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Anti-neutrophil cytoplasmic antibodies
(ANCA) are immunoglobulins predomi-
nantly of the IgG class acting against the
primary or azurophilic granules of neu-
trophils and monocyte lysosomes ().
Their known antigens are myeloperoxi-
dase (MPO), proteinase-3 (PR-3), elastase
(HLE), lactoferrin (LF), cathepsin G
(CG), cationic protein (CAP 57), lysozyme,
B-gluconidase, a-enolase, bacterial mem-
brane permeability increasing protein (BPI)
and azurocidin ('*).

Indirect immunofluorescence (I1F) is the
test of choice for the screening of ANCA-
positive sera, which reveals two classic pat-
terns, i.e., the cytoplasmic (C-ANCA) and
perinuclear (P-ANCA) patterns ('**"). The
C-ANCA pattern is characterized by granu-
lar fluorescence in the cytoplasm of neu-
trophils, which is more marked among the
lobules of the nucleus and is caused by the
PR-3 or BPI antigen. The P-ANCA pattern
is characterized by a concentration of fluo-
rescence in the perinuclear region. The ma-
jor antigen that gives origin to this pattern is
MPO, but other enzymes such as HLE, CG
and LF have been reported to be P-ANCA
antigens (7). Other non-C and non-P fluo-
rescence patterns are also commonly ob-
served but no official nomenclature is avail-
able for them. They are generically called
atypical (A-ANCA), and their clinical sig-
nificance and the antigens involved are un-
known ('*2").
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ANCA are detected at varying frequen-
cies in various types of systemic vasculitis
and in other diseases, including infections
(' 2" *). However, their clinical signifi-
cance and their pathogenic role are still un-
known. The only exception is Wegener’s
granulomatosis (WG) with which ANCA
are clearly related, being used for diagnosis
and monitoring of the response to therapy
(*Y). WG is a systemic necrotizing vasculitis
that especially involves the upper airways,
lungs, kidneys and eyes. The first episode
and/or recurrences are usually triggered
by bacterial or viral infections (*7). The
pathogeny of WG has not been fully eluci-
dated but genetic factors, infections, cell-im-
mune response, endothelial cells, neutrophils
and ANCA are known to be involved (*").

WG presents some anatomopathologic
and immune response features similar to
those of tuberculoid leprosy: both are
chronic granulomatous diseases whose ma-
jor mechanism of lesion involves the cell-
immune system with a secondary role for
the humoral-immune response. In addition,
lepromatous leprosy, in which the humoral-
immune response predominates, is directly
linked to the development of vasculitis
and erythema nodosum leprosum (ENL)
(\ 5. 34~21))

On the basis of the similarities between
the two diseases, we raised the hypothesis
that ANCA may be involved in leprosy as a
marker of the specific type linked to the
presence of vasculitis. Thus, the objective
of the present study was to determine the
presence of ANCA in serum from leprosy
patients and to correlate them with the clin-
ical forms of the disease.

MATERIALS AND METHODS
Serum specimens from 59 patients with
leprosy as diagnosed by experienced physi-
cians at the Lauro de Souza Lima Institute
of Bauru in the state of Sao Paulo, Brazil,
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and without evidence of other concomitant
diseases, mainly systemic lupus erythe-
matosus, rheumatoid arthritis and systemic
vasculitis, were studied. The cases of lep-
rosy were classified according to the Con-
gress of Madrid ("), and present two polar
types, lepromatous and tuberculoid, and
two groups, indeterminate and borderline.
Because the cases in the borderline spec-
trum are unstable and tend to move in either
direction, for convenience the borderline
and indeterminate cases have been grouped
under the term borderline leprosy. The
cases considered for the study were both
with and without reaction. who consented
to undergo the investigation after the pur-
pose of the study was explained to them. In
reactional cases, blood for ANCA determi-

nation was drawn before the introduction of

specific therapy. Normal controls consisted
of 60 healthy blood donors registered at the
Blood Bank of the Botucatu Medical
School, Botucatu, Brazil.

Detection of ANCA by IIF

Testing for ANCA was done according
to Wiik () as agreed in the First Interna-
tional Workshop on ANCA.

Granulocyte separation. Granulocytes
were separated from blood of normal hu-
man donors using a Ficoll-Paque -density
gradient (Pharmacia Biotech Inc., Piscat-
away, New Jersey, U.S.A.). After red blood
cell washing and lysis, the sediment was
suspended in RPMI 1640 medium and the
number of white blood cells adjusted to 1.0
x 10" cells/ml.

Slide preparation and fixation in
ethanol. In each well of 12-well glass
slides, 25 pl of the cell suspension was
placed and incubated for 8 min in a humid
chamber. After incubation, the slides were
fixed in absolute ethanol at 4°C for 10 min,
dried, and stored at -70°C.

IIF procedure. The thawed slides were
washed with phosphate-buffered saline
(PBS), pH 7.5, and 25 pl of the test serum
was added to each well at serial dilutions
from 1:16 to 1:512. The slides were incu-
bated at 37°C for 30 min in a humid cham-
ber. Each batch of test sera was accompa-
nied by a 1:16 dilution of positive (C and P
standards) and negative controls, and PBS.
After washing with PBS, the slides were in-
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cubated in duplicate for 30 min with fluo-
rescein conjugated sheep anti-human IgG
or IgM (Dako, Copenhagen, Denmark),
washed, and mounted for reading.

The slides were read by two indepen-
dent examiners who were not aware of
each other’s results. All fluorescence pres-
ent in the cytoplasm or nucleus of the cells
and not compatible with the C or P stan-
dard was considered to be an atypical pat-
tern (A-ANCA).

Detection of antinuclear antibodies
(:\NA)

Testing for ANA was done to exclude
false-positive ANCA results. Slides with
3-um thick normal mouse liver sections
were incubated with a 1:16 dilution of
serum and later with fluorescein conjugated
sheep anti-human IgG or IgM (Dako),
washed, and mounted for reading. The re-
sult was considered positive when there
was fluorescence in the nuclear region of
the hepatocytes ().

Detection of ANCA by ELISA

In patients with lepromatous leprosy, an
antigen capture ELISA was used as previ-
ously described (°) to test sera for the pres-
ence of PR3, MPO, or HLE antibodies.
Monoclonal antibodies directed against
PR3 [12.8; Central Laboratory of the
Netherlands Red Cross Blood Transfusion
Service (CLB), Amsterdam, The Nether-
lands], MPO (14.15: CLB), and HLE
(M752; Dakopatts, Copenhagen, Denmark)
were used.

Statistical analysis
The results are presented as the means
+ S.D. Comparisons between proportions
were made by the normal distribution at 5%
level of significance (p <0.05). Compar-
isons between sexes, ages, clinical forms of
leprosy, reactional states, disease activity,
disease durations, therapeutic regimens,
and ANCA positivity were done by Fisher’s
exact test; then the level of significance
used was less than 0.01 ().
RESULTS
The control subjects had a mean age of

26.9 + 5.6 years (range 19-38); 42 were
males and 18 females. Neither ANCA nor
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TABLE 1.

leprosy.”

Clinical, laboratory and therapeutic data of patients with different forms of

LL ENL TT RTT BB RBB

(N=12) (N=12) (N=38) (N=7) (N=10) (N=10)
Age (yrs.) 578156 434147 347+173 557+122 462+185 545135
Male/female 11/1 9/3 5/3 3/4 8/2 713
Disease duration (yrs.) 192+ 165  13.1x14.0 23% 1.2 28+ 4.1 102+ 133 8.0+ 103
Disease activity (%) 4(33.3) 11 (91.6) 4(50.0) 6(85.7) 2(20.0) 8 (80.0)
ANCA (%) 6 (50.0) 4(33.3) —" 2(28.5) — 5 (50.0)
ANA (%) 1(8.3) 1(8.3) - 1(14.2) — 1(10.0)
MDT" (%) 2(16.6) 11 (91.6) 2(25.0) 4(57.1H) 7 (70.0) 7 (70.0)
MT" (%) 8 (66.6) 1 (8.3) 2(25.0) 2 (28.5) 2(20.0) 1(10.0)
No treatment (%) 2(16.6) T 4 (50.0) 1(14.2) 1 (10.0) 2(20.0)

* LL = Lepromatous, ENL = erythema nodosum leprosum, TT = tuberculoid, RTT = reactional tuberculoid, BB =

borderline, RBB = reactional borderline.
" — = Absent.
¢ MDT = WHO multidrug therapy.
* MT = Monotherapy with dapsone.

ANA were detected in their sera with anti-
human IgG or with IgM conjugate.

The leprosy patients had a mean age of
48.9 + 16.8 years (range 8-74); 43 were
males and 16 females. The mean disease
duration was 10.3 = 13.0 years (range
0.001-53); 29 were reactional and 30 non-
reactional, and 35 (59.3%) presented dis-
ease activity. The therapy for leprosy was
multidrug therapy recommended by the
World Health Organization (WHO/MDT)
(**+*) in 33 (55.9%) patients or monother-
apy with dapsone (MT) in 16 (27.1%); 10
patients (19.9%) were not under treat-
ment. By IIF with anti-human IgG conju-
gate, ANCA were present in 17 (28.8%)
sera, all of them showing an atypical pat-
tern (A-ANCA). No serum tested showed
positive fluorescence in the IIF test carried
out with anti-human IgM conjugate. ANA
was detected in 4 (6.7%) sera of leprosy pa-
tients. By ELISA, anti-PR3, MPO, or HLE
antibodies were not present in the sera of
lepromatous leprosy patients. The clinical,

in 4 (23.5%); 3 patients (17.6%) were not
under treatment. The clinical, laboratory
and therapeutic data for ANCA-positive pa-
tients with different forms of leprosy are
shown in Table 3. The 42 (71.1%) ANCA-
negative leprosy patients had a mean age of
48.3 + 16.6 years (range 8-74), 27 were
males and 15 females; the mean disease du-
ration was 9.2 = [3.1 years (range 0.04—
53), 13 were reactional and 24 nonreac-
tional, and 22 (52.3%) presented disease ac-
tivity. The treatment was WHO/MDT in 23
(54.7%) patients and MT in 12 (28.5%); 7
(16.6%) patients were not under treatment.

The analysis did not show statistical sig-
nificance (p >0.05) between the presence of
ANCA and either ages, clinical forms of
leprosy, reactional states, disease activity,
duration of disease, or therapeutic regimen.

TABLE 2.  Clinical, laboratory and ther-
apeutic data of groups of leprosy patients in
reactional and nonreactional states.

laboratory and therapeutic data for patients Reactional  Nonreactional
with different forms of leprosy and for the (N =29) (N =30)
reactional and nonreactional groups are pre- Age (yrs.) 502+ 145 478+190
sented, respectively, in Tables 1 and 2. Male/female 19/10 24/6
The mean age of the 17 ANCA-positive Disease duration (yrs.) 8.9 11.5 11.7+ 144
leprosy patients was 54.1 = 16.4 years Discaseactivity (%) 25(86.2) 10(33.3)
! F o s = - 7 .. ANCA (%) 11 (37.9) 6(20.0)
(range 22-73); 16 were males and 1 female; /0" o) 3(10.3) 133)
the mean disease duration was 11.2 £ 11.9  MpT (%) 22 (75.8) 11 (36.6)
years (range 0.08-36), 11 were reactional MT" (%) 4(13.7) 12 (40.0)
and 6 nonreactional, and 13 (76.4%) pre- No treatment (%) 3(10.3) 7(23.3)

sented disease activity. The treatment was
WHO/MDT in 10 (58.8%) patients and MT

*MDT = WHO multidrug therapy.
" MT = Monotherapy with dapsone.
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TaBLE 3. Clinical, laboratory and therapeutic data of ANCA-positive patients with dif-
ferent leprosy forms.”
LL ENL RTT RBB
(N=12) (N=12) (N=8) (N=10)
ANCA =6 ANCA =4 ANCA =2 ANCA =5
Age (yrs.) 61.0+294 545+ 134 440+ 127 498 +17.2
Male/female 6/0 4/0 2/0 4/1
Discase duration (yrs.) 12.0 + 10.0 155+16.2 1.0+ 1.3 112119
Activity (%) 2(33.3) 4 (100.0) 2 (100.0) 5(100.0)
ANA (%) 1(16.6) —" — 1 (20.0)
MDT (%) 2(33.3) 4 (100.0) 1 (50.0) 3(60.0)
MTY (%) 3 (50.0) — — 1(20.0)
No treatment (%) 1(16.6) — 1 (50.0) 1(20.0)

* LL = lepromatous, ENL = erythema nodosum leprosum, RTT = reactional tuberculoid, RBB = reactional bor-

derline.
" — = Absent.
< MDT = WHO multidrug therapy.
' MT = Monotherapy with dapsone.

The p values were statistically significant
(p <0.01) between ANCA positivity in lep-
rosy patients and in control subjects, and
presence of ANCA and gender (males).

DISCUSSION

The hypothesis of this study was that
ANCA may be involved in leprosy as a
marker of the specific type linked to the
presence of vasculitis. The results show that
atypical ANCA (A-ANCA) are present in
28.8% of leprosy patients. However, there
was no correlation between ANCA positiv-
ity and either clinical forms of leprosy, re-
actional state, disease activity, or disease
duration (p >0.05).

Despite the fact that ANCA have been
described, with variable frequency, in many
infectious diseases ('* %% 3% 32) and that
their active participation in the pathogene-
sis of systemic and/or cutaneous autoim-
mune vasculitis are increasingly more evi-
dent (' '7-*"), the presence of these autoan-
tibodies in the different forms of leprosy
has not been extensively studied.

The first report about ANCA and leprosy
was published in 1995 by Freire, et al. ('°),
who observed the absence of ANCA in the
serum of 10 patients with ENL whose le-
sions were confirmed by bacilloscopy and by
histologic evidence of vasculitis. Recently,
Medina, et al. (**) have described ANCA in
17.1% of a series of 64 leprosy patients (9
P-ANCA and 2 C-ANCA), mainly of the
lepromatous pole, and did not find any corre-

lation between ANCA and the reactional
state or ANCA and disease activity.

In our study, none of the 60 normal sub-
jects showed the presence of ANCA. To the
best of our knowledge ANCA have not
been detected in healthy populations, being
present only under pathological conditions.
Nevertheless, it is still unclear whether
ANCA play a pathogenic role or are only an
epiphenomenon in most of the ANCA-re-
lated diseases (*). Our finding of A-ANCA
positivity in 28.8% of leprosy patients with-
out correlation with clinical forms of the
disease suggests that ANCA do not play a
pathogenic role in the disease, being an
epiphenomenon similar to the other organ-
and nonorgan-specific autoantibodies re-
ported in leprosy such as ANA, cryoglobu-
lins, anticardiolipins, anticytoskeletal, anti-
spermatozoal, antithyroglobulin, antigastric
mucosa antibodies, etc. (3151831,

Autoantibodies have been reported pre-
dominantly in the lepromatous form of lep-
rosy, which is a multibacillary form with
marked humoral immune response. In the
tuberculoid form, which is paucibacillary
and presents marked cellular immune re-
sponse, the presence of autoantibodies is
less frequent (*-* 1> 1% 2420-31) 'In the present
study, the ANCA positivity was higher, al-
though not significantly so (p >0.05), in lep-
romatous patients (41.6% versus 20.0%)
and in the reactional group (37.9% versus
20.0%). These results reenforce the hypoth-
esis that ANCA in leprosy are an epiphe-
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nomenon, presumably resulting from poly-
clonal B-cell activation.

Contrary to what was expected, the vas-
culitis of the ENL seems not to be ANCA-
related, since these autoantibodies were
found less frequently, although not signifi-
cantly (p >0.05), in patients with ENL than
in patients with the nonreactional leproma-
tous form (33.3% versus 50.0%). These
findings, in accordance with those by
Freire, et al. ('*), might be indirect evidence
that the pathogenesis of the ENL vasculitis
involves a Mycobacterium leprae-specific
humoral response with local immune com-
plex deposition and complement fixation,
as has been reported (** ).

The origin of some autoantibodies in lep-
rosy has been explained, although not de-
finitively, by crossreactions. Thus, ANA
would result from crossreactivity with com-
plex nucleic acids and nucleoproteins, and
anticytoskeletal antibodies from crossreac-
tivity between mycobacterial proteins and
human intermediate filament protein sub-
units ('*). Heat-shock proteins (HSP) are a
phylogenetically conserved family of pro-
teins, induced during chronic inflammation
and other forms of physiological stress,
that lead to both humoral and cellular im-
mune responses against microorganisms
(*). Therefore, HSP may stimulate autoim-
mune phenomena in vivo during chronic
mycobacterial infection. It has been demon-
strated that HPS _ of M. leprae is recog-
nized with specificity by antibodies against
human LF (one of the ANCA antigens) and
that bacterial debris keep the antigenicity
for anti-LF antibodies even after the death
of the mycobacteria (*). In the ELISA per-
formed on the lepromatous patients’ sera
we did not address this question, but further
investigations should contemplate the pos-
sibility of reactivity to HSP being implied
in the genesis of ANCA in leprosy.

Since it has been shown that certain
drugs, such as minocycline (”) and propyl-
thiouracil ('), can induce ANCA, we also
tested the possibility that drugs used for
leprosy treatment could cause production of
these autoantibodies. However, our results
did not show any correlation (p >0.05) be-
tween ANCA and therapeutic regimens,
suggesting that ANCA is not drug-induced
in leprosy.

Freire, et al.: ANCA in Leprosy
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In all positive sera, the IIF pattern was
atypical, i.e., A-ANCA. The antigens in-
volved in this type of ANCA pattern are
unknown. Thus far, no correlation has been
established between A-ANCA and any
clinical entity, and some authors consider
A-ANCA to be nonspecific ('°). A-ANCA
can be detected in ANA-positive sera and at
times, after further dilution, the A pattern
turns out to be a P pattern. In the present
study, only two ANA-positive sera exhib-
ited an A pattern and the type of fluores-
cence did not change at higher dilutions.
ELISA carried out on the sera of leproma-
tous leprosy patients did not show activity
against PR-3, MPO, or HLE. Thus, the
ANCA detected in patients with the lepro-
matous form of leprosy are not active
against the best known ANCA antigens.
The report by Medina, et al. (**) of C- and
P-ANCA, whose major antigens are PR-3
and MPO, respectively, also suggests that in
leprosy ANCA can be directed against dif-
ferent enzymes. The C-ANCA without cen-
tral accentuation (atypical) detected in
chromomycosis did not react with PR-3,
showing that in other granulomatous
chronic infectious disease ANCA is not di-
rected against the most frequent ANCA
antigens ().

Another interesting finding of the present
report is the association between ANCA
and gender: 94.1% of ANCA-positive pa-
tients were male (p <0.01). So far ANCA
has not been related with gender and further
investigations are necessary to determine
whether there is a gender influence on
ANCA production in leprosy.

In conclusion, the results of this work
suggest that ANCA are not related to the
presence of vasculitis in the reactive forms
of leprosy of the ENL type and do not rep-
resent a marker of a specific clinical form of
the disease. The hypothesis of the present
study, which was based on the similarities
between leprosy and WG, was recently sup-
ported by the description of a case of bor-
derline lepromatous leprosy whose autopsy
revealed, in addition to the extensive spe-
cific involvement of leprosy, pulmonary
granulomatous necrotizing vasculitis with
no evidence of bacilli or fungi, compatible
with WG ('?). This may have been a ran-
dom association, but there is the possibility
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that the infectious process may trigger au-
toimmune phenomena inducing necrotizing
vasculitis. Since leprosy does not involve
the lungs ('), more in-depth investigation is
needed for leprosy patients with pulmonary
symptoms and/or radiologic alterations for
a WG diagnosis.

SUMMARY

Anti-neutrophil cytoplasmic antibodies
(ANCA) are autoantibodies against en-
zymes present in primary granules of neu-
trophils and lysosomes of monocytes de-
tected in systemic vasculitis and in other
diseases, including infections. ANCA are
markers of active Wegener granulomatosis,
which presents some anatomo-pathologic
and immune response features similar to
those of leprosy. Thus, we raised the hy-
pothesis that ANCA may be present in lep-
rosy as markers specifically linked to the
presence of vasculitis. The aim of this study
was to determine the presence of ANCA in
leprosy and its correlation with the clinical
forms of the disease. Sera from 60 normal
individuals and from 59 patients with dif-
ferent clinical forms of leprosy were stud-
ied. The patients were also allocated into
reactional and nonreactional groups. By in-
direct immunofluorescence, ANCA were
positive, an atypical pattern (A-ANCA), in
28.8% of the patient sera. A-ANCA pre-
dominated, although not significantly (p
>0.05), in the reactional groups 37.9% vs
20.0%), and in those at the lepromatous
pole (41.6% vs 20.0%). There was no cor-
relation between ANCA positivity and ei-
ther disease duration, disease activity, or
therapeutic regimen (p >0.05). An interest-
ing finding was the correlation between
ANCA and gender: 94.1% of ANCA-posi-
tive patients were males (p <0.01), a feature
that so far has not been reported in ANCA-
related diseases and for which there is no
explanation at the moment. By ELISA, the
sera of the lepromatous leprosy patients did
not show activity against either PR3, MPO,
HLE, the most common ANCA antigens.
Because A-ANCA are nonspecific, this
finding requires further investigation for the
determination of the responsible antigen(s).
In conclusion, A-ANCA are present in
28.8% of leprosy patients but are not re-
lated to vasculitis in the erythema nodosum
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leprosum reaction and are not a marker of a
specific clinical form.

RESUMEN

Los anticuerpos anticitoplismicos (ANCA) son an-
ticuerpos contra enzimas de los granulos primarios de
neutréfilos y monocitos presentes en vasculitis sistémi-
cas y otras enfermedades, incluyendo infecciones. Los
ANCA son marcadores de la granulomatosis activa de
Wegener, la cual presenta caracteristicas anatomopa-
toldgicas ¢ inmunoldgicas similares a las de la lepra.
Propusimos la hipétesis de que los ANCA pueden es-
tar presentes en la lepra como marcadores especifica-
mente ligados a la presencia de vasculitis. En este es-
tudio se determind la presencia de ANCA en las dife-
rentes formas clinicas de la enfermedad. Se estudiaron
sueros de 60 individuos sanos y de 59 pacientes con
lepra de diferente clasificacion. Los pacientes se agru-
paron como casos reaccionales y como casos no reac-
cionales. Los ANCA fueron positivos por inmunoflu-
orescencia indirecta (IF1) en 28.8% de los sucros
probados. El patrén de IFI fue atipico (A-ANCA).
Los anticuerpos A-ANCA predominaron, aunque no
significativamente (p >0.05), en los grupos reac-
cionales (37.9% vs 20.0%). y en los pacientes del ex-
tremo lepromatoso (41.6% vs 20.0%). No hubo cor-
relacién entre la positividad en ANCA y la duracion de
la enfermedad, la actividad de la misma, o ¢l esquema
de tratamiento (p >0.05). Un hallazgo interesante fue
la correlacion entre ANCA y ¢l género: 94.1% de los
pacientes ANCA-positivos fueron hombres (p <0.01),
un hallazgo que hasta ahora no se ha reportado en en-
fermedades relacionadas con ANCA y para el cual no
hay explicacion por el momento. Por ELISA, los
sueros de los pacientes lepromatosos no mostraron ac-
tividad contra PR3, MPO o HLE, los antigenos mas
comunes para ANCA. Debido a que los A-ANCA no
son especificos, este hallazgo requiere de mds investi-
gacion para identificar los antigenos involucrados. En
conclusion, los anticuerpos A-ANCA estin presentes
en el 28.8% de los pacientes con lepra pero no estin
relacionados con vasculitis en la reaccion tipo eritema
nodoso leproso y no son exclusivos de ninguna forma
clinica de le lepra.

P .
RESUME

Les anticorps anti-cytoplasmiques des neutrophiles
(AACN) sont des auto-anticorps dirigés contre les
enzymes des granules primaires des neutrophiles et des
lysosomes des monocytes. Ils sont détectés au cours
des vasculites systémiques et d’autres maladies. y
compris les infections. Les AACN sont des markeurs
de la phase active de la Granulomatose de Wegener, qui
présente des caracteres anatomo-pathologiques et im-
munologiques communs a ceux de la lepre. De ce fait,
nous avons proposé I"hypothése que les AACN pour-
raient étre présents dans les cas de lepre comme mar-
queurs spécifiques liés a la présence de vasculites. Le
but de cette étude était de déterminer si les AACN
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étaient présents dans les cas de lepre et de leurs cor-
rélations éventuelles avec les différentes formes cli-
niques de la maladie. Les sérums de 60 individus nor-
maux et de 59 patients présentant des formes cliniques
varides de la I¢pre furent analysés. Les patients furent
aussi divisés en groupe réactionnel et groupe non-
réactionnel. Les AACN furent positifs par immuno-
fluorescence indirecte, avec une distribution atypique
(A-AACN). chez 28.8% des sérums de patients. Les
A-AACN étaient retrouvés plus fréquemment, quoique
de fagon non stastiquement significative (p >0.05),
parmi le group réactionnel (37.9% contre 20%), et
chez les patients au pole Iépromateux (41.6% contre
20%). 11 n’y avait pas de corrélation entre la positivité
aux AACN et la duration de la maladie, ou le degré
d'activité de la maladie, ou le protocole thérapeutique
(p >0.05). Une trouvaille intéressante fut la corrélation
entre AACN et le sexe: 94.1% des patients positifs aux
AACN sont des hommes (p <0.01), un caractére qui n’a
pas encore €té rapporté dans les maladies associant des
AACN et pour lequel il n'y a pas encore d'explication.
Les sérums testés par ELISA provenant de patients
présentant une lépre Iépromateuse n'ont pas présenté
de positivité contre PR3, MPO et HLE, les antigénes
contre lesquels les AACN sont les plus souvent dirigés.
Comme les A-AACN sont non spéceifiques, ces résultats
demandent des études plus poussées pour déterminer
quel(s) est (sont) le(s) antigene(s) responsable(s). En
conclusion, des A-AACN sont présents chez 28.8% de
patients souffrant de lépres mais ne sont ni la con-
séquence de vasculites associées aux réactions d'éry-
théme noucux Iépreux, ni le marqueur d'une forme
clinique spécifique.
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