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Abstract
We describe the case of a young man,

22 years old, a household contact of leprosy,
presenting paresthesia in the right leg and
great thickening in the anterior femoral
nerve and in the ipsilateral sural nerve.
There were no typical dermatological
lesions of leprosy. Ultrasonography con-
firmed the clinical finding. The clinical
diagnosis of the disease was established and
the patient started multibacillary-multidrug
therapy, obtaining improvement of the ini-
tial symptomatology.

Case Report
A 22-year-old man had a complaint of

“dilated vein and leg numbness” for about 3
months. Physical examination revealed the
presence of a fibrotic consistency linear
structure in the medial third of the right
thigh, slightly painful to the palpation
(Figure 1). There was thickening of the
common fibular nerve trunk at palpation
and of the ipsilateral sural nerve without
any evidence of dermatological lesions.
Ultrasonographic examination demonstrat-
ed an important increase in the volume of
the superficial branch of the anterior right
femoral nerve and of the sural nerve, con-
sistent with a peripheral neuropathy (Figure
2). The patient was a household leprosy
contact, and his parent had completed treat-
ment for lepromatous leprosy for approxi-
mately 5 years. The slit-skin smear was
negative and the laboratory tests were nor-
mal. The diagnosis of primary neural lep-
rosy was established and the patient started
treatment with multibacillary-multidrug

therapy (MDT-MB), with a progressive
reduction of the thickening of the affected
nerves and also of the symptoms.

Discussion 
Leprosy is an infectious disease caused

by Mycobacterium leprae and
Mycobacterium lepromatosis, which affects
the skin, the peripheral nerves and also
organs and systems. There are clinical cases
of leprosy that escape the classical recogni-
tion and diagnosis of the disease based on
the Ridley-Jopling classification, due to the
fact that the patients do not present cuta-
neous lesions but only neurological mani-
festations consistent with the involvement
of the peripheral nerves.1,2

Wade (1952) recognized this clinical
form of leprosy as an isolated subtype in the
classification of the disease, grouping these
patients into the “polyneuritic group” with
the subdivision “primary polyneuritic
group”.3 As of 1988, the World Health
Organization and other associations of lep-
rologists throughout the world in subse-
quent decades recognizes this clinical form
of leprosy and corroborates the initial obser-
vations of Wade. These cases are called
pure (or primary) neuritic leprosy (PNL).4

In relation to the most affected nerves in
the PNL, despite the heterogeneity of the
studies, in order of greater to less preva-
lence, are highlighted the ulnar nerve, fol-
lowed by the common fibular, medial, radi-
al and facial. The most frequent pattern of
nerve involvement in PNL is that of
mononeuropathy, multiple mononeuropa-
thy, and more rarely polyneuropathy cases,
which are in fact, confluent mononeu-
ropathies.5

Kumar et al. (2004) analyzed 1542
patients in the period between 1993 and
2003 and found 65 cases of HNP (4.2%). Of
these, 39 patients (60.0%) had 2 or more
affected nerves at the same extremity. In
this study, the nerves most frequently
affected were the right ulnar and right com-
mon fibular nerves.6

Mahajam et al. (1996) analyzed 3853
cases of leprosy and found 179 patients
(4.6%) with PNL and also observed the
ulnar and common fibular nerves being the
most affected.7

In Brazil, Santos et al. (2017) observed
70 patients diagnosed with PNL in the peri-
od between 2014 to 2016 and the nerves
most frequently involved were also ulnar
and common fibular nerves.8

The lateral femoral cutaneous nerve is
formed by afferent sensory fibers, originat-
ing from the nerve roots L2 and L3. It cross-
es the lateral margin of the greater psoas

and after its division in left and right, which
occurs in the intimacy of the pelvis distally
to the inguinal ligament, each nervous
branch is subdivided into anterior and pos-
terior. The anterior branch leaves the fascia
lata a little after the posterior branch, being
responsible for the distal antero-lateral sen-
sibility of the thigh until the knee, whose
peripatelar innervation is also performed by
the infrapatellar branch of the saphenous
nerve. Posterior division will be responsible
for the proximal sensibility of the lateral
aspect of the thigh, in the region above the
major trochanter and part of the gluteal
skin, extending to the upper half of the
thigh.9

The main peripheral neuropathy
described, capable of affecting the superfi-
cial femoral cutaneous nerve, is the pares-
thetic meralgia. This condition occurs due
to pelvic anatomical variations leading to
compression. Symptoms may range from
pain to paresthesia and anesthesia on the
lateral aspect of the thigh. However, there is
no neural thickening.10

The sural nerve (SN) is also called the
short saphenous nerve. It is also a sensitive
nerve of the skin. There are six described
patterns of anatomical variations regarding
the branching and finalization of sural nerve
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endings. As a rule, it originates from the
common fibular nerve and is subdivided
into two branches: the lateral sural cuta-
neous nerve, responsible for the sensory
innervation of the distal posterolateral third
of the foot to the lateral face of the fifth toe,
and the cutaneous sural nerve medial, with
shorter termination, which is responsible for
the sensitivity of the lateral portion of the
calcaneal region.11,12

The most frequently described neu-
ropathies involving SN are Type 2 Diabetes
mellitus, HIV-related neuropathy, and
chronic idiopathic axonal demyelinating
polyneuropathy. In rare cases of neural
compression are described by thickening of
the adjacent muscular fascia. The main
symptomatology involved in these cases are
paresthesia and pain, which may or may not
be related to the assumption of certain pos-
tures and/or movements. However, there is

also no neural thickening in these cases.13-16

In cases of PNL due to involvement of
the common fibular nerve, involvement of
its branches, including SN, is also relatively
frequent. This SN involvement is accompa-
nied by paresthesia, anesthesia and pain in
corresponding dermatomes, with subse-
quent neural thickening.17

The patient under discussion, in addi-
tion to having a family history of leprosy,
lives in a hyperendemic area for the disease,
and the diagnosis was corroborated by the
anamnesis, physical and ultrasound exami-
nation, highlighting the great increase in the
volume of the affected nerves.

The diagnosis of PNL is eminently clin-
ical, with neural thickening being its most
evident manifestation. The tests that can be
used are mainly the histopathological study
of the nerve, which can be performed by
conventional neural biopsy or aspiration.

The findings are nonspecific and merely
suggestive of the disease, being considered
corroborating when the bacillus is encoun-
tered, which rarely occurs.18,19

In PNL, patients evolve without appar-
ent cutaneous lesions. In a few cases, these
lesions may arise after the initiation of
MDT treatment or in reactional episodes. To
be classified as having PNL, slit-skin smear
must be negative. These factors can provide
a delay in the identification of the disease,
with the consequent incapacities and
sequels subsequent to the late diagnosis.20

Conclusions
This clinical case is the first report of

the involvement of the superficial femoral
cutaneous nerve as a manifestation of lep-
rosy. PNL is often a true diagnostic chal-
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Figure 1. A) Thickening of the superficial femoral cutaneous
nerve (arrows); B) ultrasonographic image.

Figure 2. A) Thickening of the sural nerve (arrows); B) ultrasono-
graphic image.



lenge, being confused with numerous other
conditions that compromise the peripheral
nervous system. In countries endemic to
leprosy such as Brazil, or in immigrant
patients from these localities, any clinical
manifestation involving the peripheral nerv-
ous system, may have a primordial genesis
in leprosy.
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