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LYMPHOCYTE ALVEOLITIS IN HAM/TSP PATIENTS

PRELIMINARY REPORT

K. MATTOS*, C. QUEIROZ*, A.C._PECANHA-MARTINS* L. PUBLIO*, V. VINHAS*, A. MELO*

SUMMARY — HTLV-I associated myelopathy has been described as a systemic disease charac-
terized by manifestations in several organs outside the nervous system. We report inflammatory
pulmonary involvement in patients with diagnosis of HAM.
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Alveolite u linfécitos em pacientes com HAM/TSP: registro preliminar

RESUMO — Mielopatia por HTLV-I (HAM) tem sido descrita como doenca sistémica caracte-
rizada pelo acometimento de varios 6érgdos além do sistema nervoso. Neste registro, estamos
relatando o envolvimento pulmonar em pacientes com HAM.
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HTLV-I wassociated myelopathy (HAM) has been described as a neurologic disease
characterized by spastic paraparesis, sensitive syndromes, peripheral neuropathy, constipation,
bladder disturbance and impotence or decreased libido 58. There have been some reports of
systemic non-neurologic manifestations as vasculitis, uveitis, Sjogren’s syndrome, arthropathy,
cryoglobulinemia, ichthyosis, polymyositis and adult T-cell leukemia/lymphoma associated
with HAM 7. Pulmonary infiltrates in HAM patients were first described in natives of Mar-
tinigue 2. In Japan, bronchoalveolar lavage studies showed five patients with increased total
cell counts and increased proportion of lymphocytes in lavage fluid, as compared with data
found in healthy non-smokin volunteers 9. One of these patients, with an abnormal chest
X-ray, had transbronchial lung biopsy that revealed lymphocyte infiltrations in the alveolar
structures which did not resemble leukemia cells.

In order to clarify the clinical picture and pathogenesis of HTLV-1 associated myelo-
pathy we have studied the pulmonary involvement in eight patients with HAM.

PATIENTS AND METHOD -— Seven women and one man, with ages that ranged from 39
to 67 years, were admitted in this study. The patients presented the basic clinical and CSF
features of HAM as has been described elsewhere5. CSF and serum samples were collected
from the patients and tested for HTLV-I with a commercially available enzyme immunoassay;
the specimens were repeatedly reactive in this screening test and further confirmed by Western
blot.

All patients were submitted to pulmonary evaluation by a certified pneumologist (K.M.).
In each patient was performed hemograma, electrocardiogram, chest X-ray, arterial gasometric
studies and spirometry at rest. To accomplish the bronchoalveolar lavage the bronchoscope
was wedged into a distal bronchus and 300 ml of sterile saline was used to recover the cells
and epithelial lining fluid. The bronchoalveolar lavage was carried out in a single laboratory
by the same researcher using identiocal techniques.
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Fig. 1. Above: bronchoalveolar lavage fluid after cytocentrifugation in a patient with HAM
note the increased number of lymphocytes. Below: bronchoalveolar lavage fluid after cyto
centrifugation in @ normal control. Papanicolaoustain, X400.
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BESULTS — One patient refered fatigue and breathlessness with exertion and three had
vccasional cough. None of the patients had lung radiographic findings. One of them presented
mild hypoxemia with no carbon dioxide retention. All the patients had normal hemoglobin
and hematocrit. There was a normal vital capacity (VC) in six patients and the ratio of
forced expiratory volume in one second to forced vital capacity (VEF1/FVC) was also normal
in six of them. One patient had mild decrease in VC and one had mild decrease in VEF1/
FVC. Bronchoalveolar lavage revealed an increased proportion of lymphocytes in seven pa-
tients (Fig. 1).

COMMENTS — It is believed that HTLV-I plays an etiologic role in the development of
neurologic and lymphoproliferative disorders. Meanwhile, it has been demonstrated that HTLV-
I infection is related with disorders of skin, vessels, eyes, muscles, articulations7 and, as
we have shown, pulmonary involvement. The virulence of HTLV-I, a CD4 lymphotropic retro-
virus, might be directly by infecting cells of systemic organs or through an immunopatholo-
gical process. Although it is not clear what initiates the inflammation in the HTLV-I infec-
tion, many of the process of retrovirus infections are understood 3,4. Histopathologic features
in HTLV-I include proliferation of capillaries and perivascular cuffing with lymphocytes 1.
These changes determines in the central nervous system severe lesions mainly in the thoracic
spinal cord, as it has been shown in necropsy and magnetic resonance imaging l,6. The
slowly progressive course points to a slow virus infection. The high titers of antibodies
against HTLV-I in serum and CSF, polyclonal elevations of immunoglobulin, the increased
proportion of lymphocytes in the bronchoalveolar lavage fluid and response to immune-
suppressive drugs favor a immune mechanism in the pathogenesis of this pleomorphic syn-
drome.

Our results show bronchoalveolar lymphocytosis in patients with HAM. Further and
controlled studies are necessary to determine the real frequency of pulmonary involvement in
patients with HAM.
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