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asymmetry in armadillo infections thus ac-
curately parallels the human disease. More
importantly, this appears to be a character-
istic feature of the natural pathogenesis of
leprosy, and suggests that random events
play a major role in the localization of M.
/epme to nerve. This has sonic potentially
helpful corollaries, cautioning, for example,
against theories of neural localization (or
injury) which depend upon assumptions of
prior nerve injury for which there is no sub-
stantive evidence in leprosy, clinically or
experimentally.

Our working hypothesis is that M. /eprae
reach nerves through blood vessels. Vascu-
lar dissemination plays a prominent role in
many major diseases, a few examples in-
clude primary tuberculosis, toxoplasmosis,
syphilis, malaria, and the metastasis of
many malignant tumors. All of these also
show tropism for particular organs within
the context of random localization due to
hematogenous dissemination. Thus, al-
though Dr. McDougall correctly observes
that the reasons for M. /eprae's asymmetric
involvement of nerves remain obscure,

thoughtful recognition of this asymmetry
may offer clues to its means of dissemina-
tion within the body.
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—George W. Lathrop, D.V.M.
0/C, .S'inall Animals
Division of Veterinary Medicine
USAMR1D
Fort Detrick, MD 21701, U.S.A.
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Dapsone-Induced Motor Polyneuropathy in a
Patient with Leprosy

To THE EDITOR:

Dapsone neuropathy is not a common oc-
currence in spite of the widespread use of
this drug for the treatment of a variety of
unrelated disorders. It was first reported by
Saqueton, et al. (4) in a patient with pyo-
derma ganuenosum treated with dapsone
400 mg daily. Most other cases have been
reported in patients with chronic skin dis-
eases, such as dermatitis herpetiformis (2),
subcorneal pustular dermatosis (') and her-
pes gestationis (5), treated with high doses
of dapsone. It has not been reported in lep-
rosy cases (3). With a dapsone dose of 100
mg daily as given for treatment of leprosy,
neuropathy is unlikely to occur, and even if
it develops may remain unrecognized in the
presence of the associated neuropathy
caused by leprosy itself.

A 22-year-old male developed an asymp-
tomatic, hypopigmented, dry, anesthetic,

partly ill-defined bordered plaque of 3 x 2
cm on the lower left leg. There was no
nerve thickening. Slit-skin smears from the
patch and earlobe smears did not show
acid-fast bacilli (AFB). A histopathological
study of the biopsy specimen from the
plaque revealed tuberculoid granuloma in
the upper and mid-dermis. The epidermis
was not eroded by the granuloma. Blood
hemoglobin was 13 gm%, total leukocyte
count 7000/cmm, and differential count
neutrophils 60%, lymphocytes 34%, and
eosinophils 6%. ESR was 12 mm/1 st hr
(Westegren). Blood sugar fasting level was
80 mg% and postprandial 140 mg%. The
liver function and renal function tests were
within normal limits.

A diagnosis of borderline turberculoid
Hansen's disease was made and the patient
was prescribed dapsone 100 mg daily and
rifampin 600 mg once a month. Two
months later while on multidrug therapy
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(MDT), the patient reported with a tingling
sensation and progressive weakness of the
muscles of both hands and feet of 2 weeks'
duration. Type I reaction was suspected
and he was admitted in the ward and started
On prednisolone 40 mg daily in addition to
daily dapsone and once-monthly rifampin.
In spite of having gross motor involvement,
sensations of the extremities were normal
and there was no associated thickening or
tenderness of the nerves or signs of inflam-
mation on the leprosy plaque. On further in-
terrogation it was evident that the patient
had been taking IOU mg dapsone 3x day as
wrongly advised by a pharmacist.

A neurological examination showed
wasting of the small muscles of both hands
and feet. The hand grip was weak. Around
the ankle he had only grade IV power.
There was bilateral foot drop. All of the
tendon reflexes on the upper limbs were ab-
sent, while on the lower limbs the knee
jerks were just elicitable and the ankle jerks
were absent. All sensations were normal.
Rhomberg's test was negative. A nerve
conduction study revealed diminished am-
plitude of compound muscle action poten-
tial with normal conduction velocity. Elec-
tromyography was suggestive of neuro-
genic atrophy. Sensory conduction studies
did not show any abnormality.

A diagnosis of dapsone-induced motor
neuropathy was made and both dapsone
and rifampin were withdrawn. Prednisolone
was gradually tapered off. Ten weeks after
stopping dapsone, he recovered completely
from his palsies. For leprosy he has now
been treated for 4 months with clofazimine
IOU mg daily, and the plaque is regressing
well.

When a patient with leprosy develops
palsies of the extremities while on treat-
ment, one would usually consider the possi-
bility of associated type I reaction. This
made us start him on high-dose cortico-
steroids. But the absence of tenderness of
the nerves, the absence of inflammatory
signs of the leprosy plaque, and nonin-
volvement of the sensory system in spite of
gross motor affection of the extremities
made us suspect causes other than leprosy

reaction for his neuritis. A history of taking
dapsone in a higher dose gave a clue about
the diagnosis of dapsone-induced motor
polyneuropathy in our case. In demyelinat-
ing neuropathies, nerve conduction is
markedly delayed, while in axonal degener-
ation the conduction is normal but the am-
plitude of evoked muscle action potential is
reduced. The diminished amplitude of the
compound muscle action potential with
normal conduction velocity and the elec-
tromyographic evidence of neurogenic atro-
phy in our patient suggested an axonal type
of neuropathy. The exact mechanism of
dapsone neuropathy is not known. It pro-
duces a potentially reversible toxic
polyneuropathy with its primary effect on
the soma and axons of motor neurons. A
dying back of motor neurons has been pos-
tulated ( 2 ). The patient recovered com-
pletely from his palsies on stopping dap-
sone. Whether the short course of corticos-
teroids he received with a wrong diagnosis
of type 1 reaction had any influence on his
rapid recovery from neuropathy is not
known.

—K. Pavithran, M.D., D.V.D.
T. C. Satish, M.B.B.S., D.V.D.

Department of Dermatology and
Veliereology

Medical College Hospital
Galicia 673 008, India
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