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Short-Term Follow Up of Patients with
Multibacillary Leprosy and HIV Infection'
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The most common opportUllitifiC disease
in human immunodeficiency virus (HIV)-
positive persons is tuberculosis, as seen in
subSaharan Africa and India ("). Early con-
trolled studies of leprosy patients in Africa
found a prevalence of HIV seropositivity
with a range varying widely from 1.3% to
33% (H. 12 ). Prevalence studies in India prior
to 1989 by Shiv Raj, et al. from Delhi
showed that patients with leprosy and con-
trols were negative for HIV infection, but
this was during the early part of the epidemic
in India ('''). More recent studies have not
found significant differences between lep-
rosy patients and controls in countries
where both diseases are endemic C. 14 . 15 ).
However, Borgdorff, et al. found that HIV-
I is a risk factor for the development of
multibacillary (MB) leprosy ( 2 ).

MATERIALS AND METHODS
Ever since the detection of HIV infection

in our hospital in 1986, patients attending
the sexually transmitted disease (STD)
clinic are counselled and screened for HIV
antibodies using an [LISA (Wellcozyme;
Wellcome Diagnostics, Dartford, Kent,
U.K. or Vironostika; Organon Teknika,
Boxtel, The Netherlands) since they form a
high-risk group. ELISA-positive samples
are confirmed by the Western blot test (WB;
Du Pont Company, Wilmington, Delaware,
U.S.A. or Technoply, Singapore). All pa-
tients who were detected as having both
HIV infection and leprosy were included in
the study.
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RESUFFS
During the last 9 years, we detected four

males with I II V infection and leprosy from
the STD clinic. All were from "Limit Nadu
in South India, and their ages ranged from
20 to 27 years. All had multiple heterosex-
ual contacts with commercial sex workers
(CSW) and a past history of genital ulcer
disease. Their clinical details and investiga-
tions are shown in The Table. They were in
the MB spectrum of the disease as evi-
denced by the presence of numerous acid-
fast bacilli (AFB) in the nerve biopsy in
case no. I and positive skin smears in the
other three cases. Mitsuda tests done in
three patients were negative, which is con-
sistent with the MB spectrum of Hansen's
disease (HD).

DISCUSSION
Although all four patients had HIV in-

fection and HD, the sequence of infection
as to which came first is not known. The
first case report of HD and HIV infection
was by Lamfers in 1987 in a 43-year-old
homosexual with borderline tuberculoid
(BT) HD (")). Subsequently, there were re-
ports of both MB and paucibacillary (PB)
HD associated with HIV infection by Bwire
and Kawuma ( 4 ), Kennedy, et al. (1, and
Vreeburg ( 7 ).

Incidence of type I reaction and neuritis
was seen more among HIV-positive HD pa-
tients as reported by Bwire and Kawuma ( 4 )

in 9 out of 12 MB patients and by Vreeburg
in 4 out of 8 PB patients ( 17 ). Among our
patients, only one developed a type 1 reac-
tion (at the time he was also detected to be
HIV positive) and this rapidly recovered
with nonsteroidal antiinflammatory drugs.
Observation of the patient for 3 years did
not show any further episodes of reaction.
Bwire and Kawuma have reported that both
HIV-positive and HIV-negative patients
showed similar responses to steroid therapy
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Till: TABLE. Clinical details and investigations.

Patient

3^ 4

Duration of .^4.5 yrs.^2 yrs.^2 yrs.^10 yrs.
symptoms

Skin lesions
^

No patches
^

Multiple ill-defined
^

Multiple infiltrated^Multiple infiltrated
hypopigmented

^
patches^patches

patches

Thickened nerves
^

Both common
^

Both great
^

All peripheral
^

Both ulnar
peroneal
^

auricular^nerves

Skin smear

^

131"^Negative

^

Biopsy^Nerve:
1.1: neuritis
with clusters of
Apt;

0.25+

Skin and nerve:
liLd neuritis
with solid and
beaded bacilli

2.25+

Not done

2.0+
I .5%

Not done

Lepromin
^

Negative
^

Negative
^

Negative
^

Not done

Diagnosis
^

Primary neuritic LL
^

131.^ 131.^ 13L

T4 cell count
cells/nun'
CD4(N'>600)
^

460
^

3 30
^

510
^

Not done
C1)8(N400-1860)

^
3640
^

3 30
^

1930

'131= Bacterial index.
'' MI = Morphological index.

Lepromatous leprosy.
''131.= Borderline lepromatous leprosy.

N = Normal.

for the management of acute neuritis ( 4 ).
Patients with HIV infection and erythema
nodosum leprosum (ENL) type of reactions
also have been reported by Olivares, et al.
('') and Almeida, et al. ('). None of our pa-
tients developed ENL reaction.

Patient no. I has been on dapsone for 2
years and is now on World Health Organi-
zation (WI10)-recommended NAB mul-
tidrug therapy (WHO/MB-MDT) for 11/2
years. He developed a tuberculous pleural
effusion 7 months ago and is doing well on
antituberculosis treatment. He has been fol-
lowed up for 31/2 years after the initial diag-
nosis of HD and HIV infection.

Patient no. 2 had many atypicalities. His
skin biopsy was consistent with borderline
lepromatous (BL) leprosy but his bacterial
index (BI) was only 0.25+. Ile defaulted af-
ter treatment for 3 months with rifantpin
and dapsone. A year later follow up showed
no clinical or bacteriological evidence of
HD. However, a cutaneous nerve biopsy
done at that time showed Bt. HD with clus-
ters of AFI3, suggesting active leprosy. Al-

though he had had inadequate treatment,
follow up 5 years later showed no clinical
or bacteriological evidence of HD, and this
defies adequate explanation. Although his
CD4 count was significantly low, he had no
signs of clinical AIDS (The Table). Thus,
there was no correlation between his im-
munosuppressed HIV status and the course
of his 1-11).

Patient no. 3 completed 2 years of WHO/
MB-MDT and showed clinical and bacteri-
ological remission. Follow up a year after
stopping treatment showed no clinical or
bacteriological activity of HD. His T lym-
phocyte cell count was normal (The Table).

Patient no. 4 developed fever, oropha-
ryngeal candidiasis and tuberculous peri-
tonitis 2 months after the diagnosis of HIV
and HD. Since this patient died 2 months
later, no comment can be made about the
response to treatment or the course of HD.
The patient did not have T-cell counts done.

Even though there are many reports of
patients who have dual infection with HIV
and I ID, the largest number are reported
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from Uganda (s). However, these studies
have neither observed the clinical progress
of HD nor the response to treatment over a
period of follow up. While the preponder-
ance of data suggest that the interaction of
these two diseases is virtually nil, Borg-
dorff, et al. ( 2 ) found that HIV-1 is a risk
factor for the development of MB leprosy
(odds ratio 4.6; CI = 1.3-13.2).

Patients nos. 1, 2, and 3 have been fol-
lowed up for 3.5, 5, and 3 years, respec-
tively, after the diagnosis of dual infection.
During this period, they had neither wors-
ening of their leprosy nor progression to
clinical AIDS. A longer period of follow up
is needed to see whether they will develop
any reactivation or relapse of HD.

Thus, on the whole, HIV infection does
not appear to influence an infection with
Mycobacterium leprae.

SUMMARY
During a period of 9 years, four male pa-

tients with HIV and Hansen's disease were
detected in Tamil Nadu, South India. The
sequence as to which infection came first is
not known. All had high-risk sexual behav-
ior with commercial sex workers and a past
history of genital ulcer disease. Their spec-
trum of leprosy was multibacillary. Patient
no. 1 had pure neural leprosy of the lepro-
matous type, which is rare. He also had a
single episode of type 1 reaction which did
not require steroid therapy. Despite having
taken inadequate treatment, patient no. 2 re-
mained clinically and bacteriologically qui-
escent after 4 years of follow up. He had a
low CD4 count of 330 cells/mm 3 . The third
patient completed a full course of multi-
bacillary multidrug therapy, and a year later
is clinically and bacteriologically inactive.
The fourth patient died of AIDS within 2
months of the dual diagnosis.

RESUMEN
En un period() de 9 anus se detectaron cuatro pa-

cientes masculinos con HIV y enfermedad de Hansen
en Tamil Nadu, al sur de la India. No se sabe cual en-
fermedad apareciO primer°. Todos tuvieron compor-
tamiento sexual de alto riesgo y algunos una historia
de tilcera genital. Su tipo de lepra foe multibacilar. El
paciente No.I tuvo le pra neural pura del tipo lepro-
!limos°, la coal es rant. Tambien tuvo un episodio
tinico de reaction leprosa tipo I que no requirie terapia
con esteroides. No obstantc haber tornado tratainiento

in adee tiado, el paciente No. 2 permaneci6 clinica- y
bacteriolOgicamente quiescente despues de 5 altos de
sequimiento. Este paciente tuvo una enema baja de
celulas CD4 (330 por nun'). El tercer paciente cool-
pletO su tratamiento con poliquinnoterapia y un afio
despues min permanece y bacteriolOgicamente
negativo. El cuarto paciente murk') de SIDA dos meses
despues de diagnosticarse las dos enfermedades.

RESUME

Au cours done periode de neuf ans, on a detecte
quatre patients de sexe mascul in avec une infection a
VIH et une maladie de Hansen au "Eimil Nadu, dans le
Slid de I' lode. Nous ne savons pas dans quel ordre ces
deux infections soot apparues. Tons avaient un corn-
portement sexuel a haut risque avec des professionnels
du sexe, et certains avaient tine histoire d'ulcere geni-
tal. Le type de la maladie emit multibacillaire. Le pa-
tient no. I avait une lepre nerveuse pure de type lepro-
mateux, cc qui est rare. II avait aussi on episode unique
de reaction de type I, qui n'a pas rcquis de traitement
par steroides. En depit dun traitement inadequat, le
patient no. 2 est reste cliniquement et bacteriologique-
ment inactif apres 5 ans de suivi. II avait un faible taux
de CD4 de 330 cellules/mm'. Le troiseme patient a ter-
mitic: un traitement complet de polychimiotherapie
pour multibacillaires, et On an plus tard est chnique-
ment et bacteriologiquement inactif. Le quatrieme pa-
tient est mort de SIDA dans les deux mois qui ont suivi
le double diagnostic.
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