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1986; Brandt 1996) has been described as a syn-
drome that is distinguishable from panic disorder,
agoraphobia, and the pseudo-agoraphobia syn-
drome “space phobia” (Marks 1981). Since we began
diagnosing it as a clinical entity, PPV has become the
second-most common cause of vertigo in our dizzi-
ness unit (p. 23). Closely connected with gait and
posture, PPV is characterised by a combination of
non-rotational vertigo with subjective postural
imbalance and unsteadiness, normal neuro-otologi-
cal tests, and phobic avoidance behaviour mainly in
patients with an obsessive-compulsive personality.
The monosymptomatic subjective disturbance of
balance manifests with superimposed attacks that
occur with and without recognisable provoking fac-
tors in one and the same patient. The patient experi-
ences them with and without accompanying excess
anxiety, misleading both patient and physician to
make a false diagnosis of organic disease. Although
an association of PPV with anxiety disorders is
evident, not all patients present with symptoms of
anxiety or panic during attacks of vertigo. However,
most patients develop a disabling “phobic/ avoidance
pattern” (Kapfhammer et al. 1997). These patients
contact neurologists or otolaryngologists first and
foremost and not psychiatrists or psychotherapists,
since their prevailing complaint is distressing pos-
tural imbalance and vertigo.

The illusory perception of imbalance and vertigo
can be explained by the hypothesis that the space
constancy mechanism in these patients is impaired,
resulting in a partial decoupling of the efference
copy for active head and body movements. The
severely incapacitating effect of derangement of
their multimodal spatial orientation, movement per-
ception, postural regulation, and control movement
in the gravitational field makes it almost inevitable
that vertigo should trigger panic attacks and avoid-
ance behaviour. The susceptibility of these symp-
toms to disturbance makes vertigo an almost
invariant concomitant of panic attacks.

Phobic postural vertigo

The desire of patients with PPV to learn about the
psychogenic mechanisms and their willingness to
engage actively in treatment are encouraging experi-
ences for physicians. Having studied and treated
PPV for more than 10 years, we consider this syn-
drome a distinct clinical entity with typical features,
reliable diagnosis, and a generally favourable
response to short-term suggestive and behavioural
therapy (Brandt et al. 1994).

The clinical syndrome

PPV occurs chiefly in patients with an obsessive-
compulsive or narcissistic personality. The diagnosis
is primarily based on six characteristic features
(Brandt et al. 1994):

1. Dizziness and subjective disturbance of balance
while standing or walking, despite normal
clinical balance tests such as Romberg, tandem
walking, balancing on one foot, and routine
posturography.

2. Fluctuating, continuous unsteadiness or episodes
lasting seconds to minutes or momentary per-
ceptions of illusory body perturbations.

3. Although the attacks can occur spontaneously,
there is usually a perceptual stimulus (bridge,
staircase, empty room, street) or social situation
(department store, crowd, restaurant, concert)
from which the patients have difficulty with-
drawing and which they recognise as provoking
factors. There is a tendency for rapid condition-.
ing, generalisation, and avoidance behaviour to
develop.

4. Anxiety (57%) and distressing vegetative symp-
toms occur during or after vertigo. Most patients
have attacks both with and without anxiety.

5. Obsessive-compulsive type personality, labile
affect, mild depression.
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6. Onset of the condition frequently follows a
period of particular emotional stress (Table
32.1), a serious illness, or an organic vestibular
disorder.

PPV is not generally connected with a previous or
current vestibular pathology as others have assumed
(Furman and Jacob 1997; Bronstein et al. 1997). The
patients feel physically ill and complain of vertigo
and a disturbance of balance; their anxiety can only
be brought to light by asking appropriate questions.
Patients describe the vertigo as either a threatening
fluctuation of awareness combined with unsteadi-
ness or a perception of illusory body motion, which
is often present for mere fractions of seconds.
Sometimes unsteadiness and vertigo are prolonged
and seem menacing, the sufferer being terrified of
the possibility of an unexpected fall, a loss of con-
sciousness, or severe impairment of body function.
Subjective postural imbalance is described as a feel-
ing of weakness, an inhibition of movement or dis-
turbed coordination of the legs, head, and trunk.
Fluctuations of head position when standing, a
result of active body movements such as turning the
head or shifting weight from one foot to the other,
provoke unpleasant illusions of body acceleration
with the simultaneous illusory movement of a
stationary environment. In mild cases the patients
try to find support or lean on something. Typical but
not obligatory features of the attacks include anxiety,
psychomotor restlessness with escape reactions, a
sudden desire to flee from the place where the attack
was provoked, aimless walking, or if seated, a rigid
grasping of the arms of the chair.

Panic and subsiding anxiety may sometimes lead
the patients to believe that they can averta physical
catastrophe only by running away or adapting other
types of behaviour (taking tablets, for example).
Afterwards, however, normal day-to-day activities
are resumed with astonishing speed. Phobic vertigo
patients can, for instance, conceal an attack of vertigo
from their tennis partner on the way to the court,
despite considerable inner tension, by stopping, sup-
porting themselves, and making small talk with the
partner — and then go on to play a normal tourna-
ment match. This discrepancy between the initial
panic attack and the patient’s subsequent disregard-
ing it typifies PPV, but is rarely observed in organic
forms of vertigo.

The attacks occur at irregular intervals, some-
times several times a day. Specific questioning
almost invariably evokes particular constellations of
perceptual stimuli or social situations, which the
patient recognises as provoking factors. But “sponta-
neous attacks” also occur, so that the patient usually
tends to assume that the cause is organic. After
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repeated attacks a conditioning and generalisation
seems to take place, to the extent that everyday but
unexpected situations involving movement stimuli
may provoke abortive attacks without significant
accompanying anxiety. These include, for instance,
slow sweeping movements of a curtain in the
peripheral visual field, which induce an optokinetic
postural response (p. 424), or incorrect estimation of
the height of a step of stair, or stepping onto a soft
surface. Both of the latter cases require a brief read-
justment of sensory motor programmes for postural
regulation. Patients with PPV are inclined to experi-
ence external stimuli of this type primarily as dis-
orders of body function; they then often spend
considerable time in retrospective analysis of the
attacks to determine the provocation, and will check
their sense of balance and other brain functions
several times a day.

Anticipatory anxiety, which is rarely expressed
spontaneously by the patient, paves the way for fur-
ther attacks despite the discrepancy between the
subjective fear of falling and the absence of objective
unsteadiness. On the one hand, patients may spon-
taneously volunteer the observation that there has
been a temporary improvement after drinking
alcohol or during periods of particular physical
activity. On the other, sometimes the attacks are
exacerbated after sleep withdrawal or the day follow-
ing increased alcohol consumption. The longer the
symptoms persist, the easier it becomes to identify
the particular situations that act as stimuli. The
patients tend to avoid these situations increasingly,
and thus may become socially isolated and perform
Jess well at work. The designation “phobic” is
theoretically questionable, since PPV may occur
without concomitant anxiety (Furman and Jacob
1997; Eckhardt-Henn et al. 1997). Avoidance of
potentially precipitating stimulus situations is still a
major feature of the condition, even if it is not asso-
ciated with major anxiety (Brandt et al. 1997). To our
surprise, most of our patients remained socially well
integrated and were able to continue their normal
work despite symptoms that they felt dominated
their lives. PPV patients tend to hide their problem.

Aetiology and hypothetical
mechanism

Huppert et al. (1995) performed a retrospective
study on 154 patients diagnosed with PPV. The age
distribution ranged from 18-70 years with a clear
peak in the fourth and fifth decades (Fig. 32.1). In 32
patients (21%), PPV followed an acute vestibular dis-
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columns) of 154 patients with phobic postural vertigo (PPV).
{From Huppert et al. 1995.)

order, in particular benign paroxysmal positioning
vertigo (14 patients) and vestibular neuritis (10
patients). Most showed a transition from organic
vertigo to PPV without a symptom-free interval
(Fig. 32.2). Thus, in those at risk, a vestibular dis-
order may trigger PPV, which then takes a course
independently of vestibular recovery or compensa-
tion. The 21% may appear to be even unexpectedly
low, but the percentage increases if patients are
included whose condition was initiated by head or
whiplash trauma. Symptoms of post-traumatic dizzi-
ness often resemble those of otolith dysfunction
(p- 29). It is tempting to speculate that the otoconia
are dislodged by the trauma; this causes unequal
loads on the macular bed which results in a tonus
imbalance between the two otoliths: otolithic vertigo
(p. 29; Brandt 1997; Brandt and Daroff 1980; Gresty
et al. 1992). The symptoms of otolithic vertigo
(which is centrally compensated within weeks) are
similar to those of PPV, suggesting that the latter
evolves from an initial otolith dysfunction. A strik-
ing number of cases of PPV occur after a period of
psychosocial stressors (Table 32.1; Kapfhammer et
al. 1997) or a somatic illness.

Hypothetical mechanism: A disturbance of
space constancy due to decoupling of the
efference-copy signal?

We know little about the subtle, self-generated body
fluctuations or involuntary head movements that
occur during upright stance. The environment also
appears to be stationary during active movements,
although relative movements between head and sur-
roundings cause shifts of the retinal image. “Space
constancy” seems to be maintained as follows: the
voluntary impulse for initiating movement is simul-

vertigo (PPV) in 32 of 154 patients. Filled columns: close temporal
relationship with the vestibular disorder directly preceding PPV;
open columns: no close relationship. (From Huppert et al. 1995.)

taneously accompanied by an appropriate efference-
copy signal to make identification of self-motion
possible (Fig. 32.3). Von Holst and Mittelstaedt
(1950) suggested that the efference copy is used to
readjust the perceptual systems (based on previous
experience), in order to interpret incoming sensory
information that results from movement of the
observer relative to a stationary environment rather
than vice versa. A decoupling would cause the sen-
sory effects of normal postural adjustments (of
which we are usually unaware) to be interpreted as
arising from either external body perturbations or
motion of the surroundings. If there is no efference
copy for body motion, e.g. if we move our eyeball by
placing the finger on the eyelid, we see illusory
movements of the environment, e.g. oscillopsia
(p- 430). The sensation of vertigo described by
phobic patients (involving involuntary body fluctua-
tions and the occasional perception of individual
head movements as disturbing external accelera-
tions) can be explained by a transient decoupling of
efference and efference copy, leading to a mismatch
between anticipated and actual motion (Brandt and
Dieterich 1986; Brandt 1997). Healthy people can
experience similar mild sensations of vertigo with-
out simultaneous anxiety during a state of exhaus-
tion, when the difference between voluntary head
movements and involuntary fluctuations become
blurred. In phobic patients this partial decoupling
(Fig. 32.3) may be caused by their preoccupation
with constant anxious controlling and retrospective
checking of balance. This leads to the perception of
sensorimotor adjustments that would otherwise
occur unconsciously by means of learned and auto-
matically released muscle activation programmes to
maintain upright posture.

The dream-like illusion that normal motorists
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Schematic diagram of the sensorimotor derangement, or the neural mismatch concept, of phobic postural vertigo as

caused by decoupling of the efference-copy signal. An active movement leads to sensory stimulation, the messages of which are com-
pared with a multisensory pattern of expectation calibrated by early experience of motions {central store). The pattern of expectation
is prepared by the efference-copy signal, which is emitted parallel to and simultaneously with the motion impulse (efference) or by
vestibular excitation during passive vehicular transportation. If concurrent sensory stimulation and the pattern of expectation are in
agreement, self-motion is perceived while “space constancy”is maintained. If the efference-copy signal (corollary discharge) is inap-
propriate, there is a sensorimotor mismatch, and a self-generated head motion or body sway may be erroneously perceived as exter-
nal perturbations, causing the subjective postural vertigo. (From Brandt 1996.)

Table 32.1. Psychosocial and psychodynamic variables determining the
life situation at onset of phobic postural vertigo {42 patients)®

Women Men
Psychological stressors
partnership 9 13
family 7 9
profession 1 20
social surroundings 1
serious somatic illness 1
Relation to life cycle phase
young adulthood 2 5
midlife 9 21
retirement 2 3
Conflict themes
closeness / distance 2
loss / mourning 4 2
separation / individuation 5 3
autonomy 3 7
self-esteem 2 13
oedipality 2 5
Secondary gain
allowance / care 8 16
financial compensation 3
masked hostility 5
identity via sickness role 1 2

2 More than one category for each patient is possible
From Kapfhammer et al. (1997).

occasionally experience (the car is stationary and
the environment passes by as in a film on a screen,
i.e. the sudden transition of perception of self-
motion into perception of external object motion) is
compatible with this hypothesis. When the car is
travelling at a constant speed, the vestibular appara-
tus, which reacts only to acceleration, is not stimulated.
Then the perception of self-motion is exclusively
optokinetic, induced by the relative environmental
shift (linearvection, see p. 409). Linearvection is
probably caused by visual afferent modulation of the
structures that identify self-motion, usually activated
by the efference copy. A periodic decoupling would
lead to the loss of perception of self-motion. This
evokes uncertainty and anxiety in a patient driving a
car and the patient then feels like a driver in a visual
vehicle simulator. Some of the patients suffering
from PPV complain about such driving illusions,
which in part keep them from driving at high speeds
or on motorways.

Body sway in PPV

Postural sway during upright stance was analysed in
patients with PPV and in age-matched healthy vol-
unteers (Krafczyk et al. 1998). Recordings were made
under different conditions (with the eyes open or
closed): when standing on a foam rubber pad with
the head upright, turned 20° right or left, or during
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1 Hz horizontal head oscillations. Sway analysis
included calculation of sway path, of root mean
square values of sway, and of the power spectrum of
sway in fore-aft and lateral directions. There was a
significant increase in sway activity in the 3.5-8 Hz
frequency band in patients with PPV (Fig. 32.4).
This, however, does not impair objective postural
stability. Increase in higher frequency sway activity
may simply reflect a change in postural strategy
rather than a sensorimotor dysfunction. The
patient’s conscious control of stance may augment
coactivation of anti-gravity muscles, a strategy
which is applied by normal subjects when perform-
ing demanding balancing tasks.

PPV: A panic disorder?

It is tempting to label PPV a subtype of panic dis-
order in which vertigo is the major complaint
(Frommberger et al. 1995; Stahl and Soefje 1995). A
psychiatric evaluation of 42 patients (Kapfhammer
et al. 1997), however, revealed that PPV is a clinical
entity that should not be confused with panic dis-
order or agoraphobia. Diagnostic classification by
structured clinical interview techniques (SCID),
according to DSM-III-R criteria, revealed a high rate
of psychopathological co-morbidity in PPV (Table
32.2). However, in the largest subgroup of patients
(43%) vertigo manifested without anxiety or panic
attacks. Thus, PPV occurs with or without anxiety;
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Fig.32.4. Phobic postural vertigo (PPV): postural sway when
standing on a foam rubber pad with eyes closed. Average power
spectrum of the fore-aft body sway in patients (black line, top;
n = 12) and normal controls (grey line, bottom; n = 12) for the fre-
quency range between 3.5 and 8 Hz. Patients show increased
activity in this higher frequency range. (From Krafczyk et al. 1998.)
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Table 32.2. Diagnostic classification of the syndrome of phobic postural
vertigo (PPV) according to structured clinical interview (SCID) at onset of
condition

DSM IlI-R diagnoses (axis I} n Personality features (axis 1t} n

Major depressive episode 2 Compulsive 20
Dysthymic disorder 2 Narcissistic 7
Dependent 3
Generalised anxiety disorder 6 Histrionic 2
Panic disorder 14 Avoidant 6
With agoraphobia 8  Passive-aggressive 4
(complete)
With agoraphobia 4
(partial)
PPV (monosymptomatic) 18
With agoraphobia 15

From Kapfhammer et al. (1997).

the key to diagnosis is the monosymptomatic sub-
jective postural imbalance without falls, rather than
the presence of anxiety. This makes necessary the
nosological differentiation from panic disorders
with agoraphobia.

The three described conditions that most resem-
ble PPV are “space phobia” (Marks 1981), “Mal de
débarquement syndrome” (Brown and Baloh 1987;
Murphy 1993), and “visual vertigo” (Bronstein 1995;
Bronstein et al. 1997). Space phobia, a pseudo-
agoraphobic syndrome, describes a fear of absent
visuospatial support (open spaces) and of falling,
unlike the fear of public places found in agoraphobia.
The average age of onset in space phobia is 55 years
(in agoraphobia, 24), and the condition shows a poor
response to psychotherapy. This special form of late
onset phobia is often induced by an illness or fall
and is characterised by a constant uncertainty rather
than by vertigo attacks. Mal de débarquement syn-
drome refers to the sensation of swinging, swaying,
unsteadiness and disequilibrium that is commonly
experienced in sea travel immediately on disem-
barking and which lasts a few hours (Gordon et al.
1995). It may persist for weeks to years in some indi-
viduals after returning to land (Brown and Baloh
1987; Murphy 1993). It is at times an incapacitating
condition, which is probably more common than
one would anticipate from the literature and afflicts
females more frequently (Mair 1996). Here the
eriod of motion exposure - causing aftereffects
such as seamen’s legs) - acts as the inducing stimu-
lus for a persistent sensorimotor derangement, a
development that resembles PPV, but is initiated by
an unusual and unadapted vestibular stimulation.
Visual vertigo as described by Bronstein (1995) is a
heterogeneous syndrome with peripheral or central
aetiologies. It may occur if patients with balance dis-
order show high visual field dependence.

There was a clear preponderance of obsessive-
compulsive personality traits in the patient group
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presenting with PPV, but also narcissistic, histrionic,
dependent, avoidant, and passive-aggressive traits
were present (Kapfhammer et al. 1997; Table 32.2).
Most of the patients with PPV seem to be highly
ambitious and have a pronounced super-ego (Uber-
Ich), a tendency to set themselves high standards of
achievement, and strong motivation. They create the
impression of being open and communicative, even
aggressive, but also anxious, hesitant, and easily irri-
tated by criticism. This personality structure reflects
the fact that the phobias lie midway between obses-
sional neuroses and hysterias. When the condition of
PPV becomes manifest, the patients seem to be
(reactively?) depressed and moody. Anxiety and
vertigo seem to torment them because normal moti-
vation is retained, but the anxiety and avoidance
behaviour inhibit their activities. They get through
their daily duties, but without any pleasure or satis-
faction; they often complain of affective lability and
libido disorder, but less frequently of sleep disorders
and fluctuations of mood in the course of the day,
which are generally experienced in endogenous
depression. Their single-minded preoccupation with
vertigo gives rise to surprisingly concrete ideas as to
the supposed underlying disease: usually a tumour, a
brain ischaemic disorder, or multiple sclerosis.

In our study the condition had lasted an average
of 3 years before a definitive diagnosis was estab-
lished. This often meant that the patients had had
many contacts with doctors of various specialities,
had undergone several detailed invasive diagnostic
procedures, and had received different diagnoses,
such as “cervical vertigo” or “vertebrobasilar insuffi-
ciency”

The psychiatric diagnostic assessment according
to SCID (DSM I11-R) revealed that the neurological
syndrome of PPV on first admission to the dizziness
unit had to be classified as a panic disorder in 14
(with agoraphobia in 12), a generalised anxiety
disorder in 6, and a depressive disorder in 4
(Kapfhammer et al. 1997). Eighteen patients suffered
from recurrent monosymptomatic attacks of vertigo.
Without exception, these sensations of vertigo were
experienced with feelings of great discomfort and
distress during the acute manifestation, were cogni-
tively evaluated as signs of a serious illness, but were
not accompanied by other physical symptoms, which
occur in panic states. None of these patients com-
plained of excess anxiety or even panic during the
attacks. In this patient subgroup, we can rule out the
possibility of a “non-fearful type” of panic disorder
comprising the whole list of somatic symptoms
usually detectable in states of panic, with the excep-
tion of the subjective fear of catastrophe or death
(Beitman et al. 1987). With recurring attacks, how-
ever, 15 patients developed a phobic avoidance pattern,
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which was finally classified as agoraphobia. In one
case an acrophobic behaviour was additionally
recorded.

From the perspective of life cycle, the majority of
patients (men: 21; women: 9) had to deal with seri-
ous midlife problems (Table 32.1). The socioeco-
nomic status of most patients was “married” or
“living in stable long-term relationships.” Both women
and men had been living in partnerships charac-
terised by emotional closeness, family centredness,
and social stability when either negative life events
or normative developmental tasks of the life phase
disrupted the previous life style. They were typically
freelancers or employed (Kapfhammer et al. 1997).

As regards psychiatric family history, a much
higher prevalence of anxiety disorders should be
expected in first-degree relatives, if PPV is more
strongly connected with other main groups of anxiety
disorders (Crowe 1990; Fyer et al. 1990). An addi-
tional variable differentiating PPV from other
groups of anxiety disorders is the more advanced
age at first manifestation. Whereas age of onset in
various forms of phobia or panic disorder is most
frequently in the third decade of life (Noyes and Holt
1994), the incidence of PPV seems to be highest in
the fourth and fifth decades (Huppert et al. 1994).

A psychosocial and psychodynamic assessment of
the patient’s life situation at the onset of the condi-
tion showed that almost all patients of our follow-up
study had been confronted with serious crises that
had disrupted their previous way of life (Fig. 32.1).
There seemed to be a traditional distribution of
social role and psychosocial identity, with special
stressors in the field of partnership and family pre-
vailing in women, on the one hand, and stressors of
professional performance in men, on the other
(Kapfhammer et al. 1997). We agree with Eckhardt-
Henn et al. (1997) that PPV allows for a more sub-
group-oriented psychiatric classification. However,
there are three consecutive diagnostic steps:

1. Differentiate between psychogenic and organic
vertigo syndromes;

2. Differentiate between PPV and other psy-
chogenic forms of vertigo and dizziness;

3. Differentiate various psychiatric abnormalities
which according to the DSM IV classification are
associated with PPV (Brandt et al. 1997).

Thus, the entity PPV, if evaluated by DSM-III-R or
DSM-1V, can be assigned to various psychiatric cate-
gories. Although an association of PPV with anxiety
disorders is evident, not all patients present with
symptoms of anxiety or panic during attacks of ver-
tigo. However, most patients develop a disabling
“phobic-avoidance pattern” with recurrent attacks.
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Differential diagnosis

Relevant differential diagnosis of PPV includes cen-
tral vestibular disorders (p.167), hereditary or
acquired ataxias, senile gait disorders (p. 386), bilat-
eral vestibulopathy (p. 127), peripheral or central
vestibular paroxysmia (p. 117), basilar migraine
(p. 329), familial episodic ataxia (p. 365), perilymph
fistulas (p. 99), atypical Meniére’s disease (p. 83),and
psychogenic vertigo other than PPV (p. 455).

Course and treatment

The average age of our patients with PPV was 41.5
years (male: 40.9; female: 42.0). Ages ranged from 18
to 70 years, with a clear peak for the fourth and fifth
decades in both males and females. Both sexes were
equally affected; there was a slight preponderance of
females (n = 81 vs n = 73) (Huppert et al. 1994; Fig.
32.1). The duration of the condition before definitive
diagnosis ranged from 1 week to 30 years, with a
mean of 38 months. The attacks recurred for months
or even years, sometimes in cycles. On the basis of
patient history and clinical examination, a consider-
able proportion of patients were diagnosed initially
to have an organic disorder of vestibular function
which triggered the phobic condition (p. 471). The
constellation of psychogenic vertigo following
lesional vertigo is described in the literature (Pratt
and McKenzie 1958; Lilienfeld et al. 1988; Page and
Gresty 1985; Marks 1981; Huppert et al. 1995; see
p. 457).

The first therapeutic session must follow the diag-
nostic work-up. For the patients to “believe” a psy-
chogenic diagnosis, they must have a neurological
examination, vestibular testing, and possibly a brain
imaging, Our therapeutic regimen consists mainly in
providing them with a detailed explanation of the
mechanism that causes, and the factors that provoke,
PPV attacks, and thus relieving them of their fear of
a severe organic disease. We recommend a self-
controlled “desensitisation” - within the context of
behavioural therapy - by repeated exposure to situa-
tions that evoke the vertigo. Such therapy is usually
achieved in two to three sessions. We do not subject
the patients to long-term psychotherapy. We attempt
to guide the patients by suggestion, assuring them
that the nature of the disease is known and that self-
controlled therapy is possible. We discourage the
patient’s preoccupation with their symptoms
(decoupling of catastrophic thoughts), provided the
obsessional symptoms are not too severe. In cases of
severe obsession we administer antidepressant
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agents such as amitriptyline, imipramine, or selec-
tive serotonin-reuptake inhibitors in addition to
psychotherapy. We advocate regular but not overly
strenuous physical activity to improve the sense of
diminished fitness.

We asked 78 patients with PPV and 17 patients
with psychogenic disorder of stance and gait (PSG)
to evaluate their condition 6 months to 5.5 years
after their original referral and short-term psy-
chotherapy (Brandt et al. 1994). Two results seem
most important:

1. We had not misdiagnosed anyone with PPV (also
Kapfhammer’s group did not have to revise the
initial diagnosis in their follow-up of 42 patients;
Kapfhammer et al. 1997).

2. The patients showed a favourable course with an
improvement rate of 72% (22% of patients
became symptom-free). The majority of patients
with PPV experienced complete remission or
considerable improvement, even if their condition
had lasted between 1-30 years prior to diagnosis
(Fig. 32.5).

Age and sex did not influence the prognosis. The
course seemed to be independent of psychotherapy
or other therapies performed, and most of the
patients with the best outcome reported no therapy
following or after the suggestive short-term psy-
chotherapy described above (Table 32.3). There was
a tendency toward better prognosis with shorter
duration of PPV. The improvement or remission
usually occurred within days to weeks following
diagnosis. Improvement usually remained stable and
ameliorated both professional and social activities
considerably. Whereas the majority of patients with
PPV felt fit for work, the majority of those with PSG
felt unfit for work (Table 32.4). Occasional relapses
were not analysed statistically because of the varying
lengths of the follow-up periods. In patients who
failed to respond initially, attempts with long-term
psychotherapies were ineffective. Thus, it seems
unlikely that the prognosis of PPV will be considerably
improved by long-term rather than short-term ther-
apies. On the other hand, there are no controlled
studies available on the different effects of alterna-
tive therapies for PPV; thus, the success rate of therapy
must be compared with the frequently favourable
course of phobias left untreated (Agras et al. 1972;
Noyes et al. 1980). It is well-established that behav-
ioural therapy (Barlow 1990) and antidepressants
(Ballenger et al. 1988; Lesser et al. 1988) are helpful
in the treatment of phobias.

Our first follow-up allows us to adopt a moderately
favourable view on the course of PPV, which might
be further improved by additional pharmacological
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Fig.32.5. Course of phobic postural vertigo (PPV) (top) and psychogenic disorder of stance and gait (PSG) (bottom) as a function of
the duration of the condition before diagnosis and short-term treatment by suggestion (abscissa). Single dots represent individual
self-evaluations of 78 patients with PPV and 17 patients with PSG of their condition at follow-up using a simple scale (1 = symptom-
free: 2 = considerably improved; 3 = no change).[n general, prognosis seems to be inversely related to the duration of the disorder, but
in PPV, complete remission is possible even after 20 years. No patient with PSG was found symptom-free if the condition had lasted

fonger than 4 months. (From Brandt et al. 1994.)

Table32.3. Results of therapeutic measures during follow-up of 78 patients with phobic postural vertigo (PPV)
and 17 patients with psychogenic disorders of stance and gait (PSG)*

Type of therapy PPV PSG
Symptom-free Improved  Nochange Symptom-free Improved No change
(n=7) (n=139) (n=22) (n=3) (n=5) (n=9)
Psychotherapy 1 10 5 1 1 2
Pharmacological therapy 1 10 5 - 3 7
Physiotherapy 2 7 2 - 1 4
Alternative therapies i 3 5 - - 4
No therapy " 13 9 2 1

2Some patients received more than one therapy, thus totals may exceed the number of patients.

From Brandt et al. (1994).

or behavioural therapies not yet proven in controlled
prospective studies. In their follow-up, Kapthammer
et al. (1997) emphasise the significant psychological
problems at follow-up term (74%), despite the con-
siderable rate of improvement in vertigo complaints
(79%; Table 32.5). Only 11 of 42 patients were free of
any coexistent psychiatric symptoms and were in a

stable and balanced mood at follow-up. Anxious (n =
17) and depressive syndromes (n = 11) were report-
ed to be the main psychological problems. On a
descriptive level of analysis, patients with predomi-
nantly dependent or avoidant personality traits
seemed to show a more negative course of illness
than patients with obsessive-compulsive features. A
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Table 32.4. Ability of 78 patients with phobic postural vertigo (PPV)
and 17 patients with psychogenic disorder of stance and gait (PSG) to
work during follow-up period

PPV (n=78) PSG(n=17)
Fit for work 45 6
Partially fit for work 14 2
Unfit for work 13 7
Other (pensioners) 6 2

From Brandt et al. (1994).

Table 32.5. Classification of psychopathological disability according to DSM-H1-R at follow-up with respect to
the initial diagnostic group {category of course of illness as regards the syndrome of vertigo)

First admission Follow-up n (categoryito V)

Major depressive episode
Dysthymic disorder
Generalised anxiety disorder
Panic disorder

-
—
-
—

No psychiatric disorder
Dysthymic disorder
Generalised anxiety disorder

Dysthymic disorder
Panic disorder +
Dysthmic disorder

2
2
6
No psychiatricdisorder = 2
2
4

(L)
(inv)
(U8, 10, 14, 11, 101, 1Y)

(1, 1y
(1, 1v)
(I, 1, i 1v)

Panic disorder {partial)
Agoraphobia

PPV (monosymptomatic) -

No psychiatric disorder
Dementia

(10, 18,1, 1t

(1, iy

(1, 0,010, e
{m

_—~ N

Adjustment disorders with

anxiety {chronic type}
Agoraphobia
Agoraphobia + 2

(i, 0, 1)
(1, IV, IV, 1v)
(v, Iv)

~ 5

Dysthymic disorder

Categories: | = symptom-free; If = long symptom-free intervals; lll = moderate improvement; IV = chronic-

persistent vertigo.
From Kapfhammer et al. (1997).

pronounced “somatic concept of illness” and persist-
ing physical symptoms such as tinnitus, neckache,
and serious illness, which were not causally linked to
PPV but reinforced constant self-observation and
often triggered hyperchondriac ideas, significantly
contributed to a negative course of illness
(Kapfhammer et al. 1997).

A major difference between PPV and PSG in our
follow-up study (Brandt et al. 1994) was the influ-
ence of the duration of the condition on prognosis.
Complete remission of PSG was observed only if the
condition had been present less than 4 months; there
was no improvement if it had lasted longer than 2
years (Fig. 32.5). The literature on prognosis and

treatment of conversion disorders is somewhat con-
fusing; there have been both favourable and pes-
simistic reports (Ford and Folks 1985; Lazare 1981).
There is a striking difference in the appearance of
PPV and PSG as regards how patients experience
and present their condition. PPV patients tend to
hide their problem and usually continue working,
although they suffer enormously from impending
failure. Patients with PSG exhibit their obvious dis-
ability, do not usually work, and seem to suffer less
(Brandt et al. 1994).

Table 32.6 summarises the information about PPV
given in this chapter.
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Table 32.6. Phobic postural vertigo

Vertigo

Definition

Spontaneous {sometimes stimulus induced) postural vertigo and unsteadiness in maintaining an upright position and in walking with (but also without)

excess anxiety in patients with obsessive-compulsive personality traits

Clinical syndrome

— Dizziness and subjective disturbance of balance while standing or walking, despite normal clinical balance tests
- Fluctuating unsteadiness in episodes or momentary perception of illusory body perturbations
— Although the attacks can occur spontaneously, there is usually a perceptual stimulus or social situation as provoking factors and a tendency for rapid

conditioning, generalisation, and avoidance behaviour to develop
— Anxiety during or after vertigo, but also vertigo attacks without anxiety
— Obsessive-compulsive type personality, labile affect, mild depression

— Onset of condition frequently follows organic vestibular disorders, psychosocial stressors, or illness

Incidence/age/sex

This second-most common cause of vertigo affects both sexes equally; there is a clear peak for the fourth and fifth decades in both males and females

Primary personality

Clear preponderance of obsessive-compuisive personality traits, but also narcissistic, histrionic, dependent, avoidant, and passive-aggressive traits are

present

Hypothetical pathomechanism

Anxious introspection induces a sensorimotor mismatch due to decoupling of efference and efference-copy signal, so that the patients experience active

head and body movements as passive perturbations or vertigo

Course and prognosis

Lasting years to decades if untreated and showing increasing avoidance behaviour

Management

Explanation of the psychogenic mechanism (relieving the patients of their fear of a severe organic disease) and short-term behavioural therapy (“self-

controlled desensitisation”) yield an improvement rate of about 70%

Differential diagnosis

— Central vestibular disorders

— Non-vestibular ataxia

— Bilateral vestibulopathy

- Vestibular paroxysmia

— Basilar migraine

— Perilymph fistula

— Atypical Meniere’s disease

— Psychogenic vertigo other than PPV
- "Visual vertigo”
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Table 32.6. Phobic postural vertigo

Definition
Spontaneous (sometimes stimulus induced) postural vertigo and unsteadiness in maintaining an upright position and in walking with (but also without)
excess anxiety in patients with obsessive-compulsive personality traits

Clinical syndrome

— Dizziness and subjective disturbance of balance while standing or walking, despite normal clinical balance tests

— Fluctuating unsteadiness in episodes or momentary perception of illusory body perturbations

— Although the attacks can occur spontaneously, there is usually a perceptual stimulus or social situation as provoking factors and a tendency for rapid
conditioning, generalisation, and avoidance behaviour to develop

— Anxiety during or after vertigo, but also vertigo attacks without anxiety

— Obsessive-compulsive type personality, labile affect, mild depression

— Onset of condition frequently follows organic vestibular disorders, psychosocial stressors, or illness

Incidence/age/sex
This second-most common cause of vertigo affects both sexes equally; there is a clear peak for the fourth and fifth decades in both males and females

Primary personality
Clear preponderance of obsessive-compulsive personality traits, but also narcissistic, histrionic, dependent, avoidant, and passive-aggressive traits are
present

Hypothetical pathomechanism .
Anxious introspection induces a sensorimotor mismatch due to decoupling of efference and efference-copy signal, so that the patients experience active
head and body movements as passive perturbations or vertigo

Course and prognosis
Lasting years to decades if untreated and showing increasing avoidance behaviour

Management
Explanation of the psychogenic mechanism (relieving the patients of their fear of a severe organic disease) and short-term behavioural therapy (“self-
controlled desensitisation”) yield an improvement rate of about 70%

Differential diagnosis

— Central vestibular disorders

— Non-vestibular ataxia

~ Bilateral vestibuiopathy

— Vestibular paroxysmia

— Basilar migraine

~ Perilymph fistula

- Atypical Meniere's disease

- Psychogenic vertigo other than PPV
- "Visual vertigo”
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Table 32.6. Phobic postural vertigo

Definition
Spontaneous (sometimes stimulus induced) postural vertigo and unsteadiness in maintaining an upright position and in walking with (but also without)
excess anxiety in patients with obsessive-compulsive personality traits

Clinical syndrome

- Dizziness and subjective disturbance of balance while standing or walking, despite normal dlinical balance tests

- Fluctuating unsteadiness in episodes or momentary perception of illusory body perturbations

- Although the attacks can occur spontaneously, there is usually a perceptual stimulus or social situation as provoking factors and a tendency for rapid
conditioning, generalisation, and avoidance behaviour to develop

- Anxiety during or after vertigo, but also vertigo attacks without anxiety

- Obsessive-compulsive type personality, labile affect, mild depression

~ Onset of condition frequently follows organic vestibular disorders, psychosocial stressors, or iflness

Incidence/age/sex
This second-most common cause of vertigo affects both sexes equally; there is a clear peak for the fourth and fifth decades in both males and females

Primary personality
Clear preponderance of obsessive-compulsive personality traits, but also narcissistic, histrionic, dependent, avoidant, and passive-aggressive traits are

present

Hypothetical pathomechanism
Anxious introspection induces a sensorimotor mismatch due to decoupling of efference and efference-copy signal, so that the patients experience active

head and body movements as passive perturbations or vertigo

Course and prognosis
Lasting years to decades if untreated and showing increasing avoidance behaviour

Management
Explanation of the psychogenic mechanism (relieving the patients of their fear of a severe organic disease) and short-term behavioural therapy (“self-

controlled desensitisation”) yield an improvement rate of about 70%

Differential diagnosis

~ Central vestibular disorders

— Non-vestibular ataxia

- Bilateral vestibulopathy

— Vestibular paroxysmia

.— Basilar migraine

— Perilymph fistula

— Atypical Meniére’s disease

— Psychogenic vertigo other than PPV
- “Visual vertigo”





