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Leveraging neural dynamics to
extend functional lifetime of brainmachine interfaces
Jonathan C. Kao1,2, Stephen I. Ryu2,7 & Krishna V. Shenoy2,3,4,5,6
Intracortical brain-machine interfaces (BMIs) aim to restore lost motor function to people with
neurological deficits by decoding neural activity into control signals for guiding prostheses. An
important challenge facing BMIs is that, over time, the number of neural signals recorded from
implanted multielectrode arrays will decline and result in a concomitant decrease of BMI performance.
We sought to extend BMI lifetime by developing an algorithmic technique, implemented entirely in
software, to improve performance over state-of-the-art algorithms as the number of recorded neural
signals decline. Our approach augments the decoder by incorporating neural population dynamics
remembered from an earlier point in the array lifetime. We demonstrate, in closed-loop experiments
with two rhesus macaques, that after the loss of approximately 60% of recording electrodes, our
approach outperforms state-of-the-art decoders by a factor of 3.2× and 1.7× (corresponding to a
46% and 22% recovery of maximal performance). Further, our results suggest that neural population
dynamics in motor cortex are invariant to the number of recorded neurons. By extending functional BMI
lifetime, this approach increases the clinical viability of BMIs.
Intracortical brain-machine interfaces (BMIs) record patterns of action potentials from many neurons in motor
cortex and translate them, through a decode algorithm, into control signals to guide prosthetic devices such
as computer cursors and robotic arms. These neural signals are recorded via chronic multielectrode arrays
implanted into areas of the brain associated with movement generation and planning. An important concern
regarding microelectrode arrays is their longevity: as the number of recorded neural signals inevitably decreases
through time, BMI performance also declines (e.g., refs 1–3). Hence, a central design goal that is critical to BMI
clinical viability is to maximize the functional lifetime of the BMI in the face of worsening multielectrode array
recordings. While this concern has implications on the functional lifetime of the BMI, we emphasize that chronic
electrode arrays, including the Utah electrode array (Blackrock Microsystems) employed in this study, last long
enough to be highly appropriate for nonhuman primate research (e.g., refs 4–9) and for use in clinical trials (e.g.,
refs 10–16). The Utah array, in particular, has been documented to last for months to years17–19. Further, we note
that other electrode array technologies have also been successfully employed in non-human primate research
(e.g., refs 20–25) but are not currently approved for use in clinical trials. Irrespective of the type of microelectrode
array used, we sought to extend the functional lifetime of the BMI beyond when it would have normally failed due
to the inevitable decline in multielectrode array recording quality. Our approach to achieve this is to augment the
decode algorithm, an intervention implemented entirely in software, and is therefore generally applicable to BMI
systems regardless of the specific hardware being used.
Our algorithmic approach capitalizes on prior information, which is readily available soon after the electrode
array is initially implanted when many, or even most, electrodes record from one or more neurons. This concept
is illustrated in Fig. 1a, where the hypothetical performance of a BMI is plotted as a function of the number of
recorded neurons. As time passes and neurons are lost, current practice is to re-learn decoder parameters with the
remaining available neurons, a procedure termed “retraining” (Fig. 1a, blue trace). However, a critical oversight
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Figure 1. Decoder hysteresis and exploiting neural dynamical invariance. (a) Illustration of the decoder
hysteresis concept. The blue curve represents the hypothetical drop off in performance in the scenario where
neural recording electrodes are lost and a decoder is retrained naïvely with the remaining neurons. The red
curve illustrates the idea of using prior information regarding motor cortex, specifically knowledge about neural
dynamics, to augment the decode algorithm and mitigate the loss of performance as neurons are lost.
(b) Block diagram for retraining with remaining neural signals. The present neurons are used to retrain a
decode algorithm, which involves neural systems identification and decoder parameter learning to predict
kinematics. When decoding withheld testing data to reconstruct a monkey’s hand velocity in the horizontal
direction (gray trace), the retrained decoder (blue trace) poorly reconstructs the hand velocities. (c) Block
diagram for decoder hysteresis. A historical dataset is used to identify neural dynamics of motor cortical
activity. These dynamics are remembered and constrain the learning of decoder parameters with the present
neural signals. With this approach, the decoded velocity (red) better reconstructs the hand velocities.

with the standard practice of retraining is that it ignores historically-recorded neural data from earlier in the
array’s lifetime, when more neurons were available. Although lost neurons are no longer recorded at present,
this historical data may nevertheless provide additional information for present decoder training. Specifically, if
this historical prior information is invariant to the number of neurons recorded and thus applicable even when
few neurons remain, then it may be possible to use this information to beneficially improve decoder parameter
estimation. This would amount to using a historical dataset to increase BMI performance at present (Fig. 1a, red
trace).
To investigate this concept, we need to determine what this prior information should be and how we can
incorporate it into the decoder. We reasoned that two key principles should be embraced. First, this prior information must capture structure in the neural population, so that historically-recorded neurons are informative of
the activity of the remaining recorded neurons. Importantly, recent evidence suggests that network structure and
correlated behavior in the neural population play an important role in motor control26–30 and BMI control31–33.
This first principle rules out decoders where parameter inference assumes neuron independence, including
maximum-likelihood approaches to train velocity Kalman filters34, 35 and the state-of-the-art FIT Kalman filter6, 36.
Because historically-recorded neurons are no longer observed today, the neuron independence assumption
implies that once neurons are lost, they are uninformative of the remaining neural signals. The second principle
embraced is that this prior information should be invariant to the number of neurons being recorded. Of the millions of neurons participating in any motor behavior, an electrode array merely eavesdrops on tens to hundreds
of neurons, which is an extremely small sampling of the involved neurons. This prior information should not
capture dramatically different views of underlying structure as a result of sampling. If these principles hold, then
it is possible that this prior information can beneficially improve decoder parameter inference even after many
neurons have been lost from view.
Based on these principles, we propose that this prior information should reflect neural population dynamics
during reaching7, 30, 37–39. Neural population dynamics capture network structure by describing how populations
of neurons modulate their activity through time in lawful ways to generate motor behaviors. Specifically, neural
dynamical rules describe how the neural population activity at time k is informative of the population activity at time k + 1. Studies have demonstrated that these neural population dynamics exhibit similar structure
across many different monkeys and humans7, 40, can better explain the heterogeneity and correlated behavior
in neural populations than traditional models26, 30, 41, 42, are good predictors of motor reaction time43, 44, and
can be incorporated into BMIs to substantially increase performance32, 33. Further work has also demonstrated
that similar dynamics arise in recurrent neural networks trained to generate hand kinematics or EMG30, 38, 39. A
key consequence of hypothesizing motor cortex to be a dynamical system for movement generation is that the
neural dynamics, if lawful, should be invariant under the same motor behaviors no matter the quality of experimental neural observations. Although inference of these neural dynamics will vary depending on the quality of
neural observations, our estimate of these neural dynamics should be statistically consistent, converging to the
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underlying neural dynamics as more neural data is available29. Based off the finding that modeling neural population dynamics increases BMI performance32, 33, we hypothesize that using our “best estimate” of neural dynamics,
inferred from an earlier point in the array lifetime when more neurons were observed, should result in superior
BMI control at present when fewer neurons are available. We infer neural dynamics using expectation maximization, which finds locally optimal maximum-likelihood neural dynamics. Thus, when few neurons remain,
this approach rejects locally optimal maximum-likelihood neural dynamics inferred from a small population of
neurons in favor of neural dynamics learned from a larger set of neurons in the past.
We implemented this concept algorithmically to extend BMI functional lifetime. In our implementation,
instead of retraining a decoder with the remaining neurons available today (Fig. 1b), we “remember” neural
dynamics inferred from historically-recorded neural data, and learn new decoder parameters subject to the constraint that the neural population activity evolves according to the remembered dynamics (Fig. 1c). By doing
so, we assume that neurons recorded in the past are informative of the neural dynamics in motor cortex, and
that the remaining neurons are described by these dynamics. We found that this approach rescues BMI performance following severe channel loss, thereby extending the BMI functional lifetime. We call this application of neural dynamical invariance to a BMI task “decoder hysteresis,” because neural dynamics from a prior
state (historically-recorded data) is used to augment BMI performance at the present state (when fewer neurons
remain).
We note that our approach is fundamentally different from other approaches where BMI performance is
increased via adaptation of neural responses. The neural adaptation approach improves poorly performing BMIs
that are characterized by a mismatch in the neural-to-kinematic mapping, as may arise due to several factors
including sub-optimal decoder weights23, 31, 45, 46 or unexpected neuron loss47. Further, the neural adaptation
approach differs from the biomimetic decoder design approach, which seeks to minimize the need for learning
and adaptation by building a decoder whose control strategy is similar to that of the native arm36, 48, 49. The biomimetic design approach thus takes corresponding observations of neural and kinematic data, and attempts to
mimic the native neural-to-kinematic mappings as closely as possible. Importantly, the performance of decoders
leveraging neural adaptation to increase performance have not yet been demonstrated to exceed the performance
of biomimetic decoders50. Further, BMI users do not demonstrate substantial neural adaptation36 or performance
improvements through time associated with learning when using biomimetic decoders across days51. As we
sought to maximize usable BMI performance in the scenario where one knows what neurons have been lost, we
compared performance to the biomimetic approach; concretely, this means that we compared performance to
a supervised decoder trained with the remaining neurons rather than training a sub-optimal decoder that then
leverages neural adaptation to improve performance. We also note that our approach also differs from a recent
study that made decoders robust to future unexpected neural variability by training recurrent neural networks
with months-to-years of data52. This work utilizes historical datasets to improve decoder robustness by sampling
neural variability so that when similar neural variability is encountered in the future, it is better able to decode
such activity. When few neurons remain, these approaches do not incorporate any historical prior information in
a different way to increase performance.
Finally, in designing this study, we compared the performance of our approach to two state-of-the-art biomimetic decoders at the time of our study because we sought to demonstrate an improvement over highly performing
decoders in the literature. First, we chose to compare performance to the neural dynamical filter (NDF)32, which
has been demonstrated in direct closed-loop experiments to outperform the optimal linear estimator12, 20, 22, 53, 54,
the position-velocity Kalman filter11, 55, and the Wiener filter5, 10, 23, 56. This comparison also allows us to evaluate
whether it is better to re-learn new dynamics for a given subset of neural signals (NDF) or remember dynamics
from a historical dataset (decoder hysteresis). We also compared performance to a state-of-the-art decoder incorporating a kinematic dynamical model, the feedback-intention trained Kalman filter (FIT-KF)36. The FIT-KF is a
variant of the ReFIT-KF, which increased performance over the velocity Kalman filter by a factor of approximately
2×6. A decoder outperforming the NDF and FIT-KF at low neuron count regimes would, by transitivity, be
expected to also outperform population vector decoders, kinematic-state Kalman filters, Wiener filter decoders,
and neural adaptation approaches.

Results

We tested the decoder hysteresis idea by having monkeys perform a BMI task where they controlled a
neurally-driven cursor to acquire targets presented in a virtual environment. We recorded neural activity
(threshold crossings at −4.5× root-mean-square voltage) from electrode arrays implanted in dorsal premotor
cortex (PMd) and primary motor cortex (M1) as the monkey performed a center-out-and-back reaching task
(Methods). Monkey J had two 96-electrode arrays, one implanted in caudal PMd and one in gyral M1, while
Monkey L had one array implanted at the border of caudal PMd and gyral M1. We then trained and evaluated
the performance of decoders in both offline simulations and closed-loop experiments. We call the novel decoder,
which remembers neural dynamics from when more neurons were available, the hysteresis neural dynamical
filter (HNDF). Training the HNDF involves remembering the matrices describing the dynamical state-update
equation of a linear dynamical system, which is further detailed in the Methods. In offline experiments, we used
dynamics inferred from all available neural data collected on March 5, 2011 (January 28, 2013) in Monkey J (L)
for use in HNDF decoders built between March 3, 2014 to April 9, 2014 (January 28, 2013 to May 31, 2013). To
demonstrate a consistency in the neural dynamics across time, we also performed an additional offline experiment using dynamics inferred from data collected on March 4, 2011 for Monkey L. In closed-loop experiments,
we used dynamics inferred from data collected on December 11, 2012 (January 28, 2013) for Monkey J (L) for
experiments performed between May 18 to 21, 2015 (May 28 to June 4, 2015). These dates were chosen because
they correspond to among the earliest dates during which we built and evaluated an NDF in closed-loop control
for each monkey. Thus, the inferred dynamics were from datasets recorded at least two years prior to closed-loop
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experiments. In closed-loop experiments, we compared HNDF performance to two state-of-the-art decoders: (1)
the neural dynamical filter (NDF decoder)32 and (2) the FIT-Kalman filter (FIT-KF decoder)36, which assumes a
velocity tuning model57.

Remembering neural dynamics when more neurons are available increases BMI performance. To evaluate if remembering neural dynamics can help mitigate performance loss, we performed an

offline simulation of a worst-case neuron loss scenario and evaluated the performance of the NDF vs HNDF
decoders. We artificially removed the most informative electrodes based on the mutual information between
the electrode’s spiking activity and reach direction (Methods). Monkey J had 192 total electrodes, while Monkey
L had 96 total electrodes. We note that although we are strictly simulating electrode loss, the loss of electrodes
corresponds to a loss of neurons; for the rest of the manuscript, we will refer to the loss of electrodes as the loss
of neurons. On 16 (18) experimental datasets where Monkey J (L) performed a center-out-and-back reaching
task with the native arm, we trained an NDF and HNDF decoder with the remaining neurons and evaluated its
cross-validation performance in reconstructing the monkey’s hand velocity. We confirmed that, as expected, performance substantially declines as neurons are lost. In contrast and as desired, we found that the HNDF decoder
(red) achieved significantly better velocity reconstruction than the NDF decoder (blue) at low neuron counts
(more than 90(40) electrodes dropped for Monkey J (L), Wilcoxon signed-rank test, p < 0.01). These results are
shown in Fig. 2a,b, where the HNDF decoder mitigates performance loss as the number of neurons decreases,
showing a similar trend to Fig. 1a. Another common offline metric, mean-square-error in decoded position, also
demonstrated better performance on average with the HNDF decoder than the NDF decoder (Supplementary
Fig. 1). The same results, using a remembered dynamical system from approximately three years before offline
experiments (from March 4, 2011), led to the same qualitative results in Monkey L (Supplementary Fig. 2).
Further, we performed an offline analysis comparing the dropoff in performance to the optimal linear estimator53
as well as the velocity Kalman filter58 (Supplementary Fig. 3). In both cases, we found that the HNDF had a shallower decline in relative performance as the number of neurons decreased. These results demonstrate that, following severe neuron loss in offline simulations, the HNDF decoder is able to decode significantly more accurate
velocities from motor cortical spiking activity than a state-of-the-art NDF decoder retrained on the remaining
signals. The HNDF decoder achieves this performance improvement by remembering neural dynamics from
when more neurons were observed.
Given these offline results, we next asked if the HNDF decoder could increase closed-loop BMI control
performance after substantial neuron loss. Evaluating decoders in closed-loop experiments is critical as BMIs
are closed-loop feedback systems where the subject can adjust his or her neural activity as a result of visual
feedback of the decoder output59–61. To this end, we compared the performance of the HNDF and NDF decoders in a closed-loop BMI center-out-and-back cursor control task. We also compared performance to the
FIT-KF decoder, which is a state-of-the-art decoder based on velocity-Kalman filtering6, 36. We simulated the
loss of 110 (60) electrodes in Monkey J (L) to substantially cripple the BMI. We intentionally operated in this
difficult-to-control BMI regime so as to best mimic a clinical BMI system on the verge of completely failing, as
would be encountered prior to needing to surgically replace a microelectrode array. At this level of electrode loss,
offline decode results indicated the HNDF decoder achieved significantly higher performance than the NDF
decoder. To keep the monkey engaged in the task, as performance had substantially worsened (Supplementary
Movie 1), we made the center-out-and-back task easier by making: the radial targets closer (6 cm away from the
center), the acceptance windows larger (width 6 cm), and the hold time shorter (300 ms) (Methods). Even with
this easier task, both monkeys were often unable to perform the task with the FIT-KF decoder, failing to control
the cursor on 19 of 20 sessions (14 out of 16) in Monkey J (L). We found that both monkeys were able to control
the NDF decoder and HNDF decoder to perform the task, and further found that the HNDF decoder achieved
substantially higher performance than the NDF decoder. Specifically, while the NDF decoder acquired 6.0 (8.0)
radial targets per minute in Monkey J (L), the HNDF acquired 19.4 (13.9) radial targets per minute (Fig. 2c,d, 4
(5) experimental days comprising 7,545 (9,214) trials in Monkey J (L)). At these levels of electrode loss, this corresponds to an increase in the proportion of radial targets acquired by a factor of 3.2× (1.7×). Assuming a peak
acquisition rate of 35 targets per minute, typical for modern high-performance systems, the HNDF recovered
46% (22%) of the peak performance. We also observed that the HNDF decoder was able to acquire targets at a
higher success rate than the NDF decoder (Fig. 2e,f). Specifically, the HNDF decoder achieved a success rate of
83% (76%) in radial target acquisition, which was significantly higher than that of the NDF decoder 48% (52%)
(p < 0.01 in both monkeys, Wilcoxon signed-rank test). Of successfully acquired targets, the target acquire time
of the HNDF decoder, 1150 ms (1544 ms), was on average faster than that of the NDF decoder, 1314 ms (1627
ms), as shown in Supplementary Fig. 4a,b. This acquire time difference was significant in Monkey J (p < 0.01,
Wilcoxon signed-rank test) but not in Monkey L. Movies of Monkey J controlling the NDF and HNDF decoders
on this task are shown in Supplementary Movies 1 and 2, respectively. Together, these results demonstrate that by
remembering neural dynamics from a time when the electrode array afforded measurements from more neurons,
BMI control and performance can be substantially increased.

Remembering neural dynamics can rescue lost degrees-of-freedom of control. An important
qualitative observation is that, following severe neuron loss, the HNDF decoder was able to span more of the
task workspace than the NDF decoder. The NDF decoder consistently displayed significant anisotropy in velocity
control, whereas the HNDF decoder was able to more uniformly generate velocities in all directions. In offline
simulations, we found the NDF decoder sometimes lacked the ability to generate velocities in certain directions
(Fig. 2a,b, blue traces in inset), essentially losing a degree-of-freedom of control that would incapacitate it in
closed-loop settings. On the other hand, we found that the HNDF decoder was capable of generating velocities
in directions where the NDF decoder was deficient, essentially recovering the lost degree-of-freedom of control
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Figure 2. Offline and online evaluation of decoder hysteresis. (a) An offline simulation with Monkey J, where
electrode loss is simulated and offline decode performance (mean correlation in reconstructing hand velocity) is
measured. When 90 or more neural electrodes were lost, the HNDF achieved significantly higher offline decode
performance than the NDF (denoted by *p < 0.01, Wilcoxon signed-rank test). The inset shows an example of
decoded x-velocity (true hand velocity in gray, NDF decoded velocity in blue, and HNDF decoded velocity in
red) when 140 electrodes were lost. In this example, the NDF essentially loses a degree-of-freedom of control,
being unable to generate velocities in the x-direction, while the HNDF rescues the BMI by recovering the lost
degree-of-freedom. (b) Same as (a) but for Monkey L. When 40 or more neural electrodes were lost, the HNDF
achieved significantly higher offline decode performance than the NDF (p < 0.01, Wilcoxon signed-rank test).
The inset shows an example of decoded x-velocity when 50 electrodes were lost. (c) The performance of the
HNDF, NDF, and FIT-KF in closed-loop experiments for Monkey J, with the simulated loss of 110 electrodes.
The HNDF performs significantly better (19.4 radial targets per minute) than the NDF (6.0 radial targets per
minute) and FIT-KF, which was uncontrollable on 19 out of 20 sessions. Datasets J_2015-05-18, J_2015-0519, J_2015-05-20, J_2015-05-21 comprising 3,642 NDF trials and 3,903 HNDF trials. (d) Same as (c) but for
Monkey L, with the simulated loss of 60 electrodes. The HNDF performs significantly better (13.9 radial targets
per minute) than the NDF (8.0 radial targets per minute) and the FIT-KF, which was uncontrollable on 14 out of
16 sessions. Datasets L_2015-05-28, L_2015-05-29, L_2015-06-02, L_2015-06-03, L_2015-06-04 comprising
4,568 NDF trials and 4,646 HNDF trials. (e) Success rate of radial target acquisition for Monkey J. The HNDF
acquired targets at far higher success rates (83%) than the NDF (48%). (f) Same as (e) but for Monkey L. The
HNDF acquired targets at far higher success rates (76%) than the NDF (52%). (g) Target success rate to each
center-out target in the workspace averaged over all sessions for Monkey J. There was a deficiency in the NDF
to the upper and left parts of the workspace. (h) Same as (g) but for the Monkey L. There was a deficiency in the
NDF along the x-axis.
(red traces in the Fig. 2a,b inset). These control anisotropies in the NDF decoder were similarly reflected in
closed-loop BMI experiments. Monkey J had difficulty reaching the upper left part of the workspace using the
NDF decoder, although he was capable of acquiring all targets with the HNDF decoder (Fig. 2g). Monkey L had
difficulty reaching in the horizontal direction with the NDF decoder, but was capable of reaching all targets with
the HNDF decoder (Fig. 2h). One way to view these results is in a dynamical systems perspective. In the NDF and
HNDF decoders, we are using a dynamical system to infer a neural population state, which is a low-dimensional
projection of the neural activity that summarizes the correlated activity across the population (see Methods).
Critically, each decoder’s neural dynamical model influences the trajectory of the neural population state32.
Hence, these observations imply that the remembered dynamical model (HNDF decoder) drives the neural state
to traverse regions of state-space that are more informative of BMI kinematics. In contrast, the re-learned dynamical model (NDF decoder), while locally optimal in explaining the neural activity in a maximum-likelihood sense,
drives the neural population state in subspaces that are less informative of BMI kinematics.
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Figure 3. Eigenspectrum and rotational modes. (a) Eigenvalue spectrum of the remembered dynamics matrix
used for decoder hysteresis (red) and an example eigenvalue spectrum of re-learned neural dynamics (blue)
with the simulated loss of 140 electrodes in Monkey J. The frequencies used by the re-learned dynamics are
smaller than those of the remembered dynamics. (b) Eigenvalue spectrum of the remembered dynamics matrix
used for decoder hysteresis (red) and an example eigenvalue spectrum of re-learned neural dynamics (blue)
with the simulated loss of 60 electrodes in Monkey L. (c) The max frequency of the dynamical system versus
the number of electrodes used to infer the dynamics in Monkey J. We only considered oscillation frequencies
for modes which had a time constant of decay greater than 20 ms, since the timescale of the exponential decay
would be faster than any oscillation. The oscillation frequencies of the neural dynamics decrease as the number
of electrodes decreases (linear regression r2 = 0.59, slope significantly different than 0 at p < 0.01). This trend
also held up using the average frequency of the eigenvalues of the dynamical system. (d) Same as (c) but for
Monkey L (linear regression r2 = 0.48, slope significantly different than 0 at p < 0.01). (e) The R2 ratio quantifies
the ratio in describing the neural population activity with a skew symmetric dynamics matrix (having purely
imaginary eigenvalues) vs the least-squares optimal dynamics matrix (having complex eigenvalues) as further
described in the Methods. If the R2 ratio is large, it signifies that much of the dynamical variance can be captured
by a purely rotational dynamics matrix. As electrodes are lost in Monkey J, the R2 ratio significantly declines
(linear regression r2 = 0.13, slope significantly different than 0 at p < 0.01), indicating that the neural activity
is less well-described by rotational modes. (f) Same as (e) but for Monkey L (linear regression r2 = 0.43, slope
significantly different than 0 at p < 0.01).

The HNDF utilizes higher-frequency dynamical modes for decoding. What, then, enables decod-

ers using remembered neural population dynamics to achieve superior performance compared to decoders that
re-learn dynamics from fewer available recorded neurons? To address this question, we investigated key differences in the neural dynamics between the HNDF and NDF decoders. We empirically observed that as neuron
counts decreased, systems identification with expectation maximization identified neural dynamics with rotational modes having smaller natural frequencies in the NDF (Fig. 3a–d). This phenomenon may result from
the neural population activity being more poorly described by rotational dynamics as neuron counts decrease
(Fig. 3e,f). Hence, a key difference between the NDF and the HNDF at lower neuron counts is that the HNDF, by
remembering a historical neural dynamical model, will drive the neural population state along rotational modes
that, on average, have higher natural frequencies. However, do these remembered higher frequency rotational
modes meaningfully contribute to the decoded output? For example, it could be that even if higher natural frequencies are present in certain modes, these modes do not contribute to the decoded kinematics at low neuron
counts. To evaluate this, we calculated the contribution of all eigenmodes to the decoded output (Methods). We
found that, as neuroun counts decreased, rotational modes (i.e., eigenmodes characterized by complex eigenvalues rather than purely real eigenvalues) contributed less to the decoded output in both decoders (negative slopes
in Fig. 4a,b, significantly different than 0 at p < 0.01). However, the HNDF decoder had a significantly shallower
decrease than the NDF (significantly different slopes, p < 0.01), indicating that the HNDF utilized a greater contribution from rotational modes to the decoded output at lower neuron counts. When decomposing this contribution by the frequency of the rotational mode, we observed that at lower neuroun counts, the NDF’s decoded
output was driven primarily by eigenmodes at DC and low frequencies (Fig. 4c,d, white arrows) and less so by
higher frequency rotational modes (Fig. 4c,d, gray arrows). This contribution from DC and low frequencies at low
neuron counts from the NDF is qualitatively distinct from how the NDF operates at higher neuron counts, where
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Figure 4. Contribution of rotational modes to decoding. (a) Contribution of rotational modes (versus purely
exponentially decaying modes) to the decoded speed (Methods) in Monkey J. Error bars denote standard
deviation. While both decoders demonstrate a decrease in contribution from rotational modes as electrodes are
lost (slopes significantly different than 0, p < 0.01), the trend in the HNDF is substantially shallower than in the
NDF (difference in slopes, p < 0.01). (b) Same as (a) but for Monkey L. (c) Contribution of rotational modes in
Monkey J to the NDF, decomposed by frequency of the mode. Contribution from higher frequencies decreases
as electrodes are lost (gray arrow) while contribution from lower frequencies and DC modes increases (white
arrow). (d) Same as (c) but for Monkey L. (e) Same as (c) but for the HNDF decoder. The contributions from
rotational modes is more consistent when dynamics are remembered, even as electrodes are lost. (f) Same as
(e) but for Monkey L.
more data was available for neural dynamical systems identification. In contrast to the NDF decoder, we found
that the HNDF decoder maintained a qualitatively similar contribution across all neuroun counts (Fig. 4e,f). That
is, following severe neuron loss, the HNDF decoder still utilized the same rotational modes in approximately similar contribution as used when many neurons were available. This consistent contribution across neuron counts
was not trivially a result of remembering dynamics, since we allowed the observation process of the dynamical
system (and its noise) to be re-learned (Methods). Examples of the velocities decoded by each eigenmode following severe neuron loss are shown in Supplementary Fig. 6. We observe in these examples that the remembered
rotational modes of the HNDF supported decoded velocities in directions not accounted for by DC modes (e.g.,
plane 5 in Monkey J’s HNDF, and plane 3 in Monkey L’s HNDF in Supplementary Fig. 6). Together, these results
demonstrate that a key difference in the HNDF is the contribution of rotational modes to decoding, even at low
neuron counts, in a fashion consistent with how the NDF operates during high-neuron count BMI use. As the
neural dynamics influence the trajectory of the neural state, this observation, coupled with the HNDF achieving
better decoding performance than the NDF, suggest that the rotational modes play an important role in driving
the neural state along trajectories that aid kinematic decoding.

Discussion

We demonstrated that, by remembering dynamics learned from an earlier point in an array lifetime, it is possible
to increase BMI performance at low neuron counts, extending the functional lifetime of the BMI. This approach
relies on the assumption that neural dynamics in PMd and M1 are invariant to the number of neurons being
recorded, so that neural dynamics learned when more neurons were available are applicable when few neurons
remain. These results therefore suggest that, for a given task, neural dynamics recorded from PMd and M1 are not
specific or limited to the exact set of neurons being measured at a given time. If neural population dynamics in
a cortical area were specific to the neurons being measured, then the optimal approach to systems identification
(and BMI decoder design) would be to re-learn maximum-likelihood dynamics for each specific neural population being recorded. Rather, our results demonstrate that, for decoding kinematics, it is better to instead use
the neural population dynamics inferred with as many neurons as possible. Our results are consistent with the
hypothesis that, for a given task, there are lawful neural population dynamics that govern the evolution of population neural activity for producing motor behavior. Under this hypothesis, the neural dynamics are statistically
consistent, so that they are better inferred as the population size grows larger. We note that an additional analysis,
shown in Supplementary Fig. 5, found that in the scenario where the same population of neurons is recorded
over time (e.g., as in an optical imaging BMI62, 63), remembering the observation process of the dynamical system
(Methods), in addition to the dynamics process, resulted in superior offline decoding performance.
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We observed that one key difference between the remembered dynamics and the re-learned dynamics was
that, at lower neuron counts, the re-learned dynamics did not use higher-frequency rotational modes for decoding. However, the HNDF decoder still reliably decoded using the neural state in these rotational modes in a
manner similar to when many neurons remained, suggesting that these dynamical modes play an important role
in decoding. These results open the possibility of rescuing decoder performance in scenarios where electrode
arrays record few neurons even upon implantation. In these scenarios, when historical data is not available, it
may be possible to incorporate a prior that regularizes the neural dynamics to use rotational modes with natural
frequencies that are close to those empirically observed in motor cortical activity.
A natural question, given these results, is how many neurons are necessary to infer the underlying neural
dynamics? This question is tied to the dimensionality of the neural data and is expected to vary under different
task conditions29. However, for the purposes of 2D cursor control in our specific experimental setup, our results
suggest that as long as approximately 100 electrodes are available, it is possible to reliably infer a dynamical system
that achieves relatively good performance in decoding hand velocity (Fig. 2a). These results are reasonable given
the observation that the dimensionality of motor cortical activity during 2D reaching spans approximately 10–20
dimensions7, 26, 64. Further, with training dataset sizes of 500 trials, lasting approximately 500 s, our result that 100
neural electrodes are enough to reliably infer the dynamics of 2D reaching are consistent with a neural theory of
dimensionality and dynamics29. As we used neural dynamics inferred approximately two and a half years before
the experiments, this suggests that the neural dynamics for our 2D reaching task are fairly stationary through
time. This is further supported by an offline analysis of decode performance with dynamical systems remembered
from different points in time, going back 3 years in Monkey J and 2 years in Monkey L (Supplementary Fig 7). In
addition to being stationary through time, other studies have demonstrated evidence that neural dynamics are
similar across several different monkeys7 as well as humans40.
However, neural dynamics are likely to differ from task-to-task. We consider two examples here. First, in
scenarios where the BMI is not controlled in a biomimetic fashion, the BMI user may engage “neural adaptation”
to increase BMI performance23, 24, 46, 50. Importantly, neural population activity is observed to change during
the learning process31, 65. Given that neural population activity changes during BMI learning, it is likely that the
neural population dynamics also change to support this adaptation. Second, neural populations have empirically
been observed to increase in dimensionality as tasks become more complex29. Hence, it is likely that in more
difficult BMI tasks, such as controlling a multi-degree of freedom robotic arm, the dimensionality of the neural
population activity will increase. As neural populations explore new dimensions, the neural dynamics underlying
this activity may potentially increase in complexity. In these scenarios, performance may drop off more rapidly
with electrode loss, and so remembering the complex dynamics may be especially important in mitigating performance loss. Further, our results suggest that remembering neural dynamics may also be able to rescue lost
degrees-of-freedom of control (Fig. 2a,b, insets, and Fig. 2g,h). It is also important to note that this approach relies
on having sampled the dynamics of the task before neuron loss. If the BMI task is altered following neuron loss,
and the dynamics of the new BMI task are substantially different than in prior tasks used, the hysteresis approach
may not generalize. Therefore, it may be beneficial to record during a diversity of relevant and complex clinical
tasks soon after array implantation to sample neural dynamics in each of these tasks.
A further observation was that the NDF performed better than the FIT-KF at lower neuron counts. Although
prior studies have not directly compared the performance of the NDF and FIT-KF, both decoders achieve comparable bitrates on the grid task, using the same monkeys and the same arrays32, 36, 66. Thus, it appears that the
performance drop-off as neurons are lost is different for both decoders. This is further supported by the offline
simulation in Supplementary Fig. 3, whereby the velocity Kalman filter is shown to degrade in performance at a
faster rate in Monkey J. Investigating the key factors in closed-loop control that account for this difference may
shed insight into how to further mitigate performance loss. We additionally note that our approach differs from
decoders leveraging neural adaptation, where performance can be improved through time as the monkey adapts
the firing rate statistics of neurons that control the decoded output23, 24, 46, 67. However, these neural adaptation
techniques are most appropriate when the decoder is not biomimetic, and have not been demonstrated to exceed
the performance of biomimetic decoding. Nevertheless, it may be possible, in the scenario where biomimetic
performance is especially poor, that decoder design and neural adaptation may be combined to result in even
higher performance50. Understanding how neural adaptation may augment biomimetic decoding performance
may further rescue performance under neuron loss.
Because our technique is implemented entirely in software, it can be combined with other multielectrode array
technologies (aside from the Utah array). Further, we note that the lifetimes of these technologies may be highly
variable. For example, in a study with 62 implanted Utah electrode arrays, 56% of arrays had no recordable action
potentials within the first year of implantation, while 11% of arrays lasted longer than the approximately two-year
long duration of the study17, consistent with studies demonstrating usable BMI performance for years18, 19, 51.
As long as a sufficient number of neurons remain, our technique would increase BMI performance over current decoding approaches. Thus, for failure modes where enough information persists (i.e., non-catastrophic
failure), our technique effectively extends the usable lifetime of the array beyond when it would have normally
failed. Moreover, this algorithmic technique may be combined with other approaches that are aimed at extending the usable lifetime of a BMI. For example, it should be possible to combine our approach with local field
potential decoding when action potentials are no longer recorded on electrodes2, 3, 68–70. It will be important to
assess the extent to which these complementary approaches may further increase the usable lifetime of electrode arrays. Further, while we demonstrated these results using linear dynamical systems, the dynamics underlying motor behaviors for BMI may be nonlinear (e.g., ref. 71). Therefore, it may be possible that techniques for
nonlinear systems identification (e.g., refs 71–73) would not only increase decoder performance32, but may also
strengthen the decoder hysteresis effect. Nevertheless, even in the linear regime, we have shown that it is possible
to extend the usable lifetime of the BMI through software interventions at the algorithmic level. In particular, at
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the performance levels reported in this manuscript where state-of-the-art decoders failed, it would have been
possible for human participants to use the HNDF to type on a radial keyboard74, 75. Thus, this approach increases
BMI functional lifetime, thereby increasing BMI clinical viability.

Methods

Electrophysiology and experimental setup.

All surgical and animal care procedures were performed
in accordance with National Institutes of Health guidelines and were approved by the Stanford University
Institutional Animal Care and Use Committee. All experiments reported were conducted with adult male rhesus
macaques (J & L) implanted with 96-electrode Utah arrays (Blackrock Microsystems Inc., Salt Lake City, UT)
using standard neurosurgical techniques. Monkey J (L) was 13 (19) years old at the time of experimentation.
Electrode arrays were implanted in dorsal premotor cortex (PMd) and primary motor cortex (M1) as visually
estimated from local anatomical landmarks. Monkey J had two arrays, one in M1 and one in PMd, while Monkey
L had one array implanted on the M1/PMd border.
The monkeys made point-to-point reaches in a 2D plane with a virtual cursor controlled by the contralateral
arm or by a brain-machine interface (BMI). The virtual cursor and targets were presented in a 3D environment (MSMS, MDDF, USC, Los Angeles, CA). Hand position data were measured with an infrared reflective
bead tracking system (Polaris, Northern Digital, Ontario, Canada). Spike counts were collected by applying a
single threshold, set to −4.5× the root-mean-square of the spike voltage per neural electrode. The raw neural
observations used for all analyses and closed-loop BMI experiments were binned threshold crossings counted
in non-overlapping 15 ms bins. Behavioral control and neural decode were run on separate PCs using Simulink/
xPC platform (Mathworks, Natick, MA) with communication latencies of 3 ms. This enabled millisecond timing
precision for all computations. Neural data were initially processed by the Cerebus recording system (Blackrock
Microsystems Inc., Salt Lake City, UT) and were available to the behavioral control system within 5 ms ± 1 ms.
Visual presentation was provided via two LCD monitors with refresh rates at 120 Hz, yielding frame updates of
7 ms ± 4 ms. Two mirrors visually fused the displays into a single three-dimensional percept for the user, creating
a Wheatstone stereograph59.
All tasks performed in this manuscript were variants of a 2D center-out-and-back task. In all offline analyses
as well as when training decoders, each monkey performed a center-out-and-back task where the virtual cursor
was controlled with his contralateral arm. In this center-out-and-back task, eight targets are placed with uniform
spacing on the circumference of a 12-cm radius circle. In polar coordinates, these eight targets are positioned at
0°, 45°, 90°, and so on. The task begins with prompting a target, positioned at the center of the circle. After successful acquisition of the center target, one of the eight radial targets would be randomly chosen and prompted.
After successful acquisition of a radial target, or following the failure to acquire any target, the center target was
prompted again. The inter-trial time between successful target acquisition and the next target being prompted was
40 ms. The monkey had to acquire the prompted target by bringing the cursor within a 4 cm × 4 cm acceptance
window centered on the target within 2 seconds and hold the cursor within the target acceptance window for 500
contiguous milliseconds. After the successful acquisition of any target, the monkey was given a liquid reward.
When the virtual cursor was controlled by the BMI, a center-out-task with different parameters was used.
Because we simulated the loss of many electrodes, following severe array degradation, we had to make the task
easier to perform to both keep the monkey engaged in the task and to convey meaningful information through
the task. We note that even for these simpler center-out-and-back task parameters, a human capable of performing this task would be able to use a radial keyboard to type74, 75. Under BMI control following severe neuron loss,
the radial targets were moved closer to the center target, being 6 cm apart. The acceptance window was widened
to 6 cm × 6 cm, and the hold time to signal target acquisition was shortened to 300 contiguous milliseconds. The
monkeys were given 5 seconds to acquire each target before the trial was failed.
For BMI control, we chose an animal model where the monkey is free to move the contralateral arm3, 6, 32, 51, 74, 76, 77.
We recognize that a limitation of this model is that proprioceptive feedback is present in the neural activity78, 79. However, the major motivation for this animal model is that the neural dynamics we are modeling are
related to reach generation and movement. Restraining both arms would constrain the neural activity to evolve
along dimensions that do not cause overt movement. As these “output-null” dimensions are orthogonal to the
“output-potent” dimensions used for movement generation, the dynamics of output-null activity may differ
greatly from output-potent activity80. This model is consistent with the observation that a human subject using a
BMI would be capable of generating neural activity that lives in output-potent dimensions, although this activity
would not cause overt movement due to motor injury. We recognize that future studies should better characterize
the dynamics of imagined movements in humans with motor injury.

Decoder algorithms. Neural dynamical filter. The neural dynamical filter (NDF) is described in more
detail in our previous report32. To train the NDF decoder, we perform systems identification to learn a linear
neural dynamical system describing population activity. The NDF uses the neural dynamical system to filter the
neural observations. It then decodes kinematics linearly from the neural-dynamically filtered activity. The NDF is
capable of achieving state-of-the-art levels of performance on 2D cursor control tasks32.
Concretely, the NDF models the neural observations of spikes via an autonomous latent-state linear dynamical
system (LDS). In the LDS, the observed neural spike counts on each electrode at a time k, given by yk, are interpreted as a noisy observation of a low-dimensional and dynamical neural state, sk. The neural state, sk, is a continuous variable that summarizes the activity of the neural population by capturing the correlated structure in the
activity. Each dimension of sk, in the case of the LDS, can be inferred as a linear combination of all the observed
neurons. The neural state is also dynamical, in the sense that knowledge of sk−1 is informative of what sk will be. In
this work, the yk are the spike counts on each electrode in non-overlapping 15 ms bins. We chose the neural state
Scientific Reports | 7: 7395 | DOI:10.1038/s41598-017-06029-x

9

www.nature.com/scientificreports/
to be 20-dimensional as to be sufficiently high enough to capture a substantial proportion of the neural variance
during reaching26. We modeled the LDS in the linear Gaussian form as:
sk = Msk−1 + nk

(1)

yk = Psk + rk

(2)

where nk and rk are zero-mean Gaussian noise terms with diagonal covariance matrices N and R.
We refer to equation (1) as the dynamics process and the equation (2) as the observation process. The
dynamics process describes how the previous neural state, sk−1, is informative of the current neural state, sk,
through the matrix M. The observation process describes how the observed neural activity, yk, arises from the
low-dimensional neural state, sk. Because the covariance matrix R is diagonal, the correlated activity in yk results
exclusively from the neural state, sk. If the parameters M, N, P and R are known, then the neural state sk can be
inferred from the prior neural state sk−1 and the newly observed neural activity, yk, with the Kalman filter, which
is a minimum mean-square error estimator of a Gaussian LDS. This entails a solution of the form:
sk = Msk−1 + Kk(yk − PMsk−1),

(3)

where Kk is called the Kalman gain, and the term yk − PMsk−1 is typically referred to as the innovation, or what in
the neural activity cannot be explained by the neural state. It is possible to derive a recursion for the Kalman gain,
Kk, the solution of which is:
Kk = (I + (MΣk−1MT + N)PR−1PT )−1(MΣk−1MT)PR−1,

(4)

where Σk−1 is the covariance of the estimate sk−1. The derivation of this result can be found in ref. 81. Whenever
we performed Kalman filtering to arrive at the neural state, we used the steady-state form of the Kalman filter. We
found that the Kalman filter converged to its steady-state form on the order of seconds, so that the two decoders
were equivalent after a few seconds.
To infer the parameters M, N, P and R from experimental training data, we used expectation maximization
(EM), which is a maximum-likelihood approach that seeks to maximize the log-likelihood of having observed the
neural activity. EM infers parameters in an unsupervised fashion from the sequence of observed neural activity.
The time-series of neural observations {y}k=1, 2, …, K were treated as the observed output of a latent state linear
dynamical system (LDS). We did not perform any pre-processing steps on the binned spike counts, yk. Briefly, the
E-step involves computing the expected joint-log likelihood of the neural state and the neural observations, which
can be deduced from the graph structure of the linear dynamical system:
K
1

K
log p(s1, … , K , y1, … , K) = − ∑  (yk − Psk)T R−1(yk − Psk) − log R



2
k= 1 2

(5)

K
1

K−1
−∑  (sk − Msk−1)T N−1(sk − Msk−1) −
log N


2
2
k= 2

(6)

1
1
K (N + d )
1
− (s1 − π1)T S−
log S1 −
log 2π ,
1 (s1 − π1) −
2
2
2

(7)

where s1 ∼ (π1, S1) and N and d are the number of electrodes and the dimensionality of the latent state, respectively. The joint log-likelihood, given all parameters, can be computed via Kalman smoothing. The M-step then
involves maximizing the parameters (M, P, N, R, π1, S1) with respect to the joint log-likelihood. We note that
while we computed π1 and S1, they were of no practical consequence when running in closed-loop after several
seconds. The E-step and M-step alternated to increase the log likelihood of the observed data. More details can be
found in the reference by Ghahramani and Hinton82. When performing EM, we utilized an approximation in the
E-step: we assumed that the Kalman smoothing parameters remained constant after convergence of the estimated
state covariance matrix within reasonable tolerance. When not using hysteresis, the EM algorithm was initialized
with factor analysis. The initial P and R were the factor loadings and uniqueness matrix, respectively. We subsequently reduced the dimensionality of the spike count data via factor analysis to arrive at a sequence of
low-dimensional neural states. The initial π1 was the mean of the neural states. The initial S1 and N was the covariance of the neural states. The initial M was the maximum-likelihood matrix mapping the neural states inferred
via factor analysis forward one time step.
After learning the parameters (M, N, P and R) via EM, we decoded a sequence of neural states from the training set neural observation. We thus had a sequence of decoded neural states, S = [s1, s2, …, sK] and a corresponding sequence of observed training set kinematics, X = [x1, x2, …, xK], where xk contains the position and velocity
of the hand-controlled cursor at time k. We then found the matrix Ls which minimizes the mean squared error,
||X − Ls[S; 1]||2, where 1 refers to a row of 1’s appended to the bottom of S to allow for a bias to be learned. After
defining Sb = [S; 1], the solution is Ls = XS Tb (S bS Tb )−1.
Consistent with our prior study using this decoder, the decoded kinematics are the 2D position (p̂k ) and 2D
velocity (v̂k ) of a computer cursor. Given that the decoded position and velocity of the cursor at time k were p̂k and
v̂k respectively, the decoded position shown to the subject, pk, was calculated as:
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pk = (1 − α)pˆk + α(pk−1 + vˆk−1Δt )

(8)

with α = 0.975 and Δt being the bin width of the decoder. This indicates that the final decoded position
is a weighted sum, with 2.5% contribution from the decoded position, and 97.5% contribution from the
integrated velocity. The small position contribution in part stabilizes the position of the decoder in the
workspace32, 76. Other work has noted the importance of taking into account the position contribution of
the signal6.
Hysteresis and memory neural dynamical filter. The hysteresis neural dynamical filter (HNDF) is a variant of the
NDF decoder. It utilizes a similar training approach, with a key fundamental difference: with the HNDF, a dataset
from an earlier point in the array lifetime is used to infer the dynamics process of the LDS. Concretely, this
∼
involves accessing a historically recorded dataset with neural observations Y = [y1, y2, … , yK]. Note that we do
not require the kinematic information (i.e., xk) from the historical dataset. We then perform EM to infer param∼
eters (Mhyst, Nhyst, Physt, Rhyst) from the neural data Y.
In the HNDF, we remember the parameters of the dynamics process, which are (Mhyst, Nhyst). With neural
observations recorded today, Y = [y1, y2, …, yK], we perform a constrained EM algorithm, where we fix M = Mhyst
and N = Nhyst. In this fashion, the dynamics process is constrained to be identical to the dynamics process inferred
from the historical dataset. The constrained EM differs in that (1) M is initialized to Mhyst, (2) N is initialized to
Nhyst, and (3) in the M-step, we only update parameters for (P, R, π1, S1). After performing EM, we arrive at a new
dynamical system, (M hyst , N hyst , P, R), which we use to decode a sequence of neural states,
hyst
Shyst = [s1hyst , s hyst
2 , … , s K ]. This sequence of neural states are then used along with the kinematics to infer the
mapping Ls in the same way as in the NDF.
For Monkey J’s offline simulations, we used dynamics inferred from data collected on March 5, 2011 for use
in HNDF decoders built between March 3, 2014, to April 9, 2014. For Monkey L’s offline simulations, we used
dynamics inferred from data collected on both January 28, 2013, as well as March 4, 2011, for use in HNDF
decoders built between January 28, 2013 to May 31, 2013. The results of the HNDF simulations using dynamics inferred from all the neural data on January 28, 2013, are shown in Fig. 2, while the HNDF using dynamics inferred using all the neural data on March 4, 2011, are shown in Supplementary Fig. 2. For Monkey J’s
closed-loop experiments, we used dynamics inferred from data collected on December 11, 2012, for experiments
performed between May 18 to 21, 2015. For Monkey L’s closed-loop experiments, we used dynamics inferred
from data collected on January 28, 2013, for experiments performed between May 28 to June 4, 2015.
The memory neural dynamical filter (MNDF) uses an approach similar to the hysteresis neural dynamical filter. The MNDF is used in scenarios when the identity of the observations is the same throughout time.
That is, even though neurons will be lost, the remaining neurons were recorded historically, and their identities are known. In these scenarios, it is also possible to remember the observation process from the past, (Physt,
Rhyst). Therefore, the MNDF uses the historically inferred dynamical system, (Mhyst, Nhyst, Physt, Rhyst) to decode
a sequence of neural states. Thus, the MNDF does not require an additional EM optimization. After inferring a
sequence of neural states, a new Ls matrix is learned for the remaining electrodes in the same way as in the NDF.
We note that the MNDF approach is in general implausible for multielectrode data, since over time it is not possible to ensure that the same neurons are measured on each electrode.
Feedback-intention trained Kalman filter. The state-of-the-art feedback-intention trained Kalman filter (FIT-KF)
is a variant of the recalibrated feedback-intention trained Kalman filter (ReFIT-KF)6, 36. The main difference
between the FIT-KF and the ReFIT-KF is that the FIT-KF is trained from a reaching dataset, whereas the
ReFIT-KF is trained from a dataset under BMI control. We demonstrated that the FIT-KF can achieve the same
level of performance as the ReFIT-KF without requiring the collection of an additional BMI control dataset36. The
major innovation of the FIT-KF relates to an intention estimation intervention performed on the kinematics36.
Specifically, it is assumed that at every point in the trial, the monkey intends to reach directly to the target, even
while his native arm may make a curved reach. Further, it is assumed that once the monkey is within the target
acceptance window, he intends to command a zero velocity, even though there may be residual movement in the
acceptance window. These assumptions cause the training set kinematics to be altered. Specifically, all velocities
during the course of a reach are rotated so that they point directly to the prompted target, and all velocities in the
acceptance window of the target are set to zero6, 36. We denote these altered kinematics at time k as x k. We note
that, as in ref. 36, the FIT-KF kinematics incorporate the x− and y− positions and velocities of the cursor, as well
as a bias term.
The FIT-KF is a kinematic-state Kalman filter6, 34–36 with the following underlying dynamical system:
xk = Axk−1 + wk

(9)

yk = Cxk + qk ,

(10)

where wk and qk are zero-mean Gaussian noise terms with covariance matrices W and Q. It is worth noting that
the A and W matrices here only model the evolution of the kinematics, and do not capture any information about
the neural population activity. The matrices (A, W, C, Q) are fit by maximum-likelihood approaches. Given
∼
X = [x1, x 2, … , xK] and Y, it can be shown that:
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∼
∼T
∼
∼T
A = X:,2:endX:,1:end −1(X:,1:end −1X:,1:end −1)−1
W=

1
∼
∼
∼
∼
(X:,2:end − AX:,1:end −1)(X:,2:end − AX:,1:end −1)T
K−1

∼T ∼ ∼T
C = YX (X X )−1
Q=

(11)
(12)
(13)

1
∼
∼
(Y − C X)(Y − C X)T ,
K

(14)

∼
∼
where the matrix X:,a:b refers taking columns a to b of the matrix X.

Optimal linear estimator. The optimal linear estimator53 (OLE) was fit by solving the least-squares regression
problem between the sequence of observed kinematics in the training set, X, and the corresponding sequence of
observed neural data, Y = [y1, y2, …, yK]. Analogous to the NDF case, we solved for the matrix Ly minimizing the
mean squared error ||X − Ly[Y; 1]||2. We then defined Yb = [Y; 1], so that a row of 1’s was appended to the bottom
of the matrix to account for a bias term. The solution is Ly = XYTb(YbYTb)−1. As pre-processing on the neural data,
Y, we convolved the activity of each channel with a causal Gaussian kernel having standard deviations 100 ms.

Mutual information for electrode dropping.

When performing electrode dropping experiments, we
dropped electrodes according to the mutual information between each electrode’s spiking distribution and the
prompted target (i.e., reach direction). For a given electrode, we define the following probabilities.

•
•
•

pY(y): the probability of observing y spikes in a 15 ms window.
pX(xi): the probability of target xi being prompted on a given trial.
pY|X(y|xi): the probability of observing y spikes in a 15 ms window when the monkey is reaching to target xi.

In addition to this, we let  denote the set of values y can take on, which for our experiments was the set {0, 1,
2, 3, 4, 5+}. The element 5+ indicates instances where 5 or more spikes occurred in the 15 ms window. We also
define Nx to be the number of targets. Then, the mutual information between the electrode’s spiking distribution
and the prompted target is:
I (X , Y ) = H (Y ) − H (Y X ),

(15)

where
H (Y ) = − ∑ pY (y )log pY (y )
y∈

(16)

Nx

H (Y X ) = − ∑pX (xi ) ∑ pY X (y xi )log pY X (y xi ).
i=1

y∈

(17)

We calculated the mutual information for each electrode separately. We then ranked electrodes in terms of
their mutual information to reach direction. We dropped the most informative electrodes first to simulate a scenario where valuable electrodes were lost early.

Offline decoding and analysis.

The goal of offline decoding is to use a decoder to predict the monkey’s
hand velocity from corresponding neural activity. Offline decoding performance is not a reliable predictor of
closed-loop performance, where the monkey receives visual feedback of the decoder’s output and can alter his
motor response59–61. However, it demonstrates the ability of the decoder to reproduce kinematics from the neural
activity that generated the observed movements.
For all offline decoding experiments, we used datasets of approximately 500 trials where the monkey performed a center-out-and-back reaching task with the native arm. Of these datasets, 80% of contiguous trials were
used for decoder training and the remaining 20% of trials were reserved as held-out testing data.
We measured two metrics when quantifying offline decoder performance: (1) velocity correlation and (2)
mean-square error in position. The velocity correlation was calculated as the Pearson correlation coefficient
between the recorded hand velocity during reaching and the decoded hand velocity. We calculated the Pearson
correlation coefficient separately for the x- and y-velocities and reported the average of these correlation coefficients. We evaluated the velocity correlations at fixed temporal offsets (or lags) and chose the maximal velocity
correlation. The evaluated temporal lags ranged from 15 ms to 90 ms in 15 ms increments. The mean-square error
(MSE) was calculated as the average of the norm of the position decode error (defined as the vector from the true
hand position to the decoded hand position). As in the velocity correlation, we evaluated the MSE at fixed temporal lags and chose the lag that minimized MSE. To not accumulate position error as a result of previous trials, we
reset the decoded cursor position to the hand position at the start of each trial.
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Frequency analysis of neural dynamics. Evaluating the eigenvalue spectrum and maximal frequencies. To generate the eigenvalue spectrum shown in Supplementary Fig. 6a,b, we performed an eigenvalue
decomposition on the matrix
∼ M−I
M=
,
Δt

(18)
∼
where Δt is the bin width used for the decoder (in this work, 15 ms). The matrix, M represents the first-order
approximation of the dynamics process
∼
sk = Msk + noise.

(19)

Note that here, sk is defined as (sk+1 − sk)/dt , i.e., the first-order Euler approximation of velocity. In this fashion, an eigenvalue with a real part 0 indicates that there is no decay along the eigenmode.
∼
The imaginary component of the eigenvalues of M denote the frequency of each eigenmode. When finding the
∼
maximal dynamical frequency used by each dynamics matrix, M, we only considered eigenvalues with time constants greater than or equal to 20 ms. Eigenvalues with smaller time constants would decay so quickly that an
oscillation would not persist.
Characterization of rotational dynamics via jPCA. To calculate how well the neural population activity could
be described by rotational dynamics, we performed jPCA7. When performing jPCA7, we condition-averaged
the neural activity by aligning to the start of a trial. This resulted in the peri-stimulus time histogram (PSTH)
for reaches of 16 different conditions (8 center-to-radial conditions, and 8 radial-to-center conditions). Each
PSTH was smoothed by convolution with a Gaussian kernel with standard deviation 25 ms and then binned at
15 ms resolution. We performed jPCA by analyzing a robust reaching epoch during the reach (200 ms to 500
ms). We specified 3 jPCA planes, which are a rotation of the top 6 principal components of the neural activity.
We calculated the maximal dynamical frequency as the largest frequency used in the matrix Mskew (see ref. 7). We
calculated the R2 ratio, describing how well the neural population activity could be described by purely rotational
dynamics, as the ratio of R2 between the least-squares optimal skew-symmetric dynamics matrix, Mskew and the
least-squares optimal dynamics matrix, Mbest. We note that all analyses with jPCA are performed on specific time
points on condition-averaged data, where as the dynamical systems found via EM (as in the NDF and HNDF
decoders) are inferred from all available single-trial data.
Contribution of eigenmodes to decoded output. To calculate the contribution of the dynamical eigenmodes to the
decoded output, we decomposed the neural dynamics matrix as:
M = UΛU −1.

(20)
−1

We then performed a change of basis for the dynamical system by defining s̃k = U sk. In this manner, the ith
dimension of s̃k corresponds to the evolution of the neural state along the ith eigenvector with eigenvalue Λi , i . The
dynamical system under this change of basis is,
s˜k+1 = Λ s˜k + U −1nk

(21)

yk = CUs~k + rk,

(22)

s s˜k + bs ,
xk = L

(23)

and the kinematics are decoded as,

s = LsU .
with L
With this dynamical system, we next inferred a sequence of neural states from the neural activity, S = [s1, s2, …,
sK], and then rotated the neural states via S = U −1S. We calculated the contribution of purely decaying eigenmodes (real eigenvalues) or complex planes (paired eigenvalues σ ± jω) by taking the corresponding modes of s̃k
and decoding velocity. For example, if we wanted to calculate the contribution of a complex plane corresponding
is, j[ s˜ ik ; s˜ j ], where Lis, j corresponds to the ith and jth columns
to paired eigenvalues i and j, we would calculate x ik, j = L
k
i
j
s , [ s˜ k ; s˜ ] is the vertical concatenation of the rotated neural states in dimensions i and j, and x i , j is a
of L
k
k
2-dimensional vector containing the decoded velocities in the horizontal and vertical directions at time k. We
then calculated the average magnitude of the decoded velocity across all time for this eigenmode, rvi , j = ∑ kK=1 x ik, j .
The contribution to the decoded velocity of an eigenmode is its contribution, rvi , j divided by the sum contribution
of all eigenmodes plus a regularization term of 10 cm/s to deal with small overall speeds at low neuron counts.

Closed-loop performance evaluation. In closed-loop experiments, we primarily evaluated three metrics
of performance. They are summarized as follows.
1. Targets per minute. Targets per minute denotes, over the course of a 200-trial block, the average acquisition rate of radial targets. The acquisition of a radial target involves (a) successfully acquiring the center
target and (b) moving the cursor successfully from the center of the workspace to the prompted radial
target, and acquiring it by holding within the prompted target’s acceptance window for 300 ms. As such,
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targets per minute reflects both the accuracy of the decoder as well as the speed of the decoder.
2. Success rate. Success rate is the percentage of correctly acquired radial targets in a 200-trial block. This
metric reflects the ability of the monkey to span the workspace. A higher success rate indicates that the
monkey is able to reach more areas in the workspace.
3. Acquire time. Acquire time is the time it takes from the target being prompted to when the monkey
successfully acquires the target (not including the 300 ms hold time). This metric reflects the speed of the
decoder. A decoder with a shorter acquire time is able to move more quickly to the desired target.
To evaluate the performance of online decoders, we had the monkey control all decoders on the same experiment experimental day. We evaluated decoders in an A-B-A-B-A-… fashion, where each letter refers to a decoder.
In this fashion, the decoders are repeatedly tested on the center-out-and-back task for 200 trials one after each
other. We call each ‘A-B’ segment an experimental block. The experimenter knew the identity of each decoder
being evaluated, and all fully completed experimental blocks were included in analysis. The online performance
metrics were evaluated for each decoder in each experimental block, and these performance metrics were paired
for statistical testing within the same block. We did not use formal effect size calculations to make data sample
size decisions, but did perform a variety of experiments with large numbers of decoder comparison trials so as
to be able to detect substantial decoder performance differences. To test for a significant difference in each of
these metrics, we performed a non-parametric Wilcoxon signed-rank test. The null hypothesis in the Wilcoxon
signed-rank test is that the difference in performance amongst the pairs follows a symmetric distribution around
zero. Therefore, a significant p-value indicates it is likely that the decoders achieved significantly different performance distributions according to the chosen metric.

Data availability.

Relevant data and analysis code can be made available from the authors upon request.

References

1. Stark, E. & Abeles, M. Predicting movement from multiunit activity. The Journal of Neuroscience 27, 8387–94 (2007).
2. Flint, R. D., Lindberg, E. W., Jordan, L. R., Miller, L. E. & Slutzky, M. W. Accurate decoding of reaching movements from field
potentials in the absence of spikes. Journal of Neural Engineering 9, 046006 (2012).
3. Stavisky, S. D., Kao, J. C., Nuyujukian, P., Ryu, S. I. & Shenoy, K. V. A high performing brainmachine interface driven by lowfrequency local field potentials alone and together with spikes. Journal of Neural Engineering 12, 036009 (2015).
4. Serruya, M. D., Hatsopoulos, N. G., Paninski, L. M., Fellows, M. R. & Donoghue, J. P. Instant neural control of a movement signal.
Nature 416, 141–142 (2002).
5. Ethier, C., Oby, E. R., Bauman, M. J. & Miller, L. E. Restoration of grasp following paralysis through brain-controlled stimulation of
muscles. Nature 485, 368–371 (2012).
6. Gilja, V. et al. A high-performance neural prosthesis enabled by control algorithm design. Nature Neuroscience 15, 1752–7 (2012).
7. Churchland, M. M. et al. Neural population dynamics during reaching. Nature 487, 51–6 (2012).
8. Dadarlat, M. C., O’Doherty, J. E. & Sabes, P. N. A learning-based approach to artificial sensory feedback leads to optimal integration.
Nature Neuroscience 18, 138–144 (2014).
9. Capogrosso, M. et al. A brain-spinal interface alleviating gait deficits after spinal cord injury in primates. Nature 539, 284–288
(2016).
10. Hochberg, L. R. et al. Neuronal ensemble control of prosthetic devices by a human with tetraplegia. Nature 442, 164–71 (2006).
11. Hochberg, L. R. et al. Reach and grasp by people with tetraplegia using a neurally controlled robotic arm. Nature 485, 372–5 (2012).
12. Collinger, J. L. et al. High-performance neuroprosthetic control by an individual with tetraplegia. Lancet 381, 557–64 (2013).
13. Gilja, V. et al. Clinical translation of a high-performance neural prosthesis. Nature Medicine 21, 1142–1145 (2015).
14. Aflalo, T. et al. Decoding motor imagery from the posterior parietal cortex of a tetraplegic human. Science 348, 906–910 (2015).
15. Jarosiewicz, B. et al. Virtual typing by people with tetraplegia using a self-calibrating intracortical brain-computer interface. Science
Translational Medicine 7, 313ra179–313ra179 (2015).
16. Bouton, C. E. et al. Restoring cortical control of functional movement in a human with quadriplegia. Nature 1–13 (2016).
17. Barrese, J. C. et al. Failure mode analysis of silicon-based intracortical microelectrode arrays in non-human primates. Journal of
Neural Engineering 10, 066014 (2013).
18. Chestek, C. A. et al. Long-term stability of neural prosthetic control signals from silicon cortical arrays in rhesus macaque motor
cortex. Journal of Neural Engineering 8, 045005 (2011).
19. Simeral, J. D., Kim, S.-P., Black, M. J., Donoghue, J. P. & Hochberg, L. R. Neural control of cursor trajectory and click by a human
with tetraplegia 1000 days after implant of an intracortical microelectrode array. Journal of Neural Engineering 8, 025027 (2011).
20. Taylor, D. M., Tillery, S. I. H. & Schwartz, A. B. Direct cortical control of 3D neuroprosthetic devices. Science 296, 1829–32 (2002).
21. Musallam, S., Corneil, B. D., Greger, B., Scherberger, H. & Andersen, R. A. Cognitive control signals for neural prosthetics. Science
305, 258–262 (2004).
22. Velliste, M., Perel, S., Spalding, M. C., Whitford, A. S. & Schwartz, A. B. Cortical control of a prosthetic arm for self-feeding. Nature
453, 1098–101 (2008).
23. Ganguly, K. et al. Cortical representation of ipsilateral arm movements in monkey and man. The Journal of Neuroscience 29(41),
12948–12956 (2009).
24. Ganguly, K., Dimitrov, D. F., Wallis, J. D. & Carmena, J. M. Reversible large-scale modification of cortical networks during
neuroprosthetic control. Nature Neuroscience 14, 662–7 (2011).
25. O’Doherty, J. E. et al. Active tactile exploration using a brain-machine-brain interface. Nature 479, 228–31 (2011).
26. Yu, B. M., Cunningham, J. P., Santhanam, G., Ryu, S. I. & Shenoy, K. V. Gaussian-process factor analysis for low-dimensional singletrial analysis of neural population activity. Journal of Neurophysiology 102, 612–635 (2009).
27. Rokni, U. & Sompolinsky, H. How the brain generates movement. Neural Computation 24, 289–331 (2012).
28. Shenoy, K. V., Sahani, M. & Churchland, M. M. Cortical control of arm movements: a dynamical systems perspective. Annual Review
of Neuroscience 36, 337–59 (2013).
29. Gao, P. & Ganguli, S. On simplicity and complexity in the brave new world of large-scale neuroscience. Current Opinion in
Neurobiology 32, 148–155 (2015).
30. Michaels, J. A., Dann, B. & Scherberger, H. Neural population dynamics during reaching are better explained by a dynamical system
than representational tuning. PLOS Computational Biology 12, e1005175 (2016).
31. Sadtler, P. T. et al. Neural constraints on learning. Nature 512, 423–426 (2014).
32. Kao, J. C. et al. Single-trial dynamics of motor cortex and their applications to brain-machine interfaces. Nature Communications 6,
1–12 (2015).

Scientific Reports | 7: 7395 | DOI:10.1038/s41598-017-06029-x

14

www.nature.com/scientificreports/
33. Aghagolzadeh, M. & Truccolo, W. Inference and decoding of motor cortex low-dimensional dynamics via latent state-space models.
IEEE Transactions on Neural Systems and Rehabilitation Engineering 4320, 1–1 (2015).
34. Wu, W. et al. A switching Kalman filter model for the motor cortical coding of hand motion. Paper presented at Proceedings of the
25th Annual International Conference of the IEEE EMBS. Cancun, Mexico. IEEE (2003).
35. Kim, S. et al. Integrated wireless neural interface based on the Utah electrode array. Biomedical Microdevices 11, 453–66 (2009).
36. Fan, J. M. et al. Intention estimation in brain machine interfaces. Journal of Neuroengineering 11, 016004 (2014).
37. Machens, C. K. Demixing population activity in higher cortical areas. Frontiers in Computational Neuroscience 4 (2010).
38. Hennequin, G., Vogels, T. P. & Gerstner, W. Optimal control of transient dynamics in balanced networks supports generation of
complex movements. Neuron 82, 1394–406 (2014).
39. Sussillo, D., Churchland, M. M., Kaufman, M. T. & Shenoy, K. V. A neural network that finds a naturalistic solution for the
production of muscle activity. Nature Neuroscience 18, 1025–33 (2015).
40. Pandarinath, C. et al. Neural population dynamics in human motor cortex during movements in people with ALS. eLife 4, 1–9
(2015).
41. Macke, J. H. et al. Empirical models of spiking in neural populations. Advances in Neural Information Processing Systems 24,
1350–1358 (2011).
42. Buesing, L., Macke, J. H. & Sahani, M. Learning stable, regularised latent models of neural population dynamics. Network:
Computation in Neural Systems 23, 24–47 (2012).
43. Afshar, A. et al. Single-trial neural correlates of arm movement preparation. Neuron 71, 555–64 (2011).
44. Kaufman, M. T. et al. The largest response component in motor cortex reflects movement timing but not movement type. eNeuro 3,
ENEURO.0085–16.2016, arXiv:1102.4807 (2016).
45. Pohlmeyer, E. A., Mahmoudi, B., Geng, S., Prins, N. W. & Sanchez, J. C. Using reinforcement learning to provide stable brainmachine interface control despite neural input reorganization. PLoS ONE 9 (2014).
46. Orsborn, A. et al. Closed-Loop Decoder Adaptation Shapes Neural Plasticity for Skillful Neuroprosthetic Control. Neuron 82,
1380–1393 (2014).
47. Heliot, R., Venkatraman, S. & Carmena, J. M. Decoder remapping to counteract neuron loss in brain-machine interfaces. Paper
presented at Proceedings of the 32nd Annual International Conference of the IEEE EMBS. Buenos Aires, Argentina. IEEE (2010).
48. Fagg, A. H. et al. Biomimetic brain machine interfaces for the control of movement. The Journal of Neuroscience 27, 11842–6 (2007).
49. Bensmaia, S. J. & Miller, L. E. Restoring sensorimotor function through intracortical interfaces: progress and looming challenges.
Nature Reviews Neuroscience 15, 313–325 (2014).
50. Shenoy, K. V. & Carmena, J. M. Combining decoder design and neural adaptation in brain-machine interfaces. Neuron 84, 665–680
(2014).
51. Nuyujukian, P. et al. Performance sustaining intracortical neural prostheses. Journal of Neural Engineering 11, 066003 (2014).
52. Sussillo, D., Stavisky, S. D., Kao, J. C., Ryu, S. I. & Shenoy, K. V. Making brainmachine interfaces robust to future neural variability.
Nature Communications 7, 13749, arXiv:1610.05872 (2016).
53. Salinas, E. & Abbott, L. F. Vector reconstruction from firing rates. Journal of Computational Neuroscience 1, 89–107 (1994).
54. Wodlinger, B. et al. Ten-dimensional anthropomorphic arm control in a human brainmachine interface: difficulties, solutions, and
limitations. Journal of Neural Engineering 12, 016011 (2015).
55. Kim, S.-P., Simeral, J. D., Hochberg, L. R., Donoghue, J. P. & Black, M. J. Neural control of computer cursor velocity by decoding
motor cortical spiking activity in humans with tetraplegia. Journal of Neural Engineering 5, 455–76 (2008).
56. Carmena, J. M. et al. Learning to control a brain-machine interface for reaching and grasping by primates. PLoS Biology 1, E42
(2003).
57. Georgopoulos, A. P., Schwartz, A. B. & Kettner, R. E. Neuronal population coding of movement direction. Science 233, 1416–9
(1986).
58. Wu, W., Gao, Y., Bienenstock, E., Donoghue, J. P. & Black, M. J. Bayesian population decoding of motor cortical activity using a
Kalman filter. Neural Computation 18, 80–118 (2006).
59. Cunningham, J. P. et al. A closed-loop human simulator for investigating the role of feedback control in brain-machine interfaces.
Journal of Neurophysiology 105, 1932–1949 (2011).
60. Koyama, S. et al. Comparison of brain-computer interface decoding algorithms in open-loop and closed-loop control. Journal of
Computational Neuroscience 29, 73–87 (2010).
61. Kao, J. C., Stavisky, S. D., Sussillo, D., Nuyujukian, P. & Shenoy, K. V. Information systems opportunities in brain-machine interface
decoders. Proceedings of the IEEE 102, 666–682 (2014).
62. Clancy, K. B., Koralek, A. C., Costa, R. M., Feldman, D. E. & Carmena, J. M. Volitional modulation of optically recorded calcium
signals during neuroprosthetic learning. Nature Neuroscience 17, 807–809 (2014).
63. O’Shea, D. J. et al. The need for calcium imaging in nonhuman primates: New motor neuroscience and brain-machine interfaces.
Experimental Neurology 287, 437–451 (2017).
64. Cunningham, J. P. & Yu, B. M. Dimensionality reduction for large-scale neural recordings. Nature Neuroscience 17, 1500–1509
(2014).
65. Athalye, V. R., Ganguly, K., Costa, R. M. & Carmena, J. M. Emergence of Coordinated Neural Dynamics Underlies Neuroprosthetic
Learning and Skillful Control. Neuron 93, 955–970.e5 (2017).
66. Nuyujukian, P. et al. A bluetooth wireless brain-machine interface for general purpose computer use. Paper presented at Society for
Neuroscience. Chicago, Illinois (2015).
67. Fetz, E. E. Operant conditioning of cortical unit activity. Science 163, 955–8 (1969).
68. Flint, R. D., Wright, Z. A., Scheid, M. R. & Slutzky, M. W. Long term, stable brain machine interface performance using local field
potentials and multiunit spikes. Journal of Neural Engineering 10, 056005 (2013).
69. Dangi, S., So, K., Orsborn, A. L., Gastpar, M. C. & Carmena, J. M. Brain-machine interface control using broadband spectral power
from local field potentials. Paper presented at Proceedings of the 35th Annual Conference of the IEEE EMBS. Osaka, Japan. IEEE
(2013).
70. Bansal, A. K., Truccolo, W., Vargas-Irwin, C. E. & Donoghue, J. P. Decoding 3D reach and grasp from hybrid signals in motor and
premotor cortices: spikes, multiunit activity, and local field potentials. Journal of Neurophysiology 107, 1337–1355 (2011).
71. Petreska, B. et al. Dynamical segmentation of single trials from population neural data. In Advances in Neural Info. Proc. Sys. 24,
756–764 (2011).
72. Yu, B. M., Shenoy, K. V. & Sahani, M. Expectation propagation for inference in non-linear dynamical models with poisson
observations. Paper presented at Proceedings of the IEEE Nonlinear Statistical Signal Processing Workshop. Cambridge, UK. IEEE
(2006).
73. Gao, Y., Archer, E., Paninski, L. & Cunningham, J. P. Linear dynamical neural population models through nonlinear embeddings.
arXiv:1605.08454 (2016).
74. Nuyujukian, P., Fan, J. M., Kao, J. C., Ryu, S. I. & Shenoy, K. V. A high-performance keyboard neural prosthesis enabled by task
optimization. IEEE Transactions on Biomedical Engineering 62, 21–29 (2015).
75. Bacher, D. et al. Neural point-and-click communication by a person with incomplete locked-in syndrome. Neurorehabilitation and
Neural Repair 29, 462–471 (2015).

Scientific Reports | 7: 7395 | DOI:10.1038/s41598-017-06029-x

15

www.nature.com/scientificreports/
76. Sussillo, D. et al. A recurrent neural network for closed-loop intracortical brain-machine interface decoders. Journal of Neural
Engineering 9, 026027 (2012).
77. Kao, J. C., Nuyujukian, P., Ryu, S. I. & Shenoy, K. V. A high-performance neural prosthesis incorporating discrete state selection with
hidden Markov models. IEEE Transactions on Biomedical Engineering 64, 935–945 (2017).
78. Nuyujukian, P. et al. Monkey models for brain-machine interfaces: the need for maintaining diversity. Paper presented at Proceedings
of the 33rd Annual Conference of the IEEE EMBS. Boston, Massachusetts. IEEE (2011).
79. Suminski, A. J., Tkach, D. C., Fagg, A. H. & Hatsopoulos, N. G. Incorporating feedback from multiple sensory modalities enhances
brain-machine interface control. Journal of Neuroscience 30, 16777–16787 (2010).
80. Kaufman, M. T., Churchland, M. M., Ryu, S. I. & Shenoy, K. V. Cortical activity in the null space: permitting preparation without
movement. Nature Neuroscience 17, 440–8 (2014).
81. Bishop, C. M. Pattern recognition and machine learning (Springer, 2006).
82. Ghahramani, Z. & Hinton, G. E. Parameter estimation for linear dynamical systems. Tech. Rep (1996).

Acknowledgements

We thank Maneesh Sahani, Paul Nuyujukian and Sergey Stavisky for helpful discussions. We thank Mackenzie
Mazariegos, Michelle Wechsler, Liana Yates, Rosie Steinbach, and Shannon Smith for surgical assistance and
veterinary care; Evelyn Castaneda, and Beverly Davis for administrative support. We thank W. L. Gore Inc. for
donating preclude used in our implant procedure. This work was supported by the National Science Foundation
Graduate Research Fellowship (JCK); Christopher and Dana Reeve Paralysis Foundation (SIR and KVS); and
the following to KVS: Burroughs Wellcome Fund Career Awards in the Biomedical Sciences, Defense Advanced
Research Projects Agency Reorganization and Plasticity to Accelerate Injury Recovery N66001-10-C-2010, US
National Institutes of Health Institute of Neurological Disorders and Stroke Transformative Research Award
R01NS076460, US National Institutes of Health Director’s Pioneer Award 8DP1HD075623-04, Defense Advanced
Research Projects Agency Neural Engineering System Design, and the Simons Foundation.

Author Contributions

J.C.K. was responsible for designing and conducting experiments, data analysis, and manuscript writeup. S.I.R.
was responsible for surgical implantation and assisted in manuscript review. K.V.S. was involved in all aspects of
experimentation, data review, and manuscript writeup.

Additional Information

Supplementary information accompanies this paper at doi:10.1038/s41598-017-06029-x
Competing Interests: The authors declare that they have no competing interests.
Publisher's note: Springer Nature remains neutral with regard to jurisdictional claims in published maps and
institutional affiliations.
Open Access This article is licensed under a Creative Commons Attribution 4.0 International
License, which permits use, sharing, adaptation, distribution and reproduction in any medium or
format, as long as you give appropriate credit to the original author(s) and the source, provide a link to the Creative Commons license, and indicate if changes were made. The images or other third party material in this
article are included in the article’s Creative Commons license, unless indicated otherwise in a credit line to the
material. If material is not included in the article’s Creative Commons license and your intended use is not permitted by statutory regulation or exceeds the permitted use, you will need to obtain permission directly from the
copyright holder. To view a copy of this license, visit http://creativecommons.org/licenses/by/4.0/.
© The Author(s) 2017

Scientific Reports | 7: 7395 | DOI:10.1038/s41598-017-06029-x

16

