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Short Communication
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Abstract. We sought to determine whether skin conductance level could warn of outbursts of combative behavior in demen-
tia patients by using a wristband device. Two outbursts were captured and are reported here. Although no physiologic
parameter measured by the wristband gave advance warning, there is a common pattern of parasympathetic withdrawal
(increased heart rate) followed approximately 30 seconds later by sympathetic activation (increased skin conductance).
In the literature, a similar pattern occurs in psychogenic non-epileptic seizures. We hypothesize that similar autonomic
responses reflect similarities in pathophysiology and that physical activity may partially account for the time course of skin
conductance.
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INTRODUCTION

The emergence of behavioral disturbances in a
dementia patient greatly increases the burden on the
caregiver [1]. In addition to disorders of mood, sleep,
and thought in dementia, there is a class associated
with general agitation that includes wandering, inap-
propriate sexual behavior, and aggression [2]. Some
neurologic disinhibition must be involved in this last
class in order for the patient to exhibit previously
restrained behavior [3], and removing provocative
stimuli seems a better remedy than trying to revive
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inhibition in a failing brain. However, behavioral
disturbances often occur without apparent triggers,
and for this reason we have explored physiologic
measurements that might warn of an impending
disturbance, especially an outburst of combative
behavior.

We have evaluated wearable devices that monitor
skin conductance in order to determine how well it
may predict an impending disturbance. This study
captured an outburst of combative behavior in two
subjects, both of which we report here. Neither skin
conductance nor other physiological parameters mea-
sured by this device suggest any way to anticipate the
outburst; however, an autonomic pattern common to
both outbursts emerged that may have a more general
medical interest.
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Fig. 1. Case 1 physiologic measurements. Panel A shows the time course for total acceleration (norm of vector), skin conductance (scale on
left axis), and heart rate (scale on right axis). The provocation occurred at the time of the sharp increase of all three measures around 6350 s
(marked by vertical line). Panel B is a magnified view of the time around the provocation, with the heart rate tracing shifted downward. The
increase in heart rate begins about 35 s before the change in skin conductance. Note that there is no change in skin conductance prior to
the onset.

MATERIALS AND METHODS

These two cases were recorded as part of a study
of electrodermal activity in Alzheimer’s disease and
other forms of dementia. The data reported here were
acquired through a wristband [4] (e4, Empatica, Inc.,
Boston, MA, USA). Skin conductance was measured
by injecting a small current through two electrodes
on the ventral wrist surface. A 3-axis accelerometer
monitored activity. Heart rate was determined by pho-
toplethysmography using two wavelengths in order to
compensate for motion artifact. Skin temperature was
also measured but not used.

The Institutional Review Board approved the
procedures used, all of which conformed to the
Declaration of Helsinki. Legal representatives gave
informed consent for all participants. Participants
were patients in the Geriatric Psychiatry Unit of the
Edith Nourse Rogers Memorial Veterans Hospital
and would go freely about their activities while wear-
ing the wristband. A research staff member would
observe from various distances and record significant
target behaviors. Time-stamped data were stored on
the device, uploaded to the manufacturer’s server for
display, and compared afterwards with the behavioral
notes. Data exported as a spreadsheet were read into R
[5] for further analysis and display. Seven participants
were observed for over 200 hours. The wristband cap-
tured only two outbursts of combative behavior which
arose suddenly in a patient who had previously been
calm, i.e., for whom there was no escalation to the
outburst. These two cases are reported here. The Sup-
plementary Material contains details of their medical
histories and drug regimens.

RESULTS

Case 1

A 67-year-old African American male veteran pre-
sented to the Geriatric Psychiatry Unit with increas-
ingly aggressive behavior and homicidal ideation at
home. He suffered from memory loss for ten years
prior to admission and was diagnosed by neuro-
logy with vascular dementia. The patient had served
in Vietnam for one year. Although there was discus-
sion of post-traumatic stress disorder in his medical
record, he had not seen combat and had never been
diagnosed with post-traumatic stress disorder by a
psychiatrist. He had several confrontations with other
patients on the unit.

While wearing the wristband, the patient sat qui-
etly in the day room watching television. A veteran
standing behind him addressed him using a racial
slur. The patient quickly rose to his feet and threat-
ened to kill the other veteran. Staff separated the
two and a psychiatric emergency was called. There
were no injuries, but the patient was transferred to a
more acute psychiatric unit. Figure 1 shows the data
recorded during this incident.

Case 2

An 83-year-old Caucasian male veteran transferred
to the Geriatric Psychiatry Unit from a nursing home
due to increasingly aggressive behavior. He com-
plained of memory loss for four years and suffered a
frontal lobe stroke one year before admission. Neu-
rology diagnosed senile dementia of the Alzheimer’s
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Fig. 2. Case 2 physiologic measurements. Panel A shows the time course for total acceleration (norm of vector), skin conductance (scale on
left axis) and heart rate (scale on right axis). The unprovoked swing occurred at the time of the sharp increase in heart rate and a burst of
activity around 8,550 s marked by vertical line); there is a step decrease in skin conductance, indicating a break in the contact between the
skin and electrodes. Contact returns about 8,640 s, and the time course of skin conductance is displayed afterwards. Panel B is a magnified
view of the time around the swing, with the heart rate tracing shifted downward. To estimate the onset of the increase in skin conductance,
the time course before and after the disruption are linearly extrapolated; the increase in skin conductance is estimated to begin 27 s after the
change in heart rate. Note that there is no change in skin conductance prior to the onset.

type with a vascular component. There was no psy-
chiatric history.

The patient was standing in the corridor, talking
with two nurses and a research staff member. With no
change in affect, he swung his fist at the investigator’s
face, striking a clipboard; this outburst did not answer
to any observable stimulus. The patient then calmly
said to the research staff member: “Here I thought
you were a nice guy—and then you go and pull a
thing like that....” Although the patient glowered for
a brief period afterwards, there were no significant
agitated movements, and eventually he left the group
to walk around the unit. The data recorded during this
incident are displayed in Fig. 2.

The two figure legends discuss the details of each
case. We believe the most significant result is the sim-
ilarity of the latency between heart rate increase and
skin conductance increase (35 s and 27 s for Cases
1 and 2). Comparison of peak-to-baseline ratios fur-
ther confirms that the two responses are similar for
heart rate ratios (1.7 and 1.8 for Cases 1 and 2) and
for skin conductance ratios (56.8 and 54.9 for Cases
1 and 2). Further details on the ratios are given in
Supplementary Table 1.

DISCUSSION

In both cases, there is witnessed behavior mark-
ing an abrupt transition from a calm to an agitated
state, which separates these from the more common
scenario of uncooperative behavior escalating into

combative behavior. These observed acts coincide
with data recorded on the wearable device through
the accelerometer readings and, in Case 2, through
the temporary break of electrode contact. The pattern
common to both cases is that a sustained increase in
heart rate begins at the time of the transition to an
agitated state, well before the change in skin con-
ductance. Regarding the motivation that led to these
measurements, the physiological parameters moni-
tored by the device do not suggest any method to
anticipate the outburst of Case 2. However, the exis-
tence of a common autonomic pattern for provoked
and unprovoked responses is intriguing, and an explo-
ration of what factors may be at play adds insight into
these measurements.

In humans, the intrinsic rate of the sinoatrial pace-
maker is about 100 beats per minute [6]. At rest
parasympathetic tone usually exceeds sympathetic,
and the resulting heart rate is well below 100 [6].
In animal studies, a change in parasympathetic tone
may alter the heart rate in a fraction of a second,
whereas sympathetic tone takes two orders of magni-
tude longer (20–30 s) [6, 7]; the concepts developed
in animal experiments apply well to human phys-
iology [6]. The accelerometer data associate the
onset of the outburst with the increase in heart rate
(Figs. 1A and 2A). This is particularly interesting
in Case 2 where there was no apparent stimulus.
A burst of accelerometer activity and the break in
electrode contact, both associated with the swing of
the fist, occurred simultaneously with the increase
in heart rate (Fig. 2A). Similarly, in Case 1, the
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accelerometer activity corresponding to the patient’s
rising to his feet coincided with the increase in heart
rate (Fig. 1A). This coincidence of accelerometer
activity and onset of tachycardia does not allow
the 20–30 s necessary for sympathetic tone to affect
the heart rate. It follows that these two combat-
ive outbursts—one with a clear trigger, the other
without—both began with a withdrawal of parasym-
pathetic tone.

In contrast, skin conductance is controlled by the
sympathetic nervous system [8–10]. Electrical con-
ductance is increased by the secretions of the sweat
glands [11]. The basic physiologic purpose of this
system is thermoregulation [12], and sympathetic
tone answers either to an actual increase in metabolic
rate or to an anticipated one. The time course of skin
conductance may thus be classified as slow changes
in baseline (tonic) and brief changes lasting a few
seconds (phasic) [12]; phasic changes may occur
spontaneously or in response to a stimulus like an
unexpected loud noise. In experiments designed to
evoke phasic changes, the interval between stim-
ulus and response (latency) is less than 5 s [13].
Assuming that the autonomic response begins with
the increase in heart rate, the latency of the skin
conductance response (35 s and 27 s, respectively,
for the two cases) is much greater than that of a
phasic response. On the other hand, once initiated,
the change in skin conductance occurs much faster
than tonic baseline drift (Figs. 1 and 2 before onset).
These considerations raise the question of what fac-
tors determine the time course of skin conductance
during an outburst of combative behavior. Compar-
ison of these data with other paroxysmal behavior
can integrate these results into the literature. We will
briefly consider panic attacks, startle response, and
seizures.

Although panic attacks are associated with in-
creased heart rate and other signs of sympathetic acti-
vation [14, 15], we were unable to find any published
results concerning skin conductance during an attack.
However, one report indicated that a panic attack may
start before or after the onset of sinus tachycardia in
the same individual [16], which makes panic attacks
dissimilar to the outbursts described here.

Concerning startle response, one informative study
used a simulated automobile crash to evaluate it and
found that tachycardia begins at the moment of the
crash and skin conductance increases with a latency
of 2-3 s [17]. Therefore, startle response appears to
be a special case of the paradigms that evoke phasic
responses of skin conductance [18].

Many studies have demonstrated that seizures
are associated with increased heart rate and skin
conductance [19–27]. In particular, heart rate and
skin conductance may distinguish between epileptic
seizures (ES) and psychogenic non-epileptic seizures
(PNES) [26]. Epileptic seizures are by definition
associated with abnormal electroencephalograms
(EEGs); during epileptic seizures there is a signif-
icant increase in skin conductance [19, 26]. On the
other hand, for PNES there is no abnormality detected
by EEG [24, 25]. Patients suffering from PNES show
much more variability in skin conductance during a
“seizure” than those with ES, although frequently a
significant increase does occur (Zsom A, personal
communication, 2021). Reinsberger and colleagues
[21] studied the relationship of heart rate and seizure
type and determined that a distinguishing feature of
PNES is that the heart rate increases 30 s before the
“seizure,” that is, before the period associated with
elevated skin conductance. This is the same pattern
noted in the two cases of combative behavior. The
latency periods are 35 and 27 s; although approxi-
mate, they are nonetheless consistent with the heart
rate in PNES patients being elevated 30 s before the
“seizure”.

We hypothesize that physical activity may par-
tially account for the time course of skin conductance
in both combative outbursts and PNES. Exercise
not only increases heart rate [28] but also leads
to increased skin conductance [29, 30], clearly a
thermoregulatory response to increased metabolic
demand. Published data [30] confirm an expected
positive correlation between level of exercise and
skin conductance; however, we could find no litera-
ture concerning the latency between a change in level
of activity and resultant change in skin conductance.
Nonetheless, it is plausible that increased activity
accounts for the increased skin conductance in Case
1 and the variability in the responses of patients with
PNES. However, this explanation would not readily
account for all aspects of Case 2 because there was a
significant increase in skin conductance but minimal
change in physical activity.

Even if incomplete, the hypothesis that combat-
ive outbursts in dementia patients and PNES share
a common autonomic pattern may nonetheless be
useful. Although we examined PNES because of
its paroxysmal nature, the hypothesis leads to a
broader perspective that includes movement disor-
ders and seizures in neurodegenerative diseases [31].
For example, in juvenile Huntington’s disease, one
study reported that 16 patients had seizures but 7
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of these had no epileptiform activity on EEG [32];
it would be interesting to learn what their auto-
nomic response is during a seizure in this genetically
determined disease. Many genes have been linked to
cellular pathways that are central to the pathologic
mechanisms of neurodegenerative diseases [33]. It
is well established that different genes may lead to
the highly similar phenotypes, on both pathologic
and psychiatric levels [34, 35]. Genetic studies may
also suggest a variety of candidate drugs as possible
treatments [33]. Although the study of the genetics
of PNES has only recently begun [36], our hypothe-
sis provides a framework for integrating results with
those of neurodegenerative diseases. From a practi-
cal perspective, wristband devices that monitor skin
conductance and heart rate are ideal for monitor-
ing this autonomic response. However, accelerometer
activity may not accurately capture the amount of
energy expended by physical activity. Video monitor-
ing may be necessary. In a different clinical setting,
analysis of skin conductance has successfully classi-
fied behavioral disturbances of autistic children [37];
therefore, it is plausible that analysis of heart rate
and skin conductance may lead to a subclassification
of PNES.

In conclusion, we have studied combative out-
bursts in two dementia patients and found a common
autonomic pattern in both. Review of the literature
suggests that there is a similar autonomic pattern
in PNES. We posit that the autonomic responses in
combative outbursts and PNES are the same and that
physical activity may partly account for this pattern.
The mechanism proposed is that a trigger (exter-
nal in Case 1 but internal in Case 2 and PNES)
causes an increased heart rate within a fraction of a
second (parasympathetic withdrawal); increased skin
conductance (sympathetic activation) follows with a
delay which measurement shows to be longer than
that of a phasic response.
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