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2Lady Davis Institute for Medical Research, McGill University, Montréal, Québec
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Abstract

Amnestic mild cognitive impairment (aMCI) represents a group of individuals who are highly likely to develop Alzheimer’s
disease (AD). Although aMCI is typically conceptualized as involving predominantly deficits in episodic memory, recent
studies have demonstrated that deficits in executive functioning may also be present, and thorough categorization of
cognitive functioning in MCI may improve early diagnosis and treatment of AD. We first provide an extensive review of
neuropsychology studies that examined executive functioning in MCI. We then present data on executive functioning across
multiple sub-domains (divided attention, working memory, inhibitory control, verbal fluency, and planning) in 40 aMCI
patients (single or multiple domain) and 32 normal elderly controls (NECs). MCI patients performed significantly worse than
NECs in all 5 sub-domains, and there was impairment (.1.0 SD below the mean of NECs) in all sub-domains. Impairment on
each test was frequent, with 100% of MCI patients exhibiting a deficit in at least one sub-domain of executive functioning.
Inhibitory control was the most frequently and severely impaired. These results indicate that executive dysfunction in multiple
sub-domains is common in aMCI and highlights the importance of a comprehensive neuropsychological evaluation for fully
characterizing the nature and extent of cognitive deficits in MCI. (JINS, 2012, 18, 1–15)
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INTRODUCTION

Identifying individuals at high risk of developing dementia
before the onset of their functional impairment is important
for early clinical intervention and for prospective research.
Mild cognitive impairment (MCI) was proposed as a concept
to fit this need by Reisberg and colleagues in 1998 and has
since become the topic of intense research interest. MCI
patients are reported to convert to dementia at a rate of

approximately 5–10% per year, whereas the conversion rate
of healthy controls is 1–2% (Petersen, 2011). Importantly,
MCI is not a homogeneous entity, neither in its presentation
nor prognosis. Individuals with MCI can be impaired due to
medications, depression, or incipient neurological diseases
such as Alzheimer’s disease (AD), frontotemporal dementia
(FTD), or vascular brain disease.

Current conceptualizations of MCI recognize multiple
subtypes centered on the presence or absence of memory
impairment, namely amnestic (aMCI) and non-amnestic
(naMCI). These, in turn, have single or multiple cognitive
domain sub-classifications and may represent the prodromes of
different dementia types. For example, a minority of MCI
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individuals present with single domain naMCI, which can
progress to non-AD dementing conditions such as FTD,
whereas multiple domain naMCI can progress to Lewy body
dementia or vascular dementia (Jak, Bangen, et al., 2009;
Petersen et al., 2009). In contrast, most MCI individuals present
with predominantly memory complaints and 90% of these
aMCI patients who progress to dementia demonstrate clinical
signs of AD (Petersen et al., 2001). These aMCI individuals
may or may not show impairments in other cognitive domains
in addition to memory and thus can be characterized as multiple
or single domain aMCI (the former tending to progress to AD or
vascular dementia). However, not all individuals with MCI will
progress to dementia according to these classifications or,
indeed, progress to dementia at all (Petersen et al., 2009).
Recently published diagnostic criteria for ‘‘MCI due to AD’’
(Albert et al., 2011) describe these patients as non-demented
individuals with an expressed concern for change in cognition,
objective impairment in one or more cognitive domain, and
preserved independence in functional abilities. The current
consensus is that episodic memory is the cognitive domain most
commonly impaired in MCI patients who go on to develop AD,
although other cognitive domains, including executive function,
may also be impaired (Albert et al., 2011).

AD neuropathology progresses in a predictable sequence,
with neurofibrillary pathology and neuronal atrophy begin-
ning in medial temporal areas and progressing to temporal,
parietal, and posterior cingulate cortices before affecting the
anterior cingulate and frontal lobes. Amyloid deposition is
initially seen in the basal portions of frontal, temporal, and
occipital lobes, followed by cortical association areas and
the hippocampus, finally affecting extensive cortical and
subcortical areas (Braak & Braak, 1997; Thompson et al.,
2007). Most aMCI patients show neuropathological features
intermediate between normal aging and very early AD,
including neurofibrillary pathology in the medial temporal
lobes and diffuse amyloid in the neocortex (Petersen et al.,
2001, 2006). Structural imaging shows neuronal loss in the
medial and inferior temporal lobes in both single- and multi-
ple-domain aMCI, with the posterior temporal lobe, parietal
association cortex and posterior cingulate also affected in
multiple domain aMCI (e.g., Whitwell, Petersen, et al., 2007).

The traditional description of AD as a disease that begins
with episodic memory impairment gradually progressing to
global decline in cognitive functioning is consistent with the
neuropathological progression (Becker, Huff, Nebes, Holland,
& Boller, 1988; Collie & Maruff, 2000). However, evidence
suggests that non-memory cognitive deficits may be present
even in the earliest stages. While the presence of global cog-
nitive deficits, including difficulties in executive functioning, is
commonly reported in moderate AD (see Duke & Kaszniak,
2000; Perry & Hodges, 1999), some suggest that executive
dysfunction may occur in early AD (e.g., Baddeley, Baddeley,
Bucks, & Wilcock, 2001; Baudic et al., 2006), possibly even
in the preclinical phase (e.g., Albert, Blacker, Moss, Tanzi, &
McArdle, 2007; Chen et al., 2001; Perri, Serra, Carlesimo, &
Caltagirone, 2007). Although atrophy of the frontal lobes is not
typically observed in MCI, recent studies point to a possible

disconnection between brain areas (e.g., Brambati et al., 2009;
Chao et al., 2009; Chen et al., 2009; Delano-Wood et al., 2009),
which could underlie this early executive impairment. Thus, the
traditional view that AD primarily involves episodic memory
deficits during the early phases may not be entirely accurate.
For this reason, it is important to fully describe the profile
of executive function in early and preclinical AD to more
accurately define the early stages of the illness, and to identify
people at risk of developing the disease. Early identification is
essential for implementing strategies for the prevention and/or
slowing of neuronal damage (see Lopez & Belle, 2004). In
addition, early and precise diagnosis is necessary for case
management and for selecting appropriate subjects for pharma-
ceutical trials and other research.

The present study was designed to provide a comprehen-
sive description of the severity and frequency of executive
function impairment in MCI. Previous studies have often not
explored multiple sub-domains of executive functioning;
therefore, we tested MCI patients on measures of divided
attention, working memory, inhibitory control, verbal flu-
ency, and planning to determine whether certain sub-domains
are more severely or frequently impaired than others. The
pervasiveness of deficits in executive functioning is the focus
of the current study, in which we examine patients with MCI,
and also of a companion paper, which examines FTD and
Lewy body dementia (Johns et al., 2009).

EXECUTIVE FUNCTIONS

Despite a large literature on executive functions, a consensus
on a precise definition of the construct has yet to be reached.
Nevertheless, executive functions are commonly conceptualized
as higher-order cognitive capacities that are necessary to
support independent, purposive, goal-directed behavior or high-
level control over lower level cognitive functions (Perry &
Hodges, 1999; Royall et al., 2002; Stuss & Levine, 2002).
Although the subcomponents of executive functioning are not
agreed upon, they generally include planning, initiation, organi-
zation, self-monitoring, cognitive flexibility, set shifting, inhibi-
tory control, generative behavior or fluency, abstraction, working
memory, and divided attention (Alvarez & Emory, 2006; Royall
et al., 2002; Stuss & Levine, 2002). These subcomponents
can be further reduced by examining tests that tap into five
overarching sub-domains: divided attention, working memory,
inhibitory control, verbal fluency, and planning. Successful
performance on neuropsychological tests in these sub-domains
often requires the use of other aspects of executive functioning as
well; however, we have chosen tests thought to involve one
of these five sub-domains as its primary cognitive process to
succinctly cover several aspects of executive functioning.

Executive Function in Mild Cognitive Impairment

Recent studies suggest that impairment in multiple cognitive
domains is common in MCI (e.g., Kramer et al., 2006; Libon
et al., 2010; Loewenstein et al., 2006), and progression to
dementia is much more common in such cases (Bozoki,
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Giordani, Heidebrink, Berent, & Foster, 2001). Furthermore,
there are marked preclinical deficits in executive functioning
in individuals who later go on to develop AD (Backman,
Jones, Berger, Laukka, & Small, 2005). In one study, a
worsening of executive functioning deficits, but not a worsening
of memory, was associated with conversion to AD over a 1-year
follow-up period (Rozzini et al., 2007). Emerging evidence
increasingly supports the notion that executive functioning is
commonly impaired in aMCI. Although a complete review of
all studies that have examined executive function performance
in aMCI is outside the purview of this introduction, the inter-
ested reader can find a summary of the studies in the Appendix.
This table shows that there is indeed evidence for statistically
significant poorer performance of aMCI patients on several tests
of executive function. However, there are clearly studies that fail
to find such evidence and not all measures yield consistent
findings. Moreover, on the whole, studies that have reported
poorer performance did not examine the frequency or severity
of such deficits.

Previous studies have examined some aspects of the severity
and frequency of executive deficits observed in MCI. Although
there were significant group differences between MCI patients
and controls on measures of working memory, inhibition,
verbal fluency, and planning, the average degree of impairment
exceeded one standard deviation (SD) only for inhibitory
control (Grundman et al., 2004; Nordlund et al., 2005; Ribeiro,
de Mendonca, & Guerreiro, 2006). Others have examined
frequency of impairment and found impairment (. 21.0 SD) in
75% of MCI patients on dual task performance, and 30–50% on a
measure of inhibition (Belanger & Belleville, 2009; Belleville,
Chertkow, & Gauthier, 2007). In studies examining impairment
in multiple sub-domains, 50–90% of MCI patients were mild to
moderately impaired on one or more measures (Belleville et al.,
2007; Nordlund et al., 2005). While these studies suggest
clinically significant deficits on some measures, most did not
evaluate a broad range of executive measures and the frequency
of impairment was compared against other non-executive cog-
nitive domains. Thus, it is not known if only certain sub-domains
of executive functioning are affected. Furthermore, the relation-
ship between the degree and frequency of impairment on different
executive tests has yet to be examined.

THE PRESENT STUDY

Given the demonstration of executive function deficits in MCI,
we set out to determine (1) the severity of the deficits in various
sub-domains of executive function and (2) the frequency of
impairment in each sub-domain. Assessing individuals with a
clinical diagnosis of amnestic MCI, we first demonstrate that
there are statistically reliable group differences between MCI
patients and controls on all tests of executive functioning.
In light of the previous literature, we then predicted that MCI
patients would exhibit a mild-to-moderate impairment on the
measures of inhibitory control and smaller but reliable deficits in
other sub-domains. Second, based on the few previous studies
of prevalence, we predicted that impairment would be common
in one or more sub-domains.

METHOD

Participants

The Consortium on Cognition and Aging of the Quebec
Research Network on Aging recruited 40 MCI patients who
met the criteria for testing from seven memory clinics across
Quebec. Thirty-two normal elderly controls (NECs) were
recruited as controls matched on age, education, and sex. MCI
patients were referred by one of the participating physicians as
part of their normal clinical work. Informed consent was
obtained from all participants and ethical approval for the study
was obtained from all institutions involved.

A standardized diagnostic checklist was used at all sites,
with a standardized clinical and neuropsychological assess-
ment in French or English. Physicians performed a mental
status assessment and a physical evaluation for each patient
and confirmed the diagnosis of MCI using agreed-upon cri-
teria (Petersen et al., 2009; Winblad et al., 2004). Patients
were not selected a priori to have executive function deficits.
In fact, in our MCI sample, 100% were judged by the refer-
ring physician based on his/her clinical evaluation to have
amnestic MCI, with a primary memory impairment at the
time of diagnosis. In 15 patients, memory was judged to be
the only domain impaired, and the remaining 25 patients
were judged to have deficits in multiple cognitive domains,
including memory. Notably, only 6 of the 40 MCI patients
(15%) were judged to have executive function or judgment
difficulties, based on standard clinical assessment using
functional questions, verbal fluency, and problem solving.
Thus, our sample was a mixture of single- and multiple-
domain aMCI patients, suggesting that many will go on to
develop AD. Once a patient was diagnosed with aMCI, they
were referred for an extensive cognitive evaluation using the
Consortium’s neuropsychological battery. To ensure that
there was no objective functional impairment, patients were
administered the Barthel Index (Mahoney & Barthel, 1965)
and the Functional Activities Questionnaire (Pfeffer, Kur-
osaki, Harrah, Chance, & Filos, 1982).

NECs were excluded if they demonstrated an abnormal score
on either the Mini-Mental State Examination (MMSE , 25;
Folstein, Folstein, & McHugh, 1975) or the Montreal Cogni-
tive Assessment (MoCA , 26; Nasreddine et al., 2005). The
MoCA is a cognitive screening test specifically designed to
detect MCI and was included as a screen for control partici-
pants because it is more sensitive to detecting MCI than the
MMSE (sensitivity 5 90%; Nasreddine et al., 2005); thus, we
can be confident that the NEC group was cognitively intact.
Lastly, NECs were excluded if subjective memory complaints
were present (Subjective Memory Complaints Scale .9;
Schmand, Jonker, Hooijer, & Lindeboom, 1996).

Exclusion criteria for all participants included evidence of
serious health problems, other brain disease such as tumor,
Parkinson’s disease, or large vessel stroke (evidenced clini-
cally or on computed tomography [CT] scan; magnetic
resonance imaging [MRI] assessment was not routinely carried
out to assess small vessel disease), medical disorders which
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might impair cognition (e.g., metabolic dysfunction such as
uncontrolled diabetes, thyroid dysfunction, B12/folic acid
deficiency, or alcohol abuse), or a chronic psychiatric disorder
(other than mild depressive symptoms). For MCI patients, this
information was obtained through the physician’s physical
examination, and for control participants, through self-report.

Table 1 shows group characteristics for demographic and
clinical screening variables. As Quebec is a bilingual province
and participants were tested in their primary language, the lang-
uage distribution of the two groups was examined. The MCI
group had a significantly higher Francophone-to-Anglophone
ratio. Correlations between language and executive measures
revealed significant correlations with some Tower of London
(TOL) and all Hayling scores, p , .05 (two-tailed). However,
when grouped according to language, there were no significant
differences between Francophones and Anglophones on the
TOL; therefore, language was co-varied in the Hayling test only.
To control for the possible effects of mild depression, we used
the Geriatric Depression Scale score as a covariate for the tests
with which it correlated.

MATERIALS AND PROCEDURE

MCI patients were tested at the individual clinics; the controls
were tested at Concordia University and the Institut Universitaire
de Gériatrie de Montréal. To ensure equivalent standards in data
collection at the memory clinics, common evaluation tools and
standardized procedures were provided. The neuropsychologists,
nurses, and graduate students engaged in data collection were
trained on test administration and provided with a testing manual
detailing the procedures. During data collection, a study coordi-
nator visited the sites to verify that the uniform testing protocol
was used.

Participants completed six tests of executive functioning as
part of a larger battery administered in a standardized order,
which included tests of learning and memory, language,
visual-spatial function, attention, and motor praxis. The six
measures of executive functioning were: the Brown-Peterson
Task1 (BPT; adapted from Belleville, Chatelois, Fontaine, &

Peretz, 2003), the Letter-Number Sequencing subtest of the
Wechsler Adult Intelligence Scale-Third Edition (LNS;
Wechsler, 1997a), the Hayling test2 (Burgess & Shallice,
1997), the Stroop test (Victoria version; Spreen & Strauss,
1998), phonemic and semantic verbal fluency (F, A, S &
animals; Spreen & Strauss, 1998), and the Tower of London3

(TOL; Shallice, 1982).

RESULTS

Group Comparison

We treated each neuropsychological test as a separate family
of statistical tests and used the appropriate Bonferroni correction
for follow-up comparisons. The Huynh-Feldt correction was
used for violations of sphericity. Not all participants completed
all tests; missing data were primarily due to difficulties per-
forming the task or discontinuation due to fatigue. Statistical
comparisons between groups are presented in Table 2. As pre-
dicted, MCI patients exhibited reduced performance compared
to controls on all measures of executive function administered.

Profile of Executive Functioning

Having demonstrated reliable group differences, it was impor-
tant to determine the magnitude of the deficits. Therefore, we

Table 1. Demographic and clinical variables in mild cognitive impairment (MCI) and normal elderly controls (NEC)

MCI NEC

Variable M SD Range M SD Range F (w2) df p

Age 72.4 8.6 50–89 71.8 5.0 60–83 0.15 1, 69 n.s.
Education 13.1 3.1 6–16 14.4 3.2 9–21 3.15 1, 70 n.s.
Sex (% male) 45.0 – – 40.6 – – (0.14) 1, N 5 72 n.s.
Language (% French) 87.5 – – 62.5 – – (6.16) 1, N 5 72 ,.05
MMSE 28.1 1.4 25–30 28.9 1.1 25–30 8.23 1, 69 ,.01
GDS 5.8 3.5 0–15 2.4 2.8 0–9 19.54 1, 68 ,.001
SMCS 7.4 2.7 2–13 4.4 2.5 0–9 21.89 1, 69 ,.001

Note. MMSE 5 Mini-Mental State Examination; GDS 5 Geriatric Depression Scale; SMCS 5 Subjective Memory Complaints Scale.

1 Participants heard randomly sampled consonant trigrams and were
required to keep them in mind for time delays of 0, 10, 20, or 30 seconds,
during which they were required to add one to a series of randomly generated

(footnote continued)
numbers presented orally. Participants were then asked to write down the
three consonants on a response sheet in the order in which they were pre-
sented. There were three practice trials and 12 test trials (3 trials of each of the
4 delay periods).

2 The Hayling test (Burgess & Shallice, 1997) consists of two sections,
each containing 15 sentences missing the last word, which are presented
orally. In Section 1, the participant is required to make a verbal response that
sensibly completes the sentence as quickly as possible. In Section 2, the
participant is required to make a response that in unconnected to the sentence
in every way (French version, Belleville, Rouleau, & Van der Linden, 2006).

3 Abridged version (Shallice, 1982). There are 12 trials, 3 requiring a
minimum of 3 moves to complete (N3), and 9 requiring a minimum of 5
moves to complete (N5). Of the 5-move trials, 6 trials contain a trigger, which
is an instance where one of the balls can be moved directly into its final
position from the first move. Three of those contain a positive trigger (T1),
where moving the ball directly helps to resolve the problem; the other 3 trials
contain a negative trigger (T2), where moving the ball directly hinders the
resolution.
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Table 2. Performance of patients with mild cognitive impairment (MCI) and normal elderly controls (NEC) on cognitive measures

MCI NEC

Variable M SD M SD Sig. h2

Executive Functioning Measures
Brown-Peterson Task (No. Correct Letters)a,g 6.26 1.40 7.49 1.36 * .17

0 s Delay 8.51 0.77 8.66 0.75 .01
10 s Delay 6.22 2.36 7.44 1.61 * .08
20 s Delay 4.62 2.62 6.44 2.29 * .12
30 s Delay 5.68 2.29 7.44 1.81 * .16

Letter-Number Sequencingb,g

Total Score 8.22 2.39 10.81 2.49 * .23
Stroop Testc,h

Interference Time Ratio (sec) 2.53 1.01 2.25 0.72 .09
Interference Errors 1.84 2.32 0.59 1.29 * .10

Hayling Testd,i

Inhibition Time Ratio (sec) 5.53 5.12 5.34 2.25 .00
Errors Score 19.19 7.69 3.13 2.17 * .58
Overall Scaled Score 2.78 1.44 5.63 0.98 * .48

Verbal Fluencye,i

Phonemic Total Words 35.06 12.91 46.56 11.24 * .11
Semantic Total Words 13.31 3.06 18.13 3.83 * .26

Tower of Londonf,j

Total Time (sec) 34.00 10.97 23.30 10.97 * .20
3 Move Trials 16.57 11.60 10.86 3.31 –
5 Move Trials, Positive Trigger 33.29 20.02 21.42 8.76 –
5 Move Trials, No Trigger 38.45 20.36 29.73 17.24 –
5 Move Trials, Negative Trigger 47.71 24.57 31.20 11.90 –

Planning Time (sec) 6.88 3.85 5.60 3.85 .03
3 Move Trials 6.03 4.48 4.58 1.79 –
5 Move Trials, 1ve Trigger 6.78 4.59 5.47 3.57 –
5 Move Trials, No Trigger 8.00 7.12 6.70 4.43 –
5 Move Trials, 2ve Trigger 6.71 4.33 5.65 4.56 –

Number of Moves 7.19 1.58 6.30 1.58 .08
3 Move Trials 3.35 0.61 3.13 0.49 –
5 Move Trials, 1ve Trigger 7.52 2.87 6.18 1.68 –
5 Move Trials, No Trigger 8.45 3.75 7.68 2.94 –
5 Move Trials, 2ve Trigger 9.45 4.03 8.22 1.92 –

Other Cognitive Measures
Cued Selective Reminding Testk

Delayed Recall 12.59 4.20 15.91 0.53 * .22
Visual Reproduction subtest of the WMS-IIIk

Delayed Recall 23.90 24.33 57.03 14.92 * .40
Block Design subtest of the WAIS-IIIk

Total Score 29.49 8.97 37.31 7.20 * .19
Digit Symbol subtest of the WAIS-IIIk

Total Score 44.00 16.22 65.56 15.76 * .32
Boston Naming Testk

Total Score (max. 15) 12.15 1.71 13.63 1.16 * .20
Semantic Knowledgek

Total Score 9.26 2.53 11.69 1.51 * .25
Bell’s Testk

Total Score 31.82 3.51 31.50 4.02 .00

Note.aMixed ANOVA with group (MCI, NEC) as the between-subjects factor and delay (0 s, 10 s, 20 s, 30 s) as the within-subjects factor, significant main
effect of group, main effect for delay, and Group 3 Delay interaction. bUnivariate ANOVA. cInterference time ratio 5 time for colour (interference)
condition divided by time for dot condition. Interference errors 5 errors for colour (interference) condition minus errors for dot condition. MANOVA,
l(2, 67) 5 .899, p5.028, h2 5 .101. dInhibition time ratio 5 mean response latency of Section 2 divided by mean response latency of Section 1. Weighted
error score was obtained by weighting connected errors by 3 and somewhat connected errors by 1 and summing. Overall scaled score was calculated
according to the procedure outlined in Burgess and Shallice (1997). MANOVA with GDS score and language as covariates, l(3, 63) 5 .408, p , .001,
h2 5 .592. eMANOVA with GDS score as a covariate, l(2, 64) 5 .706, p , .001, h2 5 .294. fTotal time, planning time, and number of moves were analyzed
with separate mixed ANOVAs, with group (MCI, NEC) as a between-subjects factor and trial type (N3, N5, T1, T2) as the within-subjects factor.
Significant main effect of group for total time and main effects of trial type for all three measures. gMissing data for 3 MCI patients. hMissing data for
2 MCI patients. iMissing data for 4 MCI patients. jMissing data for 8 MCI patients. kMissing data for 1 MCI patient.
* p , .05.
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calculated standardized scores for each MCI patient based on
the mean and SD of the control group (Figure 1). Mean
standardized scores between 21.0 and 21.5 SDs were
considered to reflect mild impairment, scores between 21.5
and 22.0 SDs a moderate impairment, and scores greater
than 22.0 SDs a severe impairment.

As shown in Figure 1, in the sub-domain of divided
attention, MCI patients were not impaired on the BPT, with
the exception of mild impairment in the 30 s delay condition.
For working memory, patients exhibited a mild impairment
on the LNS. For inhibitory control, MCI patients were not
impaired on Stroop time but showed a mild impairment on
errors. The greatest magnitude of deficits was observed on the
Hayling test, on which severe impairment was found for
errors and the overall scaled score. Scores were not impaired
for inhibition time. Mild impairment was observed for both
phonemic and semantic fluency, with slightly greater impair-
ment on semantic fluency. Finally, patients demonstrated a
mild-to-moderate impairment on total time for three TOL trial
types (N3, T1, T2). Other TOL variables were not impaired.

Frequency of Impairment

Having identified the mean severity of executive function
deficits, it was then important to determine the prevalence of
impairment on each test and in each sub-domain. As shown
in Figure 2, of those who completed all tests in a given sub-
domain, at least half of MCI patients were impaired within
each of the sub-domains (.1.0 SD below the mean), with
impairment in inhibitory control being the most frequent,
followed by fluency, planning, divided attention, and work-
ing memory. The majority were also impaired at the 21.5 SD

level in all sub-domains. Of the patients who completed all
of the tests in this study, 100% were impaired in at least one
sub-domain, 96.4% were impaired in two sub-domains or
more, 96.4% were impaired in three or more sub-domains,
67.9% were impaired in four or more sub-domains, and
42.9% were impaired in all five sub-domains.

Executive Function and Other Cognitive Domains

We computed Pearson product-moment correlations between
the executive function tests to determine whether they were
indeed measuring distinct aspects of executive function,
controlling for Type I error (p , .001). No correlations were
significant. It was then important to rule out the possibility

Fig. 2. Frequency of executive impairment in amnestic mild
cognitive impairment (aMCI) on each test of executive functioning.
BPT 5 Brown-Peterson Task; LNS 5 Letter-Number Sequencing;
TOL 5 Tower of London.

Fig. 1. Average degree of impairment across tests of executive functioning in amnestic mild cognitive impairment (aMCI)
in comparison to our sample of normal elderly controls. Tot 5 total score; LNS 5 Letter-Number Sequencing; Err 5 errors
scaled score; ScSc 5 Overall Scaled Score; Ph 5 phonemic; Sem 5 semantic; N3 5 3-move trial; T1 5 5-move trial,
positive trigger; N5 5 5-move trial, no trigger; T2 5 5-move trial, negative trigger.

6 E.K. Johns et al.



that impaired executive function was driven by impairment in
other cognitive domains. Thus, we examined its relationship
with overall disease severity (measured by the MMSE),
memory performance (delayed recall on the Cued Selective
Reminding Test; Grober & Buschke, 1987; and the Wechsler
Memory Scale-III Visual Reproduction subtest; Wechsler,
1997b), and language performance (Boston Naming Test;
Mack, Freed, Williams, & Henderson, 1992; Semantic
Knowledge Test; Saumier & Chertkow, 2002). We computed
the mean Z-scores for tests of executive function, memory,
and language, respectively. First, the mean Z-score of
delayed recall (M 5 24.2; SD 5 4.2) was significantly lower
than that of the executive function tests (M 5 21.94; SD 5 .89;
t(38) 5 23.3; p 5 .002) but these did not correlate (r 5 2.13;
p 5 .42). Moreover, the mean Z-score of the executive function
tests did not correlate with the MMSE (r 5 2.08; p 5 .61) or
with the mean Z-score of language tests (r 5 .08; p 5 .63).
Taken together, this suggests that the impairment in executive
function was not merely tracking along with impairment in
memory or overall disease severity. It is also interesting to note
that the mean Z-score for Hayling errors (27.2) was actually
larger than the mean Z-score for delayed recall on the Selective
Reminding Test (26.3), indicating that patients showed deficits
at least as severe as on a test of memory. Hayling test perfor-
mance did not correlate with language function (r 5 2.04;
p 5 .80), or working memory (LNS; r 5 .09; p 5 .61).

DISCUSSION

Our goals were to determine whether amnestic MCI patients
(with or without other deficits) exhibited impairment in various
sub-domains of executive functioning as well as the severity
and frequency of any such impairment. There were reliable and
significant group differences on all tests of executive control
administered. Strikingly, impairments greater than 1.0 SD
below the mean of normal controls were found in all five
executive sub-domains. MCI patients showed mild impairment
on the most demanding condition involving divided attention
(BPT), were mildly impaired on working memory (LNS),
verbal fluency, and planning (TOL), and severely impaired on
one measure of inhibitory control (Hayling test) and mildly
impaired on the other (Stroop). Finally, impairment was
frequent on each of the tests of executive functioning, ranging
from 54% (LNS) to 95% (Hayling test). Moreover, we found
that overall performance on tests of executive functioning was
not related to overall disease severity, memory performance,
language performance, or demographic variables. Furthermore,
impairment on errors on the Hayling test was as severe as on a
measure of verbal delayed recall.

Thus, amnestic MCI individuals who were not judged in the
clinic to have particular impairments in executive functioning
based on functional testing and simple mental status evaluation,
in fact performed lower than controls on a variety of executive
functioning tests. This finding is consistent with the emerging
literature in which executive functioning deficits are increas-
ingly reported in MCI (see the Appendix). Our results question

the view that aMCI and early AD predominantly involve deficits
in episodic memory, and suggest that executive dysfunction
may be an important and underappreciated area of impairment
in these disorders. Previous studies have typically not examined
multiple sub-domains of executive functioning, and doing so in
the present study allowed us to determine that MCI patients
perform lower than controls in several areas. The examination
of multiple sub-domains also allowed us to compare the sub-
domains in terms of severity and frequency of impairment.

We consistently observed a particular deficit in inhibitory
control. Specifically, the Hayling test produced the largest
effect sizes in the group comparison, the greatest degree of
impairment, and the highest frequency of impairment. The
Stroop test (our other inhibition test) had substantially smaller
effect sizes and a smaller degree and frequency of impairment.
This is consistent with findings in AD (Belleville, Rouleau, &
Van der Linden, 2006). The present results indicate that the
Hayling test is sensitive to impairment in inhibitory control and
could have substantial clinical utility in both the diagnosis of
MCI and monitoring treatment efficacy.

Although the two inhibitory tests differed in their sensi-
tivity to deficits in our MCI patients, this could be due to their
task demands. The Stroop test explicitly presents both com-
peting response sets to the examinee (i.e., the to-be-ignored
word and the target color of the ink). In contrast, on the
Hayling test, the examinee is given a strong context that leads
to an expected response that must be inhibited and a novel,
unrelated response must be generated. The absence of the
alternative response may make the inhibition of the habitual
response more difficult. We do not believe that the deficit
on the Hayling test was caused by difficulty finding an
alternative word, as MCI patients did not take longer to
produce their responses nor did the deficit correlate with
their language performance; they simply did not inhibit the
prepotent response (reflected by the high error rate). We also
believe that the sensitivity of the Hayling is due to the very
low base rate of errors in control participants, thus making the
patients’ errors striking.

The very high prevalence of executive dysfunction in our
sample of individuals judged clinically to be amnestic MCI
patients is striking. Every MCI patient in our cohort was
impaired in at least one sub-domain of executive functioning,
96% were impaired in at least two sub-domains, and 43%
were impaired in all five sub-domains. This is notable given
recent reports (e.g., Jak, Bondi, et al., 2009) showing that
requiring impairment on two or more tests within a cognitive
domain improved the stability of diagnosis for single and mul-
tiple domain aMCI. There is a striking discrepancy between the
high prevalence of executive dysfunction we demonstrated with
neuropsychological testing and the physicians’ clinical obser-
vation at the time of diagnosis, which was only 15%. These
results underline the difficulty in testing executive function
ability in a clinical setting or ‘‘at the bedside,’’ largely relying on
reports of functional impairment and ‘‘loss of judgment,’’ and
demonstrate the importance of a thorough neuropsychological
evaluation in revealing these problems. Although the current
diagnostic guidelines for MCI (Albert et al., 2011) recognize the
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importance of neuropsychological testing, they acknowledge
that cognitive testing may not always be feasible and that bed-
side testing may not be sensitive to the subtle deficits in MCI
or accurately assess cognitive domains other than memory.
Furthermore, it is not universally agreed that neuropsychologi-
cal testing is routinely needed for diagnosis (Petersen, 2011).
The results of the present study suggest that deficits in executive
functioning may be frequently missed if neuropsychological
testing assessing multiple sub-domains of executive function is
not conducted.

A thorough understanding of a patient’s cognitive func-
tioning is essential for treatment planning and patient care. If
executive impairment is frequently present in patients with
MCI but unrecognized without adequate assessment, then the
opportunity to appropriately council patients and their care-
givers will be missed. Several studies have found that
executive functioning is related to functional abilities, such as
financial and medical decision making, in community-
dwelling older adults (Royall et al., 2002). Therefore, careful
assessment of possible executive dysfunction should be
undertaken, and these cognitive abilities could be used to
inform patient care with regards to a patient’s ability to
function in areas of daily life requiring goal-directed beha-
vior, complex decision-making, and judgment. Furthermore,
the presence of executive dysfunction is related to decreased
abilities to perform activities of daily living in AD (Pereira,
Yassuda, Oliveira, & Forlenza, 2008). Thus, the early iden-
tification of executive impairments may help to predict long-
term functional outcome.

Another potential implication of the high frequency and
severity of executive impairment in MCI is the possibility of
using tests of executive function to predict conversion to
dementia. MCI patients with impairment in another domain in
addition to memory have a greater likelihood of progressing to
AD (Bozoki et al., 2001) and are more likely to be functionally
impaired (Aretouli & Brandt, 2010). The Hayling test in parti-
cular may be useful in demonstrating the presence of a non-
memory impairment in MCI patients, thus improving prognostic
accuracy. Future research should be directed at examining the
predictive utility of the Hayling test and other tests of executive
functioning for conversion of MCI to dementia.

Although executive dysfunction has been reported in the
earliest stages of AD and in MCI, and the present study found
deficits in several sub-domains of executive functioning in
MCI, the neural substrates of these deficits remain unclear.
Although frontal lobe atrophy is not characteristic of MCI or
very early AD (Whitwell, Przybelski, et al., 2007), recent PET
studies using PiB uptake as an in vivo amyloid marker have
found uptake in frontal cortex (among other areas), with MCI
patients showing a bimodal pattern (the majority being similar
to AD with a similar distribution, and a minority showing low
binding, or binding intermediate between controls and AD;
Rabinovici & Jagust, 2009; Villemagne et al., 2008). Although
some studies have found an association between PiB uptake
and episodic memory performance (see Quigley, Colloby, &
O’Brien, 2011), the relationship between PiB uptake and
cognition varies widely within and across groups (Rabinovici

& Jagust, 2009). Thus, the possibility that amyloid pathology
in frontal brain areas may relate to our findings is intriguing but
speculative at this point.

One possible explanation for executive dysfunction in early
AD and MCI is that AD can be characterized as a disconnection
syndrome. This is evidenced by neuronal damage in cortico-
cortical connections and a loss of coherence in brain activity
between anterior and posterior regions and between hemispheres
(for reviews, see Bokde, Ewers, & Hampel, 2009; De Lacoste &
White, 1993; Delbeuck, Van der Linden, & Collette, 2003;
Salmon & Bondi, 2009). Therefore, the executive dysfunction
seen in AD and MCI may be due to multiple neuropathological
and metabolic changes in anterior and posterior regions and/or
the classic limbic system which involves both medial temporal
and anterior cingulate regions. This loss of anatomical and
functional connectivity could explain deficits in cognitive areas
that rely on distributed networks connecting different regions,
such as executive functions (Delbeuck et al., 2003; Morris,
2004). It is interesting to note that there is some evidence of
impairment in AD and MCI on tasks requiring information
integration (Festa et al., 2005; Foster, Behrmann, & Stuss, 1999;
Golob, Miranda, Johnson, & Starr, 2001). Some groups,
including ours, are beginning to investigate cortical connectivity
and its relation to cognitive functioning in MCI (e.g., Jiang &
Zheng, 2006; Johns, Davies, & Phillips, 2011; Pijnenburg et al.,
2004), but more work is needed in this area.

Two potential limitations of the present study warrant
mention. First, we were unable to statistically control for the
presence of mild depression in the MCI patients in our ana-
lysis of severity and frequency of impairment; thus, it is
unknown to what extent mild depression may influence
degree or frequency of impairment on the Hayling test or
verbal fluency (i.e., the two tests with which GDS scores
were correlated). Nevertheless, we believe our approach was
clinically valid, as it is common that MCI patients will pre-
sent with symptoms of mild depression. Second, it would
have been desirable to have had a larger sample size, which
would have allowed us to undertake a factor analysis of the
multiple measures of executive function to better explore the
inter-relationships between the sub-domains.

In summary, we demonstrated that impairment is common
in amnestic MCI across multiple sub-domains of executive
functioning. Significant group differences were found between
MCI patients and normal controls on all executive tests
administered in this study. Furthermore, impairment was
observed in all five sub-domains, and more than half of MCI
patients were impaired within each of the sub-domains, with a
particularly severe and frequent impairment in inhibitory
control (Hayling test). These results indicate that, in addition to
impairments in episodic memory, executive impairment is an
important aspect of MCI. As noted above, there is a risk that
such deficits might be missed in the course of a clinic or bed-
side assessment and this points to the importance of having a
thorough neuropsychological evaluation when resources exist.
Importantly, tests of executive functioning, and particularly
inhibitory control, should be used in any neuropsychological
test battery used to detect and characterize MCI. Our study
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contributes to the growing discussion of the importance of
assessing multiple measures in multiple domains of cognition
and the consequent impact on the diagnosis of MCI (Ganguli
et al., 2011; Schinka et al., 2010). This will help with early and
accurate diagnosis, improve case management, and potentially
contribute to the identification of persons with a particularly
high risk of developing dementia.
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Belleville, S., Chertkow, H., & Gauthier, S. (2007). Working
memory and control of attention in persons with Alzheimer’s
disease and mild cognitive impairment. Neuropsychology, 21,
458–469. doi:10.1037/0894-4105.21.4.458

Belleville, S., Rouleau, N., & Van der Linden, M. (2006). Use of the
Hayling task to measure inhibition of prepotent responses in
normal aging and Alzheimer’s disease. Brain and Cognition, 62,
113–119. doi:10.1016/j.bandc.2006.04.006

Beversdorf, D.Q., Ferguson, J.L., Hillier, A., Sharma, U.K.,
Nagaraja, H.N., Bornstein, R.A., & Scharre, D.W. (2007).
Problem solving ability in patients with mild cognitive impair-
ment. Cognitive and Behavioral Neurology, 20, 44–47.
doi:10.1097/WNN.0b013e31802e5101

Bisiacchi, P.S., Borella, E., Bergamaschi, S., Carretti, B., &
Mondini, S. (2008). Interplay between memory and executive
functions in normal and pathological aging. Journal of Clinical
and Experimental Neuropsychology, 30, 723–733. doi:10.1080/
13803390701689587

Bokde, A.L., Ewers, M., & Hampel, H. (2009). Assessing neuronal
networks: Understanding Alzheimer’s disease. Progress in
Neurobiology, 89, 125–133. doi:10.1016/j.pneurobio.2009.06.004

Borkowska, A., Drozdz, W., Jurkowski, P., & Rybakowski, J.K.
(2009). The Wisconsin Card Sorting Test and the N-back test in
mild cognitive impairment and elderly depression. The World
Journal of Biological Psychiatry, 10, 870–876. doi:10.1080/
15622970701557985

Bozoki, A., Giordani, B., Heidebrink, J.L., Berent, S., & Foster,
N.L. (2001). Mild cognitive impairments predict dementia in
nondemented elderly patients with memory loss. Archives of
Neurology, 58, 411–416. doi:10.1001/archneur.58.3.411

Braak, H., & Braak, E. (1997). Staging of Alzheimer-related cortical
destruction. International Psychogeriatrics, 9(Suppl 1), 257–261;
discussion 269–272.

Brambati, S.M., Belleville, S., Kergoat, M.J., Chayer, C., Gauthier,
S., & Joubert, S. (2009). Single- and multiple-domain amnestic
mild cognitive impairment: Two sides of the same coin?
Dementia and Geriatric Cognitive Disorders, 28, 541–549.
doi:10.1159/000255240

Brandt, J., Aretouli, E., Neijstrom, E., Samek, J., Manning, K.,
Albert, M.S., & Bandeen-Roche, K. (2009). Selectivity of
executive function deficits in mild cognitive impairment.
Neuropsychology, 23, 607–618. doi:10.1037/a0015851

Burgess, P.W., & Shallice, T. (1997). The Hayling and Brixton
Tests. Bury St. Edmunds: Thames Valley Test Company Limited.

Executive Function in MCI 9



Chang, Y.L., Jacobson, M.W., Fennema-Notestine, C., Hagler,
D.J., Jr., Jennings, R.G., Dale, A.M., & McEvoy, L.K. (2010).
Level of executive function influences verbal memory in
amnestic mild cognitive impairment and predicts prefrontal and
posterior cingulate thickness. Cerebral Cortex, 20, 1305–1313.
doi:10.1093/cercor/bhp192

Chao, L.L., Pa, J., Duarte, A., Schuff, N., Weiner, M.W., Kramer, J.H.,
y Johnson, J.K. (2009) Patterns of cerebral hypoperfusion in
amnestic and dysexecutive MCI. Alzheimer Disease and Associated
Disorders, 23, 245–252. doi:10.1097/WAD.0b013e318199ff46

Chen, P., Ratcliff, G., Belle, S.H., Cauley, J.A., DeKosky, S.T., &
Ganguli, M. (2001). Patterns of cognitive decline in presympto-
matic Alzheimer disease: A prospective community study.
Archives of General Psychiatry, 58, 853–858. doi:10.1001/
archpsyc.58.9.853

Chen, T.F., Chen, Y.F., Cheng, T.W., Hua, M.S., Liu, H.M., &
Chiu, M.J. (2009). Executive dysfunction and periventricular
diffusion tensor changes in amnesic mild cognitive impairment
and early Alzheimer’s disease. Human Brain Mapping, 30,
3826–3836. doi:10.1002/hbm.20810

Collie, A., & Maruff, P. (2000). The neuropsychology of preclinical
Alzheimer’s disease and mild cognitive impairment. Neu-
roscience and Biobehavioral Reviews, 24, 365–374. doi:10.1016/
S0149-7634(00)00012-9

Dannhauser, T., Walker, Z., Stevens, T., Lee, L., Seal, M., &
Shergill, S. (2005). The functional anatomy of divided attention
in amnestic mild cognitive impairment. Brain, 128, 1418.
doi:10.1093/brain/awh413

De Lacoste, M.C., & White, C.L., III. (1993). The role of cortical
connectivity in Alzheimer’s disease pathogenesis: A review and
model system. Neurobiology of Aging, 14, 1–16. doi:10.1016/
0197-4580(93)90015-4

Delano-Wood, L., Bondi, M.W., Sacco, J., Abeles, N., Jak, A.J.,
Libon, D.J., & Bozoki, A. (2009). Heterogeneity in mild
cognitive impairment: Differences in neuropsychological profile
and associated white matter lesion pathology. Journal of the
International Neuropsychological Society, 15, 906–914.
doi:10.1017/S1355617709990257

Delbeuck, X., Van der Linden, M., & Collette, F. (2003).
Alzheimer’s disease as a disconnection syndrome? Neuropsy-
chology Review, 13, 79–92. doi:10.1023/A:1023832305702

Duke, L.M., & Kaszniak, A.W. (2000). Executive control functions
in degenerative dementias: A comparative review. Neuropsychol-
ogy Review, 10, 75–99. doi:10.1023/A:1009096603879

Duong, A., Whitehead, V., Hanratty, K., & Chertkow, H. (2006).
The nature of lexico-semantic processing deficits in mild
cognitive impairment. Neuropsychologia, 44, 1928–1935.
doi:10.1016/j.neuropsychologia.2006.01.034

Dwolatzky, T., Whitehead, V., Doniger, G.M., Simon, E.S.,
Schweiger, A., Jaffe, D., & Chertkow, H. (2003). Validity of a
novel computerized cognitive battery for mild cognitive impair-
ment. BMC Geriatrics, 3, 4. doi:10.1186/1471-2318-3-4

Egerhazi, A., Berecz, R., Bartok, E., & Degrell, I. (2007).
Automated Neuropsychological Test Battery (CANTAB) in mild
cognitive impairment and in Alzheimer’s disease. Progress in
Neuro-Psychopharmacology and Biological Psychiatry, 31,
746–751. doi:10.1016/j.pnpbp.2007.01.011

Espinosa, A., Alegret, M., Boada, M., Vinyes, G., Valero, S., Martinez-
Lage, P., y Tarraga, L. (2009). Ecological assessment of executive
functions in mild cognitive impairment and mild Alzheimer’s
disease. Journal of the International Neuropsychological Society,
15, 751–757. doi:10.1017/S135561770999035X

Farias, S.T., Mungas, D., Reed, B.R., Harvey, D., Cahn-Weiner, D.,
& Decarli, C. (2006). MCI is associated with deficits in everyday
functioning. Alzheimer Disease and Associated Disorders, 20,
217–223. doi:10.1097/01.wad.0000213849.51495.d9

Festa, E.K., Insler, R.Z., Salmon, D.P., Paxton, J., Hamilton, J.M.,
& Heindel, W.C. (2005). Neocortical disconnectivity disrupts
sensory integration in Alzheimer’s disease. Neuropsychology, 19,
728–738. doi:10.1037/0894-4105.19.6.728

Folstein, M.F., Folstein, S.E., & McHugh, P.R. (1975). ‘‘Mini-
mental state’’. A practical method for grading the cognitive state
of patients for the clinician. Journal of Psychiatric Research, 12,
189–198.

Foster, J.K., Behrmann, M., & Stuss, D.T. (1999). Visual attention
deficits in Alzheimer’s disease: Simple versus conjoined feature
search. Neuropsychology, 13, 223–245.

Ganguli, M., Snitz, B.E., Saxton, J.A., Chang, C.C., Lee, C.W.,
Vander Bilt, J., y Petersen, R.C. (2011). Outcomes of mild
cognitive impairment by definition: A population study. Archives
of Neurology, 68, 761–767. doi:10.1001/archneurol.2011.101

Golob, E.J., Miranda, G.G., Johnson, J.K., & Starr, A. (2001).
Sensory cortical interactions in aging, mild cognitive impairment,
and Alzheimer’s disease. Neurobiology of Aging, 22, 755–763.

Griffith, H.R., Netson, K.L., Harrell, L.E., Zamrini, E.Y., Brock-
ington, J.C., & Marson, D.C. (2006). Amnestic mild cognitive
impairment: Diagnostic outcomes and clinical prediction over a
two-year time period. Journal of the International Neuropsycho-
logical Society, 12, 166–175. doi:10.10170S1355617706060267

Grober, E., & Buschke, H. (1987). Genuine memory deficits in
dementia. Developmental Neuropsychology, 3, 13–36. doi:10.1080/
87565648709540361

Grundman, M., Petersen, R.C., Ferris, S.H., Thomas, R.G., Aisen,
P.S., Bennett, D.A., y Thal, L.J. (2004). Mild cognitive
impairment can be distinguished from Alzheimer disease and
normal aging for clinical trials. Archives of Neurology, 61, 59–66.
doi:10.1001/archneur.61.1.59

Jak, A.J., Bangen, K.J., Wierenga, C.E., Delano-Wood, L., Corey-
Bloom, J., & Bondi, M.W. (2009). Contributions of neuropsy-
chology and neuroimaging to understanding clinical subtypes of
mild cognitive impairment. International Review of Neurobiol-
ogy, 84, 81–103. doi:10.1016/S0074-7742(09)00405-X

Jak, A.J., Bondi, M.W., Delano-Wood, L., Wierenga, C., Corey-
Bloom, J., Salmon, D.P., & Delis, D.C. (2009). Quantification of
five neuropsychological approaches to defining mild cognitive
impairment. American Journal of Geriatric Psychiatry, 17,
368–375. doi:10.1097/JGP.0b013e31819431d5

Jiang, Z.Y., & Zheng, L.L. (2006). Inter- and intra-hemispheric
EEG coherence in patients with mild cognitive impairment at rest
and during working memory task. Journal of Zhejiang University.
Science. B, 7, 357–364. doi:10.1631/jzus.2006.B0357

Johns, E.K., Davies, S., & Phillips, N.A. (2011, July). Functional
neural mechanisms underlying executive functioning in mild
cognitive impairment and Alzheimer’s disease: An EEG coher-
ence study. Paper presented at the International Conference on
Alzheimer’s Disease, Paris, France.

Johns, E.K., Phillips, N.A., Belleville, S., Goupil, D., Babins, L.,
Kelner, N., y Chertkow, H. (2009). Executive functions in
frontotemporal dementia and Lewy body dementia. Neuropsy-
chology, 23, 765–777. doi:10.1037/a0016792

Kramer, J.H., Nelson, A., Johnson, J.K., Yaffe, K., Glenn, S.,
Rosen, H.J., & Miller, B.L. (2006). Multiple cognitive deficits in
amnestic mild cognitive impairment. Dementia and Geriatric
Cognitive Disorders, 22, 306–311. doi:10.1159/000095303

10 E.K. Johns et al.



Libon, D.J., Xie, S.X., Eppig, J., Wicas, G., Lamar, M., Lippa, C.,
y Wambach, D.M. (2010). The heterogeneity of mild cognitive
impairment: A neuropsychological analysis. Journal of the
International Neuropsychological Society, 16, 84–93. doi:10.1017/
S1355617709990993

Loewenstein, D.A., Acevedo, A., Agron, J., Issacson, R., Strauman,
S., Crocco, E., y Duara, R. (2006). Cognitive profiles in
Alzheimer’s disease and in mild cognitive impairment of different
etiologies. Dementia and Geriatric Cognitive Disorders, 21,
309–315. doi:10.1159/000091522

Lonie, J.A., Herrmann, L.L., Tierney, K.M., Donaghey, C., O’Car-
roll, R., Lee, A., & Ebmeier, K.P. (2009a). Lexical and semantic
fluency discrepancy scores in aMCI and early Alzheimer’s
disease. Journal of Neuropsychology, 3, 79–92. doi:10.1348/
1748664083289935

Lonie, J.A., Tierney, K.M., Herrmann, L.L., Donaghey, C.,
O’Carroll, R.E., Lee, A., & Ebmeier, K.P. (2009b). Dual task
performance in early Alzheimer’s disease, amnestic mild
cognitive impairment and depression. Psychological Medicine,
39, 23–31. doi:10.1017/S0033291708003346

Lopez, O.L., Becker, J.T., Jagust, W.J., Fitzpatrick, A., Carlson,
M.C., DeKosky, S.T., y Kuller, L.H. (2006). Neuropsycho-
logical characteristics of mild cognitive impairment subgroups.
Journal of Neurology, Neurosurgery, and Psychiatry, 77,
159–165. doi:10.1136/jnnp.2004.045567

Lopez, O.L., & Belle, S. (2004). Neurobiological approaches to the
treatment of Alzheimer’s disease. In R. Morris & J. Becker (Eds.),
Cognitive neuropsychology of Alzheimer’s disease (2nd ed.,
pp. 391–414). Oxford: Oxford University Press.

Mack, W.J., Freed, D.M., Williams, B.W., & Henderson, V.W.
(1992). Boston Naming Test: Shortened versions for use in
Alzheimer’s disease. Journal of Gerontology, 47, P154–158.

Mahoney, F.I., & Barthel, D.W. (1965). Functional evaluation: The
Barthel Index. Maryland State Medical Journal, 14, 61–65.

Morris, R. (2004). Neurobiological abnormalities in Alzheimer’s
disease: Structural, genetic, and functional correlates of cognitive
dusfunction. In R. Morris & J. Becker (Eds.), Cognitive
neuropsychology of Alzheimer’s disease (2nd ed., pp. 299–319).
Oxford: Oxford University Press.

Muangpaisan, W., Intalapaporn, S., & Assantachai, P. (2010). Digit
span and verbal fluency tests in patients with mild cognitive
impairment and normal subjects in Thai-community. Journal of
the Medical Association of Thailand, 93, 224–230.

Murphy, K.J., Rich, J.B., & Troyer, A.K. (2006). Verbal fluency
patterns in amnestic mild cognitive impairment are characteristic
of Alzheimer’s type dementia. Journal of the International
Neuropsychological Society, 12, 570–574. doi:10.1017/S1355
617706060590

Nasreddine, Z.S., Phillips, N.A., Bedirian, V., Charbonneau, S.,
Whitehead, V., Collin, I., y Chertkow, H. (2005). The
Montreal Cognitive Assessment, MoCA: A brief screening tool
for mild cognitive impairment. Journal of the American
Geriatrics Society, 53, 695–699. doi:10.1111/j.1532-5415.
2005.53221.x

Nordlund, A., Rolstad, S., Hellstrom, P., Sjogren, M., Hansen, S., &
Wallin, A. (2005). The Goteborg MCI study: Mild cognitive
impairment is a heterogeneous condition. Journal of Neurology,
Neurosurgery, and Psychiatry, 76, 1485–1490. doi:10.1136/
jnnp.2004.050385

Nutter-Upham, K.E., Saykin, A.J., Rabin, L.A., Roth, R.M.,
Wishart, H.A., Pare, N., & Flashman, L.A. (2008). Verbal
fluency performance in amnestic MCI and older adults with

cognitive complaints. Archives of Clinical Neuropsychology, 23,
229–241. doi:10.1016/j.acn.2008.01.005

Olson, B.L., Holshouser, B.A., Britt, III W., Mueller, C., Baqai, W.,
Patra, S., y Kirsch, W.M. (2008). Longitudinal metabolic and
cognitive changes in mild cognitive impairment patients.
Alzheimer Disease and Associated Disorders, 22, 269–277.
doi:10.1097/WAD.0b013e3181750a65

Pereira, F.S., Yassuda, M.S., Oliveira, A.M., & Forlenza, O.V.
(2008). Executive dysfunction correlates with impaired functional
status in older adults with varying degrees of cognitive
impairment. International Psychogeriatrics, 20, 1104–1115.
doi:10.1017/S1041610208007631

Perri, R., Serra, L., Carlesimo, G.A., & Caltagirone, C. (2007).
Preclinical dementia: An Italian multicentre study on amnestic
mild cognitive impairment. Dementia and Geriatric Cognitive
Disorders, 23, 289–300. doi:10.1159/000100871

Perry, R.J., & Hodges, J.R. (1999). Attention and executive deficits
in Alzheimer’s disease. A critical review. Brain, 122(Pt 3),
383–404. doi:10.1093/brain/122.3.383

Petersen, R.C. (2011). Clinical practice. Mild cognitive impairment.
New England Journal of Medicine, 364, 2227–2234.
doi:10.1056/NEJMcp0910237

Petersen, R.C., Doody, R., Kurz, A., Mohs, R.C., Morris, J.C.,
Rabins, P.V., y Winblad, B. (2001). Current concepts in mild
cognitive impairment. Archives of Neurology, 58, 1985–1992.
doi:10.1001/archneur.58.12.1985

Petersen, R.C., Parisi, J.E., Dickson, D.W., Johnson, K.A., Knop-
man, D.S., Boeve, B.F., y Kokmen, E. (2006). Neuropathologic
features of amnestic mild cognitive impairment. Archives of
Neurology, 63, 665–672. doi:10.1001/archneur.63.5.665

Petersen, R.C., Roberts, R.O., Knopman, D.S., Boeve, B.F., Geda,
Y.E., Ivnik, R.J., y Jack, C.R., Jr. (2009). Mild cognitive
impairment: Ten years later. Archives of Neurology, 66,
1447–1455. doi:10.1001/archneurol.2009.266

Pfeffer, R.I., Kurosaki, T.T., Harrah, Jr. C.H., Chance, J.M., &
Filos, S. (1982). Measurement of functional activities in
older adults in the community. Journal of Gerontology, 37,
323–329.

Phillips, N.A., Chertkow, H., Leblanc, M.M., Pim, H., & Murtha, S.
(2004). Functional and anatomical memory indices in patients
with or at risk for Alzheimer’s disease. Journal of the
International Neuropsychological Society, 10, 200–210.

Pijnenburg, Y.A., v d Made, Y., van Cappellen van Walsum, A.M.,
Knol, D.L., Scheltens, P., & Stam, C.J. (2004). EEG synchroni-
zation likelihood in mild cognitive impairment and Alzheimer’s
disease during a working memory task. Clinical Neurophysiol-
ogy, 115, 1332–1339. doi:10.1016/j.clinph.2003.12.029

Price, S.E., Kinsella, G.J., Ong, B., Mullaly, E., Phillips, M.,
Pangnadasa-Fox, L., y Storey, E. (2010). Learning and memory
in amnestic mild cognitive impairment: Contribution of working
memory. Journal of the International Neuropsychological
Society, 16, 342–351. doi:10.1017/S1355617709991391

Quigley, H., Colloby, S.J., & O’Brien, J.T. (2011). PET imaging of
brain amyloid in dementia: A review. International Journal of
Geriatric Psychiatry, 26, 991–999. doi:10.1002/gps.2640

Rabinovici, G.D., & Jagust, W.J. (2009). Amyloid imaging in aging
and dementia: Testing the amyloid hypothesis in vivo. Beha-
vioural Neurology, 21, 117–128. doi:10.3233/ben-2009-0232

Reisberg, B., Ferris, S.H., de Leon, M.J., Franssen, E.S.E., Kluger,
A., Mir, P., y Cohen, J. (1988). Stage-specific behavioral,
cognitive, and in vivo changes in community residing subjects
with age-associated memory impairment and primary degenerative

Executive Function in MCI 11



dementia of the Alzheimer type. Drug Development Research, 15,
101–114. doi:10.1002/ddr.430150203

Ribeiro, F., de Mendonca, A., & Guerreiro, M. (2006). Mild
cognitive impairment: Deficits in cognitive domains other than
memory. Dementia and Geriatric Cognitive Disorders, 21,
284–290. doi:10.1159/000091435

Royall, D.R., Lauterbach, E.C., Cummings, J.L., Reeve, A.,
Rummans, T.A., Kaufer, D.I., y Coffey, C.E. (2002). Executive
control function: A review of its promise and challenges for
clinical research. A report from the Committee on Research of the
American Neuropsychiatric Association. Journal of Neuropsy-
chiatry and Clinical Neurosciences, 14, 377–405. doi:10.1176/
appi.neuropsych.14.4.377

Rozzini, L., Chilovi, B.V., Conti, M., Bertoletti, E., Delrio, I.,
Trabucchi, M., & Padovani, A. (2007). Conversion of amnestic
mild cognitive impairment to dementia of Alzheimer type is
independent to memory deterioration. International Journal of
Geriatric Psychiatry, 22, 1217–1222. doi:10.1002/gps.1816

Salmon, D.P., & Bondi, M.W. (2009). Neuropsychological assess-
ment of dementia. Annual Review of Psychology, 60, 257–282.
doi:10.1146/annurev.psych.57.102904.190024

Saumier, D., & Chertkow, H. (2002). Semantic memory. Current
Neurology and Neuroscience Reports, 2, 516–522. doi:10.1007/
s11910-002-0039-9

Saunders, N.L., & Summers, M.J. (2010). Attention and working
memory deficits in mild cognitive impairment. Journal of
Clinical and Experimental Neuropsychology, 32, 350–357.
doi:10.1080/13803390903042379

Schinka, J.A., Loewenstein, D.A., Raj, A., Schoenberg, M.R.,
Banko, J.L., Potter, H., & Duara, R. (2010). Defining mild
cognitive impairment: Impact of varying decision criteria on
neuropsychological diagnostic frequencies and correlates. Amer-
ican Journal of Geriatric Psychiatry, 18, 684–691. doi:10.1097/
JGP.0b013e3181e56d5a

Schmand, B., Jonker, C., Hooijer, C., & Lindeboom, J. (1996).
Subjective memory complaints may announce dementia. Neurol-
ogy, 46, 121–125.

Schmitter-Edgecombe, M., & Sanders, C. (2009). Task switching in
mild cognitive impairment: Switch and nonswitch costs. Journal
of the International Neuropsychological Society, 15, 103–111.
doi:10.1017/S1355617708090140

Shallice, T. (1982). Specific impairments of planning. In D. E.
Broadbent & L. Weiskrantz (Eds.),, The neuropsychology of
cognitive function(pp. 199–209). London: Royal Society.

Sinai, M., Phillips, N.A., Chertkow, H., & Kabani, N.J. (2010). Task
switching performance reveals heterogeneity amongst patients
with mild cognitive impairment. Neuropsychology, 24, 757–774.
doi:10.1037/a0020314

Spreen, O., & Strauss, E. (1998). Compendium of neuropsycholo-
gical tests (2nd ed.). New York: Oxford University Press.

Stuss, D.T., & Levine, B. (2002). Adult clinical neuropsychology:
Lessons from the frontal lobes. Annual Review of Psychology, 53,
401–433. doi:10.1146/annurev.psych.53.100901.135220

Thompson, P.M., Hayashi, K.M., Dutton, R.A., Chiang, M.C.,
Leow, A.D., Sowell, E.R., y Toga, A.W. (2007). Tracking
Alzheimer’s disease. Annals of the New York Academy of
Sciences, 1097, 183–214. doi:10.1196/annals.1379.017

Traykov, L., Raoux, N., Latour, F., Gallo, L., Hanon, O., Baudic, S.,
y Rigaud, A.S. (2007). Executive functions deficit in mild
cognitive impairment. Cognitive and Behavioral Neurology, 20,
219–224. doi:10.1097/WNN.0b013e31815e6254

Villemagne, V.L., Fodero-Tavoletti, M.T., Pike, K.E., Cappai, R.,
Masters, C.L., & Rowe, C.C. (2008). The ART of loss: Abeta
imaging in the evaluation of Alzheimer’s disease and other
dementias. Molecular Neurobiology, 38, 1–15. doi:10.1007/
s12035-008-8019-y

Wechsler, D. (1997a). Wechsler adult intelligence scale-third
edition. New York: The Psychological Corporation.

Wechsler, D. (1997b). Wechsler memory scale-third edition
administration and scoring manual. New York: The Psycholo-
gical Corporation.

Whitwell, J.L., Petersen, R.C., Negash, S., Weigand, S.D., Kantarci,
K., Ivnik, R.J., y Jack, C.R., Jr. (2007). Patterns of atrophy
differ among specific subtypes of mild cognitive impairment.
Archives of Neurology, 64, 1130–1138. doi:10.1001/archneur.
64.8.1130

Whitwell, J.L., Przybelski, S.A., Weigand, S.D., Knopman, D.S.,
Boeve, B.F., Petersen, R.C., & Jack, C.R., Jr. (2007). 3D maps
from multiple MRI illustrate changing atrophy patterns as
subjects progress from mild cognitive impairment to Alzheimer’s
disease. Brain, 130, 1777–1786. doi:10.1093/brain/awm112

Winblad, B., Palmer, K., Kivipelto, M., Jelic, V., Fratiglioni, L.,
Wahlund, L.O., y Petersen, R.C. (2004). Mild cognitive
impairment–beyond controversies, towards a consensus: Report
of the International Working Group on Mild Cognitive Impair-
ment. Journal of Internal Medicine, 256, 240–246. doi:10.1111/
j.1365-2796.2004.01380.x

Wylie, S.A., Ridderinkhof, K.R., Eckerle, M.K., & Manning, C.A.
(2007). Inefficient response inhibition in individuals with mild
cognitive impairment. Neuropsychologia. doi:10.1016/j.neuro
psychologia.2006.11.003

Zhang, Y., Han, B., Verhaegen, P., & Nilsson, L.-G. (2007). Executive
functioning in older adults with mild cognitive impairment: MCI has
effects on planning, but not on inhibition. Aging, Neuropsychology,
and Cognition. Aging, Neuropsychology, and Cognition, 14,
557–570. doi:10.1080/13825580600788118

Zhou, A., & Jia, J. (2009). Different cognitive profiles between mild
cognitive impairment due to cerebral small vessel disease and
mild cognitive impairment of Alzheimer’s disease origin. Journal
of the International Neuropsychological Society, 15, 898–905.
doi:10.1017/S1355617709990816

Zihl, J., Reppermund, S., Thum, S., & Unger, K. (2010).
Neuropsychological profiles in MCI and in depression: Differ-
ential cognitive dysfunction patterns or similar final common
pathway disorder? Journal of Psychiatric Research, doi:10.1016/
j.jpsychires.2009.12.002

12 E.K. Johns et al.



APPENDIX

Summary of studies for which the primary goal was to characterize neuropsychological function in aMCI patients and which
examined performance on at least one test of executive function.

EF Sub-domain Measure Study Deficit
No

Deficit

Divided Attention Baddeley and Papagno Dual-Task Lopez et al., 2006 X
Brown-Peterson Belleville et al., 2007 X
Divided attention paradigm Dannhauser et al., 2005 X
Dual-task paradigm Lonie et al., 2009b X

Nordlund et al., 2005 X
Tests of Everyday Attention –

Telephone Search
Brandt et al., 2009 X

Price et al., 2010 X
Working Memory Digit Span – Backward Bisiacchi et al., 2008 X

Chang et al., 2010 X
Grundman et al., 2004 X
Kramer et al., 2006 X
Lopez et al., 2006 X
Muangpaisan et al., 2010 X
Zhou & Jia, 2009 X
Zihl et al., 2010 X

WMS-III Spatial Span Griffith et al., 2007 X
CANTAB – Spatial Working Memory Egerhazi et al., 2007 X

Saunders & Summers, 2010 X
CANTAB – Spatial Span Egerhazi et al., 2007 X

Saunders & Summers, 2010 X
N-Back Borkowska et al., 2009 X
Parallel Serial Mental Operations Nordlund et al., 2005 X

Inhibitory Control D-KEFS Color-Word Interference Brandt et al., 2009 X
Price et al., 2010 X

Stroop Belanger et al., 2010 X
Dwolatzky et al., 2003 X
Duong et al., 2006 X
Kramer et al., 2006 X
Lopez et al., 2006 X
Nordlund et al., 2005 X
Traykov et al., 2007 X
Zhang et al., 2007 X
Zhou & Jia, 2009 X

Flanker Task Wylie et al., 2007 X
Hayling Belleville et al., 2007 X

Bisiacchi et al., 2008 X
Brandt et al., 2009 X

Go/No-Go Dwolatzky et al., 2003 X
Zhang et al., 2007 X
Zihl et al., 2010 X

Picture Word Test Nordlund et al., 2005 X
Verbal Fluency Phonemic Bisiacchi et al., 2008 X

Duong et al., 2006 X
Griffith et al., 2006 X
Kramer et al., 2006 X
Lonie et al., 2009a X
Lopez et al., 2006 X
Muangpaisan et al., 2010 X
Murphy et al., 2006 X
Nordlund et al., 2005 X

(Continued )
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Continued

EF Sub-domain Measure Study Deficit
No

Deficit

Nutter-Upham et al., 2008 X
Olson et al., 2008 X
Phillips et al., 2004 X
Price et al., 2010 X
Traykov et al., 2007 X
Zihl et al., 2010 X

Semantic Chang et al., 2010 X
Chen et al., 2009 X
Duong et al., 2006
Griffith et al., 2007 X
Grundman et al., 2004 X
Kramer et al., 2006 X
Lonie et al., 2009a X
Lopez et al., 2006 X
Muangpaisan et al., 2010 X
Murphy et al., 2006 X
Nutter-Upham et al., 2008 X
Olson et al., 2008 X
Price et al., 2010 X
Ribeiro et al., 2006 X
Traykov et al., 2007 X
Zhang et al., 2007 X
Zhou & Jia, 2009 X
Zihl et al., 2010 X

Planning Clock Drawing Zhou & Jia, 2009 X
Grundman et al., 2004 X
Olson et al., 2008 X
Griffith et al., 2007 X
Ribeiro et al., 2006 X

Maze task Grundman et al., 2004 X
Porteus Maze Brandt et al., 2009 X

Zhang et al., 2007 X
Zihl et al., 2010 X

D-KEFS Tower Brandt et al., 2009 X
Stockings of Cambridge Egerhazi et al., 2007 X
BADS - Action Program Test Espinosa et al., 2009 X
BADS – Key Search Task Espinosa et al., 2009 X
BADS – Zoo Map Test Espinosa et al., 2009 X
Visuospatial Problem Solving Battery Beversdorf et al., 2007 X
Measurement of Everyday Functioning Farias et al., 2006 X

Cognitive
Flexibility

California Card Sort Test Zhou & Jia, 2009 X

Modified Card Sort - Perseverations Traykov et al., 2007 X
Wisconsin Card Sorting Task Borkowska et al., 2009 X

Nordlund et al., 2005 X
Olson et al., 2008 X
Chen et al., 2009 X

BADS - Rule Shift Cards Test Espinosa et al., 2009 X
CANTAB - Intra–Extra Dimensional Set

Shifting
Saunders & Summers, 2010 X

Trail Making Test - Part B Brandt et al., 2009 X
Chang et al., 2010 X
Nordlund et al., 2005 X
Olson et al., 2008 X

(Continued )
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Continued

EF Sub-domain Measure Study Deficit
No

Deficit

Traykov et al., 2007 X
Trail Making Test - Part B minus Part A Lonie et al., 2009a X

Price et al., 2010 X
Zhang et al., 2007 X

Trail Making Test - Part B/Part A Lopez et al., 2006 X
Modified Trail Making Test Kramer et al., 2006 X
Dementia Rating Scale - Initiation/

Perseveration
Griffith et al., 2006 X

Griffith et al., 2007 X
Shifting on Semantic Fluency Nutter-Upham et al., 2008 X
Task-Switching – Local Switch Cost Sinai et al., 2010 X

Belleville et al., 2008 X
Schmitter-Edgecombe &

Sanders, 2009
X
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