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Emotions are difficult to define, but they likely evolved from simple mechanisms that enable animals to avoid harm
and seek valuable resources [1]. Simple and evolutionarily old brain systems may serve fundamental aspects of
emotional processing and provide information and motivation for more recent systems that control complex
behavior [2]. Here we sidestep subjective and experiential phenomena of emotion and focus on the observation
that emotions have quantifiable and distinct objective consequences in the behaviours they evoke – for example,
facial, postural and approach behaviours differ unmistakenly between anger and desire. Because only one or a few
behaviours amongst the many potential ones can be expressed at any one time, emotional guidance of behaviour
effectively implies a choice between multiple different options, and hence a relative valuation of these options.
Taking the view of valuation allows us to recast the classic distinction between emotions and cognition [3]. We
ground this approach in a long history of associative learning theory. This addresses how animals learn and
represent the value of actions and states in the world and has strongly argued for the existence of multiple
separate valuation systems [4][5][6]. We highlight in particular a dichotomy between an evolutionarily older
Pavlovian and a more recent instrumental valuation system. In Pavlovian scenarios, values are attached to stimuli
independently of actions, while in instrumental scenarios values are attached to actions in a manner that is tied to
the presence of particular stimuli [7][8][9][10]. Importantly, only instrumental values can implement any kind of
behavior, while Pavlovian values depend on innate mappings between the stimulus and actions, e.g. approach and
food. Pavlovian values are effectively restricted to modulating innate – henceforth ‘Pavlovian’ – responses.
The specific aim of this essay is two-fold. First, we describe how effects of emotion on cognition and behavior can
be conceptualized as reflecting an impact of innately specified Pavlovian responses to valued stimuli on learning
and decision-making. Second, we exemplify the exquisite vulnerability of Pavlovian-instrumental interactions to
changes in the major ascending neuromodulatory systems, rendering them core features of several
neuropsychiatric disorders characterized by abnormal emotional processing [11,12].
Pavlovian responses
The power of the Pavlovian innate responses is well illustrated by a classical experiment by Hershberger [13] here
chicks were placed in front of a food cart. The food cart was set up to move in the same direction as the chick but
at twice the speed. Thus, to obtain the food, the chick had to move away from the food cart so the cart would
speed towards it. The chicks were unable to overcome the (usually adaptive) innately specified tendency to
approach the positively valued food. By analogy, raccoons continue to ‘wash’ food-related objects even when they
actually need to release these objects to obtain the food [14]. Similar species-specific behaviours can also be
observed in porpoises, cats, dogs, hamsters, pigs, cows and even whales.
The influence of Pavlovian response tendencies on behaviour has probably best been experimentally isolated in
Pavlovian-to-instrumental transfer (PIT) paradigms. Here, subjects are asked to perform instrumental tasks (e.g.
pressing a lever for food) and separately undergo classical conditioning. The PIT effect consists in these taskirrelevant Pavlovian stimuli modulating the instrumental responses (in extinction), with positively and negatively
valued stimuli, respectively, increasing and decreasing responding for reward [15][16][17].
Similar Pavlovian effects are seen in humans, both in appetitive [18,19] and aversive [20] domains, and recent
studies have highlighted the existence of PIT in humans [21][22][23]. Stimuli with putatively innate value (e.g.
happy and angry faces [24]) also influence behaviour in humans much in the same way as the food was attractive
to the chicks. In approach-avoidance paradigms, people respond more slowly when approaching angry faces than
when avoiding angry faces (and vice versa for happy faces). Critically, the degree of slowing is predicted by the
degree to which the angry (versus happy) face elicits bodily freezing [25]. Bodily freezing is one of the most widely

recognized defensive reactions to threat [26]. It can be reliably measured in humans using posturography and is
associated with bradycardia. Accordingly, the finding that the interference with approach due to putatively
innately valued images can be predicted by the degree of bodily freezing strongly suggests that Pavlovian biasing
of action involves the influence of a system that also controls innately specified responses.
Emotions and valuation
Both Pavlovian and instrumental values can be derived through model-free or model-based valuation mechanisms.
Model-based valuation depends on an understanding of the structure of the world. Stimuli acquire value by
inferring the implied future consequences within this model. This requires processing power, but is flexible. Modelfree valuation by contrast, is retrospective and assigns value to states or stimuli according to their past
consequences. At the time of choice, model-free values are computationally cheap, but they demand substantial
experience to be accurate. Hence, these two systems trade experiential for computational costs – one changes
slowly with experience, the other rapidly but requires substantial cognitive resources. Together, this formulation
leads to a quartet of values: model-based and model-free Pavlovian values, and goal-directed (model-based) and
habitual (model-free) instrumental values [27].
Broadly speaking, model-free and model-based Pavlovian valuation might map onto automatic and cognitive
accounts of emotions. In the automatic view, stimuli activate emotional centres, which dictate responses largely
foregoing any contact with cognition. In polar opposition, cognitive theories suggest that human emotions
predominantly follow cognitive assessments [28]. The argument here is that emotional responses concern the
recruitment of innate response patterns (approach, fight, flight etc.) to particular valued stimuli, but that this
valuation can arise both through model-based or model-free Pavlovian valuation [8][29][27], with the former
mapping more closely onto cognitive and the latter onto automatic views of emotion.
Clearly, these valuations coexist and can compete for expression, forming one path for how ‘emotion’ and
‘cognition’ may interact. However, Pavlovian responses can also directly influence the mechanisms of model-based
instrumental valuation. Specifically, we have shown that Pavlovian inhibitory suppression influences cognitive
planning [30,31]. In a planning task that was too complex to fully solve, subjects were forced to make a variety of
approximations in their internal evaluation of action plans. When examining the pattern of choices, we observed
that subjects were substantially impaired when the optimal action sequence involved a salient loss. Depending on
the size of the salient loss, this could be adaptive and reduce computational cost without affecting performance,
but it was essentially unchanged and persisted even when it led to very substantial overall losses. This led us to
conclude that it may be the signature of an inflexible, reflexive response to the internal occurrence of a loss event,
and to argue that it was akin to an internal Pavlovian response. Therefore, we conclude that Pavlovian behavioural
inhibition can shape highly flexible, goal-directed choices not just by competing with the resulting actions, but by
influencing their internal evaluation.
Role of serotonin
Pavlovian-instrumental interactions are exquisitely sensitive to changes in the major ascending neuromodulatory
systems. The neuromodulator that is perhaps best known to impact both emotion and action is serotonin. In
particular, it is implicated in both aversive emotional processing [32][33] and behavioral inhibition [34], with
evidence showing that a reduction in serotonin disinhibits behavior in the face of expected punishments
[35][20][36]. This work provided the basis for ideas that serotonin has a specific role in tying aversive Pavlovian
influences to instrumental inhibition [11][37]. For example, Dayan and Huys [38] have argued that serotonin
deficiency, as seen in depression, leads to a failure to inhibit aversive thoughts and actions. We provided empirical
evidence supporting these hypothesized effects of serotonin in mediating the effects of the Pavlovian on the
instrumental system in humans using acute tryptophan depletion to deplete central serotonin levels (ATD [39]).
Geurts et al [23] found that under normal levels of serotonin, aversively conditioned stimuli inhibited instrumental
responding, yet when serotonin levels were depleted, this response inhibition was released.

These PIT findings support the notion that serotonin modulates aversive Pavlovian-to-instrumental transfer.
However, there are also discrepant findings. Notably, there are a number of studies that report motivationally
driven but valence-independent effects of both appetitive and aversive cues on action of altered serotonin levels
[40][41]. In addition, even seemingly opposite effects of punishment-predictive cues, i.e. increased aversive PIT
after tryptophan depletion have been reported [42]. Finally, there are several studies suggesting a potential role
of serotonin in appetitive processing [43–45][46]. Accordingly, the precise role of serotonin in valuation and
Pavlovian responses remains to be determined.
Pavlovian responses gone awry
Aberrant interactions between Pavlovian and instrumental control systems might well play an important role in
the emotional decision-making anomalies seen in neuropsychiatric disorders. One exemplary neuropsychiatric
consequence of deficient Pavlovian-instrumental interaction is psychopathy. Psychopathy is characterized by
several affective and emotional anomalies, such as lack of remorse, guilt and empathy [47]. A core feature is
instrumental aggression [48], a form of aggression that is premeditated and used at the expense of others to
achieve a desired goal (e.g., to obtain a victim’s money). Psychopaths are typically not affected by emotional cues
(e.g., facial expression of a suffering victim) that would normally discourage instrumentally aggressive acts [49]. In
keeping with these characteristics, we found that the instrumental choices of violent offenders with psychopathic
traits were unaffected by angry emotional faces. Specifically, violent offenders showed reduced instrumental
avoidance in the context of aversive (versus appetitive) faces relative to non-criminal controls (Ly, Von Borries,
Brazil, Bulten, Cools and Roelofs, submitted). Thus, psychopathic tendencies were accompanied by deficient
transfer of Pavlovian value to systems that control instrumental action. Moreover, in a separate study we found
that increased psychopathic severity was associated with reduced aversive PIT (Geurts, von Borries, Huys, Bulten,
Verkes and Cools, in preparation). Taken together, these results suggest that, rather than studying aversive
processing per se, an understanding of the behavioral anomalies of psychopathy requires us to study the
consequences of aversive processing for instrumental action, a process that is largely unexplored in this population.
The finding that criminal psychopathy is accompanied by reduced aversive Pavlovian-instrumental transfer is
remarkably consistent with the reduction in aversive PIT after central serotonin depletion [23]. Serotonin
metabolites, and hence probably serotonergic transmission, is known to be reduced in criminal psychopathy
(indexed by the PCL-R Score, [50]), and we have found a strong correlation between the PCL-R score and aversive
PIT. This suggests that aversive Pavlovian disinhibition in psychopathy might be countered by serotoninergic
medication akin to the reduction in provoked aggression seen in primary psychopathy with paroxetine, a selective
serotonin reuptake inhibitor [51].
Conclusion
We have redefined and narrowed down the question of ‘how do emotion and cognition interact’ by focusing on
how innately specified Pavlovian responses to valued stimuli can influence learning and decision-making. We
believe that this approach allows us to bring a wealth of knowledge about behaviour and decision-making and
their neurobiological mechanisms to bear on accounts and disorders of emotional processing. Of course, this
approach also raises very important questions about the conception of emotions: are emotions immediate
subjective correlates of valuation, or do they arise indirectly through the perception of the associated Pavlovian
responses?
References
1.
LeDoux J: Rethinking the emotional brain. Neuron 2012, 73:653–676.
2.

Cardinal RN, Parkinson JA, Hall J, Everitt BJ: Emotion and motivation: the role of the amygdala, ventral
striatum, and prefrontal cortex. Neurosci. Biobehav. Rev. 2002, 26:321–352.

3.

Damasio AR: Neuropsychology. Towards a neuropathology of emotion and mood. Nature 1997, 386:769–
770.

4.

Rescorla RA, Wagner AR: A theory of Pavlovian conditioning: Variations in the effectiveness of
reinforcement and nonreinforcement. In In: Classical Conditioning II: Current Research and Theory. .
Appleton Century Crofts; 1972:64–99.

5.

Dickinson A, Balleine B: Motivational control of goal-directed action. Anim. Learn. Behav. 1994, 22:1–18.

6.

Pearce JM, Hall G: A model for Pavlovian learning: variations in the effectiveness of conditioned but not of
unconditioned stimuli. Psychol. Rev. 1980, 87:532–552.

7.

Dayan P, Niv Y, Seymour B, Daw ND: The misbehavior of value and the discipline of the will. Neural Netw.
Off. J. Int. Neural Netw. Soc. 2006, 19:1153–1160.

8.

Dayan P, Balleine BW: Reward, motivation, and reinforcement learning. Neuron 2002, 36:285–298.

9.

Mowrer OH: Two-factor learning theory: summary and comment. Psychol. Rev. 1951, 58:350–354.

10.

Miller S, Konorski J: Sur une forme particulière des réflexes conditionnels. C r Soc Biol 1928, [no volume].

11.

Dayan P, Huys QJM: Serotonin in affective control. Annu. Rev. Neurosci. 2009, 32:95–126.

12.

Boureau Y-L, Dayan P: Opponency revisited: competition and cooperation between dopamine and
serotonin. Neuropsychopharmacol. Off. Publ. Am. Coll. Neuropsychopharmacol. 2011, 36:74–97.

13.

Hershberger WA: An approach through the looking-glass. Anim. Learn. Behav. 1986, 14:443–451.

14.

Breland K, Breland M: The misbehavior of organisms. Am. Psychol. 1961, 16:681–684.

15.

Estes WK: Discriminative conditioning; effects of a Pavlovian conditioned stimulus upon a subsequently
established operant response. J. Exp. Psychol. 1948, 38:173–177.

16.

Lovibond PF: Facilitation of instrumental behavior by a Pavlovian appetitive conditioned stimulus. J. Exp.
Psychol. Anim. Behav. Process. 1983, 9:225–247.

17.

Di Giusto JA, Di Giusto EL, King MG: Heart rate and muscle tension correlates of conditioned suppression in
humans. J. Exp. Psychol. 1974, 103:515–521.

18.

Cavanagh JF, Eisenberg I, Guitart-Masip M, Huys Q, Frank MJ: Frontal theta overrides pavlovian learning
biases. J. Neurosci. Off. J. Soc. Neurosci. 2013, 33:8541–8548.

19.

Guitart-Masip M, Duzel E, Dolan R, Dayan P: Action versus valence in decision making. Trends Cogn. Sci.
2014, 18:194–202.

20.

Crockett MJ, Clark L, Robbins TW: Reconciling the role of serotonin in behavioral inhibition and aversion:
acute tryptophan depletion abolishes punishment-induced inhibition in humans. J. Neurosci. Off. J. Soc.
Neurosci. 2009, 29:11993–11999.

21.

Talmi D, Seymour B, Dayan P, Dolan RJ: Human pavlovian-instrumental transfer. J. Neurosci. Off. J. Soc.
Neurosci. 2008, 28:360–368.

22.

Huys QJM, Cools R, Gölzer M, Friedel E, Heinz A, Dolan RJ, Dayan P: Disentangling the roles of approach,
activation and valence in instrumental and pavlovian responding. PLoS Comput. Biol. 2011, 7:e1002028.

23.

Geurts DEM, Huys QJM, den Ouden HEM, Cools R: Aversive Pavlovian control of instrumental behavior in
humans. J. Cogn. Neurosci. 2013, 25:1428–1441.

24.

Ly V, Cools R, Roelofs K: Aversive disinhibition of behavior and striatal signaling in social avoidance. Soc.
Cogn. Affect. Neurosci. 2014, 9:1530–1536.

25.

Ly V, Huys QJM, Stins JF, Roelofs K, Cools R: Individual differences in bodily freezing predict emotional
biases in decision making. Front. Behav. Neurosci. 2014, 8:237.

26.

Blanchard DC, Griebel G, Blanchard RJ: Mouse defensive behaviors: pharmacological and behavioral assays
for anxiety and panic. Neurosci. Biobehav. Rev. 2001, 25:205–218.

27.

Huys QJM, Tobler PN, Hasler G, Flagel SB: The role of learning-related dopamine signals in addiction
vulnerability. Prog. Brain Res. 2014, 211:31–77.

28.

Beck AT: Cognitive Therapy of Depression. Guilford Press; 1979.

29.

Daw ND, Niv Y, Dayan P: Uncertainty-based competition between prefrontal and dorsolateral striatal
systems for behavioral control. Nat. Neurosci. 2005, 8:1704–1711.

30.

Huys QJM, Lally N, Faulkner P, Eshel N, Seifritz E, Gershman SJ, Dayan P, Roiser JP: Interplay of approximate
planning strategies. Proc. Natl. Acad. Sci. U. S. A. 2015, 112:3098–3103.

31.

Huys QJM, Eshel N, O’Nions E, Sheridan L, Dayan P, Roiser JP: Bonsai trees in your head: how the pavlovian
system sculpts goal-directed choices by pruning decision trees. PLoS Comput. Biol. 2012, 8:e1002410.

32.

Graeff FG, Guimarães FS, De Andrade TG, Deakin JF: Role of 5-HT in stress, anxiety, and depression.
Pharmacol. Biochem. Behav. 1996, 54:129–141.

33.

Deakin JFW, Graeff FG: 5-HT and mechanisms of defence. J. Psychopharmacol. (Oxf.) 1991, 5:305–315.

34.

Soubrié P: Reconciling the role of central serotonin neurons in human and animal behavior. Behav. Brain
Sci. 1986, 9:319–335.

35.

Tye NC, Everitt BJ, Iversen SD: 5-Hydroxytryptamine and punishment. Nature 1977, 268:741–743.

36.

Crockett MJ, Clark L, Apergis-Schoute AM, Morein-Zamir S, Robbins TW: Serotonin modulates the effects of
Pavlovian aversive predictions on response vigor. Neuropsychopharmacol. Off. Publ. Am. Coll.
Neuropsychopharmacol. 2012, 37:2244–2252.

37.

Cools R, Nakamura K, Daw ND: Serotonin and dopamine: unifying affective, activational, and decision
functions. Neuropsychopharmacol. Off. Publ. Am. Coll. Neuropsychopharmacol. 2011, 36:98–113.

38.

Dayan P, Huys QJM: Serotonin, inhibition, and negative mood. PLoS Comput. Biol. 2008, 4:e4.

39.

Crockett MJ, Clark L, Roiser JP, Robinson OJ, Cools R, Chase HW, Ouden H den, Apergis-Schoute A, CampbellMeiklejohn D, Campbell-Meikeljohn D, et al.: Converging evidence for central 5-HT effects in acute
tryptophan depletion. Mol. Psychiatry 2012, 17:121–123.

40.

Den Ouden HEM, Swart JC, Schmidt K, Fekkes D, Geurts DEM, Cools R: Acute serotonin depletion releases
motivated inhibition of response vigour. Psychopharmacology (Berl.) 2015, 232:1303–1312.

41. Guitart-Masip M, Economides M, Huys QJM, Frank MJ, Chowdhury R, Duzel E, Dayan P, Dolan RJ: Differential,
but not opponent, effects of L -DOPA and citalopram on action learning with reward and punishment.
Psychopharmacology (Berl.) 2014, 231:955–966.
42.

Hebart MN, Gläscher J: Serotonin and dopamine differentially affect appetitive and aversive general
Pavlovian-to-instrumental transfer. Psychopharmacology (Berl.) 2015, 232:437–451.

43.

Cools R, Blackwell A, Clark L, Menzies L, Cox S, Robbins TW: Tryptophan depletion disrupts the motivational
guidance of goal-directed behavior as a function of trait impulsivity. Neuropsychopharmacol. Off. Publ. Am.
Coll. Neuropsychopharmacol. 2005, 30:1362–1373.

44.

Hayashi K, Nakao K, Nakamura K: Appetitive and aversive information coding in the primate dorsal raphé
nucleus. J. Neurosci. Off. J. Soc. Neurosci. 2015, 35:6195–6208.

45.

Rogers RD, Tunbridge EM, Bhagwagar Z, Drevets WC, Sahakian BJ, Carter CS: Tryptophan depletion alters
the decision-making of healthy volunteers through altered processing of reward cues.
Neuropsychopharmacol. Off. Publ. Am. Coll. Neuropsychopharmacol. 2003, 28:153–162.

46.

Seymour B, Daw ND, Roiser JP, Dayan P, Dolan R: Serotonin selectively modulates reward value in human
decision-making. J. Neurosci. Off. J. Soc. Neurosci. 2012, 32:5833–5842.

47.

Hare RD: Manual for the Revised Psychopathy Checklist, 2nd edition. Multi-Health Systems; 2003.

48.

Blair RJ: Neurocognitive models of aggression, the antisocial personality disorders, and psychopathy. J.
Neurol. Neurosurg. Psychiatry 2001, 71:727–731.

49.

Glenn AL, Raine A: Psychopathy and instrumental aggression: Evolutionary, neurobiological, and legal
perspectives. Int. J. Law Psychiatry 2009, 32:253–258.

50.

Soderstrom H, Blennow K, Manhem A, Forsman A: CSF studies in violent offenders. I. 5-HIAA as a negative
and HVA as a positive predictor of psychopathy. J. Neural Transm. Vienna Austria 1996 2001, 108:869–878.

51.

Fanning JR, Berman ME, Guillot CR, Marsic A, McCloskey MS: Serotonin (5-HT) augmentation reduces
provoked aggression associated with primary psychopathy traits. J. Personal. Disord. 2014, 28:449–461.

