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Radiculomyelitic Rabies
We thank Desai et al (1) for an elegant corroboration of

neuroimaging and pathology regarding a case of radiculomy-
elitic (paralytic or dumb) human rabies. Three previous reports
of MR imaging of the spine in cases of human rabies appear in
the literature (2–4). In one case of furious or encephalitic
rabies, the findings of MR imaging of the lumbar spine were
unremarkable (2). In two cases of paralytic rabies, the findings
of MR imaging of the cervical spine were consistent with
myelitis (3, 4).

Desai et al (1) argue that findings of MR imaging of the
spine in cases of human rabies are different and that they
distinguish rabies resulting from encephalomyelitis from rabies
resulting from any other cause or, more specifically, from
rabies occurring secondary to postexposure prophylaxis with
inactive nerve tissue vaccines (ie, Semple vaccine). This claim
seems premature, especially considering the limited data avail-
able. More descriptions of MR imaging of the spine in cases of
human rabies are needed.

More important is the clear documentation of spinal abnor-
malities revealed by imaging in cases of paralytic human rabies.
When MR imaging of the spine suggests myelitis, paralytic
rabies should be considered. In a patient whose condition
progresses from flaccid paralysis with myelitis evident on MR
images of the spine to both paralysis and encephalitis, rabies
should be strongly considered. Unfortunately, patients with
rabies who did not receive appropriate postexposure prophy-
laxis will die, regardless of their neuroimaging findings.

Michael J. Doherty
Nathaniel F.Watson

Department of Neurology
University of Washington

Seattle, WA

References
1. Desai RV, Jain V, Singh P, Singhi S, Radotra BD. Radiculomyelitic

rabies: can MR imaging help? AJNR Am J Neuroradiol 2002;23:632–
634

2. Human rabies: Florida, 1996. MMWR Morb Mortal Wkly Rep 1996;
45:719–720

3. Human rabies: California, 1994. MMWR Morb Mortal Wkly Rep
1994;43:455–458

4. Human rabies: California, Georgia, Minnesota, New York, and Wis-
consin, 2000. MMWR Morb Mortal Wkly Rep 2000;49:1111–1115

Delayed Stroke Secondary to Increasing Mass
Effect after Endovascular Treatment of a

Giant Aneurysm by Parent Vessel Occlusion
To the Editor: We read with interest the case report by Blanc

et al (1) concerning delayed stroke secondary to increasing

mass effect exerted by a giant carotid aneurysm on the middle
cerebral artery after treatment by parent vessel occlusion. We
disagree, however, with the conclusion that the delayed isch-
emic event was due to swelling of the thrombosed aneurysm
with further compression to the left middle cerebral artery.
This conclusion is not supported by the evidence presented,
namely the diagnostic angiogram (Fig 1B), the angiogram ob-
tained immediately after treatment (Fig 2), and the angiogram
obtained 8 days after treatment (Fig 3).

Figures 2 and 3 are practically identical in magnification and
are very similar, although not absolutely identical, in projec-
tion. If a reference line is drawn between two fixed points
visible on Figures 2 and 3, namely the right middle cerebral
artery bifurcation and a left middle cerebral artery branch
lateral to the insula, and the maximum elevation of the left M1
segment above this line is measured, it is clear that the eleva-
tion is no greater in Figure 3 than in Figure 2. There is thus no
objective evidence of an increase in the aneurysm size. There is
undoubtedly evidence of narrowing of the M1 segment and
some M2 branches; however, we think that the explanation for
this is not further compression. Figure 2 shows considerable
elevation with only slight narrowing. Why should a further
degree of elevation, so small that it cannot be measured even if
it were present, cause the marked narrowing seen in Figure 3?
Moreover, comparison between Figures 1B and 3 shows that
narrowing in Figure 3 is seen in M2 branches too far lateral to
be compressed by the aneurysm.

The middle cerebral artery narrowing seen in this case is a
very interesting and important observation. The evidence pre-
sented, however, does not support the thesis that the marked
narrowing seen in the middle cerebral arteries after parent
vessel occlusion was caused by aneurysm swelling. Explanation
of the narrowing should be sought elsewhere and is possibly the
release of vasoactive factors, which is also mentioned.
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