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Depression is linked to deficits in cognitive control and a host of other cognitive impairments arise as a con-
sequence of these deficits. Despite of their important role in depression, there are no mechanistic models of
cognitive control deficits in depression. In this paper we propose how these deficits can emerge from the in-
teraction between motivational and cognitive processes. We review depression-related impairments in key
components of motivation along with new cognitive neuroscience models that focus on the role of motivation in
the decision-making about cognitive control allocation. Based on this review we propose a unifying framework
which connects motivational and cognitive control deficits in depression. This framework is rooted in compu-

tational models of cognitive control and offers a mechanistic understanding of cognitive control deficits in

depression.

1. Introduction

Depression’ profoundly influences the way in which we process
information and think about ourselves, others, and the world around us.
An individual suffering from depression will take a longer time to dis-
engage from the processing of negative information and will experience
difficulties in suppressing irrelevant thoughts, or shifting attention from
one task to another in order to reach a goal. Such issues will make it
difficult for that individual to regulate emotions and adapt to the
changing environment. This is why cognitive processes are a crucial
target for understanding and treating depression (Clark and Beck, 2010;
Kaser et al., 2017).

Depression is characterized by impairments in attention, memory,
and cognitive control (Millan et al., 2012). Cognitive control deficits are
related to central features of depression such as concentration and
memory problems and a host of other cognitive impairments and biases
arise as a consequence of these deficits (Disner et al., 2011; Gotlib and
Joormann, 2010). Cognitive control is crucial in motivated, goal-di-
rected behavior. It represents a set of processes that allow for the
flexible adaptation of cognition and behavior in accordance with our
current goals (Botvinick and Cohen, 2014; Friedman and Miyake, 2017;
Shenhav et al., 2013). For example, cognitive control is necessary if we
want to inhibit negative thoughts and shift our attention to a new task.
Impairments in such control processes are found across a wide range of
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psychiatric disorders (Millan et al., 2012), and they have been con-
sistently linked with depressive symptoms (Snyder, 2013). However,
our understanding of cognitive control in depression is limited in sev-
eral important ways.

Current understanding of cognitive control in depression is pre-
dominately descriptive and research is focused on detecting deficits in
specific cognitive processes, such as the inhibition of negative material
(for a review see: Grahek et al., 2018). In spite of the important progress
in charting cognitive control deficits related to depressive symptoms,
the origin of these deficits remains poorly understood. It is not known
why deficits in cognitive control develop, or how they are maintained.
Most of the existing models view cognitive control deficits in depression
as the reduced ability to exert control and do not offer mechanisms
through which these deficits emerge. Currently there is a strong need
for the development of a more mechanistic account of cognitive control
deficits in depression. A mechanistic account moves beyond identifi-
cation and description of a phenomenon. It does so by appealing to a
mechanism: a structure defined by its components, their organization
and interactions, which produce a phenomenon (Bechtel and
Abrahamsen, 2005; Machamer et al., 2000). In this paper we argue that
recent developments in research on motivation and cognitive control,
as well as the development of computational theories of cognitive
control, can contribute to such a mechanistic understanding of control
deficits in depression. The use of such theories to explain cognitive
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control deficits in depression, instead of developing new models specific
for psychopathology, holds the promise of advancing the understanding
of cognitive control in both healthy and depressed individuals.

In this paper we first review disparate literatures on motivation and
cognitive control in depression. Further, we describe computational
models of cognitive control and demonstrate how they can be used to
link motivation and cognition in depression. On the basis of this review,
we rely on a computational model of cognitive control to propose a
framework in which cognitive control deficits in depression arise from
alterations in crucial components of motivation: reward anticipation,
effort costs, and estimates of environment controllability. This view
offers the possibility for re-conceptualizing depression-related cognitive
control deficits. Instead of a reduced ability to employ control, we pro-
pose that control deficits can be viewed as changes in the decision-
making process underlying cognitive control allocation. This decision-
making process relies on crucial components of motivation: reward
anticipation, effort, and estimates of the ability to control the en-
vironment. We use simulations of two cognitive tasks to demonstrate
how this framework can be used to derive behavioral predictions about
the impact of motivational impairments on cognitive control.

2. Cognitive control in depression

Deficits in cognitive control have not only been documented in
clinically depressed individuals (Snyder, 2013), but also in patients in
remission (Demeyer et al., 2012; Levens and Gotlib, 2015), and in at-
risk populations (Derakshan et al., 2009; Owens et al., 2012). Meta-
analytic evidence from behavioral studies suggests that depression is
reliably linked to deficits in cognitive control (Rock et al., 2014; Snyder,
2013). There is also emerging evidence that cognitive remediation
training aimed at improving cognitive control processes reduces de-
pressive symptoms (for a review see: Koster et al., 2017). At the neural
level, depressive symptoms have been linked to changes in the activity
of the dorsolateral prefrontal cortex (dIPFC) and anterior cingulate
cortex (ACC; Davidson et al., 2002; Gotlib and Hamilton, 2008;
Pizzagalli, 2011). Meta-analyses of the neuroimaging studies also point
to the differences between healthy and depressed individuals, both in
activation in these two regions during cognitive tasks (McTeague et al.,
2017), as well as in the gray matter volume (Goodkind et al., 2015).
However, the neuroimaging studies have often been conducted on very
small samples, and there is considerable heterogeneity in their results
(e.g., Miiller et al., 2016; for a discussion see: Barch and Pagliaccio,
2017). Multiple authors have proposed that the reduced activity in the
dIPFC and the ACC is related to the diminished ability of depressed
individuals to employ cognitive control (Disner et al., 2011; Joormann
et al., 2007).

Cognitive control processes are considered to be an important vul-
nerability factor for depression. Cognitive impairments in attention,
interpretation, and memory may arise as a consequence of control
deficits (Gotlib and Joormann, 2010; Millan et al., 2012; Siegle et al.,
2007). For example, Gotlib and Joormann (2010) have suggested that
depressed individuals’ difficulties in disengaging attention from nega-
tive stimuli, or forgetting such stimuli, could be caused by cognitive
control deficits. This proposal has recently received empirical support
(Everaert et al., 2017). Lowered levels of cognitive control increase and
sustain depressive symptoms via their proximal links with emotion
regulation strategies such as rumination (Joormann and Vanderlind,
2014; Whitmer and Gotlib, 2013). Research on cognitive control in
depression has been focused on charting deficits in different cognitive
control processes. Specific deficits in processes such as inhibition,
shifting, and updating have been documented (Joormann and Tanovic,
2015). These deficits are commonly thought of as the lowered ability to
inhibit certain thoughts or stimuli, shift attention away from them, or
update the contents of working memory. However, it is important to
note that not all accounts of cognitive impairments in depression pos-
tulate a reduced ability. For example, the cognitive-initiative account of
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memory in depression focuses on changes in initiative — a concept close
to motivation - to explain memory impairments in depression (Hertel,
2000, 1994).

In a recent analysis of theoretical models of cognitive control in
depression (Grahek et al., 2018) we identified three main conceptual
problems in the field: (1) the use of descriptive models of cognitive
control, (2) the reliance on describing the impairments instead of
searching for mechanisms, and (3) the lack of integration between
cognitive, motivational, and emotional impairments. These issues are
hindering further progress in understanding how and why cognitive
control is impaired in depression. In order to overcome some of the
problems that we have outlined in our earlier work, in this paper we
propose an integrated framework that links alterations in motivational
processes with cognitive control deficits. This framework allows us to
move away from the view that cognitive control deficits in depression
stem from a reduced ability to exert control. Instead, we will argue for a
view in which the deficits arise as a result of altered expectations about
the value of exerting control.

3. Components of motivation in depression

Cognitive impairments in depression are closely linked to impair-
ments in emotional and motivational processes (Crocker et al., 2013). A
wealth of depression research has focused on the relationship between
cognitive and emotional processes. This approach has led to insights in
key deficits related to the disengagement from emotionally negative
material (Koster et al., 2011) and the ability to deploy cognitive control
over emotional material (Joormann, 2010). While the processing of
negative material and the presence of negative affect have been studied
in relation to cognitive control impairments in depression, motivational
deficits remain largely unexplored in this context. This is why we focus
this paper on the link between motivation and cognition in depression.
The links between motivation and cognitive processing of emotional
material our out of the scope of the current paper.

Motivation is goal-directed when effort is invested in order to bring
about desired outcomes (Braver et al., 2014). Here we will focus on
components of motivation that are relevant for goal-directed behavior
because of their relevance for cognitive control processes. Motivated
goal-directed behavior is flexible and sensitive to the current state of
the individual and the environment. Two types of representations are
crucial in driving this type of behavior: 1) action-outcome con-
tingencies, and 2) the value of potential outcomes (Balleine and
O’Doherty, 2010; Dickinson, 1985; Wood and Riinger, 2016). Action-
outcome contingencies represent the probability that an action will
result in a desired outcome. We will refer to these representations as
outcome controllability (one’s estimate of their ability to control out-
comes in an environment) and outcome value (the expected reinforce-
ment - total reward and/or punishment - for reaching an outcome). The
third concept that we will consider is effort, a variable that is central to
the study of motivation. Effort represents the intensification of physical
or mental activity needed to reach a goal (Inzlicht et al., 2018; Kurzban
et al., 2013). This intensification comes with a cost, and we will refer to
the effort requirements for reaching an outcome as effort costs.

Goal-directed motivated behavior emerges with the integration of
these three components. For example, imagine a person working long
hours in order to get a promotion at work. This behavior is motivated
and goal-directed because this person believes that working hard (high
effort) will lead to the promotion (high outcome controllability), and
the promotion is desired (high outcome value). As we review next,
there is evidence that each of these three components of motivation can
be impaired in depression (Barch et al., 2015; Griffiths et al., 2014).

3.1. Outcome controllability

The classic paradigm for investigating the role of outcome con-
trollability in response to stressors was developed by Seligman and
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Maier (1967). They demonstrated that animals who were subjected to
uncontrollable stressors (inescapable shocks) exhibited passivity, a
phenomenon they referred to as learned helplessness. They found that
controllable stressors (escapable shocks) did not induce learned help-
lessness. Overall, uncontrollable stressors were found to induce re-
sponses that resemble some of the symptoms of depression (Maier,
1984; Maier and Watkins, 2005). Further work by Maier and colleagues
(2006) revealed that animals were able to detect the possibility of
control over their environment. While animals have a default reaction
of passivity when experiencing stress, this default response can be
overcome by learning that the stressors are controllable. The medial
prefrontal cortex (mPFC) in rodents detects whether a stimulus is
controllable and inhibits the default passivity in response to shocks. In
this way, the ability to exert control over the environment serves as a
protective factor against negative behavioral and physiological effects
of stress (Maier and Seligman, 2016). Seligman and colleagues de-
monstrated that learned helplessness is also observed in humans, and
suggested that it has significant relevance for understanding depression
and related disorders (Abramson et al., 1978; Maier and Seligman,
2016; Seligman, 1972).

The idea that environmental controllability is crucial for one’s
health, security, and well-being is supported by several other lines of
research (Leotti et al., 2010). For instance, Moscarello and Hartley
(2017) have recently proposed that goal-directed behavior is strongly
influenced by estimates of agency. The authors propose that animals
and humans infer their ability to control their environment by ascer-
taining the relationship between their actions and motivationally sig-
nificant outcomes. These estimates are generalized and determine the
probability of being able to exert control in a novel environment. Es-
timates of agency are used to calibrate ongoing behaviors. If the esti-
mates of agency are high (i.e., high probability of being able to control
the environment), goal-directed behavior is promoted. If the estimates
are low, behavior is more likely to rely on an innate reactive repertoire.
In this way, controllability of the environment, inferred from previous
learning, is crucial for promoting either goal-directed or habitual be-
havior (Liljeholm et al., 2011; Miller et al. in press, 2019Miller et al. in
press, 2019). Lowered estimates of outcome controllability, resulting in
alterations of goal-directed behavior, could be an important factor in
depression.

Recent theoretical frameworks of depression also emphasize the
importance of outcome controllability. For example, Pizzagalli (2014)
has proposed a model of anhedonia in depression in which stress plays a
central role in the development of anhedonic symptoms. According to
Pizzagalli, certain stressors, especially if they are uncontrollable, induce
anhedonic behavior by causing dysfunctions in mesolimbic dopamine
pathways crucial for motivated behavior. De Raedt and Hooley (2016)
have argued that individual’s expectancies about their ability to cope
with future negative events play a crucial role in depression. These
expectancies are proposed to be formed based on previous coping ex-
periences and are one factor that determines the actual ability to cope
with stressors when they occur. Notably, these authors suggest that
expectancies influence the ability to cope with stressors by modulating
the proactive allocation of cognitive control prior to encountering a
stressful situation. In sum, altered estimates of outcome controllability
seem to be an important factor contributing to the levels of depressive
symptoms.

3.2. Outcome value

Representations of outcome value are also strongly altered in de-
pression. In recent years, motivational impairments in depression have
received significant attention and a more fine-grained view of these
impairments is emerging (Pizzagalli, 2014; Treadway and Zald, 2013).
Anhedonia is one of the two core symptoms of depression and is defined
as a loss of pleasure in previously enjoyable activities or a loss of in-
terest in pursuing them (DSM-5; American Psychiatric Association,
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2013). Anhedonia is a good predictor of antidepressant treatment suc-
cess (Uher et al., 2012), the course of depression (Spijker et al., 2001;
Wardenaar et al., 2012), and the time to remission and number of de-
pression-free days after antidepressant treatment (McMakin et al.,
2012). In spite of the importance of anhedonia in depression, the
conceptualization and measurement of anhedonia has been hetero-
geneous and inconsistent (for a discussion see: Rizvi et al., 2016).
Traditionally, anhedonia has been primarily viewed as an impairment
in consummatory pleasure (i.e. liking rewards when they are obtained).
However, the evidence for impairments in consummatory pleasure in
depression is mixed (Barch et al., 2015; Treadway and Zald, 2013).

Animal models suggest that the mesolimbic dopamine system is
selectively involved in reward motivation, but not in hedonic responses
when rewards are gained (Haber and Knutson, 2010; Salamone and
Correa, 2012). These insights have stimulated research on anhedonia in
depression and schizophrenia, revealing impairments in motivation
that are not related to hedonic responses. As a result, an emerging,
more nuanced account of motivation in anhedonia, emphasizes mul-
tiple reward processing deficits such as anticipation of rewards, re-
inforcement learning, effort expenditure, and value-based decision
making (Barch and Dowd, 2010; Der-Avakian and Markou, 2012;
Pizzagalli, 2014; Romer Thomsen et al., 2015; Strauss and Gold, 2012;
Zald and Treadway, 2017). These deficits point toward changes in
outcome value. They influence how outcome values are learned, an-
ticipated, and translated into behavior.

Depression is related to a number of reward processing deficits (for
reviews see: Barch et al., 2015; Pizzagalli, 2014; Treadway and Zald,
2011). Converging evidence from self-report studies, behavioral tasks,
physiological, and neuroimaging experiments suggests that depression,
especially in the presence of anhedonia, is linked to reduced anticipa-
tion of rewards and impaired implicit reinforcement learning. For ex-
ample, monetary incentive delay tasks (Knutson et al., 2000) were
developed in order to decompose anticipatory (e.g., the period after
notifying participants about a possible reward) and consummatory
(e.g., receipt of a monetary reward) aspects of reward processing. In
these tasks depressed individuals, relative to healthy controls, display
reduced behavioral and neural responses in anticipation of rewards
(Pizzagalli, 2014). The literature on motivational impairments in de-
pression suggests that depressed individuals, especially in the presence
of anhedonic symptoms, assign value outcomes in a manner that differs
from healthy controls. This can be caused by anticipating lower payoffs
and/or impaired reinforcement learning.

3.3. Effort costs

Another important factor influencing motivated behavior is effort
that needs to be expended in order to reach a desired outcome. Effort
involves the expected cost necessary to reach an outcome. This cost is
weighed against expected benefits in order to choose which actions to
pursue (Wallis and Rushworth, 2014). Reduced effort exertion is asso-
ciated with multiple mental disorders (Culbreth et al., 2018; Salamone
et al., 2016). Clinical studies have focused on the exertion of physical
effort in order to obtain rewards, demonstrating that anhedonia in
depression is related to reduced effort exertion (for an excellent review
see: Zald and Treadway, 2017). In order to investigate this process,
Treadway and colleagues developed the Effort Expenditure for Rewards
Task (EEfRT; Treadway et al., 2012), which involves having partici-
pants choose how much effort they want to expend in order to gain
varying amounts of reward. Using this task, the authors have demon-
strated that depressed individuals are less willing to exert effort than
healthy controls (see also: Cléry-Melin et al., 2011; Yang et al., 2014).
However, the research on effort exertion in anhedonia and depression
has largely been focused on physical effort while ignoring cognitive
effort.

Although cognitive effort has been an important topic of research
for a long time (Kahneman, 1973), in recent years there has been an
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upsurge in cognitive and neuroscience research on this topic (Kool and
Botvinick, 2018; Westbrook and Braver, 2015). More specifically, re-
search on cognitive control has focused on the role of effort costs in
decision-making about control allocation (for a recent review see:
Shenhav et al., 2017). Cognitive control processes require more effort
than automatic ones, and effort needs to be expended in order to
override automatic processes in order to reach a goal. Research is
starting to demonstrate that there are individual differences in the ex-
ertion of this type of effort (Westbrook et al., 2013). To date, there are
not a lot of studies on cognitive effort in depression. However, a recent
study has demonstrated the inverse relationship between depressive
symptoms and a questionnaire-based measure of the willingness to
exert cognitive effort (Marchetti et al., 2018). Also, the first experi-
mental study of cognitive effort in depression revealed similar results to
the results obtained with physical effort (Hershenberg et al., 2016).

4. Cognitive control as a process reliant on motivation

Controllability, value, and effort of a desired outcome depend on
previous learning. They have been studied extensively in the context of
animal and human learning at both behavioral and neural levels (for an
overview see: Daw and O’Doherty, 2014). The importance of these
components of motivated behavior has also been recognized in other
fields of psychology and neuroscience. For example, in social psy-
chology the concepts of self-efficacy (Bandura, 2001, 1977) and locus of
control (Rotter, 1966) are closely linked to controllability. Also, con-
cepts of feasibility and desirability of goals (Oettingen and Gollwitzer,
2001) correspond to the concepts of controllability and outcome value.
Similar concepts can be found in psychology of motivation (Atkinson,
1957; Wigfield and Eccles, 2000) and work psychology (Bonner and
Sprinkle, 2002). The role of motivation is now increasingly recognized
in cognitive psychology and cognitive neuroscience.

Automatic or habitual responding can be suitable for a number of
everyday situations, but for tasks that are more novel, uncertain, or
complex, individuals need to engage cognitive control. This set of
processes helps to overcome automatic response tendencies in favor of
controlled modes of information processing and behavior. This allows
for the coordination of our thoughts and actions in accordance with our
goals. Recent research has started to emphasize the role of motivation
in the timing, intensity, and direction of cognitive control allocation. It
is now recognized that the allocation of cognitive control is driven by
goals and therefore closely linked to motivation (Braver et al., 2014).

Reward prospect enhances cognitive control processes (for reviews
see: Botvinick and Braver, 2015a, 2015b; Krebs and Woldorff, 2017).
This effect has been observed on various tasks that tap into different
components of control such as: attentional control (Padmala and
Pessoa, 2011), response inhibition (Leotti and Wager, 2010), conflict
adaptation (Braem et al., 2012), and task-switching (Aarts et al., 2010).
The effect is not restricted to situations in which reward is signaled by
advance cues augmenting preparatory control processes. Comparable
results are found when reward is signaled simultaneously with the
target thereby promoting fast control adjustments (Krebs et al., 2010).
But why is there a need to adapt control in the first place? Is it not the
most optimal strategy to always exert maximal control over our
thoughts and actions? The emerging answer is that exerting cognitive
control carries intrinsic effort-related costs (Shenhav et al., 2017). It has
been shown that exerting control is effortful and that individuals tend
to avoid it (Kool et al., 2010). Both reward prospect associated with an
outcome, and the effort needed to reach that outcome are important
factors in determining the way in which cognitive control is allocated.

Another important factor in determining how cognitive control is
allocated is the learned contingency between actions and outcomes.
Although this factor has received less empirical attention, several
computational models of cognitive control emphasize its importance.
For example, the model of Alexander and Brown (2011) stresses the
importance of predicting mappings between responses and outcomes in
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cognitive control. The model proposed by Shenhav et al. (2013) posits
that the allocation of cognitive control relies, among other factors, on
the probability of an outcome conditional on the type and intensity of
control. In this way, allocation of cognitive control depends on pre-
dictions about probabilities of certain actions (e.g., intense control al-
location or a certain response) producing desired outcomes (e.g., sol-
ving a task correctly).

4.1. Computational models of cognitive control

The insight that cognitive control is closely related to motivation is
formalized in a growing number of computational models of cognitive
control. At present there are multiple theoretical and computational
models which deal with the problem of how cognitive control is allo-
cated (for recent reviews see: Botvinick and Cohen, 2014; Verguts,
2017). These models specify a set of components needed for optimal
decision-making about control allocation and they are not mutually
exclusive. Many of them include the representations of outcome value
and/or outcome controllability (Brown and Alexander, 2017; Holroyd
and McClure, 2015; Shenhav et al., 2013; Verguts et al., 2015). Also,
many of these models assume that learning is crucial in forming these
representations and emphasize the importance of learning for cognitive
control (Abrahamse et al., 2016; Bhandari et al., 2017). Our framework
relies on the current formulation of the Expected Value of Control
(EVC) theory (Shenhav et al., 2013). This theory includes representa-
tions of outcome controllability, value, and cost in the decision-making
process about cognitive control allocation.

The EVC theory provides a normative account of cognitive control
allocation as resulting from a decision-making process in which po-
tential gains of control allocation are weighted against their costs
(Shenhav et al., 2013). The theory postulates that these decisions de-
termine how control is allocated across candidate control signals. These
control signals vary on two dimensions: signal identity, which de-
termines the processes which are engaged (e.g., paying attention to the
ink color in a Stroop task), and signal intensity which determines the
amount of control allocated (e.g., how intensely to pay attention to the
ink color). The theory proposes that control signals are selected in such
a way that maximizes the expected value of control at any given mo-
ment.

The EVC for a given control signal within a given state is determined
by three components: efficacy, value, and cost. Efficacy is defined as the
probability of a certain outcome given a signal of a particular identity
and intensity, and the current state. In other words, the efficacy com-
ponent can be described as the probability that certain outcomes will
occur (i.e., that our actions lead to what we desire) or simply as action-
outcome contingencies inferred from previous experience. In standard
cognitive control paradigms, such as the Stroop task, an outcome can be
a correct or an incorrect response on a particular trial. In this context,
we can assign a probability to each of the two possible outcomes given
each of the possible signal intensities and identities. Value is assigned to
each of the possible outcomes and it represents the value of an outcome
in terms of possible rewards or punishments associated with the out-
come. The rewards can be both intrinsic (i.e., motivation to do the task
well) and extrinsic (i.e., monetary rewards for good performance).
Punishments can also come from multiple sources such as monetary loss
or poor task performance. Outcome values are also modulated by the
time it takes for the outcomes to occur, as individuals try to maximize
reward rates (rewards per unit of time) and not rewards per se. Cost is
defined as the expected cost associated with the specified intensity of
control allocation. Within the EVC theory, cost arises as the property of
the neural system. This means that as the intensity of a signal to allocate
control becomes stronger, so does the cost of allocating control. In sum,
the EVC is determined by the probability of an outcome for a given
control signal (efficacy), the value of that outcome, and the cost asso-
ciated with control allocation.

At the neural level, the EVC theory was developed to explain the
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function of the dorsal anterior cingulate cortex (dACC). The theory
assigns the critical role in decision-making about control allocation to
this region. It is proposed that the dACC plays a key role in calculating
the EVC and that the outcome of this process is then signaled to other
regions which implement control, such as the dIPFC (Shenhav et al.,
2016, 2013). The dACC is assigned a role in both monitoring for the
changes in the environment relevant for control (rewards, punishments,
errors, etc.), and, based on this, specifying which control signals max-
imize the EVC.

The EVC theory provides a detailed and formal account of how
cognitive control is allocated. One of the main advantages of the theory
is its ability to integrate a wide range of behavioral and neural findings.
The computational implementation of the theory has been shown to
account for various effects associated with the allocation of cognitive
control such as the sequential adaptation effects and post-error slowing
(Musslick et al., 2015), including how individuals can learn about
features of their environment that predict incentives for and demands of
control allocation (Lieder et al., 2018).

5. Proposed framework

We propose a framework that integrates disparate areas of research:
cognitive control deficits and motivational impairments in depression.
This framework encompasses the controllability, value, and effort of
outcomes in order to provide a more mechanistic understanding of
these deficits. Furthermore, the framework emphasizes the crucial role
of learning in the process of allocating cognitive control. In this way the
framework allows for the integration of motivational, learning, and
cognitive control deficits in depression. We put forward direct links
between components of motivation and reduced cognitive control in
depression and propose how these links emerge through learning. In
this way our framework offers a first step toward understanding how
cognitive control deficits arise. In order to do so, we rely on the EVC
theory which offers a computationally explicit model of cognitive
control (Shenhav et al., 2013). This allows us to focus on the ways in
which expected value of control might be reduced in depression, which
results in allocating cognitive control with reduced intensity. We pro-
pose that cognitive control deficits in depression arise as a consequence
of changes in the decision-making process about control allocation.
These deficits in depression occur due to lowered expected value of
control. The expected value of control relies on three components of
motivation: controllability of outcomes, their value, and the effort
needed to attain them.

We argue that research on motivation in depression provides in-
sights into mechanisms leading to a reduction in the expected value of
control. The efficacy component in the EVC theory is closely linked to
what we have termed outcome controllability - the estimates of the
probability that actions will lead to desired outcomes. These re-
presentations are central in guiding motivated behavior (Moscarello
and Hartley, 2017). As we have reviewed, there is emerging evidence
that estimates of outcome controllability and beliefs related to con-
trollability of the environment, are changed in depression. The value
component in the EVC theory is related to what we have termed out-
come value - the expected reinforcers following an outcome. We have
outlined how reward anticipation and reinforcement learning are im-
paired in depression, especially in the presence of anhedonic symptoms
(Treadway and Zald, 2013). The cost component in the EVC theory is
linked to the cost of effort needed to obtain rewards. We have reviewed
how this process is altered in depression. All of these components of
motivation rely on previous learning to estimate the probability of
being able to exert control in a new environment, the value of outcomes
in that environment, and the effort needed in order to reach them.
These insights from the study of motivation in depression offer evidence
for the reduction in efficacy, value, and cost of control. This leads to
lower expected value of control which in turn results in reduced allo-
cation of cognitive control (Fig. 1).

375
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Without a doubt, estimates of controllability, value, and effort of
outcomes, are formed through prior learning. Estimates formed in one
situation are generalized and used in novel similar environments. For
example, imagine a person who developed low estimates of controll-
ability in the work environment. Over the years that person may have
learned that no matter what they do in the work environment, it is
unlikely that desired outcomes occur. That person will tend to allocate
less cognitive control in that environment and will develop beliefs
about the inability to do the job well. This will lead to a reduction in
motivated behavior and will further strengthen existing low controll-
ability estimates and beliefs. Alternatively, another individual might
estimate high controllability in the same work environment. However,
that individual can anticipate low amounts of rewards associated with
achieving good results in work, or high amounts of effort needed to do
so. That individual does not anticipate pleasure in work anymore and
will also tend to allocate less cognitive control during work hours.

Within our framework, depression-related deficits in cognitive
control processes such as inhibition, task switching, or working memory
updating (Joormann and Tanovic, 2015), can be conceptualized as
products of changes in the expected value of control. In this way our
framework integrates cognitive research on depression with impair-
ments in other domains. Our framework outlines the links between
cognitive control deficits and the study of motivation in depression. The
framework can account for both the existing research findings and
further develop the field by connecting these findings to previously
unrelated literatures. Within our framework, cognitive control deficits
in depression (Gotlib and Joormann, 2010) can be studied in relation
with reward processing impairments in depression (Admon and
Pizzagalli, 2015) and changes in perceived controllability of an en-
vironment (Moscarello and Hartley, 2017).

This framework has several key implications. First, cognitive control
deficits do not have a single cause and can be caused by impairments in
different processes. Deficits can thus be present in depressed individuals
with different clusters of symptoms (e.g., mainly depressive mood or
mainly anhedonia). Second, cognitive control deficits are causally re-
lated to reward processing impairments, effort costs, and estimates of
controllability of an environment. These impairments influence allo-
cation of cognitive control through learned estimates of reward prob-
ability, action-outcome contingencies, and needed effort. Third, cog-
nitive control deficits are not a product of the simple reduced ability to
exert control. They are a result of lowered expectations about the value
of exerting cognitive control.

The proposed framework goes beyond the current understanding of
cognitive control deficits in depression. It does so by providing a more
mechanistic understanding of such deficits. First, it identifies the three
crucial components that give rise to these deficits. Second, it proposes
that the three components play a crucial role in the lowered expected
value of control which, in turn, leads to deficits in cognitive control.
Further, we propose below how this mechanistic understanding can be
used to derive model-based behavioral predictions, as well how it can
be related to the neurobiology of depression.

5.1. Simulation-based behavioral predictions

The proposed framework outlines the three key motivational com-
ponents which determine how cognitive control is allocated. By relying
on a formalized model of cognitive control, the framework is able to
generate precise predictions about the influence of each of these com-
ponents on the behavioral performance in tasks which require cognitive
control. In this section we describe how the computational im-
plementation of the EVC theory can be used to make such predictions.
This allows our framework to go beyond the currently existing data and
make testable predictions that can be falsified or corroborated in future
studies.

After the original formulation of the EVC theory (Shenhav et al.,
2013), the more recent work has developed a computational
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implementation of the theory (Lieder et al., 2018; Musslick et al.,
2015). In the computational implementation, performance of each task
(e.g., responding to the color or to the word of a Stroop stimulus) is
implemented as a process of evidence accumulation toward a decision
boundary. Allocation of control can modify the parameters of this de-
cision process (e.g. the rate of evidence accumulation) to improve
performance, depending on the current goal and environment. This
implementation relies on the drift-diffusion model of decision making,
which has been widely used to describe decision-making (Forstmann
et al., 2016; Ratcliff et al., 2016), value-based choice (Krajbich and
Rangel, 2011; Tajima et al., 2016), as well as cognitive control pro-
cesses (Bogacz et al., 2006; Cohen et al., 1990; Dunovan et al., 2015;
Dutilh and Vandekerckhove, 2013; Schmitz and Voss, 2012; Ueltzhoffer
et al., 2015).

The computational implementation of the EVC theory (Lieder et al.,
2018; Musslick et al., 2015) has been successfully used to simulate a
wide range of the existing empirical results in the domain of cognitive
control (e.g. congruency effects, congruency sequence effects, task-
switching costs) and the influence of motivation on cognitive control
(incentive-based enhancements in the processes such as inhibition,
task-switching, and conflict adaptation). Here we use this model in
order to provide behavioral predictions about cognitive control in de-
pression. Specifically, we explore how the depression-related changes
in the efficacy, cost, and value components should influence behavior
on tasks that require cognitive control. These simulations, based on a
model that predicts well the existing data in healthy individuals, pro-
vides clear predictions related to cognitive control allocation in de-
pression.

To demonstrate how control-demanding behavior is affected by
changes in the decision-making process about control allocation, we
simulated the behavior of an agent across two paradigms while varying
parameters of that agent’s EVC-driven control valuation (Musslick
et al., 2015; for a detailed description of these simulations, see Ap-
pendix A). We first simulated performance in a Stroop task in which the
simulated agent had to categorize a the ink color (e.g. red or green) of a
color word (e.g. "RED" or "GREEN") on each trial (Stroop, 1935). We
assessed the overall control allocation and the resulting performance
cost associated with responding to a color that is response-incongruent
with the word (e.g. "RED" displayed in green) compared to responding
to a color that is response-congruent with a word (e.g. "RED" displayed
in red). We also simulated behavior in a cognitive effort discounting
(COGED) task, in which the agent must choose between performing a
difficult, high-demand task for $2 and an easy, low-demand (baseline)
task for a variable amount of monetary reward on each trial. We as-
sessed the subjective value of performing a high-demand task by
measuring amount of monetary reward offered for the baseline task for
which the EVC agent is indifferent between the two tasks, and by

in depression

cated. The expected value of control (EVC) for
a signal of a given intensity is calculated as the
sum of the values of each possible outcome
weighted by the probability of reaching that
outcome for the given signal. The cost of allo-
cating control is subtracted from that sum. The
figure was adapted from Shenhav et al. (2013)
with permission from the authors.

normalizing this amount by the reward offered for the high-demand
task ($2). We evaluated how these complementary measures — of task
performance vs. task preference — were influenced by changes in the
agent’s (a) cost of cognitive control (b) sensitivity to reward, and (c)
expected efficacy of exerting cognitive control (control efficacy).

Consistent with observations in healthy human subjects, our simu-
lated agents demonstrated an incongruency cost, generating more er-
rors when performing incongruent trials compared to congruent trials
(Stroop, 1935). Critically, agents chose to exert less control (Fig. 1A-C),
resulting in higher incongruency costs (Fig. 1D-F) when they had (i)
higher costs of control, (ii) lower reward sensitivity, and/or (iii) when
they perceived their control as being less efficacious. The simulated
agent also replicated the behavior of healthy human subjects in studies
of cognitive effort selection, assigning lower subjective values to tasks
that demanded higher amounts of cognitive control (Westbrook et al.,
2013). However, the subjective value for a given task decreased as (i)
the cost of cognitive control increased, (ii) reward sensitivity decreased,
and/or (iii) the control efficacy decreases (Fig. 2G-I). Interestingly, the
influence of these changes in parameters are slightly magnified for high
task difficulties compared to low task difficulties.

The computational implementation of our framework offers a pos-
sibility of studying cognitive control deficits in depression within the
developing framework of computational psychiatry (Huys et al., 2016;
Montague et al., 2012). Several computational frameworks have al-
ready started to model behavioral control in depression (Huys et al.,
2015; Huys and Dayan, 2009) and our framework offers the possibility
of extending this research into the domain of cognitive control deficits
in depression. Our framework provides a clear path forward by ap-
plying a normative theory of cognitive control to understand cognitive
control impairments in depression. Further, it points to the crucial
components which interact to produce control deficits. We have de-
scribed the advantages of the EVC theory above, but we do recognize
the importance of other related computational models of cognitive
control. Outcome value, outcome controllability, and effort costs are
being recognized as crucial in allocation of cognitive control across
different models of control. Because of this, our review of the relevant
literature, and the proposed framework, will be useful in guiding future
research beyond the boundaries of the EVC theory. The further use of
the computational models developed in cognitive neuroscience to un-
derstand cognitive control deficits in depression will advance the field
in several ways. First, it will allow for the more unified understanding
of cognition in both healthy and in individuals suffering from mental
illnesses. Second, it will avoid the creation of models that are tailored
specifically to understand cognition in depression. Finally, the appli-
cation of these models to depression, and other mental disorders, will
be able to inform and help improve the existing computational models
of cognitive control.
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Fig. 2. Effects of control cost, reward sensitivity and control efficacy on simulated behavior of the EVC model. Behavior of model was simulated in the Stroop
paradigm and COGED paradigm (see Appendix A for details). (A—C) The amount of cognitive control allocated in a Stroop task is shown as a function of control cost,
sensitivity to reward and expected control efficacy. (D-F) The error rate on incongruent and congruent trials is shown as a function of the three model parameters.
(G-I) The subjective value of a task in the COGED paradigm is plotted as a function of task difficulty for different values of control costs, sensitivity to reward and

control efficacy.

5.2. Neural level

Cognitive control deficits in depression are proposed to be related to
functional changes in the dIPFC and the ACC (Disner et al., 2011). This
view is based on the conceptualization of cognitive control functions as
reliant purely on the prefrontal cortex. However, this view has been
challenged by the discovery of the role of other regions, such as the
basal ganglia and corticostriatal loops in cognitive control and goal-
directed behavior (for reviews see: Balleine and O’Doherty, 2010;
Chatham and Badre, 2015; Haber, 2016). By building on the EVC
theory, our framework offers a more specific view on the role of these
two regions in depression. We propose that depression-related changes
in the decision-making process about control allocation are related to
the activity of the dACC. These changes can further result in lower le-
vels of dIPFC activation which implements control based on the signals
from the dACC. In this way, depression is not related to a lowered
ability of the dIPFC to implement control, but related to changes in
inputs to the dACC used in decision-making about control allocation. In
line with the importance of the dACC in our framework, current re-
search has pointed to the crucial role of the ACC in depression (Holroyd
and Umemoto, 2016; McTeague et al., 2017), as well as to the specific
role of the dACC (Goodkind et al., 2015). Our framework also points to
the important role of efficacy and value representations which serve as
inputs in the decision-making process. In this way, it can guide further
research in connecting the role of the dACC and other regions and
networks related to encoding value, reward processing, and efficacy
(Haber and Knutson, 2010; Moscarello and Hartley, 2017; Treadway
and Zald, 2011).
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5.3. Relationship with other constructs relevant for depression

Lowered levels of cognitive control have a reciprocal relationship
with negative beliefs and attributions. Negative beliefs about the self,
the others, and the world represent a crucial cognitive vulnerability
factor to depression (Beck, 1972). Attributions that are global, internal,
and stable are also an important vulnerability factor (Abramson et al.,
1989). Cognitive control deficits can strengthen those beliefs, but are
also strengthened by them. Interestingly, there is already some progress
on studying the maladaptive beliefs within the framework of compu-
tational psychiatry (Moutoussis et al., 2017). Finally, lowered levels of
cognitive control are related to maladaptive use of emotion regulation
strategies such as rumination (Nolen-Hoeksema et al., 2008) which
contribute to the onset and maintenance of depressive symptoms
(Joormann and Vanderlind, 2014). Impaired cognitive control also af-
fects other cognitive processes thus producing cognitive biases in at-
tention, interpretation, and memory, which further promote the mala-
daptive use of emotion regulation strategies (Everaert et al., 2012;
Gotlib and Joormann, 2010).

An important research line has focused on the relationship between
depressive symptoms and cognitive control over affectively negative
material. These studies have demonstrated specific impairments in
shifting attention away from negative material, removing negative
material from the working memory, and inhibiting negative stimuli
(Gotlib and Joormann, 2010; Joormann and Vanderlind, 2014; Koster
et al., 2011). In its current form, our framework does not focus on these
deficits. However, we hope to integrate this body of work in the fra-
mework in future studies. One of the interesting possibilities for such
integration is the influence of negative material on efficacy estimates
through prior learning.
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6. Future directions and open questions

The proposed framework opens novel avenues for research, namely
the links between cognitive control in depression and alterations in
components of motivation. Future studies in this domain can more di-
rectly test some of the implications of our framework. To date there are
not many studies that have investigated the links between components
of motivation and cognitive control deficits in depression. We hope that
our framework will inspire more studies in this direction. Here we
outline some of the existing evidence and propose the paradigms that
could be used in future research.

Several studies have already demonstrated the importance of mo-
tivation for cognitive functioning in depression (Moritz et al., 2017;
Scheurich et al., 2008). Recently, studies have focused on more specific
components of motivation. For example, several studies have demon-
strated that reward-based improvements in cognitive control and at-
tention are related to depressive symptoms (Anderson et al., 2014;
Jazbec et al., 2005; Ravizza and Delgado, 2014). Future studies should
focus on precise distinctions between different types of impairments
related to reward processing. In this context, we believe that reward
anticipation and effort costs are the most interesting processes to in-
vestigate in relation to cognitive processes in depression. Depression
research can rely on paradigms developed in cognitive science to study
motivation and cognitive control (Botvinick and Braver, 2015a, 2015b).
The study of effort expenditure is also gaining a great deal of attention
and paradigms to study physical effort already exist (Treadway et al.,
2012). For depression research, novel insights on cognitive effort
(Shenhav et al., 2017) can be of particular relevance. Also, the re-
lationship between anhedonic symptoms and cognitive control deficits
in depression will be a crucial next step in better understanding cog-
nition in depression. In this domain research should be guided by recent
developments in measuring anhedonia through behavioral tasks and
questionnaires (for a review on measures of anhedonia see: Rizvi et al.,
2016).

In the domain of efficacy, there are no readily available paradigms
that could directly inform us about its relationship with cognitive
control. However, developments in the field of learned helplessness
suggest that the interactions between stress and controllability are
crucial for stress regulation (Maier and Seligman, 2016). Recent re-
search is starting to provide paradigms to study stress controllability in
humans (Bhanji et al., 2016; Hartley et al., 2014). The critical next step
is to develop paradigms that would allow the investigation of cognitive
control processes in relation to controllability. Recently, paradigms
aimed to investigate different components of motivated action and
learning have been developed in schizophrenia research. Using a novel
paradigm, Morris and associates have demonstrated impairments in
action-outcome learning in schizophrenia (Morris et al., 2018, 2015;
see also: Liljeholm et al., 2011). The use of similar paradigms would
allow for further work on computational models of motivation and
cognition in depression. Recent computational work has demonstrated
that generalization of learned action-outcome contingencies can ac-
count for a wide range of behavioral features associated with learned
helplessness in animals and humans (Huys and Dayan, 2009; Lieder
et al., 2013). However, there is a strong need for more empirical work
which could precisely measure the importance of outcome controll-
ability in depression.

Cognitive control deficits (as well as anhedonia) are transdiagnostic
in nature and co-occur in many disorders (Goschke, 2014; Whitton
et al., 2015). Although our model is focused on depression, the links
between cognitive control and reward processing are relevant for other
psychiatric disorders as well. Future studies in this domain hold the
promise of not only detecting transdiagnostic constructs such as the
positive valence and cognitive systems (Cuthbert and Insel, 2013; Insel
et al.,, 2010), but starting to investigate the relations between these
systems. In this context, the relationship between reward processing
(positive valence system) and cognitive control (cognitive system)
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across different clinical populations can be of great interest.

In current research, depression is often regarded and measured as a
single, homogeneous disorder and we have treated it as such in this
paper. Importantly, diagnosis of depression requires only presence of
one out of the two core symptoms: prolonged negative affect and the
loss of interest in previously pleasurable activities (DSM-5; American
Psychiatric Association, 2013). A growing amount of evidence is
pointing to the heterogeneous nature of depression and the need to
analyze specific symptoms of depression (Fried and Nesse, 2015). Our
framework emphasizes the possibility that cognitive control deficits in
depression emerge from different causes. This allows for a study of how
potential different causes of cognitive control deficits in depression can
be related to different symptom clusters. For example, reward proces-
sing impairments, resulting in lowered levels of cognitive control allo-
cation, can be related to anhedonic symptoms. In the same way,
changes in efficacy estimates can produce control deficits, but they
could be more related to the presence of negative affect.

The study of mechanisms through which cognitive control deficits in
depression emerge is of great relevance for developing future cognitive
treatments for depression. While there is no evidence for the effec-
tiveness of cognitive training in healthy individuals (Simons et al.,
2016), cognitive trainings in depressed individuals are showing con-
siderable promise (Koster et al., 2017; Motter et al., 2016; Siegle et al.,
2007). However, the mechanisms through which cognitive trainings
improve depressive symptoms remain unknown. Moreover, studies on
cognitive training in depression have not focused on motivation yet.
Understanding the components of motivation that are affected by these
trainings, as well as including incentives in the trainings, will allow for
more precise and individualized treatments.

7. Conclusions

Cognitive control deficits represent an important vulnerability
factor for depression and play a central role in cognitive impairments in
depression. We propose a framework of cognitive control in depression
in which these deficits emerge as a consequence of changes in the de-
cision-making process about control allocation. We argue that altera-
tions in core components of motivated behavior — reward anticipation,
effort costs, and estimates of environment controllability — are crucial
mechanisms contributing to dysfunctional cognitive control in depres-
sion. This view provides a more mechanistic understanding of cognitive
control in depression, offers a better computational and neural under-
standing of the deficits, and connects cognitive research on depression
with other fields of study such as motivation and agency. We believe
that our framework can guide future research on mechanisms under-
lying depressive cognition which can result in improving treatments for
depression.

Acknowledgements

This work was supported by the Special Research Fund (BOF) of
Ghent University [grant number 01D02415 awarded to IG], by a Center
of Biomedical Research Excellence grant from the National Institute of
General Medical Sciences [grant number P20GM103645 awarded to
AS], by the starting grant of the European Research Council (ERC)
under the Horizon 2020 framework [grant number 636116 awarded to
RK], and by the Concerted Research Action Grant of Ghent University
[grant number BOF16/GOA/017 awarded to EHWK], and a grant from
the John Templeton Foundation [awarded to SM; The opinions ex-
pressed in this publication are those of the authors and do not ne-
cessarily reflect the views of the John Templeton Foundation].

Appendix A. Supplementary data

Supplementary data associated with this article can be found, in the
online version, at https://doi.org/10.1016/j.neubiorev.2019.04.011.


https://doi.org/10.1016/j.neubiorev.2019.04.011

L Grahek, et al.

References

Aarts, E., Roelofs, A., Franke, B., Rijpkema, M., Ferndndez, G., Helmich, R.C., Cools, R.,
2010. Striatal dopamine mediates the interface between motivational and cognitive
control in humans: evidence from genetic imaging. Neuropsychopharmacology 35,
1943-1951. https://doi.org/10.1038/npp.2010.68.

Abrahamse, E., Braem, S., Notebaert, W., Verguts, T., 2016. Grounding cognitive control
in associative learning. Psychol. Bull. 142. https://doi.org/10.1037/bul0000047.

Abramson, L.Y., Seligman, M.E.P., Teasdale, J.D., 1978. Learned helplessness in humans
and reformulation. J. Abnorm. Psychol. 87, 49-74. https://doi.org/10.1037/0021-
843X.87.1.49.

Abramson, L.Y., Metalsky, G.I., Alloy, L.B., 1989. Hopelessness depression: a theory-based
subtype of depression. Psychol. Rev. 96, 358-372. https://doi.org/10.1037/0033-
295X.96.2.358.

Admon, R., Pizzagalli, D.A., 2015. Dysfunctional reward processing in depression. Curr.
Opin. Psychol. 4, 114-118. https://doi.org/10.1016/j.copsyc.2014.12.011.

Alexander, W.H., Brown, J.W., 2011. Medial Prefrontal Cortex as an action-outcome
predictor. Nat. Neurosci. 14, 1338-1344. https://doi.org/10.1038/nn.2921.Medial.

American Psychiatric Association, 2013. Diagnostic and Statistical Manual of Mental
Disorders, 5th ed. American Psychiatric Publishing, Washington DC.

Anderson, B.A,, Leal, S.L., Hall, M.G., Yassa, M.A., Yantis, S., 2014. The attribution of
value-based attentional priority in individuals with depressive symptoms. Cogn.
Affect. Behav. Neurosci. 14, 1221-1227. https://doi.org/10.3758/513415-014-
0301-z.

Atkinson, J.W., 1957. Motivational determinants of risk taking behavior. Psychol. Rev.
64, 359-372. https://doi.org/10.1037/h0043445.

Balleine, B.W., O’Doherty, J.P., 2010. Human and rodent homologies in action control:
corticostriatal determinants of goal-directed and habitual action.
Neuropsychopharmacology 35, 48-69. https://doi.org/10.1038/npp.2009.131.

Bandura, A., 1977. Self-efficacy: toward a unifying theory of behavioral change. Psychol.
Rev. 84, 191-215. https://doi.org/10.1037/0033-295x.84.2.191.

Bandura, A., 2001. Social cogntive theory: an agentic perspective. Annu. Rev. Psychol. 52,
1-26. https://doi.org/10.1146/annurev.psych.52.1.1.

Barch, D.M., Dowd, E.C., 2010. Goal representations and motivational drive in schizo-
phrenia: the role of prefrontal-striatal interactions. Schizophr. Bull. 36, 919-934.
https://doi.org/10.1093/schbul/sbq068.

Barch, D.M., Pagliaccio, D., 2017. Consistency, replication, and meta-analyses of altered
brain activity in unipolar depression. JAMA Psychiatry 74, 56. https://doi.org/10.
1001/jamapsychiatry.2016.2844.

Barch, D.M., Pagliaccio, D., Luking, K.R., 2015. Mechanisms underlying motivational
deficits in psychopathology: similarities and differences in depression and schizo-
phrenia. Behavioral Neuroscience of Motivation. Springer International Publishing,
pp. 411-449.

Bechtel, W., Abrahamsen, A., 2005. Explanation: a mechanist alternative. Stud. Hist.
Philos. Biol. Biomed. Sci. 36, 421-441. https://doi.org/10.1016/j.shpsc.2005.03.
010.

Beck, A.T., 1972. Depression: Causes and Treatment. University of Pennsylvania Press.

Bhandari, A., Badre, D., Frank, M.J., 2017. Learning cognitive control. In: Egner, T. (Ed.),
Wiley Handbook of Cognitive Control. Wiley-Blackwell, pp. 376-391.

Bhanji, J.P., Kim, E.S., Delgado, M.R., 2016. Perceived control alters the effect of acute
stress on persistence. J. Exp. Psychol. Gen. 145, 356-365.

Bogacz, R., Brown, E., Moehlis, J., Holmes, P., Cohen, J.D., 2006. The physics of optimal
decision making: a formal analysis of models of performance in two-alternative
forced-choice tasks. Psychol. Rev. 113, 700-765. https://doi.org/10.1037/0033-
295X.113.4.700.

Bonner, S.E., Sprinkle, G.B., 2002. The effects of monetary incentives on effort and task
performance: theories, evidence, and a framework for research. Account. Organ. Soc.
27, 303-345. https://doi.org/10.1016/50361-3682(01)00052-6.

Botvinick, M.M., Braver, T., 2015a. Motivation and cognitive control: from behavior to
neural mechanism. Annu. Rev. Psychol. 66, 83-113. https://doi.org/10.1146/
annurev-psych-010814-015044.

Botvinick, M.M., Braver, T.S., 2015b. Motivation and cognitive control: from behavior to
neural mechanism. Annu. Rev. Psychol. 1-31. https://doi.org/10.1146/annurev-
psych-010814-015044.

Botvinick, M.M., Cohen, J.D., 2014. The computational and neural basis of cognitive
control: charted territory and new frontiers. Cogn. Sci. 38, 1249-1285. https://doi.
org/10.1111/cogs.12126.

Braem, S., Verguts, T., Roggeman, C., Notebaert, W., 2012. Reward modulates adapta-
tions to conflict. Cognition 125, 324-332. https://doi.org/10.1016/j.cognition.2012.
07.015.

Braver, T.S., Krug, M.K., Chiew, K.S., Kool, W., Westbrook, J.A., Clement, N.J., Adcock,
R.A., Barch, D.M., Botvinick, M.M., Carver, C.S., Cools, R., Custers, R., Dickinson, A.,
Dweck, C.S., Fishbach, A., Gollwitzer, P.M., Hess, T.M., Isaacowitz, D.M., Mather, M.,
Murayama, K., Pessoa, L., Samanez-Larkin, G.R., Somerville, L.H., 2014. Mechanisms
of motivation-cognition interaction: challenges and opportunities. Cogn. Affect.
Behav. Neurosci. 14, 443-472. https://doi.org/10.3758/513415-014-0300-0.

Brown, J.W., Alexander, W.H., 2017. Foraging value, risk avoidance, and multiple control
signals: how the anterior cingulate cortex controls value-based decision-making. J.
Cogn. Neurosci. 29, 1656-1673. https://doi.org/10.1162/jocn_a_01140.

Chatham, C.H., Badre, D., 2015. Multiple gates on working memory. Curr. Opin. Behav.
Sci. 1, 23-31. https://doi.org/10.1016/j.cobeha.2014.08.001.

Clark, D.A., Beck, A.T., 2010. Cognitive theory and therapy of anxiety and depression:
convergence with neurobiological findings. Trends Cogn. Sci. 14, 418-424. https://
doi.org/10.1016/j.tics.2010.06.007.

Cléry-Melin, M.L., Schmidt, L., Lafargue, G., Baup, N., Fossati, P., Pessiglione, M., 2011.

Neuroscience and Biobehavioral Reviews 102 (2019) 371-381

Why don’t you try harder? An investigation of effort production in major depression.
PLoS One 6, 1-8. https://doi.org/10.1371/journal.pone.0023178.

Cohen, J.D., Dunbar, K., Mcclelland, J.L., 1990. On the control of automatic processes: a
parallel distributed processing account of the stroop effect. Psychol. Rev. 97,
332-361.

Crocker, L.D., Heller, W., Warren, S.L., O’Hare, A.J., Infantolino, Z.P., Miller, G.a, 2013.
Relationships among cognition, emotion, and motivation: implications for interven-
tion and neuroplasticity in psychopathology. Front. Hum. Neurosci. 7, 261. https://
doi.org/10.3389/fnhum.2013.00261.

Culbreth, A.J., Moran, E.K., Barch, D.M., 2018. Effort-cost decision-making in psychosis
and depression: could a similar behavioral deficit arise from disparate psychological
and neural mechanisms? Psychol. Med. 1-16. https://doi.org/10.1017/
S0033291717002525.

Cuthbert, B.N., Insel, T.R., 2013. Toward the future of psychiatric diagnosis: the seven
pillars of RDoC. BMC Med. 11, 126. https://doi.org/10.1186/1741-7015-11-126.

Davidson, R.J., Pizzagalli, D., Nitschke, J.B., Putnam, K., 2002. Depression: perspectives
from affective neuroscience. Annu. Rev. Psychol. 53, 545-574. https://doi.org/10.
1146/annurev.psych.53.100901.135148.

Daw, N.D., O’Doherty, J.P., 2014. Multiple systems for value learning. In: Glimcher, P.W.,
Fehr, E. (Eds.), Neuroeconomics: Decision Making and the Brain, second edition.
Academic Press, pp. 393-410. https://doi.org/10.1016/B978-0-12-416008-8.
00021-8.

De Raedt, R., Hooley, J.M., 2016. The role of expectancy and proactive control in stress
regulation: a neurocognitive framework for regulation expectation. Clin. Psychol.
Rev. 45, 45-55. https://doi.org/10.1016/j.cpr.2016.03.005.

Demeyer, I., De Lissnyder, E., Koster, E.H.W., De Raedt, R., 2012. Rumination mediates
the relationship between impaired cognitive control for emotional information and
depressive symptoms: a prospective study in remitted depressed adults. Behav. Res.
Ther. 50, 292-297. https://doi.org/10.1016/j.brat.2012.02.012.

Derakshan, N., Salt, M., Koster, E.H.W., 2009. Attentional control in dysphoria: an in-
vestigation using the antisaccade task. Biol. Psychol. 80, 251-255. https://doi.org/
10.1016/j.biopsycho.2008.09.005.

Der-Avakian, A., Markou, A., 2012. The neurobiology of anhedonia and other reward-
related deficits. Trends Neurosci. 35, 68-77. https://doi.org/10.1016/j.tins.2011.11.
005.

Dickinson, A., 1985. Actions and habits: the development of behavioural autonomy.
Philos. Trans. R. Soc. Lond. B Biol. Sci. 308, 67-78.

Disner, S.G.S., Beevers, C.G.C., Haigh, E.A.P., Beck, A.T., 2011. Neural mechanisms of the
cognitive model of depression. Nat. Rev. Neurosci. 12, 467-477. https://doi.org/10.
1038/nrn3027.

Dunovan, K., Lynch, B., Molesworth, T., Verstynen, T., 2015. Competing Basal Ganglia
Pathways Determine the Difference Between Stopping and Deciding Not to Go 1-24.
https://doi.org/10.7554/eLife.08723.

Dutilh, G., Vandekerckhove, J., 2013. A diffusion model account of age differences in
Posterror slowing. Psychol. Aging 28, 64-76. https://doi.org/10.1037/a0029875.

Everaert, J., Koster, E.H.W., Derakshan, N., 2012. The combined cognitive bias hypoth-
esis in depression. Clin. Psychol. Rev. 32, 413-424. https://doi.org/10.1016/j.cpr.
2012.04.003.

Everaert, J., Grahek, 1., Koster, E.H.W., 2017. Individual differences in cognitive control
over emotional material modulate cognitive biases linked to depressive symptoms.
Cogn. Emot. 31. https://doi.org/10.1080/02699931.2016.1144562.

Forstmann, B.U., Ratcliff, R., Wagenmakers, E., 2016. Sequential sampling models in
cognitive neuroscience: advantages, applications, and extensions. Annu. Rev.
Psychol. https://doi.org/10.1146/annurev-psych-122414-033645.

Fried, E.L,, Nesse, R.M., 2015. Depression sum-scores don’t add up: why analyzing specific
depression symptoms is essential. BMC Med. 13, 72. https://doi.org/10.1186/
512916-015-0325-4.

Friedman, N.P., Miyake, A., 2017. Unity and diversity of executive functions: individual
differences as a window on cognitive structure. Cortex 86, 186-204. https://doi.org/
10.1016/j.cortex.2016.04.023.

Goodkind, M., Eickhoff, S.B., Oathes, D.J., Jiang, Y., Chang, A., Jones-Hagata, L.B.,
Ortega, B.N., Zaiko, Y.V., Roach, E.L., Korgaonkar, M.S., Grieve, S.M., Galatzer-Levy,
1., Fox, P.T., Etkin, A., 2015. Identification of a common neurobiological substrate for
mental Illness. JAMA Psychiatry 72, 305-315. https://doi.org/10.1001/
jamapsychiatry.2014.2206.

Goschke, T., 2014. Dysfunctions of decision-making and cognitive control as transdiag-
nostic mechanisms of mental disorders: advances, gaps, and needs in current re-
search. Int. J. Methods Psychiatr. Res. 23. https://doi.org/10.1002/mpr.1410.

Gotlib, I.H., Hamilton, J.P., 2008. Neuroimaging and depression: current status and un-
resolved issues. Curr. Dir. Psychol. Sci. 17, 159-163. https://doi.org/10.1111/j.
1467-8721.2008.00567 .x.

Gotlib, LH., Joormann, J., 2010. Cognition and depression: current status and future
directions. Annu. Rev. Clin. Psychol. 6, 285-312. https://doi.org/10.1146/annurev.
clinpsy.121208.131305.

Grahek, ., Everaert, J., Krebs, R.M., Koster, E.H.W., 2018. Cognitive control in depres-
sion: towards clinical models informed by cognitive neuroscience. Clin. Psychol. Sci.
6 (4), 464-480. https://doi.org/10.1177/2167702618758969.

Griffiths, K.R., Morris, R.W., Balleine, B.W., 2014. Translational studies of goal-directed
action as a framework for classifying deficits across psychiatric disorders. Front. Syst.
Neurosci. 8, 1-16. https://doi.org/10.3389/fnsys.2014.00101.

Haber, S.N., 2016. Corticostriatal circuitry. Dialogues Clin. Neurosci. 18, 7-21. https://
doi.org/10.1002/bit.260190307.

Haber, S.N., Knutson, B., 2010. The reward circuit: linking primate anatomy and human
imaging. Neuropsychopharmacology 35, 4-26. https://doi.org/10.1038/npp.2009.
129.

Hartley, C.A., Gorun, A., Reddan, M.C., Ramirez, F., Phelps, E.A., 2014. Neurobiology of


https://doi.org/10.1038/npp.2010.68
https://doi.org/10.1037/bul0000047
https://doi.org/10.1037/0021-843X.87.1.49
https://doi.org/10.1037/0021-843X.87.1.49
https://doi.org/10.1037/0033-295X.96.2.358
https://doi.org/10.1037/0033-295X.96.2.358
https://doi.org/10.1016/j.copsyc.2014.12.011
https://doi.org/10.1038/nn.2921.Medial
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0035
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0035
https://doi.org/10.3758/s13415-014-0301-z
https://doi.org/10.3758/s13415-014-0301-z
https://doi.org/10.1037/h0043445
https://doi.org/10.1038/npp.2009.131
https://doi.org/10.1037/0033-295x.84.2.191
https://doi.org/10.1146/annurev.psych.52.1.1
https://doi.org/10.1093/schbul/sbq068
https://doi.org/10.1001/jamapsychiatry.2016.2844
https://doi.org/10.1001/jamapsychiatry.2016.2844
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0075
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0075
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0075
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0075
https://doi.org/10.1016/j.shpsc.2005.03.010
https://doi.org/10.1016/j.shpsc.2005.03.010
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0085
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0090
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0090
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0095
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0095
https://doi.org/10.1037/0033-295X.113.4.700
https://doi.org/10.1037/0033-295X.113.4.700
https://doi.org/10.1016/S0361-3682(01)00052-6
https://doi.org/10.1146/annurev-psych-010814-015044
https://doi.org/10.1146/annurev-psych-010814-015044
https://doi.org/10.1146/annurev-psych-010814-015044
https://doi.org/10.1146/annurev-psych-010814-015044
https://doi.org/10.1111/cogs.12126
https://doi.org/10.1111/cogs.12126
https://doi.org/10.1016/j.cognition.2012.07.015
https://doi.org/10.1016/j.cognition.2012.07.015
https://doi.org/10.3758/s13415-014-0300-0
https://doi.org/10.1162/jocn_a_01140
https://doi.org/10.1016/j.cobeha.2014.08.001
https://doi.org/10.1016/j.tics.2010.06.007
https://doi.org/10.1016/j.tics.2010.06.007
https://doi.org/10.1371/journal.pone.0023178
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0155
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0155
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0155
https://doi.org/10.3389/fnhum.2013.00261
https://doi.org/10.3389/fnhum.2013.00261
https://doi.org/10.1017/S0033291717002525
https://doi.org/10.1017/S0033291717002525
https://doi.org/10.1186/1741-7015-11-126
https://doi.org/10.1146/annurev.psych.53.100901.135148
https://doi.org/10.1146/annurev.psych.53.100901.135148
https://doi.org/10.1016/B978-0-12-416008-8.00021-8
https://doi.org/10.1016/B978-0-12-416008-8.00021-8
https://doi.org/10.1016/j.cpr.2016.03.005
https://doi.org/10.1016/j.brat.2012.02.012
https://doi.org/10.1016/j.biopsycho.2008.09.005
https://doi.org/10.1016/j.biopsycho.2008.09.005
https://doi.org/10.1016/j.tins.2011.11.005
https://doi.org/10.1016/j.tins.2011.11.005
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0205
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0205
https://doi.org/10.1038/nrn3027
https://doi.org/10.1038/nrn3027
https://doi.org/10.7554/eLife.08723
https://doi.org/10.1037/a0029875
https://doi.org/10.1016/j.cpr.2012.04.003
https://doi.org/10.1016/j.cpr.2012.04.003
https://doi.org/10.1080/02699931.2016.1144562
https://doi.org/10.1146/annurev-psych-122414-033645
https://doi.org/10.1186/s12916-015-0325-4
https://doi.org/10.1186/s12916-015-0325-4
https://doi.org/10.1016/j.cortex.2016.04.023
https://doi.org/10.1016/j.cortex.2016.04.023
https://doi.org/10.1001/jamapsychiatry.2014.2206
https://doi.org/10.1001/jamapsychiatry.2014.2206
https://doi.org/10.1002/mpr.1410
https://doi.org/10.1111/j.1467-8721.2008.00567.x
https://doi.org/10.1111/j.1467-8721.2008.00567.x
https://doi.org/10.1146/annurev.clinpsy.121208.131305
https://doi.org/10.1146/annurev.clinpsy.121208.131305
https://doi.org/10.1177/2167702618758969
https://doi.org/10.3389/fnsys.2014.00101
https://doi.org/10.1002/bit.260190307
https://doi.org/10.1002/bit.260190307
https://doi.org/10.1038/npp.2009.129
https://doi.org/10.1038/npp.2009.129

L Grahek, et al.

learning and memory stressor controllability modulates fear extinction in humans.
Neurobiol. Learn. Mem. 113, 149-156. https://doi.org/10.1016/j.nlm.2013.12.003.

Hershenberg, R., Satterthwaite, T.D., Daldal, A., Katchmar, N., Moore, T.M., Kable, J.W.,
Wolf, D.H., 2016. Diminished effort on a progressive ratio task in both unipolar and
bipolar depression. J. Affect. Disord. 196, 97-100. https://doi.org/10.1016/j.jad.
2016.02.003.

Hertel, P.T., 1994. Depression and memory: are impairments remediable through atten-
tional control? Curr. Dir. Psychol. Sci. 3, 190-193. https://doi.org/10.1111/1467-
8721.ep10770707.

Hertel, P.T., 2000. The cognitive-initiative account of depression-related impairments in
memory. Psychol. Learn. Motiv. 39, 47-71. https://doi.org/10.1016/S0079-
7421(00)80030-4.

Holroyd, C.B., McClure, S.M., 2015. Hierarchical control over effortful behavior by rodent
medial frontal cortex: a computational model. Psychol. Rev. 122, 54-83. https://doi.
org/10.1037/a0038339.

Holroyd, C.B., Umemoto, A., 2016. The research domain criteria framework: the case for
anterior cingulate cortex. Neurosci. Biobehav. Rev. 71, 418-443. https://doi.org/10.
1016/j.neubiorev.2016.09.021.

Huys, Q.J.M., Dayan, P., 2009. A Bayesian formulation of behavioral control. Cognition
113, 314-328. https://doi.org/10.1016/j.cognition.2009.01.008.

Huys, Q.J.M., Daw, N.D., Dayan, P., 2015. Depression: a decision-theoretic analysis.
Annu. Rev. Neurosci. 38, 1-23. https://doi.org/10.1146/annurev-neuro-071714-
033928.

Huys, Q.J.M., Maia, T.V., Frank, M.J., 2016. Computational psychiatry as a bridge from
neuroscience to clinical applications. Nat. Neurosci. 19, 404—413. https://doi.org/10.
1038/nn.4238.

Insel, T., Cuthbert, B., Garvie, M., Heinssen, R., Pine, D.S., Quinn, K., Sanislow, C., Wang,
P., 2010. Research domain criteria (RDoC): toward a new classification framework
for research on mental disorders. Am. J. Psychiatry 167, 748-751. https://doi.org/
10.1176/appi.ajp.2010.09091379.

Inzlicht, M., Shenhav, A., Olivola, C.Y., 2018. The effort paradox: effort is both costly and
valued. Trends Cogn. Sci. 22, 337-349. https://doi.org/10.1016/j.tics.2018.01.007.

Jazbec, S., McClure, E., Hardin, M., Pine, D.S., Ernst, M., 2005. Cognitive control under
contingencies in anxious and depressed adolescents: an antisaccade task. Biol.
Psychiatry 58, 632-639. https://doi.org/10.1016/j.biopsych.2005.04.010.

Joormann, J., 2010. Cognitive inhibition and emotion regulation in depression. Curr. Dir.
Psychol. Sci. 19, 161-166. https://doi.org/10.1177/0963721410370293.

Joormann, J., Tanovic, E., 2015. Cognitive vulnerability to depression: examining cog-
nitive control and emotion regulation. Curr. Opin. Psychol. 4, 86-92. https://doi.org/
10.1016/j.copsyc.2014.12.006.

Joormann, J., Vanderlind, W.M., 2014. Emotion regulation in depression: the role of
biased cognition and reduced cognitive control. Clin. Psychol. Sci. 2, 402-421.
https://doi.org/10.1177/2167702614536163.

Joormann, J., Yoon, K.L., Zetsche, U., 2007. Cognitive inhibition in depression. Appl.
Prev. Psychol. 12, 128-139. https://doi.org/10.1016/j.appsy.2007.09.002.

Kahneman, D., 1973. Attention and Effort. Prentice-Hall, Englewood Cliffs, NJ.

Kaser, M., Zaman, R., Sahakian, B.J., 2017. Cognition as a treatment target in depression.
Psychol. Med. 47, 987-989. https://doi.org/10.1017/50033291716003123.

Knutson, B., Westdorp, A., Kaiser, E., Hommer, D., 2000. FMRI visualization of brain
activity during a monetary incentive delay task. Neuroimage 12, 20-27. https://doi.
org/10.1006/nimg.2000.0593.

Kool, W., Botvinick, M., 2018. Mental labour. Nat. Hum. Behav. https://doi.org/10.1038/
s41562-018-0401-9.

Kool, W., McGuire, J.T., Rosen, Z.B., Botvinick, M.M., 2010. Decision making and the
avoidance of cognitive demand. J. Exp. Psychol. Gen. 139, 665-682. https://doi.org/
10.1037/a0020198.

Koster, E.H.W., De Lissnyder, E., Derakshan, N., De Raedt, R., 2011. Understanding de-
pressive rumination from a cognitive science perspective: the impaired disengage-
ment hypothesis. Clin. Psychol. Rev. 31, 138-145. https://doi.org/10.1016/j.cpr.
2010.08.005.

Koster, E.H.W., Hoorelbeke, K., Onraedt, T., Owens, M., Derakshan, N., 2017. Cognitive
control interventions for depression: a systematic review of findings from training
studies. Clin. Psychol. Rev. 53, 79-92. https://doi.org/10.1016/j.cpr.2017.02.002.

Krajbich, I., Rangel, A., 2011. Multialternative drift-diffusion model predicts the re-
lationship between visual fi xations and choice in value-based decisions. Proc. Natl.
Acad. Sci. U. S. A. 108. https://doi.org/10.1073/pnas.1101328108.

Krebs, R.M., Woldorff, M.G., 2017. Cognitive control and reward. In: Egner, T. (Ed.),
Wiley Handbook of Cognitive Control. Wiley-Blackwell, pp. 422-439.

Krebs, R.M., Boehler, C.N., Woldorff, M.G., 2010. The influence of reward associations on
conflict processing in the Stroop task. Cognition 117, 341-347. https://doi.org/10.
1016/j.cognition.2010.08.018.

Kurzban, R., Duckworth, A., Kable, J.W., Myers, J., 2013. An opportunity cost model of
subjective effort and task performance. Behav. Brain Sci. 36, 661-679. https://doi.
org/10.1017/50140525X12003196.

Leotti, L.a, Wager, T.D., 2010. Motivational influences on response inhibition measures. J.
Exp. Psychol. Hum. Percept. Perform. 36, 430-447. https://doi.org/10.1037/
a0016802.

Leotti, L.A., Iyengar, S.S., Ochsner, K.N., 2010. Born to choose: the origins and value of
the need for control. Trends Cogn. Sci. 14, 457-463. https://doi.org/10.1016/j.tics.
2010.08.001.

Levens, S.M., Gotlib, L.H., 2015. Updating emotional content in recovered depressed in-
dividuals: evaluating deficits in emotion processing following a depressive episode. J.
Behav. Ther. Exp. Psychiatry 48, 156-163. https://doi.org/10.1016/j.jbtep.2015.03.
009.

Lieder, F., Goodman, N.D., Huys, Q.J., 2013. Learned helplessness and generalization.
Proc. Annu. Meet. Cogn. Sci. Soc. 35.

380

Neuroscience and Biobehavioral Reviews 102 (2019) 371-381

Lieder, F., Shenhav, A., Musslick, S., Griffiths, T.L., 2018. Rational metareasoning and the
plasticity of cognitive control. PLoS Comput. Biol. 14. https://doi.org/10.13140/RG.
2.2.24500.14721.

Liljeholm, M., Tricomi, E., O’Doherty, J.P., Balleine, B.W., 2011. Neural correlates of
instrumental contingency learning: differential effects of action-reward conjunction
and disjunction. J. Neurosci. 31, 2474-2480. https://doi.org/10.1523/JNEUROSCI.
3354-10.2011.

Machamer, P., Darden, L., Craver, C.F., 2000. Thinking about mechanisms. Philos. Sci. 67,
1-25.

Maier, S.F., 1984. Learned helplessness and animal models of depression. Prog. Neuro
Psychopharmacol. Biol. Psychiatry 8, 435-446. https://doi.org/10.1016/50278-
5846(84)80032-9.

Maier, S.F., Seligman, M.E.P., 2016. Learned helplessness at fifty: insights from neu-
roscience. Psychol. Rev. 123, 1-19. https://doi.org/10.1037/rev0000033.

Maier, S.F., Watkins, L.R., 2005. Stressor controllability and learned helplessness: the
roles of the dorsal raphe nucleus, serotonin, and corticotropin-releasing factor.
Neurosci. Biobehav. Rev. 29, 829-841. https://doi.org/10.1016/j.neubiorev.2005.
03.021.

Maier, S.F., Amat, J., Baratta, M.V., Paul, E., Watkins, L.R., 2006. Behavioral control, the
medial prefrontal cortex, and resilience. Dialogues Clin. Neurosci. 8, 397-406.
https://doi.org/10.1016/j.ynstr.2014.09.003.

Marchetti, I., Shumake, J., Grahek, I., Koster, E.H.W., 2018. Temperamental factors in
remitted depression: the role of effortful control and attentional mechanisms. J.
Affect. Disord. 235. https://doi.org/10.1016/j.jad.2018.04.064.

McMakin, D.L., Olino, T.M., Porta, G., Dietz, L.J., Emslie, G., Clarke, G., Wagner, K.D.,
Asarnow, J.R., Ryan, N.D., Birmaher, B., Shamseddeen, W., Mayes, T., Kennard, B.,
Spirito, A., Keller, M., Lynch, F.L., Dickerson, J.F., Brent, D.A., 2012. Anhedonia
predicts poorer recovery among youth with selective serotonin reuptake inhibitor
treatmentresistant depression. J. Am. Acad. Child Adolesc. Psychiatry 51, 404-411.
https://doi.org/10.1016/j.jaac.2012.01.011.

McTeague, L.M., Huemer, J., Carreon, D.M., Jiang, Y., Eickhoff, S.B., Etkin, A., 2017.
Identification of common neural circuit disruptions in cognitive control across psy-
chiatric disorders. Am. J. Psychiatry 174, 676-685. https://doi.org/10.1176/appi.
ajp.2017.16040400.

Millan, M.J., Agid, Y., Briine, M., Bullmore, E.T., Carter, C.S., Clayton, N.S., Connor, R.,
Davis, S., Deakin, B., DeRubeis, R.J., Dubois, B., Geyer, M.A., Goodwin, G.M.,
Gorwood, P., Jay, T.M., Joéls, M., Mansuy, .M., Meyer-Lindenberg, A., Murphy, D.,
Rolls, E., Saletu, B., Spedding, M., Sweeney, J., Whittington, M., Young, L.J., 2012.
Cognitive dysfunction in psychiatric disorders: characteristics, causes and the quest
for improved therapy. Nat. Rev. Drug Discov. 11, 141-168. https://doi.org/10.1038/
nrd3628.

Miller, K.J., Shenhav, A., Ludvig, E.A., 2019. Habits without values. n.d.. Psychol. Rev.

Montague, P.R., Dolan, R.J., Friston, K.J., Dayan, P., 2012. Computational psychiatry.
Trends Cogn. Sci. 16. https://doi.org/10.1016/j.tics.2011.11.018.

Moritz, S., Stockert, K., Hauschildt, M., Lill, H., Jelinek, L., Beblo, T., Diedrich, S., Arlt, S.,
2017. Are we exaggerating neuropsychological impairment in depression? Reopening
a closed chapter. Expert Rev. Neurother. 17, 839-846. https://doi.org/10.1080/
14737175.2017.1347040.

Morris, R.W., Quail, S., Griffiths, K.R., Green, M.J., Balleine, B.W., 2015. Corticostriatal
control of goal-directed action is impaired in schizophrenia. Biol. Psychiatry 77,
187-195. https://doi.org/10.1016/j.biopsych.2014.06.005.

Morris, R.W., Cyrzon, C., Green, M.J., Le Pelley, M.E., Balleine, B.W., 2018. Impairments
in action—outcome learning in schizophrenia. Transl. Psychiatry 8, 54. https://doi.
org/10.1038/541398-018-0103-0.

Moscarello, J.M., Hartley, C.A., 2017. Agency and the calibration of motivated behavior.
Trends Cogn. Sci. 21, 725-735. https://doi.org/10.1016/j.tics.2017.06.008.

Motter, J.N., Pimontel, M.A., Rindskopf, D., Devanand, D.P., Doraiswamy, P.M., Sneed,
J.R., 2016. Computerized cognitive training and functional recovery in major de-
pressive disorder: a meta-analysis. J. Affect. Disord. 189, 184-191. https://doi.org/
10.1016/j.jad.2015.09.022.

Moutoussis, M., Shahar, N., Hauser, T.U., Dolan, R.J., 2017. Computation in psy-
chotherapy, or how computational psychiatry can aid learning-based psychological
therapies. Comput. Psychiatry 2. https://doi.org/10.1162/CPSY_a_00014.

Miiller, V.L, Cieslik, E.C., Serbanescu, L., Laird, A.R., Fox, P.T., Eickhoff, S.B., 2016.
Altered brain activity in unipolar depression revisited. JAMA Psychiatry 1-9. https://
doi.org/10.1001/jamapsychiatry.2016.2783.

Musslick, S., Shenhav, A., Botvinick, M.M., Cohen, J.D., 2015. A computational model of
control allocation based on the expected value of control. Reinf. Learn. Decis. Mak.
Conf. 59, 2014.

Nolen-Hoeksema, S., Wisco, B.E., Lyubomirsky, S., 2008. Rethinking rumination.
Perspect. Psychol. Sci. 3, 400-424. https://doi.org/10.1111/j.1745-6924.2008.
00088.x.

Oettingen, G., Gollwitzer, P.M., 2001. Goal setting and goal striving. In: Tesser, A.,
Schwarz, N. (Eds.), Blackwell Handbook of Social Psychology: Intraindividual
Processes. Blackwell Publishers, pp. 329-348.

Owens, M., Koster, E.H.W., Derakshan, N., 2012. Impaired filtering of irrelevant in-
formation in dysphoria: an ERP study. Soc. Cogn. Affect. Neurosci. 7, 752-763.
https://doi.org/10.1093/scan/nsr050.

Padmala, S., Pessoa, L., 2011. Reward reduces conflict by enhancing attentional control
and biasing visual cortical processing. J. Cogn. Neurosci. 23, 3419-3432. https://doi.
org/10.1162/jocn_a_00011.

Pizzagalli, D.A., 2011. Frontocingulate dysfunction in depression: toward biomarkers of
treatment response. Neuropsychopharmacology 36, 183-206. https://doi.org/10.
1038/npp.2010.166.

Pizzagalli, D.A., 2014. Depression, stress, and anhedonia: toward a synthesis and in-
tegrated model. Annu. Rev. Clin. Psychol. 393-423. https://doi.org/10.1146/


https://doi.org/10.1016/j.nlm.2013.12.003
https://doi.org/10.1016/j.jad.2016.02.003
https://doi.org/10.1016/j.jad.2016.02.003
https://doi.org/10.1111/1467-8721.ep10770707
https://doi.org/10.1111/1467-8721.ep10770707
https://doi.org/10.1016/S0079-7421(00)80030-4
https://doi.org/10.1016/S0079-7421(00)80030-4
https://doi.org/10.1037/a0038339
https://doi.org/10.1037/a0038339
https://doi.org/10.1016/j.neubiorev.2016.09.021
https://doi.org/10.1016/j.neubiorev.2016.09.021
https://doi.org/10.1016/j.cognition.2009.01.008
https://doi.org/10.1146/annurev-neuro-071714-033928
https://doi.org/10.1146/annurev-neuro-071714-033928
https://doi.org/10.1038/nn.4238
https://doi.org/10.1038/nn.4238
https://doi.org/10.1176/appi.ajp.2010.09091379
https://doi.org/10.1176/appi.ajp.2010.09091379
https://doi.org/10.1016/j.tics.2018.01.007
https://doi.org/10.1016/j.biopsych.2005.04.010
https://doi.org/10.1177/0963721410370293
https://doi.org/10.1016/j.copsyc.2014.12.006
https://doi.org/10.1016/j.copsyc.2014.12.006
https://doi.org/10.1177/2167702614536163
https://doi.org/10.1016/j.appsy.2007.09.002
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0370
https://doi.org/10.1017/S0033291716003123
https://doi.org/10.1006/nimg.2000.0593
https://doi.org/10.1006/nimg.2000.0593
https://doi.org/10.1038/s41562-018-0401-9
https://doi.org/10.1038/s41562-018-0401-9
https://doi.org/10.1037/a0020198
https://doi.org/10.1037/a0020198
https://doi.org/10.1016/j.cpr.2010.08.005
https://doi.org/10.1016/j.cpr.2010.08.005
https://doi.org/10.1016/j.cpr.2017.02.002
https://doi.org/10.1073/pnas.1101328108
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0410
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0410
https://doi.org/10.1016/j.cognition.2010.08.018
https://doi.org/10.1016/j.cognition.2010.08.018
https://doi.org/10.1017/S0140525X12003196
https://doi.org/10.1017/S0140525X12003196
https://doi.org/10.1037/a0016802
https://doi.org/10.1037/a0016802
https://doi.org/10.1016/j.tics.2010.08.001
https://doi.org/10.1016/j.tics.2010.08.001
https://doi.org/10.1016/j.jbtep.2015.03.009
https://doi.org/10.1016/j.jbtep.2015.03.009
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0440
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0440
https://doi.org/10.13140/RG.2.2.24500.14721
https://doi.org/10.13140/RG.2.2.24500.14721
https://doi.org/10.1523/JNEUROSCI.3354-10.2011
https://doi.org/10.1523/JNEUROSCI.3354-10.2011
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0455
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0455
https://doi.org/10.1016/S0278-5846(84)80032-9
https://doi.org/10.1016/S0278-5846(84)80032-9
https://doi.org/10.1037/rev0000033
https://doi.org/10.1016/j.neubiorev.2005.03.021
https://doi.org/10.1016/j.neubiorev.2005.03.021
https://doi.org/10.1016/j.ynstr.2014.09.003
https://doi.org/10.1016/j.jad.2018.04.064
https://doi.org/10.1016/j.jaac.2012.01.011
https://doi.org/10.1176/appi.ajp.2017.16040400
https://doi.org/10.1176/appi.ajp.2017.16040400
https://doi.org/10.1038/nrd3628
https://doi.org/10.1038/nrd3628
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0500
https://doi.org/10.1016/j.tics.2011.11.018
https://doi.org/10.1080/14737175.2017.1347040
https://doi.org/10.1080/14737175.2017.1347040
https://doi.org/10.1016/j.biopsych.2014.06.005
https://doi.org/10.1038/s41398-018-0103-0
https://doi.org/10.1038/s41398-018-0103-0
https://doi.org/10.1016/j.tics.2017.06.008
https://doi.org/10.1016/j.jad.2015.09.022
https://doi.org/10.1016/j.jad.2015.09.022
https://doi.org/10.1162/CPSY_a_00014
https://doi.org/10.1001/jamapsychiatry.2016.2783
https://doi.org/10.1001/jamapsychiatry.2016.2783
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0545
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0545
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0545
https://doi.org/10.1111/j.1745-6924.2008.00088.x
https://doi.org/10.1111/j.1745-6924.2008.00088.x
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0555
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0555
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0555
https://doi.org/10.1093/scan/nsr050
https://doi.org/10.1162/jocn_a_00011
https://doi.org/10.1162/jocn_a_00011
https://doi.org/10.1038/npp.2010.166
https://doi.org/10.1038/npp.2010.166
https://doi.org/10.1146/annurev-clinpsy-050212-185606.Depression

L Grahek, et al.

annurev-clinpsy-050212-185606.Depression.

Ratcliff, R., Smith, P.L., Brown, S.D., Mckoon, G., 2016. Diffusion decision model: current
issues and history. Trends Cogn. Sci. 1-22. https://doi.org/10.1016/j.tics.2016.01.
007. xx.

Ravizza, S.M., Delgado, M.R., 2014. Motivational enhancement of cognitive control de-
pends on depressive symptoms. Emotion 14, 646-650. https://doi.org/10.1037/
a0036754.

Rizvi, S.J., Pizzagalli, D.A., Sproule, B.A., Kennedy, S.H., 2016. Assessing anhedonia in
depression: potentials and pitfalls. Neurosci. Biobehav. Rev. 65, 21-35. https://doi.
org/10.1016/j.neubiorev.2016.03.004.

Rock, P.L., Roiser, J.P., Riedel, W.J., Blackwell, A.D., 2014. Cognitive impairment in
depression: a systematic review and meta-analysis. Psychol. Med. 44, 2029-2040.
https://doi.org/10.1017/50033291713002535.

Romer Thomsen, K., Whybrow, P.C., Kringelbach, M.L., 2015. Reconceptualizing anhe-
donia: novel perspectives on balancing the pleasure networks in the human brain.
Front. Behav. Neurosci. 9, 1-23. https://doi.org/10.3389/fnbeh.2015.00049.

Rotter, J.B., 1966. Generalized expectancies for internal versus external control of re-
inforcement. Psychol. Monogr. 80, 1-28. https://doi.org/10.1037/h0092976.

Salamone, J.D., Correa, M., 2012. The mysterious motivational functions of mesolimbic
dopamine. Neuron 76, 470-485. https://doi.org/10.1016/j.neuron.2012.10.021.

Salamone, J.D., Yohn, S.E., Lopez-Cruz, L., San Miguel, N., Correa, M., 2016. Activational
and effort-related aspects of motivation: neural mechanisms and implications for
psychopathology. Brain 139, 1325-1347. https://doi.org/10.1093/brain/aww050.

Scheurich, A., Fellgiebel, A., Schermuly, 1., Bauer, S., Wolfges, R., Miiller, M.J., 2008.
Experimental evidence for a motivational origin of cognitive impairment in major
depression. Psychol. Med. 38, 237-246. https://doi.org/10.1017/
S0033291707002206.

Schmitz, F., Voss, A., 2012. Decomposing task-switching costs with the diffusion model. J.
Exp. Psychol. Hum. Percept. Perform. 38, 222-250. https://doi.org/10.1037/
a0026003.

Seligman, M.E., 1972. Learned helplessness. Annu. Rev. Med. 23, 407-412. https://doi.
org/10.1146/annurev.me.23.020172.002203.

Seligman, M.E.P., Maier, S.F., 1967. Failure to escape traumatic shock. J. Exp. Psychol.
74, 1-9. https://doi.org/10.1037/h0024514.

Shenhav, A., Botvinick, M., Cohen, J., 2013. The expected value of control: an integrative
theory of anterior cingulate cortex function. Neuron 79, 217-240. https://doi.org/
10.1016/j.neuron.2013.07.007.

Shenhav, A., Cohen, J.D., Botvinick, M.M., 2016. Dorsal anterior cingulate cortex and the
value of control. Nat. Neurosci. 19, 1286-1291 https://doi.org/1038/nn.4382.

Shenhav, A., Musslick, S., Lieder, F., Kool, W., Griffiths, T.L., Cohen, J.D., Botvinick,
M.M., 2017. Toward a rational and mechanistic account of mental effort. Annu. Rev.
Neurosci. 40, 99-124. https://doi.org/10.1146/annurev-neuro-072116-031526.

Siegle, G.J., Ghinassi, F., Thase, M.E., 2007. Neurobehavioral therapies in the 21st cen-
tury: summary of an emerging field and an extended example of cognitive control
training for depression. Cognit. Ther. Res. 31, 235-262. https://doi.org/10.1007/
$10608-006-9118-6.

Simons, D.J., Boot, W.R., Charness, N., Gathercole, S.E., Chabris, C.F., Hambrick, D.Z.,
Stine-Morrow, E.A.L., 2016. Do “brain-training” programs work? Psychol. Sci. Public
Interest 17. https://doi.org/10.1177/1529100616661983.

Snyder, H.R., 2013. Major depressive disorder is associated with broad impairments on
neuropsychological measures of executive function: a meta-analysis and review.
Psychol. Bull. 139, 81-132. https://doi.org/10.1037/a0028727.

Spijker, J., Bijl, R.V., de Graaf, R., Nolen, W.a, 2001. Determinants of poor 1-year out-
come of DSM-III-R major depression in the general population: results of the
Netherlands Mental Health Survey and Incidence Study (NEMESIS). Acta Psychiatr.
Scand. 103, 122-130 https://doi.org/acp016 [pii].

Neuroscience and Biobehavioral Reviews 102 (2019) 371-381

Strauss, G.P., Gold, J.M., 2012. A new perspective on anhedonia in schizophrenia. Am. J.
Psychiatry 169, 364-373. https://doi.org/10.1176/appi.ajp.2011.11030447.

Stroop, J.R., 1935. Studies of interference in serial verbal reactions. J. Exp. Psychol. 18,
643-662. https://doi.org/10.1037/h0054651.

Tajima, S., Drugowitsch, J., Pouget, A., 2016. Optimal policy for value-based decision-
making. Nat. Commun. 7, 1-12. https://doi.org/10.1038/ncomms12400.

Treadway, M.T., Bossaller, N.A., Shelton, R.C., Zald, D.H., 2012. Effort-based decision-
making in major depressive disorder: a translational model of motivational anhe-
donia. J. Abnorm. Psychol. 121, 553-558. https://doi.org/10.1037/a0028813.

Treadway, M.T., Zald, D.H., 2011. Reconsidering anhedonia in depression: lessons from
translational neuroscience. Neurosci. Biobehav. Rev. 35, 537-555. https://doi.org/
10.1016/j.neubiorev.2010.06.006.

Treadway, M.T., Zald, D.H., 2013. Parsing anhedonia: translational models of reward-
processing deficits in psychopathology. Curr. Dir. Psychol. Sci. 22, 244-249. https://
doi.org/10.1177/0963721412474460.

Ueltzhoffer, K., Armbruster-Geng, D.J.N., Fiebach, C.J., 2015. Stochastic dynamics un-
derlying cognitive stability and flexibility. PLoS Comput. Biol. 11, 1-46. https://doi.
org/10.1371/journal.pcbi.1004331.

Uher, R., Perlis, R.H., Henigsberg, N., Zobel, A., Rietschel, M., Mors, O., Hauser, J.,
Dernovsek, M.Z., Souery, D., Bajs, M., Maier, W., Aitchison, K.J., Farmer, A.,
McGuffin, P., 2012. Depression symptom dimensions as predictors of antidepressant
treatment outcome: replicable evidence for interest-activity symptoms. Psychol. Med.
42, 967-980. https://doi.org/10.1017/50033291711001905.

Verguts, T., 2017. Computational models of cognitive control. In: Egner, T. (Ed.), The
Wiley Handbook of Cognitive Control. Wiley-Blackwell, Hoboken, NJ, pp. 376-391.

Verguts, T., Vassena, E., Silvetti, M., 2015. Adaptive effort investment in cognitive and
physical tasks: a neurocomputational model. Front. Behav. Neurosci. 9. https://doi.
org/10.3389/fnbeh.2015.00057.

Wallis, J.D., Rushworth, M.F.S., 2014. Integrating benefits and costs in decision making.
Neuroeconomics (Second Edition). 411-433.

Wardenaar, K.J., Giltay, E.J., Van Veen, T., Zitman, F.G., Penninx, B.W.J.H., 2012.
Symptom dimensions as predictors of the two-year course of depressive and anxiety
disorders. J. Affect. Disord. 136, 1198-1203. https://doi.org/10.1016/j.jad.2011.11.
037.

Westbrook, A., Braver, T.S., 2015. Cognitive effort: a neuroeconomic approach. Cogn.
Affect. Behav. Neurosci. 15, 395-415. https://doi.org/10.3758/s13415-015-0334-y.

Westbrook, A., Kester, D., Braver, T.S., 2013. What is the subjective cost of cognitive
effort? Load, trait, and aging effects revealed by economic preference. PLoS One 8,
1-8. https://doi.org/10.1371/journal.pone.0068210.

Whitmer, A.J., Gotlib, I.H., 2013. An attentional scope model of rumination. Psychol.
Bull. 139, 1036-1061. https://doi.org/10.1037/a0030923.

Whitton, A.E., Treadway, M.T., Pizzagalli, D.A., 2015. Reward processing dysfunction in
major depression, bipolar disorder and schizophrenia. Curr. Opin. Psychiatry 28,
7-12.

Wigfield, A., Eccles, J.S., 2000. Expectancy-value theory of achievement motivation.
Contemp. Educ. Psychol. 25, 68-81. https://doi.org/10.1006/ceps.1999.1015.

Wood, W., Riinger, D., 2016. Psychology of habit. Annu. Rev. Psychol. 67, 289-314.
https://doi.org/10.1146/annurev-psych-122414-033417.

Yang, X., Huang, J., Zhu, Cying, Wang, Yfei, Cheung, E.F.C., Chan, R.C.K,, Xie, Grong,
2014. Motivational deficits in effort-based decision making in individuals with sub-
syndromal depression, first-episode and remitted depression patients. Psychiatry Res.
220, 874-882. https://doi.org/10.1016/j.psychres.2014.08.056.

Zald, D.H., Treadway, M.T., 2017. Reward processing, neuroeconomics, and psycho-
pathology. Annu. Rev. Clin. Psychol. 133, 1-325. https://doi.org/10.1146/annurev-
clinpsy-032816-044957.


https://doi.org/10.1146/annurev-clinpsy-050212-185606.Depression
https://doi.org/10.1016/j.tics.2016.01.007
https://doi.org/10.1016/j.tics.2016.01.007
https://doi.org/10.1037/a0036754
https://doi.org/10.1037/a0036754
https://doi.org/10.1016/j.neubiorev.2016.03.004
https://doi.org/10.1016/j.neubiorev.2016.03.004
https://doi.org/10.1017/S0033291713002535
https://doi.org/10.3389/fnbeh.2015.00049
https://doi.org/10.1037/h0092976
https://doi.org/10.1016/j.neuron.2012.10.021
https://doi.org/10.1093/brain/aww050
https://doi.org/10.1017/S0033291707002206
https://doi.org/10.1017/S0033291707002206
https://doi.org/10.1037/a0026003
https://doi.org/10.1037/a0026003
https://doi.org/10.1146/annurev.me.23.020172.002203
https://doi.org/10.1146/annurev.me.23.020172.002203
https://doi.org/10.1037/h0024514
https://doi.org/10.1016/j.neuron.2013.07.007
https://doi.org/10.1016/j.neuron.2013.07.007
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0645
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0645
https://doi.org/10.1146/annurev-neuro-072116-031526
https://doi.org/10.1007/s10608-006-9118-6
https://doi.org/10.1007/s10608-006-9118-6
https://doi.org/10.1177/1529100616661983
https://doi.org/10.1037/a0028727
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0670
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0670
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0670
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0670
https://doi.org/10.1176/appi.ajp.2011.11030447
https://doi.org/10.1037/h0054651
https://doi.org/10.1038/ncomms12400
https://doi.org/10.1037/a0028813
https://doi.org/10.1016/j.neubiorev.2010.06.006
https://doi.org/10.1016/j.neubiorev.2010.06.006
https://doi.org/10.1177/0963721412474460
https://doi.org/10.1177/0963721412474460
https://doi.org/10.1371/journal.pcbi.1004331
https://doi.org/10.1371/journal.pcbi.1004331
https://doi.org/10.1017/S0033291711001905
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0715
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0715
https://doi.org/10.3389/fnbeh.2015.00057
https://doi.org/10.3389/fnbeh.2015.00057
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0725
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0725
https://doi.org/10.1016/j.jad.2011.11.037
https://doi.org/10.1016/j.jad.2011.11.037
https://doi.org/10.3758/s13415-015-0334-y
https://doi.org/10.1371/journal.pone.0068210
https://doi.org/10.1037/a0030923
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0750
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0750
http://refhub.elsevier.com/S0149-7634(18)30940-0/sbref0750
https://doi.org/10.1006/ceps.1999.1015
https://doi.org/10.1146/annurev-psych-122414-033417
https://doi.org/10.1016/j.psychres.2014.08.056
https://doi.org/10.1146/annurev-clinpsy-032816-044957
https://doi.org/10.1146/annurev-clinpsy-032816-044957

	Motivation and cognitive control in depression
	Introduction
	Cognitive control in depression
	Components of motivation in depression
	Outcome controllability
	Outcome value
	Effort costs

	Cognitive control as a process reliant on motivation
	Computational models of cognitive control

	Proposed framework
	Simulation-based behavioral predictions
	Neural level
	Relationship with other constructs relevant for depression

	Future directions and open questions
	Conclusions
	Acknowledgements
	Supplementary data
	References




