384

5. SINGH, K. K., SrRINIVAS, C. R., BALACHANDRAN, C.
and MENON, S. Parthenium dermatitis sparing vit-
iliginous skin. Contact Dermatitis 16 (1987) 174-
178.

6. SrINIVAS, S. R. Photoactivated topical 8-methox-
ypsoralen in repigmentation of a tuberculoid lep-
rosy lesion. Int. J. Lepr. 56 (1988) 109-110.

International Journal of Leprosy

1990

7. Srinivas, C. R., NaIk., R. P. C., KRUPSHANKAR, D.
S. R. and MEeNoON, S. K. Photoactivated 8-metho-
xypsoralen in repigmentation of tuberculoid lep-
rosy. Int. J. Lepr. 55 (1987) 159-160.

8. SriNivaAs, C. R., SINGH, K. K. and BALACHANDRAN,
C. Textile dermatosis sparing nevoid depigmen-
tation. Contact Dermatitis 16 (1987) 235.

Association of Pure Red Cell Aplasia and
Lepromatous Leprosy

To THE EDITOR:

Pure red cell aplasia is a widely used name
for a type of anemia characterized by an
isolated depletion of the erythroid tissue. It
may be acute and self-limited or chronic, a
form which may be constitutional or ac-
quired (°). The acquired chronic type occurs
predominantly in middle-aged adults, and
immunological rejection of the erythroid
tissue may be the underlying cause. This is
suggested by a) the association with system-
ic lupus erythematosus (?), chronic lym-
phoid leukemia ('), and rheumatoid arthri-
tis ('°) and b) its responsiveness to treatment
with immunosuppressants (?). Frequently,
antibody against erythroid progenitors (¢) or
erythropoietin (?) can be detected, and an-
tibodies which react with erythroblasts oc-
cur in 50% of the cases (7). Approximately
30% to 50% of the cases are associated with
a thymoma ().

Anemia occurring in leprosy patients may
be due to chronic disease and, in some cases,
hemolysis is detected, associated with the
use of sulfones (%) or due to the presence of
autoantibodies (}). We describe a case of
leprosy associated with pure red cell aplasia.
No reports of this association were found
in the literature.

Case report. A 45-year-old man pre-
senting with severe anemia was seen at our
service. Fourteen months before, lepro-
matous leprosy was diagnosed by the pres-
ence of Mycobacterium leprae in a liver bi-
opsy, nasal mucus, and carlobe lymph. He
was treated with rifampin, thalidomide and
dapsone. Anemia had appeared 6 months
after diagnosis and had become worse, even
after discontinuation of treatment. Hemo-
globin was 5.9 g/dl; red cell count, 2.1 X
10 wl; hematocrit, 18.7%; mean corpus-
cular volume, 89 fl; mean corpuscular

hemoglobin, 28.1 pg; mean corpuscular
hemoglobin concentration, 32.4 g/dl; retic-
ulocytes, 0.2%; leukocyte count was 17,300
with 6% band forms, 79% neutrophils, 12%
lymphocytes, and 3% monocytes; platelet
count was 188,000/ul. A bone-marrow bi-
opsy demonstrated normal cellularity with
rare clements of the erythroblastic series.
The granulocytic series and megakaryocytes
were normal. Blood group alloantibodies
and autoantibodies were negative, and a
chest investigation showed no evidence of
thymoma.

Thus, the diagnosis of pure red cell apla-
sia was made, and the treatment consisted
of the oral administration of 80 mg of pred-
nisone per day. The patient improved, and
6 weeks later his hemoglobin was 13.7%
g/dl. Prednisone was then gradually re-
duced, but when the dose reached 40 mg,
his anemia returned (Hb = 6.8 g/dl). The
patient needed high doses of prednisone for
maintenance of a good hemoglobin level.
He died 2 months later from pneumonia.

Several drugs may cause pure red cell
aplasia (* %), possibly due to toxic interfer-
ence in the metabolism of erythroblasts.
Frequently, however, these features are re-
versible after suspension of the drugs (¢). To
our knowledge there are no previous reports
on pure red cell aplasia induced by the drugs
used in this study. Besides, the anemia per-
sisted after the discontinuation of these
drugs. Therefore, in the present case, it is
unlikely that the red cell aplasia was caused
by drugs. Since lepromatous leprosy may be
associated with autoimmune phenomena (8),
this could be the cause of the red cell aplasia
observed. Autoimmunity in leprosy can be
demonstrated by the positiveness of tests
such as antinuclear antibody, lupus ery-
thematosus cell, rheumatoid factor, anti-



58, 2

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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