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Recreational Use of Cocaine Eliminates Inhibition of Return

Lorenza S. Colzato and Bernhard Hommel
Leiden University

Chronic and recreational use of cocaine has been shown to impair inhibitory output control (response
inhibition) but whether input control is also affected is an open question. For the first time, this study
compared the ability to perform a cued target-discrimination task that measured inhibition of return
(IOR), a reflexive inhibitory mechanism that delays attention from returning to a previously attended
location, in adult recreational users and in a cocaine-free-matched sample controlled for age, race, gender
distribution, and level of intelligence. Results show that the recreational use of cocaine eliminates IOR,

suggesting that input control is strongly impaired.
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Since 2007 cocaine is Europe’s second preferred recreational
drug after cannabis (European Monitoring Centre for Drugs &
Drug Addiction, 2007). Taking cocaine by snorting route is not a
“privileged habit” anymore, as it was in the 1980s, but now is
affordable for everyone, in particular for recreational purposes.
Cocaine has, thus, become a common street drug. It therefore is
likely that the recreational use of cocaine will become a public
health issue in the next few years (because of the addictive prop-
erties of this stimulant drug), as is already the case for ecstasy
(Ramaekers, Kuypers & Samyn, 2006).

At long term, chronic (i.e., daily) use of cocaine is associated with
reduced functioning of dopamine D2 (DAD2) receptors (Volkow,
Fowler, & Wang, 1999) and dysfunctions in frontal brain regions
(Bolla, Cadet, & London, 1998; Bolla et al., 2004; Hester & Garavan,
2004)—areas that play a key role in the regulation of human cognition
and the control of goal-directed behavior (Miller, 2000). Therefore it
is not surprising that cocaine dependence impairs cognitive control
functions, such as the ability to inhibit overt responses (Fillmore &
Rush, 2002). Consistent with this picture, Colzato, van den Wilden-
berg, and Hommel (2007) observed in a stop-signal task (Logan,
1994) that response inhibition, but not response execution, is impaired
in recreational cocaine users. This dissociation fits in the picture
because response execution is presumably driven by DAD1-domi-
nated neural pathways targeting prefrontal cortex (Frank, Seeberger &
O’Reilly, 2004), whereas response inhibition depends more on
DAD2-related pathways (Frank et al., 2004). More interesting, the
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magnitude of the inhibitory deficit was positively correlated with the
individual lifetime cocaine exposure, suggesting that the amount of
cocaine consumption (and the implied degree of DAD2 receptor
density loss) is proportional to the magnitude of performance impair-
ments. This also is suggested by the observation that the magnitude of
the inhibitory deficit was reliable but somewhat smaller than found in
chronic users (Fillmore & Rush, 2002). Note that the causal relation
between inhibitory control functions and cocaine is not straightfor-
ward because it is not possible to exclude preexistent neuro-develop-
mental factors. Recent evidence has shown, for instance, that people
who have preexisting lowered D2 receptor densities run a higher risks
to use cocaine and to become addicted (Nader et al., 2006), and that
chronic users may suffer preexisting problems in inhibitory control
(Bechara, 2005). In any case, however, the connection between co-
caine, DAD2 pathways, and difficulties in inhibiting overt responses
seems strong.

Previous studies on cocaine have focused on inhibitory output
control, such as the intentional suppression of overt prepotent actions.
In the present study, we investigated whether input control processes
(attentional selection) may also be affected. Perhaps the most reliable
inhibitory phenomenon in human attention is the so-called inhibition
of return (IOR) effect (Posner & Cohen, 1984). It is observed if people
attend sequential displays or scan complex visual scenes (Klein,
1988), or other circumstances under which they move their attentional
focus from one object to another until an interesting or searched-for
object has been found. Once a given location has been inspected and
attention has moved to another location, the time needed to return to
that previous location is increased—presumably to enhance the effi-
ciency of attentional scanning by biasing it away from irrelevant, old
information (Klein, 1988). Considering that cocaine use is associated
with impairments in the functioning of D2 receptors, there are a
number of reasons suggesting that cocaine might impact IOR. IOR is
enhanced after the intake of d-amphetamine, which stimulates D2
receptors (Fillmore, Rush & Abroms, 2005), and is reduced in pa-
tients with Parkinson’s disease, who suffer from a loss of nigrostratial
dopaminergic cells (Filoteo et al., 1997; Yamaguchi & Kobayashi,
1998). These studies fit with the proposed crucial role of dopamine as
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neurobiological mechanism underlying IOR (Poliakoff et al., 2003)—
the transmitter targeted by cocaine consume.

The present study investigated the impact of recreational intake of
cocaine, strictly controlled for confounds, on IOR. In our slightly
modified (but extensively tested, see footnote 1) version of the IOR
task (see Hommel & Colzato, 2004, and Figure 1), a visual cue was
briefly presented in a peripheral location of a computer display.
Following the cue, a visual target stimulus appeared in either the same
location as the cue (cued condition) or in a different location (uncued
condition). Participants performed a binary-choice response to the
target’s orientation (vertical vs. horizontal). IOR would be indicated
by longer a reaction times in the cued than in the uncued condition.
The magnitude of the IOR effect can be taken to indicate the effi-
ciency of inhibitory input control, so that a small IOR would reflect a
lower level of inhibitory efficiency. If so, our considerations suggest
that recreational users of cocaine might show a smaller IOR than
controls.

Method
Participants

Thirty-two young healthy adults served as participants for par-
tial fulfillment of course credit or a financial reward and consti-
tuted the two groups: recreational users of cocaine and cocaine-
free controls. The sample was drawn from adults in the Leiden and
Delft metropolitan area, who volunteered to participate in studies
of behavioral pharmacology. Participants were recruited via ads
posted on community bulletin boards and by word of mouth. Three
participants were excluded from the user group because it turned
out that they did not comply with the instructions given by the
experimental protocol (consuming large amount of alcohol the
night before the experimental session).

Following Colzato et al. (2007) we made sure that the users met
the following criteria: (a) a monthly consumption (1 to 4 g) by
snorting route for a minimum of 2 years; (b) no Axis I psychiatric
disorder (Diagnostic and Statistical Manual of Mental Disorders—
1V; American Psychiatric Association, 1994), including “substance
abuse”; (¢) no clinically significant medical disease; (d) no use of
medication; and (e) no family history of alcoholism and/or sub-
stance use disorder. Cocaine-free controls met the same criteria
except that they reported no history of past or current cocaine use.

Participants were selected by means of a phone interview by a
research assistant with the Mini International Neuropsychiatric
Interview (Lecrubier et al., 1997), a brief diagnostic tool that
screens for several psychiatric disorders. The sample was obtained
from a pool of approximately 35 potential volunteers who re-
sponded to the advertisement for studies conducted in our lab
over the period of 6 months. Within this pool of potential
volunteers, the most common reason for excluding an individ-
ual from the study was meeting psychiatric disorder (ADHD,
Mania) or medication.

Participants were asked to refrain from taking drugs for 2 days
and from all caffeine containing foods and beverages for 12 hr
prior to the experimental sessions, not to consume alcohol on the
night before the experimental session and to have a normal night
rest. Participants’ compliance with the instructions was encour-
aged by taking a (not further analyzed) saliva sample at the
beginning of the session (cf. Colzato, Erasmus & Hommel, 2004;
Colzato, Fagioli, Erasmus & Hommel, 2005).

In the last month 6 of the 13 recreational users also smoked
marijuana, whereas 4 reported to have taken one MDMA (ecstasy)
tablet. The cocaine-free controls reported to have not to have used
any drug.

Participants in the two groups were matched for race (100%
White), age, sex, and IQ (measured by Raven’s Standard Progres-
sive Matrices [SPM]; Raven, Court, & Raven, 1988). Demo-
graphic and drug use statistics are provided in Tables 1 and 2.
Written informed consent was obtained from all participants after
the nature and possible consequences of the study were explained
to them; the protocol was approved by the local ethical committee.

Apparatus, Stimuli, and Procedure

All participants were tested individually. They first provided a
saliva sample then completed the intelligence test and the behav-
ioral task measuring IOR. Individual IQs were determined by
means of a 30-min reasoning-based intelligence test (SPM). The
SPM assesses the individual’s ability to create perceptual relations
and to reason by analogy independent of language and formal
schooling; it is a standard, widely used test to measure Spearman’s
g factor and of fluid intelligence in particular (Raven et al., 1988).

Time

" S2/TARGET (2000 msec) & R2
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Figure 1.

Blank (500 msec)

S1/CUE (500 msec) > Rl
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Sequence of events in the present experiments (cf., Hommel & Colzato, 2004). A response cue

signaled a left or right key press (R1) that was to be delayed until presentation of S1, a red or green, vertical or
horizontal line in a top or bottom box. S2 appeared 1| s later—another red or green, vertical or horizontal line
in the top or bottom box. S2 orientation signaled R2, also a speeded left or right key press. R2 speed and accuracy
were analyzed as function of the repetition versus alternation of stimulus orientation, color, and location, and of

the response.
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The behavioral task measuring IOR was adopted from Hommel
and Colzato (2004)", see Figure 1, which took 45 min to complete.
Participants faced three gray square outlines in the middle of a
monitor, vertically arranged, as illustrated in Figure 1. From view-
ing distance of about 60 cm, each of these frames measured 2.6°
X 3.1°. A vertical line (0.1° X 0.6°) and a horizontal line (0.3°
X 0.1°) served as S1 and S2 alternatives, which were presented in
red or green in the top or bottom frame. Participants carried out
two responses per trial. R1 was a delayed simple reaction with the
left or right key, as indicated by a 100%-valid response cue (left-
or right-pointing arrow in the middle box) that preceded the trigger
stimulus S7 by 3,000 ms. S1 varied randomly in orientation (a thin
vertical or horizontal line), color (red or green), and location (top
or bottom box). R1 was to be carried out as soon as S1 appeared
according to the direction of the response cue, independent of its
orientation, color, or location; that is, if the response cue was
pointing to the right, participants were encouraged to respond with
the right key to the mere onset of S1. R2 was a binary-choice
reaction to the orientation of S2 (vertical or horizontal), which also
appeared in red or green, and in the top or bottom box, 1,000 ms
after S1 onset. Responses to S1 and to S2 were made by pressing
the left or right shift-key of the computer keyboard with the
corresponding index finger. The experiment was composed of a
factorial combination of the two possible orientations, colors,
and locations of S2, the repetition versus alternation of orien-
tation, color, location, and the response, and three replications
per condition (2 X 2 X 2 X 2 X 2 X 2 X 2 X 3 = 384).

Results

After excluding trials (1.4%) with missing (>1500 ms) or
anticipatory responses (<200 ms), mean reaction times (RTs) and
proportions of errors for R2 were analyzed. RTs and percentages
of errors (PEs) were analyzed by means of analyses of variances
(ANOVAs) with cueing (cued vs. uncued) as within-participant
factors, and group (recreational cocaine users vs. cocaine free-
controls) as a between-participants factor (see Table 3 for means).
The RT analysis yielded two reliable effects: a main effect of
cueing, F(1,27) = 17.81, p = .0002, "qz = .40, and an interaction
between group and cueing, F(1, 27) = 8.56, p = .007, n* = .25.
As expected, the cuing effect, calculated as the difference between
the uncued and cued condition, was negative (—11 ms), confirm-
ing that we obtained IOR. However, cuing affected the two groups
differently: Whereas the cocaine-free controls showed a normal,
significant IOR (—18 ms, SD = 15), F(1, 15) = 22.65, p = .0002,

Table 2
Self-Reported Use of Cocaine for the Recreational
Cocaine Users

Sample M (SD)
Highest regular frequency (times per month) 3.1(2.6)
Highest amount in a 12-hr period (peak; grams) 1.19 (0.75)
Monthly grams 2.19(1.13)
Lifetime exposure grams 239 (172)
Monthly money cocaine (Euro) 109.5 (56.5)

n2 = .60, recreational users of cocaine did not (—3 ms, SD = 11),
F(, 12) = 1.12, p = 31, n2 = .08. PEs did not reveal any
significant effect.

Second, we further tested whether alcohol and cigarettes con-
sumption contributed to the effect on IOR measure. However, an
ANOVA on the IOR difference scores with group as independent
variable and monthly drinks and cigarettes as covariates did not
point out such contribution: the effects of the covariates was far
from significant, for drinks, F(1, 25) = 0.02, p = .892, 7> = .001,
and cigarettes, F(1,25) = 0.06, p = .810, m*> = .002, and the group
effect remained reliable, F(1, 25) = 6.80, p = .015, T]2 = 214.

Third, to test whether the magnitude of cognitive impairments is
proportional to the amount of cocaine consume, as in the case of
inhibitory output control (Colzato et al., 2007), we computed
Pearson correlation coefficients between the individual lifetime
cocaine exposure (in gram), peak in a 12-hr period (in milligram)
and monthly cocaine dose (in milligram) and IOR measure. The

correlations between lifetime cocaine exposure, r(13) = —.131,
p = .670 and monthly cocaine dose, r(13) = —.273, p = .360;
between peak, r(13) = —.374, p = .207 and between monthly
drinks, r(13) = —.081, p = .793 and cigarettes, r(13) = —.100,

p = .745 did not reach significance, probably due to the limited
power in this study (a small sample of 13 users).

Conclusions

This study investigated, for the first time, whether the recreational
use of cocaine leads to a detectable deficiency in inhibitory input
control—as indicated in IOR. The outcome confirms our hypothesis:
In contrast to cocaine-free controls, recreational users do not show a
reliable IOR. As IOR is assumed to assist the extraction of visual
information from complex scenes (Klein, 1988), this implies that even
small doses of cocaine (1 to 4 g monthly) can lead to a considerable
impairment of the acquisition and attentional selection of perceptual
information. This is likely to have nontrivial consequences for nu-
merous real-life situations, like monitoring tasks or traffic behavior,
which call for efficient input control.

Table 1
Demographic Characteristics
Sample Controls Recreational users  Significance

N (Men:Women) 16 (14:2) 13 (11:2) ns

Age (years) 29.0 (6.4) 26.2 (4.6) ns
Raven 1Q 119.8 (4.2) 114.5 (4.7) ns
Monthly drinks 44.3 (55.3) 84.3 (78.3) ns
Monthly cigarettes 76.2 (232.0) 380.0 (194.1) *

Note. 1Q measured by means of the Raven Progressive Matrices. Stan-
dard error is presented in parentheses.
w

p < .0l

! The task used is comprised of two sequential reactions (one to the cue
and one to the target stimulus), and is longer than other IOR tasks—but we
extensively tested this task and demonstrated in numerous studies that it
produces reliable IOR effects (e.g., Colzato et al., 2008; Colzato, Warrens
& Hommel, 2006; Hommel & Colzato, 2004). The reason we prefer this
version is that it provides additional measures of priming and feature
integration processes, which we investigate in a broader project. Given that
neither the group effects nor IOR interacted with any other variable in the
present study, we limited our focus to the relationship between cocaine use
and IOR.
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Table 3

Means of Mean Reaction Times for Responses to the Target and Percentages of Errors On R2, as a Function of Group

Recreational cocaine users

Cued Uncued

RT PE RT PE

Cocaine free-controls

Cued Uncued

RT PE RT PE

473 (18) 11.8 (2.6) 470 (18) 112 (24)

483 (16) 8.4 (1.4) 465 (16) 7.1(0.9)

Note. RT = reaction times; PE = percentages of errors. Standard error is presented in parentheses.

The magnitude of impairments for inhibitory input control is not
proportional to the amount of cocaine consume, as in the case of
inhibitory output control (Colzato et al., 2007). This result is in line
with other studies (Bolla et al., 2004; Franken, Van Strien, Franzek, &
van de Wetering, 2007; Hester & Garavan, 2004) that did not report
significant correlation between the amount of cocaine consume and
impairments in cognitive flexibility and conflict monitoring. Given
that cocaine impairs D2 receptors in particular in the striatum
(Volkow et al., 1999)—the area involved in inhibitory output control
(Frank, Samanta, Moustafa & Sherman, 2007)—whereas the areas
responsible for IOR are located in the frontal eye fields (Klein, 2000;
Ro, Farne & Chang, 2003), it makes sense that response inhibition is
particular sensitive to the proportional use of cocaine.

In view of evidence suggesting that cocaine is associated with
hypoactivity in the frontal region (Bolla et al., 1998, 2004; Hester &
Garavan, 2004), our findings are consistent with the hypothesis that
IOR depends on the proper functioning of the frontal eye fields (Klein
2000; Ro et al., 2003). Moreover, given the selective effect of cocaine
on DAD?2 (Volkow et al., 1999), our findings support the hypothesis
that dopamine modulates response IOR (Poliakoff et al., 2003). In
contrast to numerous previous studies of chronic cocaine users (see
Jovanoski, Erb, & Zakzanis, 2005), the design of our study allowed us
to reject a number of alternative accounts of our observations. Par-
ticipants were screened for several psychiatric disorders and matched
for age, race, 1Q, and sex, which ruleed out accounts in terms of
preexisting psychiatric disorders (as schizophrenia, ADHD, and ob-
sessive—compulsive disorder) that are known to affect inhibition
(Rosenberg, Dick, O’Hearn, & Sweeney, 1997; Schachar & Logan,
1990; Thoma, Wiebel, & Daum, 2007). Particularly important was the
matching of the age range: From studies on output control, it is known
that inhibitory control is unrelated to general intelligence (Logan,
1994), whereas inhibitory efficiency declines with increasing age
(Logan, 1994). Indeed, age affects the initiation and resolution of IOR
in aging (Castel, Chasteen, Scialfa, & Pratt, 2003; Langley, Fuentes,
Vivas, & Saville, 2007). Given that MDMA is associated with im-
pairments in working memory processes and cannabis is related to
dysfunctions in cognitive flexibility, and that both drugs seem to be
unrelated to malfunction in inhibitory control function (Verdejo-
Garcia, Lopez-Torrecillas, Aguilar de Arcos, & Perez-Garcia, 2005),
we doubt that our results can be attributed to the use of marijuana and
MDMA. In fact, using the same behavioral task measuring IOR in
recreational users of MDMA and cannabis adequately matched with
controls, we did not find that any effect of these drug on IOR
measures (Colzato & Hommel, 2007; Colzato & Hommel, 2008). An
open question is whether recreational cocaine users also show impair-
ments in conflict control, a process that is known to interact with IOR
(Vivas & Fuentes, 2001).

Of particular theoretical interest is the parallel between our present
finding and that of Colzato et al. (2007). Even though the mechanism
underlying IOR is unlikely to be identical to that permitting one to
inhibit prepotent manual responses, the observation that both mech-
anisms are sensitive to cocaine use suggests that they both depend on
DAD2 pathways. For one, this fits Frank’s (2005) suggestion that
striatal DAD1-driven signals may be responsible for the priming of
intentional action, whereas DAD2-driven signals may serve to sup-
press activated but unwanted responses. For another, the parallel
between IOR and response inhibition supports approaches that at-
tribute the IOR phenomenon to the inhibition of responses to repeated
stimuli rather than to the inhibition of the stimuli (or their represen-
tations) themselves (Fuentes, Vivas, & Humphreys, 1999; Ivanoff &
Klein, 2004; Vivas & Fuentes, 2001). That is, some sort of action-
prevention operation may be involved in both cases, and it may be this
operation that is fueled by DAD2 pathways and that is sensitive to
longer-term use of cocaine.

Although in the current study there was not any evidence of IOR in
the recreational cocaine user group, it is possible that cocaine use only
impairs inhibitory input control without eliminating it altogether.
Future research is needed to investigate exactly how and to which
degree cocaine impacts the timing and/or strength of inhibitory pro-
cesses.

To conclude, the findings obtained in this study are important
because they suggest a selective behavioral deficit resulting from, or
at least connected with, the consumption of rather small doses of
cocaine. However, the status of cocaine use as cause versus effect in
the context of this and other disorders of impulse control, such as
ADHD and pathological gambling, is still uncertain, and more re-
search is needed to determine the relative contributions of cocaine
consumption and other preexisting constellations in impairing inhib-
itory control.

References

American Psychiatric Association. (1994). Diagnostic and statistical man-
ual of mental disorders (4th ed.). Washington, DC: Author.

Bechara, A. (2005). Decision making, impulse control and loss of will-
power to resist drugs: A neurocognitive perspective. Nature Neuro-
science, 8, 1458-1463.

Bolla, K. I., Cadet, J., & London, E. D. (1998). The neuropsychiatry of
chronic cocaine abuse. Journal of Neuropsychiatry, 10, 280-289.

Bolla, K. 1., Emnst, M., Kiehl, K. A., Mouratidis, M., Eldreth, D. A.,
Contoreggi, C., et al. (2004). Prefrontal cortical dysfunction in abstinent
cocaine abusers. Journal of Neuropsychiatry and Clinical Neuro-
sciences, 16, 456—-464.

Castel, A. D., Chasteen, A. L. Scialfa, C. T., & Pratt, J. (2003). Adult age
differences in the time course of inhibition of return. Journal of Geron-
tology: Psychological Sciences, 58B, 256-259.



BRIEF REPORTS 129

Colzato, L. S., Bajo, M. T., van den Wildenberg, W., Paolieri, D., Nieu-
wenhuis, S. T., L. A. Heij, W., et al. (2008). How does bilingualism
improve executive control? A comparison of active and reactive inhibi-
tion mechanisms. Journal of Experimental Psychology: Learning, Mem-
ory, and Cognition, 34, 302-312.

Colzato, L. S., Erasmus, V., & Hommel, B. (2004). Moderate alcohol
consumption in humans impairs feature binding in visual perception but
not across perception and action. Neuroscience Letters, 360, 103—105.

Colzato, L. S., Fagioli, S., Erasmus, V., & Hommel, B. (2005). Caffeine,
but not nicotine enhances visual feature binding. European Journal of
Neuroscience, 21, 591-595.

Colzato, L. S., & Hommel, B. (2007). 3,4-methylenedioxymethamphet-
amine (MDMA or ecstasy) use impairs updating of visuomotor binding.
Manuscript in preparation.

Colzato, L. S., & Hommel, B. (2008). Cannabis, cocaine, and visuomotor
integration: Evidence for a role of dopamine D1 receptors in binding
perception and action. Neuropsychologia, 46, 1570-1575.

Colzato, L. S., van den Wildenberg, W., & Hommel, B. (2007). Impaired
inhibitory control in recreational cocaine users. PLoS ONE 2(11):
e1143.doi:10.1371/journal.pone.0001143

Colzato, L. S., Warrens, M. J., & Hommel, B. (2006). Priming and binding
in and across perception and action: A correlational analysis of the
internal structure of event files. Quarterly Journal of Experimental
Psychology, 59, 1785-1804.

European Monitoring Centre for Drugs & Drug addiction. (2007). The state of
the drugs problem in Europe. Annual Report. Available: http://www
.emcdda.europa.eu/html.cfm/index44682EN.html, Lisbon, November 2007.

Fillmore, M. T., & Rush, C. R. (2002). Impaired inhibitory control of
behaviour in chronic cocaine users. Drug and Alcohol Dependence, 66,
265-273.

Fillmore, M. T., Rush, C. R., & Abroms, B. D. (2005). d-Amphetamine-
induced enhancement of inhibitory mechanisms involved in visual search.
Experimental and Clinical Psychopharmacology, 13, 200-208.

Filoteo, J. V., Delis, D. C., Salmon, D. P., Demadura, T., Roman, M. J., &
Shults, C. W. (1997). An examination of the nature of attentional deficits in
patients with Parkinson’s disease: Evidence from a spatial orienting task.
Journal of the International Neuropsychological Society, 3, 337-347.

Frank, M. J. (2005). Dynamic dopamine modulation in the basal ganglia: A
neurocomputational account of cognitive deficits in medicated and non-
medicated Parkinsonism. Journal of Cognitive Neuroscience, 17, 51-72.

Frank, M. J., Samanta, J., Moustafa, A. A., & Sherman, S. J. (2007). Hold your
horses: Impulsivity, deep brain stimulation and medication in Parkinsonism.
Science, 318, 1309-1312.

Frank, M. J., Seeberger, L., & O’Reilly, R. C. (2004). By carrot or by stick:
Cognitive reinforcement learning in Parkinsonism. Science, 306, 1940—
1943.

Franken, I. H. A., Van Strien, J. W., Franzek, E. J., & van de Wetering,
B. J. (2007). Error-processing deficits in patients with cocaine depen-
dence. Biological Psychology, 75, 45-51.

Fuentes, L. J., Vivas, A. B., & Humphreys, G. W. (1999). Inhibitory
tagging of stimulus properties in inhibition of return: Effects in semantic
priming and flanker interference. Quarterly Journal of Experimental
Psychology (A), 52, 149-164.

Hester, R., & Garavan, H. (2004). Executive dysfunction in cocaine ad-
diction: Evidence for discordant frontal, cingulate, and cerebellar activ-
ity. Journal of Neuroscience, 24, 11017-11022.

Hommel, B., & Colzato, L. S. (2004). Visual attention and the temporal
dynamics of feature integration. Visual Cognition, 11, 483-521.

Ivanoff, J., & Klein, R. M. (2004). Stimulus-response probability and
inhibition of return. Psychonomic Bulletin & Review, 11, 542-550.

Jovanovski, D., Erb, S., & Zakzanis, K. K. (2005). Neurocognitive deficits
in cocaine users: A quantitative review of the evidence. Journal of
Clinical and Experimental Neuropsychology, 27, 189-204.

Klein, R. M. (1988). Inhibitory tagging system facilitates visual search.
Nature, 334, 430—-431.

Klein, R. M. (2000). Inhibition of return. Trends in Cognitive Science, 4,
138-147.

Langley, L. K., Fuentes, L. J., Vivas, A. B., & Saville, A. L. (2007). Aging and
Temporal Patterns of Inhibition of Return. The Journals of Gerontology
Series B: Psychological Sciences and Social Sciences, 62, 71-77.

Lecrubier, Y., Sheehan, D. V., Weiller, E., Amorim, P., Bonara, 1., Harnett
Sheehan, K., Janavs, J., & Dunbar, G. C. (1997). The Mini International
Neuropsychiatric Interview (MINI). A short diagnostic structured interview:
Reliability and validity according to the CIDIL. European Psychiatry, 12,
224-231.

Logan, G. D. (1994). On the ability to inhibit thought and action: A users’
guide to the stop signal paradigm. In D. Dagenbach & T. H. Carr (Eds.),
Inhibitory processes in attention, memory, and language (pp. 189-239). San
Diego, CA: Academic.

Miller, E. K. (2000). The prefrontal cortex and cognitive control. Nature
Reviews Neuroscience, 1, 59—65.

Nader, M. A., Morgan, D., Gage, H. D., Nader, S. H., Calhoun, T. L.,
Buchheimer, N., et al. (2006). PET imaging of dopamine D2 receptors
during chronic cocaine self-administration in monkeys. The Journal of
Neuroscience, 9, 1050—1056.

Poliakoff, E., O’Boyle, D. J., Moore, A. P., McGlone, F. P., Cody, F. W. J., &
Spence, C. (2003). Orienting of attention and Parkinson’s disease: Tactile
inhibition of return and response inhibition. Brain, 126, 2081-2092.

Posner, M. L., & Cohen, Y. (1984). Components of visual orienting. In H.
Bouma & D. G. Bouwhuis (Eds.), Attention and performance X: Control of
language processes (pp. 531-556). Hillsdale, NJ: Erlbaum.

Ramaekers, J. G., Kuypers, K. P. C., & Samyn, N. (2006). Stimulant
effects of 3,4-methylenedioxymethamphetamine (MDMA) 75 mg and
methylphenidate 20 mg on actual driving during intoxication and with-
drawal. Addiction, 101, 1614-1621.

Raven, J. C., Court, J. H., & Raven. J. (1988). Manual for Raven’s
progressive matrices and vocabulary scales. London: Lewis.

Ro, T., Farne, A., & Chang, E. (2003). Inhibition of return and the human
frontal eye fields. Experimental Brain Research, 150, 290-296.

Rosenberg, D. R., Dick, E. L., O’Hearn, K. M., & Sweeney, J. A. (1997).
Response-inhibition deficits in obsessive-compulsive disorder: An indi-
cator of dysfunction in in frontostriatal circuits. Journal of Psychiatry
Neuroscience, 22, 29-38.

Schachar, R. J., & Logan, G. D. (1990). Impulsivity and inhibitory control
in normal development and childhood psychopathology. Developmental
Psychology, 26, 710-720.

Thoma, P., Wiebel, B., & Daum, I. (2007). Response inhibition and
cognitive flexibility in schizophrenia with and without comorbid sub-
stance use disorder. Schizophrenia Research, 92, 168—-180.

Verdejo-Garcia, A. J., Lopez-Torrecillas, F., Aguilar de Arcos, F., &
Perez-Garcia, M. (2005). Differential effects of MDMA, cocaine, and
cannabis use severity on distinctive components of the executive func-
tions in polysubstance users: A multiple regression analysis. Addictive
Behaviors, 30, 89-101.

Vivas, A. B., & Fuentes, L. J. (2001). Stroop interference is affected in
inhibition of return. Psychonomic Bulletin and Review, 8, 315-323.
Volkow, N. D., Fowler, J. S., & Wang, G. J. (1999). Imaging studies on the
role of dopamine in cocaine reinforcement and addiction in humans.

Journal of Psychopharmacology, 13, 337-345.

Yamaguchi, S., & Kobayashi, S. (1998). Contributions of the dopaminergic
system to voluntary and automatic orienting of visuospatial attention.
Journal of Neuroscience, 18, 1869—1878.

Received October 1, 2007
Revision received August 5, 2008
Accepted August 8, 2008 ®



