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Absent-mindedness and injury of the ascending
reticular activating system in a patient with
mild traumatic brain injury
A case report
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Abstract
Rationale: No study on the association of absent-mindedness and injury of the ascending reticular activating system (ARAS) has
been reported. We report on a patient who showed absent-mindedness and injury of the ARAS following mild traumatic brain injury.

Patient concerns: The patient complained of absent-mindedness since the head trauma, which was mainly observed while
dining for several (5–10) minutes approximately 3 to 4 times a day: according to the patient’s family, he usually stopped eating while
holding the spoon in the air for approximately 5∼10 minutes.

Diagnoses: A 19-year-old man suffered from head trauma resulting from being hit on his head by a falling glass from a large
window (1.5 � 2m, approximately 100kg) at a cafe.

Interventions:His absent-mindedness showed slow improvement with the passage of time and had almost disappeared at seven
months after onset.

Outcomes: The lower portion of both lower dorsal ARAS and the upper portion of the left lower ventral ARAS of the patient were
thinner, and partial tearing was observed in the right lower ventral ARAS. Decreased neural connectivity of the intralaminar thalamic
nucleus to the prefrontal cortex, basal forebrain, parietal cortex, and occipital cortex was detected in both hemispheres.

Lessons: Injury of the ARAS and injury of the cerebral cortex was demonstrated in a patient with absent-mindedness following mild
traumatic brain injury. The absent-mindedness in this patient might be related to the injury of the ARAS.

Abbreviations: ARAS = ascending reticular activating system, DTT = diffusion tensor tractography, ROI = regions of interest.
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1. Introduction

Absent-mindedness, characterized by lapses of conscious aware-
ness, could impair goal-directed behavior and could be a serious
consequence of trauma such as a traffic accident.[1,2] Elucidation
of the pathogenetic mechanism of absent-mindedness would be
clinically important in development of a guide for management of
absent-mindedness. The pathogenetic mechanism of absent-
mindedness has not been elucidated, however absent-mindedness
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following brain injury has been regarded as an attentional
problem.[2–4] Therefore, relation of the brain areas relevant to
attention including the prefrontal cortex, anterior cingulate
cortex, and fronto-parietal cortex with absent-mindedness has
been suggested.[2–4] However, no study on the association of
absent-mindedness and injury of the ascending reticular activat-
ing system (ARAS) has been reported so far.
In the current study, we report on a patient who developed

absent-mindedness, and injury of the ARAS following mild
traumatic brain injury.

2. Case report

A 19-year-old man patient, who had no history of a neurological
or psychiatric disorder, suffered from head trauma resulting from
being hit on his head by a falling glass from a large window (1.5�
2m, approximately 100kg) at a cafe, however, the glass was not
broken. He experienced post-traumatic amnesia for approxi-
mately 3min without loss of consciousness. The patient’s
Glasgow Coma Scale score was 15. No specific lesion was
observed on the conventional brain MRI performed at 2 months
after onset. The patient complained of absent-mindedness since
the head trauma, which was mainly observed while dining for
several (5–10) minutes approximately 3 to 4 times a day himself:
according to the patient’s family, he usually stopped eating while
holding the spoon in the air for approximately 5 to 10minutes.
Sometimes, he could stop his absent-minded symptom with other
people’s order when it extended too much over 10 to 15minutes.

mailto:raphael0905@hanmail.net
http://creativecommons.org/licenses/by-nc-nd/4.0
http://creativecommons.org/licenses/by-nc-nd/4.0
http://dx.doi.org/10.1097/MD.0000000000009289


2

Jang and Seo Medicine (2017) 96:51 Medicine
Although he was an extrovertive and active person before the
head trauma without attention problem, he changed as an
introvertive person. In addition, he also suffered from dizziness,
insomnia, and demotivation. However, he did not show excessive
daytime-sleepness, depression, or seizure-like symptoms. Meth-
ylphenidate was prescribed since 3 months after onset. His
absent-mindedness showed slow improvement with the passage
of time and had almost disappeared at seven months after onset.
The patient provided an informed consent, and the study
protocol was approved by our institutional review board.
Diffusion tensor imaging data were acquired at 2 months after

onset of head trauma using a 1.5T Philips Gyroscan Intera (Philips,
LtdBest,TheNetherlands)with32noncollineardiffusionsensitizing
gradients by single-shot echo-planar imaging. Imaging parameters
were as follows: acquisition matrix=96�96; reconstructed to
Figure 1. (A) Brain MR images taken at 2 months after onset show no abnormal lesi
portion of both lowerdorsal ascending reticular activating systems (ARAS) and the upp
normal control subject (20-year old male), and partial tearing is observed in the righ
nucleus to the prefrontal cortex, basal forebrain, parietal cortex, and occipital corte
thalamic nucleus. (C) BrainSPECT (Single Photon EmissionComputedTomography;
brain stem and both fronto-parieto-temporal lobes. ARAS=ascending reticular act
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matrix=192�192; field of view=240�240mm ; TR=10,398
ms; TE=72ms; parallel imaging reduction factor (SENSE factor)=
2; EPI factor=59; b=1000s/mm2; slice gap=0mm and a slice
thickness=2.5mm. The Oxford Centre for Functional Magnetic
Resonance Imaging of the Brain (FMRIB) Software Library was
used for analysis of diffusion tensor imaging data. A probabilistic
tractography method based on a multifiber model, and FMRIB
Diffusion Software with routines option (0.5mm step lengths, 5000
streamline samples, curvature thresholds=0.2) were used for fiber
tracking.[5] We evaluated 3 portions of the ARAS: the lower dorsal
ARAS, the lower ventral ARAS, and the upper ARAS. Three
portions of the ARAS were reconstructed by selection of fibers
passing through regions of interest (ROIs) as follows[6–8]: the dorsal
lowerARAS (seedROI: the pontine reticular formation, target ROI:
the thalamic intralaminar nucleus),[6] the ventral lower ARAS (seed
on. (B) Results of diffusion tensor tractography at 2 months after onset. The lower
er portion of the left lower ventral ARASof the patient are thinner comparedwith a
t lower ventral ARAS. Decreased neural connectivity of the thalamic intralaminar
x was deyected in both hemispheres. RF: reticular formation, ILN: intralaminar
Tc-99mECD) at 3months after onset showsmild reduction of tracer uptake in the
ivating systems, RF= reticular formation, ILN= intralaminar thalamic nucleus.
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ROI: the hypothalamus, target ROI: the pontine reticular forma-
tion),[8] and the upperARAS (the neural connectivity of the thalamic
intralaminar nucleus (seed ROI) to the cerebral cortex was
analyzed).[7]

The lower portion of both lower dorsal ARAS and the upper
portion of the left lower ventral ARAS of the patient were thinner
compared with a normal subject, and partial tearing was
observed in the right lower ventral ARAS. Decreased neural
connectivity from the intralaminar thalamic nucleus to the
prefrontal cortex, basal forebrain, parietal cortex, and occipital
cortex was detected in both hemispheres. Brain SPECT (Tc-99m
ECD), which performed at 3 months after onset, showed a mild
reduction of tracer uptake in the brain stem and both fronto-
parieto-temporal lobes (Fig. 1).

3. Discussion

In this study, using diffusion tensor tractography, 3 portions of
the ARAS were evaluated in a patient with absent-mindedness
following mild traumatic brain injury. According to our findings,
injuries were observed in all 3 portions of the ARAS: thinning of
both the lower dorsal and the left lower ventral ARAS, tearing of
the right lower ventral ARAS, decreased neural connectivity to
the basal forebrain, prefrontal cortex, and parietal lobe, which
are important areas of the brain for consciousness.[9–11] The
findings of the ARAS appear to be compatible with the findings of
brain SPECT showing reduction of tracer uptake in the brain
stem and both fronto-parieto-temporal lobes. Our results suggest
that the injury of the ARAS might be a pathogenetic mechanism
of absent-mindedness as well as injury of the cerebral cortex.
A few neuroimaging studies have been reported so far.[2,4] In

2006, using functional MRI, Weissman et al[2] reported that
attentional lapses begin with reduced prestimulus activity in the
anterior cingulate and right prefrontal regions involved in
controlling attention and less efficient stimulus processing during
attentional lapses was associated with increased activity in
widespread regions of the frontal and parietal cortex. They also
found that the mechanism for recovery from attentional lapses
was related to increased stimulus-evoked activity in the right
inferior frontal gyrus and the right temporal-parietal junction.[2]

Chee et al reported that sleep deprivation-related lapses differ
from lapses of equivalent duration after a normal night’s sleep by
reduced ability of frontal and parietal control regions to raise
activation in response to lapses, dramatically reduced visual
sensory cortex activation, and reduced thalamic activation
during lapses that contrasted with elevated thalamic activation
during nonlapse periods, using functional MRI.[4] Therefore, to
the best of our knowledge, this is the first study to demonstrate
injury of the ARAS in a patient with absent-mindedness following
3

brain injury. However, several limitations of this study should be
considered. First, the diffusion tensor tractography (DTT)
technique is operator-dependent. Second, DTT may underesti-
mate the fiber tracts due to crossing in regions of fiber
complexity.[12–14] Third, We did not performed electroencepha-
lography to rule out the partial seizure and DTT for the other
nerual tracts which are related with attention and prefrontal
function.
In conclusion, injury of the ARAS and injury of the cerebral

cortex was demonstrated in a patient with absent-mindedness
following mild traumatic brain injury. The absent-mindedness in
this patient might be related to the injury of the ARAS. Further
studies on this topic should be encouraged.
References

[1] Cheyne JA, Carriere JS, Smilek D. Absent-mindedness: lapses of
conscious awareness and everyday cognitive failures. Conscious Cogn
2006;15:578–92.

[2] Weissman DH, Roberts KC, Visscher KM, et al. The neural bases of
momentary lapses in attention. Nat Neurosci 2006;9:971–8.

[3] Manly T, Robertson IH, Galloway M, et al. The absent mind: further
investigations of sustained attention to response. Neuropsychologia
1999;37:661–70.

[4] Chee MW, Tan JC, Zheng H, et al. Lapsing during sleep deprivation is
associated with distributed changes in brain activation. J Neurosci
2008;28:5519–28.

[5] Smith SM, Jenkinson M, Woolrich MW, et al. Advances in functional
and structural MR image analysis and implementation as FSL.
Neuroimage 2004;23(suppl 1):S208–219.

[6] Yeo SS, Chang PH, Jang SH. The ascending reticular activating system
from pontine reticular formation to the thalamus in the human brain.
Front Hum Neurosci 2013;7:416.

[7] Jang SH, Lim HW, Yeo SS. The neural connectivity of the intralaminar
thalamic nuclei in the human brain: a diffusion tensor tractography
study. Neurosci Lett 2014;579:140–4.

[8] Jang SH, Kwon HG. The ascending reticular activating system from
pontine reticular formation to the hypothalamus in the human brain: a
diffusion tensor imaging study. Neurosci Lett 2015;590:58–61.

[9] Laureys S, Faymonville ME, Luxen A, et al. Restoration of thalamo-
cortical connectivity after recovery from persistent vegetative state.
Lancet 2000;355:1790–1.

[10] Fernandez-Espejo D, Bekinschtein T, Monti MM, et al. Diffusion
weighted imaging distinguishes the vegetative state from the minimally
conscious state. Neuroimage 2011;54:103–12.

[11] Jang SH, Lee HD. Ascending reticular activating system recovery in a
patient with brain injury. Neurology 2015;84:1997–9.

[12] Lee SK, Kim DI, Kim J, et al. Diffusion-tensor MR imaging and fiber
tractography: a new method of describing aberrant fiber connections in
developmental CNS anomalies. Radiographics 2005;25:53–65. discus-
sion 66-58.

[13] Parker GJ, Alexander DC. Probabilistic anatomical connectivity derived
from the microscopic persistent angular structure of cerebral tissue.
Philos Trans R Soc Lond B Biol Sci 2005;360:893–902.

[14] Yamada K, Sakai K, Akazawa K, et al. MR tractography: a review of its
clinical applications. Magn Reson Med Sci 2009;8:165–74.

http://www.md-journal.com

	Absent-mindedness and injury of the ascending reticular activating system in a patient with mild traumatic brain injury
	Outline placeholder
	2 Case report
	3 Discussion

	References


