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PREFACE

The Committee on Human Factors was established in
October 1980 by the Commission on Behavioral and Social
Sciences and Education of the National Research Council
in response to a request by the Office of Naval Research,
the Air Force Office of Scientific Research,|and the
Army Research Institute for the Behavioral and Social
Sciences. In addition, its sponsors curreantly include
the National Aeronautics and Space Administration and
the National Science Foundation. The committee's
objectives are to provide new perspectives on
theoretical and methodological issues, identify basic
research needed to expand and strengthen the scientific
basis of human factors, and to attract scientists both
within and outside the field to perform the needed
research. Its overall goal is to provide g solid
foundation of research as a base on which effective
human factors practices can build. |

Human factors issues arise in every domaxn in which
people intecract with the prrducts of a :echnologtcal
society. To perform its rola effectively, the committee
draws on experts from a wide range of scientific and
engineering disciplines, including specialists in the
fields of psychology, engineering, biomechanics,
cognitive sciences, machine intelligence, computer
sciences, sociology, and human factors engineering.
Experts in additional disciplines also participate in
the working groups, workshops, and symposis organized by
the committee. Each of these disciplines contributes to
the basic data, theory, and methods needed to improve
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the scientific basis of human facters.

Simulats ' sickness, the experieace of symptoms
similar to motion sickness, has occurred frequently in
civilian and military flight training simulators and, ia
some cases, has persisted or arisen savaral hoars after
s simulator session. The syndrome ‘s of concern to
simulator designers and users, incl.ding simulator
developers, flight instructors, trs.ning and operaitional
personnel, aerospace physicians, physiologists,
psychologists, and, cf couree, pilots. :

It is important t> bear in mind that simulator
sickness may be a apecial case of snstial dis-
orientation, or at least result from the same basic
mechanisms. Spatial orientation is a fundazenial
biological function that incorporat-s posture,
locomction, and krowledge of one's position in space.

As such, it is of continuing intere-t to a wide spectrum
of scientists concerned with its unceriying mecnanisas,
individual differences, pathology, ~nd cevelopmental
aspecta. Thus, the study of simulator sickness is
valusble not only from the point of view nf simulators
but also in terms of the contribution it may make to the
more general phenomenon of spatial orientation.

Recognizing the potential importance of the probleam,
the Naval Training Equipment Center, the Army Rescarch
Institute, and the Air Force School nf Aerospare
Medicine asked ~he Committee on Human Fectors to
identify current information and t> recommend research
aimed at the development of ccuntermeasures. The
committee convene? a three~day workshop September 26-28,
1983, at the Naval Postgrad.aate School in Monterey,
California, to: (1) review available informat:on on the
nature and severity of the symptoms of simulatcr sick-
ness, their frequency, and circumstances of occurrence;
(2) identify its likely etiology and contributing
factors, such as simulator design characteristics and
training methods; (3) assess the efficacy of current
available countermeasures to the effects of sismulator
sickness; (4) assess whether its occurrence is an
indication of deficiencies in simulators that uay
adversely affect the transfer of learning, operational
performance, or safety, and (%) recrmmend research and
other courses of action necessary td elxmlnate the
problem of simulator sickness.

Nineteen experts in one or more of the follov;ng
fields participated in the vorkshop: wsntion sickness,
vestibular dynamics, visual proceires, simulstor

X111

Fimeat

L




siczness, and 3imulator dewign and use. This revort of
the proceedings reflects the discuscsicn that toask place
anc the group's recommendations for reszarch. It is
based on audio recordinge »f the vorkshop, background
pcaition parers provided i; the participants in advaucs
of the meetirg, presenc-.t:ons at the meeting, and
commeats on a preliminsry draft. In a number of
gections of tlie report, . <tribution is given to iadicate
tnat the section reflect - the thinking of sa irdividual
participant. Most participants made comments un the ,
draft report, which vere incorporated into ‘he texc. We
have attempted to reilect the workshop issues and the
thinl ing of the participsnts as accurately as poscible.

A background paper jrepared by Rchbert S. Kernedy and
Lawrence H. Frank, "A fLeview of Moticn Sickneas With
Special Reference to Simulator Sickness," provided a
veview of e¢xisting inforsation for the d2liberatinns of
the workshop participants. The paper, which is available
fron the Committee or Humwsr Factors, describes the
phenomenon of motion sickness ard presents arious
theories concerning its etiology and response
characteristics.

It should be noted thst the workshop particinants
support the use of fligat aimulators for treining. Our
discussions of simulator sickness do not imply an
indictment of simulators. Our intent is rather to
strive for progrees~ in _he design and ayplication of
sivulators through understanding. Ae technolagy
advances, continued advances are also necessary in the
buman/machine interface.

A related study on simulation has recently been
completed by a special working gruur of the Committee on
Human Factors The worcing group's repart is scheduled
for release early in 1945,

In addition to the workshop pacticipants, a number
of people contributed iu important ways to the success
of the study. Michael B, McCauley did a fiue job as
editor of the prcceedings report. Robert T. Hennessy,
the comnittee's scudy divector in 1983, and workshop
participants Robert Kennedy and Larry F.ank effectively
planned and organized the workshop. Gercald S. Malecki,
of the Oftice of Naval Research, Alfred R. Fregly, of
the Air Force Office of Scientiiic Research, and Robert
M. Sasmor, of the Army Research Institu:e tor the
Behavioral and Social Sciences, providea important
asgsistance in organizing snd supporting this effort.
Charles W. Hutchins hosted the meeting >n vehaif of the
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Naval Postgraduate School; his hospitality and hard work
in prepsring the facilities for the workshop are
sincerely appreciated. Stanley Deutsch, the committec's
study director, made valuable contributiors in
organizing and drafting the report. Christine L.
McShane, editor of the Commiesion on Behavioral and
Social Sciences and Lducation, was extrumely helpful in
improving its style, orgenization, and clarity. Aaa G.
Polvinale, administrative assoniate of the Commission,
and Jeanne Richards, the comnittee's administrative
secretary, provided extensive secretsrial and

edministrative support.

Herachel W. Leibouitsz, Chair
Workshop on Resesrch Issues in
Simulator Sickness
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INTRODUCT ION

Simulator sickness is & term used to describe the
diverse signs or symptoms that have beea experienced by
flight crews during or after a training session in a
+1light simuletor. The phenomenon has been described as
polygenic and polysymptomatic; symptoms include nauses,
digziness, spinning sensatinns, visual flashbacks, motor
dyskinesis, confusion, and drowsiness (Frank et al.,
1983). Observable evidence (signs) of simulator
sickness include pallor, cold sweating, and emesis.

Motion sickness is a general Zerm for a
constellation of symptoms and signs, generally adverse,
due to exposure to sbrupt, periodic, or unnatursl
sccelerations. Simulator sickness is a special case of
motion sickness that may be due to these sccelerative
forces or may be caused by visual motion cues without
asctusl movement of the subject (Crampton and Young,
1953; Dichgans and Brandt, 1973).

Although some scientists have objected to the term
aimulator sickness because the constellation of effects
sssociated with it would be described better as a
syndrome than a sickness, wost of the workshop
participants concurred with the use of the tera because
it is idiomatic, similar to terms for other subsets of
wotion sickness such as ses sickness, car sickuess, and
space sickness. (The Mational Aeronautic and Space
Administration has adopted the term space sdaptation
syndrome~~Homick, 1982; Nicogosseian and Parkar, 1982).

Simulator sickness has been experienced by pilots,
copilots, and other crev members in flight simulators as
well as by drivers and passengers in sutomobile
simulators. The workshop emphasized simulator sickness
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related to flight simulators, but pertinent evidence
related to automubile simulators was also discussed. In
all documented cases of simulazor sickness, a visual
dierplay of vehicle dynamics has been involved,

Simulator sickness occurs in both firzed~ and motion-
base simulators, It occurs during the simulator flight,
immediastely afterward, and many hours later. The
phenomenon was first reported in connection with a
helicopter simulator (Havron and Butler, 1957; Miller
snd Goodso1, 1958), but it has occurred in patrol,
transport, and fighter/attack aircraft simulators as
vell. The highest incidence (88 percent) has been
reported in an air combat maneuvering (ACM) simulator
during fixed-base operations, in which high visual

“acceleration maneuvers are common (Kellogg et al., 1980).

Experienced aviators and test pilots seea Lo be more
susceptible to simulator sickness than inexperienced
trainees. This fact seems surprising, but it is
consonant with the most common explanation of the cause
of simulstor sickness, i.e., fntersensory conflict. The
sengory conflict hypothesis suggests that axperienced
aviators have a well-established neural store
repzesenting the relationships among manual control
actions, visual dynamics, and the orisntation and
inertial senses subserved by the vestibular/
proprioceptive systems. Inexperienced aviators do not
have such a well-established neurophysiological
"expectancy” for these relationships. To the extent
that the simulator violates the sensory expectancies, a
conflict exiests.

Simulator sickness may be of operational
significance hecause of four kinds of problems:

1. Compromised Training. Symptoms experienced in
the simulator may compromise training through distraction
and decressed motivation, Behaviors learned in the
simulator to avoid symptome (e.g., not looking out the
wvindow, reducing head movements, avoiding aggreasive
saneuvers) may be inappropriate for {light.

2. Decreased Simulator Use. Because of the
unpleasant symptoms and sftereffects, simulator users
may be reluctant to return for subsequent training
sessions. They also may have reduced confidence in the
training they receive from the simulator.

3. Ground Safety. Aftereffacts, such as
disequilibrium, could be potentially hazardous for users
vhen exiting the simulator or driving hoame.




ee————————

é
§¢§
;
}
!
;
/

3

4, PFlight Safety. Mo direct evidence exists for a
relationship between simulator sickness aftereffects and
accident probability. However, from the scientific
literature on perceptusl adaptation, one could preaict
that adaptation to s simulator's resarranged perceptual
dynamics would be counterproducti ¢ in flight. Indeed,
anecdotal reports froa the Royal Air Force in the early
1970s indicate that flight instructors clsimed increased
susceptibility to disorientation in flight hours after s
simulator ssasion,

This report covers the topics that were discussed in
detail st the three~day workshop. It begians with an
account of the major studies of simulstor sickness and
vhat we know about its incidence and prevaleace. The
next secticn describes the televant deeign .haracter-
istics of simulators: it begins by describiig some of
the characteristics of simulators and their oparators
that may be involved in simulator sickness, including
visual systems, lags, motion systems, and other motion
cueing devices; it then discusses design problems
specific to flight simulators and those specific to
sutomobile simulators. Theories of motion sickness and
adaptation are dealt with in the following sectioun, and
sensory conflict theory emerges as the most plausible
explanation for the phenomenon of motion sickness. The
report then makes a number of practical suggestions for
avoiding the effects of sinulator sickness in the
equipment currently in use, slthough these counter-
weasures remain to be validated. It ends with a summary
of the recommendations for research that surfaced
throughout the workshop.

It is important to note that the workshop did not
review the relationship of space sickness (or space
adaption syndrome) to simulator sickness. This omission
vas deliberate, largely due to the fact that the
relationship between motion sickness in a one-gravity
eavironment and the space adaptation syndrome is poorly
understood at this tiwe. In studies by NASA there was
great difficulty in predicting susceptibility to space
sickness using tests performed in one-gravity
eavironments. Even incideats of motion sickness in
provocative one-gravity eavircoments prior to space
flight were not useful in predicting incidents of space
adaptation syndrome (Nicogossian and Parker, 1982).
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INCIDENCE AN) PREVALENCE*

The overall incidence of simulstur sickness in fligh¢
simulators across the armed services is unknown, evan
though the problem was first reported nearly 30 ycars
ago. There are suggestions, however, that the incidence
is increasing. Pilots tend not to talk about such
problems as simulator sickness, 30 we may be under-~
estimating the probi:m. As new video systems become -
operational in simulators and in aircraft, information
about simulator sickness and motion perception may

become even more important.
"This section is a brief teview of the docuuented

evidence of simulator sickness. For a move complete
review, see Kennedy et sl. (i983) and Frank et al.
(1983). 1In addition, Puig (1970, 1971) has reviewed the
theoretical basis for disorientation and sickness in

simulation,

Table 1 summarizes the major studies that have been
made of simulator sickness. The studies by Havron and
Butler (1957) snd Miller and Goodson (1958, 1960), the
first published reports of simulator sickness, found a
substantisl incidence (72 percent) of symptoms among
users of the Navy's 2-FPH-2 Hover Trainer. An interesting
finding from the Miller and Goodson work, ss previously
noted, is that "the more experieaced instructors seemed
to be those most susceptible to unpleasant sensations."”
O<her findings of note were that "the more violent
maneuvers were found to produce a greater degree of

—

*This section vas drafted from the workshop presentation
by Lawrence H, Frank.
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‘sotion sickness.' Instructors have reported that they
ar2 more prone to become sick when sitting as a
passenger . . . than when they are actually ‘flying' the
simulator” (Miller and Goodson, 1960:210), Miller and
Goodson (1958) also reported the occurrence of delayed
effects in an instructor pilot who became “so badly !
disoriented in the simulator that he wvas later forced to S
stop his car, get out, and walk around in order to
regain his bearings enough to continue driving" (p. 9).
2inacori (1967) studied simulation techniques for
vervical short takeoff and landing (VSTOL) flight.
Using only one test pilot, he was able to report:

Pilot vertigo was induced as the time duration of a
particular flight increased. Vertigo was especially
aanoying to the pilot during attitude reversals or
hovering. The pilot felt he could do better with
cockpit motion ~ues, . . . Pilot vertigo may be
caused by the confl’ct betweun the sometimes "fair"
visual cues acjuired during sttempted hover and the
highly trained kinesthetic sensations which are
expected but not felt because the cockpit is fixed.
Inadvertent pilotc head motions were observed

frequently.,

Kellogg et al. (1980) studied simulator sickness
during fixed-base operations in the Air Force Simulator
for Air to Air Combat (SAAC), which has & wide field of
viewv. The 48 piloZs surveyed were undergoing an intense
exposure-~g high accelerstion environment (implied
visually) during 550 ACM engagements over 5 days,
averaging & total of 12 hours of exposure for each
pilot. More than 87 percent of the pilots surveyed
reported gsome symptome of simulator sickness, primarily
nausea. Symptoms were most prevalent in the first fsw
Pilots reported visual flashbacks, sometimes 8-10

days.
hours after exposure; these included sensations of

climbing and turning while watching TV end experiencing
an inversion of the visual field while lying dowan.
In a study for the Canadien Defence and Civil
Institute of Environsental Medi:ine, Money (1980)
investigated reports of simulator sickness in the Aurora
CP 140 ¥DS (analogous to the U.8. Nsvy's P-3 Orion). He
found that 44 percent of the pilots reported symptoms,
ranging frcm clight discomfort to mild nsusea. The
symptoms wers ususlly experienced only in the first one
or two simulator exercises. Subsequent exexcises were

syaptom-fran, presumably due to habituation,
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McGuinness, Bouwman, and Forbes (1981) iavestigated
the incidence of simulator sickness among 66 air crew in
the Navy's F-4/F-14 Air Combat Maneuvering Siculator
(ACMS), the 2E6, and reported an overall incidence of 27
percent. However, the more experinnced air crews, those
with more than 1,500 lifetime flight hours, had an
incidence of 50 percent, whife those with less than
1,500 hours had an incidence of 18 percent., Pilots had
a greater incidence than Radar Intercept Officers (RIOa
or "backseaters') with incidences of 36 percent and 15
percent, respectivelv, There were no reports of visual
flashbacks in the 2E6. Dizziness was the most frequent
symptom, followed by vertigo, disorientation, "leana,”
and nausea.

Frank (1981) reported that approximately LC percent
of those using the Navy's F~14 simulator, the 2FL12,
experienced symptoms of simulctor sickness and that
approximately 48 percent of those saupled in the E-2C
simulator, the 2F110, experienced symptoms. la the
2F110, severai of the pilots commented that the visual
streaming that occurred during turns-while~taxiing was
particularly disconcerting.

Crosby and Kennedy (1982) found that flight
engineere were having problems in the P-3C simulator,
the 2F87. They found that the flight engineer was
viewing the independent CRT/CGI displays of the pilot
and the copilot from 30 Jegrees off-axis. Measures of
postural equilibrium in walking and standing, which have
been used previously as indices of vestibular disruption
(Fregly, 1974), indicated significant decrements in 50
percent of the flight eugineers after a normal four-hour
exposure in the simulator. Occluding the flight
engineer's view of the pilot's and copilot's displays
eliminated the postural equilibrium problems.

Frank and Croaby (1982) investigated the CH-46E
helicopter simulator, the 2F117, while it was in the
final stages of development and production. They
reported some tendency for symptoms of simulator:
sickness and suggested that a more rigorous study be
conducted after the 2F117 is introduced to the fleet.

From the brief review given above it is clear that a
constellation of effects have been found in air crews
during or after exposure to flight simulation. These
effecte include the classic gigns and symptoas of motion
sickness and phenomena associated with perceprual
adaptation. The overall incidence and severity of the
problem across a broad spectrum of flight siwulators,
however, has not been established.
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SIMULATOR CHARACTERISTICS

A large number of simulator and operator characteristics
are suspected of playing a role in simulator sickness.
The workshop participants generated a long list of thenm,
which provided an initial structure for discussion.
Linmitations of time at the workshop allowed only a few
of these characteristics to be discussed in detail.
However, as a potential guide to other investigators,
the complete list appears as an appendix to this report.

This section presents the discussions that took
place on visual systemc, time lags, motion systems, and
other motion cueing devices. It also incorporates
workshop presentarions on the design of a particular
flight simulator with its attendant prcblems and
problems involved in automobile simulators.

Visual Systems

Several types of visual systems have been used in flight
simulators, the major ones being point~light source,
model boatd, and computer-generated imagery (CGI).

Cases of simulator sickneas have beea documented {ia CGI
and point~light source visual systems, but they seem to
be less frequent in model board systems.

One of the important vacriables for simulator
sickness is the field of view (FOV) of the visual system.
An estimated range of horizontal FOV for flight
simulators is 40-360 4deg, depending on the purposes of
the simulstion., For example, the Mavy's Night Carrier
Landing Trainer (NCLT, 2F103) has a relatively narrow
FOV, approximately 40 deg. In contrast, ACM simulators,
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such as the Air Force SAAC an” the Navy's ACMS, have
wide FOVs, in excess of 300 deg.

Research by Laibowitz et al. (1982) has suggested
the importance of the ambient visual system in processing
dynamic and orientation information. The general finding
with respect tc retinal location is that infor=ation at
the peripheral retina is a more powerful determinant of

“spatial orientation effects than is i1nformation at the

central retina. This is confounded, tiowever, by sub-
tended angle; things usually get larger in the periphery
because one is moving forward. So perhaps it would be
more accurate to say that larger things affect orien-
tation more than smaller things.

Thus, a wider FOV would provide more stimulation for
the ambient system, resulting in a more compelling
visual display of motion. This enhanced sense of visual
motion may contribute to more conilict with vestibular
inputs, which are relatively impoverished in the
simulator. _

The SAAC has a2 mosaic of eight electronic screens
that surround the canopy of an F-4 cockpit, yielding a
296 x 180 degree (H x V) FOV. Anecdotal reports suggest
that disorientation and symptomatology occur with the
full eight-window display, but not with three windows.
Also, a compelling illusion of tilt was perceived with
the eight-window display when a flight scenario was
frozen in a 45-deg angle of bank.

A study by Resson and Diaz (1971), however, found no
increase in the incidence of sickness in an automobile’
simulator as the FOV was incressed from 45 to 90 deg.
More research is needed on FOV,

Scene detail is another variable that may be
important in the genesis of simulator sickness. Greaster
scene detail provides the human visual system with more
information about spatial dynamics, presumably sharpening
the perception of motion and generating greater conflict
with the vestibular inputs. The effects of scene detail,
however, have not been investigated systematically.

Lags in the temporal presentation of the visual
display have been suggested as a contributing factor in
sinulator sickness. This issue is discussed more fully
in the section below on lags.

There has been some suggestion that the detailed
process of writing a visual display across the screen
may be registered by the human visual system, if not
perceived consciously, According to one estimate, a
typical time period for writing the video image is

LY 1
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approximately 16 msec. In several simulators, e.g., the
Advanced Simulator for Pilot Training (ASPT) and SAAC,
the video images are written in different directiocns on
adjacent windows., This may create an unusual visual
stimulus of simultaneous movement in different directions
in adjacent locations. It is possible that these kinds
of effects may contribute either to symptoms of simulator
sickness or to the visual aftereffects that have been
reported. The seme problem of multidirectional video
writing is likely in the new area-of-intecest simulator
displays, in which one display is contained within a
larger one, their video images being written in

different directions. _

Some simulators have visual systems with a 2:1
interlace system in which the video imagery is updated
by the computer at 30 Hz but the display is updated at
60 Hz, With this type of system it is inevitable that
nmoving targets create double images, which may create
illusory movement and other problems, such as a strobing
effect. The contribution of these effects to simulator
sickneas is unknown.

Other features of visual displays have been cited as
potential contributors to the problem. Optical
distortions were mentioned by Miller and Goodson (1958)
as a probaple contributing factor in simulator sickess.
Poor resoluticn, flicker, and off-axis viewing also have
been implicated (Frank et al., 1983).

As new video displays become operational in
aircraft, it will be psrticularly important to ensure
that the visual dynamics provided in the simulafor are
compatible with those experienced in the aircraft. For
example, a helmet-mounted TV diaplay will be included in
one cf the weapon systems on the Army's new guuship, the
64 Apache. Research on visually coupled systems should
include questions of perceptual aftereffects in the
simulator and the aircraft. :

Eventually, three-dimensiosnal visual aisplays are
likely to be introduced. The study of motion perception,
perceptual asdaptation and aftereffects will be even more
important when three-dimensional displays become
operational in simulation.

Lags

Temporal incongruities may exist ia the presentation of
motion information in the simulator. Time iags may
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occur in the visual system (Crane, 1983), the motion
base, or both (Ricard et al., 1975; Ricard and Puig, .
1977; Semple et al., 1980).

Lags should be defined with reference to the
temporal relaticnships found in the aircraft as well as
to the usual description of total time. As an example,
suppose that 50 msec elapsed between a rilot's roll
input with the stick and the beginning of the aircraft
roll. Given the same input in a simulator, realistic
estimates of lags might be 250 msec before the visual
system begins to respond and 350 msec for the motion
base. There are thus several sources of error for the
highly tuned neural store of the experianced pilot: ‘s
200 msec lag in the visual, a 300 msec lsg in the
inertial, and a 100 msec discrepancy between the two.
This is a complex problem, because there probably is not
a constant optimal lag time. Puig (1970) has pointed
out that the optimal lag time is likely to be a function
of the intensity of the stimulus (i.e., the level of
acceleration).

Moreover, lag is just one index of the fidelity of
dynamic information. The accelerative responses of the
visual and inertial systems should not only begin at the
proper time, but follow the rise time and amplitude
characteristics with ressonable fidelity.

Experienced pilots have learned a set of temporal
and spatial patterns in the aircraft related to control
stick inputs and the rewultant visual, vestibular, and
proprioceptive feedback of acceleration information. In
the simulator, they are confronted with a new set of
temporal and spatial patterns, i.e., lags, rise times,
washout, etc. This discrepancy is probably the main
source of simulator sickness.

We gain more insight into this problea by
considering the differing dynsmics of the visual and
vestibular sensory systems in the perception of motion.
Retinal receptcrs signal position and velocity of a
visual target, from which acceleration may be
perceptually derived. In contrast, the otoliths (in
company with somaesthetic mechanoreceptors) are
sensitive to linear acceleration and rate of change of
acceleration (jerk) and hence give information about
body movement that is phase-advanced on that provided by
the visual system. Sensory integration of these
gravirecentor signals is required in order to perceive
transiaent linear velocity and displacement. According
to Beneon (1978), the semicircular canals signal, for

USRI



12

transient angular movements, the angular velocity of the
head snd provide cues that allow the change it angular
position or angular acceleration to be perceived by
integration or differentiation of the afferent signal
within the central nervous system. The inmplication of
these differiug sensory dynamics is tnat sensory
conflict is likely to be the greater if mechanical
movement of the simulator (and heace the vperator) lags
visual movement of the visual display than if the motion
system leads the visual.

Why are more experienced pilots more susceptible to
sickness? Ferhaps only people who are very susceptible
to motion sickness are likely to have a problem when
they are inexperienced, but as experience is acquired,
the less susceptible pilots also may be affected. This
information is important to simulator designers, because
they can aim their design at the experieunce level of the
useru. Highly experienced pilots may not tolerate as
much error between visual and motion cues. With
inexperienced students, however, high transfer of
training may require a less exacting simulation.

' A simulator (particularly the motion base) cannot
reproduce the acceleration waveforms of the sircraft
exactly. What degree of departure from the nominal
acceleration waveforms ia acceprable? The answer is not
entirely known. It depends in part on human visual and
vestibular processes as influenced by simulator
characteristics and the experience of the user, both in
the asircraft and the simulator. This is certsinly an
area for further resesarch that could have an effect on
simulator aickness, the transfer of training, and

simulator design guidelines.

|
]
J

The majority of today's military flight simulators have
a motion base.. The number of axes of motion varies from
one to six, although six is wmost common. The typical
motion base is hydraulically driven and has a maximum
angular displacement of 32 deg and a maximuas linear
(translational) displacement of sbout 1 a. Becsuse of
the displacement limitations, wotion systems are driven
by cowmand signals using washout algorithmo that permit
high fidelity of movemwent initiation, with subsequent
diminution of the motion response even though the
accelerations associated with the maneuver (and implied

’
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by the visual display) continue. The importaace of
tuning the washout algorithms is digzussed in the
section on designing a flight simulator.

The responsiveness ot a gocd motion base provides
vestibular and propricceptive cues to motion for subtle
aircraft maneuvers. 1In very extreme maneuverez, such as
those required in air-to-air combat, the motion base has
the hopeless task of kereping up with sustained high-
gravity turns and rapid roll rates. It has teéen reported
that the Air Force air combat simulator (SAAL) had a
motion base that was :ventually Jisengaged because of
its ineffecriveness (Seevers and Makinney, 1979). The
Navy's 2E6 air combat simulator is also fixed-base
(McGuinness et al., 1981), Dessite good desizn
characteristics and periodic calibration, the effective-
ness of a motion base is likely to be limited in
simulators intended for scenarios with high-acceleration
maneuvers.

Frank et al. (1983) have emphasized the importances
of simulator resonant frequency as a possible
contributory factor to simulator sickness. It is known
that symptome are greatest at a frequency resonaance of
about 0.2 Hz (McCauley and Kennedy, 1976; Monay, 1970).
Hence, it would appear advisable to avcid this very low
frequency range at the trainee's sitting position in
building simulators. Frank et al. (1983:7-8) describe a
case in point, which appears as Figure 1:

[The figure] presents a comparison between Military
Standard 1472C {MIL-STD 14723, 1981) vibration
protection limits, projected envelopes for lesser
syuptomatology, ind the SAAC f;equency spectrums.

The two solid lincs are from MIL-STD 1472 and
represent the 90X protection limits for an 8-hour
vibracion exposure. The solid U-shaped line,
representing the exposure limit for below 1 Hz, is
based on a criterion of frank emesis. The solid
line, rvepresenting the exposure limit for above 1
E;z is based upon a criterion of fatigue-decreased
proficiency. The criteria for these two differ as a
result of the large quantity of data generated on

the effects of vibration on human performance above
1 Hz. In contrast, human performance data are
currently insufficient to reach hard coonclusioans for
exp;luret to very low frequency vibrations (i.e.,
belaw 1 Hz). The limits for below 1 Hz, then,
shoulld be viewed as conservative, since it can be

reenel
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Source: PFrank et al. (1983).

predicted that decrements in performance can be
expected to occur before emesis. Consequently,
the heavy~dashed line represents our estimation of
where 50X of the popuiation wi!l exhibit at least
or~ sy:ptom of simulator or motion sickness (e.g.,
pallior). The light-dashed line is our estimation
of whers at least one post-effect will occur., ‘
Notc¢ trat the tolerance liaits for each of these
envelopes shift upward, coincident with the
spectrum for normal locomotion. Note, also,
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that the lowest thresholds correrpond to those
energy -egions that are most associated with motion
sickness. . . .

The SAAC apectrum depicted in (the figure]
was teplotted from Hartman (1976). This mapping
reveals quite clearly that the resonant frequency of
the SAAC inertial syatem intersects our eatimated
tolerance anvelopes and, therefore, may be conducive
to simulator sickness. Indeed, Hartman and Hatsell
reported incidence rates for spatial disorientation,
eye strain, tiredness, headache and nausea of 52X,
50%, 38%, 32%, and 14X, respectively.

It is readily apparent from the figure that
simulator resorant frequency is of critical saliency,
relative to simulator sickness; and that simulators
should be designed with these envelopes in mind.

Other Mction Cueing Devices

In addition to a motion base, G-seats, G-suits, helmet
loaders, and other devices have been used in flight
simulaters te provide pseudo-inertial cues to the pilot.
The cueing algorithms for these devices require further
development to ensure that the proper temporal patterns
are achieved relative to the vision and motion base
systems.

G-~seats may be pneumatic or hydraulic. The
pneumatic seats have longer lag times, which must be
sompensated for if they are to provide useful motion
cies. G-gseats also change the location of the pilot's
heal, a feature that combines with voluntary head
movement to change the point of regard of the visual
display. These variables have not been thoroughly
studied with respect tu the pilot's perception of moticn
from the display or the potentisl discrepancies relative
to the aircraft.

Comment on Visual and Motion Systems

In summary, the characteristics of both visual displays
and wotion systems for simulation present problems, not
only with regard to eimulator sickness, but in the
larger context of the selection and communication of
motion information to support learning and optimize
transfer of training.
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Designing a Flight Simulator*

In 1965 the Northrup Corporacion was committed to
building & flight simulator to study the problems of
aerodynamics and flight control for vertical short
take-off and landing aircraft. The concepts for
building a simulator then were not much different than
when Miller and Goodson first reported simulator
sickness in 1958, according to the DeFlores Principle;
i.e., the pilot sat in a fixed platform surrounded by &
spherical screen with about a 12-ft radius. At the top
center was a point~light source that provided a screen
luminance of about 1 ft-~Lambert. Features on a glass
plate below the light were projected onto the screen as
shadows. The plate was servo-driven under the light to
simulate the progress of the aircraft over the ground.

Field of view is the first factor identified as
important in siwulator sickness as discussed above.
Both size and shape are relevant aspects of FOV. The
Northrup simulator had a FOV of about 200 by 60 degrees,
which is equivalent to abouc 28 percent of a complete
sphere. Such a large field is quite compeliing to the
pilot.,

as a validation aircraft for the simulator. It had T-34
wings and tail and a "home-made" fuselage with an open
cockpit and two J85 engines. The project team at
Northrup tried to design the simulator so that the pilot
ratings of flight handling characteristics would be
equivalent for the simulator and the X~14. They were
also interested in the test pilot's (N = 1) subjective
impressions of workload.

One of the first things they looked for was the
ability to mainzain a hover. There was a good
correspondence between the perforamance cf the aircraft
and the simulator for the hover. The visual display and
the control characteristics seemed quite adequate.

Scene detail became an issue as they attempted to
put features on the glass plate for the visusl display.
The ravw number of stimuli that represent the real world,
probably sn important factor in simulator sickness, is
represented as the number of patch boundaries in the
luminance distribution. ere are wetrics for this

factor.

*This section was drafted from the workshop presentation
by John B. Sinacori.

The X~14 aircraft at Edwards Air Force Base was used‘
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When they tried the second maneuver, the lateral-~
quick-stop, the test pilot complainad about stomach
avareness and nausea. After about 10-20 minutes of
performing lateral-quick=-stops, the pilot had to take a
break to avoid being sick.

The pilot felt that these effects would go away if
he had s motion base. Bolstered by discussions with
experts such as Fred Guedry and an introduction to the

" concept of sensory conflict (discussed below), they

acquired a motion base. It had 3 d4f, pitch, roll, and
yaw with ¢/~ 12 deg angulsr displacement--and no
translatory motion, The visual system was capable of
about +/- 30 deg, so sowe type of wachout was required.
The motion base would initially follow a roll
acceleration, for exampie, and then drift back, even
though the aircraft was still at the full roll attitude.
So a motion base with washout was considered a2 & way to
reduce the conflict between the visual and vestibular
inputs that occur in a fixed-base simulator. Washout is
s compromise: it does not produce the full motion
environment o flight, but it provides more cues than a
fixed-base simulator.

Designing the washout raquired a bit of trial and

-error. A 12 deg roll would be followed clorely by the

motion base, but for iarger rolls, the wastout would
begin to reduce the rewsponse. On the basis of the work
of Guedry, they knew tliat the t e constant of the
semicircular canals was on the order of 10 sec, so taey
guessed that the critical time consiant for the washout
would be somewhere be:ucen L sec and infinity (which is
equivalent to no tim: constant=-s l:1 motion case).

‘They swept through the >ime constants in the simulator

with the test pilot giving his opinions about the
simulation chuvacteristins. With an acceleration time
conatant of 2-3 sec (2-) deg/sec/sec), the visual and
motion systems were juite acceptable to the pilot. With
time constants less than 2 sec, he reported nausea and
related problems, much as in the fized-base mode.. Thera
vas also the tendency for the pilot to overcoatrol, doth
in fixed-base and short time constants. Longer time
constants created other problems, because, whiie the
roll was accurate, the linear acceleration was absent in
the simulator (but .rement in the aircraft).

Although the tendency toward sickness was greatly
reduced with a time constant of 2-3 sec, some traces
remained. This may have been due to visual distortions,
as mentioned by Miller and Goodson (1958), who evaluated

+
y
. L P ‘ B " ; : :
P R s STIRT PRI ASINCPESSS: SN SRR S |




18

a helicopter siculator with a similar type of visusl
system,

Head movements are annther subtle but important
factor. Pilots in the simulator tended to roll their
heads back toward the upright in a roll maneuver, perhaps
in an attempt to maintain a stable visual image. Later
it was verified that the pilots did the same thing when
flying the helicopter. With the simulator in the fixed-
base mode, the pilots agsin tried to decrease the angle
of the horizon, but in this case the head movement wgs in
the opposite direction--with the roll rather than
against it.

Overall, approximately 75 percent of the experienced
pilots who flew the simulator in the fixed~bsse mode had
problems with sickness, With the moving base, only about
10 percent indicated any symptoms. Anecdotal evidence
suggests that these conditions may have the opposite
effects on inexperienced pilots. The simulator operator/
technician learned to "fly" the simulator in the fixed-
base moae. Subsequently, when the motion base was added,
he experienced symptoms of sickness. The iamplication is
that his prior adaptstion to the sensory conflict
conditions in the fixed-base mode made him susceptible
to sickness when the visual and vestibular sources of
motion information were rearranged by adding the moticn
base.
A device like this simulator would be a good tool
for research on simulator sickness. One of the lessons
to be learned from this experience was that, in this
particular situation, a vashout time constant of 2-3
sec, which is considerably less than the washout time
constant of the semicircular canals (about 10 sec),
seemed sufficient to reduce sensory conflict to generally
tolerable levels. One might guess that a siwulator time
constant that matches the sensory one would be best, but
it way be that as one increases the time constant toward
10 sec, the intravestibular conflict (canals versus the
otoliths) are magnified. The best goal may be a per-
ceptual realisa rather than a physical realism in the
simulation.

The changes in manual control performance that
occurrad as & result of the motion base were very small.
Simulator design must take into account both performance
and sickness.

Working on the visual systews will probably help to
reduce the incidence of simulator sickness. Using a
motion base and manipulating the accelsration time
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constant should not be construed as the solution to the
simulator sickness problem, although they worked in this
particular case, with a certain type of aircraft, certain
maneuvers, etc. In cases of more extreme maneuvers,
alleviation o7 simulator sickness by "beefing up" the
motion base would be a very impractical approach. A
moticn base is not a quick fix to the simulator sickress
problem,

Tilt is another feature on many motion—base
simulators, used to simulate linear acceleration. It is
important to be very careful of thias technique because
the human senses are very good at perceiving tilt for
what 1t is=--a change in pitch attitude rather than a
translatory acceleration. According to Guedry, the
otolith system provides both a position signal, i.e.,
static tilt relative to gravity, and a transieat (phasic)
response to change in position relative to gravity.
Horizontal linear acceleration, within certain frequency
and magnitude limits, are perceived as linear velocity
rather than tilt, probably because the transient otolith
signal is unaccompanied by a complementary semicircular
canal signal.

Design Characteristics of Automobile Simulators¥*

There are many parallel issues in the deaign of driving
simulators and flight simulators. Due largely to their
custom-made nature, high cost, and the large driving
population, most driving simulators have been research
tools rather than training devices. Several years ago
it became apparent that research using a number of
different driving simulators was hindered by the
subjects' experiences of symptoms akin to motion
sickness after even brief exposures (Reason and Diaz,
1971). The incidence of sickness in research driving
simulators is difficult to document; however, in several
cases symptoms have been quite overt and subjects have
voluntarily ended driving trials due to imminent emesis.
The basic concepts of the sensory conflict theory
(discussed in a later section) seem to apply to the
problem of simulator sickness in driving simulators.
Closed=-loop delay, over and above normal vehicle

*This section was drafted from the workshop presentation
by John G. Casali,
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dynsmics delay, scems to be particulariy important.
Historically, driving simulators have tended to have
less computational power for the vehicle dynamicc and
display systems than flight siwmulators. And the motion-
base systeas have in many instances been cruder than
those used for flight simulation, although this is
changing of late. For these reasons, thece have some~
times been closed-loop lags in the system that are
perceptible to the drivers, which may contribute to cue
expectancy couflicts and also degrade vehicular control.

Automobile simulators also face the same problea of
tilt. Certain automobile simulators have used oversize
roll and pitch motions to simulate lateral sand longi-
tudinal transactions, respectively. Instances of driver
discomfort and manual control difficulties have been
reported for several of these devices. Apparently the
vestibular system is not easily fooled into believing
that tilt (angular position) is squivalent to a linear
acceleration. A potential conflict wmay arise when the
subject perceives the motion as rotational, when the
motion cue that is anticipated in response to control
input is primarily translational.

In an attempt to catslogue simulator characteristics
that potentially contribute to simulator sickozas, it
vas found that subjects in about 10 of & total of 25
driving simulators had reported motion sickness. Both
fixed- and motion-base simulators were represented acong
those with symptoms.

Casali and Wierwille (1980) performed a complute
factorial experimental study of driving simulator

"sickness using a modified version of the Virginia Tech

simulator., This device includes & CGI 50 deg
(horizontal) FOV, monochrcme display of a two-lane
highway, a 4 df motion base (does not include pitch and
heave), and a full sound syastem. The lateral translation
cue was replaced with an oversizad roll cue, and a 300
mesec pure delay with smootning in the closed-loop
dynamice was crtificially introduced. The subjects'
view of the surrounding room was occluded by a narrow,
boxlike cab. All these "degraded" simulator variables
had some negative effects, either in increasing vehicle
control problems or inducing mild symptoms of sickness.
Thuey found no profound cases of simulator sicknesc,
however, from more than 1,000 subjects in various
studies.

A test of field deperdence was used to watch subjects
in the study. They found no relationship between this
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measure and motion sickness, contrary to previous results
reported by Barrett and Thornton (1968), who found that
extremely field-independent subjects were more sus~
ceptible to sickness than field-dependent subjects in s
driving simulator. However, Barrett and Thornton al1o
veported more severe symptoms of sickness in their
experimental trials than Casali and Wierwille found in
their study, perhaps accounting for the different

results of field dependence.

Because of the multivariable nature of driving
simulator sickness, it is difficult to design research
that will allow enough variables o be included in a
factorial design to allow proper ussessment of the
interactins. This same problem applies to studies of
flight simulators.




THEGRIES OF MOTION SICKHESS AND ADAPTATION

A theoretical underatanding of the physiology and
etiology of motion sickness is iwportant in solving the
problems associated with simulator sickness, The work-
shop participants reviewed sowe of the more prominent
theories that have been suggested on the physiological
factors involved. This section opens with an overview
of motion sickness zs an adaptive response to the
stinulation of the vestibular system.®* It then
discusses sensory conflict theory, the most persuasive
argument %o date. HNext it describes studies of
adaptation tc rearranged senscry inputs, illustrating
how people adjust to the conflicting messages from the
visual and vestibuler systems. It then describes
adaptive changes in oculomotor systema. The section
ends with some comments on theories of wotion sickness
and some questiona for further research.

The Greek word naus means ship and that is the
origin of the words nausea and nautical. It was once
thought that the asea brought about sickness by acting on
the stomach; it was some time belore it wag known that
motion rather than the sea itself causes sickness. In
1882 William James reported that motion causes sickuness
by acting on the vestibular apparatus rather than the
stunach (James, 1332). The term motion sickness is

*This ouverview was draftzd from the workshop
presentation of Ken E. Honey; for a cemprehanaiva roviey
of notion sickness, see ifoney (1970), Raasun »ad 3Ivsng
(1975), Senson (1973), 2znd Kennedy and Frank {°9%).
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usually defined as sickness caused by motion.

Treisman (1977) addressed the evolutionary
significance of the emetic zesponse of motion sickness:
How could vomiting in response to a dynamic environment
contribute to the survival of the species? He suggested
that the significance of the eme:ic response was in the
expulsion of ingested toxins frow the body. That is,
vomiting occurs because the brain interprets the
stimylus as if it were a poison.

Treisman's "poison theory" provides the basis for
Money's view of motion sickness, that it is the
activation, by motion, of the vestibular mechaniams that
normally facilitate the emetic response to poisons. This
view implies that motion sickness is a response to the
stimulation of the vestibular system and that it involves
the unnatural activation of a normal physiological
mechanism, i.e., vomiting in response to poison.

It is well known that central vestibular units can
be driven by stimulating the ambient visual system
(Waespe and Henn, 1977, 1978). Therefore, it is not
surprising that the vestibular mechanisms can be
activated by visual stimulation, as they are in simulator
sickness. It is also well known that in the sbseace of
the vestitular aystem, motion sickness cannot occur.
Someone who does not have a vestibular apparatus is
absolutely immune to wotion sickness and, presumsbly, to
simulator sickness ar well, llthough this has not been

demonstrated directly.
The absence of motion ntckne-s‘xn subjects without a

vestibular system has been ¢ vnstrated many times, in
toth human and animal subjects. In a classic study of
labyrinthine defective subjects (Lﬂn) aboard a ship in
the North Atlantic, all of the experxnenteta and the
crew got sick, but the LDs did not (Kennedy ez al.,
1968). They were terrified and praying, but not sick.
This experiment also dealt & blow to the notion that
anxiety gives rise to motion sickness; at least it does
not in LDs. There is also no reason to think that
anxiety plays s major role in simulator sickness.

Money and Cheung (1983) tested the hypotheeis that
the surgical reamoval of the vestibular system should
leave an animal with a defective response to poisons—-
which is one of the four physiological functions of the
inner ear (i.e., Fearing, body bslance, control of eye
movcments, and the emetic response to poisons). The
emetic responae of dcges to poisons was measured before
and after surgical removal of the inner ear. The poisons
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used in the study included lobeline, nicotine,
sposorphine, and pilocarpine. The results of the study
<;ere that the dogs no longer vomited in response to
motion and that their emetic response to several poisons
was greatly reduced. Por several other poisons, the
emetic response was not reduced. There are a number of
mechanisms by which poisons can induce vomiting, and the
vestibular system seems to be active only ian sowe of
them. '

Money and Cheung concluded that there is a normal
vestibular facilitation of the emetic response to
certain poisons. This supports the view of motion
sickness given above, that stresses the central role of
the vestibular system and at the same time indicates
that it results from an activation, by motion, of a
normal response. Motion sickness is a normal response

- both for a wide variety of species when confronted with

certain conditions of real {(or visuslly medisted)
motion. We all use the term motion sickness, but it is
not really sickness: it is a normal physiological
response. (There are, of course, dozens of mechanisms
vhereby voaiting can occur, and motion sickness is just
one of them). .

Treisman's poison theory gives credence to the
sensory conflict or sensory mismatch theory of motion
sickness (described in detail below), which is a useful
way to think about the problem of motion sickness and
can provide & meaningful framework for resaarch.

T:e evolutionary survival value of a physiological
mechanism such as that suggested by Treisman is
significant, It is accessible by stimulation arising
from peculiar motions~-wotions that exceed the normal
dynamic limits of the vestibular system. When exposed
to such motion, the vestibular system therefore sends
information that iz false (or distorted). The bdrain
then recognizes these inputs as false because they are
in conflict with other informsation about motion from
vision, from snother part of the vestibular system, or
from proprioception. The result is motion sickness. It
is the false information from the vestibular system that
becomes the stimulus for the bdrain's vomiting center.

S i
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Sensory Conflict Theory®

A good starting point in understanding the role of
sensory conflict in motion sickness and simulator
sickness is to consaider sensory inputls from the
vestibular, visual, and proprioceptor systems in natursl
movements in everyday conditions. Children spend years
perfecting control of eye, head, and limb movements,
first crawling, then walking and running. With
maturation and practice, control of motion becomes
skillful and hence largely automatic.

In the normal adult, the vestibular system works in
close cocardination with the visual systea to stabilize
the eyes relative to selected earth-targets during
walking, running, and turning movements, and the three
systems vork in close harmony in maintsining control of
motion during locomotion. Typically, most of this
coordination occurs automatically and without coascious
avareness--until something goes wrong, e.g., a partial
unilateral loss of vestibular function. An afflicted
individual will be quite disturbed and acutely aware of
the challenge to his or her control of movement. Blurred
vision (oscillopsia) will probably result from turning
the head and nausea and vomiting from persisting in
moving about. However, by moving about with care, in
time the disturbiag symptoms usually will disappear as
he or she adjusts to the new sensory inputs that occur
during movement.

In some respects the normal adult moving sbout on
the earth is like & skilled pilot, using skills
developed over the years in controlling whole-body
motion relative to the earth. The pilot, whose life
depends on the skilled control of motion of the aircraft,
becomes an integral part of the motion control-loop of
the aircraft. With experience the sensory feedback from
control actions is used as an important part of the
control loop, and, as in any skilled perceptual-motor
control performance, the relations between control
actions and the unique feedback induced by the forces
and torques of flight recede from conscious awareness
(i.e., the feedback is used sutocatically). Only
deviations from expected sequences of sensory feedback
achieve conscious avareness and are assessed as potential
indicators for corrective actions.

*This section was sdapted from the workshop presentation
of Frederick E. Guedry.
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A quotation from Melvill Jones (1974:874) puts the

foregoing 'in neurophysiological perspective:

There is good evidence that much of our normal
motor control is organized not merely as an ongoing
interaction between continuously operating automatic
Sherringtonian reflexes, but rather as centrally
released preformed packages of programmed neural
information. One might well guess that adaptation
to nevw requirements could be relatively easily met
by merely reprogramming relevant patterns of the
outgoing central neural discharge. However, there
is a growing body of research findings which
indicates that even cortically released patterns of
motor drive are not devoid of early interaction with
corresponding sensory mechanisms. For example we
novw know that such a central discharge of motor
drive is not only destined to activate muscles
through relatively direct connections with spinal
aotoneurones, but also, through ccllateral branches
of central fibers, to act directly upon SENSORY
neural relay stations in spinal cord pathways. Thus
the corticospinal (Pyramidal) motor tract, not only
descends to spinal cord networks generating
wotoneurone activity to drive skeletal muscles, but
slso sends many collateral branches to synapse
directly on second order afferent neurons in the
sensory gracile and cuneate nuclei of the dorsal
columns of the cord.

A clue to the functional implication of this
rather surprising fect is perhaps to be found in
somevhat snalogous mechanisms operating in the
periphery. For example it is now well established
that in z2any circumstances both alphs and gamma
motoneurones, innervating the main (extrafusil) and
muscle spindle (intrafusil) fibers of a skeletal
muscle, can be coactivated at the same time. I has
been proposed that when the combined slpha~-gamua
progras operates "according to plan,” the muscle
spindles contract (or relax) in just such a way as
to null out any change in their sensory discharge
caused by mechanical shortening of the main muscle.
This rather neat arrangement would ensure that if
all went well (i.e., accordiang to plau), them the
central nervous system (CNS) would not be bothered
with unnecescary sensory information. By contrast,
if the "intended" response was not schieved, then
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needed sensory information would indeed reach the
CNS which, in turn, would presumably modify the next
motor coumand. This capability to recode rearranged
motion inputs raises several questions.

Thus, the experienced pilot is apt to be disturbed
and perhaps made sick by the unexpected sensory feedback:
in simulators thet may differ consideruply from the feed-
back engendered by the same control actions in the
aircraft. This statement conierning the reason for the
pilot's disturbance is based on what is called the
sensory conflict theory of motion sickness.

In many situations that provoke motion sickness, no
single componen: of the motion stimulus is either strong
or nauseogenic, bdut in combination the sensory stimuli
induce sickness. 1In other situations, highly nasuseogeanic
stimuli can be rendered benign by the addition of other
motioa stim:li, apparently becauss the added stimuli
remove the conflict. These lines uf evidence offer
strong support for conflict theory. A brief description
of two experiments will serve to illustrate these points.

Tilting the head 30 deg laterally toward the left

shoulder during sustained constant speed clockwise whole-

body rotation about an esrth~vertical axis (velocity 1.0
rad/sec) produces a cross-coupled ("coriolis") stimulus
to the semicircular canals resulting in a seasation of
forward tumble (about 90 deg out of the plane of the
head movement). This well-known stimulus is disturbing
and nauseogenic to most people, especielly when repeated
several times, yet no single component of the stimulus
is strong or even disturbing. The vertical semicircular
canals have received an "angular impulse” equivalent to
8 velocity change of 0.5 rad/sec. The horizontal canals
have received even less stimulation. Thus the canal
stimuli are not strong or disturbing. A 30 deg lateral
tilt stimulus to the otolith system is alsoc neither

diaturbing nor nauseogenic. However, in combinatioa
these stiruli are nauseogenic because in terms of the
conflict thesry, the semicircular canals have signaled
rotation of the head about one axis while the otolith
system (influeanced primarily by the gravity vector) has
signaled change in head position about another axis.
Thus there is an intralabyrinthine conflict, and in
addition there is conflict between the intsnded head
movement and the perceived motion of the head and body.
The central nervous system has been presentad with
sensory input calling for compensatory reactioans in two
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different dizections at the saae time; the sensation is j
confusing and the gituation is nauseogenic.

If the same head tilt is made during the saame
rotation velocity of the body but while the initial
angular scceleration is in progress, then exsctly the
same cross-coupled stimulus occurs, but it is not at all
disturbing, disorienting, or nauseogenic. The reason is
that the angular scceleration vector has been added, and
its vectoral resolution with the cross-coupled vector
yields a resultant vector that remaias sligned with
gravity (Guedry and Bensou, 1978). 1In this case the
semicircular canals signal rotation about an earth-
vertical ax.s that is in alignment with the direction of
gravity signaled by the otolith system, and thus there
is no conflict. Almost the same degree of amelioration
of effects of cross-coupled semicircular csnal stimuli
can be produced by horizontal optokinetic aftereffects
(Guedry, 1978) (Figure 2), which appear to modulste
activity in the vestibular nuclei as though the
horizontal semicircular cenal had been stimulated (Henn
et al., 1974), Observations like these lend credence to
the conflict theory and illustrate that the pstterning
of sensory cues can play a significant role in the
nauseogenic characterisctics of motion stimuli.

A conceptuaslization (Benson, 1978; Resson and Brand,
1975) of the sensory conflict theory of motion sickness

% shown in Pigure 3. Basically, the ides is that when
sensory inputs from the eyes, semicircular canals,
otolith organs, and other mechanoreceptors are in
repeated or contirual conflict with regard to the state
of motion of the body relative to the earth, then
adaptive changes of the central pracessing of these
inputs must occur to yield efficieat control of motion
in the unusual motion environment. Meanwhile, the
mismatched inputs also set off the motion sickness
syndrome, perhaps for reasons elsborated earlier.
Regson and Brand (1975) propose that most sickness~—
provoking conflicts are of three types, shown in Teble
2, and they cite examples for each type. It is possible
that all conditions that induce motion sickness are not
subsumed by the sensory conflict theory, but most cases
of siaulator sickness are probably attridbutable to
sensory confiict becruse simulators seldom introduce
strong accelerative stimuli., One of the more compelling
atguments for the role of sensory conflict in simulator
sickness is that experienced pilots seem to be more
susceptible to simulator sickness than are novices.
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FIGURE 3 Etiology of Motion Sickness

Source: Benson (1978).

Adaptation Studies®

Much of the basis of the sensory conflict theory of
motion sickness was formed from studies of adaptation to
experimentally contrived rearranged sensory inputs
involving motion cues. Two rather extreme experimental
situations illustrate tha essential points of such
studies.

In the first eituation, individuals moving about in
an enclosed rotating room are subjected to a number of
rearranged sensory inputs. Because the room is rotating,
any movement slong a straight line relative to the floor
of the room is a curved path relative to the earth
(vision-proprioception conflict). Any tilting movement

*This section was adapted from the workshop presentation
of Prederick E. Guedry.




i

TABLE 2 Types of Sensory Conflict

Type 1 When A and B simultaneously sigral
contradictory information

Type 2 When A signals in the absence of
an expected B signal

Type 3 When B signals in the abseace of
&n expected A signal

Note: A and 3 represent members of a pair of
normally correlated receptor systems: visusl-

inertial and canal-otolith.

Adapted from Reason and Brand (1975).

of the head produces semicircular canal responses
roughly at right angles to change-ian-position signals
from the otolith organs, and thus there is the
intralabyrinthine conflict described above.

The second situation involves the use of right/left
reversal dove prisms. When an individual moves about in
the normal force environment, visual feedback is right/
left reversed.

Initially both of these situations induce severe
problems with control of movement and motion sickess.
Within several days, control of motion is improved and
sickness subsides. In the course of this adaptation,
changes in sensorimotor reflexes and in perceived motion
occur. Upon return to a normal eavironmeat the recoded
sensorimotor system causes problems.

After adjustoent to the rotating room, head tilts in
a normal static environment induce perceptions of motion
and & vestibulo-ocular reflex (VOR) at right angles to
the head movenent plane and thus 90 deg displaced from a
normal response. Control of body movement in the normal
environment is severely degraded, and nauses and
vomiting are common ccmplaints.

As adjustment to reversing prisms occurs, locomoter
performance improves, the gaian of VOR produced by passive
vhole-body oscilletion in the dark is reduced and, after
s few days, the phase of the eye movements shifts and
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eventually achieves almost 180 deg of phase reversal.
At night upon retiring, some subjects experience
feelings of turning to and fro or unidirectionally.

After removal of the reversing lenses, locomotor
disturbances are pronounced and the gain of the VOR to
prssive o.cillstory stimuli in the dark requires several
days for recovery, although the phase of the oculomotor
response returns fairly quickly (2 hours) toward
normalcy. Voluntary head turning produces blurred
vision and illusory movement of the world, an effect
that may persist for two or three days.

The time course of adaptation seems to vary, not
only according to the severity of the sensory conflict
but also according to diffarent aspects of re-.ponses
selected for measurement. For exsmple, in the
experiments by Gonshor snd Melvill Jones (1976) in which
subjects adapted to the left/right reversing prisams, the
first evidence of VOR adaptation was gain reduction
(revealed by sinusoidal oscillation in darkness);
subsequently the VOR returned somewhat, but with a large
phase shift to bring the VOR into accord with the
reversed vision. After removal of the lenses,
oscillation in the dark still revealed a large phase
shift in the VOR but the phase shift dissipated in about
2 hours, whereas the gain of the response required
several days for readaptation to normal levels. Thus,
different components of the response system can have
different courses of adaptation and recovery. In the
slov rotation room studies at Pensacola (Guedry, 1965;
Graybiel et al., 1965), recovery from prolonged rotation
also aeemed to revesl divergence of response changes.
Some subjects, tested ] weeks after exposure to 12 days
of rotation at 10 rpm, reported return of vertiginous
sensations and exhibited recovery towsrd normalcy of VOR
responses to head movements during rotation, yet they
did not experience motion sickness within a 2-hour
exposure. Thus, motion sickness, which is one aspect of
the overall response to an unusual motion environment,

‘may have an adaptation and recovery time course that

does not necessarily parallel other respouses undergoing
adaptive change.

These extreme examples of sensory rearrangement in
sensory conflict studies are mentioned to make the point
that substantial changes in perception of motion,
postural control, and sensorimotor raflexes occur when
individuals attempt to control body motion in rearranged
sensory environments for protracted periods. The
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beginnings of these effects can be gscen after short
exposures, Studies that form the basis of these
descriptions suggest that the central nervous systea
commences rather quickly to recode itself for adjustnment
of perceptual and amotor response to recarranged sensory
inputs having to do with the voluntary control of notion.
They also raise several questions for further
research. Simulators probably never introduce the
extreme sensory rearrangesent involved in these
experimantal studies. But the recoding of reaponses
probably occurs wore rapidly with leass extrcme situations
(Collewijn et al., 1981). Unlike the studies just
deacribed, simulators do not require the individual to
be exposed to the rearrangement situation continuocusly
for extended periods. But how concentrated can simulator
exposure be before some recoding occurs such that
perceptual cnd sensorimotor reflexes are changed? The
strong aimulator aftereffects that have been occasionally
reported suggest some reason for concern. How specific
are changed sets of responses to the simulated flight
control situation? The answer seems to be not very
specific, sii.. simulator aftereffects have occurred
during normal locomotion, driving, and while lying
down., These aftercffects sugzest that something more
than intellectual learning of procedures has occurred.

Oculomotor Adaptive Systema*

Many conditions that produce adaptive changes in
oculomotor systems also produce dysfunction in the form
of motion sickness symptoms. Viewing flight simulator
visual systems may involve some of the very conditions
that produce oculomotor adaptation. The results of
laboratory studies of oculomotor plasticity may
therefore be relevant to simulator sickness.

Tnese laboratory studies have emphasized different
aspects of the same problem. Studies with prisms have
been very popular with psychologists, probably because
of the traditional interest in perceptual adaptation,
while optometric and physiologically oriented scientists
have explored oculomotor adaptations. The two domains
are, of course, related, and, in most if not all cases,

*This section wis adapted from tlie workahop presentation
of Sheldon M. Fbenholtz.
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changes in perception can be deduced directly frcm the
known changes in oculomotor function. !

Vertical divergence, for example, can be induced i
through the use of prisms (ore eye elevated more than i
the other) with concomitant shifts in apparent target |
elevation, after removal of prisams, that are specific to
each eye (Ebenholtz, 1978). Another common condition is
induced asymmetric convergence or shift in lateral gaze.
Both of these conditions lesd to adaptation in gaze
direction during the experience (training) followed by a
period of readaptation in which the individual is
returned to the normal enviroument. Adaptation in
lateral gaze also lesds to & change in apparent gaze
direction and & shift in the lateral orieatation of
objects. Still another type of adaptstion results from
left and right suotained head ovientation. For example, ]
maintaining a 30 deg head rotation to one side for about
8-10 minutes may cause the subject to make an error (in
the direction of the sustained position) when sttempting
to orient the hesd straight ahesd and in describing the
spatial orientation of objects.

At a theoretical level, these types of adaptations
may be thought of as representing a resetting of the
set-point or steady-state level of cartain reflexes.

The "doll reflex," for exsmple, rcfers to the tendency
of the eyes to roll downward and the eyelids to close
when the head is rotated backwards (Ebenholtz and
Shehilske, 1975). Conscicus attempts to counter the
dol. reflex will, over time, lead to adaptation of the
response (Shebilske and Karmichl, 1978), resultiag in a
change in both eye level and perceptual effects that
include a change in the apparent elevation of a visual
target. It is as though the gain of the aystem is
modified and a new resting level established. This is
an example of an adaptation ian an otolith-dependert
system, and it is interesting that merely sustained
posture in the presence of a visual target is sufficient
fc: adaptation in this oculomotor control systea,

In each of these cases it is a negative feedback
loop that operates to null error signals and thus
maintain normal postural and oculomotor control in the
face of perturbations of reflexive ovigin. On this
basis we may be able to understand more clearly the
meaniang of the conflict theory of motion sickness, in
terms of the processing of error signals is feedback
loops in the nervous system. VYor sxampls, one way of
thinking about conflic’ is to considar it a demand for
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change, i.e., an error signal in a negative feedback
control system acting as a cowmand to an adaptive
nervous system to change its parameters.

The study of oculomotor function provides sdditional
excellent examples of adaptive control systems. Thus,
the resting level of vergence (phoria) shifts over time, §
and distance perception changes, as a result of main~
taining fixation on a near target (Ebenholtz and Fisher,
1982) or from wearing prisms that induce a change in
vergence (Schor, 1979). #fnother closely related adaptive
system is that involved with the control of focus or
blur, In this case, the resting level of accommodation
is modulated by maintaining focus on & near or far
target (Ebenholtz, 1983). Presumably, the longer an
individual stays focused on the target, the more likely
is the tonus of the ciliary muscle to change, modifying
the resting level or dark focus of accommodation
(Leibowitz and Owens, 1978). This is a feedforward type
of control that complements the more widely understood
negative feedback blur-coatrol loop. The vergence and
accommodation systems are represented in Figure 4, in
which tonus control repreaents the adaptive feedforward
loops, to which we are now referring.

There is a reciprocal relationship between these two
types of control loops, and in the case of convergence

" and accommodsiion, they differ in their time constants,

one (feedback) being on the order of 100~500 ms and the
other (feedforward) capable of lasting for hours. This
is & situation that could be described as functional
symbiosis betveen a feedback and an adaptive feedforward
loop. To the extent that the feedforward loop (tonus
control) is successful, it takes the load off the
negative feedback (blur or disparity) control loop. But
the feedforward system is not “"intelligent"; it cera only
be updated when an error exists in the negative feedback
loop-~hence the symbiotic nature of the relationship
between the two control loops.

This symbiotic relationship between feedforward and
feedback loops probably underlies adaptive plasticity.
Updating the feedforward systems by changing their
set-points allows them to be more effective, which, in
turn, sllows :he error detecting feedback control
systems to relax.

In unpublished studies of the resting state of
convergence snd accommodation, it was found that the
aftereffecrs vere functions of exposure durstion and the
magnitude of the change demanded of the feedforward
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FIGURE 4 Vergence and Accommodation Control Systems

Note: C: controller; A/C: accommodative convergence;
C/A: convergence-induced accommodation.

Source: Ebenholtz and Fisher (1982).

loop. These variables may &£lso be critical for the time
course (retention) of the aftereffects that occur with
visual simulation systems.

Perhaps the single most significant adaptive control
syster for the simulator sickness problem is the
vestibulo-ocular reflex (VOR). This is a compensatory
ocular response that maintains the direction of gaze,
enabling one to fix on a visual target while moviang the
head. It has no feedback loop of its own responding
primarily to radial accelerative forces, but it does
receive the benefits of feedbock from other sources,
such as the optokinetic, pursuit, and vergence systens
(e.g., Post and Leibowitz, 1982). Dave prisms have
often been used to reverse the VOR, making it appear,
before adaptation, that the world turns with .you, but at
twice the head velocity. Motion sickness almost
invariably occurs with this procedure, both when the
prisms are initially worn and again after adaptation,
when the prisms are removed and normal viewing is
restored,

PRV
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Adaptation of the direction and gain of the VOR has
bezn reported in several studies using diffsrent
procedures (Callan and Ebenholtz, 1982, Gauthier and
Robinson, 1975; Melvill Jones, 1977; Milas and Fuller,
1974). The symptoms of motion sickness that so commonly
occur in studies of adaptation of tha VOK that there
must be strong clues for understanding simulator
sickness, We may be looking at the same problem,
stemming from plasticity in oculomotor control systcus,
that can be induced experimentally c¢: in & simulator.

When ‘the VOR is manipulated experimentally, a heac
movement produces a "slip” in the target image relative
to the tracking eye, rather than asintenance cf gaze.
This slip of the optokinetic stimulus represeats the
error signal that the oculomotor contol system triee o
elininate, leading to a change in the feedforward signal
that controls the direction and velocity of the VOR.
This error signal may also be the neurological basis for
conflict leading to the symptoms of motion sicknass.
Figure 5 displays the course of gain changes and
directional plasticity in the VOR in vector disgrams
representing the circumstances that initiare the
adaptive response and those that resul. after adaptation
has occurred. The diagram also permits the prediction
of the direction of movement illusions that typically
sccompany VOR adaptations (Dubois, 1982).

Robinson (1976) has studied the physiological basis
for adaptive plasticity in the VOR on the premise that
an incoming velocity gradient, an optokinetic stirulus,
is an important source of information that updates the
VOR. The vestibular cerebellum {the flocculus) may be a
region in which incoming visual information could perform
the updating function. In support of this, ablation
studies with cats have shown that flocculectoay
eliminates the ability to adapt the VCR.

Under stroboscopic illumination, exposure to right/
left reversing prisms produced some plasticity in the
VOR but the gain was greatly reduced over that obtained
with steady illumination, according to a study by Melvill
Jones and Mandl (1979). Note, however, that nausea,
vhich normally accompanies this type of adaptation, was
absent. This supports the view that the velocity of the
slip signal is important to the magnitude of the
adaptation, since intermittent stimulation lovers the
number of discrepant signals per unit time that the
system is forced to cope with. This concept leads to
the suggestion that we may be able to reduce the motion
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sickness properties of a visual display by reducing the
velocity of the input signals. The update rate would
only have to be sufficient to support the apparent
aotion desired in the display.

These adaptations all seem to require an error
signal. The plastic changes occur as a negative feed-
back system responds to this error (slip) signal.
Exercising the VOR feedforward loop by itse.. hnvever,
is not sufficient to permit either initial acap. ..ion or
readaptation back to "normal" levels.

The principle the .aserges is that the very function
of adaptation is to eliminate or reduce the load on the -
closed-loop feedback system by substituting a properly
updated (sdapted) feedforward signal. The evidence
suggests that recurrent, systematic directional errors
in negative feedback loops tend to generate adaptive
responses in the associated feedforvard loops. These
adaptive shifts, in turn, serve to reduce the errors in
the associated negative feedback loops. In short,
negative feedback loops serve as the updating systeam for
the feedforward loops.

Unresolved and systematic errors in negstive feedback
loops are not well tolerated by organisas. These
signals, in addition to calling forth an adaptive
feedforward response, also causs eye strain, dizziness,
apparent motion, disorientation, and motion sickr.:es.

It follows froa this hypothesis that the conflicts
specified by the sensory conflict theory may be
isomorphic with the conditions that produce sustained
errors in negative feedback loops governing postural
control.

There is strong ncurophysiological evidence for the
interaction between visual and vestibular iaputs at che
vestibular nucleus (Waespe and Henn, 1977; Dauntcon and
Thomsen, 1979). It supports the notion that the visual
stimulus modulates the output of the vestibular nucleus.
If this output is modulated beyond some level, the
symptons of motion sickness are likely to occur.

Simulator sickness is visual stimulation producing
nausea. According to the Treisman (1977) hypothesis and
the supporting studies by Money, visual stimulation
activates the vestibular mechanisms that normally
facilitate the emetic response to poisoans. There is
probably also an adaptive response leading to a change

in the gain, phase, and direction of the VOR and other

vestibulsr-spinal reflexes.
The vestibular system, including the vestibular
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nuclei and the vestibular cerebellum, hav2, as one
essential function, the control of muscle tonus. This
2xtends to the extraocular muscles and the contro. of
eye movements, driving the qwuscles that contribute to
head positioning, and those that contribute to the
antigravity reflexes. This implies that it is
critically important to identify the relatioaship
between the stimuli (visual, vestibular, and
proprioceptive) and the reflexes mediated by the
vestibular system. If we can specify these stimuli
(inputs) in the flight simulator, and the resultant
motor responses, we will aslso have gone a long way
toward defining and measuring conflict. If one can
measure the iinear and angular acceleration vectors that
are operating instantaneously, then one can attempt to
correlate them with the direction and magnitude of the
optokinetic vector at that same time. The cowparison of
those two vectors could be a measure of conflict and of
the !ikelihood either of ensuing adaptation or simulator
sickness. This is at least a testable hypothesis,
which, if supported, could lead to the develosment of
effective ¢cuntermeasures. This is of special
importance, since one of the problems with the conflict
theory is that it is too genersl to be tested.

As a final observation, it should be noted that
substantial individual differences exist i-
susceptibility to the various forms of ocv omotor
adaptations, includine VOR plasticity. The relationship
between these potential indices and easures of symptoms
on exposure o flight simulators remains to be
determined.

Comments on Theories of Motion Sickness

By whatever name it is knowa=--neural mismatch, cue
conflict, perceptual decorrelation, or sensory
incongruity--sensory conflict theory is the most common
explanation for motion sickness. It postulates s
referencing function in which motion information from
vision, the vestibular system, and proprioception aay be
in conflict with the expected valuas of these inputs,
based on a neural store that reflects past experience
(Kennedy and Frank, 1983; Reason, 1978). (For a summary
of sensnry conflict theory applied to simulator
sickness, see Kennedy and Frank, 1983,)

Although sensory conflict theory often seems
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explanatory after the fact, it is not sufficiently
defined to enable us to make predictions about the
magnitude of the conflict in various dynsaic situations.
Several types of conflict seem to apply: between
sensory modalities (i.e., visual-vestibular), vithin a
sensory systea (i.e., otolith~canal or ambient-focal);
or between expected and experienced patterns of wotion
stimulation. Furthermore, it has been suggested (Benson,
1978) that phase and gain parameters of various sensory
systens may play a role in the magnitude of the conflict.
Thie implies that the conflict cannot be precisely
defined based on the physical (distal) stimulus
properties, but must also incorporsie the characteristics
of the sensory transducers, which are subject to
variation.

Conflict theory does not explsin why sickness fails
to occur in certain situstions with apparent coanflict,
and, conversely, it does not clearly predict sickness in
certain situations such as vertical linear oscillation
in which sickness has been observed (O'Hanion and
McCauley, 1974).

Despite the deficiencies of sensory conflict theory,
it is accepted by wost researchers as a good working
hypothesis for mntion sickness, and it is in accord with
much of the data. The question3s it raises are valuable
challenges for im,roving the state of the theory.
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RECOMMENDED COUNTERMEASURES FOR EXISTING SIMULATORS

As ve can see from the current state of knowledge, a
great deal still remsins to be learned sbout the effacts
of simulator sickneas. At the same time, simulators are
an effective training device and the simulators curreantly
in use will be operational for some time. Thus an
important immediate goal is to find ways for users to
cope wvith the adverse effects of simulator sickness.

The workshop participants felt that simply
recommending directions for basic research on the
fundamental mechanisms was not adequate. They discussed
a number of hypotheses for ameliorating eimulator sick-
ness in current simulators and generated a prelisinary
list of suggested countermeasures (see Table 3, which
sugments & list suggested earlier by Frank et al.,
1983). Although these countermessures remain to be
validated, this tentative list can be the source of ad
hoc solutions to the practical probleas.

Freeze, Although freeze can be a valuable
instructional feature in a simulator, it caan also be
very dis¢ ncerting if used indiscriminately. Freeze in-
an off-horizon situation, i.e., 30 degrees wing down, is
not good procedure. Aaecdotal evidence suggests that
when & fixed-base simulator is frozen and the pilot is
ssked to exit, sone pilots will refuse to get out.
Others crawl out very carefully, feeling that they may
fall, even vhen they know it is a fixed-base system. If
freeze is used judiciously it should eliminate some
feelings of discomfort without reducing the training
value of the freeze feature.

43
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TABLE 3 Recommended Countermeasures for Current
Simulstors

Judicious use of freeze and reset

Avoid prolonged and intensive exposure

Renmove scene content before entering or exiting
Tune/calibrate visual and inertial lage

Avoid motion at a frequency of 0.2 Rs

Briefing pilots on likelihood of symptoms
Preadaptation and incremeatal exposure
Post-simulator visuval-motor gameas
Syllabus/scenario solutions (reduce maneuvers):

Turns~while-taxiing
High~acceleration maneuvers
Inversion or steap turns

Reduce scenario turbulence

Check personal and medical status

Avoid large head movements

Autogenic feedback therapy (biofeedback)
Motion-sickness medication

Reset. The reset function uysually is used in
conjunction with freeze. After the freezs or st the end
of some scenaric, the instructor amay decide to iniciate
a new scenario by pressing the reset button. The pilot
may see many miles of video strecs by, perhaps bsckward,
within & second or two. This can be very disconcerting
and sometimes disorienting to the pilot. The screen
should be bdlanked or the pilot should close his eyes
when the veset function is unmed,

Exposure Durstion. The dats generally indicate that
exposure duration contributes to sickness. Limiting
exposure duration can provide temporsry rvelizf from
building syaptoms, The recommendation to limit exposure
duration and intensity is related to the "incremental
expasure” suggestion,

Maneuver Intersity. On the basis of experiencas in
the SAAC and anecdotal information, the number and
intensity of flight maneuvars in & simclator session
appears to be related to simulator sickness. The high
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incidence of symptoms in the SAAC occurred when the
pilots were flying 35 air combat maneuvering engagements
in daily two-hour sessions.,

Visual Scone Termination, At the end of a sc-=nario
or a simulation session, the visual scene should be
renoved before the pilot is asked to leave the simulator.
The visual scene should also te off when the pilot
enters the simulator.

Visual and Inertial Lags., Periodic checks of the
visual and inertial lugs are recommended. Even if they
met specifications during ecceptance testing, they
should be checked and calibrated regqularly.

Motion Spectrum, Research has indicated that whole-
body motion at a frequency of about 0.2 Hz is the most
nauswogenic. Por motion-based simulators, sickness may
ba less likely if the simulator motion at that frequency
can be reduced.

Briefing. Providing a briefing for pilots who are
unfamiliar with the simulator can be helpful by
indicating that %he experience of symptoms i{s not an
abnormal reaction. Giving them knowledge about the
syndrome reduces the anxiety that sometimes accompanies

the development of unexpected symptoms.

Preadaptation and Incremental Exposure, Research
has shown that tolerance to head movements during
rotation can be developed by a series of exposures at an
acceleration level low enough to avoid symptoms., This
technique of incremental exposure also may be effective
for simulator sickness.

Visual-Motor Games, There is some evidence that
active body movement facilitates readaptation to a
normal inertial environment. Playing a aame like ping
pong that involves hand-eye coordination and body
movement could help speed recovery from simulator
aftereffects.

Syllabus Planning. The dose effect in simulator
sickness is probably related to the frequency and
intensity of flight maneuvers and the duration of the
simulated mission. Planning the training syllabus to
reduce the dose (especially in the firat few days)
should reduce the incidence of symptoms.
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-8cenario Turbulence. In some simulators, turbulence
is an instructional varisble. Avoiding high turbulence
levels is recommended when problems of simulator sick-
ness are anticipated (i.e., with an experienced pilot
who has a mild case of flu and has not flown in the
simulator for an extended period of time).

Personal Heslth Status. Hangover, flu shots, etc.
can contribute to an individual's susceptibility to
siniulator sickness, and should be avoided prior to
“flying" a simulator. (Chewing tobacco also is not
recommended.) ;

Reduce Head Movement. Large, rapid head movements
during angular motion can cause vestibular coriolis
effects, and head movemeats during visually represented
angular motion can cause pseudocoriolis effects. Both of
the effects are excellent stimuli for motion sickness.
Excessive head movement is not recommended in an environ-
ment in which there is either actual motion or visuaily
implied motion effects. A wmotion-base simulator has

both.

Autogenic Feedback Therspy. Research at NASA-Ames
and the Air Force School of Aviation Medicine has found
sutogenic feedbsck therapy (biofeedback) to be effective
in the reduction of motion sickness symptoms in pro-
vocative laboratory tests.

Medication. Many medications have been applied for
motion sickness; some quite successfuily. Flight
surgeons can recommend medication to reduce symptoms
without interfering significantly with performance.

No firm data exist on the effects of simulator
sickness or its afteraffects on the probability of
disorientszion during flight. A pilot suffering from
simulator sickness, however, is a likely candidate for

disorientation in flight and should exercise csution ~ ——

until the effects have subsided. For most people this
is likely to take 1 or 2 hours, but for others the
effects are intermittent and have beea reported as much
as 10 hours after an intense ACM simulator session
(Kellogg et al., 1980).

The operstional commands should become aware of the
problem of simulator sickness. In one case, for two
Navy simulators, a rule was established that pilots
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could not fly an aircraft for 12 hours after their first
exposure to the simulator; that rule has been relaxed
over the last year or so, but the problem of simulator
sickness remains. A "12 hour no fly" rule may not be
warranted in the absence of supporting data, if such a
rule plays havoc with scheduling of the simulator or the
sircraft. Some countermeasures will clearly be more
practical than others in the context of operations and
flight training.




(OCCLIZHDATIONS FCQ RESEAXCH

i

Numerous topics for research surfaced in the three days
of the workshop. At this staje there are more questions
than answers about simulator sickness. In this section
we atteompt to surzarize the wany resrarch suggestions
that were generated by the participants. Although the
linitations of the workshop precluded our giving
priorities to the many research suggestions, they are
categerized here by objective:

i. Problem Definition
?.  Theory/Model Development
5

. Mathodology
4. Determination of Causes and Processes
S. Validation of Candidate Countermeasures

Problem Definition

1.1 How extensive is the simulator sickness
problem? The magnitude and consequences of simulator
sickness must be determined in order to make reasonable
recommendations about solutions. Field studies of the
incidence of the problem are needed. (The Navel
Troining Equipment Center plans to undertake such a
study in 1964.)

1.2 A coordinated survey of all military flight
sinulators should be conducted using # standardized
questionnaire. Ccaprehensive results should be
conpiled, listing the precinpitating causes and resultant
synptons. To ensure coniidentiality, the resulis of
such a questionnaire should be ccampiled by an agency,
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such as NASA, that does not represent a threat to the
pilots and air crew who respond.

Theory/Model Development

2.1 The sensory conflict theory presents a good
starting point for the study and understanding of
simulator sickness. Simulator designers need the type
of information that can be communicated in & good model.
However, in order to be really helpful, the terms will
have to be reduced to mathematical statements of the
nature and extent of the conflicts that cause the

problem. Such « mathematical representativn (e.g., Oman,

1980) will help make the theory testabie aad will guide
the necessary research.

2.2 Sensory conflict theory in its present form
does not satisfactorily address the coherence or
predictability of the sensory nismatch. It is likely
that adaptation occur* only in response to predictable
sensory mismatches. We need to know more about both
sickness and adaptation as a function of the
predictability of the sensory conflict.

2.3 We shuuld be able to quantify the conflict if
we have accurate measures of the acceleration imparted
to the head and compare that vector with the vector
required by the motion pattern implied by the simulator
visual system. The difference between these two vectors
would represent a good first approximstion to the
quantification of the sensory conflict. Using reflexive
responses such as the vestibulo-ocular reflex (VOR),
would make predictions possible about the outcome of
visual and vcatibulnrivectora. and the discrepancy
between the actual and predicted VOR could be considered
an index of the mismatch.

Some workshop participants suggested that tha VOR
approach may be impractical in a simulator eavironameant,
in which the visual display is very complex, pilot head
movement is complex, and there are many more variables
than in the laboratory.

Other researchars caution that phase relationships
of various sensory processes can lead to peculiar
effects. Ever if the amplitudes of visual and vestibular
ioputs are eqial, sensory mismatch can result from phase
differences in the tvo sensory systeas. This makes it
difficult to quantify the conflict on the basis of the
external dynamics alone.
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Quantification of sensory conflict i. & major
research goal for the study of simulator sickness.

Methodology

3.1 Because the simulator sickness problem involves
80 many variables (see the appendix for a summary list),
consideration should be given to using efficient research
mwethods such as economical multifactor designs (Simon,
1979). We should determine the variables with the
treatest poieatial payoff and investigate them first.

3.2 The reliability nf the dependent measures of
simulator sickness need to be investigated. With what
consistency do the symptoms of simulator sickness occur
in individuals? If there is considerable fluctustion in
an individual's motion sickness response system, the
reliability of the criterion measures may be, say, r =
0.5 We need to develop reliable criteria for effective
analysis of the problem.

3.3 Physiological indices of motion sickness should
be investigated. It was well established, however, that
people tend to have idiosyncratic patterns of symptoa
development. The possibility of developing individual
profiles of symptom development should be investigated.

3.4 Individual differences are important and should
be accounted for in any comprehensive model of simulator
sickness. There are largze individual differences in roll
vection, for example, and also apparently in simulator
sickness, yet we have no data on their correlations. We
should seek to predict susceptibility to simulator sick-
ness in individuals on the basis of knowledge of other
sensory processes. ' '

3.5 The gain of the VOR may be a good measure of
simulator aftereffects and adaptation. The use of the
VOR would require the development of techniques to
measure pilots' head and eye movements accurately in a
simulator; some researchers suggest that it way be
impractical to obtain such messures. The feasibility of
obtaining sccurate measures of the visual scene and the
pilots' head and eye movement in a simulation
environzent should be determined.

3.6 Measurement of the motion in the visual scene
is not straightforward, particularly traanslational
sovement. What is the proper measure of the visual
stimulus? There is the physical motion on the screen
and there is the iamplied (perceived) motion of the pilot.
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For example, a lateral-quick-stop maneuver at two
different altitudes may involve the same perceived body
untion by the pilot but different motion metrics on the

. screen., Perceived distance may be an important variable

that relates displayed wotion and perceived body-wotion.

Determination of Causes and Processes

4.1 A task analysis is needed to index the tasks
being performed in the simulator relative to the
incidence of simulator sickness. The visual components
of the task may be important as well as pilot workload
and flight maneuvers.

4.2 Head movement analysis is needed. An example
of a zomplete record of head and eye movements during a
simulator session is needed to determine head/eye
coordination and its relationship to the visual display
cystem. Also, patterns of head and eye movesents of
experienced and inexperienced pilots should be analyzed
both in the simulator and in the sircraft for various
maneuvers. Experienced pilots may have estsblished
patterns of head movements in the aircraft that are
inappropriate for particular simulator dynamics.

4.3 The most direct approach to investigating
simulator sickness would be to msnipulate the visual
display variablis and the motion-base variables ia a
simulator. A rejearch simulator that enabled these
variables to be changed easily would be needed. Visual
system FOV and scene detail, for example, could be
studied in combination with verious lags and distortions
of the motion base, all with a variety of simulated
sirciaft maneuvers. Such s research simulator could
also support study of the efficacy of candidate
countermeasures, o

4.4 The contribution of other sources of motion
information, such as G-seats and helaet-loaders, needs
to be studied. How is this information iategrated into
the pilot's perception of spatial orientation and body
dynamics? Do these devices contribute to simulator
sickness? Could they contribute to prevention?

4.5 1Is there an optimal FOV, large eaough to enable
ponitive transfer of training from the simulator to the
aircraft, but swall enough to reduce the incidence of
simulator sickness?

4.6 More information is needed about the phase and
gain relationship of the various sensory processes
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involved. For example, if the otolith response is phase
advanced at a frequency of C.2 Hz but vision is not,
this could be the basis for con’lict, at least in some
cases,

4,7 More basic research is needed on vection. The
effects on vection of leads and lags in the visual and
inertial systems should be investigated. For example,
is visusl motion most provocative in the same frequency
domain (less than 0.5 Hz) as real motion?

4.8 Certain oculomotor varisbles should be
investigated for their contribution to simulator sick-
nese, such as distance to the display, convergence, and
accommodation., Simulator displays should not inadver-
tently encourage convergence and accommodation to drift
apart.,

4.9 To understand the simulator sickness phenomenon,
ve need to know the underlying neurological mechanisms,
frov. the retina to the vomiting center. The vestibular
nuclei and the cerebellum may be of particular impor-
tance, particularly their role in motion perception and
sensory conflicts. .

-4.10 We need to know more about %rw visuil mas’on
influences the vestibular system. I{iue work of Waespe
and Henn (1977) should be extended.

4.11 Would labyrinthine defectivas (LDu) ‘be immune
to simulator sickness ¥ en confronted by a ctrong msoving
visual environment? This information would underscore
the essential role of the vestibular system in simulator
sickness and support the notion that cimulator sickuess
is a subset of motion sickness. |

4.12 The study of slaptation is cnocntxai for
understeonding simulator sickness. Some aftereffacts
seea to be transitory and intermittent, while others
seem to be continuous and disaipating. The tlll course
of adaptatxon and readaptation with periodic expooure-
is an important uaknown. Similarly, the tranafer of
adaptation between the simulator and the aircraft is
unknown. These phenomens must be understood to support
recommendations that could affect flight safety, such as
the minimum times between exposure and flight. Much of
our understanding of these processes has come from basic
researct.. Perhaps more applied research would be
fruitful in the area of adeptation to real and visually
implied motion.
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Evaluation of Candidate Countermessur~s

5.1 Incremental exposure regimens (Graybiel et al.,
1969) could be developed if we could establish a range
of severity of the conditions that coatribute to
simulator sickness. Susceptible individuals could be
“preadapted"” before being exposed to the most severe
conditions, such as intensive AQM engagements.

5.2 Active contrcllers and passive observers may
differ in their probability of experiencing sickness
{McGuinness et al., 1981) and in their rate of ,
adaptation (Reason and Benson, 1978; Guedry snd Benson,
1983). Research on these differences in active and
passive roles could contribute to our knowledge of the
etiology of simulator sickness and tu strategies for
reducing it. :

5.3 Field of view is suggcsted as 8 primary factor
in simulator sickness. More information is needed on
the relationship between FOV and sickness. If the
incidence of sickness rose steeply beyond some value of
FOV, there would be support for guidelines for FOV in
simulation. A related concept is to increase FOV over
repested exposures as adaptation is developed. These
possibilities should be explored in research.

5.4 Simulator exposure probably involves a
recalibration of the sensorimotor processes, followed by
another period of recaiibrstion upon removal from the
simulation. Certain hand-eye coordiration games, like
ping pong, might facilitate this recalibration process.
They also would be useful from a motivational standpoint.

5.5 Medications ured for motion sickness might be
effective in the prevention of simulator sicknews.

5.6 The velocity of the optokinetic stimulus on the
simulator display is a very useful varisble because it
represents the magnitude of the stimulus to adapt.
Stroboscopic illumination of such a "slip signal
eliminates the motion sickness symptoms that accompany
optokinetically induced nausea (Malvill Jones and Mandl,
1979). This seems to offer reasonable hope that
degrading the update rate of moving stimuli in the
simulator display might be aufficient to support
training wvhile eliminating simulator uickncus.\
Advocating degraded update rates, however, appears to be
counter to engineering advancements. Purther work is
needed to define simulator specifications in terms of
the desire¢ perceptual effects rather than engineering
advances for physical realism.




APPENDIX
POTENTIAL CONTRIPUTORS TO SIMULATOR SICKNESS ,

Characteriatics of simulators and users that must be
considered as potential contributors to simulator

sickness:

INDEPENDENT VARIABLES

Motion and vibretion
Axes
Frequency
Acceleration
Exposure duration
Lags
Phase/gain

Vision
Field of view
Framing affect ‘
Retinal eccentricity o
Off-axis display |
Scene features
Nuaber
Appearance

Display type
Model board
Computer-generated imagery
Point source

Pilot head movement

AP~ aer— - -
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Visual motion

Lags

Phase/gein

Optometric properties

Spatial frequency

Raster scan

Phosphoresis

Refresh rate

Velocity

Temporal frequency

Li ear/angular acceleration vectors
Spectral density

Distortion (temporal and spatial)
Collimation

Magnification

Aliasing

Simulator features

Motion base/fixed base
Washout
Lags
Visual system
Hotion system
Other motion cueing systems
Dome versus window
Dynanmic modeling of aircraft
G-seat, helmet-loasder, anti~G-suit
Maneuvers
Frequency
Aaplitude
Duration
Turns-while-taxiing

Simulator use

Freeze

Reset
{Re)initialization
Dissolve scenes

_ Warning signals

Controller/passenger
Task loading
Indoctrination
Briefing/demonstration
Buffet

IR
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Ia ivitual differences
Experience/skill level
Aircraft
Simulator _
Field dependence/independence
Attitude (set) -
Medical status
Motion sickness susceptibility

DEPENDENT VARIABLES

Motion sickness symptomatology
Objective (signs)
Subjective (symptoms)

Performance

Flashbacks

Postural disequilibrium (ataxia and other balance
measures)

Eye movement (and vestibulo-ocular reflex)

OTHER ISSUES

Adaptation
Time course
Specificity
Transfer of adaptation
Dual (multiple) adaptation
Positive/negative transfer

Active/passive

Tranefer of training
Positive/negative
Flight safety

Sensory conflict identification
Visual-vestibular
Otolith-canal
Intravisual (focal-ambient)
Somatosensory-other (G-seat)
Multiple sources of corflict
Spatial/temporal conflict
Conflict with neural store
Messurement (magnitude) of conflict
Significance of conflict
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