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Forms of learning

• Unsupervised learning

• Supervised learning

• Reinforcement learning

Another active field that combines computation,
machine learning, neurophysiology, fMRI
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Pavlov and classical conditioning



Modern terminology

• Stimuli

• Rewards

• Expectations of reward: behavior is learned 
based on expectations of reward

• Can learn based on consequences of actions 
(instrumental conditioning); can learn whole 
sequence of actions (example: maze)



Rescorla-Wagner rule (1972)

• Can describe classical conditioning and 
range of related effects

• Based on simple linear prediction of reward 
associated with a stimulus (error based 
learning)

• Includes weight updating as in the perceptron 
rule we did in lab, but we learn from error in 
predicting reward
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• Minimize difference between received reward 
and predicted reward

• Actual reward r (assigning a value to a 
reward) 

• Predicted reward v

based on Dayan and Abbott book



Rescorla-Wagner rule (1972)

• Minimize difference between received reward 
and predicted reward

• Actual reward r (assigning a value to a 
reward) 

• Predicted reward v

How can we minimize difference between
actual and predicted?

based on Dayan and Abbott book



Rescorla-Wagner rule (1972)
• Minimize squared error between received 

reward r and predicted reward v:

(r − v)2

based on Dayan and Abbott book



Rescorla-Wagner rule (1972)
• Minimize squared error between received 

reward r and predicted reward v:

(r − v)2potentially use this knowledge to maximize the likeli-
hood of rewards and to minimize the occurrence of
punishments.

The most intuitive way to learn to predict future reward
and punishments is via error correction. The principle here
is simple: make the best prediction you can, observe actual
events and if your prediction was wrong, update your
knowledge-base so that future predictions are more accu-
rate. This is the basis of the extremely influential Rescorla-
Wagner [10] model of classical conditioning. For example,
imagine trying to predict how good a bottle of wine will be.
Opening a bottle of Bordeaux that has been aging in your
cellar, you are delighted with its sophisticated flavor.
Though you might have hoped for this, you were, presum-
ably, less than 100% certain that the wine had not passed
its prime. As a result, there is a difference between your
prediction – say, 70% chance of a good bottle of wine – and
reality. This error can be used to make your prediction
more accurate in the future. Of course not all Bordeaux are
alike, so rather than update your prediction to match
exactly the current situation – 100% – you might update
your prediction to some other probability, say 85%, reflec-
tive of the higher likelihood of a good 10-year-old Bordeaux.
Through this trial-and-error process of adjustment, over
many bottles of wine, you will eventually learn the correct
expected reward derived from different types and ages of
wine.

The key computational quantity that drives learning in
this example is the discrepancy between predictions and
outcomes, that is, the prediction error. Rescorla and
Wagner used this quantity in formulating their learning
rule [Equation 1]:

Vnew ¼ Vold þ hðoutcome $ predictionÞ

¼ Vold þ hðR $ VoldÞ

Here, R is a scalar quantity denoting the goodness of the
outcome (a pellet of food or a bottle of wine) and V is the
prediction associated with the observed stimulus (a tone
that precedes food or the label on the wine bottle), again in
units of predicted goodness, derived from past experience
with that stimulus. Rescorla and Wagner stipulated that
the overall prediction in a certain situation is the sum of all
the predictions from all available stimuli

P
stimuli V

stim
old .

In the idealized world of Rescorla and Wagner, the
update rule above is applied at the end of each condition-
ing trial, to all stimuli present in that trial. The learning
rate parameter 0< h & 1 determines just how much each
specific experience affects the prediction for the future.
High learning rates mean that new experience is weighed
heavily in the future prediction (thus, learning from new
experience is faster, but forgetting the more distant past
also is faster), and low learning rates mean that much
experience needs to accumulate to profoundly affect pre-
dictions.

This simple but powerful learning rule is, perhaps, the
most influential model of conditioning to date, successfully
explaining phenomena such as blocking [11], overshadow-
ing [12] and conditioned inhibition [13,14] and predicting
others not known at the time, such as overexpectation
[15,16].

Q2: Reinforcement learning models of the dopamine
system have been associated with a slightly different
concept – a temporal difference prediction error. How is
this different from the Rescorla-Wagner prediction
error?
Ideas about temporal difference (TD) learning and TD
prediction errors stem from a line of research on reinforce-
ment learning within the fields of control theory and
computer science that was largely motivated by data from
classical conditioning (e.g. [17]; see [18] for a comprehen-
sive treatment and [19] for a detailed review). TD learning
takes into account that life is not naturally divisible into
discrete trials but, rather, consists of a continuous flow of
experience. Within this flow, predictive stimuli and
rewarding outcomes occur at different points in time,
and the goal, at each point in time, is to predict all future
outcomes given current and previous stimuli.

To see how this ambitious goal can be achieved, let’s
start by defining the prediction based on the stimulus at
time t (also called the ‘value’ of this stimulus) as the
expected sum of future outcomes:

predictionðtÞ ¼
¼E½outcomeðtþ 1Þþoutcomeðtþ2Þ þ outcomeðtþ 3Þ þ . . .(
¼E½outcomeðtþ1Þ(þE½outcomeðtþ2Þ(þE½outcomeðtþ3Þ(. . .

Of course we can say the same for the prediction based on
the stimulus at time t + 1:

predictionðtþ 1Þ ¼ E½outcomeðtþ 2Þ( þ E½outcomeðtþ 3Þ(

þ . . .

It then follows directly that:

predictionðtÞ ¼ E½outcomeðtþ 1Þ( þ predictionðtþ 1Þ;

meaning that if our predictions are correct, the prediction
based on the stimulus at time t should equal to the sum of
two quantities: (i) the expected immediate reward one
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• Remember v is predicted reward

• Linear weight w
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Rescorla-Wagner rule (1972)

• Binary variable u (1 if stimulus is present; 0 if 
absent)

• Remember v is predicted reward

• Linear weight w

• If stimulus u is present:

v = wu

v = w

based on Dayan and Abbott book



Rescorla-Wagner rule (1972)

• Minimize squared error between received 
reward r and predicted reward v:

(average over presentations of stimulus and 
reward)

(r − v)2
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learning rate; associability of stimulus with reward
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Rescorla-Wagner rule (1972)

• Minimize squared error between received 
reward r and predicted reward v:

(average over presentations of stimulus and 
reward)

• Update weight:

learning rate; associability of stimulus with reward

(r − v)2

w→w+ε(r − v)u
ε

Also known as delta learning rule: δ = r − v

Stimulus present



Rescorla-Wagner rule (1972)

Also known as delta learning rule: δ = r − v



Rescorla-Wagner rule (1972)

Also known as delta learning rule: δ = r − v

Later: dopaminergic neurons in Ventral Tegmental Area 
Interpreted as encoding form of prediction error



• Update weight:

w→w+ε(r − v)u

based on Dayan and Abbott book



• Update weight:

w→w+ε(r − v)u

based on Dayan and Abbott book

If stimulus always present,
can just omit u



• Update weight:

• If a stimulus u is always presented, we can 
replace the weights w with the predicted 
reward v that we are updating…

• We’ve also now written the notation such that 
n is trial number

based on Dayan and Abbott book

!"#$ = !" + '()" − !")
actual predicted



• So if a stimulus is presented at trial n:

• What happens when learning rate = 1?

!"#$ = !" + '()" − !")



• So if a stimulus is presented at trial n:

• What happens when learning rate = 1?

The predicted reward equals the actual current 
reward

!"#$ = !" + '()" − !")



• So if a stimulus is presented at trial n:

• What happens when it is smaller than 1?

!"#$ = !" + '()" − !")



• So if a stimulus is presented at trial n:

• What happens when it is smaller than 1?

Weights less heavily current reward

!"#$ = !" + '()" − !")



From Dayan and Abbott book

Acquisition and extinction

Assume the following experiment:

• Each trial stimulus is paired with reward or 
not paired with reward



From Dayan and Abbott book

Acquisition and extinction

Assume the following experiment:

• Each trial stimulus is paired with reward or 
not paired with reward

• First 100 trials: reward (r=1) paired with 
stimulus

• next 100 trials: no reward (r=0) paired with 
stimulus 



From Dayan and Abbott book

Acquisition and extinction

• Solid: First 100 trials: reward (r=1) paired with 
stimulus; next 100 trials no reward (r=0) 
paired with stimulus (learning rate .05)

• Dashed: Ignore for now

approaches w=r (weight and also predicted reward
equals actual)

extinction



From Dayan and Abbott book

Acquisition and extinction

• Solid: First 100 trials: reward (r=1) paired with 
stimulus; next 100 trials no reward (r=0) 
paired with stimulus (learning rate .05)

• Dashed: Reward paired with stimulus 
randomly 50 percent of time

approaches w=r

Association of 
stimulus 
With reward 
weaker here



From Dayan and Abbott book

Acquisition and extinction

• Curves show w over time
• What is the predicted reward v and the error 

(r-v)?



From Dayan and Abbott book

Acquisition and extinction

• Curves show w over time
• What is the predicted reward v and the error 

(r-v)?

Predict no reward
Reward present

Predict reward
Reward absent



From Dayan and Abbott book

Acquisition and extinction

• Curves show w over time
• What is the predicted reward v and the error 

(r-v)?

Predict no reward
Reward present

Predict reward
Reward absent



From Dayan and Abbott book

Acquisition and extinction

• Black curve: v
• Blue curve: (r-v)
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Dopamine areas

Dorsal Striatum (Caudate, Putamen) 

Amygdala

(Ventral Striatum)

Prefrontal Cortex

Ventral Tegmental
Area

Substantia Nigra

From Dayan slides



Dopamine roles?



Associated with…

• reward (we’ll see prediction error)
• self-stimulation
• motor control (initiation)
• addiction

Dopamine roles?



Schultz, Dayan, Montague, 1997

VTA Activity of dopaminergic neurons

• Monkey trained to respond to light or sound for food and
drink rewards (instrumental conditioning)

• Finger on resting key until sound is presented
• Then release key to get reward



Schultz, Dayan, Montague, 1997

VTA Activity of dopaminergic neurons

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction

Reward predicted
Reward occurs

No prediction
Reward occurs

Reward predicted
No reward occurs

(No CS)

(No R)CS
-1 0 1 2 s

CS

R

R

Do dopamine neurons report an error 
in the prediction of reward?

Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.

SCIENCE z VOL. 275 z 14 MARCH 1997 z http://www.sciencemag.org1594

Before learning, reward is given in experiment, but animal
does not predict (expect) reward (why is there increased
activity after reward?)



Schultz, Dayan, Montague, 1997

VTA Activity of dopaminergic neurons

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction

Reward predicted
Reward occurs

No prediction
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(No R)CS
-1 0 1 2 s

CS

R

R

Do dopamine neurons report an error 
in the prediction of reward?

Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.

SCIENCE z VOL. 275 z 14 MARCH 1997 z http://www.sciencemag.org1594

Before learning, reward is given in experiment, but animal
does not predict (expect) reward (why is there increased
activity after reward?) 
Think r-v (actual minus predicted reward)



Schultz, Dayan, Montague, 1997

VTA Activity of dopaminergic neurons

After learning, conditioned stimulus predicts reward, and
reward is given in experiment (why is activity fairly uniform
after reward?)

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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VTA Activity of dopaminergic neurons

After learning, conditioned stimulus predicts reward, and
reward is given in experiment (why is activity fairly uniform
after reward?)
Think r-v (actual minus predicted reward)

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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VTA Activity of dopaminergic neurons

After learning, conditioned stimulus predicts reward
so there is an expectation of reward, but no reward is 
given in the experiment

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Do dopamine neurons report an error 
in the prediction of reward?

Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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VTA Activity of dopaminergic neurons

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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Why is there a dip? What are these neurons doing? 

After learning, conditioned stimulus predicts reward
so there is an expectation of reward, but no reward is 
given in the experiment



Schultz, Dayan, Montague, 1997

VTA Activity of dopaminergic neurons

What are these neurons doing? Prediction error between
actual and predicted reward (like r-v)

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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After learning, conditioned stimulus predicts reward
so there is an expectation of reward, but no reward is 
given in the experiment



Shortcomings of Rescorla-Wagner:
Example: secondary conditioning
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Based on Peter Dayan slides



Shortcomings of Rescorla-Wagner:
Example: secondary conditioning

Animals learn (more 
generally, actions that
lead to longer term rewards)

Test:

Train:



Shortcomings of Rescorla-Wagner:
Example: secondary conditioning

Rescorla-Wagner would predict 
no reward; only predicts immediate
reward

Test:

Train:



1990s: Sutton and Barto
(Computer Scientists)

Now also
New edition



1990s: Sutton and Barto
(Computer Scientists)

• Rescorla-Wagner

VERSUS

• Temporal Difference Learning: 

Predict value of future rewards (not just current)



Temporal Difference Learning

• Predict value of future rewards

From Dayan slides



• Predict value of future rewards 

• Predictions are useful for behavior

• Generalization of Rescorla-Wagner to real time

• Explains data that Rescorla-Wagner does not

Based on Dayan slides

Temporal Difference Learning



Rescorla-Wagner

Want                          (here n represents a trial)

Error

vn = rn
δn = rn − vn

wn+1 = wn +εδn;
vn+1 = vn +εδn



Temporal Difference Learning

Want      

(here t represents time within a trial; reward can 
come at any time within a trial. Sutton and Barto
interpret        as the prediction of total future 
reward expected from time t onward until the 
end of the trial)

vt = rt + rt+1 + rt+2 + rt+3....

vt

Based on Dayan slides; Daw slides



Temporal Difference Learning

Want      

(here t represents time within a trial; reward can 
come at any time within a trial. Sutton and Barto
interpret        as the prediction of total future 
reward expected from time t onward until the 
end of the trial)

Prediction error:

vt = rt + rt+1 + rt+2 + rt+3....

vt

δt = (rt + rt+1 + rt+2 + rt+3....)−Vt



Temporal Difference Learning

Want      

(here t represents time within a trial; reward can 
come at any time within a trial. Sutton and Barto
interpret        as the prediction of total future 
reward expected from time t onward until the 
end of the trial)

Prediction error:

Problem??

vt = rt + rt+1 + rt+2 + rt+3....

vt

δt = (rt + rt+1 + rt+2 + rt+3....)−Vt

Based on Dayan slides; Daw slides



neurons base the computation of a prediction error on
information coming from various sources. For example,
information about expected values V(t) has been proposed
to be conveyed to dopamine neurons by striatal afferents,
whereas information regarding primary rewards might
arise from the pedunculopontine nucleus [52] as well as
the lateral habenula [20,53,54].

Q9: We have been talking about using TD errors to learn
to predict the future, but these predictions would be
rather useless if they could not influence behavior that
preempts these future consequences. What is the
relationship between prediction errors and action
selection?
Although Pavlovian prediction learning is important (for
instance, it supports innate approach behaviour to appe-
titive stimuli and withdrawal from aversive stimuli, which
are no doubt helpful for survival), instrumental action
selection is, in some ways, the hallmark of intelligence.
This is because instrumental action is aimed at bringing
about those rewarding outcomes that are available in the
environment. Fortunately, TD prediction errors can assist
in that as well. By supplying positive or negative evalua-
tive signals even long before an actual outcome is realized,
TD errors can solve the ‘credit-assignment problem’ of how
to correctly apportion credit for reward to the different past
actions. That is, the error signal can be used in lieu of the
actual reward signal to ‘reinforce’ actions that lead to
better states of the environment (in terms of future pre-
dicted rewards) and ‘punish’ those that lead to worse states
[55,56].

Several suggestions exist for how action selection and
prediction errors can be combined. According to one
popular model, a critic learns to evaluate situations by
using TD learning, whereas an actor maintains an action
plan or policy in which the tendency to perform different
actions is increased or decreased based on the prediction
error signal that follows each action [57,58]. Other
models suggest that predictive values are learned not
for stimuli but, rather, for actions taken in the presence of
different stimuli. The distinctions between these models
are subtle, but they do have different properties. For
instance, they suggest slightly different forms for the
TD prediction error. Researchers have only recently
started to examine which one of these models, if any,

is implemented in the brain, and results so far are
equivocal [23,59].

Q10: So, what does all this mean regarding the role of
TD learning and dopamine in the brain? Is all learning
and action selection dependent on these?
Definitely not! Although dopamine has an important role
in conditioning, the kind of reinforcement learning that it
is thought to support is most strongly associated with
habitual learning and action selection. Goal-directed beha-
vior, which probably uses representations of contingencies
and rewards for forward-looking planning, might not be
dependent on learning via dopamine and TD prediction
errors [32,60,61]. Furthermore, wholly different categories
of learning, such as perceptual, stimulus–stimulus and
episodic learning, do not use TD prediction errors. So,
the bottom line is that dopamine clearly holds an import-
ant role in learning and behavior. By using precise com-
putational models, we can appreciate fully what this role
is, as well as what it isn’t (Box 1).

Box 1. What are some of the outstanding questions

regarding prediction error encoding in the brain?

Do dopamine neurons really signal temporal difference prediction
errors?
The evidence for this idea is strong; however, this is only a
simplified model of dopamine function, and it is almost certainly
ultimately incomplete. First, dopamine signals might serve more
than one function and might have different roles in different target
areas. Furthermore, there are alternatives to the view presented
here, based in part on apparent exceptions in which dopamine
neurons respond to novel cues or seem to generalize their
responses to cues that do not predict reward. Finally, basic
experimental predictions still remain untested. For example,
transfer of a cue-evoked response from a primary-conditioned
stimulus to a second-order cue in the absence of primary rewards
remains to be shown. This would validate the idea that cue-evoked

Review Trends in Cognitive Sciences Vol.12 No.7
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Temporal Difference Learning

Want      

(here t represents time within a trial)

But we don’t want to wait forever for all future 
rewards…

vt = rt + rt+1 + rt+2 + rt+3....

rt+1;rt+2;rt+3....



Temporal Difference Learning

Want      

(here t represents time within a trial)

Recursion
“trick”:

vt = rt + rt+1 + rt+2 + rt+3....

vt = rt + vt+1

Based on Dayan slides; Daw slides

Anticipated future reward at time t = 
reward at time t + anticipated future rewards at time t 



Temporal Difference Learning

From recursion
want:

Error:

vt = rt + vt+1

δt = rt + vt+1 − vt
Difference between what 
I anticipate at
time t+1 and what I 
anticipate at time t



Temporal Difference Learning

From recursion
want:

Error:

Update:

vt = rt + vt+1

δt = rt + vt+1 − vt



RV versus TD

• Rescorla-Wagner error: (n represents trial)

• Temporal Difference Error: (t is time within a 
trial)

δt = rt + vt+1 − vt

δn = rn − vn

Name comes from!



• Temporal Difference Error: (t is time within a 
trial)

δt = rt + vt+1 − vt
Name comes from!

vt+1 > vt Got better

vt+1 < vt Got worse

vt+1 = vt Predictions steady

Temporal Difference Learning

Based on Daw slides



Temporal Difference Learning

What about anticipation of future rewards?

start food

(Daw)

From Dayan slides

Striatal neurons (activity that precedes rewards and 
changes with learning)



Summary

Marr’s 3 levels:

• Problem: Predict future reward

• Algorithm: Temporal Difference Learning 
(generalization of Rescorla-Wagner)

• Implementation: Dopamine neurons signaling
error in reward prediction

Based on Dayan slides



What else

• Applied in more sophisticated sequential 
decision making tasks with future rewards

• Foundation of a lot of active research in
Machine Learning, Computational Neuroscience,
Biology, Psychology



More sophisticated tasks

Dayan and Abbott book

Reward based on sequence of actions



Recent example in machine learning

LETTER
doi:10.1038/nature14236

Human-level control through deep reinforcement
learning
Volodymyr Mnih1*, Koray Kavukcuoglu1*, David Silver1*, Andrei A. Rusu1, Joel Veness1, Marc G. Bellemare1, Alex Graves1,
Martin Riedmiller1, Andreas K. Fidjeland1, Georg Ostrovski1, Stig Petersen1, Charles Beattie1, Amir Sadik1, Ioannis Antonoglou1,
Helen King1, Dharshan Kumaran1, Daan Wierstra1, Shane Legg1 & Demis Hassabis1

The theory of reinforcement learning provides a normative account1,
deeply rooted in psychological2 and neuroscientific3 perspectives on
animal behaviour, of how agents may optimize their control of an
environment. To use reinforcement learning successfully in situations
approaching real-world complexity, however, agents are confronted
with a difficult task: they must derive efficient representations of the
environment from high-dimensional sensory inputs, and use these
to generalize past experience to new situations. Remarkably, humans
and other animals seem to solve this problem through a harmonious
combination of reinforcement learning and hierarchical sensory pro-
cessing systems4,5, the former evidenced by a wealth of neural data
revealing notable parallels between the phasic signals emitted by dopa-
minergic neurons and temporal difference reinforcement learning
algorithms3. While reinforcement learning agents have achieved some
successes in a variety of domains6–8, their applicability has previously
been limited to domains in which useful features can be handcrafted,
or to domains with fully observed, low-dimensional state spaces.
Here we use recent advances in training deep neural networks9–11 to
develop a novel artificial agent, termed a deep Q-network, that can
learn successful policies directly from high-dimensional sensory inputs
using end-to-end reinforcement learning. We tested this agent on
the challenging domain of classic Atari 2600 games12. We demon-
strate that the deep Q-network agent, receiving only the pixels and
the game score as inputs, was able to surpass the performance of all
previous algorithms and achieve a level comparable to that of a pro-
fessional human games tester across a set of 49 games, using the same
algorithm, network architecture and hyperparameters. This work
bridges the divide between high-dimensional sensory inputs and
actions, resulting in the first artificial agent that is capable of learn-
ing to excel at a diverse array of challenging tasks.

We set out to create a single algorithm that would be able to develop
a wide range of competencies on a varied range of challenging tasks—a
central goal of general artificial intelligence13 that has eluded previous
efforts8,14,15. To achieve this, we developed a novel agent, a deep Q-network
(DQN), which is able to combine reinforcement learning with a class
of artificial neural network16 known as deep neural networks. Notably,
recent advances in deep neural networks9–11, in which several layers of
nodes are used to build up progressively more abstract representations
of the data, have made it possible for artificial neural networks to learn
concepts such as object categories directly from raw sensory data. We
use one particularly successful architecture, the deep convolutional
network17, which uses hierarchical layers of tiled convolutional filters
to mimic the effects of receptive fields—inspired by Hubel and Wiesel’s
seminal work on feedforward processing in early visual cortex18—thereby
exploiting the local spatial correlations present in images, and building
in robustness to natural transformations such as changes of viewpoint
or scale.

We consider tasks in which the agent interacts with an environment
through a sequence of observations, actions and rewards. The goal of the

agent is to select actions in a fashion that maximizes cumulative future
reward. More formally, we use a deep convolutional neural network to
approximate the optimal action-value function

Q! s,að Þ~ max
p

rtzcrtz1zc2rtz2z . . . jst~s, at~a, p
! "

,

which is the maximum sum of rewards rt discounted by c at each time-
step t, achievable by a behaviour policy p 5 P(ajs), after making an
observation (s) and taking an action (a) (see Methods)19.

Reinforcement learning is known to be unstable or even to diverge
when a nonlinear function approximator such as a neural network is
used to represent the action-value (also known as Q) function20. This
instability has several causes: the correlations present in the sequence
of observations, the fact that small updates to Q may significantly change
the policy and therefore change the data distribution, and the correlations
between the action-values (Q) and the target values rzc max

a0
Q s0, a0ð Þ.

We address these instabilities with a novel variant of Q-learning, which
uses two key ideas. First, we used a biologically inspired mechanism
termed experience replay21–23 that randomizes over the data, thereby
removing correlations in the observation sequence and smoothing over
changes in the data distribution (see below for details). Second, we used
an iterative update that adjusts the action-values (Q) towards target
values that are only periodically updated, thereby reducing correlations
with the target.

While other stable methods exist for training neural networks in the
reinforcement learning setting, such as neural fitted Q-iteration24, these
methods involve the repeated training of networks de novo on hundreds
of iterations. Consequently, these methods, unlike our algorithm, are
too inefficient to be used successfully with large neural networks. We
parameterize an approximate value function Q(s,a;hi) using the deep
convolutional neural network shown in Fig. 1, in which hi are the param-
eters (that is, weights) of the Q-network at iteration i. To perform
experience replay we store the agent’s experiences et 5 (st,at,rt,st 1 1)
at each time-step t in a data set Dt 5 {e1,…,et}. During learning, we
apply Q-learning updates, on samples (or minibatches) of experience
(s,a,r,s9) , U (D), drawn uniformly at random from the pool of stored
samples. The Q-learning update at iteration i uses the following loss
function:

Li hið Þ~ s,a,r,s0ð Þ*U Dð Þ rzc max
a0

Q(s0,a0; h{
i ){Q s,a; hið Þ

# $ 2
" #

in which c is the discount factor determining the agent’s horizon, hi are
the parameters of the Q-network at iteration i and h{

i are the network
parameters used to compute the target at iteration i. The target net-
work parameters h{

i are only updated with the Q-network parameters
(hi) every C steps and are held fixed between individual updates (see
Methods).

To evaluate our DQN agent, we took advantage of the Atari 2600
platform, which offers a diverse array of tasks (n 5 49) designed to be

*These authors contributed equally to this work.
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difficult and engaging for human players. We used the same network
architecture, hyperparameter values (see Extended Data Table 1) and
learning procedure throughout—taking high-dimensional data (210|160
colour video at 60 Hz) as input—to demonstrate that our approach
robustly learns successful policies over a variety of games based solely
on sensory inputs with only very minimal prior knowledge (that is, merely
the input data were visual images, and the number of actions available
in each game, but not their correspondences; see Methods). Notably,
our method was able to train large neural networks using a reinforce-
ment learning signal and stochastic gradient descent in a stable manner—
illustrated by the temporal evolution of two indices of learning (the
agent’s average score-per-episode and average predicted Q-values; see
Fig. 2 and Supplementary Discussion for details).

We compared DQN with the best performing methods from the
reinforcement learning literature on the 49 games where results were
available12,15. In addition to the learned agents, we also report scores for
a professional human games tester playing under controlled conditions
and a policy that selects actions uniformly at random (Extended Data
Table 2 and Fig. 3, denoted by 100% (human) and 0% (random) on y
axis; see Methods). Our DQN method outperforms the best existing
reinforcement learning methods on 43 of the games without incorpo-
rating any of the additional prior knowledge about Atari 2600 games
used by other approaches (for example, refs 12, 15). Furthermore, our
DQN agent performed at a level that was comparable to that of a pro-
fessional human games tester across the set of 49 games, achieving more
than 75% of the human score on more than half of the games (29 games;

Convolution Convolution Fully connected Fully connected

No input

Figure 1 | Schematic illustration of the convolutional neural network. The
details of the architecture are explained in the Methods. The input to the neural
network consists of an 84 3 84 3 4 image produced by the preprocessing
map w, followed by three convolutional layers (note: snaking blue line

symbolizes sliding of each filter across input image) and two fully connected
layers with a single output for each valid action. Each hidden layer is followed
by a rectifier nonlinearity (that is, max 0,xð Þ).
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Figure 2 | Training curves tracking the agent’s average score and average
predicted action-value. a, Each point is the average score achieved per episode
after the agent is run with e-greedy policy (e 5 0.05) for 520 k frames on Space
Invaders. b, Average score achieved per episode for Seaquest. c, Average
predicted action-value on a held-out set of states on Space Invaders. Each point

on the curve is the average of the action-value Q computed over the held-out
set of states. Note that Q-values are scaled due to clipping of rewards (see
Methods). d, Average predicted action-value on Seaquest. See Supplementary
Discussion for details.
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see Fig. 3, Supplementary Discussion and Extended Data Table 2). In
additional simulations (see Supplementary Discussion and Extended
Data Tables 3 and 4), we demonstrate the importance of the individual
core components of the DQN agent—the replay memory, separate target
Q-network and deep convolutional network architecture—by disabling
them and demonstrating the detrimental effects on performance.

We next examined the representations learned by DQN that under-
pinned the successful performance of the agent in the context of the game
Space Invaders (see Supplementary Video 1 for a demonstration of the
performance of DQN), by using a technique developed for the visual-
ization of high-dimensional data called ‘t-SNE’25 (Fig. 4). As expected,
the t-SNE algorithm tends to map the DQN representation of percep-
tually similar states to nearby points. Interestingly, we also found instances
in which the t-SNE algorithm generated similar embeddings for DQN
representations of states that are close in terms of expected reward but

perceptually dissimilar (Fig. 4, bottom right, top left and middle), con-
sistent with the notion that the network is able to learn representations
that support adaptive behaviour from high-dimensional sensory inputs.
Furthermore, we also show that the representations learned by DQN
are able to generalize to data generated from policies other than its
own—in simulations where we presented as input to the network game
states experienced during human and agent play, recorded the repre-
sentations of the last hidden layer, and visualized the embeddings gen-
erated by the t-SNE algorithm (Extended Data Fig. 1 and Supplementary
Discussion). Extended Data Fig. 2 provides an additional illustration of
how the representations learned by DQN allow it to accurately predict
state and action values.

It is worth noting that the games in which DQN excels are extremely
varied in their nature, from side-scrolling shooters (River Raid) to box-
ing games (Boxing) and three-dimensional car-racing games (Enduro).

Montezuma's Revenge
Private Eye

Gravitar
Frostbite
Asteroids

Ms. Pac-Man
Bowling

Double Dunk
Seaquest

Venture
Alien

Amidar

River Raid
Bank Heist

Zaxxon

Centipede
Chopper Command

Wizard of Wor
Battle Zone

Asterix
H.E.R.O.

Q*bert
Ice Hockey

Up and Down
Fishing Derby

Enduro
Time Pilot

Freeway
Kung-Fu Master

Tutankham
Beam Rider

Space Invaders
Pong

James Bond
Tennis

Kangaroo
Road Runner

Assault
Krull

Name This Game
Demon Attack

Gopher
Crazy Climber

Atlantis
Robotank

Star Gunner
Breakout

Boxing
Video Pinball

At human-level or above

Below human-level

0 100 200 300 400 4,500%500 1,000600

Best linear learner

DQN

Figure 3 | Comparison of the DQN agent with the best reinforcement
learning methods15 in the literature. The performance of DQN is normalized
with respect to a professional human games tester (that is, 100% level) and
random play (that is, 0% level). Note that the normalized performance of DQN,
expressed as a percentage, is calculated as: 100 3 (DQN score 2 random play
score)/(human score 2 random play score). It can be seen that DQN

outperforms competing methods (also see Extended Data Table 2) in almost all
the games, and performs at a level that is broadly comparable with or superior
to a professional human games tester (that is, operationalized as a level of
75% or above) in the majority of games. Audio output was disabled for both
human players and agents. Error bars indicate s.d. across the 30 evaluation
episodes, starting with different initial conditions.
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Temporal Difference Learning

Dayan and Abbott Book: Surface plot of prediction error
(stimulus at 100; reward at 200)

Early trials: error 
when reward

Late trials: error 
when stimulus



Temporal Difference Learning

δt = rt + vt+1 − vt
vt+1 − vt

vt
rt

ut
Before learning

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction

Reward predicted
Reward occurs

No prediction
Reward occurs

Reward predicted
No reward occurs

(No CS)

(No R)CS
-1 0 1 2 s

CS

R

R

Do dopamine neurons report an error 
in the prediction of reward?

Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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Actual reward

Prediction total reward
from t to end of trial

Difference 
t+1 and t

Prediction error 



Temporal Difference Learning

δt = rt + vt+1 − vt
vt+1 − vt

vt
rt

ut
After learning

Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction

Reward predicted
Reward occurs

No prediction
Reward occurs

Reward predicted
No reward occurs

(No CS)

(No R)CS
-1 0 1 2 s

CS

R

R

Do dopamine neurons report an error 
in the prediction of reward?

Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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Information Encoded in
Dopaminergic Activity

Dopamine neurons of the ventral tegmental
area (VTA) and substantia nigra have long
been identified with the processing of re-
warding stimuli. These neurons send their
axons to brain structures involved in moti-
vation and goal-directed behavior, for ex-
ample, the striatum, nucleus accumbens,
and frontal cortex. Multiple lines of evi-
dence support the idea that these neurons
construct and distribute information about
rewarding events.

First, drugs like amphetamine and co-
caine exert their addictive actions in part by
prolonging the influence of dopamine on
target neurons (14). Second, neural path-
ways associated with dopamine neurons are
among the best targets for electrical self-
stimulation. In these experiments, rats press
bars to excite neurons at the site of an im-
planted electrode (15). The rats often
choose these apparently rewarding stimuli
over food and sex. Third, animals treated
with dopamine receptor blockers learn less
rapidly to press a bar for a reward pellet (16).
All the above results generally implicate
midbrain dopaminergic activity in reward-
dependent learning. More precise informa-
tion about the role played by midbrain do-
paminergic activity derives from experiments
in which activity of single dopamine neurons
is recorded in alert monkeys while they per-
form behavioral acts and receive rewards.

In these latter experiments (17), dopa-
mine neurons respond with short, phasic
activations when monkeys are presented
with various appetitive stimuli. For exam-
ple, dopamine neurons are activated when
animals touch a small morsel of apple or
receive a small quantity of fruit juice to the
mouth as liquid reward (Fig. 1). These pha-
sic activations do not, however, discrimi-
nate between these different types of re-
warding stimuli. Aversive stimuli like air
puffs to the hand or drops of saline to the
mouth do not cause these same transient
activations. Dopamine neurons are also ac-
tivated by novel stimuli that elicit orienting
reactions; however, for most stimuli, this
activation lasts for only a few presentations.
The responses of these neurons are relative-
ly homogeneous—different neurons re-
spond in the same manner and different
appetitive stimuli elicit similar neuronal re-
sponses. All responses occur in the majority
of dopamine neurons (55 to 80%).

Surprisingly, after repeated pairings of
visual and auditory cues followed by reward,
dopamine neurons change the time of their
phasic activation from just after the time of
reward delivery to the time of cue onset. In
one task, a naı̈ve monkey is required to
touch a lever after the appearance of a small
light. Before training and in the initial
phases of training, most dopamine neurons
show a short burst of impulses after reward
delivery (Fig. 1, top). After several days of
training, the animal learns to reach for the

lever as soon as the light is illuminated, and
this behavioral change correlates with two
remarkable changes in the dopamine neu-
ron output: (i) the primary reward no longer
elicits a phasic response; and (ii) the onset
of the (predictive) light now causes a phasic
activation in dopamine cell output (Fig. 1,
middle). The changes in dopaminergic ac-
tivity strongly resemble the transfer of an
animal’s appetitive behavioral reaction
from the US to the CS.

In trials where the reward is not deliv-
ered at the appropriate time after the onset
of the light, dopamine neurons are de-
pressed markedly below their basal firing
rate exactly at the time that the reward
should have occurred (Fig. 1, bottom). This
well-timed decrease in spike output shows
that the expected time of reward delivery
based on the occurrence of the light is also
encoded in the fluctuations in dopaminer-
gic activity (18). In contrast, very few do-
pamine neurons respond to stimuli that pre-
dict aversive outcomes.

The language used in the foregoing de-
scription already incorporates the idea that
dopaminergic activity encodes expectations
about external stimuli or reward. This inter-
pretation of these data provides a link to an
established body of computational theory (6,
7). From this perspective, one sees that dopa-
mine neurons do not simply report the occur-
rence of appetitive events. Rather, their out-
puts appear to code for a deviation or error
between the actual reward received and pre-
dictions of the time and magnitude of reward.
These neurons are activated only if the time
of the reward is uncertain, that is, unpredicted
by any preceding cues. Dopamine neurons are
therefore excellent feature detectors of the
“goodness” of environmental events relative
to learned predictions about those events.
They emit a positive signal (increased spike
production) if an appetitive event is better
than predicted, no signal (no change in spike
production) if an appetitive event occurs as
predicted, and a negative signal (decreased
spike production) if an appetitive event is
worse than predicted (Fig. 1).

Computational Theory and Model

The TD algorithm (6, 7) is particularly well
suited to understanding the functional role
played by the dopamine signal in terms of
the information it constructs and broadcasts
(8, 10, 12). This work has used fluctuations
in dopamine activity in dual roles (i) as a
supervisory signal for synaptic weight
changes (8, 10, 12) and (ii) as a signal to
influence directly and indirectly the choice
of behavioral actions in humans and bees
(9–11). Temporal difference methods have
been used in a wide spectrum of engineering
applications that seek to solve prediction
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Fig. 1. Changes in dopamine neurons’
output code for an error in the prediction of
appetitive events. (Top) Before learning, a
drop of appetitive fruit juice occurs in the
absence of prediction—hence a positive
error in the prediction of reward. The do-
pamine neuron is activated by this unpre-
dicted occurrence of juice. (Middle) After
learning, the conditioned stimulus predicts
reward, and the reward occurs according
to the prediction—hence no error in the
prediction of reward. The dopamine neu-
ron is activated by the reward-predicting
stimulus but fails to be activated by the
predicted reward (right). (Bottom) After
learning, the conditioned stimulus predicts
a reward, but the reward fails to occur be-
cause of a mistake in the behavioral re-
sponse of the monkey. The activity of the
dopamine neuron is depressed exactly at
the time when the reward would have oc-
curred. The depression occurs more than
1 s after the conditioned stimulus without
any intervening stimuli, revealing an inter-
nal representation of the time of the pre-
dicted reward. Neuronal activity is aligned
on the electronic pulse that drives the solenoid valve delivering the reward liquid (top) or the onset of the
conditioned visual stimulus (middle and bottom). Each panel shows the peri-event time histogram and
raster of impulses from the same neuron. Horizontal distances of dots correspond to real-time intervals.
Each line of dots shows one trial. Original sequence of trials is plotted from top to bottom. CS,
conditioned, reward-predicting stimulus; R, primary reward.
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