,-29, 29), the 

right parietal lobe (BA31) (14,-58, 22) and the right inferior parietal lobe (BA40) (38, -

39, 41) contributed more to the P100 generators in the CTRL than in the ADHD 

group (Fig.4 E), while the left frontal lobe (BA10) (-26, 39, 16) contributed more to the 

P100 generators in the ADHD than in CTRL group; (2) the left inferior parietal lobe 

(BA40) (-45, -36, 36) contributed more to the N140 generators in the CTRL than the 

ADHD group (Fig. 4F) while the right posterior cingulate (BA30) (11, -57, 7) (Fig. 4F) 

contributed more to the N140 generators in the ADHD than the CTRL group.  

ERSP analysis 

The ERSP analysis performed on the parieto-occipital cortex (POz) (Fig. 5A-E) 

during the deviant condition showed that the significant differences occurred in alpha 

ERS (from 100 to 220 ms) and in delta-theta ERS (from 250 to 350 ms) where these 

ERS were smaller in the ADHD than in CTRL group. For the frequent conditions, the 

only one significant difference between the two groups only occurred under the form 
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of a reduction of the late delta-theta ERS (from 350-600 ms) (Fig. 5A-C). The 

statistical distribution maps of the delta and theta oscillations in the deviant (Fig. 5E-

F) and frequent (Fig. 6D-E) conditions reinforced the previous ERSP analysis 

performed on POz electrode. These maps indicated a stronger contribution of delta-

theta oscillation recorded mainly on the right fronto-temporal scalp (Fig. 5E-F) during 

the deviant condition in the CTRL than in the ADHD group. A same reduction in the 

delta-theta oscillation was recorded in the ADHD group during the frequent condition 

(Fig. 6D-E) but in this case the reduction was bilaterally situated from the central to 

the occipital scalp. 

 

DISCUSSION 

The advantage of using a 3D virtual tunnel rather than checkerboard is that power 

modulation of different rhythms is expected to be stronger (Leroy et al., 2017) , which 

we confirm here in both ADHD and CTRL groups. EEG dynamics investigation of 3D 

virtual tunnel image processing showed four main differences between ADHD and 

CTRL: (1) significant changes in P100 duration and N140 amplitude accompanied by 

different source network configurations, (2) a weaker anticipative ERS in alpha and 

beta frequency bands, (3) a weaker ERD in beta oscillation at the P350 latency, and 

(4) a late gamma ERS in ADHD.  

Passive observation task  

Prior to the analysis of the effect of required action in the oddball paradigm the 

comparative study of the presentation of the two types of images (checkerboard and 

3D virtual tunnel) have permitted to verify that the basic processing of perception was 

conserved in ADHD in passive condition. In spite of the fact that there is no external 
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cue to induce anticipative behaviour, we have reported stronger ERSP (alpha-beta) 

anticipation in the CTRL than in ADHD group. This may indicate a reduced 

anticipative sensibility of the ADHD subjects to endogenously expectation provided 

by our continuous presentation design.  

ERP generators  

Although the early ERPs (P100, N140, P220) do not allow distinction between the 

ADHD and the CTRL group, the swLORETA solution provided significant differences 

in the localization of the respective generators of these ERP components. Firstly, this 

highlighted the participation of the right parietal cortex (BA7) to the P100 only in the 

CTRL group. This region of the right parietal cortex is involved in visuo-spatial 

processing, such as mental rotation and processing of chaotic patterns stereopsis 

(Walter and Dassonville, 2008). This could indicate the presence of a larger network 

extending from BA19 to BA7 dedicated to a specific attention directed to implicit 

navigational image in typical participants while the network would be more restricted 

in the ADHD. Secondly, in the passive condition, the presentation of the 3D virtual 

tunnel evoked an attentional P350 in CTRL that was not present in the ADHD group. 

Although, the same occipito (BA17) -temporo (BA21/22, BA38) -frontal (BA10) 

network and the cerebellum were implicated during this period as P350 generators in 

the CTRL group, the absence of P350 in ADHD group may be explained by the 

dominance of BA10 in CTRL in comparison with the ADHD group. Conversely, BA19 

was more dominant in the ADHD than CTRL group. This indicated a relatively weak 

contribution of the frontal cortex during the passive observation of navigational image 

in ADHD group as previously reported for other types of visual stimuli (Mattfeld et al., 

2016). 

Oddball directional task 
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Although the reaction time was not altered, as commonly reported (Sawaki and 

Katayama, 2006), the success rate was lower in the ADHD group. Surprisingly, this 

latter difference was not due to a lack of inhibitory control (commission errors in 

response to the frequent stimuli) but to the absence of action in response to the 

deviant stimulus. This suggests a deficit in directional recognition of implicit 

navigational image in adults ADHD. This would be consistent with previous evidence 

(Rösler et al., 2010; Das et al., 2012) that hyperactivity and impulsivity are less 

prominent in adulthood ADHD than in childhood ADHD (Balogh et al., 2017).  

In the active condition, two main ERP components were significantly modified in 

the ADHD group with respect to the CTRL: the early occipital P100 and N140. P100 

duration was reduced in favor of the increased amplitude of the N140 for both 

frequent and deviant conditions). The increased contribution of the left frontal cortex 

(BA10) in patients with ADHD may indicate that they mobilize more cortical activities 

from these part of the cortex in order to suppress excessive distractors (Vaidya and 

Stollstorff, 2008).  

The reduced contribution of the precuneus (BA31) at the latency P100 in ADHD 

patients with respect to CTRL is consistent with decreased fMRI activity observed in 

this part of the limbic lobe during a voluntary selection process of a tone in adult 

ADHD (Karch et al., 2014). The reduced contribution of the somatosensory cortex 

(BA2) at the latency of P100 may be related to morphological alteration (Li et al., 

2015) and or compensatory process (Duerden et al., 2012). The increased 

contribution of the posterior cingulate (BA30) to the emergence of N140 in ADHD 

group may be related to increased attentional (Hahn et al., 2007) and cognitive 

(Buckner et al., 2008) demands of this region for the accomplishment of the oddball 

visual task. This observation indicates an early difference in the generators involved 
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in the recognition of a directional image between ADHD and CRTL groups. The 

possibility that visuo-vestibular conflict may also influence the present results merits 

to be explored in the future. 

The N140 corresponds to the classical N1 component of the visual evoked 

potential (Hopf and Mangun, 2000) also considered as the early directing-attention 

negativity recorded after the presentation of the visual cue in the contingent negative 

variation paradigm of Arjona et al., (2014). Overall, a clinical alteration in ERP studies 

was seen as a global decrease of all the evoked components. For example, when the 

P300 emerged during an auditory oddball paradigm it was preceded by a N140-like 

component which its amplitude increased in parallel to the P300 amplitude when the 

subjects were active in place of passive (Lugo et al., 2016). In contrast, the amplitude 

of both components were smaller in patients with locked-in syndrome (Lugo et al., 

2016). However, as in the present study, it was reported that the N140 amplitude was 

independently modulated from the P300 amplitude (Fig. 5 of Sole Puig et al., 2016). 

In this later cue/no-cue experiment demonstrating the possible contribution of eye 

vergence movement during orienting attention, the N175 amplitude increased while 

the P300 decreased. Moreover, this study showed that the time and strength of eye 

vergence coincide with the onset and strength of an evoked positivity which peaked 

just before 200 ms (Fig. 7 of Sole Puig et al., 2016). As it was reported by the same 

group (Solé Puig et al., 2015) an alteration in vergence modulation in children with 

ADHD, we can say that the N175 increase could be related to eye vergence control 

in ADHD reflecting a defect in cognitive processing of sensory information. 

Compared to controls during deviant condition, ADHD patients showed a decrease 

of the ERS alpha on left parieto-occipital scalp from 100 to 220 ms followed by a 

decrease of the ERS delta-theta on the right fronto-temporal scalp from 250 to 350 
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ms. As frontal theta activity reflects activation of neural networks involved in the 

attention to target stimuli (Deiber et al. 2007; Missonnier et al., 2013) and to 

directional recognition (Ekstrom et al., 2005), this theta alteration revealed a 

decrease in neural network activation implicated in visual navigation attention in 

ADHD. In contrast, during the latter stage of information processing both groups 

exhibited the same alpha-beta ERD indicating that the recruitment of the global 

activities related to these rhythms are similar. This points also on the fact that the 

rhythmic alterations are not due to a general decrease of the arousal in the ADHD 

subjects. The early decrease of parieto-occipital alpha ERS suggests a difference in 

top-down modulation in ADHD group (Leroy et al., 2017). Although the P350 and late 

evoked positivity (<400 ms) were not different in ADHD with respect to control, the 

ERSP analysis highlighted two significant differences in ERS theta depending of the 

action or the disengagement of attentional processes which necessitate successful 

inhibition (Greer et al., 2017) . The delta-theta ERS preceding the action and the ERS 

theta accompanying the inhibition of action were both decreased in ADHD group 

indicating the implication of delta-theta in executive function (De Blasio and Barry, 

2013; Harper, Malone, and Bernat, 2014) more specifically during a directional virtual 

task (Bohbot et al., 2017). 

Our findings further clarify the notion that the early cortical stages of visual 

processing are compromised in adults with ADHD, inducing the emergence of 

different ERPs generators and EEG dynamics. Considering that classical tools for 

ADHD diagnosis are based on qualitative clinical observation and interview possibly 

biased by subjectivity, EEG analysis is an additional objective tool that might 

contribute to diagnosis. This may also open the possibility to use electrophysiological 
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characterization of EEG dynamics as the basis for future neurofeedback or brain 

stimulation therapies. 

 

Acknowledgments 

We would like to thank T. D’Angelo, E. Pecoraro, M. Dufief, E. Toussaint, E. 

Hortmanns, and M. Petieau, for expert technical assistance, M. Vidal for the 

realization of the virtual 3D tunnel. This work was funded by the Belgian Federal 

Science Policy Office, the European Space Agency (AO-2004, 118), the Belgian 

National Fund for Scientific Research (FNRS), the research funds of the Université 

libre de Bruxelles and of the Université de Mons (Belgium), the FEDER support 

(BIOFACT), the MINDWALKER project (“FP7” 2007-2013) supported by the 

European Commission, the Fonds G. Leibu and the NeuroAtt BIOWIN project 

supported by Walloon Region of Belgium. 

 

 

 

References 

American Psychiatric Association. 2013. “Diagnostic and Statistical Manual of Mental 
Disorders (5th Ed.). Arlington, VA: American Psychiatric Association.” 2013. 
http://doi.org.ololo.sci-hub.io/10.1016/j.ridd.2015.07.026. 

Arjona, Antonio, Miguel Escudero, and Carlos M. Gómez. 2014. “Updating of 
Attentional and Premotor Allocation Resources as Function of Previous Trial 
Outcome.” Scientific Reports 4:4526. https://doi.org/10.1038/srep04526. 

Arns, Martijn, Wilhelmus Drinkenburg, and J. Leon Kenemans. 2012. “The Effects of 
QEEG-Informed Neurofeedback in ADHD: An Open-Label Pilot Study.” 
Applied Psychophysiology and Biofeedback 37 (3):171–80. 
https://doi.org/10.1007/s10484-012-9191-4. 

Balogh, Lívia, Brigitta Kakuszi, Szilvia Papp, László Tombor, István Bitter, and Pál 
Czobor. 2017. “Neural Correlates of Error Monitoring in Adult Attention Deficit 



  

25 
 

Hyperactivity Disorder After Failed Inhibition in an Emotional Go/No-Go Task.” 
The Journal of Neuropsychiatry and Clinical Neurosciences, May, 
appi.neuropsych.16100183. 
https://doi.org/10.1176/appi.neuropsych.16100183. 

Barry, Robert J., Adam R. Clarke, Rory McCarthy, Mark Selikowitz, Christopher R. 
Brown, and Patrick C. L. Heaven. 2009. “Event-Related Potentials in Adults 
with Attention-Deficit/Hyperactivity Disorder: An Investigation Using an Inter-
Modal Auditory/Visual Oddball Task.” International Journal of 
Psychophysiology: Official Journal of the International Organization of 
Psychophysiology 71 (2):124–31. 
https://doi.org/10.1016/j.ijpsycho.2008.09.009. 

Bekker, Evelijne M., Carin C. E. Overtoom, J. J. Sandra Kooij, Jan K. Buitelaar, 
Marinus N. Verbaten, and J. Leon Kenemans. 2005. “Disentangling Deficits in 
Adults with Attention-Deficit/Hyperactivity Disorder.” Archives of General 
Psychiatry 62 (10):1129–36. https://doi.org/10.1001/archpsyc.62.10.1129. 

Biederman, Joseph, Carter R. Petty, Allison Clarke, Alexandra Lomedico, and 
Stephen V. Faraone. 2011. “Predictors of Persistent ADHD: An 11-Year 
Follow-up Study.” Journal of Psychiatric Research 45 (2):150–55. 
https://doi.org/10.1016/j.jpsychires.2010.06.009. 

Bohbot, Véronique D., Milagros S. Copara, Jean Gotman, and Arne D. Ekstrom. 
2017. “Low-Frequency Theta Oscillations in the Human Hippocampus during 
Real-World and Virtual Navigation.” Nature Communications 8 
(February):14415. https://doi.org/10.1038/ncomms14415. 

Buckner, Randy L., Jessica R. Andrews-Hanna, and Daniel L. Schacter. 2008. “The 
Brain’s Default Network: Anatomy, Function, and Relevance to Disease.” 
Annals of the New York Academy of Sciences 1124 (March):1–38. 
https://doi.org/10.1196/annals.1440.011. 

Bush, George, Eve M. Valera, and Larry J. Seidman. 2005. “Functional 
Neuroimaging of Attention-Deficit/Hyperactivity Disorder: A Review and 
Suggested Future Directions.” Biological Psychiatry 57 (11):1273–84. 
https://doi.org/10.1016/j.biopsych.2005.01.034. 

Castellanos, F. Xavier, Daniel S. Margulies, Clare Kelly, Lucina Q. Uddin, Manely 
Ghaffari, Andrew Kirsch, David Shaw, et al. 2008. “Cingulate-Precuneus 
Interactions: A New Locus of Dysfunction in Adult Attention-
Deficit/Hyperactivity Disorder.” Biological Psychiatry 63 (3):332–37. 
https://doi.org/10.1016/j.biopsych.2007.06.025. 

Cebolla, A. M., E. Palmero-Soler, B. Dan, and G. Cheron. 2011. “Frontal Phasic and 
Oscillatory Generators of the N30 Somatosensory Evoked Potential.” 
NeuroImage 54 (2):1297–1306. 
https://doi.org/10.1016/j.neuroimage.2010.08.060. 

Cebolla, A. M., E. Palmero-Soler, B. Dan, and G. Cheron. 2014. “Modulation of the 
N30 Generators of the Somatosensory Evoked Potentials by the Mirror 
Neuron System.” NeuroImage 95 (July):48–60. 
https://doi.org/10.1016/j.neuroimage.2014.03.039. 

Cheron, Guy, Axelle Leroy, Ernesto Palmero-Soler, Caty De Saedeleer, Ana 
Bengoetxea, Ana-Maria Cebolla, Manuel Vidal, Bernard Dan, Alain Berthoz, 
and Joseph McIntyre. 2014. “Gravity Influences Top-down Signals in Visual 
Processing.” PloS One 9 (1):e82371. 
https://doi.org/10.1371/journal.pone.0082371. 



  

26 
 

Cheung, Celeste H. M., Fruhling Rijsdijk, Gráinne McLoughlin, Daniel Brandeis, 
Tobias Banaschewski, Philip Asherson, and Jonna Kuntsi. 2016. “Cognitive 
and Neurophysiological Markers of ADHD Persistence and Remission.” The 
British Journal of Psychiatry: The Journal of Mental Science 208 (6):548–55. 
https://doi.org/10.1192/bjp.bp.114.145185. 

Das, Debjani, Nicolas Cherbuin, Peter Butterworth, Kaarin J. Anstey, and Simon 
Easteal. 2012. “A Population-Based Study of Attention Deficit/Hyperactivity 
Disorder Symptoms and Associated Impairment in Middle-Aged Adults.” PloS 
One 7 (2):e31500. https://doi.org/10.1371/journal.pone.0031500. 

De Blasio, Frances M., and Robert J. Barry. 2013. “Prestimulus Delta and Theta 
Determinants of ERP Responses in the Go/NoGo Task.” International Journal 
of Psychophysiology, Electrophysiological and Neuroimaging Studies of 
Cognitive Control: Evidence from Go/NoGo and Other Executive Function 
Tasks, 87 (3):279–88. https://doi.org/10.1016/j.ijpsycho.2012.09.016. 

Deiber, Marie-Pierre, Pascal Missonnier, Olivier Bertrand, Gabriel Gold, Lara Fazio-
Costa, Vicente Ibañez, and Panteleimon Giannakopoulos. 2007. “Distinction 
between Perceptual and Attentional Processing in Working Memory Tasks: A 
Study of Phase-Locked and Induced Oscillatory Brain Dynamics.” Journal of 
Cognitive Neuroscience 19 (1):158–72. 
https://doi.org/10.1162/jocn.2007.19.1.158. 

Delorme, Arnaud, and Scott Makeig. 2004. “EEGLAB: An Open Source Toolbox for 
Analysis of Single-Trial EEG Dynamics Including Independent Component 
Analysis.” Journal of Neuroscience Methods 134 (1):9–21. 
https://doi.org/10.1016/j.jneumeth.2003.10.009. 

Duerden, Emma G., Rosemary Tannock, and Colleen Dockstader. 2012. “Altered 
Cortical Morphology in Sensorimotor Processing Regions in Adolescents and 
Adults with Attention-Deficit/Hyperactivity Disorder.” Brain Research 1445 
(March):82–91. https://doi.org/10.1016/j.brainres.2012.01.034. 

Ehlis, Ann-Christine, Christina G. Bähne, Christian P. Jacob, Martin J. Herrmann, and 
Andreas J. Fallgatter. 2008. “Reduced Lateral Prefrontal Activation in Adult 
Patients with Attention-Deficit/Hyperactivity Disorder (ADHD) during a Working 
Memory Task: A Functional near-Infrared Spectroscopy (fNIRS) Study.” 
Journal of Psychiatric Research 42 (13):1060–67. 
https://doi.org/10.1016/j.jpsychires.2007.11.011. 

Ekstrom, Arne D., Jeremy B. Caplan, Emily Ho, Kirk Shattuck, Itzhak Fried, and 
Michael J. Kahana. 2005. “Human Hippocampal Theta Activity during Virtual 
Navigation.” Hippocampus 15 (7):881–89. https://doi.org/10.1002/hipo.20109. 

Epstein, J. N., D. E. Johnson, I. M. Varia, and C. K. Conners. 2001. 
“Neuropsychological Assessment of Response Inhibition in Adults with 
ADHD.” Journal of Clinical and Experimental Neuropsychology 23 (3):362–71. 
https://doi.org/10.1076/jcen.23.3.362.1186. 

Fallgatter, Andreas J., Ann-Christine Ehlis, Michael Rösler, Werner K. Strik, Detlev 
Blocher, and Martin J. Herrmann. 2005. “Diminished Prefrontal Brain Function 
in Adults with Psychopathology in Childhood Related to Attention Deficit 
Hyperactivity Disorder.” Psychiatry Research 138 (2):157–69. 
https://doi.org/10.1016/j.pscychresns.2004.12.002. 

Faraone, Stephen V., Joseph Biederman, and Eric Mick. 2006. “The Age-Dependent 
Decline of Attention Deficit Hyperactivity Disorder: A Meta-Analysis of Follow-
up Studies.” Psychological Medicine 36 (2):159–65. 
https://doi.org/10.1017/S003329170500471X. 



  

27 
 

Fell, Juergen, Thomas Dietl, Thomas Grunwald, Martin Kurthen, Peter Klaver, Peter 
Trautner, Carlo Schaller, Christian E. Elger, and Guillén Fernández. 2004. 
“Neural Bases of Cognitive ERPs: More than Phase Reset.” Journal of 
Cognitive Neuroscience 16 (9):1595–1604. 
https://doi.org/10.1162/0898929042568514. 

Fisher, Tali, Judith Aharon-Peretz, and Hillel Pratt. 2011. “Dis-Regulation of 
Response Inhibition in Adult Attention Deficit Hyperactivity Disorder (ADHD): 
An ERP Study.” Clinical Neurophysiology: Official Journal of the International 
Federation of Clinical Neurophysiology 122 (12):2390–99. 
https://doi.org/10.1016/j.clinph.2011.05.010. 

Grandchamp, Romain, and Arnaud Delorme. 2011. “Single-Trial Normalization for 
Event-Related Spectral Decomposition Reduces Sensitivity to Noisy Trials.” 
Frontiers in Psychology 2:236. https://doi.org/10.3389/fpsyg.2011.00236. 

Grane, Venke Arntsberg, Jan Ferenc Brunner, Tor Endestad, Ida Emilia S. Aasen, 
Juri Kropotov, Robert Thomas Knight, and Anne-Kristin Solbakk. 2016. “ERP 
Correlates of Proactive and Reactive Cognitive Control in Treatment-Naïve 
Adult ADHD.” PloS One 11 (7):e0159833. 
https://doi.org/10.1371/journal.pone.0159833. 

Greer, Joanna M. H., Colin Hamilton, Mhairi E. G. McMullon, Deborah M. Riby, and 
Leigh M. Riby. 2017. “An Event Related Potential Study of Ihibitory and 
Attentional Control in Williams Syndrome Adults.” PloS One 12 (2):e0170180. 
https://doi.org/10.1371/journal.pone.0170180. 

Gruzelier, John H. 2014. “EEG-Neurofeedback for Optimising Performance. III: A 
Review of Methodological and Theoretical Considerations.” Neuroscience and 
Biobehavioral Reviews 44 (July):159–82. 
https://doi.org/10.1016/j.neubiorev.2014.03.015. 

Hahn, Britta, Thomas J. Ross, and Elliot A. Stein. 2007. “Cingulate Activation 
Increases Dynamically with Response Speed under Stimulus Unpredictability.” 
Cerebral Cortex (New York, N.Y. : 1991) 17 (7):1664–71. 
https://doi.org/10.1093/cercor/bhl075. 

Halperin, Jeffrey M., Joey W. Trampush, Carlin J. Miller, David J. Marks, and Jeffrey 
H. Newcorn. 2008. “Neuropsychological Outcome in Adolescents/Young 
Adults with Childhood ADHD: Profiles of Persisters, Remitters and Controls.” 
Journal of Child Psychology and Psychiatry, and Allied Disciplines 49 (9):958–
66. https://doi.org/10.1111/j.1469-7610.2008.01926.x. 

Hanslmayr, Simon, Wolfgang Klimesch, Paul Sauseng, Walter Gruber, Michael 
Doppelmayr, Roman Freunberger, Thomas Pecherstorfer, and Niels 
Birbaumer. 2007. “Alpha Phase Reset Contributes to the Generation of ERPs.” 
Cerebral Cortex (New York, N.Y.: 1991) 17 (1):1–8. 
https://doi.org/10.1093/cercor/bhj129. 

Harper, Jeremy, Stephen M. Malone, and Edward M. Bernat. 2014. “Theta and Delta 
Band Activity Explain N2 and P3 ERP Component Activity in a Go/No-Go 
Task.” Clinical Neurophysiology: Official Journal of the International Federation 
of Clinical Neurophysiology 125 (1):124–32. 
https://doi.org/10.1016/j.clinph.2013.06.025. 

Holm, S. 1979. “A Simple Sequentially Rejective Multiple Test Procedure.” 
Scandinavian Journal of Statistics, 1979, sec. 6. 

Hopf, J. -M, and G. R Mangun. 2000. “Shifting Visual Attention in Space: An 
Electrophysiological Analysis Using High Spatial Resolution Mapping.” Clinical 



  

28 
 

Neurophysiology 111 (7):1241–57. https://doi.org/10.1016/S1388-
2457(00)00313-8. 

Itagaki, Shuntaro, Hirooki Yabe, Yukiko Mori, Hiromichi Ishikawa, Yasuko Takanashi, 
and Shin-ichi Niwa. 2011. “Event-Related Potentials in Patients with Adult 
Attention-Deficit/Hyperactivity Disorder versus Schizophrenia.” Psychiatry 
Research 189 (2):288–91. https://doi.org/10.1016/j.psychres.2011.03.005. 

Johnstone, Stuart J., Robert J. Barry, and Adam R. Clarke. 2013. “Ten Years on: A 
Follow-up Review of ERP Research in Attention-Deficit/Hyperactivity 
Disorder.” Clinical Neurophysiology: Official Journal of the International 
Federation of Clinical Neurophysiology 124 (4):644–57. 
https://doi.org/10.1016/j.clinph.2012.09.006. 

Karch, Susanne, Julia Madeleine Voelker, Tobias Thalmeier, Matthias Ertl, Gregor 
Leicht, Oliver Pogarell, and Christoph Mulert. 2014. “Deficits during Voluntary 
Selection in Adult Patients with ADHD: New Insights from Single-Trial 
Coupling of Simultaneous EEG/fMRI.” Frontiers in Psychiatry 5. 
https://doi.org/10.3389/fpsyt.2014.00041. 

Kessler, Ronald C., Lenard Adler, Russell Barkley, Joseph Biederman, C. Keith 
Conners, Olga Demler, Stephen V. Faraone, et al. 2006. “The Prevalence and 
Correlates of Adult ADHD in the United States: Results from the National 
Comorbidity Survey Replication.” The American Journal of Psychiatry 163 
(4):716–23. https://doi.org/10.1176/ajp.2006.163.4.716. 

Köchel, Angelika, Verena Leutgeb, and Anne Schienle. 2012. “Affective Inhibitory 
Control in Adults with Attention Deficit Hyperactivity Disorder: Abnormalities in 
Electrocortical Late Positivity.” Neuroscience Letters 530 (1):47–52. 
https://doi.org/10.1016/j.neulet.2012.09.053. 

Konrad, Kerstin, and Simon B. Eickhoff. 2010. “Is the ADHD Brain Wired Differently? 
A Review on Structural and Functional Connectivity in Attention Deficit 
Hyperactivity Disorder.” Human Brain Mapping 31 (6):904–16. 
https://doi.org/10.1002/hbm.21058. 

Kooij JJS, and Francken MH. 2010. “Diagnostic Interview for ADHD (DIVA) in 
Adults.” 2010. 
http://www.divacenter.eu/Content/VertalingPDFs/DIVA_2_ROMANA_FORM1.
pdf. 

Leroy, Axelle, Carlos Cevallos, Ana-Maria Cebolla, Stéphanie Caharel, Bernard Dan, 
and Guy Cheron. 2017. “Short-Term EEG Dynamics and Neural Generators 
Evoked by Navigational Images.” PloS One 12 (6):e0178817. 
https://doi.org/10.1371/journal.pone.0178817. 

Li, Shuyu, Shaoyi Wang, Xinwei Li, Qiongling Li, and Xiaobo Li. 2015. “Abnormal 
Surface Morphology of the Central Sulcus in Children with Attention-
Deficit/Hyperactivity Disorder.” Frontiers in Neuroanatomy 9:114. 
https://doi.org/10.3389/fnana.2015.00114. 

Liston, Conor, Matthew Malter Cohen, Theresa Teslovich, Daniel Levenson, and B. J. 
Casey. 2011. “Atypical Prefrontal Connectivity in Attention-Deficit/Hyperactivity 
Disorder: Pathway to Disease or Pathological End Point?” Biological 
Psychiatry 69 (12):1168–77. https://doi.org/10.1016/j.biopsych.2011.03.022. 

Loo, Sandra K., Agatha Lenartowicz, and Scott Makeig. 2015. “Research Review: 
Use of EEG Biomarkers in Child Psychiatry Research - Current State and 
Future Directions.” Journal of Child Psychology and Psychiatry, and Allied 
Disciplines, June. https://doi.org/10.1111/jcpp.12435. 



  

29 
 

Loo, Sandra K., and Scott Makeig. 2012. “Clinical Utility of EEG in Attention-
Deficit/Hyperactivity Disorder: A Research Update.” Neurotherapeutics: The 
Journal of the American Society for Experimental NeuroTherapeutics 9 
(3):569–87. https://doi.org/10.1007/s13311-012-0131-z. 

Lugo, Zulay R., Lucia R. Quitadamo, Luigi Bianchi, Fréderic Pellas, Sandra Veser, 
Damien Lesenfants, Ruben G. L. Real, et al. 2016. “Cognitive Processing in 
Non-Communicative Patients: What Can Event-Related Potentials Tell Us?” 
Frontiers in Human Neuroscience 10:569. 
https://doi.org/10.3389/fnhum.2016.00569. 

Makeig, S., M. Westerfield, T. P. Jung, S. Enghoff, J. Townsend, E. Courchesne, and 
T. J. Sejnowski. 2002. “Dynamic Brain Sources of Visual Evoked Responses.” 
Science (New York, N.Y.) 295 (5555):690–94. 
https://doi.org/10.1126/science.1066168. 

Makris, Nikos, Stephen L. Buka, Joseph Biederman, George M. Papadimitriou, 
Steven M. Hodge, Eve M. Valera, Ariel B. Brown, et al. 2008. “Attention and 
Executive Systems Abnormalities in Adults with Childhood ADHD: A DT-MRI 
Study of Connections.” Cerebral Cortex (New York, N.Y.: 1991) 18 (5):1210–
20. https://doi.org/10.1093/cercor/bhm156. 

Markovska-Simoska, Silvana, and Nada Pop-Jordanova. 2011. “Quantitative EEG 
Characteristics of Attention Deficit Hyperactivity Disorder in Adults.” 
Macedonian Journal of Medical Sciences 3 (4):368–377. 
https://doi.org/10.3889/MJMS.1857-5773.2010.0124. 

Martín-González, R., P. A. González-Pérez, M. Izquierdo-Hernández, S. Hernández-
Expósito, M. A. Alonso-Rodríguez, I. Quintero-Fuentes, and B. Rubio-Morell. 
2008. “[Neuropsychological assessment of memory in attention deficit 
hyperactivity disorder: the role of executive functions].” Revista De Neurologia 
47 (5):225–30. 

Marzinzik, Frank, Michael Wahl, Doris Krüger, Laura Gentschow, Michael Colla, and 
Fabian Klostermann. 2012. “Abnormal Distracter Processing in Adults with 
Attention-Deficit-Hyperactivity Disorder.” PloS One 7 (3):e33691. 
https://doi.org/10.1371/journal.pone.0033691. 

Mattfeld, Aaron T., Susan Whitfield-Gabrieli, Joseph Biederman, Thomas Spencer, 
Ariel Brown, Ronna Fried, and John D. E. Gabrieli. 2016. “Dissociation of 
Working Memory Impairments and Attention-Deficit/Hyperactivity Disorder in 
the Brain.” NeuroImage. Clinical 10:274–82. 
https://doi.org/10.1016/j.nicl.2015.12.003. 

McPherson, David L., and Mimi T. Salamat. 2004. “Interactions among Variables in 
the P300 Response to a Continuous Performance Task in Normal and ADHD 
Adults.” Journal of the American Academy of Audiology 15 (10):666–77. 

Meier, Nadja M., Walter Perrig, and Thomas Koenig. 2012. “Neurophysiological 
Correlates of Delinquent Behaviour in Adult Subjects with ADHD.” 
International Journal of Psychophysiology: Official Journal of the International 
Organization of Psychophysiology 84 (1):1–16. 
https://doi.org/10.1016/j.ijpsycho.2011.12.011. 

Miller, Meghan, Jennifer Ho, and Stephen P. Hinshaw. 2012. “Executive Functions in 
Girls with ADHD Followed Prospectively into Young Adulthood.” 
Neuropsychology 26 (3):278–87. https://doi.org/10.1037/a0027792. 

Missonnier, P., R. Hasler, N. Perroud, F. R. Herrmann, P. Millet, J. Richiardi, A. 
Malafosse, P. Giannakopoulos, and P. Baud. 2013. “EEG Anomalies in Adult 



  

30 
 

ADHD Subjects Performing a Working Memory Task.” Neuroscience 241 
(June):135–46. https://doi.org/10.1016/j.neuroscience.2013.03.011. 

Mormann, Florian, Juergen Fell, Nikolai Axmacher, Bernd Weber, Klaus Lehnertz, 
Christian E. Elger, and Guillén Fernández. 2005. “Phase/Amplitude Reset and 
Theta-Gamma Interaction in the Human Medial Temporal Lobe during a 
Continuous Word Recognition Memory Task.” Hippocampus 15 (7):890–900. 
https://doi.org/10.1002/hipo.20117. 

Nigg, Joel T., and B. J. Casey. 2005. “An Integrative Theory of Attention-Deficit/ 
Hyperactivity Disorder Based on the Cognitive and Affective Neurosciences.” 
Development and Psychopathology 17 (3):785–806. 
https://doi.org/10.1017/S0954579405050376. 

Nigg, Joel T., Gillian Stavro, Mark Ettenhofer, David Z. Hambrick, Torri Miller, and 
John M. Henderson. 2005. “Executive Functions and ADHD in Adults: 
Evidence for Selective Effects on ADHD Symptom Domains.” Journal of 
Abnormal Psychology 114 (4):706–17. https://doi.org/10.1037/0021-
843X.114.3.706. 

Olbrich, Sebastian, Rik van Dinteren, and Martijn Arns. 2015. “Personalized 
Medicine: Review and Perspectives of Promising Baseline EEG Biomarkers in 
Major Depressive Disorder and Attention Deficit Hyperactivity Disorder.” 
Neuropsychobiology 72 (3–4):229–40. https://doi.org/10.1159/000437435. 

Palmero-Soler, Ernesto, Kevin Dolan, Volker Hadamschek, and Peter A. Tass. 2007. 
“swLORETA: A Novel Approach to Robust Source Localization and 
Synchronization Tomography.” Physics in Medicine and Biology 52 (7):1783–
1800. https://doi.org/10.1088/0031-9155/52/7/002. 

Prox, Vanessa, Detlef E. Dietrich, Yuanyuan Zhang, Hinderk M. Emrich, and Martin 
D. Ohlmeier. 2007. “Attentional Processing in Adults with ADHD as Reflected 
by Event-Related Potentials.” Neuroscience Letters 419 (3):236–41. 
https://doi.org/10.1016/j.neulet.2007.04.011. 

Raz, Sivan, Orrie Dan, and Leehu Zysberg. 2014. “Neural Correlates of Emotional 
Intelligence in a Visual Emotional Oddball Task: An ERP Study.” Brain and 
Cognition 91 (November):79–86. https://doi.org/10.1016/j.bandc.2014.09.003. 

Rodriguez-Jiménez, R., A. Cubillo, M. A. Jiménez-Arriero, G. Ponce, M. Aragüés-
Figuero, and T. Palomo. 2006. “[Executive dysfunctions in adults with attention 
deficit hyperactivity disorder].” Revista De Neurologia 43 (11):678–84. 

Rooij, Daan van, Catharina A. Hartman, Maarten Mennes, Jaap Oosterlaan, Barbara 
Franke, Nanda Rommelse, Dirk Heslenfeld, Stephen V. Faraone, Jan K. 
Buitelaar, and Pieter J. Hoekstra. 2015. “Altered Neural Connectivity during 
Response Inhibition in Adolescents with Attention-Deficit/Hyperactivity 
Disorder and Their Unaffected Siblings.” NeuroImage. Clinical 7:325–35. 
https://doi.org/10.1016/j.nicl.2015.01.004. 

Rooij, Daan van, Pieter J. Hoekstra, Maarten Mennes, Daniel von Rhein, Andrieke J. 
A. M. Thissen, Dirk Heslenfeld, Marcel P. Zwiers, et al. 2015. “Distinguishing 
Adolescents With ADHD From Their Unaffected Siblings and Healthy 
Comparison Subjects by Neural Activation Patterns During Response 
Inhibition.” The American Journal of Psychiatry 172 (7):674–83. 
https://doi.org/10.1176/appi.ajp.2014.13121635. 

Rösler, Michael, Miguel Casas, Eric Konofal, and Jan Buitelaar. 2010. “Attention 
Deficit Hyperactivity Disorder in Adults.” The World Journal of Biological 
Psychiatry: The Official Journal of the World Federation of Societies of 



  

31 
 

Biological Psychiatry 11 (5):684–98. 
https://doi.org/10.3109/15622975.2010.483249. 

Roth, Robert M., and Andrew J. Saykin. 2004. “Executive Dysfunction in Attention-
Deficit/Hyperactivity Disorder: Cognitive and Neuroimaging Findings.” The 
Psychiatric Clinics of North America 27 (1):83–96, ix. 
https://doi.org/10.1016/S0193-953X(03)00112-6. 

Rousselet, Guillaume A., Jesse S. Husk, Patrick J. Bennett, and Allison B. Sekuler. 
2007. “Single-Trial EEG Dynamics of Object and Face Visual Processing.” 
NeuroImage 36 (3):843–62. https://doi.org/10.1016/j.neuroimage.2007.02.052. 

Sawaki, Risa, and Jun’ichi Katayama. 2006. “Severity of AD/HD Symptoms and 
Efficiency of Attentional Resource Allocation.” Neuroscience Letters 407 
(1):86–90. https://doi.org/10.1016/j.neulet.2006.08.006. 

Schmahmann, J. D., J. Doyon, D. McDonald, C. Holmes, K. Lavoie, A. S. Hurwitz, N. 
Kabani, A. Toga, A. Evans, and M. Petrides. 1999. “Three-Dimensional MRI 
Atlas of the Human Cerebellum in Proportional Stereotaxic Space.” 
NeuroImage 10 (3 Pt 1):233–60. https://doi.org/10.1006/nimg.1999.0459. 

Seidman, Larry J. 2006. “Neuropsychological Functioning in People with ADHD 
across the Lifespan.” Clinical Psychology Review 26 (4):466–85. 
https://doi.org/10.1016/j.cpr.2006.01.004. 

Shahaf, G., A. Reches, N. Pinchuk, T. Fisher, G. Ben Bashat, A. Kanter, I. Tauber, et 
al. 2012. “Introducing a Novel Approach of Network Oriented Analysis of 
ERPs, Demonstrated on Adult Attention Deficit Hyperactivity Disorder.” Clinical 
Neurophysiology: Official Journal of the International Federation of Clinical 
Neurophysiology 123 (8):1568–80. 
https://doi.org/10.1016/j.clinph.2011.12.010. 

Sheehan, D. V., Y. Lecrubier, K. H. Sheehan, P. Amorim, J. Janavs, E. Weiller, T. 
Hergueta, R. Baker, and G. C. Dunbar. 1998. “The Mini-International 
Neuropsychiatric Interview (M.I.N.I.): The Development and Validation of a 
Structured Diagnostic Psychiatric Interview for DSM-IV and ICD-10.” The 
Journal of Clinical Psychiatry 59 Suppl 20:22-33;quiz 34-57. 

Sibley, Margaret H., James M. Swanson, L. Eugene Arnold, Lily T. Hechtman, 
Elizabeth B. Owens, Annamarie Stehli, Howard Abikoff, et al. 2016. “Defining 
ADHD Symptom Persistence in Adulthood: Optimizing Sensitivity and 
Specificity.” Journal of Child Psychology and Psychiatry, and Allied 
Disciplines, September. https://doi.org/10.1111/jcpp.12620. 

Sidlauskaite, Justina, Karen Caeyenberghs, Edmund Sonuga-Barke, Herbert 
Roeyers, and Jan R. Wiersema. 2015. “Whole-Brain Structural Topology in 
Adult Attention-Deficit/Hyperactivity Disorder: Preserved Global - Disturbed 
Local Network Organization.” NeuroImage. Clinical 9:506–12. 
https://doi.org/10.1016/j.nicl.2015.10.001. 

Simon, Viktória, Pál Czobor, Sára Bálint, Agnes Mészáros, and István Bitter. 2009. 
“Prevalence and Correlates of Adult Attention-Deficit Hyperactivity Disorder: 
Meta-Analysis.” The British Journal of Psychiatry: The Journal of Mental 
Science 194 (3):204–11. https://doi.org/10.1192/bjp.bp.107.048827. 

Sole Puig, Maria, Josep Marco Pallarés, Laura Perez Zapata, Laura Puigcerver, 
Josep Cañete, and Hans Supèr. 2016. “Attentional Selection Accompanied by 
Eye Vergence as Revealed by Event-Related Brain Potentials.” PloS One 11 
(12):e0167646. https://doi.org/10.1371/journal.pone.0167646. 

Solé Puig, Maria, Laura Pérez Zapata, Laura Puigcerver, Neus Esperalba Iglesias, 
Carmen Sanchez Garcia, August Romeo, Josep Cañete Crespillo, and Hans 



  

32 
 

Supèr. 2015. “Attention-Related Eye Vergence Measured in Children with 
Attention Deficit Hyperactivity Disorder.” PloS One 10 (12):e0145281. 
https://doi.org/10.1371/journal.pone.0145281. 

Sun, Li, Qingjiu Cao, Xiangyu Long, Manqiu Sui, Xiaohua Cao, Chaozhe Zhu, Xinian 
Zuo, et al. 2012. “Abnormal Functional Connectivity between the Anterior 
Cingulate and the Default Mode Network in Drug-Naïve Boys with Attention 
Deficit Hyperactivity Disorder.” Psychiatry Research 201 (2):120–27. 
https://doi.org/10.1016/j.pscychresns.2011.07.001. 

Vaidya, Chandan J., and Melanie Stollstorff. 2008. “Cognitive Neuroscience of 
Attention Deficit Hyperactivity Disorder: Current Status and Working 
Hypotheses.” Developmental Disabilities Research Reviews 14 (4):261–67. 
https://doi.org/10.1002/ddrr.40. 

Vidal, Manuel, Michel-Ange Amorim, Joseph McIntyre, and Alain Berthoz. 2006. “The 
Perception of Visually Presented Yaw and Pitch Turns: Assessing the 
Contribution of Motion, Static, and Cognitive Cues.” Perception & 
Psychophysics 68 (8):1338–50. 

Walter, Elizabeth, and Paul Dassonville. 2008. “Visuospatial Contextual Processing 
In The Parietal Cortex: An Fmri Investigation Of The Induced Roelofs Effect.” 
NeuroImage 42 (4):1686–97. 
https://doi.org/10.1016/j.neuroimage.2008.06.016. 

Wender, E. H. 1995. “Attention-Deficit Hyperactivity Disorders in Adolescence.” 
Journal of Developmental and Behavioral Pediatrics: JDBP 16 (3):192–95. 

Wiersema, Roeljan, Jaap van der Meere, Inge Antrop, and Herbert Roeyers. 2006. 
“State Regulation in Adult ADHD: An Event-Related Potential Study.” Journal 
of Clinical and Experimental Neuropsychology 28 (7):1113–26. 
https://doi.org/10.1080/13803390500212896. 

Willcutt, Erik G., Alysa E. Doyle, Joel T. Nigg, Stephen V. Faraone, and Bruce F. 
Pennington. 2005. “Validity of the Executive Function Theory of Attention-
Deficit/Hyperactivity Disorder: A Meta-Analytic Review.” Biological Psychiatry 
57 (11):1336–46. https://doi.org/10.1016/j.biopsych.2005.02.006. 

 
 
 

Figure 1 

Overview of the three different stimulation paradigms and experimental settings. 

Paradigm 1: passive directional task; checkerboard images (A) were compared to 

3D-tunnel (B) (four directions randomly presented, (Left, Right, Up, Down)) 

intermixed with uniform gray images. Each visual item was presented for 500 ms. 96 

and 192 presentations were used for the checkerboard and the 3D-tunnel, 

respectively. Paradigm 2: Oddball directional task; the same sequence of four 

directions randomly 3D-tunnel was presented but the subject was asked to press a 
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button each time the end of the tunnel was oriented upwards (Condition Deviant). 

The subject is equipped with an EEG-cap and looks straight-ahead through a form 

fitting facemask connected through a cylindrical tunnel to laptop screen centred on 

the line of gaze at a distance of 30 cm from the eyes.  

Figure 2 

Superimposition of the event-related potentials (grand average, n = 14 ADHD and 

n = 14 CTRL) evoked by the checkerboard (A) and the 3D-tunnel (B) presentation in 

ADHD group (red traces) and CTRL (blue traces) recorded at the POz electrode. The 

grey vertical bar to presentation 3D tunnel (B) represents the statistical significance 

of P350 components difference between the two groups (p < 0.05, permutation test).  

Event-related spectral perturbation (ERSP) evoked by checkerboard (left side) (C-

E) or 3D-tunnel stimulation (right side) (F-H) (grand average, n = 14 ADHD and n = 

14 CTRL) recorded at the POz electrode. The third columns (E, H) represent the 

statistical significance (permutation with Holms, p < 0.05).  

The topography at right represents the statistical map (permutation with Holms test 

p < 0.05) between the two groups at 3D-tunnel stimulation. 

Figure 3 

swLORETA sources obtained for P100 (3D-virtual tunnel), N140, P220 and P350 

event-related potentials (ERP) components (A,B). Nonparametric statistical maps 

calculated on all subjects for the 3D-virtual tunnel stimulation in relation to P100, 

N140, P220 and P350 for the CRTL group compared to the ADHD (C) and for ADHD 

group compared to the CTRL group (D). The white arrows point to the significant and 

respective ERP generators corresponding to Brodmann areas (BA) and specific 
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regions of the cerebellum named in accordance to the Atlas of Human Cerebellum of 

(Schmahmann et al., 1999)(see details in the main text). 

Figure 4 

Superimposition of the event-related potentials (grand average, n = 14 ADHD and 

n = 14 CTRL) evoked by the 3D-tunnel presentation according to directions; Up (A), 

Down (B), Left (C), Right (D) in ADHD group (red traces)  and CTRL (blue traces) 

recorded at the POz electrode. The grey vertical bars represent the statistical 

significance of N140 components (A-D) and P350 components (B) difference 

between the two groups (p < 0.05, permutation test). The horizontal blue lines 

indicate the duration of P100 in the CTRL group.  

swLORETA sources, nonparametric statistical maps calculated on all subjects for 

the 3D Tunnel stimulation in relation to P100 component (E) and to N140 component 

(F) in frequent condition for the CTRL group and ADHD group. 

Figure 5 

Effects of deviant condition (Up direction) in the 3D-tunnel presentation (grand 

average, n = 14 subjects). A-C: Event-related spectral perturbation in POz electrode 

(top line) evoked by the Up direction between CTRL group (A) and ADHD group (B) 

showing a significant (permutation with Holms test p < 0.05) theta and alpha ERS 

(C). D-F: Topography of the alpha (D) theta oscillation (E) and delta oscillation (F) 

during the deviant condition. The third column represents the statistical map 

(permutation with Holms test p < 0.05).  

Figure 6 

Effects of frequent condition (Down, Left, Right directions) in the 3D-tunnel 

presentation (grand average, n = 14 subjects). A-C: Event-related spectral 
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perturbation in POz electrode (top line) evoked by the Down, Left, Right directions 

between CTRL group (A) and ADHD group (B) showing a significant (permutation 

with Holms test P < 0.05) theta ERS (C). D-E: Topography of theta oscillation (D) and 

delta oscillation (E) during the frequent condition. The third column represents the 

statistical map (permutation with Holms test p < 0.05).  
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Highlights  

 In a new oddball paradigm using navigational images P100 duration was reduced and N140 

amplitude increased in ADHD  

 Alteration of the event-related potentials generators of the earlier visual processing in ADHD 

 The left BA2, BA31 and BA40 contributed more to the P100 generators in control than in 

ADHD  

 The left BA10 contributed more to the P100 and the BA30 contributed more to the N140 in 

ADHD.  

 Weaker anticipative ERS in alpha and beta frequency bands in ADHD 

 


