
TO THE EDITOR:

The World Health Organization (WHO)
suggests the use of corticosteroids to differ-
entiate a relapse from a reaction in cases in
which new lesions appear after the comple-
tion of treatment with multi-drug therapy
(MDT) (8). If lesions improve, it is a case of
type 1 reaction that must be treated only with
such drugs. This immunological phenome-
non would not have significance other than
the fact of being a response to remaining My-
cobacterium leprae antigens that would be
exposed to the host defenses. If a patient
keeps having reactional episodes after anti-
leprosy treatment, the anti-inflammatory
therapy should be continued.

Nevertheless, I believe that reactional
episodes may result from multiplication of
bacilli that were not destroyed by treatment.
If this hypothesis could be demonstrated,
these reactions would be considered re-
lapses, and that would be a reason for the
WHO’s statistics on relapses to be changed.

In general, type 1 reactions occur in pre-
existing lesions that may appear as hypo-
chromic macules with sensory changes,
sensation or well constituted borderline or
tuberculoid lesions with chronic evolution.
These reactions are often times exuberant
and occur before, during, or even after re-
lease from treatment (3).

All these reactions are presented with the
same clinical characteristics. The bacil-
loscopy may be negative or positive, and if
positive, bacilli may show degeneration in

reactional episodes occurring before treat-
ment, as well as during treatment.

In the pre-sulphone era, the authors care-
fully observed the natural history of some
reactional cases and reported tuberculoid
patients with certain reactions in which
bacilli and lesions disappeared sponta-
neously. After some time or even years of
quiescence, reactions reappeared with le-
sions and bacilli (1, 5, 6). These observations
suggest that the M. leprae may remain for
long periods in a state of metabolic inactiv-
ity, inaccessible to organic defenses (possi-
bly as persisters). At a certain moment,
maybe because of intercurrent diseases or
other immunological changes, bacilli start
to multiply again, initiating a new reac-
tional episode.

If that happened in the past, it may also
happen today, i.e., the bacilli can remain as
persisters and not be destroyed by the im-
mune defenses or treatment. The cell medi-
ated type 1 reaction may somehow be related
to multiplication of bacilli. The degenerated
aspect of the bacilli may result from the mul-
tiplication of bacilli and their exposure to the
effects of drugs that are being used, or to the
immune defenses. The microorganisms are
destroyed and release antigens that give rise
to a hypersensitivity reaction (type 1 reac-
tion). In reactions occurring after treatment,
if the number of bacilli is low, the patients
become cured because the body defenses de-
stroy the bacilli. If there are many bacilli and
the organic defenses are unable to control the
infection, there will be new reactions and
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risk of nerve involvement and development
of disabilities.

Recently, Shetty, et al. (4) studied 25 cases
of borderline-tuberculoid leprosy that pre-
sented with new lesions from 1 to 13 years
after being released from treatment. Viable
bacilli were found in the footpad of inocu-
lated mice in 48% of the biopsies of those
patients. Remarkably, the incidence of vi-
able bacilli was higher (58%) in those pa-
tients whose histopathology showed evi-
dences of reversal reaction.

Waters (7) commentary on Shetty’s work,
referred to his own patient with a tubercu-
loid lesion on the face that appeared 40
years after the patient had been apparently
cured, and admitted that the authors pre-
sented evidence that viable bacilli can cause
relapse in borderline-tuberculoid leprosy,
and that these relapses may be associated
with reversal reactions.

I also studied a patient similar to Waters
(2). She was a patient who presented with
extensive erythemato-hypochromic flat le-
sions on the trunk and extremities, with a
negative bacilloscopic index (BI), which
disappeared after 2 years of treatment with
chaulmoogra oil. More than 40 years later
she presented a reactional episode with large
erythematous plaques on the entire skin,
with a positive BI (++++) of the lesions,
during an unbalanced diabetes mellitus.

These observations reinforce my inter-
pretation of type 1 reactions, i.e., they are
the result of multiplication of persisters.

There are no proofs of this hypothesis be-
ing true, but on the other hand, there is
nothing showing it to be wrong.

I think the WHO should look at type 1 re-
actions more carefully during the evalua-
tion of MDT results.

—D.V.A. Opromolla

Division of Training and Research
Instituto Lauro de Souza Lima
Address: P.O. Box 3021. Bauru. SP. Brazil.
17034-970

Dr. Opromolla passed away while this is-
sue was in production. The JOURNAL extends
its condolences to the family of this long-
time professional in the leprosy field. Dr.
Opromolla’s obituary will appear in the
June issue of the JOURNAL.
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TO THE EDITOR:

It was interesting to read the article
“Neuropathic pain in leprosy patients” by
Stump, et al. (3). They have noted that a fair
number of patients continue to suffer from
neuropathic pain in leprosy. This probably
is due to the treatment cut off point of 6
months or 12 months, depending upon the
type of leprosy. Some patients do continue
to complain of paresthesia even long after
the activity is subsided. The series of

Stump, et al. includes cases that were still
on treatment.

The clinical activity takes fairly longer
than the bacteriological cure. The World
Health Organization regimens are meant to
“kill” the maximum number of germs in
shortest possible time. The body has to take
care of the scavenging and it might suffer in
the process. The process of nerve regenera-
tion further complicates the issue, and if ir-
ritants are present, paresthesia develops.
Moreover, the compressing elements con-
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tinue to persist and are “assisted” by intra-
neural and perineural fibrosis. As a conse-
quence, a “neuroma in continuity” develops
and the pain continues.

Mishra, et al. (1, 2), while reporting their
observations on development of leprosy le-
sions, noted that at least some of the lesions
start as a vague dysthesia, meaning that
positive phenomena occurs before a nega-
tive phenomena (sensory loss). “Painless”
nerve damage has been glorified as silent
neuropathy. It is very likely that those
nerves have whispered before destruction,
which patients were not able to hear due to
the faintness of the sound or their preoccu-
pation with other things. Logically, pain
(including paresthesia and dysthesia is a
part of neural affection its intensity may
vary depending upon the type of affection
and the speed of damage.

Probably, both neuropathic pain and in-
flammatory pain exist together in leprosy.
Even in acute neuritis, the pain is more than
what is expected in pain of a purely noci-
ceptive nature. That is probably the reason
that many times acute neuritis is referred to
as acute painful neuritis. The contribution
from inflammation and neuropathy may
vary from patient to patient and from time
to time. The paresthesia complained of is
usually of an annoying type, and with the
advancing age of patients many other dis-
comforts are added to it. It will be interest-
ing to relate the paresthesia with disease ac-
tivity in “cured” patients but, on the other

hand, it also scares me. Any suggestion or
discussion about pain might exacerbate the
problems because patients are relatively un-
stable emotionally and tend to develop de-
pendence because of peculiar psychosocial
effects of the disease.

Mild paresthesia can be managed with
suggestions and counseling, whereas dis-
abling paresthesia needs drugs in addition.
But before all that can be formulated and
put into practice, treatment of leprosy has to
be modified from community approach to
individualized approach.

—Dr. G. N. Malaviya

Department of Plastic & Reconstructive
Surgery

Central Jalma Institute for Leprosy
Tajganj, Agra (India) PIN 282 001
E-mail: govindmalaviya@rediffmail.com
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