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Case 1-2013
A 63-Year-Old Man with Paresthesias and Difficulty Swallowing
(N Engl ] Med 2013;368:172-180.)
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%75 I 7 (Corynebacterium diphtheriae)
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[Clinical Diagnosis] Human rabies

(2) Pathological Discussion
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(3) Discussion of Management
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Figure 1. Pathological Examination of the Brain.

A coronal slice of the right cerebral hemisphere at the level of the thalamus (Panel A) shows gray discoloration of
the cortex and deep nuclei and loss of the usual sharp junction of the gray matter and white matter, as well as necrosis

1D ) o C @/J\Hlﬁlgj:g" 5? / _‘)ﬂxm &r.:' around the third ventricle (Panel A, arrow). The temporal horn of the lateral ventricle is mildly dilated, reflecting loss
of brain substance. A section of frontal cortex shows loss of neurons, macrophage infiltration, and gliosis (Panel B,
[ﬂl’li{%% <liZ EEEEH T —g*‘\ 7 A ILZD IE}Z(JEE,‘] !.uxol fast !)Iue—hematoxylin aqd eosin)-. There are Negri bo_dies in the neuron (_inset, arrow). Panel C_shows_tegmental
infarction in the pons (upper inset), with neuronal necrosis and macrophage infiltration in the basis pontis (lower
> inset) (arrows indicate higher magnification). The cerebellum has relative preservation of neurons in the granule-cell
HlaEC X2 b DL ER LN, 4t il : 4

layer of the cerebellar cortex, as compared with the neurons of the cerebral cortex, and loss of Purkinje cells (Panel D).

[Anatomical Diagnosis] Rabies encephalitis

(4) Clinical Questions
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