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SUMMARY - A case of lymphomatous meningoencephalitis in a 23 year old Brazilian patient with HTLV-I/II 
associated myelopathy is reported. The patient was admitted to the hospital with a clinical picture of decreased 
consciousness level, stiffness of the neck and previous diagnosis of myeloneuropathy. CSF examination showed 
lymphocytosis with blastic cells and antibodies against HTLV-I/II. 
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Meningo-encefalite linfomatosa em um paciente com HAMVTSP 

RESUMO - É descrito o caso de um paciente de 23 anos, com diagnóstico prévio de mielorradiculopatia que 
desenvolveu diminuição gradual do nível de consciência, rigidez de nuca e cefaléia. O exame do LCR mostrou 
linfocitose com presença de células blásticas, hiperproteinorraquia e anticorpos para HTLV-I/II. 

PALAVRAS-CHAVE: HTLV-I, meningo-encefalite, linfoma. 

Endemic in several areas of the world, the nervous system involvement by the human T-cell 
lymphotropic virus type I (HTLV-I) has been described as myelopathy or myeloneuropathy (HAMV 
TSP) by several authors 1 - 4 1 2. Although the most prominent neuropathological changes in HAM/TSP 
are a chronic inflammatory process of the thoracic spinal cord, eletrophysiological, radiological and 
histopathological s tudies 5 7 1 3 have demonstrated brain and peripheral involvement of the nervous 
system characterizing a neurologic picture of encephalomyeloneuropathy. 

In this paper we will describe a patient with HAM/TSP who developed a sudden decreased 
level of consciousness associated with stiffness of the neck. CSF examinations showed lymphocytosis 
with lymphomatous cells. 

CASE REPORT 

RPS, a 23 years old man from Salvador-Bahia was admitted to the hospital because of a sudden picture 
of headache and somnolence. The patient was well until two or three months earlier, when he began to experience 
progressive paraparesis and burning sensations in lower limbs. Two weeks before being admitted he developed 
headache, back pain and somnolence. Neurologic examination showed intact mentation, fluent speech and 
moderate stiffness of the neck. The left eye had hypopion and midriasis with slightly reaction to light; the right 
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eye had no abnormality. Optic fundi and the remaining cranial nerves were normal. Intrinsic muscles of feet and 
distal portion of legs were atrophic. Tone was decreased in both legs as well as strenght in lower limbs (grade 21 
5). Patellar and Achilles reflexes were absent, the plantar responses were flexor. Cutaneous abdominal reflexes 
were absent and a 17 superficial sensitive level was found. There was a decrease in vibratory and proprioceptive 
sensation in the distal portions of the lower extremities. The hematocrit was 43%; hemoglobin 14 g%; white-
cell count was 20,500 with 66% neutrophils, 27% lymphocytes, 6% monocytes and 1% eosinophils; blastic 
cells were not found in the peripheral blood; glucose was 91 mg%, sodium 146 mEq/1, potassium 3.3 mEq/1, 
creatinine, 1.1 mg% and urea 30 mg%. Screening test to HIV was negative. CSF examination showed: 44S 
cells/mm3 with lymphocytes 70% monocytes 27%, neutrophilis 1%, and presence of blastic cells suggestive of 
lymphoma (Fig 1); glucose 5 mg%; proteins 830 mg%; antibodies to syphillis, toxoplasmosis, cysticercosis or 
schistosomiasis were not detected. Antibodies to HTLV-I were presented in sera and CSF. ELISA to HIV in sera 
was negative. CT scan of the brain did not show any abnormality. His condition was gradually worsening over 
the ensuing two weeks and he died of a massive pulmonary embolus and cardiac arrest. Permission for autopsy 
was refused. 

COMMENTS 

A high incidence of HTLV-I carriers has been proven to occur in some areas of Brazil 5 1 1 . In 
Salvador the number of infected persons is specially high which means a higher prevalence of HAM 
cases and also higher probability of atypical presentations11. 

The initial idea that HTLV-I was related to myelopathy or adult T-cell leukemia was changed 
to the current concept that it is an immunological and systemic disease whose clinical manifestations 
are mainly in the nervous and hematological systems, with pleomorphic involvement in different 



organs and systems 4 , 6. Several reports have referred systemic manifestations associated with nervous 
system involvement4 , 8'1 0. In this case a lymphomatous meningoencephalitis has developed in a patient 
with a clinical picture of HAM/TSP. These data lead us to think that an immune response may be 
triggered by the virus to develop different clinical manifestations. These factors could be genetic 
(HLA haplotypes), infectious (co-infection with S. stercoralis or other parasitic agents) or 
environmental. Sporadic cases of adult T-cell leukemia-lymphoma (ATLL) alone2 or associated to 
HAM 9 have been found in Salvador. Meanwhile, Clinical or laboratory findings of ATLL in this 
patient did not support the diagnosis of HAM/ATLL. 

It would be interesting to verify, in an endemic area of HTLV-I and other infectious diseases 
as Salvador, which co-factors would be related to different manifestations of HTLV-I disease. 
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