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that "the mechanism observed in the 1990 [Kucharczyk et al. J
experiment may explain the [Fujisawa et al.] neurosecretory granule
theory. " This statement is purely speculative; Dr. Fujisawa has no
experimental data to support his hypothesis. It is also unclear to me
whether Dr. Fujisawa now concedes that phospholipids can increase
T1 relaxivity.
I think that we all have a rather narrow focus on what various
tissues and materials can or cannot do to the MR signal, and we,
myself included , should refrain from making blanket statements on
topics we have little experience with. With that in mind , I have
continued to consider the possibility that neurosecretory granules
may enhance T1 relaxivity but through a mechanism we only recently
have considered. Currently , I am unsure whether T1 effects with
neurosecretory granules can be demonstrated. I do not yet have a
good model for the granule, but recent work [11] with qalcium has
shown substantial signal hyperintensity through T1 shortening effects
due to a mechanism of water adherence to the crystal surface. The
rotational and translational motion of the surface water is reduced by
the crystal surface, making conditions for efficient T1 relaxation more
favorable. It will be interesting to determine if small crystalline protein
aggregates like the neurosecretory granules have the same effect. If
so , it would be an important step in proving the neurosecretory
granule hypothesis.
Finally , to address Dr. Fujisawa's specific criticisms , I suggest that
many of his comments are incorrect and others are trivial. He states
that my colleagues and I claim to have done a saline overload
experiment. I closely reread the papers [1, 7-9] ; we made no such
claim. The reference citation that seems to trouble him actually was
referring to diabetes insipidus in humans [7]; he misinterpreted the
citation . He also believes the phospholipid vesicles "had signal intensity markedly higher" than the posterior lobe. I, and apparently the
AJNR reviewers of our manuscript, thought the two signals were
quite similar. In reference to posterior lobe ectopia in dwarfism, Dr.
Fujisawa would like to know why "they have abandoned their maldevelopment theory. " I still think , as I did then , that whatever is
responsible for the hyperintense signal , it accumulates above the
atretic or transected distal pituitary stalk. The term maldevelopment
is Dr. Fujisawa's, not mine. In 1988, I thought the hyperintense
nodule in pituitary dwarfs most likely was a lipid , but if neurosecretory
granules can be shown to cause the hyperintense signal , I would
accept the neurosecretory granule theory.
Dr. Fujisawa's diagram (and accompanying explanation) is his most
relevant criticism , and it raises an important point. He and his colleagues have shown experimentally that the hyperintense signal
disappears after 2 weeks of saline overload [6] , and he suggests that
phospholipids would accumulate, not diminish , under these conditions . His argument makes sense if we accept the premise that all
the phospholipids that are liberated at the terminal axon are taken up
and accumulate in the pituicytes and that the pituicytes do not
metabolize the phospholipids . But we do not know this. We have
some experimental evidence that after 48 hr of dehydration , the lipid
inclusions increase [8], but we do not know what happens after 2
weeks of dehydration. Does Dr. Fujisawa have data to indicate an
accumulation of phospholipid in the pituicyte after 2 weeks of dehydration? I currently do not have any data of my own to support or
refute this claim.
In concl~.,;sion, the hyperintense signal has provided a stimulus to
examine T1 relaxivity of various tissues. I have learned a great deal
from all the experiments that have been performed. We should
continue the learning process and perform the experiments required
to solve the remaining pieces in the posterior pituitary puzzle.
Walter Kucharczyk
Toronto General Hospital
Toronto, Ontario, Canada M5G 2C4
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Editor's note.-See related article by Mark et al. on pages 529532 in this issue.

CT Diagnostic Features of Choroidal/Hippocampal
Fissure Complex in Alzheimer Disease and
Progressive Supranuclear Palsy
We read with interest the paper by George et al. [1] about the
presence of a characteristic hippocampal lucency on CT scans of
patients who have Alzheimer disease. Some years ago, we reported
the same finding on the CT scans of patients who have progressive
supranuclear palsy [2, 3].
Degenerative changes in the hippocampal cortex, especially in the
Sommer sector, have been reported in progressive supranuclear
palsy (4, 5]. They consist of neurofibrillary tangles in the cerebral
cortex and , in the opinion of lshino and Otsuki [5], are a specific
manifestation of this disease and are not age-related.
We thin k that these bilateral hippocampal lucencies, associated
with the other well-known CT findings characteristic of progressive
supranuclear palsy [6] , could be an important feature in the diagnosis
of the disease.
Paolo Ambrosetto
Antonella Bacci
Neurological Institute
Via Foscolo 7-40123 Bologna, Italy
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Reply

On reviewing Dr. Ambrosetto's paper in the SeptemberjOctober
1987 issue of the AJNR (1] , please note that in Table 1, page 850,
only two (25%) of the eight patients with progressive supranuclear
palsy show hippocampal lucencies. In the previous paper by Ambrosetto et al. (2] , which reports on three cases on the same subject,
this finding is not mentioned . Admitted ly, however, prominent hippocampallucencies are present in Figure 1 in this second paper.
In our paper (3] , as shown in Table 1, page 106, the specificity of
the hippocampal lucency is 75% . That is , 25% of control subjects
also had a hippocampal lucency, whereas 82% of the Alzheimer
group showed the finding .
In summary, 82% of our Alzheimer patients showed a hippocampal
lucency. In Dr. Ambrosetto's group of patients who had progressive
supranuclear palsy, 25% showed the lucency, which is approximately
the same percentage as our control group.
Ajax E. George
Mony J . de Leon
NYU Medical Center
New York, NY 10016
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A
Fig. 1.-MR of normal optic
chiasm.
A, Transaxial T1 -weighted image shows optic nerves converging posteromedially toward, and
optic tracts diverging posterolaterally from, the chiasm. Note lateral margin of chiasm on right (arrow).
B, Midsagittal T1-weighted image shows optic chiasm (arrow).
Anteroposterior dimension of normal chiasm is very small.
C, Parasagittal image lateral to
chiasm shows CSF (arrow) adjacent to lateral aspect of chiasm
between optic nerve anteriorly
and optic tract posteriorly.
Chiasm itself is not visualized.
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MR of Normal Optic Chiasm
I enjoyed the interesting case report by Walker et al. (1] of chiasma!
sarcoidosis. I would like to point out that in Figure 1B in their report,
the arrow points to enhancement in relation to the optic tract, not the
optic chiasm. Figures 1A-1 C with this letter show MR findings of the
normal optic chiasm.
T aher El Gammal
University of Alabama at Birmingham
University of Alabama Hospital
Birmingham, AL 35233

1. Walker FO, Mclean WT Jr, Elster A, Stanton C. Chiasma! sarcoidosis.
AJNR 1990; 11 : 1205-1207

Reply

Dr. El Gammal has noted correctly an error in the legend for Figure
1B on page 1206 in our recent paper (1]. This figure shows enhancement of the optic tract. The legend should be amended to read as
follows : Postcontrast sagittal T1 -weighted image shows intense abnormal enhancement of meningeal lining of optic tract (arrow) . The
chiasma! involvement is shown better in the most anterior cranial
image in Figure 1C of the original report.
Francis 0 . Walker
Allen Elster
Bowman Gray School of Medicine
Winston-Sa/em, NC 27103
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