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Abstract
The mammalian neocortex has a repetitious, laminar structure and performs functions

integral to higher cognitive processes, including sensory perception, memory, and coordi-

nated motor output. What computations does this circuitry subserve that link these unique

structural elements to their function? Potjans and Diesmann (2014) parameterized a four-

layer, two cell type (i.e. excitatory and inhibitory) model of a cortical column with homoge-

neous populations and cell type dependent connection probabilities. We implement a ver-

sion of their model using a displacement integro-partial differential equation (DiPDE)

population density model. This approach, exact in the limit of large homogeneous popula-

tions, provides a fast numerical method to solve equations describing the full probability

density distribution of neuronal membrane potentials. It lends itself to quickly analyzing the

mean response properties of population-scale firing rate dynamics. We use this strategy to

examine the input-output relationship of the Potjans and Diesmann cortical column model

to understand its computational properties. When inputs are constrained to jointly and

equally target excitatory and inhibitory neurons, we find a large linear regime where the

effect of a multi-layer input signal can be reduced to a linear combination of component

signals. One of these, a simple subtractive operation, can act as an error signal passed

between hierarchical processing stages.

Author Summary

What computations do existing biophysically-plausible models of cortex perform on their
inputs, and how do these computations relate to theories of cortical processing? We begin
with a computational model of cortical tissue and seek to understand its input/output trans-
formations. Our approach limits confirmation bias, and differs from a more constructionist
approach of starting with a computational theory and then creating a model that can imple-
ment its necessary features. We here choose a population-level modeling technique that
does not sacrifice accuracy, as it well-approximates the mean firing-rate of a population of
leaky integrate-and-fire neurons. We extend this approach to simulate recurrently coupled
neural populations, and characterize the computational properties of the Potjans and Dies-
mann cortical columnmodel. We find that this model is capable of computing linear opera-
tions and naturally generates a subtraction operation implicated in theories of predictive
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coding. Although our quantitative findings are restricted to this particular model, we dem-
onstrate that these conclusions are not highly sensitive to the model parameterization.

Introduction
For more than a century, neuroscientists have worked to refine descriptions of cortical anat-
omy, either differentiating or consolidating models of cortical circuits [1]. The notion that a
fundamental neuronal circuit performs a canonical computation in neocortex, that can be gen-
eralized across species and areas, is of fundamental value to both experimental and theoretical
neuroscientists. Douglas and Martin provided evidence for such a canonical microcircuit in the
cat striate cortex, as well as a descriptive model of its structure [2, 3].

The fundamental building block of circuits on this scale is the cell type specific population.
For example, the Douglas and Martin microcircuit model implicated distinct cell types and cor-
tical laminae in its function. Each individual population in the circuit might perform linear or
nonlinear transformations on its inputs, depending on the parameterization of the model [4].
The individual cells that make up the population might be spatially segregated (i.e. distinguished
by layer) or might be intermingled, and distinguished by genetically defined cell type or projec-
tion pattern. The microcircuit can then be conceptualized as a modular collection of popula-
tions, with scale and composition dependent on function. Whole brain regions are assembled
from ensembles of microcircuits that together perform its overall function, the clearest example
being orientation columns in V1. Over time, the microcircuit model can be refined, constrained
by including cell type specific parameterizations, synaptic properties, detailed microcircuit anat-
omy, and other relevant experimentally measured data of a particular cortical area.

When taken together, the cumulative result of multiple recurrently connected canonical cir-
cuits might perform the complex nonlinear computations necessary to implement models of
higher-order cognitive function. Furthermore, many theoretical models of cortical processing
involve hierarchical arrangements of processing stages, and the evidence for such a hierarchical
organization, particularly in the visual system, is generally accepted (for example, [5]).
Informed by the seminal work of Hubel andWiesel [6] in the perception of orientation, the cat-
alogue of algorithms for which there exists models relying on a staged, hierarchical implemen-
tation has grown significantly. Beyond perception, hierarchical theories include invariant
object recognition (for example [7]; see [8] for a review), selective visual attention (see [9] for a
review) and models of Bayesian inference via predictive coding (for example [10]).

In order to perform any of these hierarchical computations, individual elements within the
hierarchy must perform an intermediate stage of processing. It is hypothesized that these inter-
mediate stages implement a local canonical computation, and their hierarchical arrangement
subserves (or even defines) a global information processing stream. In this study, we examine
the computational properties of the Potjans and Diesmann [11] cortical column. The main
focus of that study was the construction of a realistic computational model of cortex. Here we
ask what type of computation this model might subserve as a candidate canonical model of cor-
tical processing. Based on its properties, we then speculate about the role of such a processing
unit in an abstract hierarchical computational scheme.

We find that simultaneous excitation to L2/3 and L4 offset in their effects on L5, in essence
performing a subtractive computation between two step inputs. Additionally, we find that the
model possesses a linear computational regime under the condition that incoming inputs do
not preferentially target inhibitory or excitatory populations within a layer. We then examine
the response of the model to sinusoidal inputs, again finding evidence of linear computation.
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In the discussion, we relate these findings to the role of such a processing element in light of
theories of hierarchical computation.

Materials and Methods

0.1 Model Parameterization
The Potjans and Diesmann [11] cortical column model is composed of 8 recurrently connected
homogeneous populations of neurons, totaling approximately 80,000 neurons and .3 billion
synapses. Each neuron receives background Poisson input, and is recurrently connected to
neurons in other populations via a population-specific connection probability matrix derived
by combining data and methods from several studies. In our study both network and single
neuron parameters from [11] are used.

The population statistic approach used in Iyer et al. [12] assumes synapses that instan-
taneously perturb the voltage distribution of the postsynaptic population. Therefore, we
assume that the fast kinetics of synapses in the Potjans and Diesmann cortical column (τs = .5
ms) can be well-approximated by the DiPDE formalism (For a discussion regarding the effect
of non-instantaneous synapses, see [12], “Methods: Non-instantaneous synapses”). As a conse-
quence, the coupling of these shot-noise synapses is instantaneous, perturbing the voltage dis-
tribution directly by a constant .175 mV for excitatory synapses, and -.7 mV for inhibitory
synapses. These values are computed from the total charge resulting from a single synapse of
weight w in [11] using their notation (See [12] for additional details):

Dv ¼ Q
Cm

¼ 1

Cm

Z 1

0

IðtÞdt ¼ w
Cm

Z 1

0

expð�t=tsÞdt: ð1Þ

Connection probabilities, synaptic weight distributions, and delay distributions are taken
directly from [11] (with the exception of the L4e! L2/3e connection probability, which was
doubled to .088, following [13]). This was done to define equal synaptic strength for all excit-
atory connections (The original strength for this one connection was doubled relative to other
projections), while maintaining roughly the same overall projection strength. The connection
probability was multiplied by the size of the presynaptic population to parameterize an effective
multiplier (in-degree) on the incoming firing rate from a presynaptic population. Because they
minimally impact the firing rate dynamics of the leaky integrate-and-fire model, refractory
periods were simplified from 2 ms to zero.

The only significant deviation from the Potjans and Diesmann model was a decrease in the
mean background firing rate across all populations by a factor of 8.54, and subsequent increase
in the synapse strength of these connections by an equal amount. This modification leaves the
mean synaptic input from background unchanged from the original model, but increases the
variance of this stochastic input. After this change, the intrinsic oscillations of the original
NEST model are significantly damped (but not completely eliminated; see Fig 1). The matched
DiPDE model does not exhibit intrinsic oscillations, although in general population density
models are capable of exhibiting this phenomenon [14].

Each population is initialized to a normal distribution of membrane voltages, with a mean
at the reset potential and standard deviation of 5 mV. Before application of any additional
input (i.e., step or sinusoidal drive), background excitation is applied to each population as
specified in [11], and simulated for 100 ms to reach a pre-stimulus steady state. When driving
the model, additional layer-specific excitatory stimulus is input into the target layers(s), and
simulated for an additional 100 ms. For step inputs, the difference of the final steady-state less
the pre-stimulus steady-state (i.e. after discarding the initial start-up transient dynamics)
define the layer-specific firing rate output perturbation.
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0.2 Numerical Methods
In this study, all simulations of the model were performed using a numerical simulation of the
displacement partial integro-differential equation (DiPDE) modeling scheme proposed in [12]
with a time-step of.1 ms. At this temporal resolution, a 200 ms DiPDE simulation requires 31

Fig 1. Model overview and comparison of population statistic model (DiPDE) with leaky integrate-and-fire (LIF) simulations. (a) Schematic
overview of the connections between source (left) and target (right) populations. Line thickness corresponds to the number of projections between
populations. The number of projections from inhibitory populations is scaled by 4 (the relative difference between inhibitory and excitatory synaptic
strengths), so that excitatory and inhibitory projections can be visually compared. (b) The columnmodel is perturbed in one of three ways: Excitatory,
Balanced, or Inhibitory, illustrated here driving Layer 4. (c-d) Mean firing rate across all populations (1 ms bin width) of 100 averaged LIF simulations
(solid fluctuating red trace for excitatory and blue for inhibitory subpopulation; a single example firing rate trace is rendered semi-transparent in the
background) of the cortical column model. Black lines show prediction of DiPDE simulation across all layers under either (c) 20 Hz step or (d) sinusoidal
with 20 Hz peak amplitude in firing rate, 24 Hz frequency inputs in excess of background excitation. At t = 100 ms, an additional input beyond the
background excitation drives the excitatory population of layer 4 as illustrated in (b), “Excitatory”. Transient dynamics, steady-state firing rates, and
responses to additional inputs are well approximated by DiPDE.

doi:10.1371/journal.pcbi.1005045.g001
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seconds running on a 2.80 GHz Intel Xeon CPU. The corresponding NEST simulations [15,
16] included in Fig 1(c) and 1(d) require 402 seconds each (single processor), and results from
100 of these simulations are averaged to obtain the mean firing rate pictured. In each of these
100 averaged NEST simulations, connectivity matrices and initial values for voltages were ran-
domized. The population density approach in computational neuroscience seeks to understand
the statistical evolution of a large population of homogeneous neurons. Beginning with the
work of Knight and Sirovich [17] (See also [18, 19]), the approach typically formulates a partial
integro-differential equation for the evolution of the voltage probability distribution receiving
synaptic activity, and under the influence of neural dynamics. Neuronal dynamics typically fol-
low from the assumption of a leaky integrate-and-fire model. We implement a numerical
scheme for computing the time evolution of the master equation for populations of leaky inte-
grate-and-fire neurons with shot-noise current-based synapses (For a similar approach, see
[20]).

tm
dv
dt

¼ �v þ Dv
X

i

dðt � tiÞ v > vth ) v ! vr ð2Þ

Here τm is the membrane time constant, v is the membrane voltage, Δv is the synaptic
weight, vth is the threshold potential, and vr is the reset potential (here taken to be zero for sim-
plicity). Extending [12], each population receives input from both background Poisson input
and recurrent connections from each cortical subpopulation. We emphasize that this is not a
stochastic simulation; for example, the background Poisson drive is not a realization of a Pois-
son process, but rather the effect of a Poisson-like jump process on the evolution master equa-
tion. At each time step, a density distribution representing the probability distribution of
membrane voltages for each population is updated according the differential form of the conti-
nuity equation for probability mass flux J(t, v) (Here p(t, v) is the probability distribution across
v at time t on (−1, vth); see [21] for more information):

@p
@t

¼ � @J
@v

ð3Þ

The voltage distribution is modeled as a discrete set of finite domains (See Fig 2). Synaptic
activation of input connections drive the flux of probability mass between nodes, while obeying
the principle of conservation of probability mass. As a result, a numerical finite volume method
is an ideal candidate for computing the time evolution of the voltage density distribution, and
we numerically solve Eq 3 with a finite volume method.

The spatial (voltage) domain

D ¼ ½vmin; vy� � R ð4Þ

Fig 2. Illustration of probability mass flux. Assuming a single excitatory input with weightw = vi − vk, at
time t subdomain vi has two sources jþðs;iÞðtÞ and jþðl;iÞðtÞ of probability mass influx, and two outflow destinations
j�ðs;iÞðtÞ and j�ðl;iÞðtÞ. As Δt! 0, these fluxes are linear in the probabilities at each node pi (Eqs 9–12).

doi:10.1371/journal.pcbi.1005045.g002
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is subdivided into a set of non-overlapping subdomains

V ¼ fvi � Dg: ð5Þ

Each subdomain contains a control node pi that tracks the inflow and outflow of probability
mass due to synaptic activation and passive leak. At each time step, pi is updated by considering
probability mass flow resulting from synaptic activation from all presynaptic inputs as well as
leak; for simplicity we will describe the update rule assuming a single presynaptic input. Addi-
tionally, we will assume a single synaptic weight, although in general this approach works
equally well for a distribution of synaptic weights. Under these assumptions, the discretized
version of Eq 3 can be formulated as:

dpi
dt

¼ � DJi
Dvi

ð6Þ

DJi ¼ fiþ1
2
� fi�1

2
ð7Þ

¼ ðj�ðs;iÞ � jþðl;iÞÞ � ðjþðs;iÞ � j�ðl;iÞÞ: ð8Þ

Here fi�1
2
denotes flux across the right or left subdomain boundary, js denotes flux resulting

from the input population (via synaptic activation), and jl denotes flux from the leak; the super-
script is a convenience that denotes the overall sign (i.e. inflow or outflow) of the contribution
of the term to pi.

Synaptic activation contributes j(s) to the overall flux by displacing probability mass (pΔv)
with a transition rate λin, the presynaptic firing rate. By directly computing the probability
mass flux as Δt! 0 over the subdomain boundary (while enforcing probability mass conserva-
tion), the contribution of passive leak j(l) to the overall flux can be formulated as a transition
rate that increases exponentially with time constant τm as the voltage of the subdomain bound-
ary being crossed increases. To summarize, the flux contributions to the ith subdomain are:

jþðs;iÞ ¼ pkDvklin ð9Þ

j�ðs;iÞ ¼ piDvilin ð10Þ

jþðl;iÞ ¼
piþ1viþ1

2

tm
ð11Þ

j�ðl;iÞ ¼
pivi�1

2

tm
ð12Þ

Here the synaptic influx jþðs;iÞ depends on pk, the probability mass in subdomain vk located a

distance w = vi − vk (the synaptic weight) from vi. In the special case of i = 0 and w> 0, the
node that acts as the reset value for probability mass that exceeds the spiking threshold vθ (i.e.
the boundary condition) receives probability mass from all nodes less than w from vθ. Because
these updates result from a linear update from probabilities, the entire time evolution can be
formally represented as:

dp
dt

¼ ðLþ SÞp ð13Þ

where leak and synaptic input contributions have been separated into two separate discrete flux
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operator matrices. At this step, it is trivial to include additional synaptic inputs S0, S1, . . .Sm,
yielding a formal solution over a single time step Δt:

pðt þ DtÞ ¼ exp Dt Lþ
Xm
s¼0

Ss

 ! !
pðtÞ ð14Þ

for some initial probability distribution p(t). At each time step, the synaptic input matrices Sk
are updated to reflect the changes in firing rate of the presynaptic populations (if necessary).

Probability mass that is absorbed at threshold and inserted at the reset potential defines the
fraction of the population that spiked; after normalization by the discrete time step Δt, this
defines the output firing rate. The output firing rate provides the rate of a Poisson process that
drives any recurrently-connected postsynaptic populations. Probability mass flux through the
boundary vθ into the subdomain at i = 0 defines the instantaneous firing rate of the population,
computed as:

loutðtÞ ¼
Pm

s¼0 j
þ
ðs;0Þ

Dt
ð15Þ

Recurrent coupling between simulated populations is accomplished by assigning λout of the
presynaptic population to λin of the postsynaptic population.

The source code for DiPDE is released as an open source python package under the GNU
General Public License, Version 3 (GPLv3), and is available for download at http://
alleninstitute.github.io/dipde/. The package includes an example implementation of the corti-
cal column model analyzed in the main text, absent any inputs in excess of background
excitation.

Results

Step Inputs: Target Specificity and Laminar Computation
In this section we describe the repertoire of computations caused by step inputs over and
beyond background excitation (See Fig 1(c) and 1(d) for an example simulation, compared to
100 averaged leaky integrate-and-fire (LIF) simulations) into a coarse-grained population-sta-
tistical version of the Potjans and Diesmann cortical column model (See Fig 1(a) for a visual
summary of projections in the column model; for a complete model description see [11],
Tables 4 and 5). The targeting of cell types (i.e. target specificity) has important consequences
for the responses caused by incoming inputs. We examine the consequences of three types of
target specificity, summarized in Fig 1(b) for incoming excitatory projections into a given layer
within the column. The excitatory and inhibitory target specificity regimes excite their respec-
tive cell types, while the balanced regime does not preferentially target either subpopulation.
Unless otherwise specified, the step input has a firing rate of 20 Hz, and models a convergent
connection with 100 independent presynaptic sources per target neuron.

Fig 3 provides an overview of output perturbations evoked by step input into a given layer,
under each target specificity condition. In effect, this provides an at-a-glance summary of the
catalogue of computations that the cortical column can perform, given a 20 Hz step pulse excit-
atory input into a single layer.

We find that the effect of driving L2/3 under any specificity condition has a depressing effect
on the activity in L5. In contrast, when driving L4 or L5, activity across almost every population
in the network increases or decreases when driving the excitatory or inhibitory subpopulation,
respectively. Fig 3 also demonstrates that under balanced target specificity (yellow), the effects
of inputs into L2/3 and L4 are nearly equal-and-opposite with respect to the output of L5. We
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summarize this comparison across all output layers in Fig 4 which additionally plots the com-
bined effect of inputs simultaneously into L4 and L2/3. This plot demonstrates that these two
inputs approximately offset; we explore this observation further in the next section.

We note that the input layers involved in this subtraction are implicated in bottom-up vs.
top-down comparisons in the theory of hierarchical predictive coding [22]. Also conspicuous
is the output population reporting this subtraction; L5 pyramidal neurons provide the domi-
nant cortical output, including the pons, striatum, superior colliculus, and to value encoding
dopaminergic neurons in the VTA or SNc [23] where subtraction errors might skew reward
expectations (see Discussion for further details).

Step Inputs: Linear vs. Nonlinear Computation
Linear computations are characterized by simultaneously exhibiting homogeneity (i.e. multi-
plicative scaling in the sense of a linear map) and additivity with respect to inputs. The previous
section examined output perturbations across layers and target specificity profiles of a single

Fig 3. Summary of output perturbations evoked by single-layer step inputs. Step inputs are projected
into a drive layer (L2/3, L4, L5, L6) under 3 different target specificity conditions. In all cases a 20 Hz firing rate
input in excess of background excitation is applied at 100 ms, and output perturbation is defined as the
difference between the eventual perturbed steady-state (200 ms) and the steady-state before perturbation.
For example, balanced L2/3 drive (yellow, top-left panel) evokes an approximately 1.5 Hz decrease in firing
rate in the L5e subpopulation, while balanced L4 drive (yellow, top-right panel) evokes a 1.5 Hz increase.

doi:10.1371/journal.pcbi.1005045.g003
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strength (20 Hz firing rate). In this section, we first examine the effect of linearly increasing the
strength of the input, testing the homogeneity of the system. Fig 5 extends Fig 3 by providing a
summary across an increasing range of input strengths.

Under balanced target specificity (middle column of panels), the magnitude of each popula-
tion response exhibits a scaling behavior, linear in the input magnitude. In contrast, when neu-
rons are targeted with a cell type specific bias, the response of certain subpopulations can be
nonlinear. The clearest example of the nonlinear influence of the inhibitory subpopulation
occurs when driving layer 5. Through both an increase in direct self-inhibition, and indirect
reduction of self-excitation via the L5e subpopulation, excitatory drive into L5i can paradoxi-
cally decrease activity, an effect described previously in inhibition-stabilized recurrent net-
works [24]. Eventually this effect reverses when the L5e activity is completely inhibited.

Fig 6 demonstrates that, likewise, additivity is violated (somewhat, as the points deviate
from the identity line) when preferentially targeting inhibitory neurons. Each point in the fig-
ure depicts the result of driving two separate layers with a 20 Hz firing rate input, and consider-
ing the perturbation in firing rate of each subpopulation (specified in the legend). For a given
target specificity condition, two independent simulations are run, for each of the two input lay-
ers; the sum of the perturbation they evoke is plotted on the vertical axis. The output resulting
from a single simulation with two equal inputs into each input layer, is plotted on the horizon-
tal axis. When a point lies along the identity line, this implies additivity.

This figure implies a conclusion similar to the homogeneity study above: as the target speci-
ficity moves from excitatory to inhibitory, the firing rate computation performed on laminar
inputs by the cortical column changes from linear to weakly nonlinear. In the previous section,
we demonstrated that balanced 20 Hz firing rate inputs to L2/3 and L4 approximately offset
each other in the output evoked in L5. The homogeneity and additivity demonstrated above
indicate that L5 will actually reflect a subtraction operation on these two inputs. We return to
this point in the discussion.

Fig 4. Perturbations resulting from balanced target specificity (equal excitatory and inhibitory input),
L2/3, L4, and both together. The eventual change in steady-state of each subpopulation in the model differs
in response to three balanced inputs. We focus on the response of the L5e and L5i subpopulations; the effect
of inputs into L2/3, as compared to L4, are opposite and nearly equal. When both inputs are simultaneously
applied, they approximately offset each other in their combined effect on the perturbation in L5. This indicates
that L5 activity is representing the difference between the L4 and the L2/3 inputs.

doi:10.1371/journal.pcbi.1005045.g004
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Fig 5. Homogeneity of output perturbations. As the magnitude of the input drive increases, the output perturbation responds either linearly (balanced
target specificity) or nonlinearly, demonstrating that the target specificity of the incoming input shapes the linearity of the response. Solid and dashed lines
indicate perturbations of excitatory and inhibitory populations, respectively (L2/3, blue; L4, black; L5, red; L6, green). For example, when L5 (i.e. 3rd row) is
driven with balanced target specificity (middle column), the perturbations increase proportionally as input strength increases from 0 to 20 Hz. In contrast,
when the inhibitory population is selectively driven (right column), the perturbation increases sub-linearly as input strength increases. Also included in the
third row (dots) are results from 100 averaged leaky integrate-and-fire simulations (performed in NEST, see Methods), demonstrating that the trends
observed in the population density simulations are present in the original system as well. To quantify linearity, the perturbation resulting from a 5 Hz
amplitude step input is extrapolated to 10 Hz, and the percentage deviation of this prediction from the true perturbation relative to pre stimulus steady-state is
computed. This relative error (See Main Text, Eq 16) is then normalized by the relative error from the balanced case, demonstrating that in general, balanced
inputs result in more linear responses. The table on the right summarizes the relative errors for the different conditions.

doi:10.1371/journal.pcbi.1005045.g005
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Sensitivity Analysis
Given the amount of recurrent connectivity in the model, its linear response to step inputs
under balanced target specificity might seem surprising. However, it is known that balanced
networks can exhibit linear responses to external inputs (See, for example, [25]). Although the
model parameterization is taken from the literature, we also investigated the sensitivity of this
linear response to perturbations in model parameters. By perturbing the connection probability
matrix (Table 5 “Connectivity” in [11]), we defined 1000 alternative models. Specifically, each
entry in the matrix was multiplied by a normally distributed random number with unit mean,
and standard deviation taken as 5% of the entry (negative values were thresholded to zero).

The homogeneity of response to each new model was assessed by linearly extrapolating the
perturbation resulting from a 10 Hz firing rate step input from the results obtained from a 5
Hz step input. The absolute value of the prediction error:

DF ¼ ðF10 � F0Þ � 2 � ðF5 � F0Þ ð16Þ

quantifies the difference between the extrapolated value, and the true value obtained by direct
simulation of a 10 Hz firing rate input. Here F indicates the firing rate after reaching steady-

Fig 6. Additivity of output perturbations. All possible pairs of two input layers are selected to receive a 10 Hz step input in excess of background
excitation. Dots and crosses indicate perturbations of excitatory (top) and inhibitory (bottom) populations computed by DiPDE, respectively (L2/3, blue; L4,
black; L5, red; L6, green). For each possible pair of these input layers, the output of all populations is plotted versus the linear superposition of the same
inputs taken independently, in two separate simulations (see main text for more details). Linear additivity of inputs between input layers results in points
along the dashed identity line; this is the case for excitatory and balanced target specificity. As quantified by the coefficient of determination (r2) resulting
from a linear fit, the balanced input regime results in a linear response, and deviates weakly from linearity when inputs are not balanced (See S2 Fig).

doi:10.1371/journal.pcbi.1005045.g006
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state, and the subscript indicates the strength of the step input. Intuitively, this quantity will be
zero when a linear extrapolation can predict the data (i.e. a linear relationship between inputs
and outputs). Nonzero values indicate the failure of a linear extrapolation, and thus a nonlinear
dependence of the output firing rate on the input over the regime of 0–10 Hz perturbations.

S1 Fig shows a stacked histogram of this prediction error for the 1000 perturbed models,
across all combinations of target specificity, laminar drive, and output population. Under bal-
anced target specificity (middle column), the prediction error is reliably smaller, particularly
when layers 4 and 5 are targeted (middle two rows). This implies that the linear relationship
between inputs and outputs under balanced input of the original cortical column model is
insensitive to small perturbations in the connection probability matrix.

A similar result holds for additivity predictions, shown in S2 Fig. For the same perturbed
models, the additive prediction error is defined as the sum of output responses in two layers
from two different simulations, minus the output resulting from driving the two layers in the
same simulation. Again, the model under balanced target specificity is less sensitive to perturba-
tions than when cell types are selectively driven. Therefore, we conclude that the observation of
linear responses in model output in the previous section is not a result of fine tuned parameters.

Sinusoidal Inputs: Linear Filtering
In the previous section, we demonstrated that target specificity can determine the linearity of
the model response under step inputs. To further investigate the linearity of the transformation
that the column applies on its inputs, we next consider sinusoidal drive above and beyond
background drive (See Fig 1(d) for an example simulation, compared to 100 averaged LIF sim-
ulations). S3 Fig summarizes the nonlinear distortion in each populations response under a 5
Hz peak amplitude sinusoidal drive. Only responses with a peak amplitude greater than .05 Hz
are plotted. Total harmonic distortion (THD) compares the power present in the harmonics of
the driving frequency in the sinusoidal input signal that perturbs a subpopulation above and
beyond the background firing rate:

THDðf Þ ¼

ffiffiffiffiffiffiffiffiffiffiffiffiP1
i¼2

V2
i

r
V1

ð17Þ

Here Vi is the power spectral density (PSD, [26]) of the i
th harmonic of the principal (driv-

ing) frequency. This figure reinforces the conclusion from the previous section, that the target
specificity of the sinusoidal drive can affect the nonlinearity of transformations resulting from
population-level processing. In particular, balanced drive minimizes the harmonic distortion
imposed by the dynamics within the model. In contrast, inhibitory drive into layer 5 produces
nonlinear responses throughout the column, in agreement with observations about the homo-
geneity of responses to step inputs (cf. Fig 7)

The low THD of the output signals from balanced drive indicate that the firing rate y(t) of a
population in the column model can be approximately modeled as a linear filter on the input
signal x(t) plus a baseline x0:

yðtÞ ¼ x0 þ
Z 1

0

xðt � tÞhðtÞdt ð18Þ

Fig 8 provides a numerically computed description of three examples of this linear filtering,
resulting from balanced drive from L2/3!L5e, L4!L5e, and L4!L23e. Of all possible input/
output pairs, these examples show the least signal attenuation from the amplitude Ain of the
input signal x(t) to the amplitude Aout of the output signal y(t) (i.e. the largest impact on

The Computational Properties of a Simplified Cortical ColumnModel

PLOS Computational Biology | DOI:10.1371/journal.pcbi.1005045 September 12, 2016 12 / 18



changes to subpopulation firing rate). Clearly evident in the first two figures are first-order low-
pass filters, similar to feedforward systems found in [4] with significantly higher synaptic
weights (relative to threshold). These filters both have a cutoff frequency near 15 Hz, implying
a corresponding RC time constant near the membrane time constant (10 ms) of neurons in the
system. Interestingly, this observation is in agreement with the very general prediction of pre-
dictive coding theories, that high frequencies should be attenuated when passing from superfi-
cial to deep layers [22] (See Discussion). Transmission from L4 to L2/3 is band-passed near the
10–30 Hz range.

Fig 7. Nonlinearity resulting from drive into L5 inhibitory population. This expanded view of row 3, right
column of Fig 5 demonstrates the strongly inhomogeneous response resulting from driving the L5 inhibitory
population. Solid and dashed lines indicate perturbations of excitatory and inhibitory populations, respectively
(L2/3, blue; L4, black; L5, red; L6, green). Simulations in NEST (100 averaged leaky integrate-and-fire
simulations) are plotted as points.

doi:10.1371/journal.pcbi.1005045.g007

Fig 8. Amplitude attenuation of balanced sinusoidal drive. This figure summarizes the amplitude attenuation of 3 example transformations.
Sinusoidal input with amplitude Ain drives superficial layers (L2/3 or L4), and expresses output in the L5e or L2/3e subpopulation with an attenuated
amplitude Aout. These filters are numerically computed at 4 different input amplitude strengths, and then normalized, further demonstrating linearity.
The output from L5e (left and middle column) is lowpass filtered with a cutoff frequency near 15 Hz, corresponding to an RC circuit with a time
constant near the membrane time constant (10 ms) of neurons in the system. The response of L2/3e in response to L4 drive is bandpass in the 10–30
Hz range. The averaged power spectral densities of 100 matched NEST simulations run at driving frequencies 5,8,10,20, and 30 Hz (20 Hz input
amplitude) are plotted for comparison.

doi:10.1371/journal.pcbi.1005045.g008
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Discussion
In this study, we examine what input/output transformations a popular model of a cortical col-
umn performs on layer-specific excitatory inputs. Transformations are defined as perturbations
to the steady-state mean firing rate activity of subpopulations of cells in response to step and
sinusoidal inputs in excess of background drive. Because the mean firing rate is a population-
level quantity, we use a population statistic modeling approach, by numerically computing the
population voltage density using DiPDE (http://alleninstitute.github.io/dipde/), a coupled popu-
lation density equation simulator (See Numerical Methods). This approach enables a fast, deter-
ministic exploration of the stimulus space and model parameterization. Our approach begins
with a data-driven model as a starting point, and then examines the computations its dynamics
subserve, as opposed to fitting a model to a preselected set of dynamical interactions resulting
from assumptions about cortical computation. Our goal is to discover robust evidence for theo-
ries of cortical function using knowledge about structure (synthesized by Potjans and Diesmann
[11] into their cortical column model), while limiting biases and a priori functional assumptions.

We consider three discrete regimes of input specificity: excitatory preference, no preference
(i.e. balanced, in which both excitatory and inhibitory cells in any one layer receive the same
external input), or inhibitory preference. We find that balanced target specificity results in out-
put perturbations that scale linearly with input strength and combine linearly across input lay-
ers. In contrast, selective targeting of a particular cell type (especially the inhibitory
subpopulation) leads to nonlinear interactions. Additionally, we find that equal, simultaneous,
and balanced inputs into L2/3 and L4 are offset in their effect on the L5 firing rate; combining
this with the observation of linearity implies that perturbations in L5 activity represent a sub-
traction from L4 activity of L2/3 activity. The inhibitory effect of L2/3 input on L5e output
appears to be largely mediated by L2/3 interneurons inhibiting L5 pyramids (c.f. [27], their Fig
4) while the excitatory effect of L4 on L5 is a network effect resulting from multiple projection
pathways. We conclude that the cortical column model implements a subtractive mechanism
that compares two input streams and expresses any differences in the mean activity of L5.
While this computation can be implemented via other inputs, this combination is interesting
because no target cell type specificity is required.

How does this observation of a mechanism for subtraction relate to existing theories of cor-
tical processing? Predictive coding [10, 28] postulates a computation that compares an internal
model of the external environment to incoming sensory signals, in order to infer their probable
causes [29, 30]. The subtractive dynamics supported by the cortical column model could
accomplish this. However, this would imply that sensory signals are represented dynamically
in one layer, an environmental model in the supragranular layer, and that their functionally rel-
evant difference is relayed by the infragranular layer (layer 5). The internal granular layer
(layer 4) is the obvious candidate for incoming environmental evidence, given its specialized
role in receiving input from the primary sensory thalamus. Similarly, the role of the infragranu-
lar layer in driving subcortical structures involved in action (basal ganglia, colliculus, ventral
spinal cord) seem compatible with the proposition of layer 5 representing the output of a com-
parison operation. Although more speculative, this leaves the supragranular layer responsible
for generating the internal environmental model, which seems reasonable given its abundance
of intracortical projections and increased development in higher mammals.

These speculative roles of the various cortical layers conform to abstract models of canonical
microcircuits (See, for example, [31]). This is especially true when placed in a hierarchy of pro-
cessing stages, for example in hierarchical predictive coding (hPC) [22]. In this framework,
sequential processing stages generate top-down predictions, and pass bottom-up prediction
errors, at each level in the hierarchy. In primates, the laminar segregation of these streams is
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easily aligned with the anatomical characterization from Felleman and Van Essen [5], with
feedforward connections targeting L4, and feedback connections avoiding L4. In rodents, the
relation between lamination and hierarchy is less clear [32]. Although the central theme of dis-
tinct populations of forward-projecting neurons targeting L4 vs. backward projecting neurons
avoiding L4 in the visual system seems conserved [33], these distinct populations are not segre-
gated by layer, but instead intermingled [34]. Therefore, future experimental attempts to estab-
lish connections between hierarchically defined visual processing regions and theoretical
models may require projection-target-segregated (or perhaps genetically-segregated, if projec-
tion markers can be established), as opposed to laminae-segregated, cellular subpopulations.

An additional connection between the hPC model and the results of the simulations in this
study is presented in Fig 8. Here the response of the deep layer of the model to stimulation in
either of the two superficial layers is well characterized by a linear low-pass filter. Interestingly,
this filtering is a prediction of hPC, where high frequencies should be attenuated when passing
from superficial to deep pyramidal cells [22]. The low-pass filtering prediction arises from the
hypothesis that cortex is performing a form of Bayesian filtering, by attempting to update an
estimated quantity using noisy measurements. These noisy estimates by their nature have
higher-frequency content than the uncorrupted “true” quantity being estimated, and so the
appearance of a smoothing transform is not surprising. However, it is surprising that our
model, formulated without assuming any underlying computation (especially not Bayesian fil-
tering), performs this smoothing at a dynamical stage precisely where the anatomically-
informed hPC model requires it. Taken together, the convergence of experimental, anatomical,
theoretical, and simulation evidence is striking.

As mentioned above, neurons in the infragranular layer project both cortically and subcorti-
cally. Based on the hPC model, and because of the model’s ability to compute a subtraction
between inputs to the granular and supragranular layers, we have speculated this computation
could represent an error signal between reality and expectation. What would this conclusion
imply for the subcortical projections? Watabe-Uchida et al. [23] found that dopaminergic neu-
rons in the ventral tegmental area and substantia nigra pars compacta receive sparse input
from the deep layers of cortex (for example their Fig 5). Because of the well established role of
these midbrain structures in valuation, motivation, and reinforcement learning, these authors
suggest that these dopaminergic neurons might “calculate the difference between the expected
and actual reward (i.e., reward prediction errors).”While speculative, it is possible that this pre-
diction is calculated cortically and relayed either directly or indirectly [35].

There are a number of concrete steps that can be taken to strengthen the relationships
between model, theory, and experiment. A more comprehensive model parameterized by
experimental data with additional layers and cell types could be combined with matched opto-
genetic in vivo and in silico perturbation experiments. These manipulations could validate
model predictions, suggest refinements, and test specific conclusions related to theories of pop-
ulation-based cortical processing, for example the functional role of different classes of geneti-
cally defined interneuron populations. Such models might also suggest a reinterpretation of
how different cell populations contribute to the computation of error signals, or suggest new
canonical computations carried out by population-level activities. Either way, in our view, the
population density modeling approach will continue to provide a valuable tool for quickly
exploring the dynamical consequences of population level computational models.

Supporting Information
S1 Fig. Homogeneity of output responses is insensitive to changes in connection probabil-
ity when target specificity is balanced. Stacked histograms demonstrate the effect of randomly
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perturbing the connection probability matrix on linear prediction error (See Eq 16). Entries in
the connection probability matrix between populations in the cortical column model were ran-
domly perturbed (See Main Text, Sensitivity Analysis). The results of 1000 perturbed networks
are used to construct a stacked histogram (8�1000 total cases), with the abscissa indicating the
difference between prediction of the 10 Hz response extrapolated from the 5 Hz response and
observed firing rate at 10 Hz input (similar to Main Text, Fig 5). The value of the unperturbed
model is indicated by markers along the abscissa, at the top of each panel. In general, there is a
wider histogram (higher variance), i.e. higher sensitivity to connection probability perturba-
tions, when target specificity is not balanced (first and third columns), especially when L5 is
driven (3rd row). This is indicative of a stable operating point in model space (w.r.t connection
probability matrices) for linear computations, under balanced drive.
(EPS)

S2 Fig. Additivity of input responses is insensitive to changes in connection probability
when target specificity is balanced. Stacked histograms (8�1000 total cases) of the additivity
prediction error (i.e. abscissa less ordinate fromMain Text, Fig 6) across all possible layer pairs
indicate that balanced inputs (10 Hz) into multiple layers can be linearly composed. The value
of the unperturbed model with respect to this measurement is indicated by markers along the
abscissa, at the top of each panel. When inputs are not balanced (first and third columns), non-
linear interactions cause output perturbations that are not a superposition of individual inputs,
indicated by a mean that is not centered around zero. Additionally, the magnitude of this effect
is sensitive to the connection probabilities of the model indicated by the larger variance.
(EPS)

S3 Fig. Total Harmonic Distortion as a function of frequency. For all layers, and across the
three target specificity conditions, total harmonic distortion (THD, Eq 17) is plotted versus the
driving frequency of the sinusoidal input (15 Hz Poisson spike rate peak-to-peak amplitude).
In general the distortion of sinusoidal drive is low.
(EPS)

Acknowledgments
The authors wish to thank the Allen Institute founders, Paul G. Allen and Jody Allen, for their
vision, encouragement and support.

Author Contributions

Conceived and designed the experiments: NC RI SM.

Performed the experiments: NC.

Analyzed the data: NC RI SM.

Contributed reagents/materials/analysis tools:NC RI.

Wrote the paper:NC RI CK SM.

Designed the software used in analysis: NC RI.

References
1. Douglas RJ, Martin KAC. Mapping the Matrix: TheWays of Neocortex. Neuron. 2007; 56(2):226–238.

doi: 10.1016/j.neuron.2007.10.017 PMID: 17964242

The Computational Properties of a Simplified Cortical ColumnModel

PLOS Computational Biology | DOI:10.1371/journal.pcbi.1005045 September 12, 2016 16 / 18

http://journals.plos.org/ploscompbiol/article/asset?unique&id=info:doi/10.1371/journal.pcbi.1005045.s002
http://journals.plos.org/ploscompbiol/article/asset?unique&id=info:doi/10.1371/journal.pcbi.1005045.s003
http://dx.doi.org/10.1016/j.neuron.2007.10.017
http://www.ncbi.nlm.nih.gov/pubmed/17964242


2. Douglas RJ, Martin KAC, Whitteridge D. A Canonical Microcircuit for Neocortex. Neural Computation.
1989; 1(4):480–488. doi: 10.1162/neco.1989.1.4.480

3. Douglas RJ, Martin KAC. A functional microcircuit for cat visual cortex. The Journal of Physiology.
1991; 440(1):735–769. doi: 10.1113/jphysiol.1991.sp018733 PMID: 1666655

4. Nordlie E. Rate dynamics of leaky integrate-and-fire neurons with strong synapses. Frontiers in
Computational Neuroscience. 2010; 4. doi: 10.3389/fncom.2010.00149 PMID: 21212832

5. Felleman DJ, Van Essen DC. Distributed Hierarchical Processing in the Primate Cerebral Cortex. Cere-
bral Cortex. 1991; 1(1):1–47. doi: 10.1093/cercor/1.1.1 PMID: 1822724

6. Hubel DH, Wiesel TN. Receptive fields, binocular interaction and functional architecture in the cat’s
visual cortex. The Journal of Physiology. 1962; 160(1):106. doi: 10.1113/jphysiol.1962.sp006837
PMID: 14449617

7. Riesenhuber M, Poggio T. Hierarchical models of object recognition in cortex. Nature Neuroscience.
1999;. PMID: 10526343

8. Riesenhuber M, Poggio T. Neural mechanisms of object recognition. Current Opinion In Neurobiology.
2002;. doi: 10.1016/S0959-4388(02)00304-5 PMID: 12015232

9. Itti L, Koch C. Computational modelling of visual attention. Nature Reviews Neuroscience. 2001; 2
(3):194–203. doi: 10.1038/35058500 PMID: 11256080

10. Rao RPN, Ballard DH. Predictive coding in the visual cortex: a functional interpretation of some extra-
classical receptive-field effects. Nature Neuroscience. 1999; 2(1):79–87. doi: 10.1038/4580 PMID:
10195184

11. Potjans TC, Diesmann M. The cell-type specific cortical microcircuit: relating structure and activity in a
full-scale spiking network model. Cerebral Cortex. 2014; 24(3):785–806. doi: 10.1093/cercor/bhs358
PMID: 23203991

12. Iyer R, Menon V, Buice M, Koch C, Mihalas S. The Influence of Synaptic Weight Distribution on Neuro-
nal Population Dynamics. PLoS Computational Biology. 2013; 9(10):e1003248. doi: 10.1371/journal.
pcbi.1003248 PMID: 24204219

13. Wagatsuma N, Potjans TC, Diesmann M, Fukai T. Layer-dependent attentional processing by top-
down signals in a visual cortical microcircuit model. Frontiers in Computational Neuroscience. 2011; 5.
doi: 10.3389/fncom.2011.00031 PMID: 21779240

14. Sirovich L, Omurtag A, Lubliner K. Dynamics of neural populations: Stability and synchrony. Network
(Bristol, England). 2006; 17(1):3–29. doi: 10.1080/09548980500421154

15. Gewaltig MO, DiesmannM. NEST (NEural Simulation Tool). Scholarpedia. 2007; 2(4):1430. doi: 10.
4249/scholarpedia.1430

16. Eppler JM, Helias M, Muller E, DiesmannM, Gewaltig MO. PyNEST: A Convenient Interface to the
NEST Simulator. Frontiers in Neuroinformatics. 2008; 2:12. doi: 10.3389/neuro.11.012.2008 PMID:
19198667

17. Knight BW, Manin D, Sirovich L. Dynamical models of interacting neuron populations in visual cortex.
Symposium on Robotics and Cybernetics; Computational Engineering in Systems Application. 1996;
p. 1–5.

18. Omurtag A, Knight BW, Sirovich L. On the Simulation of Large Populations of Neurons. Journal of
Computational Neuroscience. 2000; 8(1):51–63. doi: 10.1023/A:1008964915724 PMID: 10798499

19. Nykamp DQ, Tranchina D. A population density approach that facilitates large-scale modeling of neural
networks: extension to slow inhibitory synapses. Neural Computation. 2001; 13(3):511–546. doi: 10.
1162/089976601300014448 PMID: 11244554

20. de Kamps M. A simple and stable numerical solution for the population density equation. Neural Com-
putation. 2003; 15(9):2129–2146. doi: 10.1162/089976603322297322 PMID: 12959669

21. Richardson MJE, Swarbrick R. Firing-Rate Response of a Neuron Receiving Excitatory and Inhibitory
Synaptic Shot Noise. Physical Review Letters. 2010; 105(17):178102. doi: 10.1103/PhysRevLett.105.
178102 PMID: 21231083

22. Bastos AM, UsreyWM, Adams RA, Mangun GR, Fries P, Friston KJ. Canonical Microcircuits for Predic-
tive Coding. Neuron. 2012; 76(4):695–711. doi: 10.1016/j.neuron.2012.10.038 PMID: 23177956

23. Watabe-Uchida M, Zhu L, Ogawa SK, Vamanrao A. Whole-brain mapping of direct inputs to midbrain
dopamine neurons. Neuron. 2012;. doi: 10.1016/j.neuron.2012.03.017 PMID: 22681690

24. Ozeki H, Finn IM, Schaffer ES, Miller KD, Ferster D. Inhibitory stabilization of the cortical network under-
lies visual surround suppression. Neuron. 2009; 62(4):578–592. doi: 10.1016/j.neuron.2009.03.028
PMID: 19477158

25. van Vreeswijk C, Sompolinsky H. Chaos in neuronal networks with balanced excitatory and inhibitory
activity. Science. 1996; 274(5293):1724–1726. doi: 10.1126/science.274.5293.1724 PMID: 8939866

The Computational Properties of a Simplified Cortical ColumnModel

PLOS Computational Biology | DOI:10.1371/journal.pcbi.1005045 September 12, 2016 17 / 18

http://dx.doi.org/10.1162/neco.1989.1.4.480
http://dx.doi.org/10.1113/jphysiol.1991.sp018733
http://www.ncbi.nlm.nih.gov/pubmed/1666655
http://dx.doi.org/10.3389/fncom.2010.00149
http://www.ncbi.nlm.nih.gov/pubmed/21212832
http://dx.doi.org/10.1093/cercor/1.1.1
http://www.ncbi.nlm.nih.gov/pubmed/1822724
http://dx.doi.org/10.1113/jphysiol.1962.sp006837
http://www.ncbi.nlm.nih.gov/pubmed/14449617
http://www.ncbi.nlm.nih.gov/pubmed/10526343
http://dx.doi.org/10.1016/S0959-4388(02)00304-5
http://www.ncbi.nlm.nih.gov/pubmed/12015232
http://dx.doi.org/10.1038/35058500
http://www.ncbi.nlm.nih.gov/pubmed/11256080
http://dx.doi.org/10.1038/4580
http://www.ncbi.nlm.nih.gov/pubmed/10195184
http://dx.doi.org/10.1093/cercor/bhs358
http://www.ncbi.nlm.nih.gov/pubmed/23203991
http://dx.doi.org/10.1371/journal.pcbi.1003248
http://dx.doi.org/10.1371/journal.pcbi.1003248
http://www.ncbi.nlm.nih.gov/pubmed/24204219
http://dx.doi.org/10.3389/fncom.2011.00031
http://www.ncbi.nlm.nih.gov/pubmed/21779240
http://dx.doi.org/10.1080/09548980500421154
http://dx.doi.org/10.4249/scholarpedia.1430
http://dx.doi.org/10.4249/scholarpedia.1430
http://dx.doi.org/10.3389/neuro.11.012.2008
http://www.ncbi.nlm.nih.gov/pubmed/19198667
http://dx.doi.org/10.1023/A:1008964915724
http://www.ncbi.nlm.nih.gov/pubmed/10798499
http://dx.doi.org/10.1162/089976601300014448
http://dx.doi.org/10.1162/089976601300014448
http://www.ncbi.nlm.nih.gov/pubmed/11244554
http://dx.doi.org/10.1162/089976603322297322
http://www.ncbi.nlm.nih.gov/pubmed/12959669
http://dx.doi.org/10.1103/PhysRevLett.105.178102
http://dx.doi.org/10.1103/PhysRevLett.105.178102
http://www.ncbi.nlm.nih.gov/pubmed/21231083
http://dx.doi.org/10.1016/j.neuron.2012.10.038
http://www.ncbi.nlm.nih.gov/pubmed/23177956
http://dx.doi.org/10.1016/j.neuron.2012.03.017
http://www.ncbi.nlm.nih.gov/pubmed/22681690
http://dx.doi.org/10.1016/j.neuron.2009.03.028
http://www.ncbi.nlm.nih.gov/pubmed/19477158
http://dx.doi.org/10.1126/science.274.5293.1724
http://www.ncbi.nlm.nih.gov/pubmed/8939866


26. Rieke F, Warland D, de Ruyter van Steveninck R, Bialek W. Spikes: Exploring the Neural Code. Cam-
bridge, MA, USA: MIT Press; 1999.

27. Jiang X, Shen S, Cadwell CR, Berens P, Sinz F, Ecker AS, et al. Principles of connectivity among mor-
phologically defined cell types in adult neocortex. Science. 2015; 350(6264):aac9462–aac9462. doi:
10.1126/science.aac9462 PMID: 26612957

28. Mumford D. On the computational architecture of the neocortex. II. The role of cortico-cortical loops.
Biological Cybernetics. 1992; 66(3):241–251. doi: 10.1007/BF00198477 PMID: 1540675

29. Huang Y, Rao RPN. Predictive coding. Wiley Interdisciplinary Reviews: Cognitive Science. 2011; 2
(5):580–593. PMID: 26302308

30. Dayan P, Hinton GE, Neal RM, Zemel RS. The Helmholtz machine. Neural Computation. 1995; 7
(5):889–904. doi: 10.1162/neco.1995.7.5.889 PMID: 7584891

31. Douglas RJ, Martin KAC. Neuronal circuits of the neocortex. Annual Review of Neuroscience. 2004; 27
(1):419. doi: 10.1146/annurev.neuro.27.070203.144152 PMID: 15217339

32. Harris KD, Shepherd GMG. The neocortical circuit: themes and variations. Nature Publishing Group.
2015; 18(2):170–181.

33. Coogan TA, Burkhalter A. Hierarchical organization of areas in rat visual cortex. The Journal of Neuro-
science. 1993; 13(9):3749–3772. PMID: 7690066

34. Berezovskii VK, Nassi JJ, Born RT. Segregation of feedforward and feedback projections in mouse
visual cortex. The Journal of comparative neurology. 2011; 519(18):3672–3683. doi: 10.1002/cne.
22675 PMID: 21618232

35. Bertram C, Dahan L, Boorman LW, Harris S, Vautrelle N, Leriche M, et al. Cortical regulation of dopami-
nergic neurons: role of the midbrain superior colliculus. Journal of Neurophysiology. 2014; 111(4):755–
767. doi: 10.1152/jn.00329.2013 PMID: 24225541

The Computational Properties of a Simplified Cortical ColumnModel

PLOS Computational Biology | DOI:10.1371/journal.pcbi.1005045 September 12, 2016 18 / 18

http://dx.doi.org/10.1126/science.aac9462
http://www.ncbi.nlm.nih.gov/pubmed/26612957
http://dx.doi.org/10.1007/BF00198477
http://www.ncbi.nlm.nih.gov/pubmed/1540675
http://www.ncbi.nlm.nih.gov/pubmed/26302308
http://dx.doi.org/10.1162/neco.1995.7.5.889
http://www.ncbi.nlm.nih.gov/pubmed/7584891
http://dx.doi.org/10.1146/annurev.neuro.27.070203.144152
http://www.ncbi.nlm.nih.gov/pubmed/15217339
http://www.ncbi.nlm.nih.gov/pubmed/7690066
http://dx.doi.org/10.1002/cne.22675
http://dx.doi.org/10.1002/cne.22675
http://www.ncbi.nlm.nih.gov/pubmed/21618232
http://dx.doi.org/10.1152/jn.00329.2013
http://www.ncbi.nlm.nih.gov/pubmed/24225541

