A Computational Model of the Amygdala
Nuclei’s Role in Second Order Conditioning

Francesco Mannella, Stefano Zappacosta,
Marco Mirolli, and Gianluca Baldassarre

Laboratory of Autonomous Robotics and Artificial Life,
Istituto di Scienze e Tecnologie della Cognizione,
Consiglio Nazionale delle Ricerche (LARAL-ISTC-CNR)
Via San Martino della Battaglia 44, I-00185 Roma, Italy
{francesco.mannella, stefano.zappacosta, marco.mirolli,
gianluca.baldassare }@istc.cnr.it*

Abstract. The mechanisms underlying learning in classical condition-
ing experiments play a key role in many learning processes of real organ-
isms. This paper presents a novel computational model that incorporates
a biologically plausible hypothesis on the functions that the main nuclei
of the amygdala might play in first and second order classical condi-
tioning tasks. The model proposes that in these experiments the first
and second order conditioned stimuli (CS) are associated both (a) with
the unconditioned stimuli (US) within the basolateral amygdala (BLA),
and (b) directly with the unconditioned responses (UR) through the
connections linking the lateral amygdala (LA) to the central nucleus of
amygdala (CeA). The model, embodied in a simulated robotic rat, is val-
idated by reproducing the results of first and second order conditioning
experiments of both sham-lesioned and BLA-lesioned real rats.

1 Introduction

Individual learning plays a fundamental role in adaptive behavior of organisms,
especially in most sophisticated ones like mammals. Some of the most important
mechanisms underlying learning are those studied in classical (Pavlovian) con-
ditioning experiments. In these experiments an animal experiences a systematic
association between a neutral stimulus, for example a light (the “conditioned
stimulus” or “CS”), and a biologically salient stimulus, for example food (the
“unconditioned stimulus” or “US”), to which it tends to react with an innate
set of responses appropriate for the US, for example orienting and approaching
(the “unconditioned responses” or “UR”). After repeated exposure to couples of
CS-US the animal produces the UR even if CS are presented alone.

Since Pavlov’s pioneering works [1], a lot of research has addressed classical
conditioning phenomena producing a huge amount of behavioral and neural data
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[2]. However, we still lack a comprehensive theory able to explain the full range
of these empirical data. Trying to build detailed biologically plausible computa-
tional models is a necessary step to overcome this knowledge gap. The current
most influential models on classical conditioning, those based on “temporal-
difference reward prediction error” [3,4] , suffer of several limitations. The main
reason is that they have been developed within the machine learning framework
with the aim of building artificial machines capable of autonomously learning
to perform actions useful for the user. For this reason they are suitable to in-
vestigate instrumental conditioning phenomena — a type of associative learning
based on stimulus-actions associations — but less adequate to explain Pavlovian
phenomena mainly based on stimulus-stimulus associations [5, 6].

A crucial question on classical conditioning regards the nature of the acquired
association between the CS and the UR: is this association direct (CS-UR), as
Pavlov himself seemed to claim [1], or does it pass through the unconditioned
stimuli (CS-US-UR), as Hull [7] suggested? The long-lasting debate on this topic
[2] seems now settled in favor of both hypotheses: in fact, there is now strong
empirical evidence supporting the co-existence of both CS-UR and CS-US as-
sociations [5, 8]. However, a clear understanding of the neural substrates which
might be responsible for these two kinds of associations has yet to be gained. In
particular, none of the computational models of classical conditioning based on
the temporal-difference mechanisms, nor the models which have been proposed
as alternatives to them [5,6,9, 10], make any significant claim on this point.

Within the empirical literature, Cardinal et al. [8] formulated an interest-
ing hypothesis on the neural basis of stimulus-stimulus and stimulus-response
Pavlovian associations. According to this hypothesis, the basolateral amygdala
(BLA) stores the CS-US associations, whereas the central nucleus of amygdala
(CeA) receives or stores the CS-UR associations (CS-UR associations encoded
in the cerebellum [11] are not considered here).

This paper presents an original computational model implementing that gen-
eral hypothesis. In particular, it represents the first working model specifying
the different functions played by the main sub-nuclei of amygdala in classical
conditioning. The model, embodied in a simulated robotic rat, is validated by
reproducing the results obtained with some first and second order conditioning
experiments conducted with sham and BLA-lesioned real rats [12].

Sect. 2 presents the target experiment and the simulated experimental setup.
Sect. 3 describes the model’s general functioning and the biological constraints
taken into account. The mathematical details of the model are presented in the
Appendix. Sect. 4 shows the results of the tests of the model and compares them
with those obtained with real rats. Finally, Sect. 5 concludes the paper.

2 The target experiment and the simulated environment

The model is validated by reproducing second-order conditioning experiments on
real rats (reported as experiment la in [12]). The real experiment was conducted
with 19 BLA-lesioned rats and 27 sham-lesioned rats, measuring the behaviours



of walking, orienting and “food-cup” (insertion of head in the food dispenser).
Namely, in the first phase both groups were trained for 8 sessions lasting 64 min
each to acquire a first order conditioned behaviour. Each session was formed by
a sequence of trials. In each trial a 10 sec light stimulus was presented, followed
by the delivery of Noyes pellets (food) in the food dispenser. Recordings showed
that both sham and lesioned rats were able to acquire first order conditioned
behaviours. In the second phase the same rats were trained for 3 sessions of
64 min each to acquire a second order conditioned behaviour. A tone stimulus
was presented for 10 sec followed by the light stimulus; every 3 trials a “reminder”
of the light-food association was presented. The key result was that only sham
rats acquired the second order CS-UR association. In accordance with other
empirical evidences (see [8] for a review), these experiments suggest that BLA
plays a fundamental role in the formation of the association between the CS and
the incentive value of the US, and that this association plays a key role in the
acquisition of the CS-UR association in second order conditioning.

The real experiment was simulated through a robotic rat (“ICEAsim”) de-
veloped within the EU project ICEA on the basis of the physics 3D simula-
tor Webots ™. The model was written in Matlab” and was interfaced with
ICEAsim through a TCP/IP connection. The robotic setup is shown in Fig. 1.
The environment is formed by a gray-walled chamber, and the stimuli are ex-
pressed by 3 panels (vision is used, as no sound is supported by Webots): food
delivering in the dispenser occurs when the green panel turns on, light when the
yellow one is on, and tone when the red one is on. When one of those stimuli
elicits an orienting response within the controller (see Sect. 3), the rat turns
toward the panel and then approaches it (these behaviors are hardwired). This
behavioural sequence terminates when the rat touches the food-dispenser (that
is assumed to correspond to a food-cup behaviour). Although the “degree of em-
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Fig. 1. (a) A snapshot of the simulator, showing the simulated rat at the centre of the
experimental chamber, the food dispenser (at the rat’s right hand side), the light panel
(behind the rat) and the tone panel (in front of the rat). (b) The architecture of the
model: bold and plain arrows indicate innate and trained connections, respectively.



bodiment and situatedness” of the setup is rather limited, nevertheless a robotic
test was used because in the future we plan to scale the model to more realis-
tic scenarios (for example, the random-lasting time intervals elapsing between
rats’ orienting and food deliver already started to challenge the robustness of
the associative learning algorithms used).

3 The model

This section presents a general description of the functioning of the model and
the biological constraints that it satisfies, while a detailed mathematical de-
scription of it (included all the equations) is reported in the Appendix. A key
feature of the model (Fig. 1) is the explicit representation of the three major
anatomical components of the amygdala [13]: the lateral amygdala (LA), the
basolateral amygdala (BLA), and the central nucleus of amygdala (CeA). The
model assumes that these components form two functional sub-systems: (1) the
LA-CeA sub-system, which forms S-R associations, and (2) the BLA sub-system,
which forms S-S associations. Note that in the following “neurons” have to be
intended as units whose functioning abstracts the collective functioning of whole
assemblies of real neurons.

The Stimulus-Response Associator (LA-CeA). The LA is the main input of
the amygdala system. It receives afferent connections from various sensory and
associative areas of cortex, from thalamus, and from deeper regions within the
brain-stem, and it sends efferent connections both to BLA and to CeA. The
model has an input layer (INP) of four leaky neurons (inp) activated by four
binary sensors (s) which encode the presence/absence of four stimuli: light (s;;),
tone (s40), food sight (sys) and food taste (sr;) (Eq. (1)). LA (la) is formed by
four leaky neurons receiving one-to-one afferent connections from INP (Eq. (2)).

The CeA is one of the main output gates of amygdala. Its efferent connections
innervate regions of the brainstem controlling mainly: (1) body and behavioral
reactions through the hypothalamus and periaqueductal gray [14]; (2) the release
of basic neuromodulators through the ventral tegmental area (dopamine), the
locus coeruleus (norepinephrine), and the raphe nuclei (serotonin) [13,15,16].
These neuromodulators play a fundamental role in learning processes but for
simplicity this model considers only dopamine [17] (in particular it ignores the
role that norepinephrine plays in AMG learning [18]). In the model CeA (cea) is
formed by two leaky neurons, one (cea,,) encoding the rat’s orienting behavior,
and one (ceaq,) connected to the ventral tegmental area (VTA) to produce the
dopamine signal (da) (Egs. (4) and (5)).

In the model, all LA neurons are connected to the orienting neuron of CeA
(ceaor), whereas only the food taste neuron (lays;) is connected to the neuromod-
ulator neuron of CeA (ceaq,). These connectivity allows stimuli representations
of LA to be associated with the orienting behaviour in CeA but not with the
dopamine neuromodulation. This is a key assumption to explain why LA-CeA
associations can learn first order CS-US associations but not second order ones:
conditioned stimuli cannot access the incentive value of rewarding stimuli.



The connections from LA to CeA are trained on the basis of a Hebb rule. In
particular, the strengthening of connections takes place in the presence of three
conditions (Eq. (6)): (1) a high value of the trace of the LA activation onset
(la_tr): the use of the onset makes learning happen only when LA neurons’
activation precedes CeA neurons’ activation, while the use of the trace allows
overcoming the time gap between CS and UR; (2) a high activation of CeA
neurons (ceao, and da); (3) a dopamine level (da) over its threshold (thqgq).

The Stimulus-Stimulus Associator (BLA). The BLA has afferent connections
from LA and efferent connections to CeA [19,20]. BLA is also interconnected
with the orbitofrontal cortex and hippocampus, and sends efferent connections
to the nucleus accumbens: all these connections are ignored here (see [21] for a
model where BLA-nucleus accumbens connections play a key role).

In the model, BLA (bla) is formed by four leaky units which receive one-to-
one connections from LA (la) and have all-to-all lateral connections (Eq. (7)).
Only the neuron encoding food taste (blas;) is connected to CeA neurons. This
implies that all neurons of BLA representing stimuli different from the US (bla ;)
can exert effects on the CeA output neurons only via lateral stimulus-stimulus
connections with the BLA’s US neuron.

Learning of BLA lateral connections is based on a time-dependent Hebb
algorithm. The key aspect of the algorithm is that it allows both the onset and
the offset of BLA neurons preceding the onset of other BLA neurons to increase
the connection from the former to the latter, provided that dopamine overcomes
its threshold (Egs. (8), (9), (10)). The sensitivity to the offset of stimuli was
necessary due to the long duration of the CS stimuli, see Sect. 2 (cf. [21] for a
simpler version of the algorithm using only the onset of presynaptic neurons).

4 Results

Figure 2a compares the percentage of times the tone elicits an orienting be-
haviour in real [12] and simulated rats after the second order conditioning phase.
The main result of the experiment has been qualitatively reproduced by the
model: in both real and simulated rats a BLA lesion prevents second order con-
ditioning to take place. The analysis of the detailed functioning of the model
provides an explanation for this result. Figure 2b shows the activations of some
key neurons of: (1) a simulated sham rat during the first order conditioning
phase with the light-food contingency; (2) the same sham rat during the sec-
ond order conditioning phase with the noise-light contingency; (3) a simulated
BLA-lesioned rat during the second order conditioning phase.

Figure 2b, first block, shows the mechanisms underlying first order condition-
ing in a sham simulated rat. At the beginning of the first trial, the appearance of
light activates the light-related BLA neuron (blay;). After a while, the appearance
of food activates the food-sight BLA neuron (blass). The blays pre-activates the
BLA food-taste neuron (blay,) before the rat actually reaches the food thanks
to a blass-blayy excitatory connection which is assumed to be learned before
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Fig. 2. (a) Percentage of orienting behaviours of sham (S) and lesioned (L) rats in
response to the tone after second order conditioning: data from real (first two bars) and
simulated rats (last two bars). (b) Stimuli, activations of key neurons, and dopamine
release in 3 conditions: first-order and second-order conditioning phases of a sham rat
(first and second block, respectively), and second-order conditioning phase of a BLA-
lesioned rat. Trials are separated by short vertical dotted lines; thresholds (for orienting
behavior and dopamine learning) are represented as gray horizontal dotted lines.

the conditioning training (see the Appendix). In turn, the blay, triggers both
the orienting behavior via the orienting CeA neuron (cea,,) and the release of
dopamine (da) by the VTA via the CeA neuromodulation neuron. The release
of above-threshold dopamine triggers the learning of both the connection be-
tween the light neuron in LA and the orienting neuron in CeA (implementing
the CS-UR association) and the connections linking the light neuron with the
food sight and food taste neurons in BLA (implementing the CS-US association).
The result is that after a very few trials the blays and bla s, neurons start to be
pre-activated as soon as the light is perceived. This results in an early activation
of both CeA neurons and, consequently, in an early dopamine release and an
early orienting response to the light.

As in the target experiment, during the second order conditioning phase the
rats are exposed to sequences of four trials composed by three tone-light presen-
tations and one light-food “reminder”. Thanks to the CS-US BLA association
acquired during the first phase, in sham rats (Fig. 2b, second block) the presenta-
tion of light immediately triggers both orienting behavior and dopamine release.
This ability of light to trigger dopamine release permits the acquisition of the
second-order association between the tone and the URs (orienting response and
dopamine release) in a manner which is completely analogous to what happens
in the first-order conditioning with respect to light.

On the other hand, second order conditioning cannot take place in BLA-
lesioned rats (Fig. 2b, third block). The reason is that in this case light can trigger
only the orienting response via the connection linking the light representation in
LA with the orienting neuron in CeA (the direct CS-UR association), but not the
dopamine release, which requires the activation of the food-taste representation
in either BLA (which is lesioned) or LA (which is activated only when food is
effectively eaten). As a result, since synaptic modification depends on dopamine,
no learning can takes place during second-order conditioning.



5 Conclusions

This paper presented an original computational model of the basic brain mecha-
nisms underlying classical conditioning phenomena. The architecture and func-
tioning of the model was constrained on the basis of neural empirical data on
the amygdala. The fundamental assumption underlying the model is that the as-
sociation between conditioned stimuli (CS) and unconditioned responses (UR)
formed in classical conditioning experiments is due to two related but distinct
mechanisms: (1) stimulus-stimulus associations (CS-US-UR) involving uncondi-
tioned stimuli (US) stored in the BLA; (2) direct stimulus-response associations
(CS-UR) stored in the LA-CeA neural pathway.

The model was embedded in a simulated robotic rat and was validated by
reproducing the behaviours exhibited by both sham and BLA-lesioned rats in
first and second order conditioning experiments. In particular, as in real rats,
while after training the simulated sham rats react with UR (orienting) to both
first and second order CS, BLA-lesioned simulated rats associate UR only to
first order CS, but not to second order CS. The model is able to reproduce and
explain these results thanks to the fundamental aforementioned assumption.
During first order conditioning sham rats acquire both the direct CS-UR and
the indirect CS-US-UR association. It is the first order CS-US association within
BLA which permits the acquisition of the second order association as it allows
the CS to reactivate the appetitive value of the US even when the US is absent.
In contrast, BLA-lesioned rats can acquire direct first order CS-UR associations
stored in the LA-CeA neural pathway but they cannot acquire the second order
association because the first order CS has not access to the appetitive value of
the US. To the best of the authors knowledge, this is the first model to propose
such a specific computational hypothesis regarding the double association CS-US
and CS-UR in classical conditioning.

Notwithstanding its strengths, the model suffers at least two significant lim-
itations. First, the whole behavioral sequence triggered by the activation of the
orienting neuron in CeA (orienting, approaching, and food-cup) is fully hard-
wired. For this reason, the model cannot reproduce the results on CeA-lesioned
rats which are reported in the same article of the experiment targeted here [12].
Second, in contrast to most existing models of classical conditioning [9, 6, 5], the
current model does not implement any mechanism for reproducing the exact
timing of dopamine release observed in real animals. For this reason the model
cannot reproduce another fundamental aspect of classical conditioning, that is
extinction (the ability to re-learn not to respond to the CS if it stops to be fol-
lowed by the US). We are currently working on improved versions of the present
model for tackling both these limits.

Appendix: Mathematical details of the model

Throughout the Appendix, 7,, denotes the decay rate of a leaky quantity =z,
the sub-index -, denotes the activation potential of the corresponding neuron,



symbols X, x, and z are used respectively to denote matrices, vectors and scalars,
the function ¢ is defined as ¢[z] = max|0, 2] and the function y as x[z] = lifz >
0 else x = 0. The values of parameters are listed at the end of the Appendix.

LA-CeA: Functioning and Learning. INP (inp) processes the input signal from
sensors s = (i, Sto, Sfs, Sft) with a leak function:

Tinp - iNp = —inp + s . (1)
LA is formed by four leaky neurons (la) activated as follows:
Tla - 1a, = —la, + Winp 1a - inp , la = y[tanh(la,]] (2)

where Winp 1a is the fixed weight of the connections from IMP to LA. The “double
leak” processing of signals implemented by IMP and LA is used to smooth the
derivative of LA (see Eq. (3)).

The trace of LA neurons (la_tr) is a leak function of the positive value of the
derivative of their activation (la):

Tla_tr * la;trp = —la_tr, + bia_¢r - np[fa] , la_tr = pftanh[la_tr,]] (3)

where bya_t is an amplification coefficient.
CeA is formed by two leaky neurons (cea) activated as follows:

Teea - C€A, = —ceay + Wia cea * 1a + Whja cea - bla (4)

cea = p[tanh[cea,]]
VTA is formed by a dopamine leaky neuron (da) which activates as follows:
Tda * dap = —dayp + blga + Weea,da - CEQ , da = pltanh[da,]] (5)

where bly, is the dopamine baseline.
The weights of the LA-CeA connections (Wia cea) are updated with a three-
element Hebb rule involving CeA, LA’s trace and dopamine:

AW la cea = Ma,cea - (X[da — thg,) - da) - cea - latr’ - (1 — [Wiaceal) (6)

where 71a cea 1S a learning rate, the term (x[da — thq,] - da) implies that learning
takes place only when da > thg,, and the term (1 — [Wp1a|) keeps the weights
in the range [—1,1].

BLA: Functioning and Learning. BLA is formed by four leaky neurons (bla)
activated as follows:

Tbla biap = —blap + Whia - bla + (wla,bla -la + cpla - la_tr) (7)
bla = ¢[tanh[bla,|]

where cjatr is an amplification coefficient. According to this equation, with a
transient constant input signal the activation of a BLA neuron presents a high



initial peak (due to la_tr) followed by a lower constant value (due to la) and then
by a smooth descent to 0 (due to the leak after the signal end): this activation
has a derivative suitable for BLA learning (see below).

In order to train lateral connections of BLA, a trace of the derivative of the
activation of BLA neurons bla_tr is computed as follows:

Thlatr - bla_tr, = —bla_tr, + -bla . (8)

Small values of this trace are ignored in the learning algorithm by consider-
ing the “cut trace” bla_tr_cut defined as: bla_tr_cut = bla_trif |bla_tr| <
thbiatr else bla_tr_cut = 0. Given the activation dynamics of BLA (Eq. (7)),
the corresponding derivative (and, with some delay, its trace) presents: (1) an
initial peak at signal onset; (2) a negative peak at the end of the signal onset;
(3) a negative peak at the signal offset. The key point of the learning algorithm
of BLA is that a connection between two neurons is potentiated in coincidence
of a negative peak of the presynaptic neuron and a positive peak of the postsy-
naptic neuron. These two events mark a pre-synaptic-onset/post-synaptic-onset
sequence (or a pre-synaptic-offset/post-synaptic-onset one). The matrix S, re-
ported below, captures these conditions for all couples of neurons:

S = x[bla_tr_cut] - xY|-bla_tr_cut]’ — x[-bla_tr_cut] - y[bla_tr_cut]’. (9)

Denoting with pre and post the presynaptic and postsynaptic neurons, S has an
entry equal to 1 when bla_tr_cop,.. < 0 and bla_tr_copest > 0, equal to —1 when
bla_tr_copre < 0 and bla_tr_copest > 0, and equal to 0 otherwise. The learning
rule of lateral connections is then:

AWpia = bla - X[da — thae]da - (Itppla - ©[S] + ltdpia - ¢[—S])(1 — [Whpial)
(10)

where 7p1a is a learning rate, l{pp1a is a long time potentiation coefficient, and
ltdp1a is a short term depression coefficient.

Model’s Parameters. The model’s parameters were set as follows: Tinp = Tia =
Tbla = 900 mS, Tia tr = Tblatr = 9000 ms, Tcea = 100 ms, 74, = 50 ms,
Winp,la = 10, blatr = 1000, wiapla = 0.5, cpla = 60, blge = 0.3, thge = 0.6,
thia_tr = 0.00001, 17512 = 0.0005, Mia,cea = 0.15, ltppia = 1.0, ltdp1a = 0.3. Some
connections, assumed to be innate or pre-learned, are clumped to 1 (I=learned):
11 1171

Whla fs,ft = 17 Wecea,da = (150)7 Wla,cea = <l 11 1); Wbla,cea = (l 11 1> The
model’s equations were integrated with the Euler method with a 50 ms step.

References

1. Pavlov, I.P.: Conditioned Reflexes: An Investigation of the Physiological Activity
of the Cerebral Cortex. Oxford University Press. (1927)
2. Lieberman, D.A.: Learning, behaviour and cognition. Brooks/Cole (1993)



10

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

Schultz, W., Dayan, P., Montague, P.: A neural substrate of prediction and reward.
Science 275 (1997) 1593-1599

Sutton, R.S., Barto, A.G.: Reinforcement Learning: An Introduction. MIT Press,
Cambridge MA (1998)

Dayan, P., Balleine, B.: Reward, motivation and reinforcement learning. Neuron
36 (2002) 285-298

. O’Reilly, R.C., Frank, M.J., Hazy, T.E., Watz, B.: PVLV: the primary value and

learned value Pavlovian learning algorithm. Behav. Neurosci. 121(1) (Feb 2007)
31-49

Hull, C.L.: Principles of behavior. Appleton-century-crofts (1943)

Cardinal, R., Parkinson, J., Hall, J., Everitt, B.: Emotion and motivation: the role
of the amygdala, ventral striatum, and prefrontal cortex. Behav Cogn Neurosci
Rev 26(3) (2002) 321-52

. Balkenius, C., Morén, J.: Dynamics of a classical conditioning model. Auton.

Robot. 7(1) (July 1999) 41-56

Moreén, J., Balkenius, C.: A computational model of emotional learning in the
amygdala. In Meyer, J.A., Berthoz, A., Floreano, D., Roitblat, H.L., Wilson, S.W.,
eds.: From Animals to Animats 6: Proceedings of the 6th International Conference
on the Simulation of Adaptive Behaviour, Cambridge, Mass., The MIT Press (2000)
Thompson, R.F., Swain, R., Clark, R., Shinkman, P.: Intracerebellar conditioning—
Brogden and Gantt revisited. Behav. Brain Res. 110(1-2) (Jun 2000) 3-11
Hatfield, T., Han, J.S., Conley, M., Gallagher, M., Holland, P.: Neurotoxic lesions
of basolateral, but not central, amygdala interfere with Pavlovian second-order
conditioning and reinforcer devaluation effects. J. Neurosci. 16(16) (Aug 1996)
5256-5265

Pitkédnen, A., Jolkkonen, E., Kemppainen, S.: Anatomic heterogeneity of the rat
amygdaloid complex. Folia Morphol. 59(1) (2000) 1-23

Phelps, E.A., LeDoux, J.E.: Contributions of the amygdala to emotion processing:
from animal models to human behavior. Neuron 48(2) (Oct 2005) 175-187
Rosen, J.B.: The neurobiology of conditioned and unconditioned fear: a neurobe-
havioral system analysis of the amygdala. Behav Cogn Neurosci Rev 3(1) (Mar
2004) 23-41

Fudge, J.L., Emiliano, A.B.: The extended amygdala and the dopamine system:
another piece of the dopamine puzzle. J. Neuropsych. Clin. N. 15(3) (2003) 306—
316

LaLumiere, R.T., Nawar, E.M., McGaugh, J.L.: Modulation of memory consolida-
tion by the basolateral amygdala or nucleus accumbens shell requires concurrent
dopamine receptor activation in both brain regions. Learn. Memory 12(3) (2005)
296-301

Berridge, C.W., Waterhouse, B.D.: The locus coeruleus-noradrenergic system:
modulation of behavioral state and state-dependent cognitive processes. Brain
Res. Rev. 42(1) (Apr 2003) 33-84

Rolls, E.T.: Preéis of The brain and emotion. Behav. Brain Sci. 23(2) (Apr 2000)
177-91; discussion 192-233

Saddoris, M.P., Gallagher, M., Schoenbaum, G.: Rapid associative encoding in
basolateral amygdala depends on connections with orbitofrontal cortex. Neuron
46(2) (Apr 2005) 321-331

Mannella, F., Mirolli, M., Baldassarre, G.: The role of amygdala in devaluation: a
model tested with a simulated robot. In Berthouze, L., Prince, C.G., Littman, M.,
Kozima, H., Balkenius, C., eds.: Proceedings of the Seventh International Confer-
ence on Epigenetic Robotics, Lund University Cognitive Studies (2007) 77-84



