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SHORT COURSE TREATMENT OF LEPROSY: PRESENT STATUS

Leprosy, a chronic infectious disease affecting mainly
the skin and the nerves, was among the first infection to
be associated with a specific causative organism –
Mycobacterium leprae. Despite this, till recently it was
considered an incurable disease.

Following its introduction in late 1940’s, dapsone was
the main drug for the therapy of leprosy, for the next 3
decades. Though found effective and useful in all types
of the disease the drug had to be given for long periods
of 5 to 10 years and in some cases even life long. In the
sixties it was observed that some lepromatous patients
did not respond as well as others and in a few patients
worsening occurred after initial improvement indicating
the relapse. Following testing in mouse foot-pad, dapsone
resistance was shown in these patients. Soon it became
clear that dapsone resistance was on account of use of
the drug as mono therapy, in sub-optimal doses and on
irregular administration/intake especially in patients with
large bacterial load. Further, it also became evident that
these relapsed patients could spread resistance in the
community.

With the realization of world-wide increase in dapsone
resistance in M. leprae, the availability of equally effective
drugs – clofazimine and rifampicin and from the experience

in the therapy of tuberculosis, the concept of multi drug
therapy (MDT) in leprosy was introduced. Based on the
theoretical considerations, recommendations were made
to treat leprosy with multi drug regimens1. Patients with
fewer bacilli, the paucibacillary (PB) group were
recommended to be treated with 2 drugs given for only
6 months, while for the remaining , called the multibacillary
(MB) group, 3 drug combination for 2 years or till smear
negativity, which ever was later, was advocated.

This was remarkable when one considers that the
treatment of even lepromatous leprosy (LL) patients could
be stopped in 2 to 5 years, in contrast to the need for
almost life long therapy earlier. The main component of
the treatment was rifampicin, which even today continues
to be the main drug of all MDT regimens in leprosy. This
is because of its very potent anti M. leprae action killing
almost 99.99% organisms in 3 to 7 days2. This rapid
reduction in the infectivity of smear positive patients helps
in the prevention of further transmission of the disease
in the community.

By 1985, these recommendations were adopted by
almost all countries. The introduction of MDT resulted in
increased confidence in treatment among the patients,
the community and the health workers. Following the



completion of recommended length of treatment, exclusion
of treated patients from the active case registers resulted
in progressive decrease of prevalence rates. On account
of difficulties, the initial PB definition was modified to restrict
it to only those indeterminate (I), tuberculoid (TT), and
borderline tuberculoid (BT) patients who were smear
negative. Later, realizing the inadequacy of skin smear
examination facilities in the field, a simpler clinical approach
has been recommended for the leprosy field workers,
wherein patients with 5 or less lesions and belonging to
above categories only, are considered as PB type, and
all other active cases are included under MB group for
purposes of therapy.

Treatment of Multibacillary Patients

As stated earlier, since 1985 MB patients are being
treated with MDT – a three drug combination given till
smear negativity or for two years. Treatment results have
generally been very satisfactory. The MB patients treated
and followed up for over 2-5 years have responded well,
with very few relapses3. Several reports indicated marked
efficacy and practically no relapses. Studies were also
undertaken to see, if the killing of M.leprae following MDT
is complete. A few studies4-6 have shown that despite 2 years
of regular therapy, almost 10% patients continue to harbour
viable persisters. This was independent of the regimens
given, as the problem was similar in both groups of patients
treated with intensive 3 drug regimens including daily
rifampicin or given single dose of rifampicin (1500 mg)
with daily clofazimine and dapsone. Similarly demonstration
of ATP in 19% of bacterial suspensions obtained from skin
biopsies of patients treated for 2 years7 and viable bacilli
in the nerves of a third of patients, as tested in mouse
foot pad8, indicates incomplete killing of M. leprae. These
studies thus indicate, that though there is enormous killing
of M.leprae with MDT, in a proportion of patients viable
drug sensitive bacilli persist – possibly the dormant bacilli
which have escaped the killing effect of drugs including
rifampicin. The fate of these organisms has been the main
concern, as in leprosy unlike tuberculosis, no drug is
available which acts on dormant organisms. In addition,
lepromatous patients lack the specific CMI to deal with
these remaining organisms.

Field studies and clinical reports published till mid
nineties indicated a very satisfactory outcome with the
application of MDT. The relapse rates had varied from 0
to 1.6% among MB patients3,9. This low relapse rate contrasts
with the experience of workers who had long follow up

of cohorts of patients belonging to lepromatous group.
Workers from Ivory Coast10,11 and India12 have shown that
relapses following MDT are not uncommon. Further, the
relapse rates were significantly higher in later years of follow
up and in a subgroup of patients with large bacterial load
(BI ³ 4+). It was observed that the bacteriological relapses
occurred earlier than clinical worsening.

With the enlarged definition of MB group and reports
of low relapse rates in field as also the studies involving
retrieval of defaulters who had taken varying lengths of
treatment13-15, the recommendations were made more
practical with limiting MB treatment to only 24 months –
the fixed duration therapy or FDT16. Trials with 2 years
MDT carried out in south India17,18 have shown very low
relapses. In fact only 1 among 46 patients, was found to
have relapsed during a follow up of 9.20±2.98 years.
Similarly workers from Ethiopia did not find even a single
confirmed relapse among 256 MB patients who had had
a mean follow up of 4.3 years after therapy following well
tolerated 2 years MDT19.

Regular intake of drugs for 2 years by practically
asymptomatic patients detected in the field where the
infrastructure is not optimal, is not easy . Thus, a need
has been felt to further reduce the treatment duration in
MB patients. Working on the length of time taken to kill
possible rifampicin resistant organism, if any Ji et al20 and
Girdhar et al21 found that it takes upto 3-9 months for biopsy
inoculums to become negative for viable rifampicin resistant
organisms when patients had been treated with only
clofazimine and dapsone. This indicates that a minimum
MDT of about 9 months is required for MB patients.

In the field, default from treatment is well known.
Assessment of 41 MB patients, retrieved 1 to 5 years
after stoppage of treatment of only 7 months (range 3 to
13 months) has shown continued clinical improvement in
all and bacteriological improvement in 78% of patients22.
Similarly those defaulting with less than 12 months treatment
and others who had received 13-23 months therapy showed
smear positivity in only 7.9 and 6.3% cases respectively
after a drop out period of seven and a half years23.
Prospective study in MB patients with BI ³ 2 comparing
24 months and 12 months efficacy has shown no relapses
in 3-5 years after stopping treatment in the group given
12 months regimen (THEMYE Steering Committee:
Unpublished data).

Based on above observations, together with the widened
definition of MB (which now includes any active patient
with >5 lesions, irrespective of smears) and decreasing



proportion of high bacteriological index (BI) patients in the
field, WHO Expert Committee on Leprosy in 1995 concluded
and recommended that therapy of MB leprosy should be
shortened to 12 months. This has been adopted by various
national agencies, including Government of India, for field
application.

Twelve months FDT for MB leprosy has been applied
only recently, as such no reports of its efficacy are available.
As stated earlier field studies employing 24 months therapy
in general have reported very low rates of relapse. Similar
outcome has been made in the compilation of field
observations made by leprosy unit of WHO24. Though low
to very low relapse rates have been reported with MDT
given till smear negativity or for 2 years, recently workers
from all over the world have reported relapses in MB
patients25-28. Earlier mentioned 2 well controlled institutional
studies from West Africa10,11 and India12 involving large
cohorts of patients, followed up clinically and
bacteriologically, are important which reported significant
relapses in patients given therapy for 2 years. The
differences in the results of field studies reported above
and the institutional observations are possibly on account
of (i) large cohorts; (ii) inclusion of all MB cases in the
field studies in contrast to mainly LL/BL patients included
in the institutional studies; (iii) more close follow up including
periodic clinical and skin smear examination in the later;
and (iv) the longer duration of follow up in the later studies.
It is important to mention that more of the relapses were
observed in those with high BI at the start of treatment or
on completion of 2 years therapy – the proportion being
much higher in the later studies. Several other reports are
available wherein on long term follow up patients who
had had 24 months or longer MDT, were found to have
relapsed25-27.

In view of the fact that relapses occur late in leprosy,
there is a need to follow up patients for at least 5 to 8 years
after stoppage of therapy. Thus the outcome of 12 months
MDT now being applied, has to be closely watched. It is
nearly 3 years since it was introduced, hence not many
patients have had 2 years of follow up till date – too short
a period to know the long term efficacy. The proportion
of various types of leprosy would also determine the outcome
of short courses MDT.

Finally, for MB patients is the present therapy of 24
months adequate? remains the question. The answer
depends upon as to what is the purpose of treatment. If
it is to cut down the transmission of disease, as is the
need of the programme, then the answer could be yes.

This is particularly suitable for those areas where reasonable
amount of field work for case detection and treatment
has been going on for several decades. In such areas one
does not expect too many patients with large bacterial
load who appear to be at higher risk of relapse28. Further,
if there is a relapse in a few patients they could be retreated
with MDT, as all studies have shown that the relapses are
due to drug sensitive persisters11,12. On the other hand for
the institutional patients, where the aim, in addition is the
cure of the individual patient , for all highly bacillated
patients with BI ³ 4+ an extended treatment of 4 years or
till smear negativity is desirable as has been suggested12,30.

Treatment of Paucibacillary Leprosy

In contrast to the bacillated patients, the cure or end
point of treatment of smear negative patients (the PB
group) has been more difficult to define. Six months 2
drug therapy has been in use for almost 15 years. On the
whole the experience of workers in several parts of the
world has been quite encouraging. However, with the
recommended 6 months therapy, consisting of supervised
monthly rifampicin and daily self administered dapsone,
completed in maximum of 9 months, few difficulties and
problems have been encountered.

Disease regression

Unlike internal organ diseases, where the diseased
part is hidden from oneself, in leprosy continued visibility
of clinically active patch in a proportion of patients at
the end of 6 month’s therapy, has been observed in
practically all studies. The proportion of active disease
at the end of stipulated 6 months treatment has varied
from 10 to 67%. Studies conducted in the institutions
have shown larger proportion of patients who are still
active35,36 as compared to field situations34,37. This
difference could be on account of relatively early diagnosis
of the disease in the field.

When the pathology is evident on the surface, is it
right to call the disease as cured has remained an issue.
A group of workers have opined that this persisting activity
is due to the presence of killed (dead) mycobacteria,
fragments or antigens thereof, which may persist for long.
As the length of treatment duration is not long enough for
body to clear these out, continued inflammatory response
results in persistent clinical activity. Indeed on follow up
of patients after stipulated therapy, in about 30 to 80% of
the patients, the clinical activity gradually comes down
and patients get cured. The remaining patients continue



to have active disease beyond a year to 18 months. Other
group of workers have reported that if DDS is continued
for a further period of 6 months34,37 or MDT is administered
for 12 months instead of recommended 6 months, the
proportion of patients staying active could be significantly
reduced. These workers contend that with the recommended
regimen anti-microbial action may not be complete in 6
months time. Similarly in several reports active granuloma
has been found in over 50 % of patients on completion
of therapy and even 6 month’s later suggesting persisting
disease activity.

Reactivation of disease

Another problem has been that during the follow up
period in some patients the lesions may suddenly become
active after subsidence. Further, a few patients may develop
acute nerve problems. Most of these patients are still smear
negative. Some patients show oedema plus CD4 cell influx
on histology, suggesting inflammation due to increased
cellular hypersensitivity. Such problems have been reported
in all categories of patients and not limited to the PB
group only. The disease becoming apparent again causes
concern among the patients and has been interpreted as
late reversal reaction (RR) by some and disease relapse
by others. This is in contrast to the true relapses, which
too, present as disease activation appearing albeit slowly
and insidiously. Since there are no absolute clinical criteria
to differentiate late RR and relapse, many workers have
included these reactivations with relapses and thus higher
relapse rates (up to 13%) suggesting that an extended
therapy is required for this group of patients. Taking these
events as RR and not relapse, a very low relapse rate has
been reported by others19,24,38. A recent study has shown
that clinical reactivation due to viable M. leprae can be
associated with histological reversal reaction in almost
half the cases.

Late nerve damage and silent neuropathy

Another problem is of late nerve damage and silent
neuropathy. Whether these are on account of progressive
pathology consequent to bacillary multiplication or fibrosis
as part of healing is not clear.

In short the field experience in various parts of the
world suggests that for patients with paucibacillary disease,
six months therapy is adequate provided the patient is
kept on follow up for 1 to 2 years after stoppage of
treatment.

Therapy of Neuritic Leprosy

End point of treatment of neuritic leprosy – a form of
disease almost limited to South-east Asia, is even more
difficult. This is because the assessment and cure criteria
are highly controversial. Studies have shown that even
when one or few nerves are clinically affected, several of
the patients show advanced disease and are positive for
AFB on histology both in nerves39-41 and in skin42. This
suggests that these patients should better be included in
MB group and given 3 drug combination. However, the
national programme recommends that when up to 2 nerve
trunks are thickened the patients could be treated as PB
while those with large number of affected nerves should
receive MB therapy. These recommendations seem justified
from control point of view, as in these patients bacilli are
deep in skin/or nerves and are not discharged for
transmission – almost a closed pool. However, what
happens in the long run is not clear as all the organisms
may not get killed with the limited treatment and may
result in deterioration of the nerve function. Further, despite
adequate treatment, in some cases the nerve function can
worsen on account of fibrosis causing concern.

Single Skin Lesion Leprosy

Active case detection programmes carried out in the
recent years have brought forth an increasing number of
single lesion leprosy patients in many of whom even the
diagnosis is in doubt. If left untreated it is well known that
majority of these will self heal, a few, however, may show
progressive disease 43. Since it is not possible to distinguish
who would worsen, it has been considered necessary to
treat all. A regimen consisting of single dose of 600 mg
rifampicin, 400 mg ofloxacin and minocycline 100 mg
(ROM) for adults has been tested in a multicentric trial
and reported to be useful44. Similar clinical efficacy has
been reported by other groups as well45,46. Comparative
histopathology before and 6 and 12 months after
completion of therapy, has shown improvement in a small
cohort47.

This is indeed revolutionary when one considers that
not too long ago leprosy was taken as an incurable disease
and later required to be treated for long or life long. The
single dose regimen has been recommended by the WHO
for treatment of leprosy patients with single skin lesion48.
During the last 2 years several reports, based on field
data have been published suggesting the efficacy of single
dose therapy in patients with one lesion. Definitely this
single dose treatment has been found to be operationally



attractive, feasible and acceptable by the community.
Moreover, this regimen offers cure even before diagnosis
and thus helps the planners in reducing the prevalence
figures!

In contrast to the above the experience of workers
in institutions has not been very encouraging and several
issues have been raised including the very basis of this
single dose therapy for an established infection. This
includes theoretical insufficiency of drugs in killing of
organisms as only a few bacilli (small proportion of
M.leprae) are expected to be in the growth/multiplication
phase during the time the drugs are available in the serum
(half life of the drugs being small). Thus, those not in
growth phase are likely to escape the killing effect of the
drugs and may result in relapse later on. Indeed, though
the follow up so far has been short, few problems of
reactivation have been encountered49,50. Another problem
is the diagnosis of single lesion leprosy itself.

Encouraged by the utility of one dose therapy for
single lesion patients, the same group of workers have
undertaken trial of single dose of ROM for two to three
lesion patients belonging to PB group and have found
cure rates comparable to PB treatment of six month in
patients with two lesions. The effect of PB treatment was
better than ROM in those with 3 lesions or in whom the
disease affected more than one body part51. The cohort
needs to be followed up for at least 2 years to know the
real efficacy.

Conclusions

The length of multi drug therapy required or to be
administered depends upon the aim, resources,
motivation of the individual and his availability for follow
up. The recent findings indicate that in the field 24 and
even 12 months 3 drug MDT for MB patients is likely to
help in achieving the goal of interrupting transmission of
leprosy. Along with this the operationally feasible 6 months
PB therapy for patients with 5 or less lesions and the
attractive single dose treatment (ROM) for early patients
with one lesion are likely to go a long way in reducing
the active case load of leprosy. However, it is essential
that the patients be kept under follow up for varying
periods as we are not sure of the long term effects. With
this length of treatment, many patients do show subsidence
of disease. However, MB patients with high BI or those
PB patients who have nerve trunk involvement need to
be followed up very closely for any signs of deterioration.

Retreatment with MB therapy should be instituted if there
is a gradual/silent worsening.

A question on ethics is also important. There is a
need to take moral concerns of individual patients vis-
a-vis the community into account and a balance must
be achieved between the cure of the patient and protection
of the society at risk. This means where feasible, treatment
till cure of the individual should be ensured and such
individual should receive help, respect and compassion
from the society, both during and after therapy.

References

1. World Health Organisation . Chemotherapy of leprosy for control
programmes. Report of a WHO Study Group, WHO Tech Rep
Ser 675: 7, 1982.

2. Levy, L., Shepard, C.C. and Fasal, P. The bactericidal effect of
rifampicin on M.leprae in man: a) single dose of 600, 900, 1200 mg
and b) daily dose of 300 mg. Int J Lepr 44: 183, 1976.

3. WHO Leprosy Unit. Risk of relapse in leprosy. WHO/CTD/LEP/
94-1, 1994.

4. Subcommittee on Clinical Trials of Chemotherapy of Leprosy
(THELEP). Scientific Working Group of the UNDP/World Bank/
WHO Special Programme for Research and Training in Tropical
Diseases. Persisting Mycobacterium leprae among THELEP trial
patients in Bamako and Chingleput. Lepr Rev 58: 325, 1987.

5. Sreevatsa, Girdhar, B.K. and Desikan, K.V. Screening of drug
resistant strains of Mycobacterium leprae in lepromatous leprosy
patients under multi drug treatment. Indian J Med Res 87: 139,
1988.

6. Sharma, A., Sharma, V.K., Rajwanshi, A., Das, A., Kaur, I. and
Kumar, B. Presence of M.leprae in tissues in skin slit smear negative
multibacillary (MB) patients after WHO-MBR. Lepr Rev 70: 281,
1999.

7. Katoch, V.M., Katoch, K., Ramanathan, U., Sharma, V.D.,
Shivannavar, C.T., Dutta, A.K. and Bharadwaj, V.P. Effect of
chemotherapy on viability of Mycobacterium leprae as determined
by ATP content, morphological index and FDA-EB fluorescent
staining. Int J Lepr 57: 615, 1989.

8. Shetty, V.P., Suchitra, K., Uplekar, M.W. and Antia, N.H. Higher
incidence of viable Mycobacterium lerpae within the nerves as
compared to skin among multibacillary leprosy patients released
from multi drug therapy. Lepr Rev 68: 131, 1997.

9. Lobo, D. Treatment failure with multi drug therapy. Lepr Rev 63:
93s, 1992.

10. Marchoux Chemotherapy Study Group. Relapses in multibacillary
leprosy patients after stopping treatment with rifampicin containing
combined regimens. Int J Lepr 60: 525, 1992.

11. Jamet, P., Ji, B. and the Marchoux Study Group. Relapse after
long term follow up of multibacillary patients treated by WHO
multi 0drug regimens. Int J Lepr 63: 195, 1995.

12. Girdhar, B.K., Girdhar, A. and Kumar, A. Relapses in multibacillary
leprosy patients: Effect of length of therapy. Lepr Rev 71: 144,
2000.



13. Ganapati, R., Pai, R., Gandewar, K.L. and Thressia, X.J. For how
long should a multibacillary patients be treated. Indian J Lepr
61: 467, 1989.

14. ALM Consensus Development Conference on the Chemotherapy
of Leprosy. Consensus development statement on the
chemotherapy of leprosy. Int J Lepr 60: 644, 1992.

15. Katoch, K., Natrajan, M., Bagga, A. and Katoch, V.M. Clinical
and bacteriological progress of highly bacillated BL-LL patients
discontinuing treatment after different periods of MDT. Int J Lepr
59: 248, 1991.

16. World Health Organization. Chemotherapy of leprosy. WHO Tech
Rep Ser 847: 1, 1994.

17. Jesudasan, K., Vijaykumaran, P., Manimojhi, N., Jayarajan,T.
and Rao, P.S.S. Absence of relapse writhin 4 years among 34
multibacillary patients with high BI treated for 2 years with MDT.
Int J Lepr 64: 133, 1996.

18. Shaw, I.N., Rao, G.S., Manimozhi, N., Vijayakumaran, P., Christian,
M. and Jesudasan, K. A long term follow up of multibacillary
leprosy patients with high BI treated with WHO MB regimen for
a fixed duration of 2 years. Proceedings of the Asian Leprosy
Congress. Central JALMA Institute for Leprosy, Agra, p.135,
2000.

19. Gebre, S., Saunderson, P. and Byass, P. Relapses after fixed
duration multi drug therapy. The AMFES cohort. Lepr Rev 71:
325, 2000.

20. Ji, B., Perani, E.G., Petinom, C. and Grosset, J.H. Bactericidal
activity of combination of new drugs against Mycobacterium
leprae in nude mice. Antimicrob Agents Chemother 40: 393,
1996.

21. Girdhar, B.K., Girdhar, A., Chauhan, S.L. and Sreevatsa.
Determination of minimal length of therapy in lepromatous patients.
In: Annual Report. Central JALMA Institute for Leprosy, Agra, p.
84, 1991.

22. Ganapati, R., Shroff, H.J. and Gandewar, K.L. Five years follow
up of multibacillary leprosy patients after fixed duration
chemotherapy. Proceedings of VI Symposium on Leprosy
Research. Quaderni di Cooperazione Sanitaria 12: 223, 1992.

23. World Health Organization. Shortening duration of treatment of
multibacillary leprosy. Weekly Epid Rec 72: 125, 1997.

24. WHO Leprosy Unit. Risk of relapse in leprosy. Indian J Lepr 67:
13, 1995.

25. Balagon, M.F., Cellona, R.V., Fajardo,T.T., Villahermosa, L.G., Dela
Cruz, E.C., Tan, E.V., Apalos, R.M. and Walsh, G.P. Relapses in
multibacillary leprosy after 2 years treatment with WHO-MDT
regimen. XV International Leprosy Conference, Beijing, China.
Int J Lepr 66: 7A (Abst. No.CH27), 1998.

26. Shetty, V.P., Dighe, R.R., Uplekar, M.W., Antia, N.H., Pai, V.V.
and Ganapati, R. Relapse and recurrence of lesions after MDT
in Leprosy : Cli nical, bacteriological and histopathological
investigations of 56 cases. XV International Leprosy Conference,
Beijing, China. Int J Lepr 66: 7A (Abst. No.CH26), 1998.

27. Jian, D., Hu, L. and Luo, J. A long term observation on the effect
of multi drug therapy in leprosy in Liang Shan and Pangzhhua.
XV International Leprosy Conference, Beijing, China. Int J Lepr
66: 10A (Abst. No.CH41), 1998.

28. Ebenzer, G.J. and Barkataki, A. Relapsed leprosy after multi
drug therapy presenting as histoid form. XV International Leprosy
Conference, Beijing, China. Int J Lepr 66: 7A (Abst. No. CH25),
1998.

29. Ji, B. Does there exist a subgroup of MB patients at greater risk
of relapse after MDT? Lepr Rev 72: 3, 2001.

30. Waters, M.F.R. Is it safe to shorten MDT for lepromatous (LL and
BL) Leprosy to 12 months. Lepr Rev 69: 110, 1998.

31. Dhir, R., Guha, P.K. and Singh, G. Short term chemotherapy for
paucibacillary leprosy. Indian J Lepr 58: 549, 1986.

32. Bhate, R.D., Gupta, C.M., Chattopadhyay, S.P. and Sing, I.P.
Experience with multi drug therapy in paucibacillary leprosy.
Indian J Lepr 58: 244, 1986.

33. Pavitharan K. Relapse of paucibacillary leprosy after short
course multi drug chemotherapy. Indian J Lepr 60: 225, 1988.

34. Katoch, K., Ramanathan, U., Natrajan, M., Bagga, A.K., Bhatia,
A.S., Saxena, R.K. and Ramu, G. Relapses in paucibacillary
patients after short term regimens containing rifampicin. Int J
Lepr 57: 458, 1989.

35. Boerrigter, G., Ponnighaus, J.M. and Fine, P.E.M. Preliminary
appraisal of WHO recommended multiple drug regimen in
paucibacillary leprosy patients in Malawi. Int J Lepr 56: 408,1988.

36. Becx-Bluemink M. Relapses among leprosy patients treated with
multi drug therapy. Experience in the leprosy control programme
of the All Africa Leprosy, Tuberculosis and Rehabilitation Training
Centre (ALERT) in Ethiopia; Practical difficulties with diagnosing
relapses; operational procedures and criteria for diagnosing
relapses. Int J Lepr 60: 421, 1992.

37. Grugni, A., Nadkarni, J.N., Kini, M.S. and Mehta, V.R. Relapses
in paucibacillary leprosy after MDT – A clinical study. Int J Lepr
58: 19,1990.

38. Chen, X., Li, W., Jiang, C. and Ye, G. Studies on risk of leprosy
relapses in China: Relapses after treatment with multi drug therapy.
Int J Lepr 67: 379, 1999.

39. Kaur, G., Girdhar, B.K., Girdhar, A., Malviya, G.N., Mukherjee,
A., Sengupta, U. and Desiken, K.V. Clinical, immunological and
histological study of neuritic leprosy patients. Int J Lepr 59: 385,
1991.

40. Girdhar, B.K. Neuritic leprosy. Indian J Lepr 68: 35, 1996.

41. Uplekar, M.W. and Antia, N.H. Clinical and histopathological
observations on pure neuritic leprosy. Indian J Lepr 58: 513,
1986.

42. Suneetha, S., Arunthathi, Chandi, S., Kurian, N. and Chaco,
C.J.G. Histolgical changes in primary neuritic leprosy. Changes
in the apparently normal skin. Lepr Rev 69: 351, 1998.

43. Dharmendra and Ramu, G. Type of disease in relation to prognosis.
In: Leprosy (Vol.I) Ed. Dharmendra. Kothari Medical Publishing
House, Bombay, p.687, 1978.

44. Single Lesion Multicentre Trial Group. Efficacy of single dose
multi drug therapy for treatment of single lesion paucibacillary
leprosy. Indian J Lepr 69: 127, 1997.

45. Manimozhi, N., Vijaykumaran, P., Jesudasan, K., Selvasekar, A.
and Samuel, P. Single dose multi drug therapy for the treatment
of single lesions PB leprosy. XV International Leprosy Conference,
Beijing, China. Int J Lepr 66: 14A (Abst. No. CH60), 1998



46. Rajanbabu, G. and Nanda, N.K. Efficacy of single dose ROM
for the treatment of single lesion PB leprosy – 24 months follow
up from the date of intake. XV International Leprosy Conference,
Beijing, China. Int J Lepr 66: 11A (Abst. No. CH 45) 1998.

47. Ebenezer, G.J. and Job, C.K. Histopathological activity in
paucibacillary leprosy after ROM therapy. Int J Lepr 67: 409,1999.

48. WHO Expert Committee on Leprosy: Seventh Report 1998: WHO
Tech Rep Ser 874, 1998

49. Edward, V.K., Sujatha, C.M., Shanthi, E. , Rao, J.R. and
Joseph, V.K. Single lesion treated with ROM – Relapsing as PB
leprosy. Proceedings of Asian Leprosy Congress, Central JALMA
Institute for Leprosy, Agra (Abst.No. 116), 2000.

50. Ravenkar, C.R., Pai, V.V., Bulchand, H.O. and Ganapati, R.l.
Relapse rate in single dose treatment in paucibacillary leprosy.
Proceedings of Asian Leprosy Congress, Central JALMA Institute
for Leprosy, Agra (Abst.No.123), 2000.

51. 2-3 Leison Multicentre Trial Group. A comparative trial of single
dose chemotherapy in paucibacillary leprosy patients with two
or three skin lesions. Indian J Lepr 73: 131, 2001.

This write-up has been contributed by Dr. B.K. Girdhar, Dy. Director
(Sr.Grade) and D. Anita Girdhar, Asstt. Director, Central JALMA
Institute for Leprosy, Agra.

EDITORIAL BOARDEDITORIAL BOARDEDITORIAL BOARDEDITORIAL BOARDEDITORIAL BOARD

ChairmanChairmanChairmanChairmanChairman
Dr. N.K. Ganguly
Director-General

MembersMembersMembersMembersMembers
Dr. Padam Singh
Dr. Lalit Kant
Dr. Bela Shah
Dr. V. Muthuswamy
Sh. N.C. Saxena

EditorEditorEditorEditorEditor
Dr. N. Medappa

Asstt. EditorAsstt. EditorAsstt. EditorAsstt. EditorAsstt. Editor
Dr. V.K. Srivastava

Printed and Published by Shri J.N. Mathur for the Indian Council of Medical Research,
New Delhi

at the ICMR Offset Press, New Delhi-110 029

R.N. 21813/71


	Short Course Treatment of Leprosy : Present Status
	Treatment of Multibacillary Patients
	Treatment of Paucibacillary Leprosy
	Disease Regression
	Reactivation of disease
	Late nerve damage and silent neuropathy

	Therapy of Neuritic Leprosy
	Single Skin Lesion Leprosy
	Conclusions
	References
	Editorial Board

