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It remains unknownwhywe generate spontaneous eyeblinks every
few seconds, more often than necessary for ocular lubrication.
Because eyeblinks tend to occur at implicit breakpoints while
viewing videos, we hypothesized that eyeblinks are actively in-
volved in the release of attention. We show that while viewing
videos, cortical activity momentarily decreases in the dorsal atten-
tion network after blink onset but increases in the default-mode
network implicated in internal processing. In contrast, physical
blackouts of the video do not elicit such reciprocal changes in brain
networks. The results suggest that eyeblinks are actively involved in
the process of attentional disengagement during a cognitive be-
havior by momentarily activating the default-mode network while
deactivating the dorsal attention network.

functional MRI | natural vision

We spontaneously generate an eyeblink every few seconds—
15–20 per minute, on average. These spontaneous eye-

blinks are believed to occur to lubricate the cornea, but the rate
is several times more than required for ocular lubrication (1, 2).
Therefore, it remains an open question why eyeblinks are gen-
erated so frequently at the cost of blocking visual input for a
period amounting to 10% of our waking hours (3).
Spontaneous eyeblinks tend to occur at breakpoints of atten-

tion, such as the end of a sentence while reading (4), a pause by the
speaker while listening to a speech (5), and implicit breakpoints
while viewing videos (3). That eyeblinks occur not only at explicit
but also at implicit breakpoints raises the possibility that sponta-
neous eyeblinks play an active role in the release of attention from
external stimuli while attentively engaging in a cognitive task.
Clinical neurological studies support this possibility. People who
had a dif!culty of voluntary eye movements often generate eye-
blinks to terminate the spasms of visual !xations (6–8).
Assuming the role of the eyeblink in disengaging attention, each

spontaneous eyeblink should be associated with inhibition of the
dorsal attentional network that mediates the allocation of atten-
tion (9), and with an activation of the default-mode network
(DMN), which is known to counteract the dorsal attention network
(10) and is implicated in introspection (11, 12). We hypothesized
that spontaneous eyeblinks control the disengagement of attention
by momentarily deactivating the dorsal attention network while
activating the DMN.
To test this hypothesis, we used fMRI to examine the cortical

activity of 10 healthy participants (mean age: 21.7 y) in relation to
the onset of each spontaneous eyeblink while the participants at-
tentively viewed video clips from ”Mr. Bean,” a British television
comedy. The story was chosen because our previous behavioral
study demonstrated that the timing of spontaneous eyeblinks was
synchronized across participants at the implicit breakpoints of the
same video (3).

Results
The participants spontaneously generated an average of 17.4
eyeblinks per minute (ranging from 3.1–51.0) while viewing the
videos. Event-related analyses revealed activation in the distributed

cortical regions, including the medial visual area, the anterior
cingulate cortex (ACC), the posterior cingulate cortex (PCC),
the angular gyrus (AG), and the insular/secondary somatosen-
sory (SII) cortex (Fig. 1A and Table S1). The activations in the
ACC, PCC, and AG generally overlapped with regions previously
implicated for the DMN (13). Event-related deactivation was
found in the frontal eye !elds (FEF) and the superior parietal lobe
(SPL), which are implicated in the dorsal attention network (Fig.
1B and Table S1).
To further examine whether blink-related activation involved

the DMN or resting state activation in this task, we examined the
brain regions that showed greater activation at rest than while
viewing the videos in the same participants. We found that the
ACC, the AG, and the insular/SII exhibited resting state acti-
vation (Fig. 1C), and most of these areas showed blink-related
activation (Fig. 1D and Table S2).
The time courses of the blood oxygen level-dependent (BOLD)

signal demonstrated reciprocal increases in theDMN (Fig. 2A–C)
and decreases in the dorsal attention network (Fig. 2D andE). The
increase of the BOLD signal in theDMN generally reached a peak
4–5 s after blink onset and returned to the baseline at 7–8 s (Fig.
2 A–C). The decrease in the dorsal attention network reached
a trough at 4–10 s and returned to the baseline at 15 s or later (Fig.
2 D and E). When the size of the peaks was measured for each
participant, the peak height of the increase in the dorsal attention
network generally correlated with the peak depth of the decrease
in the DMN (Fig. 2F). That is, the larger the activation in the
DMN, the larger the deactivation in the dorsal attention network.
These results clearly demonstrate a momentary competitive in-
teraction between the DMN and the dorsal attention network in
close relation to the timing of each spontaneous eyeblink.
It may be argued, however, that the transient activation in the

DMN was simply induced by a physical interruption of visual
input and had nothing to do with the eyeblinks per se. To test this
trivial possibility, we compared the cortical activations evoked by
a spontaneous eyeblink and those evoked by comparable physical
blackouts (165 ms in duration) (14) that were inserted in the same
video clips pseudorandomly with a mean interval of 6.4 s. The
DMN exhibited greater activation after an eyeblink than after
a blackout (Fig. 3A and Table S3), clearly showing that the
transient activation in the DMN was due to the eyeblink per se
and not to the physical interruption of the visual input. In con-
trast, activation in the medial visual area was consistently ob-
served for both eyeblinks and blackouts (Fig. 3B), suggesting that
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this activation was mainly caused by the change of luminance due
to the closure of the eyelids.
It may be worth noting that activations in the superior colliculus,

the middle temporal gyrus, the superior temporal sulcus, the
precentral gyrus, and the inferior frontal gyrus were suppressed
after an eyeblink compared with activations after a blackout (Fig.
3C and Table S3). We always notice blackouts, but the visual in-
terruption of spontaneous eyeblinks is seldom noticed. The sup-
pression of these cortical areas, constituting the so-to-speak
ventral attention network (9), makes us unaware of blackouts
caused by eyeblinks.

Discussion
This study reports momentary cortical activation in the DMNwith
reciprocal deactivation in the dorsal attention network in close
relation to the onset of spontaneous eyeblinks. The reciprocal
changes in the two networks have not been reported in previous
studies of the neural correlates of eyeblinks (15–20). We suggest
two critical differences that may explain the activation of theDMN
in response to each eyeblink in the present study. First, eyeblinks
were generated unconsciously in the present study, whereas eye-
blinks were generated intentionally in previous studies. Therefore,

activations in previous studies were predominantly observed in
regions that are related to intentional motor generation (15, 16,
18). However, these areas were not activated in the present study.
We infer that the DMNwould be activated by natural unconscious
blinks but not intentional eyeblinks. Second, the participants at-
tentively viewed videos in the present study, but participants in
previous studies viewed static crosses or simple visual stimuli, such
as a checkerboard pattern (17, 19, 20). The attentional level of the
participants should have been higher in the present study because
the videos contained rich visual and social information that
changed dynamically over time and left room for attentional dis-
engagement. In contrast, the level of attention in previous studies
would have been low and left little room for attentional disen-
gagement or additional activation of the DMN.
Previous fMRI studies on event segmentation, which is the

cognitive operation of constructing temporal boundaries between
epochs in an ongoing narrative (see ref. 21 for review), have ob-
served responses in the ventral and/or dorsal attention networks
(22, 23). This observation raises the concern of why eyeblinks,
which are associated with “implicit breakpoints” (3), do not acti-
vate these attention networks because the notions of implicit
breakpoints and event segmentation appear similar in concept.
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Fig. 1. Blink-related cortical activation and deactivation. (A and B) Areas with signi"cant blink-related activation (A) and deactivation (B). (C) Distribution of
the resting state network that exhibited signi"cantly greater activation during the rest blocks relative to the movie blocks. (D) Areas of blink-related acti-
vation masked by resting state activation (P < 0.05, uncorrected). Note that the blink-related activation in the AG, ACC, and SII/Insular cortex survived, but the
activation in the cuneus disappeared. The threshold of signi"cance was set to P < 0.005 (voxel level, uncorrected), and the extent of the cluster size (k) was >
10. Numbers in the color bars show t statistics. Similar areas showed signi"cant blink-related activation and deactivation with a more strict threshold (P <
0.001, uncorrected for voxel level, and P < 0.05, corrected for the cluster level), when we combined data from experiments 1 and 3 (20 participants in total;
Fig. S1).
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Event segmentation in the previous literature has been based on
“perceptually salient event boundaries,” which are de!ned by
participants by the pushing of a button (22). However, the MRI
signals in the present study were aligned to the onset of each
spontaneous eyeblink that went unnoticed by the participants.
Eyeblinks occurred synchronously across participants at a moment
when the salient events were most unlikely to occur, such as the
disappearance of the main character (3). Therefore, we infer that
the timings for event segmentation differed from the implicit
breakpoints that are represented by spontaneous eyeblinks.
Posner et al. (24) proposed that the control of attention involves

several distinct operations: attentional disengagement, shift, and
allocation. Many previous studies have demonstrated that activa-
tion in the dorsal visual attention network serves the shift and al-
location of endogenous visual attention (9). In contrast, the neural
mechanism underlying the disengagement of visual attention has
not been elucidated. Our results suggest that not only the in-
hibition of the dorsal attention network but also the momentary
activation of the DMN serves the process of disengagement, and
that this process is triggered by spontaneous eyeblinks.
It is generally believed that activity in the DMN is suppressed

while attending to the external world (13). Accordingly, activation
of the DMN during any cognitive task has been associated with
degradation in task performance (25). However, given its key role
in the disengagement of attention, repeated momentary activa-

tions in the DMN might be an essential process for any cognitive
behavior. The causal relationship between spontaneous eyeblinks,
momentary activations in the DMN, deactivation in the dorsal
attention network, disengagement of attention, and performance
in cognitive tasks merits further investigation.

Methods
Participants. Twentyhealthyparticipants (15male,5 female,agerange20–24y)
took part in the study. All had normal or corrected-to-normal vision with no
history of neurological disorders. Ten participants took part in experiment 1,
the other 10 participated in experiment 3, and all 20 participated in experi-
ment 2. Four other participants took part in the study but were excluded from
further analysis because of one of the following reasons: (i) the rate of eye-
blinks was too high (more than 60 per min) in two potential participants, (ii)
one fell asleep during experiment 1, and (iii) one blinked in response to every
blackout in experiment 3. The study was approved by the review boards of
Osaka University and the National Institute of Information and Communica-
tions Technology, and all participants gave written informed consent
before participation.

Task. All videos used in this study were taken from the British television
comedy “The Best Bits” in “Rowan Atkinson in Mr. Bean 1” (26). To maintain
the level of attention, the participants were informed in advance that they
had to answer several questions regarding the content of the videos after
each experiment. The mean correct score to the questions was very high
(96%, ranging from 81% to 100%). In addition, the participants were
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Fig. 2. Time courses of blink-related activations and deactivations. (A–C) The mean time courses of activations (across 10 participants) at three peak voxels in
three typical areas in the DMN: the right AG [A; AG-R (50, !62, 44), the Montreal Neurological Institute (MNI)], the right PCC [B; PCC-R (8, !31, 30)], and the
ACC [C; (!4, 43, 5)]. Error bars show the SEM. (D and E) The mean time courses of deactivation at two peak voxels in the dorsal attention networks (DAN): the
right superior parietal lobule [D; SPL-R, (32, !44, 54)] and the right frontal eye "eld [E; FEF-R, (22, !9, 56)]. (F) The mean of the decrease in the DAN plotted
against the mean of the increase in the DMN for each participant (n = 10). The mean decrease was calculated from the two peak values in the right SPL and
FEF, and the mean increase was calculated from the three peak values in the right AG, PCC, and ACC.
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informed that their eye movements would be measured while watching
a video stimulus. They were not told that their blinking was being measured.

In experiment 1, one of four video clips was continuously presented to
each participant for 480 s during each run of scanning to examine blink-
related cortical activations and deactivations while viewing the videos. Each
participant was scanned four times with four different video clips.

In experiment 2, a block design was used to identify the brain regions
showing greater activation at rest (rest block) than while viewing videos
(movie block). During each movie block, participants viewed the video for 30
s. During each rest block, the participants were simply instructed to maintain
"xation on a cross for 30 s. Each session began with a rest block, and seven
movie blocks and seven rest blocks alternated thereafter (total 450 s). The
mean blink rate during the movie block (27.0 ± 7.1 per min, mean ± SEM) was

not signi"cantly different from the rest block (22.4 ± 5.9). Each participant
was scanned twice with two different video clips.

In experiment 3, videos with intermittent blank screens were continuously
presented for 480 s to compare blank-related responses with blink-related
responses. The visual stimuli were the same as those in experiment 1, except
that blank screens, each lasting for "ve frames (165 ms), were inserted in the
stimuli at pseudorandom intervals with a mean frequency of 9.4 per min. The
interval distribution was derived from data collected from a particular par-
ticipant in experiment 2. Each participant was scanned four times with four
different videos.

Data Acquisition. Stimulus presentation was controlled by using Presentation
software (Neurobehavioral Systems) on a Dell computer running Microsoft
Windows XP. Visual stimuli were projected onto a screen at the back of the
magnet’s bore that participants viewed through a mirror. The screen display
subtended "9.5° ! 7.1° of the visual angle. Structural images for each par-
ticipant were collected by using a T1-weighted 3D MP-RAGE sequence on
a Siemens 3-Tesla whole-body scanner [repetition time (TR) = 2 s, echo time
(TE) = 4.38 ms, !ip angle = 8°, "eld of view 256 mm, resolution 1 ! 1 ! 1
mm]. Functional images were collected by using a gradient echo, echo-pla-
nar sequence (TR = 1.5 s, TE = 30 ms, !ip angle = 70°, isotropic nominal
resolution: 3 mm, 25 adjacent contiguous slices with 0.5 mm gap, thickness
3.5 mm). The slice positions were located to cover the entire prefrontal and
parietal cortices. Each participant completed four runs in experiment 1 (346
scans per run; 13 before, 320 during, and 13 scans after the task period), two
runs in experiment 2 (300 scans per run), and four runs in experiment 3 (346
scans per run). The "rst 10 images of each run were discarded.

During scanning, pupil diameter and eyelid position were monitored
continuously by using an infrared video eye-monitoring system with a sam-
pling rate of 220 Hz (NAC Image Technology). Each eyeblink was initially
detected automatically according to criteria in the time course of pupil size
changes that were characterized by a combination of a rapid decrease of
pupil size followed by an increase within 500 ms. Each onset time was
subsequently con"rmed individually by the experimenter.

Data Analysis. We used SPM8 (Wellcome Trust Centre for Neuroimaging) for
data preprocessing [slice timing, realignment for head motion correction,
normalization to the standard brain template (Montréal Neurological In-
stitute template), and smoothing with an 8-mm full-width half-maximum
Gaussian "lter] and statistical analyses. The statistical signi"cance of brain
activation was evaluated based on voxelwise signal changes by using the
general linear model with the standard hemodynamic function of SPM and
random effects analysis. The threshold of signi"cance was set to P < 0.005
(voxel level, uncorrected) and the extent of cluster size (k) > 10 (27).

Next, we analyzed the blink-related temporal dynamics of the BOLD
signal changes that occurred while the videos were being viewed. We
extracted the time course of the signal intensity in each voxel. The time
series was high-pass "ltered (cutoff cycle, 128 s), converted to a z-score, and
linearly interpolated at 100-ms resolution. The time course was averaged
over all blink events for each participant and then averaged across par-
ticipants. The peak height (or the trough depth) of the time series was
measured within a time window between 0 and 15 s after blink onset.

ACKNOWLEDGMENTS. This work was supported by Grant-in-Aid for Scien-
ti"c Research on Innovative Areas 23119719 “Face Perception and Recogni-
tion” from Ministry of Education, Culture, Sports, Science and Technology,
Japan (to T.N.) and by the National Institute of Information and Communi-
cations Technology, Japan.

1. Doane MG (1980) Interactions of eyelids and tears in corneal wetting and the dy-
namics of the normal human eyeblink. Am J Ophthalmol 89(4):507–516.

2. Karson CN (1983) Spontaneous eye-blink rates and dopaminergic systems. Brain 106
(Pt 3):643–653.

3. Nakano T, Yamamoto Y, Kitajo K, Takahashi T, Kitazawa S (2009) Synchronization of
spontaneous eyeblinks while viewing video stories. Proc Biol Sci 276(1673):3635–3644.

4. Hall A (1945) The origin and purposes of blinking. Br J Ophthalmol 29(9):445–467.
5. Nakano T, Kitazawa S (2010) Eyeblink entrainment at breakpoints of speech. Exp

Brain Res 205(4):577–581.
6. Wadia NH, Swami RK (1971) A new form of heredo-familial spinocerebellar de-

generation with slow eye movements (nine families). Brain 94(2):359–374.
7. Holmes G (1936) Looking and seeing: Movements and "xation of the eyes. Ir J Med Sci

129:565–576.
8. Weber KP, Thurtell MJ, Halmagyi GM (2008) Teaching NeuroImage: Convergence

spasm associated with midbrain compression by cerebral aneurysm. Neurology 70(15):
e49–e50.

9. Corbetta M, Shulman GL (2002) Control of goal-directed and stimulus-driven atten-
tion in the brain. Nat Rev Neurosci 3(3):201–215.

10. Fox MD, et al. (2005) The human brain is intrinsically organized into dynamic,
anticorrelated functional networks. Proc Natl Acad Sci USA 102(27):9673–
9678.

11. Buckner RL, Andrews-Hanna JR, Schacter DL (2008) The brain’s default network:
Anatomy, function, and relevance to disease. Ann N Y Acad Sci 1124:1–38.

12. Mason MF, et al. (2007) Wandering minds: The default network and stimulus-in-
dependent thought. Science 315(5810):393–395.

13. Raichle ME, et al. (2001) A default mode of brain function. Proc Natl Acad Sci USA 98
(2):676–682.

14. VanderWerf F, Brassinga P, Reits D, Aramideh M, Ongerboer de Visser B (2003) Eyelid
movements: Behavioral studies of blinking in humans under different stimulus con-
ditions. J Neurophysiol 89(5):2784–2796.

15. Kato M, Miyauchi S (2003) Human precentral cortical activation patterns during
saccade tasks: An fMRI comparison with activation during intentional eyeblink tasks.
Neuroimage 19(4):1260–1272.

Blink >  Black out

Blink <  Black out

Conjunction (blink & black out)

A

B

C

PCC

ACCAG

SII / Insular

SCIFG

MTG

PM

Cuneus

x = +4

x = +4

x = +4

8

3.2

Fig. 3. Comparison of activations evoked by spontaneous eyeblinks and
physical blackouts. (A) Regions activated more strongly by eyeblinks than by
blackouts. (B) Regions activated by both eyeblinks and blackouts. Conjunction
null (blink > 0 and blackout > 0) was tested. (C ) Regions activated by
blackouts more strongly than by eyeblinks. The threshold of signi"cance
was set to P < 0.005 (voxel level, uncorrected), and the extent of cluster
size (k) > 10. IFG, inferior frontal gyrus; MTG, middle temporal gyrus; PM,
premotor cortex; SC, superior colliculus (Fig. S2).

Nakano et al. PNAS | January 8, 2013 | vol. 110 | no. 2 | 705

N
EU

RO
SC

IE
N
CE

http://www.pnas.org/lookup/suppl/doi:10.1073/pnas.1214804110/-/DCSupplemental/pnas.201214804SI.pdf?targetid=nameddest=SF2


16. Hanakawa T, Dimyan MA, Hallett M (2008) The representation of blinking movement
in cingulate motor areas: A functional magnetic resonance imaging study. Cereb
Cortex 18(4):930–937.

17. Hupé JM, Bordier C, Dojat M (2012) A BOLD signature of eyeblinks in the visual
cortex. Neuroimage 61(1):149–161.

18. Bristow D, Frith C, Rees G (2005) Two distinct neural effects of blinking on human
visual processing. Neuroimage 27(1):136–145.

19. Tse PU, Baumgartner FJ, Greenlee MW (2010) Event-related functional MRI of cortical
activity evoked by microsaccades, small visually-guided saccades, and eyeblinks in
human visual cortex. Neuroimage 49(1):805–816.

20. Yoon HW, Chung JY, Song MS, Park H (2005) Neural correlates of eye blinking;
improved by simultaneous fMRI and EOG measurement. Neurosci Lett 381(1-2):
26–30.

21. Kurby CA, Zacks JM (2008) Segmentation in the perception and memory of events.
Trends Cogn Sci 12(2):72–79.

22. Zacks JM, et al. (2001) Human brain activity time-locked to perceptual event
boundaries. Nat Neurosci 4(6):651–655.

23. Sridharan D, Levitin DJ, Chafe CH, Berger J, Menon V (2007) Neural dynamics of event
segmentation in music: Converging evidence for dissociable ventral and dorsal net-
works. Neuron 55(3):521–532.

24. Posner MI, Walker JA, Friedrich FJ, Rafal RD (1984) Effects of parietal injury on covert
orienting of attention. J Neurosci 4(7):1863–1874.

25. Weissman DH, Roberts KC, Visscher KM, Woldorff MG (2006) The neural bases of
momentary lapses in attention. Nat Neurosci 9(7):971–978.

26. Universal Studios (2004). The best bits. Rowan Atkinson in Mr. Bean 1.
27. Lieberman MD, Cunningham WA (2009) Type I and Type II error concerns in fMRI

research: Re-balancing the scale. Soc Cogn Affect Neurosci 4(4):423–428.

706 | www.pnas.org/cgi/doi/10.1073/pnas.1214804110 Nakano et al.

www.pnas.org/cgi/doi/10.1073/pnas.1214804110

