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The discovery of phenolic glycolipid-I
(PGL-I) as the major species-specific anti-
gen of Mycobacterium leprae has resulted
in significant progress in the serology of lep-
rosy. Based on the antigenic moiety of PGL-
I, a semi-synthetic antigen, D-BSA, con-
sisting of the terminal PGL-I-disaccharide
conjugated to bovine serum albumin (BSA),
has been synthesized (10. H ) and extensively
employed in serologic studies of leprosy
(4. 7, 22) .

Anti-PGL-I antibodies, specifically di-
rected against the trisaccharide epitope, have
been demonstrated in sera from leprosy pa-
tients in levels increasing from the tuber-
culoid to the lepromatous pole of the disease
(3• 8• 23 ) as well as increasing with an increas-
ing bacterial index (BI) ( 9 . 13,21 ). Antibody
titers have been shown to decrease the an-
tibacterial treatment of leprosy ( 3,8,9 ). With
respect to immunoglobulin classes, serum
anti-PGL-I IgM, owing to its predominance
over anti-PGL-I IgG and IgA, has received
the most attention (4, 7, 8, 24 , .) Nevertheless,
since determination of anti-PGL-I IgM an-
tibodies primarily detects multibacillary
(MB) as opposed to paucibacillary (PB) lep-
rosy ( 3 • 4. 7 • 8 ), another effective tool for mon-
itoring disease activity in the PB forms as
well as for the early detection of infection
with M. leprae is needed.
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A major role in immunological defense
against microorganisms or viruses that in-
fect mucosae is attributed to IgA ( 16 ). It has
been suggested that antigen-specific IgA in
serum may be of mucosal origin and may
be an early sign of infection (5 • 17 ). In view
of the possible mode of transmission of lep-
rosy via dermal amd mucosal (respiratory
tract) body surfaces ( 12 ), a closer study of
anti-PGL-I IgA is justifiably necessary. The
results of our previous study revealed that
serum anti-PGL-I IgA in leprosy patients
and their contacts is predominantly of the
IgA, subclass ( 20 ). In the present work, we
have studied anti-D-BSA IgA, and anti-
PGL-I IgM in leprosy and have compared
the results to our data on anti-PGL-I IgA,
(20) in order to evaluate the relative sero-
diagnostic potentials of these parameters.

MATERIALS AND METHODS
Sera. Sera from 88 leprosy patients, clin-

ically and histologically classified according
to the Ridley-Jopling scale ( 19 ) as lepro-
matous (LL, N = 44), borderline leproma-
tous (BL, N = 9), midborderline (BB, N
9), borderline tuberculoid (BT, N = 17), and
tuberculoid (TT, N = 9) leprosy, as well as
sera from 28 household or family contacts
of leprosy patients, were obtained from
Bayley Seton Hospital, Staten Island, New
York, U.S.A. The bacterial index (BI) was
measured on a semilogarithmic scale (0—
6 +) approximating that of Ridley ( 18 ). His-
tology, including the BI, from skin biopsies
was reported from the Gillis W. Long Han-
sen's Disease Center, Carville, Louisiana,
U.S.A. Sera from 31 healthy subjects (lab-
oratory personnel) were used as normal con-
trols. Serum samples were stored in aliquots
below —70°C.
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ELISA for anti-D-BSA IgA„ Both BSA
and PGL-I-disaccharide-BSA (D-BSA),
synthesized according to Gigg ("), were kind
donations from Dr. H. D. Engers of the
I M M LEP Program of the World Health Or-
ganization. Flat-bottom, polystyrene mi-
crotiter plates (Nunc) were coated by in-
cubation with 100 pl/well of D-BSA or of
BSA, respectively, diluted to 100 ng/ml in
carbonate-bicarbonate buffer (15 mM
Na 2C0 i , 35 mM NaHC0 i , pH 9.6) for 18
hr at 37°C. After washing three times with
phosphate-buffered saline (PBS: 8.1 mM
Na,HPO4 •2H 20, 1.5 mM KH,PO 4 , 2.9 mM
KCI, 136.9 mM NaCI, pH 7.4) containing
0.1 % v/v Tween 20 (PBST), the plates were
incubated for 1 hr at 37°C with 200 µl/well
of 1% w/v BSA (Behring) in PBST (BSA-
PBST). BSA-PBST was then replaced by 100
µl/well of test serum (in duplicate), diluted
1/20-1/160 in PBST. An LL serum, posi-
tive for anti-PGL-I IgA,, diluted 1/200-
1/1600, was included as reference on each
plate. After incubation with test serum for
1 hr at 37°C, the plates were washed three
times with PBST and incubated for 1 hr at
37°C with 100 41/well of mouse monoclonal
(IgG,) anti-human IgA, (Nordic, NI69-1 1),
diluted 1/2000 in PBST. Washing three
times with PBST was followed by incuba-
tion (for 1 hr at 37°C) with 100 gl/well of
peroxidase-conjugated goat (affinity-puri-
fied antibody) anti-mouse IgG (Zymed) di-
luted 1/500 in BPST. After again washing
three times with PBST, 100 Al/well of sub-
strate solution, containing 1.8 mM 2, 2'-
azino-di(3-ethyl-benzthiazoline-6-sulfonic
acid) (ABTS; Boehringer) and 2.9 mM H 20 2

in citrate-phosphate buffer (60 mM C 6 1-1,0 7 •
11 20, 80 mM Na, HPO, 2H 20, pH 4.0) were
added for 1 hr at room temperature in the
dark. The reaction was stopped by addition
of 100 µl/well of 0.32% w/v NaF. Extinction
(E) was read with a double wavelength mi-
cro-ELISA autoreader MR 580 (Dynatech)
at 405 nm (versus 490 nm) against a blank
made up of substrate and stop solutions.

ELISA for anti-PGL-I IgM. Armadillo-
derived PGL-I was kindly provided under
a National Institutes of Health contract by
Dr. P. J. Brennan, Colorado State Univer-
sity, Fort Collins, Colorado, U.S.A. The
ELISA procedure was the same as for anti-
D-BSA IgA, except for the following differ-
ences: Coating was performed with 100 Ail/

well of PGL-I-liposomes, prepared as de-
scribed elsewhere ( 20), diluted to 2.5 pcg PGL-
1/m1 in Tris-buffered saline (20 mM Tris,
150 mM NaCI, pH 8.0), as well as with
control-liposomes (without PGL-I). After
washing with PBS (70 mM Na,HPO, • 2H2O,
30 mM KH,PO 4 , 150 mM NaCI, pH 7.2),
blocking was performed for 1.5 hr with
2.5% w/v human serum albumin (HSA;
kindly donated by Dr. F. Elsinger, Immuno
A.G., Vienna, Austria) in PBS (HSA-PBS).
Test serum was diluted 1/500-1/8000 and
the positive LL serum for anti-PGL-I IgM
(reference) was diluted 1/1000-1/16,000 in
HSA-PBS. Incubation with peroxidase-
conjugated rabbit anti-human IgM (Dako),
diluted 1/500 in HSA-PBS, was for 1.5 hr
at 37°C. PBS was used for washing after
serum and conjugate incubations.

ELISA results were expressed as AE = E
(coat with D-BSA or PGL-I-liposomes) mi-
nus E (coat with BSA or control-liposomes,
respectively). In order to minimize the in-
fluence of plate-to-plate as well as day-to-
day variations on serum screening, AE val-
ues obtained for test sera were corrected by
relating them to the reference serum AE on
each plate. Serum samples were considered
seropositive when their antibody titers ex-
ceeded the cut-off point determined as the
mean AE + 2 standard deviations (S.D.) of
the control group for that particular anti-
body.

Statistical analysis. Statistical analysis
of the data was done by comparison be-
tween groups using analysis of variance with
follow-up t tests. In addition, data were also
analyzed by the nonparametric Kruskal-
Wallis test with follow-up Mann-Whitney
U tests to confirm the analysis of variance
results. The relationships between antibody
titers as well as between titers and param-
eters of disease activity were assessed by
calculation of Pearson correlation coeffi-
cients.

RESULTS
Anti-D-BSA IgA„ anti-PGL-I IgA„ and
anti-PGL-I IgM antibody titers in
leprosy patients

Correlation between antibody titers.
Comparison of anti-PGL-I IgA, titers ( 20 )
with anti-D-BSA IgA, and anti-PGL-I IgM
titers in leprosy patients showed significant
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THE TABLE. Mean titers on seropositivity rates in the three antibody systems.

Group Mean .1E•' ± SD No. pos./No. tested % pos.

Anti-D-BSA IgA,
Patients LL 0.301 ± 0.213 9/10 90.0

BL 0.296 ± 0.147 6/7 85.7
BB 0.248 ± 0.198 5/7 71.4
BT 0.032 ± 0.084 1/10 10.0
TT 0.110 ± 0.127 2/8 25.0
BI pos. 0.302 ± 0.209 11/14 78.6
BI neg. 0.135 ± 0.155 12/28 42.9
Total 0.191 ± 0.190 23/42 54.8

Contacts 0.071 ± 0.101b 5/28 17.9
Controls 0.039 ± 0.052 1/20 5.0

Anti-PGL-I IgA,c
Patients LL 0.201 ± 0.156 20/43 46.5

BL 0.260 ± 0.218 5/9 55.6
1313 0.113 ± 0.119 2/9 22.2
BT 0.094 ± 0.135 2/17 11.8
TT 0.094 ± 0.088 2/9 11.2
BI pos. 0.213 ± 0.167 19/40 47.5
131 neg. 0.126 ± 0.140 12/47 25.5
Total 0.166 ± 0.158 31/87 35.6

Contacts 0.066 ± 0.092 3/28 10.7
Controls 0.047 ± 0.062 2/31 6.5

Anti-PGL-I IgM
Patients LL 0.441 ± 0.429 21/42 50.0

BL 0.304 ± 0.366 3/9 33.3
1313 0.196 ± 0.271 2/10 20.0
BT 0.048 ± 0.066 0/17 0.0
TT 0.003 ± 0.017 0/8 0.0
BI pos. 0.463 ± 0.451 20/39 51.3
BI neg. 0.127 ± 0.206 6/47 12.8
Total 0.280 ± 0.377 26/86 30.2

Contacts 0.017 ± 0.057 0/28 0.0
Controls 0.023 ± 0.125 2/31 6.5

Sera diluted 1/20 for anti-D-BSA as well as for anti-PGL-I IgA,, 1/500 for anti-PGL-I IgM.
N = 27.
Data from Schwerer, et a!. (=").

correlations between anti-D-BSA and anti-
PGL-I IgA, (r = 0.501, p < 0.001, N = 42)
(Fig. 1) as well as between anti-PGL-I IgA,
and IgM (r = 0.460, p < 0.001, N = 85)
(not shown).

Antibody titers in relation to disease clas-
sification. Similar to anti-PGL-I IgA (20 ),
anti-D-BSA IgA, andanti-PGL-I IgM mean
levels as well as seropositivity rates gener-
ally increased from the tuberculoid to the
lepromatous pole of the disease spectrum
(The Table). Statistical analysis revealed that
for anti-D-BSA IgA, the LL, BL, and BB
groups (p < 0.001) as well as the TT group
(p < 0.05) were significantly different com-
pared with the control group; the BT group
did not differ from the controls. With re-
spect to anti-PGL-I IgA,, the LL and BL
groups (p < 0.001) were significantly dif-

ferent from the control group; the other lep-
rosy groups did not differ from controls ( 20 ).
Similarly, for anti-PGL-I IgM only the LL
(p < 0.001) and BL (p < 0.01) groups were
significantly different as compared to the
control group.

Antibody titers in relation to BI. Signif-
icant correlations between antibody levels
and the BI were obtained for anti-D-BSA
IgA, and for anti-PGL-I IgM as has been
demonstrated for anti-PGL-I IgA, ( 20 ), with
anti-PGL-I IgM being highly responsive to
the BI (Fig. 2). However, there is a wide
scatter of antibody values in each of the
three systems. In particular, 12/28 (43%),
12/47 (26%), and 6/47 (13%) patients with
a BI of zero were seropositive for anti-D-
BSA IgA,, anti-PGL-I IgA, ( 20) and anti-
PGL-I IgM, respectively (The Table). A very
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FIG. I. Correlation between anti-D-BSA and anti-
PGL-1 IgA, in sera (diluted 1/20) from leprosy patients.
Each point represents one individual; line is best fitting
regression line.

similar pattern was obtained when a group
of 27 BI-negative patients were used for the
calculation of percentages of seropositivity
in all three systems (44% for anti-D-BSA
IgA,, 30% for anti-PGL-I IgA,, and 19% for
anti-PGL-I IgM). Regardless of the anti-
body system, a high percentage (around 80%)
of seropositive patients with a BI of zero
were found to have moderate-to-severe
neuropathy, as assessed by clinical exami-
nation and nerve conduction velocity tests.

In leprosy patients with a positive BI, se-
ropositivity rates were higher in anti-D-BSA
than in anti-PGL-I IgA„ while they were
similar in anti-PGL-I IgA, and IgM (The
Table).

Antibody titers in relation to antibacterial
treatment, ENL, and neuropathy. Anti-
PGL-I IgM seemed to be unrelated to the
duration of any antibacterial treatment in
all patients (r = —0.025, N = 82) as well as
in multibacillary (LL, BL) patients (r =
—0.221, N = 50), thus resembling anti-
PGL-I IgA, (20). Apparently the selection of
our patient population did not favor the de-
tection of a treatment effect: there were only
6 untreated patients and 22 patients on
short-term treatment ( < 2 years); most pa-
tients (56) had received long-term treatment
ranging from 2 up to 38 years.

FIG. 2. Scrum anti-PGL-I IgM, anti-D-BSA IgA,,
and anti-PGL-I IgA, titers in relation to BI in leprosy
patients as represented by best fitting regression lines.
Anti-PGL-I IgM: Y = 0.107X + 0.114 (r = 0.575, p
< 0.001, N = 86); anti-D-BSA IgA,: Y = 0.051X +
0.131 (r = 0.502, p < 0.001, N = 42); anti-PGL-I IgA,
( 21: Y = 0.031X + 0.117 (r = 0.400, p < 0.001, N --
87); sera diluted 1/20 for anti-D-BSA as well as for
anti-PGL-I IgA,; 1/500 for anti-PGL-I IgM.

Occurrence of erythema nodosum lepro-
sum (ENL) in 29 multibacillary (LL, BL)
patients was without significant effect upon
anti-PGL-I IgM (r = —0.075, N = 51) or
anti-PGL-I IgA, (20) values.

Although there was a high incidence of
neuropathy among BI-negative patients with
elevated antibody levels, statistical analysis
of all patients showed that the presence of
neuropathy in 55 leprosy patients, as as-
sessed by clinical examination and nerve
conduction velocity tests, appeared not to
be related to anti-PGL-I IgM (r = —0.081,
N = 78) or to anti-PGL-I IgA, (20 ) levels.

Anti-D-BSA IgA„ anti-PGL-I IgA„ and
anti-PGL-I IgM antibody titers in
contacts vs controls

Comparison of anti-PGL-I IgA, titers (20 )

with anti-D-BSA IgA, and anti-PGL-I IgM
titers in contacts and controls gave the fol-
lowing relationships: In contacts, anti-D-
BSA IgA, significantly (r = 0.532, p < 0.01,
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FIG. 3. Comparison of anti-D-BSA IgA, (left panel), anti-PGL-I IgA, (data from Schwerer, et a!. (20), middle
panel), and anti-PGL-I IgM (right panel) in contacts of leprosy patients and in normal controls. Sera diluted
1/20 for anti-D-BSA as well as for anti-PGL-I IgA,; 1/500 for anti-PGL-I IgM. Each point = one individual;
horizontal bars = mean DE values; arrows = corresponding mean ..1E + 2 S.D. of the control group.

N = 27) correlated with anti-PGL-I IgA,;
whereas there was no correlation (r =
—0.091, N = 28) between anti-PGL-I IgA,
and IgM (not shown). In controls, no sig-
nificant correlations were found either be-
tween anti-D-BSA and anti-PGL-I IgA, (r
= 0.308, N = 20), or between anti-PGL-I
IgA, and IgM (r = 0.256, N = 31).

Although statistical analysis gave no sig-
nificant differences between contacts and
controls in all three antibody systems, three
(3/28, 10.7%) seropositive contacts were de-
tected with anti-PGL-I IgA, (20) but none
(0/28, 0.0%) with anti-PGL-I IgM (Fig. 3).
However, with anti-D-BSA IgA,, an even
higher number of seropositive contacts,
namely, five (5/28, 17.9%) cases, were de-
tected, two of which were also detected as
seropositive with anti-PGL-I IgA,. Never-
theless, in all three systems false-positive
controls, i.e., 1/20 (5.0%) for anti-D-BSA
IgA,, 2/31 (6.5%) for anti-PGL-I I gA (20)

and 2/31 (6.5%) for anti-PGL-I IgM, were
recorded. The high titers of anti-PGL-I IgM
in three controls, which resulted in a high
seropositivity cut-off point, appear to be

responsible for the inability of the anti-
PGL-I IgM system to detect any of the con-
tacts as seropositive.

DISCUSSION
In leprosy patients, anti-D-BSA IgA, sig-

nificantly correlated with anti-PGL-I IgA 1 ,
similar to what has been shown for IgM
(4, 7. 22) ,) This is consistent with the fact that
both PGL-I and D-BSA carry the same an-
tigenic terminal disaccharide (10, II , .) Al-
though anti-PGL-I IgM predominates over
IgA, as has been shown before (4, 7, 

24 ),) this
study demonstrates a significant correlation
between anti-PGL-I IgA, and IgM. The ob-
served scatter within both correlations may
be due to individual differences in the poly-
clonal B-cell response to PGL-I with respect
to both antigen specificity and Ig class (4).

In all three antibody systems mean values
as well as seropositivity rates were found to
increase from the tuberculoid to the lepro-
matous pole of the disease spectrum, con-
firming earlier reports (3, 4, 7, 8, 13, 22, 24 ).

Within the paucibacillary groups, however,
anti-D-BSA (PGL-I) IgA, appeared to be
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well demonstrable; whereas anti-PGL-I IgM
seemed to be practically negative.

All three antibodies were demonstrated
to increase significantly with the BI similar
to what has been found with anti-PGL-I
IgM ( 13 . 71 ); anti-PGL-I IgM appeared to be
most sensitive to the BI. However, the con-
siderable scatter of antibody values in re-
lation to the BI in all three systems indicates
that the BI may not be the only parameter
of disease activity reflected in anti-PGL-I
levels. In particular, a number of BI-nega-
tive patients recorded elevated anti-D-BSA
(PGL-I) IgA, and/or anti-PGL-I IgM levels;
among these patients there was a high in-
cidence of moderate-to-severe neuropathy.
This supports the view that bacillary and/
or antigenic material persisting especially in
the peripheral nervous system despite an-
tibacterial treatment may lead to a persist-
ing immune response.

For BI-negative patients, anti-PGL-I se-
ropositivity was higher in IgA, than in IgM,
while for BI-positive patients seropositivity
was similar in IgA, and IgM. One report
comparing positivity rates in different Ig
classes (') showed the anti-PGL-I IgA rate
to be higher than the IgM rate in leprosy
patients. Looking at anti-D-BSA versus anti-
PGL-I seropositivity rates, all patients' rates
were higher in anti-D-BSA than in anti-
PGL-I IgA,. Although these results may be
due to the lower number of patients tested
against D-BSA, they seem to support the
view that D-BSA possesses higher sensitiv-
ity than native PGL-I ( 4 ' 7 ). On the other
hand, authors comparing IgM positivity
rates with the two antigens have obtained
very similar overall rates (4, 7. 22).

As has been observed for anti-PGL-I IgA,
(20), anti-PGL-I IgM values appeared not to
depend upon the duration of antibacterial
treatment. This is at variance with earlier
data ( 3 ' 8, 9) and may be due to the small
number of short-term-treated patients in our
study. Similarly, in another study little ef-
fect of the disease duration upon anti-PGL-I
levels was observed ( 14). Surprisingly, anti-
PGL-I IgM levels did not seem to depend
upon the occurrence of ENL in MB leprosy
patients; whereas earlier reports have shown
anti-PGL-I IgM to decrease in ENL patients
(2, 7, 13, 21‘ .) However, the detection of the ENL

effect has been shown to depend on the
ELISA method used ( 13 . 15 ). Thus, the pres-
ent result may be related to minor differ-
ences in methodology and/or an unfavor-
able selection of our patient population.

In controls, neither anti-D-BSA and anti-
PGL-I IgA, nor anti-PGL-I IgA, and IgM
correlated. The three systems recorded false-
positive controls with a similar incidence
(around 6.0%). This figure is slightly higher
than the seropositivity rates reported for
controls, i.e., 1.4% for anti-PGL-I IgA (')
and around 3.0% for anti-PGL-I (D-BSA)
IgM ( 7), and may be due to the relatively
low number of controls tested.

In household or family contacts of leprosy
patients there was a sigificant correlation
between anti-D-BSA and anti-PGL-I IgA,;
however, there was no correlation between
anti-PGL-I IgA, and IgM. Among the 28
contacts, 5 (17.9%) were detected seroposi-
tive in the anti-D-BSA IgA, system, 3
(10.7%) were detected seropositive in the
anti-PGL-I IgA, system ( 20), but none was
detected in the anti-PGL-I IgM system.
Three of the seropositive contacts detected
with anti-D-BSA and/or anti-PGL-I IgA,
were from families with more than one case
of MB leprosy and had presented with (ba-
cillary negative) skin lesions. Extensive
studies have used the determination of anti-
D-BSA IgM to screen contacts in endemic
areas giving positivity rates of around 20%
(6). Our results, however, agree very well
with a previous report (') showing that anti-
PGL-I IgA rates exceed IgM rates in con-
tacts.

On the whole, this study confirms the use-
fulness of anti-PGL-I antibodies for mon-
itoring disease activity throughout the lep-
rosy spectrum, and favors D-BSA as the
better antigenic material than native PGL-I
with respect to sensitivity. While anti-PGL-I
IgM appears to be well suited, especially in
MB or BI-positive patients, anti-D-BSA
(PGL-I) IgA, seems to be more sensitive,
particularly for PB or BI-negative patients.
For the contacts of leprosy patients, our
study favors anti-D-BSA (PGL-I) IgA, as a
better serodiagnostic tool than IgM in the
detection of subclinical infection with M.
leprae.
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SUMMARY
In order to evaluate the potentials of IgA,

versus IgM as well as of native phenolic
glycolipid-I (PGL-I) versus PGL-I-disac-
charide coupled to bovine serum albumin
(D-BSA) as antigens in the serodiagnosis of
leprosy, anti-D-BSA IgA, and anti-PGL-I
1gM were investigated and compared to anti-
PGL-I IgA, in sera from patients and con-
tacts.

Anti-D-BSA and anti-PGL-I IgA, signif-
icantly correlate in patients and contacts.
The higher IgA, positivity rates obtained
with D-BSA as compared to PGL-I may
suggest D-BSA as the favorable antigenic
material. In patients but not in contacts anti-
PGL-I IgM and IgA, correlate, IgM pre-
dominating over IgA,. In all three antibody
systems, the mean values as well as the pos-
itivity rates increased from the tuberculoid
toward the lepromatous disease pole. Also,
the levels of all three antibodies significantly
increased with the bacterial index (M).
However, anti-D-BSA (PGL-I) IgA, ap-
pears to be preferable to IgM with respect
to sensitivity, i.e., detection of disease ac-
tivity, in paucibacillary or BI-negative pa-
tients. A number of contacts were detected
as seropositive with anti-D-BSA and/or anti-
PGL-I IgA, but not with anti-PGL-I IgM.
This suggests that IgA, is a better tool than
IgM for the detection of leprosy in its sub-
clinical stage.

RESUMEN
Para poder evaluar la utilidad potencial de IgAl vs

IgM y del glicolipido fenOlico-I nativo (PGL-I) vs el
disacdrido del PGL-I acoplado a la albámina sérica
bovina (D-BSA) como antigenos para el serodiagnOs-
tico de la lepra, se investigaron los anticuerpos IgA I
anti-D-BSA e IgM anti-PGL-I y se compararon con
los anticuerpos IgA 1 anti-PGL-I en los sueros de pa-
cientes y contactos.

Los anticuerpos IgA, anti-PGL-I y anti-D-BSA cone-
lacionaron apropiadamente en los pacientes y contactos.
Las mayores frecuencias de positividad se encontraron
con D-BSA y ésto lo selmla como el material antigenic°
más favorable. En los pacientes, pero no en los con-
tactos, se encontró una buena correlaciOn entre los
anticuerpos IgM anti-PGL-I e IgA l , predominando los
IgM sobre los IgA,. En los tres sistemas de anticuerpo,
los valores medios y las frecuencias de positividad au-
mentaron del extremo tuberculoide al lepromatoso. Los
niveles de los tres anticuerpos tambien aumentaron
proporcionalmente al indice bacteriano (IB). Sin em-
bargo, los anticuerpos anti-D-BSA (PGL-I) IgA, pa-

recut scr preferibles a los IgM con respecto a sensibi-
lidad, sobre todo en la detecciOn de la enfermedad en
los casos paucibacilares o en los pacientes con IB ne-
gativos. Un gran numero de contactos rcsultaron se-
ropositivos con anti-D-BSA y/o anti-PGL-I IgA, pero
no con IgM anti-PGL-I. Esto sugiere que IgA, es una
major herramienta que IgM para la detecciOn de la
lepra en su etapa subclinica.

RESUME
Dans le but d'évaluer la valour des IgAl compares

aux IgM ainsi que cello du glycolipide phénolique-I
(PGL-I) nature] compare au disaccharide-PGL-I cou-
ple a de l'albumine serique bovine (D-BSA) comme
antigénes pour le sCrodiagnostic de la lépre, on a re-
cherche les anticorps IgAl anti-D-BSA et les IgM anti-
PGL-I, et on les a compares aux IgAl anti-PGL-I dans
lc serum de patients et de contacts.

Il y a une correlation significative entre les IgA, vis-a-
vis du D-BSA et cellos dirigees contre le PGL-I chez
les patients et les contacts. Les taux de positivité d'IgA,
plus Cleves vis-à-vis du PGL-I suggérent une meilleure
antigénicité du D-BSA. Chez les patients, mais non
chez les contacts, it y a une correlation entre les IgA,
et les IgM vis-à-vis du PGL-I, les IgM etant plus &levees
que les IgA,. Pour les trois types d'anticorps, les valcurs
moyennes ainsi que les taux de positivité augmentaient
du pole tuberculoide vers le pole lépromateux de la
maladie. De plus, les taux des trois types d'anticorps
augmentaient de maniere significative avec I'indice
bactériologique (IB). Cependant les anticorps IgA, vis-
a-vis du D-BSA (PGL-I) semblent etre préférables aux
IgM du point de vue de la sensibilite, c'est-à-dire la
detection de signes d'activite de la maladie chez des
patients paucibacillaires ou avec un indice bacterio-
logique négatif. Un certain nombre de contacts ont éte
détectés comme séropositifs pour les IgA, vis-a-vis du
D-BSA et/ou du PGL-I mais non pour les IgM anti-
PGL-I. Ceci suggere que les IgA, sont préférables aux
IgM pour la detection de la lepre subclinique.
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