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The 28" meeting of the Internatioh@ask Force for Disease Eiadtion (ITFDE) was convened
at The Carter Center, Atlant@A, USA on April 23, 2018 to review the status of the global efforts
to eliminate Leprosy (Hansen’s disease) dne need for improved diagnostic testing and
treatment, the reduction of social stigma, @&hd exploration of thepotential reservoir in
armadillos. The Task Force members at the tohthis meeting were Dr. Stephen Blount, The
Carter Center (Chair); DrGautam Biswas, World Healt®rganization (WHO); Dr. Peter
Figueroa, The University of the West Indiesnadiaca; Dr. Donald Hopkins, The Carter Center;
Dr. Julie Jacobson, Bill & Melinda Gates Foutida; Dr. Hamid Jafari, Centers for Disease
Control and Prevention (CDC); Professbavid Molyneux, Liverpob School of Tropical
Medicine; Dr. Patrick Osewe, The World Barik;,. Stefan Peterson, UNICEF; Dr. David Ross,
The Task Force for Global Health; Dr. Deanr&ig, The Carter Center; Dr. Nilanthi de Silva,
University of Kelaniya, Sri Lanka/WHO Straie and Technical Advisory Group for Neglected
Tropical Diseases (STAG-NTDs); Dr. Laurerglatsker, PATH; Dr. Ricardo Thompson, National
Institute of Health (Mozambique), and Dr. Dyawrth, Harvard School of Public Health. Nine
Task Force members (Figueroa, Jacobson, hhepklafari, MolyneuxRoss, Sienko, Slutsker,
Thompson) attended this meetiragd two were represented by alternate (Dr. Robert Kezaala
for Peterson; Dr. Opope Oyaka Tshivuila Matala for Osewe).

Presenters at this meeting, which was clading Dr. Dean Sienko, included Drs. Wim van
Brakel, Netherlands Leprosy Relief (NLR)viin Cooreman, WHO; Thomas Gillis, RSTOP,
The Leprosy Mission Canada; Mohan Gupte, andCouncil of Medical Research (ICMR); and
Paul Saunderson, American Leprosy Missions.

Leprosy and its current extent

Leprosy (Hansen’s disease) is a slowly depiglg chronic disease caused by the bacterium
Mycobacterium lepraand a newly discovered, closely related spedlesepromatosis Both
organisms cause similar disease, are 90% idemjezadtically, and shathe ability to infect

nerves. Susceptibility to the disease and to it®ua manifestations vas, resulting in a wide
clinical spectrum: indeterminate, tuberculoid,detine tuberculoid, boetline lepromatous and
lepromatous. Unlike tuberculosis, ther@asevidence that HIV co-infection exacerbates
leprosy. Skin lesions are commoBisability due to nerve damage is the most serious outcome,
often leading to stigma and discriminatiohhe exact mechanisms of transmission are unknown,
but the likely routes in humato-human transmission are viaspératory (aerosol droplets)

and/or skin contact. The éigse has an extremebng incubation period of up to 2-10 or more
years. Close contacts have increased rigleg€loping leprosy, espedly household contacts,
neighbors and persons having extended social conttictintreated leprgspatients. Research
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suggests that reservoirsiofection may include untreatetw and relapsed patients,
unrecognized cases, healthy carr@rthe bacilli (latent leprosyps well as the environment
(soil and water). Animal reservoirs fot. lepraehave been confirmed in North America
(armadillo) and the United Kingdom (red squirr@ipd armadillos have been implicated in
transmission to humans in North America.eTlative importance of these reservoirs in
transmission is not well und#ood. Genetic typing can bged to track strains ®. lepraeand
study transmission networks, and also teeas the role of animal reservoirs.

Clinical signs and symptoms are currently i@in means of diagnosis. Demonstration of
bacilli in slit-skin smears or bpsy material is also proof tdprosy. The bacterium cannot be
grown on artificial media to confirm the gjaosis--although it can be grown in mouse footpads
with difficulty—but point-of-carediagnostic aids to detect amdidy and cytokine responses to
infection have advanced over the past decadeasmbeing vetted irxperimental trials to
establish sensitivity, specificitynd operational utility. At presethere is no reliable diagnostic
test available, especially fpauci-bacillary leprosy. Matheatical modeling suggests that a
diagnostic for detecting early mdtion (as opposed to disease¢ambination with treatment of
such pre-clinical infection would have theeatest impact on interrupting transmission.
Modeling also suggests that aat 40 years of inteentions may be required in order to stop
transmission altogether.

Leprosy is treated with combinations of 21gs (dapsone, rifampin) for 6 months (pauci-
bacillary disease) or 3 drugs (dapsone, rifamand clofazimine) for 1thonths (multi-bacillary
disease). Relapse rates following multi-drug therare around 1% and levels of resistance to
rifampin and dapsone appear to be relatil@ly (however, the current surveillance system is
very limited). Patients become non-infecis within one month after beginning multi-drug
therapy, and the number of bacteria is reduceongylog after a year of therapy. New research
that has expanded understanding of the patiexie of nerve damage may provide new
approaches for treating that pathology.

The World Health OrganizatiafWwHO) undertook the first glob&prosy survey in 1961, which
estimated there were 11-12 million cases of the disease globally. Treating patients with dapsone
alone elicited widespread resistance, whicht¢ethe introduction of multi-drug therapy in 1981
and reduction in duration of chemotherapy foitibacillary leprosy in 994 (to two years) and

in 1998 (to one year). A little more than 3llron cases were registered globally in 1985.
Resolution WHA44.9 by the World Health Assdgnim 1991 called for “elimination of leprosy

as a public health problem”, defined as regedesrevalence of lessah one case on treatment
per 10,000 population by 2000—a goal whick@ later declared achieved globallyith

600,000 cases reported in 2000 andamatily in most countries b®005. The International Task
Force for Disease Eradication (ITFDE) concldde 2001 that commendable progress had been
made over the past decade but thatdey was not then eradicable.
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