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Historical Aspects
of Leprosy

To the Editor—The picture of the Ab-

bot of Wallingsford with leprosy on the

cover of the 15 February 2010 issue of

Clinical Infectious Diseases is surprising,

because despite the florid skin lesions, the

fingers are still intact [1] . The Abbot of

Wallingsford sustained some nasal damage

and developed a speech impairment that

probably indicated laryngeal involvement,

which suggests that he had the leproma-

tous or multibacillary form of the disease.

The process of steadily declining health

over several years, leading to death, illus-

trates the course of the untreated disease

without the intervention of modern mod-

ifying treatment.

Father Damien, who had severe mul-

tibacillary leprosy, also had intact fingers

with nodules shortly before his death [2],

as did the patient with multibacillary lep-

rosy illustrated in Hansen and Loofts’

book [3]. Hansen described in detail the

course of this form of the disease, with

increasing bacterial proliferation. Only

very rarely was there spontaneous remis-

sion with resolution of the skin lesions. In

such cases, the patients “become in time

anaesthetic, that is, according to our view

they recover” [3, p. 80]. In the maculo-

anaesthetic form of the disease, discrete

lesions appear early, followed by severe

sensory loss and disappearance of bacteria.

Thus, sensory loss in leprosy is associated

with destruction of bacteria and not with

their proliferation. The 2 forms are there-

fore fundamentally different. In untreated

multibacillary leprosy, there is continued

bacillary proliferation, with death occur-

ring within 8 or 9 years (probably from

renal amyloidosis) but without sensory

loss or mutilation. In the maculo-anaes-

thetic form, the bacteria are transient in

appearance but are associated with sensory

loss and mutilation of digits plus foot ul-

cers, as well as with a normal life expec-

tancy. There is, therefore, no continuous

spectrum of the disease.

This conclusion is, of course, the op-

posite of the current approach to leprosy,

in which “the risk of impaired nerve func-

tion is much greater in those with mul-

tibacillary disease” [4, p. 194]. Today, lep-

rologists are looking for sensory loss where

it only rarely exists [5]. Without the ap-

preciation of the natural history of the dis-

ease, there is no chance of understanding

the pathogenesis of sensory nerve damage

and providing rational therapy.

Patients with paucobacillary leprosy can

develop acute sensory loss with simulta-

neous sensory loss in all 4 limbs [6]. This

loss could be attributable to an autoim-

mune response to an antigen in sensory

nerves rather than to a direct invasion of

the peripheral nerves by Mycobacterium

leprae. Rabbits injected with a homogenate

of human peripheral sensory nerve plus

adjuvant developed skin lesions similar to

those associated with the human form of

disease [7]. Electrophysiological studies of

the hind limbs showed a specific dimi-

nution of the C fiber action potential [8].

Some rabbits developed a state of granu-

lomatous hypersensitivity (ie, skin testing

in sensitized animals with a non-myelin

antigen produced an epithelioid cell gran-
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uloma [9] with invasion of dermal nerves

and axonal damage [10]).

Thus, all of the features of maculo-an-

aesthetic leprosy have been reproduced in

this experimental model. In contrast, in-

jection of viable M. leprae into animals has

failed to reproduce any of the features of

this form of the disease.

The image on the cover of the 1 No-

vember 2009 issue of the journal, which

depicts a leper with a bell, is misleading

[11]. It is not based on a named individ-

ual. It shows severe mutilation in the pres-

ence of florid leprosy lesions, which, ac-

cording to Hansen [3], cannot occur. It is

also incorrect in showing that the muti-

lation—and therefore the underlying sen-

sory loss—is asymmetrical, whereas the

sensory loss is in a glove-and-stocking dis-

tribution [12, 13].
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Reply to Crawford

To the Editor—As the cover art editors

for Clinical Infectious Diseases, we were in-

terested to read Dr. Crawford’s letter, in

which he presents an interesting case for

what may be a medical incongruity with

manifestations of both multibacillary and

lepromatous leprosy present in the same

person, if the 2 forms of the disease (de-

fined using 2 different classification sys-

tems) are indeed mutually independent

and represent separate, invariant, patho-

logic pathways with nonoverlapping clin-

ical signs [1]. Whether such is the case is

not germane to the illustrations, however.

Although it is certainly possible that the

visible manifestations of leprosy may have

evolved over the 600–700 years since the

paintings were made, the salient fact is that

artists throughout time have taken “artis-

tic license” in depicting persons and scenes

in their works, whether it be in the form

of exaggeration, minimization, chronolog-

ically impossible groupings of historical

figures, or distortion of perspective to em-

phasize relative importance. Combining

the most distinctive features of a disease

(as appreciated in the twenty-first century)

in a single individual, whether medically

accurate or not, would have been neither

surprising nor misleading to the public or

the “medical community” of the four-

teenth or fifteenth centuries.
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Hepatitis E Virus and Person-
to-Person Transmission

To the Editor—I have read with interest

a paper by Teshale et al [1] in a recent

issue of the journal. The authors report

their findings during a large outbreak of

hepatitis E virus infection in northern

Uganda and indicate that these findings

provide evidence supporting person-to-

person transmission of this infection,

which has previously been believed to be

infrequent [2, 3].

In their study [1], the primary argu-

ments in support of person-to-person

transmission of hepatitis E virus are that

(1) the secondary attack rate of hepatitis

E virus infection within households was

high, (2) persons residing in households

with multiple cases of hepatitis E virus in-

fection and persons residing in households

with a single case or no cases of hepatitis

E virus infection had differences in certain

exposure or behavioral characteristics, and

(3) no continuing source of infection (eg,

a source of contaminated water) was

found. However, some of these findings

may have alternative explanations other

than person-to-person transmission.

The secondary attack rate of an infec-

tion within households, interpreted as the

proportion of other members in a house-

hold with infection after the occurrence

of an index case in that household, de-

pends heavily on the overall disease rate


