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thyroglobulin antibodies, cryoglobulins and
false-positive serology for syphilis (]). Thus,
it is possible that autoantibodies against
erythroid progenitors or erythropoictin were
the cause of the pure red cell aplasia in this
patient.
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Saber Tibiae in Lepromatous Leprosy

To THE EDITOR:

A case of bilateral “saber tibiac™ defor-
mity that developed following recurrent ep-
isodes of type 2 lepra reaction is reported.

A 48-yecar-old male was diagnosed to have
lepromatous leprosy in 1980, based on clin-
ical, histopathological, and bacteriological
features. He was treated with dapsone
monotherapy which he discontinued after 1
year. For the last 5 years he has had recur-
rent episodes of multiple, painful and ten-
der, transient, cutancous nodules on the
trunk and limbs and painful soft swellings
on the front of both tibiac associated with
fever and other constitutional symptoms.
The cutaneous nodules used to resolve in
7-10 days, leaving bluish discoloration, al-
though some of them ulcerated and healed
slowly leaving scars, especially on the legs
and forearms. The swellings on the tibiae
last for 3—4 weeks and leave residual thick-
ening of the front of the affected bones. The

various analgesics and antipyretics he had
been taking gave only transient relief of the
signs and symptoms. For the last 4 years,
he has noticed a gradual anterior bowing in
the middle part of both legs. There was no
history of genital ulcer, and he denied any
history of extramarital sexual exposure.
Examination revealed multiple, shiny, in-
filtrated macules, plaques and nodules dis-
tributed bilaterally and symmetrically on the
face, pinna of the ears, trunk and limbs. A
few erythematous, warm, tender cutancous
nodules (1 to 2 cm in size) also were seen
on the front of the legs, forecarms and face.
There was a “‘glove-and-stocking™ type of
anesthesia on the limbs. The lateral popli-
teal nerves on both sides were diffusely en-
larged and slightly tender. The skin as a
whole was dry and ichthyotic over the limbs
and buttocks. Numerous areas of scarring
were seen on the legs and forearms. There
was irregular thickening, widening and an-
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Saber-shin deformity in a patient with lep-
romatous leprosy with recurrent type 2 lepra reaction.
Note bowing of anterior curvature of both legs.

FiG. 1.

terior bowing of the middle third of the an-
terior surface of shaft of both tibiac, result-
ing in saber-shin deformity (Fig. 1). The
teeth, eyes and nose were normal. All other
systems were clinically normal.

Routine laboratory tests on blood, urine,
and stools were normal except for an in-
crease in ESR (42 mm/first hour, Weste-
gren). Blood VDRL and Treponema palli-
dum hemagglutination (TPHA) tests for
syphilis were negative. Slit-skin smears from
different sites including the legs showed nu-
merous acid-fact bacilli, a bacterial index of
6+ (Ridley-Jopling scale), and a morpho-
logical index of 24%. Histopathological
studies were made of a nodule on the face,
revealing features of lepromatous leprosy,
and of a tender nodule on the leg, showing
features of erythema nodosum leprosum. An
X-ray of the legs revealed thickening of the
periostcum with subperiosteal bone for-
mation and diffuse cortical thickening, es-
pecially of the anterior third of both tibiae.
This resulted in bowing of the anterior cur-
vature of both tibiae (Fig. 2). There was no
clinical or laboratory evidence of syphilis in
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FiG. 2. X-ray of the leg bones. Note subperiosteal
bone formation and diffuse thickening of the cortex,
especially of the middle third of the shaft of tibia, re-
sulting in “saber tibia.”

his wife, mother, siblings or children. For 6
months the patient has been on multidrug
therapy with dapsone, rifampin and clofa-
zimine as reccommended by WHO.
Saber-shin deformity characterized by
thickening and anterior bowing of the mid-
dle third of the shaft of the tibia is one of
the stigmas of heredosyphilis, and it also
results from osteitis and ossifying periostitis
during the carly months of life. It may rarely
occur in yaws and in acquired syphilis also.
Our patient had no clinical or laboratory
cvidence of congenital or acquired syphilis.
Severe bone pain, particularly of the tibia,
due to ostcoperiostitis, is common during
type 2 lepra reaction. Our patient had re-
current episodes of type 2 lepra reaction,
and had the associated signs and symptoms
of osteoperiostitis of the tibiac. Each attack
of osteoperiostitis eventually subsides with
the laying down of new bone. Repeated at-
tacks result in further deposits of new bone
and in thickening of the cortex of the bone
leading to increased anterior curvature of
the bone, resulting in a deformity reminis-
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cent of the “saber tibia” of syphilis (?). Al-
though different types of deformities of the
bones have been described in leprosy, “sa-
ber tibia” is rarely reported ('). This report
emphasizes the need for considering leprosy
also in the differential diagnoses of “‘saber
tibia.”

—K. Pavithran, M.D., D.V.D.
Associate Professor
Department of Skin and VD
Medical College Hospital
Kottayvam 686008, India
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Cell Subset Analysis of Cutaneous Infiltrate in
Atypic Mycobacteria Ulcerations

To THE EDITOR:

There is a lot of immunological infor-
mation on the different types of cells in the
skin lesions of leprosy (! * ¢ 7), but nothing
is known about the cell characteristics of
cutancous ulcerations due to atypical my-
cobacteria. In this study, skin specimens,
taken during surgical excision of the lesions,
were studied in three patients (two females
and one male aged 58, 9, and 62 years, re-
spectively, with no other sign of disease)
from French Guiana, in collaboration with
an experienced Department of Dermatol-
ogy. Following clinical diagnosis, a Zichl-
Neelsen stain showed the presence of some
acid-fast bacilli intra- and extracellularly but,

as frequently happens, the laboratory cul-
tures could not confirm the species in-
volved. In our experience in French Guiana,
the few identifications made by the labo-
ratory have been Mycobacterium chelonei,
M. fortuitum and, less frequently, M. ulcer-
ans.

Histologic analysis showed a chronic in-
flammatory reaction in the dermis, with ep-
ithelioid and giant cells (of the Langhans’
type) and areas of coagulative necrosis. The
dermal infiltrates, with some acid-fast ba-
cilli, presented histologic features similar to
tuberculoid leprosy. The absence of mor-
phologic changes in the small nerves and of
bacilli in this location were the main his-

THE TABLE. Skin granulomas in cutaneous ulcers due to atypic mycobacteria (sample

of three biopsies).

Monoclonal Cluster of differentiation

b

antibody® (cell type) Resulis
I0T 11 CD2 (T cells) 109.4 72.9 65.1
10T 4 CD4 (T-cell subset) 31.2 23.4 78.1
IOT 8 CD8 (T-cell subset) 19.5 36.4 52.1
IOT 14 CD25 (IL-2 receptor) 0.0 4.1 255
IOT 2a — (HLA-DR) 7.8 11.2 18.2
IOB 1 CD37 (B cells) 3.9 0.0 1.3
IOM 2 CD14 (Monocytes, granulocytes) 12.2 22.6 26.8
Leu-11b CD16 (NK-¢ cells, granulocytes) 10.4 9.6 20.8
Leu-19 — (NK cells) 11.7 10.4 15.9

2 Leu monoclonal antibodies from Becton-Dickinson, Mountain View, California, U.S.A.; all others from

Immunotech, Marseilles, France.

b Results are expressed, for each patient, as the mean number of positive cells per square millimeter of

granuloma.
¢ NK = natural killer cells.
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