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The clinico-pathological features of lep-
rosy depend, to a large extent, on the in-
tensity of the cell-mediated immune re-
sponse to Mycobacterium leprae (%72, It
is widely accepted that patients with lep-
romatous leprosy have a specific deficiency
of cell-mediated immunity (CMI) towards
M. leprae, and a somewhat less important,
reversible, generalized depression of CMI.
The mechanism of this immune deficiency
is not fully understood: among other hy-
potheses, it has been suggested that active
suppressor mechanisms, involving suppres-
sor macrophages or suppressor T cells (*1%),
may be involved in the depression of CMI
in lepromatous patients. T cells play a cen-
tral role in the immune responses, espe-
cially in CMI. In man as well as in rodents,
there are two main subsets of regulatory T
cells, T helper cells and T suppressor cells.
The physiological interactions between
these cell types are important in the regu-
lation of most immune responses.

Hybridoma technology recently provided
new tools for the study of T cell subsets in
man. Monoclonal antibodies directed at
well-defined T cell subsets have been pro-
duced. The OKT antibodies prepared by
Kung and Goldstein and functionally eval-
uated by Reinherz and Schlossmann ('7)
represent a set of reagents allowing a pre-
cise study of T cell subpopulations.

Three OKT antibodies have been used in
this study: OKT 3 recognizes all circulating
T cells: OKT 4 recognizes T cells with a
helper, or inducer, function (*?), and OKT
8 recognizes suppressor and cytotoxic T
cells ('%). The ratio OKT 4+ cells/fOKT 8+
cells, or the helper/suppressor (H/S) ratio,
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expresses the balance between the two main
subsets of T cells which cooperate in im-
mune responses (*).

In a previous report, we have shown that
the H/S ratio is normal in tuberculoid pa-
tients, and in non-reactional lepromatous
patients. This ratio is elevated in leproma-
tous patients with recent erythema nodo-
sum leprosum (ENL) (). In this paper, we
further investigate the imbalances between
helper and suppressor T cells in various
clinical situations in lepromatous leprosy.
Our results show that the H/S ratio is nor-
mal only in bacteriologically negative, non-
reactional (non-ENL) lepromatous pa-
tients. In non-reactional, bacteriologically
positive patients, the H/S ratio is dimin-
ished. In ENL patients, whatever their ba-
cillary load, the H/S ratio is transiently el-
evated.

MATERIALS AND METHODS

Patients. Twenty-four lepromatous pa-
tients (18 LL, 6 BL)., all living in Paris,
France, at the time of the investigation, en-
tered this study. They were divided into three
groups according to the clinical and bacte-
riological course of their disease. Group 1
is composed of 6 patients who, at the time
of the study, were bacteriologically posi-
tive, either untreated (3 patients) or pre-
senting with dapsone (DDS)-resistant lep-
romatous relapse after long-term sulfone
therapy (3 patients): none of them had suf-
fered from ENL recently. One had had ENL
five years before. Group 2 is composed of
nine efficiently treated, bacteriologically
negative patients. None of them had had
ENL recently; three had a past history of
ENL some years before. Group 3 is com-
posed of nine patients who were admitted
because of recent ENL. The beginning of
the ENL was less than two months before
the study. Most of these patients were fe-
brile, had ENL skin lesions, and had ele-
vated neutrophil counts at the time of the
investigation. None of them was receiving
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corticosteroids before, or at the time of the
initial evaluation. None of our patients had
suffered from Type | (reversal) reaction.

A lepromin test (Mitsuda reaction) was
performed by injecting intracutaneously 0.1
ml of standardized lepromin (107 bacilli/ml),
a gift from Dr. Saint-André, Institut Mar-
choux, Bamako, Mali. It was negative in all
of the patients.

The sex, age, geographical origin, clas-
sification, duration of disease, therapy, and
bacterial load of each of the patients are
given in Table 1. Controls were male and
female healthy volunteers, members of our
department, or blood bank donors, 20 to 60
years old.

Enumeration of T cell subsets with mono-
clonal antibodies. The indirect immunofluo-

rescence technique for the enumeration of

OKT 3+ (pan-T) cells, OKT 4+ (helper/
inducer) cells, and OKT 8+ (suppressor/cy-
totoxic) cells has been previously described
in detail (*). Briefly, monoclonal antibodies
produced by mouse hybridoma and direct-
ed against functionally different T cell sub-
sets (151517 were kindly donated by P. C.
Kung and G. Goldstein, Ortho Pharma-
ceutical Corporation, Raritan, New Jersey,
U.S.A.

Peripheral blood mononuclear cells
(PBMC) were isolated on a Ficoll-sodium
metrizoate gradient (Telebrix, Paris,
France). PBMC were suspended in Hanks
medium containing 0.2% sodium azide and
5% fetal calf serum and incubated with the
appropriate dilution of each monoclonal an-
tibody for 30 min at 4°C. Cells were washed
twice and incubated with purified goat anti-
mouse IgG antiserum (Miles Laborato-
ries, Inc., Elkhart, Indiana, U.S.A.), la-
beled with fluorescein isothiocyanate. Cells
were left again for 30 min at 4°C, washed
twice, and the percentage of fluorescent
cells was scored immediately under a flu-
orescent microscope.

Lymphocyte transformation tests (LTT).
Proliferative responses to the mitogens
phytohemagglutinin (PHA) (Difco, Detroit,
Michigan, U.S.A.), 2 pg/ml: concanavalin
A (Con-A) (Pharmacia, Uppsala, Sweden),
50 wg/ml; and pokeweed mitogen (PWM)
(Gibco, Grand Island, New York, U.S.A.),
/20 of the stock solution, were studied by
measuring *H-thymidine incorporation, as
previously described (). For each patient,
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results are expressed as a percentage of the
proliferation obtained with the mononu-
clear cells of a normal subject tested on the
same day.

Con-A-induced suppressive activity. This
was studied as described by Sakane and
Green (*"). In brief, PBMC were cultured
with Con-A for 48 hr and then added to a
mixed leukocyte culture (MLC) using au-
tologous PBMC as responder cells. *H-thy-
midine incorporation was measured and
compared with that obtained in a similar
MLC where control cells cultured without
Con-A for 48 hr were added.

Skin tests. Each of the following antigens
(0.1 ml) was injected intracutaneously in the
outer part of the arm: a) tuberculin, 10 units;
b) candidin, 107* of the stock solution (In-
stitut Pasteur, Paris, France), ¢) Varidase
(50 units streptokinase, 12.5 units strepto-
dornase) (Lederle, Madrid, Spain), and d)
streptococcei (a suspension of 8 x 107 au-
toclaved bacilli from groups A, B, C, D, N,
and O) (Institut Mérieux, Lyon, France).
Tests were read after 48 hr and recorded as
follows: papular induration of less than 5
mm diameter, [+: 5 mm to 12 mm, 2+; 12
mm to 20 mm, 3+: more than 20 mm, 4+.
The total number of + for the four tests was
chosen to express the cutaneous delayed-
type hypersensitivity of the patient. Con-
trol subjects had a mean DTH score of
9.5 = 0.4.

DNCB sensitization. Fifty ul of dinitro-
chlorobenzene (DNCB), 19¢ in acetone/ol-
ive oil was applied to the skin of the back.
Two weeks later, 50 ul of 0.19%¢ DNCB was
applied to another site. The appearance of
an erythemato-papular response 48 hr later
was recorded as positive.

Statistical methods. The corrected chi-
square test and Student’s 7 test were used
for the statistical analyses.

RESULTS
T cell studies in bacteriologically positive,
non-ENL patients (Group 1)

T cell subset enumerations. T cell subsets,
as analyzed by indirect immunofluores-
cence with OKT 3, OKT 4, and OKT 8
monoclonal antibodies are shown in Table
2. Taken as a group, these patients display
increased suppressor cell and decreased
helper cell percentages. Their H/S ratio is



284 International Journal of Leprosy 1982

TABLE 1. General characteristics of the patients.

: - Dura- N .
Patient Age S'_tc (_)t t-_nrth Classifi- tion of Treatment during Bacteriologic !ndex
e : or probable ST S RN (Morphological
no. (yr) i A cation® disease the preceding year <
infection (yr) Index)
Group 1. Bacteriologically positive, non-reactional patients
| F 22 Congo LL 3 Rifampin 3.00 (0)
2 M 58 West Indies LL 15 DDS 3.75 (40%)
3 F 54 West Indies LL 12 DDS 3.25 (<1%)
4 M 30 Sénégal LL 2 None 4.50 (40%)
S M 24 Vietnam BL 5 None 2.25 (2%)
6 F 18 Vietnam BL 3 None 3.25 (20%)
Group 2. Bacteriologically negative, non-reactional patients
7 F 23 La Réunion LY. 6 Rifampin (stopped 0.25
6 months ago)
8 M 62 Vietnam! LL 2 Rifampin 0
9 F 43 West Indies LL 15 Sulforthomidine 0
10 M 40 West Indies LL 33 DDS 0
11 M 51 Spain LL 15 DDS 0
12 M 31 Morocco BL 18 Rifampin 0
Clofazimine
Sulforthomidine
13 M 78 Vietnam* BL 2 Rifampin 0.25
Clofazimine
Sulfamethoxy-
pyridazine
14 F 24 West Indies BL T DDS 0
15 M 40 French Guyana® LL S Rifampin 0.75
Clofazimine
DDS
Group 3. ENL patients
16 F 21 West Indies LL 9 None 3.50 (25%)
17 M 26 West Indies LL 3 Rifampin 2.50 (10%)
Thalidomide
18 M 35 West Indies LL 3 Sulfamethoxy- 0
pyridazine
19 M 26 West Indies LL 3 Rifampin 2.25 (0)
Clofazimine
Sulfamethoxy-
pyridazine
Thalidomide
20 M 38 West Indies BL 4 Rifampin 2.25 0)
Sulforthomidine
21 M 55 Vietnam LL 22 Sulforthomidine 2.25 (0)
Clofazimine
Thalidomide
22 M 4] West Indies! LL 29 DDS 225 (0)
Clofazimine
23 F 36 Madagascar LL 11 Rifampin 0
DDS
24 M 45 West Indies 1L 24 Rifampin 1.50 (0)
DDS
Sulforthomidine

* According to Ridley and Jopling's criteria ('").

b The prescribed doses were usually: a) DDS 100 mg daily, b) rifampin 600 mg daily, c) sulforthomidine
(sulfadoxine, Fanasil®) 1500 mg weekly, d) clofazimine 100 mg daily, e) sulfamethoxypyridazine 750 mg on
alternate days. The regularity of intake of the drugs could not be confirmed in all cases.

¢ The Bacteriologic Index was recorded as the average count of three to five smears, from different sites,
expressed using the logarithmic scale of Ridley and Hilson ('*). When solid-stained bacilli were present, their
percentage (Morphological Index) is indicated in parentheses.

¢ Caucasian origin.
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TABLE 2. T cell subset distribution in lepromatous patients and healthy controls. Data

presented as mean = S.E.M.

Percent positive cells among

Percent positive cells among

it i Ratio
51('?)0&)‘15 circulating mononuclear cells I cells (OKT 3%) % OKT 4*/
0. 7
OKT 3" OKT 4+ OKT 8* OKT 4 OKT 8* % OKT 8*
Controls 667+ 1.7 414 = 1.4 257+ 13 63.0 2.2 387+ 1.8 1.80 = 0.13
(41)
Group 1 66.1 =3.5 335 481" 33.6 +4.0" 499 =591 510+ 59" 1.05 = 0.18"
Bacteriologically
positive, non-
reactional
(6)
Group 2 66.0 +44 41.1 =29 269 + 1.83 62,6 +2.6 419 = 3.4 1.56 = 0.13
Bacteriologically
negative, non-
reactional
9
Group 3 59539 43.0=x29 174/ £ 2,002 74,5 .85 27.2 £ 4.00= 277 + . J0mce
ENL
9)

a Different from Control Group (p < 0.01).
b Different from Control Group (p < 0.05).

¢ Different from Group 2 (p < 0.01) and from Group 1 + Group 2 (p < 0.0D).

4 Different from Group 2 (p < 0.05).
¢ Different from Group | (p < 0.01).
* Different from Group | (p < 0.05).

significantly lower than the H/S ratio in
controls.

Functional studies. Five patients had skin
tests to four antigens unrelated to M. lep-
rae. The mean of their responses was 6.2+
which was significantly lower than controls
(p < 0.01). Four patients were challenged
with DNCB and only one could be sensi-
tized. Only two patients had LTT to PHA,
Con-A and PWM. LTT were normal in one
patient and markedly depressed in one (41%,
15%, and 23% of control values for PHA.
Con-A, and PWM, respectively).

T cell studies in bacteriologically negative,
non-ENL patients (Group 2)

T cell enumerations. As shown in Table
2, T cell subsets in this group of patients
are normally distributed.

Functional studies. Skin tests to four an-
tigens unrelated to M. leprae were per-
formed in six patients. They had a mean
response of 4.6+, significantly lower (p <
0.01) than the controls’ responses. Four pa-
tients were tested for DNCB sensitization.
None could be sensitized.

LTT to PHA, Con A, and PWM were

performed in five patients. The proliferative
responses were diminished. Only the re-
sponse to PHA, however, was significantly
decreased (p < 0.01). Con-A-induced sup-
pressive activity was studied in four pa-
tients and found normal.

Correlation between the bacterial load and
the distribution of T cell subsets in
non-ENL patients

Since the results of T cell subset enu-
merations were different in bacteriologi-
cally positive (Group 1) and bacteriologi-
cally negative (Group 2) non-reactional
lepromatous patients, pointing to a possible
relationship between the bacterial load and
the balance between circulating T helper and
T suppressor cells, we investigated this
point further.

Four patients from Group 1 were treated,
after the initial evaluation, by an efficient
antibacterial therapy and had serial mea-
surements of their T cell subsets and bac-
terial load (Table 3). In this group, a nega-
tive correlation was found between the
Bacteriologic Index (BI) and the H/S ratio
(r=-0.61, p < 0.05). A more significant
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RATIO OKT4' OKT8® CELLS

BACTERIOLOGICAL INDEX
Fig. 1. Correlation between Bl and H/S ratio in
non-reactional patients (Groups | and 2). Correlation
is statistically significant (p < 0.005).

correlation exists when data from Group |
and Group 2 patients are pooled (r = —0.61;
p < 0.005). Figure 1 shows the regression
line for Group 1 and Group 2 patients.

We had the opportunity to follow a pa-
tient whose observation illustrates the cor-
relation between the Bl and the H/S ratio.
He was on dapsone monotherapy for 15
years for lepromatous leprosy; his Bl was
0; and his H/S ratio was 1.41. Nine months
later he suffered a relapse due to DDS-re-
sistant bacilli (proved by mouse foot pad
inoculation). His Bl was 3.75+ (patient 2,
Table 1) and his H/S ratio was 0.60. A com-
bined therapy using rifampin, ethionamide,
and clofazimine was administered daily. One
month later his Bl was 3 and the H/S ratio,
0.97; three months later, his Bl was 2.50
and the H/S ratio, 1.60 (Fig. 2).
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FiG. 2. Inverse relationship between bacterial load

and H/S ratio for patient studied at the time of efficient
DDS therapy and also during a relapse due to DDS-
resistant bacilli, and then subsequent to efficient com-
bined therapy (rifampin + ethionamide + clofazi-
mine).
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TABLE 3. The Bacteriologic Index and
OKT4Y/OKT 8" ratio in non-reactional lep-
romatous patients.?

Patients Bacteriologic % OKT 4'/
(no.) Index % OKT 8"
| 3.00 1.60

2.30 0.96
2 3.75 0.60
3.00 0.97
2.50 1.60
3 3.25 0.74
2.25 1.50
4 4.50 0.61
4.50 0.83
3.50 1.50
4.25 1.00
5 3.25 1.29
6 2.25 1.44
0.25 1.50
0 1.17
9 0 1.23
10 0 1.40
11 0 2.50
12 0 1.80
13 0.25 1.33
14 0 1.64
15 0.75 1.43

4 Data from the initial study of Group 2 patients and
of the initial and serial studies of Group 1 patients were
used to calculate the correlation between the bacterial
load and the T cell subset distributions in non-ENL
patients. The corresponding correlation is shown in
Figure 1.

T cell studies in ENL patients (Group 3)

T cell subset enumeration. As shown in
Table 2, results of T cell subset enumera-
tions in ENL patients, either bacteriologi-
cally positive or not, differ from results in
non-reactional patients. ENL patients have
decreased percentages of OKT 87 cells (p <
0.01) with a significant increase of the H/S
ratio. Furthermore, in ENL patients there
is no correlation between the BI and the
H/S ratio (p = 0.52).

Functional studies. Nine patients in Group
3 had skin tests. Their mean response
(5.16+) was significantly lower than that of
controls. Sensitization to DNCB was at-
tempted in seven patients and successful in
five. The number of DCNB-responders
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values (1.80 = 0.13).

among ENL patients is higher than among
non-ENL patients (Groups 1 and 2), but
the difference is not significant (p = 0.06).
LTT were performed in eight patients.
Mean proliferative responses were elevated.
PHA-induced proliferation was 128%, Con-
A-induced proliferation was 122%, and
PWM-induced proliferation was 178% of si-
multaneously tested controls. Con-A-in-
duced suppressive activity was measured in
five patients. It was normal in two, and
markedly depressed in three.

Sequential T cell subset enumerations.
Since ENL patients appeared strikingly dif-
ferent from non-reactional patients, we tried
to find out whether these patients had a per-
manently different immune status than non-
reactional patients, or whether these per-
turbations in T cell subset distributions were
transient. Five patients from Group 3 could
be evaluated again, from the sixth to the
eleventh month following their initial ENL.

Results of the sequential evaluation of T
cell subsets are shown on Figure 3. It can
be seen that in all the patients who remain
free of ENL, the H/S ratio decreases in nine
months or less. Conversely, when patients
undergo ENL recurrences, the H/S ratio
rises again.

DISCUSSION

The evaluation of the proportions of cir-
culating T cell subsets by the monoclonal
antibody technique is a valuable method for
delineating T cell imbalances in a number
of immunological diseases (*). Since it has
been previously shown that M. leprae in-
duces T cell mediated suppression of im-
mune responses (%), we investigated T cell
subsets in lepromatous leprosy. Using the
monoclonal antibody technique, we ob-
served that circulating helper and suppres-
sor T cells vary greatly in lepromatous lep-
rosy, according to the clinico-bacteriological
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status of the patients. A heavy bacterial load
is associated, in non-reactional patients,
with an increase in T suppressor cell per-
centages. We could demonstrate a statisti-
cal correlation between the H/S ratio and
the BI. In bacteriologically negative pa-
tients, the H/S ratio returns to normal val-
ues. In spite of normal T cell subset distri-
butions, bacteriologically negative patients
in our study still display some impairment
of CMI. It must be remembered that mech-
anisms other than suppressor cells may
contribute to impaired CMI, e.g., suppres-
sor macrophages (*') and circulating in-
hibitory factors (*). It can be hypothesized
that T suppressor cells are active in lepro-
matous leprosy, and that they are respon-
sible for at least a part of the CMI impair-
ment. These cells could be generated in
response to the infection by M. leprae (**')
and a correlation between the bacterial load
and the T cell dependent functions has al-
ready been shown in lepromatous patients
by Nath, et al. (**). Mehra, et al. (') dem-
onstrated that a particular T cell subset,
termed TH2", is responsible for the lepro-
min-induced suppression exerted in vitro by
lymphocytes from lepromatous patients.
The TH2* subset has been identified as OKT
8* cells (19).

ENL is usually considered a manifesta-
tion of Arthus’ phenomenon (**). Our pre-
vious results have demonstrated that ENL
patients display different CMI parameters
than non-ENL patients (*). In ENL pa-
tients, decreased OKT 8* percentages are
associated with increased mitogen respon-
siveness and increased cutaneous DNCB
reactions. Such an augmentation of im-
mune responses in ENL has already been
mentioned (!+% -23), The diminution of cir-
culating T suppressor cells in ENL patients
is not a permanent finding. In patients who
remain free of ENL for a few weeks, nor-
malization of the H/S ratio occurs.

The effects of the various drugs taken by
leprosy patients, including rifampin, dap-
sone, thioamides, clofazimine and thalido-
mide, on the circulating T cell subsets is not
precisely known. In our experience, we did
not see any influence of a particular drug
on the T cell distribution.

Our results suggest that a dysregulation
T cell mediated control of immune re-
sponses might play an important role in the
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various events encountered in lepromatous
leprosy. In many of the individuals suffer-
ing from a heavy bacterial load, an increase
in suppressor cells is associated with di-
minished immune functions. When an effi-
cient therapy has reduced the bacterial load,
suppressor cells return to normal, though
some degree of CMI impairment may per-
sist. These patients do not develop ENL.
In our study, patients with ENL do not in-
crease their T suppressor cells, even when
they are heavily infected. Their cell-me-
diated immune functions are not impaired,
and may even be higher than normal.

ENL could thus be considered as a dis-
ease of insufficient T cell mediated suppres-
sion. The lack of suppression results in the
well known exaggeration of B cell re-
sponses (high antibody titers, immune com-
plex deposition and complement activation)
and in the increase we observed in T cell
responses. However, the CMI deficiency
towards M. leprae antigens remains un-
changed.

The hypothesis that the immune dysregu-
lation in ENL is due to the inability to de-
velop suppressor cells after infection with
M. leprae may permit another approach to
the understanding of the pathogenesis of
ENL.

SUMMARY

Circulating T cells, T helper, and T sup-
pressor cells were investigated in 24 lep-
romatous patients, using murine hybri-
doma-derived monoclonal antibodies OKT
3, OKT 4, and OKT 8. Six bacillary lep-
romatous patients without recent ENL were
studied: in this group, suppressor cells were
increased and helper cells diminshed, re-
sulting in a decrease in the helper/suppres-
sor (H/S) ratio. Nine bacteriologically neg-
ative lepromatous patients without recent
ENL were studied. T cell subsets distri-
bution was normal, although some T cell
functions were affected. It was further
shown that in non-ENL patients, the dim-
inution of the H/S ratio is correlated with
the Bacteriologic Index (BI). Although ba-
cillary, ENL patients exhibit a completely
different T cell pattern than non-reactional
patients. In these patients, there was a sig-
nificant diminution of circulating suppres-
sor cells, and an increase in T cell func-
tions. These abnormalities were transient.
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Our results confirm the importance of sup-
pressor cells in lepromatous leprosy, and
suggest that imbalance between helper and
suppressor cells may play a role in the
pathogenesis of ENL reactions.

RESUMEN

Se midieron los niveles de los linfocitos T circulan-
tes, T cooperadores y T supresores, en 24 pacientes
lepromatosos, usando anticuerpos monoclonales
(OKT 3, OKT 4 y OKT 8) derivados de hibridomas
murinos. Se estudiaron 6 pacientes lepromatosos ba-
cilares sin ENL reciente y se encontro que las células
supresoras (S) estuvieron incrementadas en tanto que
las células cooperadoras (H) estuvieron disminuidas,
dando como resultado un valor bajo en la relacion coo-
peracion/supresion (H/S). También se estudiaron 9 pa-
cientes bacterioldgicamente negativos, lepromatosos,
sin ENL reciente. Se encontré una distribucion nor-
mal de las subpoblaciones de las células T, aunque
algunas funciones de estas células se vieron afectadas.
Ademis, se demostré que en los pacientes sin ENL la
disminucion en la relacion H/S estuvo relacionada con
el Indice Bacteriologico. Aunque bacilares, los pa-
cientes con ENL exhibieron un patron de células T
completamente diferente al de los pacientes no reac-
cionales. En estos pacientes hubo una significante dis-
minucion de las células supresoras circulantes y un
aumento en las funciones de las células T, aunque es-
tas anormalidades fueron transitorias. Nuestros resul-
tados confirman la importancia de las células T supre-
soras en la lepra lepromatosa y sugieren que el
desbalance entre cooperacion y supresion puede jugar
algin papel en la patogénesis de las reacciones tipo
ENL.

RESUME

Chez 24 malades lépromateux, on a étudié les cel-
lules T circulantes, les cellules T “*helper,” et les cel-
lules T **suppressor,’” en utilisant des anticorps mono-
clonaux murins OKT 3, OKT 4 et OKT 8, dérivés a
partir d*hybridomes. On a étudié 6 malades léproma-
teux bacillaires, n'ayant pas présenté récemment
d’érytheme noueux I{preux. Dans ce groupe, les cel-
lules-**suppressor’” étaient augmentées, et les cellules-
“helper’’ étaient diminuées, ce qui entrainait une di-
minution du rapport “*helper’’/**suppressor’” (H/S). Par
ailleurs, neuf malades lépromateux bactériologique-
ment négatifs, également sans ENL récents, ont été
étudié. La distribution des sous-populations de cel-
lules T était normale, quoique certaines fonctions des
cellules T étaient affectées. On a en outre montré que,
chez les malades sans ENL, la diminution du rapport
H/S présentait une corrélation avec I'Index Bactério-
logique. Quoique présentant des bacilles, les malades
atteints d’ENL témoignaient d'un profil totalement
différent des cellules T, lorsqu'on les comparait aux
malades sans réaction. Chez ces malades, on a ob-
servé une diminution significative des cellules **sup-
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pressor’’ en circulation, et une augmentation des fonc-
tions des cellules T. Ces anomalies étaient transitoires.
Les résultats publiés ici confirment I'importance des
cellules “*suppressors’ dans la lepre lépromateuse: ils
suggerent également qu'un déséquilibre entre les cel-
lules **helper’” et *‘suppressors’’ peut jouer un role
dans la pathogénese des réactions d’érythéme noueux
lépreux.
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