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Tramcranial magnetic stimulation 

Sk: The timely article by Reid et a1 (1 998) 
is both informative and thought-provoking; 
the authors raise a number of issues which 
may have far-reaching implications beyond 
the treatment of depression. As Reid et of 
are quick to point out, transcranial mag- 
netic stimulation (TMS) has already estab- 
lished its usefulness in a number of 
clinical and research areas, including 
brain-mapping research and pre-operative 
neurological assessment. 

In  addition to its exdting research 
potential and existing clinical uses, TMS 
may also find a role in the treatment of a 
variety of neurological and neuropsy- 
chiatric conditions, for example Parkin- 
son's disease (particularly where there is 
concumnt speech deficit, as occurs in more 
than half of these patients). Sandyk (1997) 
describes the case of a 52-year-old patient 
with a four-year history of Parkinson's dis- 
ease complicated by speech impairment 
(mainly severe stuttering predominantly 
during 'on-off periods); a "dramatic and 
consistent improvement in speech" 
occurred following regular TMS treatment. 
Another area of invesrigation is the efficacy 
of TMS in  combination with serotonergic 
agents, which may have a synergistic effect 
(Belmaker et al, 1997) with implications 
again for movement disorders (notwith- 
standing the motor component of 
psychoses). 

Another issue raised by the growing use 
of TMS i s  its safety. Complications of its 
clinical use arc considered in detail else- 
where (Shaiahan & Ebmeier, 1988) and 
Reid ei 01 emphasise the potential of TMS 
for inducing seizures. Howwer, what is 
not discussed is  the possibility that TMS- 
provoked seizures may have a therapeutic 
benefit, as they apparently do in conven- 
tional electroconvulsive therapy (ECT). Of 
course, this would have implications for 
anaesthesia and muscle relaxants, again 
affecting patient acceptability. Presumably 
the primary advantage of TMS over ECT 

lies less in its efficacy and more in its toler- 
ability. I f  this i s  the case, the greater accept- 
ability of TMS will doubtless have an effect 
in the arena of public opinion. The popular 
notion of unmodified 'fitting' in the 19505 
made ECT a public pariah for decades, cul- 
minating in a public demonstration against 
ECT outside the Royal College of Psychia- 
mm in August 1998. In contrast, the a p  
parent sophistication of TMS in conscious 
and cooperating patients may prwe advan- 
tageous to the public perception of psy- 
chiatry. 
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Definitions of schizophrenia 

a+: While we applaud the design and 
presentation of the results of the study 
by Mason et a1 (1997) comparing the 
predictive validity of various definitions of 
schizophrmia, we take exception to the 
conclusion drawn by the authors that the 
ICD-10 (World Health Organization, 
1992) ddinition of schizophrenia "prob- 
ably represents the most clinically useful 
definition for first-episode studies" because 
it combines both high sensitivity (92.73%) 
and high specificity (88.64%). This might 
be true when the ICD-I 0 definition is com- 
pared with the DSM-III-R (American Psy- 
chiamc Association, 1994) definition in 

isolation, but it ignores the clinical reality 
of the situation. The DSM classification of 
schizophrenia recognises that the relative 
importance of sensitivity and specificity 
depends on the clinical context. Because 
of the dire consequence of being given a 
misdiagnosis of schizophrenia, the DSM 
definition of schizophrenia has bem de- 
vised with a very low tolerance for false 
positives, which i s  borne out by the study's 
finding of no false positives in the sample 
(using 13-year diagnostic stability as the 
gold standard). Howwer, for the purposes 
of case-finding, first-episode studies of 
schizophrenia invariably use a combined 
definition; that is, a case would be included 
for study i f  the criteria are met for either 
schizophreniform disorder or schizo- 
phrenia, which in this study would result 
in a combined sensitivity of 94.12% (super- 
ior to the ICD-10 definition). This result, 
coupled with the superior predictive valid- 
ity of the DSM-m-R, would seem to argue 
for a different conclusion - that the DSM- 
111-R definition performs the best. Given 
the inclusion of negative symptoms into 
the DSM-IV definition of schizophrenia, 
one would expect the sensitivity of the 
DSM-IV definition to be even better. 
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Satisfied with d0nsatisCaction? 

Sk: Lcese et 01 (1 998) report similar user 
satisfactiun, as indicated by the Vema 
Service Satisfaction Scale (VSSS; Ruggeri 
& Dall'Agnola), between an intensive and 
a standard community mental health ser- 
vice. They conclude that both services were 
reasonably sucvssful with fairly high levels 
of satisfaction. We would question such an 
optimistic interpretation. 
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The 54% of thwe selected for i n t m i m  
who did not participate may have had very 
different experiences from those who chose 
to  comply, therefore introducing important 
responder bias. Using non-independent re- 
searchers is likely to  bias responses. 

The VSSS asks patients to indicate their 
satisfaction on a five-point Likert scale. The 
choices are: 1 =terrible, 2=mwtly unsatis- 
factory, 3=miKed, 4=mostly satisfactory 
and S=rxcellenr. The mean satisfaction 
scores reported by Leese et a1 a r t  l c s  than 
four (mostly satisfactory) in all but one 
domain in both services at both rime pints .  
Scores which fall short of m d y  satisfact- 
ory must indicate that usen' experieoces 
of services could have been better. Leese 
et a r s  interpretation - that chis indicates 
successful services delivering fairly high 
levels of satisfaction - ignores thc &on- 
tent that respondenrs have expressed. 

This potential misreading of patients' 
experiences is compounded by the use of 
summary xores only. Ln our survey of 
psychiatric in-paticnm (Greenwood et a1 
1999) we report 73% of patients as very 
or fairly satisfied. Even in tbis group 
60.4% reported significant levels of ad- 
verse experiences with the service. The 
strength of the VSSS is that it questions 
the respondents in some d m i l  within 
each domain. Averaged satisfamion scores 
may wel! obscure MI dissatisfaction in- 
cluding perhaps a number of unpleasant 
experiences. 

If services are to be evaluated with a 
view to improving thcrn, then the details 
of dissatisfaction tbat users voice may be 
thc most valuable and deserve clorest 
artrnrion. 
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Traumatic W n  injury and 
porttHurnatic stress disorder 

Strr O'Brien & Nutt (1998) develop the 
proposition that traumatic brain in jury 
may p r a m  against h e  development of 
emotional consequences arising horn a 
traumatic experience ( Adler, 1945). 
Although it may be compelling to rhink 
that nighmares or horrific memories asso- 
ciated with such evenu cannor occur if 
there has been loss of consciousness, tbe lit- 
erature does not supporn rhis contention 
(see review, McMillan, 1997). One study 
reporn on 10 cavs who had traumatic 
brain injury ranging from mild to very se- 
vere and had post-traumatic stress disordcr 
(PTSD) (McMillan, 1996). Several ways in 
which PTSD can develop, despite loss af 
consciousness and post-traumatic amnesia, 
have been reporred. These include dis- 
m i n g  'windows' in memory, which for 
minor head injuries includes isolated 
memories soon before (e.g. of a lorry about 
to  make impact) and after (e.g. being in a 
car, t r a p 4  and smelling p o l )  the acci- 
dent, and for more severe head injuries 
isolated memories during pon-traumatic 
amnesia (McMiIhn, 1996). Some suggest 
that implicit learning which occurs during 
pon-traumatic amnesia is a vehicle (Layton 
& Wad-Zonna, 1995). These studies 
indicate that loss of consciousness and 
post-traumatic amnesia may not protect 
an individual horn traumatic emotional 
experiences, but not that this never occurs. 

O'Brien & Nun suggest that by mim- 
icking neurmansmitter changes caused by 
traumatic brain injury by pharmacological 
inrtrvmtioa, the development of PTSD 
might be arrcsted in people who have sus- 
tained no head injury. Given that PfSD oc- 
an even in people who have sustained a 
severe head injury, and chat other emo- 
tional consequences such as travel anvictyl 
phobias are not uncommon, some doubt 
must be placed upon their premise. Further- 
more, craumadc brain injury mggers a cas- 

cade of biocbcmical events resulting in 

brain injury these and caspase-3-like pr* 
teases (Yakovlev et al, 19971, endogenous 
opioids acting on kappa-2 receptors (h- 
den, 1996) and other acute metabolic 
responses contribute to coma in experimen- 
d animals. It may be prernawe to pin the 
pathophysiology of coma or post-traumatic 
amoesia primarily on glutarnatergic m h -  
anisms which are responsible for only a 
proportion of these post-traumatic sequelac 
(Myseros & Bullock, 1995). Any pharma- 
cological hypothesis needs to account both 
for 'windows' of awareness during loss of 
c o n s c i o ~  and post-trumadc amnesia 
b i t e  'excitoroxic surgep, and for the 
registration and consolidation of memories 
therefrom. As O'Briea & N m  acknowledge, 
the pharmacalogiml b a s e  for retrograde 
and anterograde amnesia are likely to 
differ, each time frame a potential source 
of traumatic memories. 

Civm thc present state of knowledge 
about PrSD after traumatic brain injury, 
it is premature to recommend the 
pharmacological intervention of the kind 
that they suggest for the reasons that they 
give. 
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