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A Histopathological Study of Aberrant Peripheral Nerve Bundles in
the Brain Stem

Koji Ikezoe®, Yasuto Higashi and Teruo Shirabe

Aberrant peripheral nerve bundles (APNBs) are reactive product of severe
lesions of the central nervous system ; i, e, infarction, hemorrhage and trauma.
Many APNBs, which are composed of peripheral nerve fibers with peripheral myelin
sheaths, have been reported in the spinal cord, but few have been found in the brain
stem.

We examined APNBs in 80 serial cases with severe lesions of the brain stem, and
found four cases of APNBs.

Immunohistochemically, the nature of these APNBs in the brain stem was similar
to those in the spinal cord. APNBs in the brain stem are thought to be derived from
the autonomic nerves of the blood vessels. (Accepted on September 30, 1993) Kawasaki
Igakkaishi 19 (3) : 181—185, 1993
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Fig. 2.

Fig. 3.

Fig. 4.
Figs. 5, 6.
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Case 1. APNB in the pons. The mass is composed of tangled nerve fibers and
Schwann cells. HE. X100

Case 4. APNBs in the pons. They are much smaller than those of case 1 and
resemble normal nerve fibers. HE. X200

Case 1. Peripheral myelin sheaths (stained dark blue, not colored) are seen. LFB
-PAS. X320

Case 1. Axons are also seen. Bodian. X320

The myelin sheaths of case 1 are stained more strongly than those of case 4.
MBP. Fig. 5 X400, Fig. 6 X200
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