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Day et al reply
We thank Dr Stern for his comments and
suggestions, but still believe that our conclu-
sions hold. As stated in the final paragraph
of the discussion to our paper, we think that
the data show that patients with Parkinson's
disease can and do adopt a predictive motor
strategy when tracking a known target
movement, but that they do so with less
accuracy than normal subjects.
The issue of short-term prediction of

unknown targets, which leads to tracking
lags shorter than visual reaction times in
both normals and Parkinsonians, is not the
crucial point. It is the ability of Parkin-
sonians to reduce tracking lag closer to zero
when the target movement is known that
defines the use of a predictive motor strat-
egy, and 11 of the 12 patients studied were

able to do this. If, as suggested by Dr Stern,
the patients and controls are compared by
measuring the reduction in lag for each sub-
ject, then a t test does reveal a difference
between the groups at the 5% level of
significance (t = 2 29, p = 0 33 for a two-
tailed test). ANOVA gives essentially the
same result with a significant main effect of
conditions (F = 46-88, p < 0-001) but not of
groups (F = 0-05, p > 005) with a

significant interaction between groups and
conditions (F = 5 24, p = 0 034). However,
it should be pointed out that strictly speak-
ing a t test is not applicable to these data.
The difference in variability of the two
groups is large (variance ratio = 6 24) and
the control data is skewed. The non-

parametric Mann-Whitney test is more suit-
able but fails to reveal a difference between
the groups (U = 23, p > 0 05). Therefore,
we believe that the present data are inconclu-
sive on this point, and that this issue can be
resolved only by further experimentation.

Our data show that even though a predic-
tive strategy was used, the tracking error of
the patient group did not improve as much
as the control group. There are two possible
ways of explaining this. Either the patients'
tracking lag did not improve as much as

controls', or, lag was reduced normally but
the movements were more inaccurate. In
contrast to Dr Stern, we favour the latter
explanation for the following reasons: (1)
The mean tracking lag of the patients was

not statistically different from that of the
controls in both the unpredictable and pre-

dictable conditions. (2) There was a cor-

relation between the improvement in error

and reduction in lag for the control subjects
( r = 0-83, p < 0 05), but not for the patient
group (r = 0 03, p > 0-05).

In conclusion, Dr Stern and we agree that
patients with Parkinson's disease can adopt
predictive movement, but less successfully
than normal subjects.

Triphasic waves of metabolic encephalopathy
versus spike-wave stupor

Sir: We disagree with the discussion that
Yamamoto and Hosokawa give in their
recent case report "Triphasic spike-wave
stupor in portal-systemic encephalopathy."1
They seem to confuse the EEG findings of
triphasic waves seen in metabolic dis-
turbances and spike-wave discharges seen in
epileptic spike-wave stupor (also called
absence status or petit mal status). This dis-
tinction has diagnostic and therapeutic
importance.

Their patient was a 59-year-old woman

presenting with episodic obtundation and a

flapping tremor. Portal-systemic encepha-
lopathy was diagnosed from laboratory and
radiologic evidence of liver cirrhosis (includ-
ing hyperammonaemia) and treated with
lactulose and kanamycin. They concluded
from EEG findings of "continuous bilater-
ally synchronous atypical spike-wave dis-
charges of an epileptic nature" that the
patient had spike-wave stupor secondary to
portal-systemic encephalopathy.
A more accurate interpretation of the

EEG (shown in the figure accompanying the
case report) would be triphasic waves sug-
gestive ofa metabolic disturbance. Triphasic
waves are medium to high amplitude,
diffuse, frontally predominant, broad com-

plexes consisting of a large positive (down-
ward) sharp wave preceded and followed by
small negative (upward) components.2
These complexes last 0-15 to 0 25 seconds
and recur singly or in serial trains about
every 0 5 to 2 seconds. They are often super-
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imposed on a background of asynchronous
and bisynchronous slow waves. There is usu-
ally a tendency for fronto-occipital delay.
Although rarely seen in degenerative pro-
cesses or after anoxic episodes and head
trauma, triphasic waves usually indicate
toxic-metabolic encephalopathy, most com-
monly hepatic or renal. They are not epi-
leptic phenomena.3 There appears to be a
limited correlation between blood ammonia
levels and the triphasic wave pattern.4 The
treatment is usually correction of the under-
lying metabolic abnormality.
The spike-wave discharges accompanying

spike-wave stupor are medium to high
amplitude, generalised, predominantly.
fronto-midline, synchronous complexes
(surface negative spike followed by surface
negative slow wave). The morphology may
be less regular than the spike-wave of typical
absence seizures, and polyspikes may be
admixed.5 These repetitive spike-wave com-
plexes fire rhythmically at a frequency of 2 to
6 Hz (usually 25-3 5 Hz).6" The complexes'
may be continuous, or they may occur in
repetitive bursts alternating with normal or
near-normal background activity. A strong
external stimulus may temporarily nor-
malise the EEG.5

Spike-wave stupor (absence status) is an
epileptic phenomenon clinically manifesting
as a confused state lasting minutes to days.8'
In most instances, it occurs as part of a pre-
existing seizure disorder, usually absence sei-
zures.5 6 The treatment is usually by anti-
epileptic medications.9

This case report illustrates how an EEG
finding (triphasic waves) combined with
appropriate laboratory and radiologic
confirmation can differentiate the diagnosis
of portal-systemic encephalopathy from
other causes of episodic obtundation,
including spike-wave stupor. Yamamoto
and Hosokawa correctly point out that
spike-wave stupor has occasionally been
reported in patients without a previous sei-
zure history. Rarely, the condition may be
associated with acquired neurological dis-
ease (head injury, encephalitis, cere-
brovascular disease)6 or predisposing toxic-'
metabolic disturbances.10 The same
associations occur with typical absence sei-
zures.9
The EEG distinction between triphasic

waves and spike-wave discharges makes the
EEG useful in ensuring that metabolic disor-
ders and epileptic spike-wave stupor are
each diagnosed and treated appropriately. '

PHILIP H SHERIDAN
SUSUMU SATO

National Institute of Neurological
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Yamamoto et al reply:

We also believe that episodic behaviour dis-
orders must be differentiated from epileptic
disorders and metabolic encephalopathy as
pDrs Sheridan and Sato note. They concur
that spike-wave stupor is rarely found in
non-epileptic disorders. We use this term as
a state diagnosis or a state description, not as
a clinical diagnosis. In portal-systemic
encephalopathy, Poser' described the triph-
asic wave with epileptic nature. In our case,
to our regret, the EEG is somewhat ambigu-
.ous, but it has bilateral synchronous spike
component of epileptic nature. Hosokawa
et al2 previously showed that diazepam
inhibits the spike-wave discharge in portal-
systemic encephalopathy. We believe that

spike-wave stupor in portal-systemic
encephalopathy could be considered to be
due to secondary epileptogenesis caused by
metabolic disturbances in that case.
From this standpoint, spike-wave stupor

in portal-systemic encephalopathy is not
contrasted with epileptic spike-wave stupor.
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Book reviews
Vestibular and Visual Control on Posture and
Locomotor Equilibrium. (7th International
Symposium of the International Society of
Posturography, Houston). Edited by M Ig-
arashi and FO Black. (Pp 366 $80.50.) Basel:
Karger, 1985.

This book records the proceedings of the 7th
International Symposium of the Inter-
national Society of Posturography. It con-
tains papers which are either overviews of
the state of the art in particular aspects of
posturography or accounts of specific ex-
periments. Various sub-sections of the book
deal with models of postural control, quan-
titative techniques, interaction with visual
and vestibular systems, the aerospace envi-
ronment, neurophysiology and devel-
opmental and pathological studies.
With the exception of the short section on

neuro-physiology, all the papers take what
might be termed as a "behavioural" or "hu-
man engineering" approach to the study of
posture and are largely concerned with stud-
ies on human subjects.
As is to be expected with. the proceedings

of any conference, the quality of individual
contributions is variable. However, a sub-
stantial number of the p-ners are of high
quality. The bQok has the appeal, derived
from the multi-disciplinary nature of postur-
ography, that it contains something of inter-
est for almost everybody concerned with
behavioural studies of posture.
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Neurosurgical Operations. By G Merren and
W-E Goldhahn. (Pp 556; DM 120.00.)
Heidelberg: Springer-Verlag, 1985.

This is the second edition of a standard Ger-
man language neurosurgical text written by
the late Professor Merren and re-edited by
Professor Goldhahn, and now translated
into English. The book consists of various
sections including general neurosurgical
techniques, vascular neurosurgery, spinal
surgery, pain and stereotaxy. In each section
a page is devoted to a description of the
operation and the opposite page to one or
two detailed sketches illustrating the text.
The description of the operations are reason-
ably clear, and the drawings are more helpful
than they first appear; the quality of the
reproduction and printing is not high.
The techniques described are orthodox

neurosurgery as practised in a major East
German centre. The neurosurgeon in train-
ing would find it a reasonable basic guide but
would expect more detailed correlation.
There is no mention of modern equipment
such as the CUSA sucker and laser surgery.
It is an interesting book but it also has
important competitors, whose price is simi-
lar, and whose multiple authorship confers
the benefit of specialists writing about their
particular field of interest.

MICHAEL POWELL

Scientific Basis of Clinical Neurology. Edited
by M Swash and C Kennard. (Pp 805;
£60-00.) Edinburgh: Churchill Livingstone,
1985.

For many physicians the fascination of clin-
ical neurology is the pleasure of deductive
analysis based on careful observation in the
light of applied anatomy and physiology. As
one's experience matures one must inevita-
bly become more removed from the scientific
background which nurtured it. Further-
more, experience shows us that some of the
simplistic models which we inherited are in
themselves insufficient. In The Scientific
Basis ofNeurology Swash and Kennard have
assembled a series of review articles, not only
on the most immediate and glamorous
spheres of neurological research, but also
defining the current concepts of the most
basic and essential aspects of neurological
function. There are 67 distinguished con-
tributors, literally extending from A (Appen-
zeller on the-Autonomic Nervous System) to
Z (Zeki on Looking and Seeing). The indi-
vidual reviews are on average some 20 pages
in length and any one can be digested at a
single sitting. Each chapter is supplemented
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