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Summary. The present paper has been written 
in order to determine the morphological alterations 
in the sural nerve from patients with chronic 
arteriosclerotic occlusive disease. Eight patients 
with Peripheral Vascular Disease (PVD) and six 
age-matched control subjects were studied. 

Morphometric data revealed two groups of patients, 
one of them with mild disease (n=5), and the other 
one with severe damage (n=3,) consisting in loss 
of myelinated fibres and increase in the number of small 
fibres (p < 0.005). 

Teased nerve fibres and electron microscopic studies 
also showed two types of patients, with respect to the 
myelin or the axonal alterations. 

The unmyelinated fibre population was affected 
equally in both groups. 

In conclusion, this study supports the idea that 
ischemia is able to cause structural alterations in the 
peripheral nerve, and that it can play a role in the 
development of neuropathy. 
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lntroduction 

The term ~ischemic neuritis», as used in textbooks, 
refers to the syndrome of pain in the lower limbs 
associated with peripheral vascular disease. The pain 
may be diffuse, being described as burning, as painful 
tingling, or as undue sensitivity, and may be especially 
bothersome at night. The pain may also be sharp and 
jabbing. However, these symptoms may be seen in 
severa1 neuropathies and are not distinctive for the 
neuropathy of peripheral vascular disease (in fact, in 
patients with arteriosclerotic occlusive disease, there is 
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no direct evidence relating these symptoms to nerve fibre 
damage) . 

The frequency of occurrence of neurological 
deficiencies in patients with peripheral vascular disease is 
difficult to establish because of incomplete data in 
reports on this subject. 

The former association was made in case reports by 
Oppenheim in 1893. Hutchinson and Liversedge (1956), 
studied 53 patients with PVD and reported severa1 
clinical neurological deficiencies. The highest rate of 
incidence of neurological deficiencies was reported by 
Eames and Lange (1967), who found such abnormalities 
in 88% of patients with severe vascular occlusive disease. 
The extent of deficiency was proportional to the 
ischemia. In these patients, the neurophysiological 
abnormalities included slowing of conduction velocity of 
motor fibres and increase in dista1 latency (Miglietta and 
Lowenthal, 1962; Kumlin et al., 1974). These changes 
were found in peroneal nerve in patients with severe 
peripheral vascular disease. Chopra and Hurwitz (1968, 
1969a,b) also examined nerve conduction of motor fibres 
in media, ulnar, peroneal and femoral nerves and in 
sensory fibres of median and peroneal nerves in patients 
with obliterative arteriosclerosis. Contrary to the work 
of Miglietta, their study revealed little change except for 
some decrease in amplitude of sensory potentials from 
the median nerve. They stated that, in their patients, the 
severity of the disease was less than in 
other series since they had sufficient ischemia in the 
leg to produce intermittent claudication, but that it was 
not advanced enough to require amputation. 

The studies describing morphological changes in 
peripheral nerve in patients with peripheral vascular 
disease have been scarce and incomplete. Gairns and 
co-workers (1960) found a significant loss of large 
myelinated fibres in nerves from amputated limbs. 
Garven et al. (1962), in sections taken at different levels 
of the posterior tibia1 axis found a progressive reduction 
in the number of myelinated nerve fibres and a marked 
demyelination of them. Chopra and Hurwitz (1967) 


















