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Stimulation SFEMG findings with (A) and without (B) interference of spontaneous activities in the
same recordings with the same stimulation strength. J7itter was increased with interference of
spontaneous activity because of myogenic jitter. The propagation velocity along the muscle fibre
changes with activity, particularly when it is irregular such as during spontaneous discharges.

physiological studies, the nerve does not
seem to be the origin of spontaneous activi-
ties in our patient. Pharmacological studies
support this hypothesis. Stimulation
SFEMG confirmed a normal neuromuscular
transmission in Schwartz-Jampel syndrome,
whereas voluntary SFEMG was not helpful
due to technical difficulties.

Jitter studies have been performed in

three previous reports of Schwartz-Jampel
syndrome.2 4 However, adequate numbers of
single fibre action potential pairs for quanti-
tative measurement were not obtained in
these studies. Their data showed abnormal
jitter with rare blocking. In one case,4 elec-
trophysiological and morphological studies,
including a quantitative end plate measure-

ment, suggested no abnormalities in the
nerve and end plate despite the presence of
an abnormal jitter. The jitter with voluntary
SFEMG can be derived not only from the
involvement of nerve and end plate but also
from the muscle itself. The so called "myo-
genic jitter" is usually due to interdischarge
interval (IDI) dependent jitter which results
from the velocity recovery function (VRF).
The main causes of irregularity of IDI is the
irregularity of MUP firing and is enhanced
by large differences of propagation velocity
induced by differences of muscle fibre diam-
eters (for example, hypertrophy of muscle
fibres in Schwartz-Jampel syndrome3). In
instances when spontaneous activity and
extradischarges occur, irregularity of IDI
may be even more pronounced. Stimulation
SFEMG, on the other hand, does not pro-
duce IDI dependent jitter because of a

steady stimulus frequency. An exercise of
caution is needed during jitter measurement
should there be spontaneous activity, inter-
ference of MUP, or extra discharges as these
may change IDI due to supernormal VRF.

The present stimulation SFEMG study,
with a careful analysis, showed normal end
plate function and strongly supports the
hypothesis that the origin of spontaneous
activities in our patient with Schwartz-
Jampel syndrome is in the muscle itself.
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Apolipoprotein E polymorphism and
late onset Alzheimer's disease in
Argentina

Several genes and, possibly, environmental
factors are involved in the initiation, pro-
gression, and severity of Alzheimer's disease
(AD). The inheritance of the three common

Apolipoprotein E gene (APOE) alleles (£2,
£3, and £4) can induce a differential individ-
ual susceptibility to Alzheimer's disease.
There is a large body of evidence showing
that the £4 allele of APOE is a genetic risk
factor for late onset of Alzheimer's disease in
an allele dose dependent manner.'
The £4 allele frequency varies with the

ethnic background as inferred from Japanese
and Spanish studies, in which values for the
general population are lower than those
from the United States, Canada, and north-
ern European countries. The £4 frequencies
reported range from 0-24 to 0-52 in patients
with Alzheimer's disease, 0-06 to 0-18 in
controls, and 0-1 to 0-2 in the general popu-
lation, regardless of the prevalence of
Alzheimer's disease in each country (for
review see Adroer et a12).
As little is known about the £4 allele fre-

quency and Alzheimer's disease in Hispanic
people from South America, we conducted a
case-control study in Argentina. The aim of
our work was to evaluate the association
between the APOE allele genotype and late
onset Alzheimer's disease in a population
with a heterogeneous genetic background
due to the fusion of South American Indian
natives with northern and southern
European immigrants.
We studied 45 patients (mean age 74-72

(SD 5 5) years, mean age of onset 69-61
(SD 4 7) years) with a diagnosis of probable
Alzheimer's disease according to NINCDS-
ADRA criteria. Sporadic patients were
defined as those with no first or second
degree relatives with dementia in at least two
generations back.3 The 45 age matched con-
trols (mean age 71-89 (SD 7-2) years) had a
normal neuropsychological evaluation and
no history of psychiatric and vascular dis-
eases or alcoholism. In addition, we studied
101 healthy blood donors younger than 50
years (mean age 33-81 (SD 8 5) years) to
determine the £4 allele frequency in the gen-
eral population. All the subjects included in
the study were Hispanic and at least the sec-
ond generation of native Argentinians. The
study protocol and informed consent from
all subjects or their relatives was approved
by the institution's ethics committee.
Genomic DNA was obtained from

peripheral blood by standard procedures
and APOE genotyping was performed using
the polymerase chain reaction and HhaI
digestion.4 The £4 frequency was calculated
by allele counting and the differences
between groups tested with Fisher's exact
statistics. Odds ratios (ORs) and 95% confi-
dence intervals (95% CIs) were calculated
with GraphPad InSat (1994) V2 05a soft-
ware.
The table shows the genotypes and allele

frequencies of each group. The £4 allele fre-
quencies for late onset Alzheimer's disease
patients and controls were 0-22 and 0 077
respectively. Homozygosity for the £4 allele
was found in three patients in the
Alzheimer's disease group and was absent
among controls. Our young population had
an £4 allele frequency of 0-153 which agrees
with the reported frequencies for white
populations. We found a statistically signifi-
cant difference between patients with late
onset Alzheimer's disease and controls (P =
0-015) but not between the Alzheimer's dis-
ease group and the young general popula-
tion (P = 0 26). The OR for our case
control study, in the presence of one or two
£4 alleles, was 3-33 (95% CI 1 204-9 020).
Although our results are in general agree-
ment with most reports, we found a rela-
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Genotype and allele frequency ofAPOE in patients with late onset Alzheimer's disease (LOAD), controls, and general population in Argentina
Group (n) Mean age (y) 2/2 2/3 2/4 3/3 3/4 4/4 E2 E3 E4

LOAD (45) 74-72 0 0 0 28 14 3 0 (0) 0-62 (70) 0-22 (20)*
Controls (45) 71-89 0 1 0 37 7 0 0-011 (1) 0-911 (82) 0-077 (7)
General population (101) 33-81 0 5 7 65 24 0 0-059 (12) 0-787 (159) 0-153 (31)

*P = 0-015 (Fisher's exact statistics), LOAD v controls.
Allele numbers are in parenthesis.
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Systematic overestimation of intracra-
nial pressure measured using a Camino
pressure monitor

The Camino fibreoptic intracranial pressure
(ICP) monitor (Camino Laboratories, San
Diego, CA, USA) was the first intra-
parenchymal microtransducer to be used
widely in clinical practice. Recent labora-
tory tests' have confirmed its excellent accu-

racy and low long term drift when
temperature remained constant. However,
an increase in ambient temperature pro-

Figure 1 (A) Recording ofICP dunng
removal of a Camino transducerfrom the
subarachnoid space ofpatients with head injury.
The transducer was removed at time point 1.
Readings were unstable for about three seconds
and then the temperature driftfrom 4 mm Hg
(starting at time point 2) to 0 mm Hg was
recorded during cooling of the catheter tip to
room temperature. (B) A similar effect to point
A was recorded during removal of a Camino
transducer submerged in a cylinderfilled with
warm water (36°C). The pressure decreased
(time point 1) from around 25 mm Hg (height
ofwater column) over one second to 0 mm Hg.
It is hypothesised that this deeper than expected
decrease is caused by an immediate cooling
during vaporisation of the waterfrom a wet
membrane-too small to cool the whole catheter
tip. It is repeatable and is probably equivalent to
the period of "unstable reading" seen in A. The
pressure then increased to S mm Hg (at time
point 2) and subsequently decreased gradually to
0mm Hg over the next 20 seconds.
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