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Survival Among Leprosy Patients With Special 

Consideration of Cancer as a Cause of Death ' 

A rthur Oleinick~ 

Leprosy persists as a major medical prob­
lem in many countries of the world. Es ti­
mates of worldwide prevalence place the 
number of cases a t between 5 and 15 
million (42, 43) . D espite the magnitude of 
the problem, comparatively little is known 
about the exact effect of the sulfone drugs 
upon the excess mortality associated with 
lepromatous leprosy in the presulfone era. 
The present study p rovides information 
concerning the mortality risk of leprosy 
patients in the United Sta tes during th e 
sulfone era. D emographic characteristics of 
the study population are compared with 
data from other areas of the world as a 
background for evaluating the mortality 
experience. 

The study was also undertaken to evalu­
ate the effect of chronic antigenic stimula­
tion of the lymphoid system by M. Zeprae 
upon the risk of lymphoid malignancy. In 
addition , the rela tionship between a chron­
ic illness characterized b y a defect in cellu_ 
lar immunity, such as leprosy, and suscepti­
bili ty to all forms of cancer was investi­
gated. Hopefully, studies of this type will 
provide insights into the role of host factors 
in the development of cancer. 

METHODS 

The sample. The study group consists of 
953 p atients whose first admission to the 
U.S. Public H ealth Service Leprosarium in 
Carville, Louisiana, occurred during the 
period 1939 through 1963. Follow-up 
through 1 January 1964 is complete for 90 
per cent of all patients in the study group. 
In the group of 279 patients originally 

classified as "los t to follow-up" (Table 
I -A), intensive fo llow-up eff orts provided 
mortality sta tus on 64 per cent. Forty- two 
of the 100 patients who remain in the "lost 
to follow-up" ca tegory are known to have 
emigrated. Nonwhites were more difficult 
to loca te than were whites (Table I -B ), 
and, amon g the former, Orientals were 
more difficult ( 20.2%) than were Negroes 
( 14.2%). The heterogeneous national 
origins of the Oriental cases, as well as 
skewed distr ibutions on other demographic 
va riables, led to the exclusion of this group 
of 99 patients- from the analys is. 

D eath certifica tes were requested from 
State Vital Records Offices for the 236 
deceased individuals. F or 11 of the 236 
patients only a date of death was available. 

Definitions. The terminology of the 
Madrid Congress classifica tion of leprosy 
was employed (n). This class ifica tion sub­
divides leprosy into two major types, lepro_ 
matous and tllberculoid, and two interme­
di ate groups, borderline ( dimorphous), 
and indeterminate. Borderline and lepro­
matous leprosy were considered together in 
accordance with the recommendations of 
the WHO E xpert Committee on Leprosy 
(44 ). The six cases of indeterminate lepro­
sy were omitted from the analysis since 
they constituted such a small fraction of the 
study group. Initial diagnoses were utilized 
in classifying patients, since shifts in type 
were rarely found. 

Analysis. D emographi c characteristics 
of the study group are presented first. The 
effects of sex, race, age a t first admission, 
and type of disease upon the composition 
of the study group were analyzed by means 

J R eceived fo r pu bli ca tion 25 J anua ry 1968 . of the Mantel-H aenszel chi-square (28). 
2 A. Oleinick. M.D., M.P .H. . Med ical O fficer, Life table methods were used to com-

Ecology Studies Section , Epidemiology Branch , Na- t . I (14) Th I t' b 
tiona I Ca nce r Institute , Na tiona l In sti tutes of pu e surVlVa . e cumu a lve 0 -
H ea lth , Bethesda, Marylan d 20014. _ served survival ra tes reflect the actual mor-
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TAlIL~ 1. F olluLC-UjJ liiaiuli of paiienis Leiih ieJl I'OI'.'j arlm/lied (I) {lt c ( '. 8. PlIo/i, ' fl eallh 
SerV1'ce H ospital , Carville, Louisiana, during the pCl'/or/ /.93.9 19fj<J. 

A. Su mmary 

Be:'orr fol:o\\'-up 
1 July 1905 

.\ fter fo ll ow-up 
1 :'Ilarch 1966 

----_·_-------------1----------1·------_·_-
AI:\'casof 1 J an. 1964 
Known dead a~ of 1 Ja n . 1964 
Lo~L to follow-up 

Total 

151" 
228 
279 

953 

617 
236 
100 

953 

B. Pcrcentage lost to fo llow-up by race, sex, and age aL admiss:on 
--

I Age (yr~ . ) 

I 
< 30 

I 
30- 59 60 + 

Race :'I Ia le Female .\ lale Ff'ma!c .\ra le Female Total 

While 12 .2 ( 139)" 14.3(77) 9.6(28 l ) 4 .8 (145) 3. 0 (67) 0.0 (32) 8. 6 (741) 
Ne~ro 15. 0 ( 20) 18.2 ( 11 ) 14.13( 41) 21 .7 ( 23) 0.0 ( 7) 0.0 ( 11 ) 14.2 (11 3) 
Orienta l 20.0 ( 35) 14.3(7) 23.3 (43) 12.5 ( 8) 16.7 ( 6) -- - 20.2 ( 99) 

---------- ----

I 14.2(289) 10 .4 (5-1-1 ) 2..t ( 128) 10.5 (953) 

- -

" Inn of t hese pf\.t i e ll t ~ were hosp ita li zed in Ca rv ille as of I ./ I d ~· InG.i. 
"Nu mber in pare llth e~e~ refer:; to the ~ ize of the grollp. 

ta lity experience of the study group, while 
the cumulative rela tive survival ra tes 
( CRSR ) provide an es timate of the effec t 
of leprosy on mortality risk. The relative 
surviva l rate is defin ed as ( 14) : 

"the ratio of the observed survival rate in a 
group of patients, during a specifi ed interval, 
to the expected survival rate. The expected 
survival rate is that of a group similar to the 
patient group in such characteristics as age, 
sex, and race, but free of the specific dis­
ease under stud y. A relative surviva l rate 
of less than one indicates that, during the 
specifi c interval, mortality in the patient 
group exceeded that of persons in the gen­
eral ~?pula tion free of the disease under 
study. 

To avoid possible artefacts produced by 
small groups and heavy withdrawal during 
observation, only those survival ra tes that 
,sa tisfy the following criteria were used : 

(1 ) No fewer than 10 persons were ob­
served durin g the las t year of any fi ve year 
interval, and, (2) No more than 20 per 
cent of patients were in the "withdrawn 
alive," i.e., los t to follow-up, category dur­
ing any single year's observa tion. 

Different time intervals were u tili zed in 
reporting the observed and rela tive sur­
vival rates. The observed survival ra tes are 
cumulated from the time of admission and 
represent the per cent of the original pa­
tient group surviving. The rela tive survival 
ra tes, in contras t, are cumulated in five 
.year periods, and the per cent surviving 
refers to the number of patients alive at the 
beginning of the particular period. The use 
of consecutive cumulative rela tive survival 
ra tes is particu lad y helpful in portraying 
early and la te mortality effects. 

The survival of patients \ovho entered the 
l e~)rosarium during the first fi ve yea rs of th~ 



TABLE 2. Survival rates of leprosy patients admitted to the [,'. S. Pubhc Health Service Hospital, Carville, Louisiana, 1939- 1958, by sex , 
age at admission, calendar period of admission, race, and type of leprosy. 

Type of Lepro"y 

A. Lepromatou~ (inc!. borderline) 
White 

1939- 194:3 
:\Iale 
Female 

1944- 58 
:\1ale 
Female 
Age (~T;; ) 

under 30 
:\Iale 
Female 

3D-59 
:\lale 
Female 

60+ 
:\Iale 
Female 

J" egro 
1944- 1958 

:\1ale 
Female 

B. Tuberculoid 
Whi te 

1944- 1958 
?\lale 
Female 

I 

~o_ 

in 
group 

98 
48 

243 
123 

75 
38 

135 
69 

33 
16 

27 
20 

37 
23 

I 

I 

CumulatiH' oh~en-ed 
sun-i\-al rate (yr". ) 

0- .5 0- 10 I 0- 15 I 0- 20 
---------!--

\ 
I 

.88 .77 .69 .63 

.77 .77 .65 .50 

.88 .77 I .64 -

.~10 .83 

I 

.80 --

.96 I .88 .8.5 -

.97 .97 .97 --

I I 

I 
.R7 .R2 .66 
.90 .R7 .83 

.72 .34 

.50 .36 

.92 .73 

.90 .80 

.97 .90 

.95 .90 

• ± 1 sta ndard error. h Standard error est imaled . 

Sun-iYal rates 

0- 5 

.94 ± .04' 

.81 ± .06 

.93 ± .02 

.93 ± .03 

.97 ± .02 

.98 ± .0:3 

.91 ± .03 

.98 ± .03 

.96 ± . 10 

.60 ± . 15 

.96 ± .06 
1.0 1 ± .08 

1.02 ± .03 
.98 ± .05 

Cumulative re'ative ~IIIT\-a l rate (yrs.) 

I (HO I 11 - 15 I 16- 20 \- -----1-----1--------·-

I 
I 

.!.l3 ± .04 
1.04 ± .06" 

.94 ± .03 

.96 ± .03 

.92 ± .04 
1 .00 ± .031> 

1.00 ± .03 
.9!] ± .04 

.70 ± .17 

.91 ± . 21 

.83 ± . 10 
1.04 ± . 12 

1.01 ± .05 
.n9 ± .05 

I .97 ± .04 .99 ± .Ot I 

.88 ± .06 .83 ± .0" 

I 

.92 ± .05 -
1 .00 ± .U3 --

.98 ± .03 ---

1 .01 ± .031> -

.90 ± .06 
1.00 ± .04 

------- - -
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study, 1939 through 1943, was analyzed 
separa tely. Survival ra tes fo r th is group 
possibly reflect the effect of delayed initia­
tion of sulfone therapy and / or mortality 
due to unrelated infections, since neither 
sulfones (Jj) nor penicillin (41) was wide­
ly ava ilable durin g the interval. 

The expected number of cancer dea ths 
was calculated by multiplying the person 
years at risk of the leprosy patients by the 
age, sex, race, and calendar-year specific 
United States mortalitv rates for all 
cancers, leukemia, and - lymphoma (lti). 
The observed cancer cases were ascer­
tained from death certifica tes. The ra tio of 
the observed to the expected number of 
cancer dea ths was tes ted for significance by 
use of the Poisson d istrihu tion (~). 

UESULTS 

Descriptive. Males com prised 61.9 per­
cent of leprosarium admiss ions. Excluding 
Orientals (see ahove) , 86.7 per cent of the 
patients were white. Of the patients 28.5 
per cent were less than 30 years of age at 
admission, 57.7 per cent from 30 through 59 
years, and 13.8 per cent, 60 years or older. 
Lepromatous leprosy accounted for 85.8 
per cent of the cases among whites and 
74.3 per cent among Negroes. The sex, 
race, age at admission, and type distribu­
tions did not vary significantly when the 
study group was cross-class ified by these 
variables, with the single exception of type 
distribution by race. 

Survival. Cumulative ohserved and rela­
tive survival rates for leprosy patients by 
sex, age at admission, calendar period of 
admission, race, and type of leprosy are 
shown in T able 2. Although the cumulative 
relative survival rates indicate that most 
leprosy patients experience a normal mor­
tality risk (CRSR + 2 S.E. :::::,., 1 ) there 
appear to be significant exceptions among 
pa tients with lepromatous leprosy. Females 
admitted between 1939 and 1943 had an 
increased mortality risk during the fi ve 
years foll owing admiss ion, followed by ten 
years of normal sl1rvival, and then demon­
strated a late excess in mortality. Males 
admitted dlll'ilig the same period experi ­
enced normal survival during all follOW-lip 
periods. Among patients of all ages ad-

mitted subsequently, 1944-1958, there was 
a slight excess of mortality among both 
sexes during the fi rs t live years following 
admission. Analysis of survival by age at 
admiss ion indica tes that males aged 30-59 
at admission accounted for the early excess 
mortality among males. The early female 
excess morta.Ii ty is tht' product of an in ­
creased mortality among old er females, a 
rather small grOllp. 

Cancer. The expected and observed 
cancer mortality among va ri ous subgroups 
of leprosy pa tients, 1939-196'3, is shown in 
Tablc 3. T hree cases were excluded from 
tabulation because necropsy fa iled to 
confirm the death certifica te diagnosis of 
cancer. Two patients whose diagnosis of 
cancer antedated their first admission and 
one patient whose admiss ion symptomatol­
ogy was probably attributahle to a lym­
phosarcoma, were excl uded to avoid the 
possibility of selection hi as for cancer pa­
tients in the study group. Among the re­
maining 21 patien ts who died with cancer. 
17 cases were confirmed histologically. 
There was no significant excess in cancer 
mortality for pa tients with either type of 
leprosy. 

Two cases of leukemia/ lymphoma were 
ohserved, as aga inst 1.66 cases expected. 

DISCUSSION 

Descriptive. Among the va riables charac­
terizing the Carville population the sex and 
type of leprosy distributions invite compar­
ison with previous reports. The sex ratio 
( male/ female 2: 1 ) among Carville patients 
is comparable to the sex ratios reported 
from all areas of the world (19 .20, 2G , 27 , 

:10 , :11. ~,'\, :17) except Africa (G. 45) . The 
type of leprosy distribution is similar to that 
reported from other wes tel11 hemisphere 
countries (27, 3~ , H7) and di ffers from the 
distribution in African and Asian countries, 
.where there is a considerably lower propor­
tion of lepromatous and borderline ( dimor­
phous) cases (:1 .5. lU , ~(I. :11 , :l~, -\"). The 
similaritv hetween the sexes in type dis­
triblltion is at va rianc(' with tlw l'f's lllts of 
previous studies (~I1 . :1 1 ). 

Survival. Life table analyses of mortality 
in leprosy have been reported infrequently. 



"TABLE 3. Expected and observed cancer deaths among leprosy lJatients, United Stales, 1939- 1963, by leprosy type, race, and interval oj JollQlc-up. 

Lepromatous & 
tuberculoid 

Lepromatow; (inc!. borderline) Tuberculoid combined 

-

Years of survival or follow-up 

I 

1 10- 14 .9 Hace (both sexes) <5 5- 9.9 15- 19 .9 20+ Total Total Total 

H·hitc 
Expected 4.6 3.98 2.96 1. 84 0.80 14 .18 2.92 17.10 
Observed 6 6 2 2 1 17 3 ?O 
Obsen·ed/ expected 1.30 1.51 0 .68 1.09 1.25 1.20 1.03 1.17 

.N egro 
Expected 0 .60 0.48 0 .28 0 .19 0.05 1.60 l.01 2.61 
Observed 0 1 0 0 0 1 0 1 
Obser\"edj expected 0 2.08 0 . 0 0 0.62 0 0.38 

--- - - _. 

JJot h ruCfS combined 
Expected 5.20 4.46 3.24 2.03 0. 85 15.78 3.93 19 .71 
Ohserved 6 7 2 2 1 18 3 21 
Ob~el"\"ed/expcc : ed 1.15 1.57 0 .62 0 .99 1.18 1.14 0.76 1.07 
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Guinto et aT. ( IS) compared the survival in 
the presulfone era of 272 lepromatous and 
346 tuberculoid leprosy patients with that 
of unaffected memb ers of th e same vil­
lages. Th ey demonstrated an increased 
mortality risk among the lepromatous pa­
tients, which was most marked in the group 
aged 30 to 49 at diagnosis or onset of their 
disease. There was no unequivocal sex dif­
ferential in mortalitv. nlthough the male 
mortality rates wcre hi~h ('r . Gray and Ban­
croft ( I, ), in a study hased upon th ~' 
population resident at Carville b etween 
1942 and 1950, concluded that sulfonc­
treated leprosy patients had no excess in 
mortality over that expected from 19-1O 
Louisiana mortality rates. Their study proh­
ably confounded host res istan ce and sul­
fon e dncacy, since long-te rm residents and 
recent admissions were analyzed to ~e th e r. 
Patients who survived to the sulfone era 
might re:lsonahly he considered to have 
demonstrated a supcrior host response. The 
present study excluded patients who ,vere 
res ident at Carville, or who had the ir first 
admission to the Hospital , prior to 1 Janu­
ary 1939. 

Potential deficiencies of the present 
study include the use of life tables derived 
from the mortality expe rience of the entire 
United States and th e failure to adjust for 
variables other than race and sex. The 
fOl'm er defi ciency is of little import, since 
life expec tancy varies little in the United 
States b etween regions ( I~ ). The la tte r 
deficiency is more serious, but not presently 
correctable because life tables b y socio­
economic class coverin~ the entire studv 
period are unavailable . However, an analysis 
of 1950 mortality data indica tes that lower 
socio-economic groups have a higher mor­
tality risk CI~). There fore, such a correc­
tion would have increased th e cumulative 
relative survival rates because most of the 
Carville patients come from lower socio­
economic groups. 

The early mortality risk of patients with 
lepromatom leprosy admitted after the ado. 
ven t of su Hone therapy is comparable to 
that of an IInarrecled poplilation , except 
among older females and middl e-aged 
males. Thc late fall in relative survival 
among females admitted in the presulfon~' 

era who survived to the sulfone era, could 
be explained in several ways. First, the late 
excess in mortality may reflec t the natural 
outcome for patients with a consistently 
poor response to therapy. Second, the ex­
cess mortality may occur in individuals who 
fail to resume therapy followin g re lapse 
after discharge. Third , the excess mortality 
may reflect the relen tl ess progress ion of a 
process such as amyloid disease ( :Hi ), 
which is initiated during active disease and 
continu cs followin g apparent hacteriologic 
and c:Iinical improvement. A future study 
will compile the data necessa ry to cxamine 
the relationships be tween the ex tent of 
disease at time of diagnosis , clinica l course, 
and mortal i ty ris k. 

The current study also provides fragmen­
tary data sugges ting that even the delayed 
onset of therapy may reverse an excess 
mortality trend. This appears to have b een 
the case for fcma l('s ad m i tted be tween 
1939 and 1943 in the presulfone e ra . 

Cancer. Earlier reports concerning th e 
relationship b etween leprosy and cancer 
are contradictory. Some observers reported 
a diminished cancer mortality or preva­
lence among leprosy patients (~. :\8), and 
others a cancer mortality similar to tha t of 
IInaffected individuals ( I ~) , while a t least 
one observer suggested that cancer may 
occur with unusual freqllcncy during tlw 
course of leprosy (~ .I ). However, serious 
me thodologic defici encies in these earlier 
reports preclude useful conclusions re­
garding the cancer mortality among leprosy 
patients. 

In the present study the absence of a 
cancer excess could reHect a methodologie 
artefact rather than the true biologic condi­
tion . If a me thodologic artefact were re­
sponsible, it would operate either by means 
of an overestimate of expected cancer mor­
tality or an underenumera tion of observed 
cancer. The expected cancer mortality ap­
'pears well es tima ted , although adjustment 
for region of origin and socio-economic 
class of the leprosy patients was not pos­
sible. There would haY<' hcen little net 
change in t'xpect('d \'alllt's with .adjustment 
for these' variables , s ince SlIrwy data indi­
ca te that cancer mortality is lower in the 
leprosy-endemic states than in the whole 
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U nited Sta tes (Iii), while cancer mortality 
is higher in t~e socio-economic class of 
origin of the leprosy pa tients (I~). 

Errors in enumera tion of observed deaths 
a rise as a result of lack of accuracy 
(confirmation ) and/or comple teness ( de­
tection ) in the ascerta inmen t of cause of 
dea th . Previous studies have demonstrated 
tha t detection and confirmation errors oc­
Clll' a t the ra te of 10 per cent of the cancer 
mprtality ra tes (2:l) . Since the errors are of 
the sa me magnitude, but in the opposite 
direction, they tend to cancel each other. 
In the present study the excluded cancer 
case~ were undoubtedl y partially balanced 
hy the increased cancer de tection in a 
chronically hospitalized pa tient popula tion . 

Figure 1 illustra tes a poss ible sequence 
of events linking leprosy w ith cancer. T wo 
recent reports have de linea ted an im pair­
ment of delayed hypersensitivity amon g 
pa tients w ith leprosy tha t tends to return to 
normal followin g prolonged chemotherapy 
(' . . 10). The second step in the sequence is 
specula tive and was sugges ted by da ta 
obtained on cancer patients and on pa tients 
with ataxia-telangiectasia . An impairment 
of delayed hypersensitivity has been corre­
lated with a poor hos t response among 
cancer pa tients (G.21). The immune sys­
tem has been more direc tl y implica ted as a 

autoimmune diseases is attended b y an 
increased risk of lymphoid malignancy. An 
analys is of the mortality experience of pub­
lished series of pa tients with rheumatoid 
a rthritis and sys temic lupus erythematosus 
did not confirm this hypothes is (:1'1) . 

Leprosy pa tients provide additional da ta 
re levant to this hypothes is. First, leproma­
tous leprosy is characterized by chroni c 
lymphoid stimula tion manifes ted both clin ­
ically and serologically in the form of hy­
perglobulinemia and numerous auto­
antibodies ( 8 .~!I). Second, the dura tion of 
the lymphoid stimulation is remarkably 
lon g, even with treatment (25) . This provi­
des da ta particula rl y amenable to person­
yea rs-a t-risk analyses. Third, the in fectious 
e tiology of leprosy, in contras t to the un­
known etiology of autoimmune disease, 
provides a means of segrega tin g the risk 
attributable directly to lymphoid hyper­
plas ia from any possible risks associa ted 
w ith susceptibility to autoimmune diseases. 

The present study demonstra tes that the 
risk of leukemia or lymphoma in leprosy 
patients is not increased . It . wou ld appear 
that chronic lymphoid stimulation plays a 
negligible role in the e tiology of lymphoid 
malignancies. However, special circum­
stances could alter the malignancy poten­
tial of chronic lymphoid stimula tion. Thus, 

F IC. 1 

Leprosy 
Impaired 

-------_~ Delayed 
? 

H ypersensitivit y 

Increased 
------~~ Cancer 

Risk 

factor in host susceptibility to cancer by the 
eleven case reports of lymphoma and two 
cases of leukemia among pa tients with 
a taxia- telangiectas ia ( lr,), an immunologic 
deficiency disease associa,ted with a defect 
in delayed hypersensitivity. The normal 
cancer ri ~k among leprosy pa tients provides 
prelimin ary evidence aga inst this hypothe­
sis. 

Leukemia-lymphoma. The absence of a 
disproportiona te risk of leukemia or lym­
phoma nmong leprosy p a tients providt's a 
puss iule insight ililu die pathoge lles is of 
Ihese Ina]ign;l l1c ies. Several ob serve rs (I II , 
11 , ~ 4 , an) have suggested tha t the chronic 
lymJ?hoid s timulation associa ted with the 

lymphoid stimula tion has been implica ted 
in the etiology of the sporadic cases of 
leukemia tha t Occur during the course of 
tuberculosis (I) as well as in the e tiology 
of childhood leukemia (22). Neither hy­
pothesis has b een well substantiated and 
definiti ve studies in these la tter circum­
stances remain to be done. 

SUMMARY 

This report analyzes the mortality ex­
]wri(, II('(' of 11Il' 9.53 leprosy pa tients ad­
milll'd to ti l(' U.S. Public £lea ltll Service 
L t'prosarillm , Carville, LOLli si:llla , hL'l ween 
1939 and 1963. Follow-up is complete for 
90 per cent of the study ~roup . D emogra-
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phic characteristics of the study group were 
analyzed and compared wi lh )"(-'s llll s report­
ed from other a reas ()f th!' wor ld . III genn­
ai , the mortality risk of patients wi th both 
types of leprosy has h een normal. A dimin­
ished survival was ohserved earl y and late 
in follow-up among fe males whose first 
adm ission occurred in the presulfone era. 
Middle-aged males and older females ad­
mitted during the su lfone era showed a 
slight excess in mortality during the five 
yea rs following admission. Addit ional 
studies a re planned to elucidate the rela­
tionships be tween the exten t of disease at 
time of diagnos is, clini ca l course, and rela­
ti ve survival. 

No significant excess of cancer mortality 
a mong leprosy patients was demonstrated. 
More specifica ll y, the risk of lymphoid 
ma lignancy is also not significantly ele­
va ted . An attempt is m ade to inte rpre t 
these findin gs in terms of current theories 
of carcinogenesis. 

RESUMEN 
Este infonne analiza Ie experiencia de un 

es tudio sabre la mortalidad en 953 enfermos 
de lepra admi tidos en el Leprosarium del 
Servicio de Salud Pllblica de los Estados Uni­
dos, en Carville, Louisiana, en tre los anos 1939 
y 1963. La observacion ulterior es t[t completa 
en el 90% del grupo estudiado. Las caracter­
isti.cas demograncas en el grupo es tudiado se 
analizaron y compararon con los resultados 
comunicados en otras regiones del mundo, En 
general, el riesgo de morir de los enfermos con 
ambos tipos de lepra fue el normal. La ob­
servacion ulterior seilalo una disminucion de la 
sobrevida , temprana y tardia, en las mujeres 
cuya primera admision tuvo lugar en la era 
presulfonica. Los hombres de edad media y 
las mujeres de edad mayor admitidas durante 
la era sulfonica tuvieron un ligero aumento 
en la mortalidad en los cinco an os que 
sigu ieron a la admision. Nuevos estudios se 
planean para aclarar las relaciones que hay 
entre el grado de extension de la enfennedad 
en el momento del diagnostico, el curso clinico 
y la sobrevida relat iva. 

No se demostro un aumento signincativo de 
la mortalidad pOI' dlllcer en los pacientes de 
lepra. tvhls especincamen te, el riesgo de la 
malignidad Iinfoide no esta signincativamente 
elevado. Se hace un en.sayo de interpretacion 
de estos hallazgos a la luz de las teodas 
corrieJltes sobre carcinogenesis. 

RESUME 
Cel article al l<l l"s(' la Il lflltalil!' .Ie !)J3 IlI al­

adcs de la leprc a'clmis au U. S. Public Hea lth 
Service Leprosarium tic Carvi lle, ell Luuisiane, 
entre 1939 et 196.3. L'observatioll est com­
plete pour 90 pour cent du groupe etudie. 
Les earacteristiques demographiques du groupe 
etuclie ont ete analysees et comparees ;lUX 

resulta ts rapportes dans d'autres regions du 
monde. En genera l, .I e risque de mortalite des 
malades, at te ints de rune ou l'autre forme de 
lepre, a ete nonnal. Une diminution de la 
survie, a ete observee au debut et ,1 Ia fin de 
la periode d'observation, chez les femmes 
qui avaien t ete hospitalisees pOLir la premiere 
fuis avant la periode des sulfones. Les hommes 
d'age moyen , et les femmes plus agees, admis 
a la leproserie au COUl'S de la periode des 
su lfones, ont presente un leger exces de mol'­
ta lite au eours de cinq premieres annees 
~ uivant l'admission. On se propose de mener 
des etudes complementaires, ann d' elucider 
les relations entre l'etendue de la maladie au 
moment du diagnostic, son evolution c1inique, 
et la survie relative. 

On n'a mis en evidence aueun exees signifi­
catif de mortalite par cancer chez les malades 
de la lepre. Plus partieulierement, Ie risque 
de cancer Iymphoi'de n'etait pas non plus 
sign incativement plus eleve. On a essaye 
d'interpreter ces observations, it la lumiere des 
theories actuelles de ]a ca rcinogenese. 
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