
has not fully been elucidated. It may be either the hyperdyn
amism secondary to the hypermetabolism of total body skel
etal muscle or the direct involvement of myocardium. The
direct involvement ofcardiac muscle has been suspected with
microscopicobservation at necropsy (3) and thallium-20l
myocardialscan (4). In contrast, absenceof myocardialin
volvement has been reported with the histologic examination
at endomyocardial biopsy (5).

The uptake of [99mTc]pyp employed in the present study
is limited to the necrotic and severely injured cells ( 7,8) and
a positive accumulation is demonstrated 12 hr to 6 days after
the muscle injury (6). Kawamoto et al. (9), using [@mTcJPYP
scintigraphy, demonstrated absence of myocardial involve
ment following recovery from MH crisis. Their report was,
however,not conclusiveto rule out the myocardialinvolve
ment, since their patient did not develop either cardiac arrest
nor severe cardiac dysfunctions during the crisis. To our
knowledge,our report is the first to demonstrate that the
myocardium is not involved by the pathogenesis of MH. It is
thus strongly suggested that the severe and sometimes fatal
cardiac dysfunctions occurring during the hyperthermic crisis
are secondary to either or both the cardiac hyperdynamism
due to the elevatedskeletalmusclemetabolismand hyperka
lemia secondary to the muscular destruction. The prompt
restoration ofsinus rhythm following intravenous administra
tion of calcium gluconate observed in the present patient
support this postulate.
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Dynamic Xenon-133 SPECT in Dementia

TO ThE EDITOR: In the paperâ€œAssessmentof Demented
Patients by Dynamic SPECT oflnhaled Xe- 133â€•(J Nucl Med
1988; 29: 1621â€”1626),the authors report their experience with
the evaluation ofregional cerebral blood flow (rCBF) employ
ing single photon emission tomographic (SPECT) determina
tion using inhaled xenon-l33 (â€˜33Xe)in a group of patients
with Alzheimer's disease (AD), senile dementia of the Alz
heimer type (SDAT), multi-infarct dementia, as well as in a
group of elderly control subjects. This is an interesting work,
but it contains two significant errors:

1. In our own experience with inhaled [â€˜33Xe]SPECT(1-
4) we have found that the pattern of flow reduction in the
posterior temporal and parietal regions may be symmetrical
in patients with early or moderately advanced AD or SDAT,
but it is quite commonly asymmetrical, with significant dif
ferences in relative posterior flow reduction. Further, left or
right frontal flow reduction may occur in a smaller number
of patients. There is a tendency for flow reduction to match
general clinical symptoms, with left posterior rCBF deficits
accompanying short-term memory problems, right posterior
deficits accompanying spatial orientation difficulties, left fron
tal flow deficits in patients with aphasia, etc. These asymme
tries have also been identified by investigators using other
SPECTtechniques (5).

2. The authors are not the first to report experiencewith
â€˜33Xeinhalation SPECT in the entities under study. We, and
our colleagues, have described our own experience in a similar
group of patients in three abstracts (1-3), and one peer
reviewed paper (4), all published in universally available jour
nals.
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REPLY: We address the points in the letter by Bonte and
Devous below.

1. Patients with dementia employed in our study were early
stage and could not receive an examination of Hasegawa's
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