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Table 1 Nerve conduction study.
CMAP SNAP F-wave
Amp (mV) Terminal latency (ms)
MCV (m/s) dist/prox dist/prox SCV (m/s) Amp (mV) Latency (ms)
R.Tibial 39.7 9.69/6.70 39/7.0 495
L.Tibial 376 16.20/11.60 5.2/80 51.9
R.Peronial 35.8/385 0.73/0.76 35/9.5 49.6
R.Sural 50.4 79
L.Sural 50 13
R.Median plantar 49.6 6.05

CMAP: compound muscle action potential, MCV: motor nerve conduction velocity, SNAP: sensory nerve action potential,

SCV: sensory nerve conduction velocity.

Fig. 1

To-weighted MR image of the spinal cord (Sagittal, 1.5T; TR 3,500ms, TE 100ms).

A long high-intensity lesion is observed extending to nearly the entire spinal cord. The cervical

cord appears swollen (left panel).

Fig. 2 High-resolution chest CT.
Diffuse multiple nodular lesions are observed in the right
and left lungs.
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Table 2 Reports of rapid progressive HAM.

Nakagawa et al. 1) | Kida et al. 2) | Shakudo et al. 3) |Umehara et al. 4)| Watanabe et al. 5) This patient
Average of 14 cases 1 case 1 case 3 cases 1 case 1 case
Age of onset [y/o] 52.6 65 45 56, 73, 51 59 73
Progression Inability to run Gait inability in | Gait inability in Gait inability Gait difficulty in 3 |Gait difficulty in 12
within 2 years about 4 months |about one month |within one year |months months
Gait inability in 14 | Gait inability in 18
months months
Severity score (*1) 5.7 9 =7 =38 8
HTLV-1 Ab in serum [times] 212 212 210 g1 213 21 218
HTLV-1 Ab in CSF [times] |29.14 212 ou 26,28 29 ou > 2
Neopterin in CSF [ng/ml] 59.1 91.2 N.D. N.D. N.D. 144 (*2)
IgG in CSF [mg/dl] N.D. 16.6 422 N.D. 436 89 (*2)
Spinal Cord Lesion (SCL) N.D. None Almost the entire |Cervical SCL 1 |Cervical and upper | Almost the entire
spinal code to 3 segments in |thoracic SCL spinal code
length
Response to steroid therapy |N.D. Three degree |Disappearance of |Good Good Two degree
improvement in | LSCL after a improvement in
severity score |month, relapse 2 severity score after 3
after 45 days months later and months
re-disappearance
of LSCL after one
year
Possible to walk Nearly-disappearance
with assistance of LSCL
after 2 months
Pulmonary lesion N.D. N.D. N.D. N.D. N.D. Diffuse multiple
nodular lesions

N.D: Not described (% 1) See Tablel in the reference cited # 1.
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Abstract

Rapid progressive HTLV-1-associated myelopathy with bronchoalveolar lesions and a long spinal cord
lesion extending to almost the entire spinal cord

Ryo Itami, M.D.”, Nobuo Sanjo, M.D.”, Hiroya Kuwahara, M.D.", Masaki Yamamoto, M.D.”,
Ken-ichi Atarashi, M.D.?, Takanori Yokota, M.D.” and Hidehiro Mizusawa, M.D."
"Department of Neurology and Neurological Science, Tokyo Medical and Dental University
*Department of Pulmonary Medicine, Soka Municipal Hospital

We report the case of a 73-year-old woman with progressive gait disturbance for several months and an im-
paired standing ability. Her symptoms were lower-limb-dominant spastic tetraplegia with normal muscle tonus,
hyperreflexia with positive Babinski sign, hypothermesthesia and hypalgesia in bilateral lower limbs, and dyses-
thesia in the fingers of both hands. Magnetic resonance (MR) images revealed a long lesion extending to nearly the
entire spinal cord, and chest computed tomography (CT) revealed diffuse multiple small nodular lesions in the
lower parts of the right and left lungs. High titers of human T-cell lymphotropic virus (HTLV)-1 antibodies in the
serum and CSF, large amount of HTLV-1 provirus and neopterin in the CSF, and lymphocytic infiltration around
bronchioles in pulmonary biopsy specimens indicated the presence of HTLV-1-associated myelopathy (HAM) with
HTLV-1-associated bronchiolo-alveolar disorder (HABA). Her neurologic symptoms and the lesions in the spinal
cord and lungs rapidly improved after corticosteroid pulse therapy. Rapid progressive HAM should be considered
as a differential diagnosis of subacute spastic paraparesis with long spinal cord lesions. Further, careful investiga-
tion to detect pulmonary lesions, which are reported to be asymptomatic in most cases, is useful to confirm a diag-
nosis of HAM.

(Clin Neurol 2011;51:130-134)
Key words: HTLV-1-associated myelopathy (HAM), HTLV-1-associated bronchiolo-alveolar disorder (HABA), rapid pro-

gressive, spinal cord lesion, pulmonary lesion




