The Need for Bringing Leprosy Research Into Universities’
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When Dr. Chapman Binford sugeested
that 1 speak at this conference on the above
topic my first reaction was “That is just up
my street,” but when I sat down to prepare
this paper I began to realize how difficult
a subject 1 had been given. Nevertheless,
I am fully aware of the great importance of
bringing leprosy into university research
departments, for 1 have continually empha-
sized the need for integrating leprosy into
the total picture of medical research. There-
fore, while 1 do not feel adequate or fa-
miliar enough with research at the univer-
sity level, nevertheless 1 welcome an op-
portunity to introduce this topic at what 1
believe will be one of the most significant
conferences that has ever been held on
leprosy. a disease that is attracting an in-
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creased amount of attention thronghout the
world.

I do not claim to be a research worker. 1
have always insisted on the fact that T am a
clinician who is interested in research. |
give complete assent to the statement that
significant progress in clinical medicine and
therapy is absolutely dependent on the
fundamental research worker. 1 have acted
on this principle for well over 30 years and.
having been privileged to travel widely,
and having also met a large number of out-
standing research workers in various fields
of medicine, I think I can claim that I have
had, thanks to the friendship and coopera-
tion of these workers, some little success in
integrating leprosy into medicine in gen-
eral and medical research in particular. 1
shall, of course, not be able to cover ade-
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quately the large sweep of the subject al-
lotted to me, but I will endeavor to present
my subject in such a way that the signifi-
cance of recent work will be viewed against
the whole context of medicine.

In order, therefore, to indicate the im-
portance of leprosy research in connection
with the schools and universities of higher
learning, I think the best way is to take cer-
tain important branches and outline the
general approach that universities could
make toward a particular problem in lep-
rosy and ‘see just where this would lead
one. In this connection 1 do not intend to
deal with the research programs in relation
to the M. lepraemurium, for scientific and
university research in regard to rat leprosy
is adequately cared for, and it is because
scientific research in connection with the
M. leprae was so difficult to organize that
the attention of bacteriologists and others
was turned toward the rat leprosy bacillus.

It was much easier to study the various
bacteriologic and biochemical factors in
the metabolism of M. lepraemurium than
to pursue a similar study of M. leprae. Now
that Shepard (@) and Rees (*) have
shown that it is possible to grow M. leprae
in the foot pads of mice, the way is open
for a much more detailed study of this
bacillus. I would suggest that the investi-
gation of this mycobacterium should be ex-
tended to other animals, for the animals
that have been used so far have been the
smaller ones with a span of life of approxi-
mately two vears. Furthermore, the size of
the animal itself is a handicap to the har-
vesting of a reasonable number of acid-fast
bacilli and, therefore, it would seem to me
more appropriate to use an animal with a
longer life, such as a dog or a cat. It may
be that the temperature of the foot pads of
these larger animals is not suitable to the
growth of M. leprae. Nevertheless, it would
seem worthwhile to set up similar experi-
ments using larger animals for the purpose;
if successful, then it will be possible to har-
vest larger quantities of M. leprae and so
give the research worker greater scope for
his researches in this direction. In view of
the interest that is being taken in the whole
question of fundamental research in rela-
tion to leprosy, it would seem worthwhile
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to appoint an official committee to coordi-
nate leprosy research work undertaken by
quite a number of universities and other
bodies interested in leprosy. This commit-
tee could be either convened by the Leon-
ard Wood Memorial or else set up as a sub-
committee of one of the committees of the
National Institutes of Health. In this man-
ner the overlapping of research work would
be avoided. The limited availability of M.
leprae from human sources would be con-
served. The total research program would
be reviewed so that a fair distribution of
the funds to various research workers could
be made, and an exchange of opinions mus-
tered so that the total leprosy research pro-
gram in the United States might be a co-
operative, meaningful research program
adequately and fully integrated into funda-
mental research in general and medical re-
search in particular. In this way the whole
potentiality of the country for leprosy re-
search would be mobilized.

As a result of the revival of the study of
genetics in leprosy,. largely through the
work of Spickett (%), a completely new
avenue for research has been opened, but
this type of investigation can be undertaken
only at university level and in association
and cooperation with epidemiologists and
those well versed in the science of statistics.
University departments with their resources
and their equipment are capable of setting
up a detailed research project in genetics
and, as 1 have already indicated, such a
project would have to be undertaken with
the departments of human statistics and
biophysics, and with the assistance of clini-
cians well versed in the protean manifesta-
tions of the disease, and with a wide ex-
perience in the international variations
manifested in individuals of different races.
It is well known that the clinical manifesta-
tions of leprosy in the Caucasian and Mon-
golian races are very different from the
clinical manifestations of leprosy in the
Indians and Africans.

A detailed research project from the ge-
netic aspect of leprosy must be based on
the assumption that it will involve a con-
siderable amount of time and relatively
large funds if it is not going to become, as
so many research projects have, of limited
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value and conclusions at the end, not
adapted to detailed analysis. Therefore
three prerequisites are necessary before it
would be possible to investigate thoroughly
the genetic aspects of leprosy and come to
conclusions that would be really valid. The
first prerequisite is that the leader of the
team must be well versed in the planning
of such a project and, preferably, should be
an epidemiologist with a wide knowledge
and a thorough grasp of the statistical
aspects of such an investigation. Associated
with the leader of such a team should be a
human geneticist, who would be able to
direct the genetic aspects of the project,
and a clinician with a wide experience in
world leprosy, an experience that would
enable him to indicate the choice of a main
area where the team should work, bearing
in mind the variegated patterns of world
leprosy. It would be relatively profitless to
launch out on sporadic attempts to organize
genetic research in leprosy; it must be or-
ganized on the highest university level and
in cooperation with other fundamental re-
search workers, if valid results are to be
obtained. In this connection it is worth-
while repeating a statement which Spickett
(%) made to me concerning advanced re-
search in leprosy; viz., “the most hopeful
approach to leprosy in terms of the use of
time and money for rescarch would be the
formation of large integrated research
groups; such groups must represent a va-
riety of disciplines, for the pattern of the
epidemiology of leprosy is so diverse over
the world that groups should be interna-
tional in their approach. It seems that uni-
versity centers must have a very clear un-
derstanding not only of the need for leprosy
research, but of its importance to other sci-
entific disciplines. At the present time lep-
rosy research is, generally speaking, ill-de-
signed and uncoordinated, because com-
munications between research groups and
research workers are so poor, because rela-
tively few persons in leprosy research have
adequate training in scientific methods. On
the other hand, research workers trained in
rigorous scientific disciplines often become
involved in peripheral matters, because
their lack of knowledge of leprosy pre-
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cludes their recognizing the relevant ques-
tions. It is therefore necessary to convene
an advisory group to define objectives of
leprosy research and to recommend how
such objectives may be realized.”

Such remarks may be thought uncalled
for in a group such as has been called to-
gether to discuss research in leprosy, but,
nevertheless, when one investigates the
place of leprosy research in the scheme of
research programs in the universities, one
finds that there is either unwillingness or
lack of appreciation of the importance of
setting up a research project, for as Spickett
(') has rightly said, “leprosy research suf-
fers on two counts; those who are doing
what might be called pure research in lep-
rosy tend not to have a vast clinical experi-
ence, and those who have clinical experi-
ence are out of touch with potential re-
search workers.”

In all the great research potentialities
that are seen in leprosy there is one factor
which still baffles the scientific worker.
That is the possibility of growing M. leprae
in artificial media. Not until we are able to
do this and produce regular growth of the
organism with the possibility of subcultur-
ing M. leprae through an indefinite num-
ber of generations will we really be able to
study the life history of the bacillus, its
metabolic requirements, the by-products of
its growth, and, what 1 believe is more im-
portant, the break-down products of its
death. Such research raises the whole ques-
tion of suitable media in which to culti-
vate M. leprae. Innumerable attempts have
been made over the past century to culti-
vate M. leprae, but none has been substan-
tiated. In this connection one must men-
tion the work of Duval (* 1), Kedrowski
(?), Reenstierna ('*'#), Soule (%), Mec-
Kinley (%), Soule and McKinley ('7), and
the more recent investigations of Sister
Marie Suzanne (*) and Sister Marie de la
Trinite (7). I am of the opinion that the
work of Ranadive, Nerurkar, and Khanol-
kar ('') should receive more attention. In
the first place their approach to the prob-
lem appeared to be logical, for they started
with posterior root ganglia and found that
after a period this organism grew in a me-
dium for M. tuberculosis. 1 made a state-
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ment in this connection in the second edi-
tion of Modern Trends in Dermatology (R.
M. B. McKenna, 1954): (1)

“The work, particularly that of Khanol-
kar (1951) which demonstrates that
Myeco. leprae first appears in the small
superficial nerve plexuses of the skin,
suggests that the skin is probably the
mode of entrance of the organism, and
that this predilection for nerves in the
carly initial phases points to the possi-
bility that Myco. leprae can only become
pathogenic in man after passing through
the superficial nerve plexuses of the skin.
This suggested “passage” through the
nerve tissues opens up intriguing possi-
bilities in relation to fresh approaches in
the attempt to cultivate the Myco.
leprae.” (V)

In a recent conference I had with Dr.
Ranadive and her colleagues certain con-
ditions were laid down for the continunance
of these studies. Among these were (a)
study of the behavior of the ICRC bacillus
in relation to the foot pads of mice, and
(b) study of the results of the lepromin re-
action, comparing lepromin made from this
bacillus and the standard Mitsuda lepro-
min. | believe that all those who are in any
way dealing with leprosy should test their
organisms against their hehavior in the foot
pads of mice, and, Further, 1 am of the
opinion that lepromin should be made from
the organism and compared with the stand-
ard histopathologic picture after use of
Mitsuda lepromin. If these two pictures
tally, then there is additional eircumstantial
evidence that the bacillus so isolated, if not
M. leprae, has a close affinity to it. One
must always remember, in the study of M.
leprae, either in animals or in artificial
media, that a change of environment may
produce mutants of the organism, and,
therefore, that what we are really studying
is a different strain and variety of M. leprae
that has undergone genetic variation. Nev-
ertheless, 1 think the work on the ICRC
bacillus is worth repeating. 1 do not think
that the work of the Cancer Research Cen-
tre on the growth of M. leprae can be put
aside; it needs further, rather close investi-
gation.
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In comection  with  the growth of
Schwann cells, an important advance has
been made by Margaret Murray (") of
New York University who has succeeded
in subculturing Schwann cells. Therefore
those who are working in leprosy in rela-
tionship to the Schwann cell, should study
under Margaret Murray ("), so that the
technic of the growth of these cells can be
mastered. This, 1 believe, is of very high
priority. As I have already mentioned, the
work of Shepard (%) and of Rees ('), is
of very great significance, but we will not
succeed completely in our quest until M.
leprae is grown in artificial media, and this
again means rescarch at the university
level.

It is impossible to review research in
leprosy at the university level adequately
in the time at my disposal, but the discov-
ery of lysosomes by de Duve (*) and Novi-
Koft (1) is of very great significance in re-
lationship to leprosy research. The pres-
ence of the hydrolytic enzymes in these
bodies explains why relatively so few per-
sons develop leprosy even after most inti-
mate and prolonged contact. For instance,
even in children who are constantly ex-
posed to infection with M. leprae under
conditions greatly favorable to the orga-
nisms, 70 per cent escape infection. In this
connection 1 have been told that Schwann
cells are rich in lysosomes. Therefore 1
make bold to suggest that natural immunity
rests in the Schwann cells, and that the
great majority of Schwann cells, genetical-
ly, have sufficient lysosomal activity to deal
with any bacteria that may be introduced
into their cytoplasm. 1 am beginning to
form the opinion that in the study of lyso-
somes in leprosy, we may have the answer
not only to those cases that do not improve
adequately under therapy and go from one
reactive stage to another, but also to those
cases that apparently recover and relapse.
In order to introduce a conception that may
be difficult to accept, which has a direct
bearing, I believe, on research at the uni-
versity level, I must relate events that led
me to form the opinion that the reason why
certain cases do not respond to therapy
adequately, or relapse, lies in the fact that
under certain circumstances the cells are
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deficient in lysosomes, or else lysosomal ac-
tivity is inhibited, or weakened, in some
way or other.

When 1 was discussing the question of
electron microscopic appearances in tissue
sections with Dr. Brieger, I pointed to cer-
tain structures within the cells and asked
him what they were. He told me that prob-
ably they were lysosomes. 1 asked him
what were the functions of lysosomes, and
he mentioned that they had the property of
destroying bacilli and bacillary debris. It
came to me that in these bodies may lie the
answer to the whole question of therapy
and relapse in leprosy, and I said to him,
“Brieger, you have started an idea in my
mind which I must investigate to sec
whether there is any possibility of proving
what I am thinking.” A few weeks later we
had a case of leprosy which had a very
serious relapse, and I telephoned Brieger
and said, “If my theory is correct, please
come and take a biopsy from this patient
and tell me whether there is lysosomal ac-
tivity or not.” Shortly thereafter I rang him
up again and was told that there was no
evidence of lysosomal activity. I went on
to make further inquiries and in a conver-
sation with Dame Honor Fell, Director of
the Strangeways Laboratories at Cam-
bridge, I was discussing this question of
lysosomes and I made two statements, one
that the general consensus was that DDS
was better given in small dosages rather
than in large, and that the general tendency
was to reduce our dose of DDS consider-
ably. The second statement 1 made was
that “it seemed that persons who were giv-
en corticosteroids were very much worse
from the therapeutic point of view than be-
fore they were given such drugs.” Dr. Fell
pointed out that this was a very interesting
observation, because it is known that cer-
tain drugs in small doses activate lysosomes
and in large doses inhibit lysosomal action.
Furthermore, the drugs that are the most
powerful agents in inhibiting lysosomal ac-
tion are the corticosteroids. I came to the
conclusion therefore that if this were true
our dosage of DDS was far too high and
that we should reduce it considerably.
When I returned to London from Carville
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last December, 1 put certain lepromatous
cases that had been extremely difficult to
treat, on very small doses of DDS, starting
with 10 mgm. a week and not exceeding 30
mgm. At the recent All-India Leprosy
Workers” Conference, and the Conference
of the Association of Leprologists of India,
Dr. Stanley Browne from Africa and myself
from the West both advocated very much
smaller dosages of DDS than had hitherto
been given.

On my return from India on March 24,
[ saw three cases that had been given not
more than 30 mgm. DDS a week—one was
actually taking 20 mgm. While 1 have not
vet had the opportunity to perform a biopsy
on this case, 1 know that she showed con-
siderable improvement. This was in spite
of the fact that, up to then, she had been
going in and out of reaction; her history
was one of improvement and then relapse,
with periodic bouts of erythema nodosum.
[ began to despair of ever getting her im-
proved clinically; all T could say was that
she had not become disfigured or deformed.
Three months after she had taken the small
doses of DDS the clinical improvement—I1
must be careful not to overstress the im-
provement—was at least very much better
than it had ever been before.

The second case was one in which re-
lapse had occurred after ten years. Acid-
fast bacilli were very numerous throughout
the section, and were solid acid-fast rods.
[ have not had time to rebiopsy this patient,
but on clinical examinations the macular
lepromatous lesions that had covered the
front and back of the chest and were scat-
tered pretty well over the body, had com-
pletely disappeared and the patient had a
clear skin.

The third case is in the Homes of St
Giles. The patient has had leprosy for at
least 30 years. Six months ago he went
through an extremely serions bout of reac-
tion; his skin ulcerated and he was in a
very distressing state. We gave him a
course of streptomycin and isoniazid be-
cause there was some question as to wheth-
er he had a tuberculous infection. This
was subsequently disproved. The patient
improved somewhat and was then placed
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on long-acting sulfonamides. The improve-
ment, as far as the ulceration of the lesions
was concerned, was maintained, but he still
had gross signs of the disease. The patient
was then placed on 30 mgm. DDS a week
and became very much better. His skin was
smoother and his lesions had improved defi-
nitely. In each of these cases there was no
further evidence of any reactive phase set-
ting in.

[ am fully aware, as the result of 40
years” experience in the therapy of leprosy,
that it is very dangerous to draw any con-
clusions on such little evidence. Neverthe-
less, the fact of clinical improvement in
cases in which I had pretty well made up
my mind that the chance of any improve-
ment was unexpected, seemed of some sig-
nificance. I suggest to you, therefore, that
we have probably been treating our cases
of leprosy on entirely wrong lines, and if
it is found that DDS in small doses is able
to stimulate lysosomal activity in leprosy,
that this would account for these interest-
ing results. I suggest, therefore, that when
a case relapses it is not a true relapse, but
that the continuous administration of large
doses of DDS so inhibits lysosomal activity
that it enables the Mycobacterium leprae
to multiply within the macrophage cells.
When the dose is reduced to almost a
homeopathic level, the drugs begin to act
in the opposite way and activate lysosomal
action and enable the enzymes, presumably
of a lysosomal nature, to destroy the bacilli,
and when they are broken up into granules
to dispose of the granular remnants.

In a meeting of the Acid-Fast Club in
London some three years ago I put forward
the suggestion that DDS does not act di-
rectly on the bacillus but alters the cellular
environment of the macrophage so that the
cell itself is more capable of destroying the
bacilli and thus the patient recovers.

I am fully aware that those working in
Africa and India, and those who have had
experience with large numbers of patients
who have become negative on standard
doses of dapsone will doubt the validity of
my remarks, but we do know this, that the
Caucasian and Mongolian races are much
more difficult to treat and are much more
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prone to reactive phases than the Indian
and African. These observations, therefore,
open up a wide field of investigation as to
the lysosomal content of the cells in these
races, and it may be that there are bio-
chemical or biophysical factors in the cellu-
lar structure of the African or Indian race
that result in more powerful lysosomal ac-
tivity. In this connection it is known that
the darker races are, generally speaking,
less prone to severe reactions and easier to
treat than the lighter colored races. Herein
lies a field of investigation of pigment cells
in relation to lysosomal activity. I am fully
aware that all this is speculation, but specu-
lation has its value; therefore 1 express
these thoughts for I believe they will lead
to a greater interest in leprosy at the uni-
versity level and be helpful in the solution
of related disease problems.

I must now refer to leprosy as an auto-
immune disease. It is generally accepted
that the M. leprae is the causative organism
of the disease, but because of the fact that
it is a very lowly pathogen, probably hav-
ing to pass through neural tissue (Schwann
cells) before it becomes pathogenic, certain
questions have arisen in the minds of many
investigators during the past fifty or more
years as to just what part M. leprae plays
in the total picture of the disease.

The fact that certain early workers ex-
pressed doubts as to the M. leprae being
the cause of leprosy is explained, if, while
not denying the presence of M. leprae as
the initial cause of leprosy, we assume that
this organism itself is a relatively harmless
parasite first invading neural tissues, par-
ticularly Schwann cells, and then the der-
mal tissues, and finally parasitizing the
whole of the reticulo-endothelial system.
Its very presence seems to trigger off cer-
tain disease processes that precipitate the
more serious manifestations and complica-
tions of leprosy. For instance, there are se-
rum changes; for example, the presence of
cryoprotein and the absence of alpha glob-
ulin link leprosy with the autoimmune dis-
eases and collagen disorders, e.g., dissemi-
nated lupus erythematosis and rheumatoid
arthritis. In a recent paper Trautman and
Matthews ('*) have shown this link in lep-
rosy with autoimmune pheonmena.
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The conclusion, therefore, to which one
is forced is that while M. leprae is the
causative organism of the disease, it ap-
pears to set up side reactions that make this
mycobacterial invader merely an onlooker
quite unable to intervene in the disturb-
ances that have been set up. It is rather
like the person who throws a match on dry
and arid ground and sets a forest fire going.
The match is the original cause, but the
forest fire is the effect.

In other words, the presence of M. leprae
merely serves to trigger a whole series of
chain reactions, which render it rather a
passive onlooker in a series of malignant
processes for which the organism has been
initially responsible. The study of leprosy
should be linked closely with the general
dermatologic approach to disease, and
particular attention should be paid to its
relationship with disorders of collagen, au-
toimmune processes, particularly in rela-
tion to disseminated lupus erythematosis,
and disorders of pigment, such as pig-
mented nevi. Diseases related to nonspe-
cific clinical manifestations should not be
overlooked.

Finally, many will be thinking that the
paper I have presented thus far deals with
the advanced stage of leprosy, and that I
have not added in any way to the question
of early diagnosis. I come now to this very
important question and open this aspect of
my paper by saying that “the first present-
ing sign of leprosy, in well over 90 per cent
of all cases, is anesthesia or an area of
numbness, and if leprosy is diagnosed at
this stage, then it is only a passing incident
in life and caunses no trouble whatever.” I
wish very briefly to enlarge on this state-
ment. In my investigation of case histories
at Carville, and more recently in Bombay,
in over 90 per cent of all those who were
interrogated carefully, the first presenting
sign or symptom of this disease was anes-
thesia. 1 am convinced that if very careful
histories were taken, without prompting
the patient to admit that he has had anes-
thesia, one would be surprised at the very
large numbers who voluntarily bring forth
information that anesthesia was the first
sign. For instance, at Carville, when 1 was
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going over many of the cases, we could not
get a history of anesthesia out of a certain
individual, but when we undressed him we
found a large scar on his thigh. 1 said
“How did you get that? The patient re-
plied “Oh I got that many years ago when
I was cut by a jagged piece of wire,” 1
then said “Did you feel it?” The patient re-
plied “No, not much.” In another instance,
a patient who presented himself at the
Tropical Diseases Hospital in London said
that he had had the disease only for a mat-
ter of a few months. When he was un-
dressed, again I noticed a scar on his thigh
which had the typical appearance of an
old dimorphous lesion. 1 said to him “What
is that?” He replied, “Oh, 15 years ago 1
had a patch there and when I went to the
doctor he diagnosed it as urticaria.” I am
of the opinion, therefore, that the most im-
portant step to take in the campaign against
leprosy is to set up diagnostic clinics, so
that attention may be attracted to these
very early signs. Just as diagnostic clinics
are being set up in relation to cancer in
women, there should be organized similar
clinics in relation to leprosy, for I believe
that if leprosy is diagnosed at the very
carliest stage it will be only a passing in-
cident in life. We have had several remark-
able cases in which the disease was diag-
nosed at the stage when bacilli were in
nerves only and the treatment was entirely
successful. In one instance a child of nine
was so diagnosed and the biopsy showed
bacilli in nerves arranged as lepromatous
leprosy. The child is now 22 or 23, has two
bonny children and may now forget that
she ever was infected with Hansen’s bacil-
lus.

I am much concerned about this matter
of early diagnosis. If squamous carcinoma
of the skin is diagnosed in the pre-cancer-
ous stage, the disease is completely curable
in its very early stages. When a patient
goes to a clinic with a chronic keratotic
condition of the skin the medical man does
not say that the patient has cancer; he says
“That had better be taken away because it
may be dangerous.” Similarly, when these
very early evidences of leprosy are diag-
nosed, one should not say to a person “This
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is leprosy,” but should say, “This is a con-
dition that may be dangerous and must be
treated.” If the patient says “Is it leprosy?”
the reply is “No, but if not treated it will
become leprosy.”

In this early stage of the discase, it would
be well if we endeavored to find another
name for leprosy. Recently, on making in-
quiries in Bombay, 1 was told that of 2.000
patients who presented themselves for diag-
nosis, over 50 per cent never returned. They
heard the diagnosis of leprosy, saw the
damage- that leprosy did to the body in
waiting patients, were frightened, and did
not return. Some would go to leprosy
clinics miles away in order to hide the fact
that they had this disease. If the physician
had only called leprosy at this stage by an
entirely different name and not sent the
patient to a leprosy clinic but to a neurolo-
gist or dermatologist, the patient’s whole
outlook on the discase would have been
changed and he would have been more
ready to continue treatment. Therefore, if
anyone can think of a name for these very
early lesions, it would be of great benefit
to our total program in the campaign
against leprosy. It is no use naming the
more advanced cases by another name, for
it does not matter what name vou give such
a case; the stigma of leprosy will very
speedily attach itself to the new name.

In closing, therefore, 1 would make a
plea that, while we continue all the pres-
ent splendid efforts to rehabilitate the lep-
rosy patient with reconstructive surgery,
we give some attention to the research
problems that I have indicated in this pa-
per. 1 believe they represent a type of re-
search that should appeal to those in uni-
versities. Much of our efforts in leprosy
can be likened to an ambulance service
dealing with the casualties at the bottom
of the precipice; there is often very little
attempt to build a fence at the top. We are
so busy dealing with casualties that we
have no time to erect the fence that would
ultimately bring this age-old disease under
control. This fence consists of studies in
lysosomal activity, autoimmune processes,
and methods of diagnosis at a stage when
the average physician, neurologist or der-
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matologist is not aware that the presenting
signs are indicative of leprosy.

Leprosy is a thrilling research disease,
and I trust that I have convinced all here
that to investigate leprosy along lines of
fundamental medicine would bring divi-
dends of very great value and result in
added prestige for this ancient disease. The
number of physicians and research workers
interested in leprosy would automatically
increase. It is difficult to recruit physicians
for the study of leprosy because, at the
present moment, there is neither finance
nor prestige in taking up this disease as a
specialty. We cannot promise great mone-
tary rewards in the study of leprosy, but we
can promise a life of intense interest and a
contribution to scientific medicine which is
second to none.
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nally a Scotsman. e came to the United
States some years ago. From 1927 to 1957,
he was on the research stall of the Mayo
Clinic. He, with co-workers, reported the
clfectiveness of Promin, a sulfone drug, in
experimental tuberculosis. As a result of
this work Dr. G. H. Faget and his staff at
Carville were stimulated to try this drug
in leprosy patients (The Promin treatment
of leprosy; progress report. Publ. Hlth.
Rep. 58 (1943) 1729-1941). Dr. Feldman
will present the story of Hansen’s discovery
of the leprosy bacillus.




