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Fig. 1 Somatosensory evoked potentials when the tibial nerve was stimulated.

The latency at P36 and N46 were delayed, suggesting myelopathy. The standard value of P36 and N46 are 36 ms and 46 ms, respectively.

Fig. 2 CT and F FDG-PET of the patient with myelopathy.
A, There is a nodular region in the right lung S2. B, There are mediastinal lymphadenopathy. C, These regions have ¥F FDG uptake.
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Fig. 3 MRI of the brain of a patient with myelopathy.
A, Gadolinium-enhanced T, weighted. In right parietal lobe, there is a small Gadolinium-enhanced region. B, FLAIR. There is a diffuse FLAIR

high signal region in bilateral white matter.

Immuno-suppressive therapy
1000 mg/day

Oral prednisolone tapering

mm

methyl prednisolone div

Oral prednisolone tapering

40 mg/day~ 50 mg/day~
5 mg/day 10 mg/day
Muscle strength of lower extremities
MMT5,
MMTO
retinopathy with anti-Recoverin antibody
Status of lung cancer
Partial Partial . . . .
Onset remission Relapse remission Relapse Progressive Disease Progressive Disease
Treatments of lung cancer
Cisplatin ~ Whole  Carboplatin Carboplatin  Nogitecan K K
+ Etoposide brain + Etoposide + Etoposide 30 course
4course irradiation 4 course 6 course ( ( [
-24 months Day 0 * Day 64 ] ] 1 18 ] ] 36 months
Hospitalization Discharge months months Hospital transfer

Fig. 4 Clinical course.

First the patient had retinopathy with anti-recoverin antibody. It was improved by using prednisolone. After that she lost strength in lower

extremities by paraneoplastic myelopathy associated with anti-CV2/CRMP5. She was received treatment with prednisolone, and then her

strength improved. Further, the anticancer drug treatment was continued until 18 months after hospitalization, when her cancer reached an

advanced stage. Her symptom with paraneoplastic myelopathy was kept good status. She moved to palliative care. % Day 25: The anti-CV2/

CRMP5 was found to be positive. div: Intravenous drip injection, MMT: manual muscle test
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Abstract

A case of paraneoplastic myelopathy associated with anti-CV2/CRMP5 antibodies
with small-cell lung cancer

Chika Sato, M.D.V, Takahiro Kano, M.D., Ph.D.?, Ichiro Yabe, M.D., Ph.D.V
and Hidenao Sasaki, M.D., Ph.D.V%

U Department of Neurology, Faculty of Medicine and Graduate School of Medicine, Hokkaido University
2 Obihiro Kosei Hospital, Department of Neurology
9 Hakodate Central General Hospital, Department of Neurology

A 66-year-old woman with small-cell lung cancer and cancer-associated retinopathy with anti-recoverin antibodies
presented with subacute paraplegia associated with recurrence of lung cancer. Although a spinal cord MRI did not show
any visible lesion, the neurological symptoms and cerebrospinal fluid findings indicated myelitis. Anti-CV2/CRMP5
antibodies were also positive and the patient was diagnosed with paraneoplastic myelopathy. After medication with
prednisolone, her neurological symptoms improved and she survived over three years without recurrence of
neurological symptoms. In general, paraneoplastic myelopathy is refractory against immunotherapy but in this case,
immunotherapy was successful and resulted in long-term survival. We recommend examining anti-neuronal antibodies
and choose and continue the appropriate immunotherapy.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:560-564)
Key words: paraneoplastic neurological syndrome, myelopathy, anti CV2/CRMP5 antibody, cancer associated retinopathy
with anti-Recoverin antibody




