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Table 1 Results of the nerve conduction study.
DL MCV dCMAP pCMAP dDur F-latency F-frequency SCvV SNAP Dur
(ms) (m/s) (mV) (mV) (ms) (m/s) (%) (m/s) (uv) (ms)
R Median 4.1 48.4 6.7 6.3 6 33.2 87.5 46.6 10.6 1.6
R Ulnar 3.3 46.6 8.2 6.9 7.1 34.2 81.3 45.1 6 1.9
R Tibial 4.7 33.8 7.1 4.2 5.5 57.7 100
R Peroneal 44 37.5 6.1 5.1 5.5 61.8 100
R Sural 45.1 8.2 1.8

Results of the anterograde sensory nerve conduction study. DL, distal latency; MCV, motor conduction velocity; dCMAP, amplitude of the distal

compound muscle action potential; pPCMAP, amplitude of the proximal compound muscle action potential; R, right; dDur, distal duration; SCV,

sensory conduction velocity; SNAP, sensory nerve action potential amplitude; Dur, duration.

Fig. 1
(A) Gadolinium-enhanced T,-weighted image of the brainstem and cervical spinal cord (Sagittal, 1.5 T, TR 500 ms, TE

Spinal MRI.

13 ms) showed abnormal enhancement (arrow) of the surface of the pons, medulla, and cervical spinal cord. (B)
Gadolinium-enhanced T;-weighted image of the cervical spinal cord (Axial, 1.5 T, TR 550 ms, TE 10 ms), and (C)
Gadolinium-enhanced T;-weighted image of lumbar spinal cord (Axial, 1.5 T, TR 600 ms, TE 10 ms) showed swelling

and abnormal enhancement (arrow) of the lumbar nerve roots and cauda equina.
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Fig. 2 Clinical course after diagnosing Lyme neuroborreliosis.

After combined administration of antibiotics and steroids, his neurological symptoms and SIADH improved rapidly. CSF showed
highly elevated levels of the chemokine CXCL-13, although serum IgM against B. afzelii changed from positive to negative. He
developed an exacerbation of SIADH and generalized fatigue despite further administration of antibiotics and steroids. He showed
marked elevation in levels of the chemokine CXCL-13 in CSF and the soluble interleukin-2 receptor in serum. The second bone
marrow aspiration revealed the presence of T-cell lymphoma. Borrelial Ab, Borrelial antibody; CTRX, ceftriaxone; CSE cerebrospinal

fluid; mPSL, methylprednisolone.
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Fig. 3 Bone marrow aspiration revealed medium- to large-sized

atypical lymphoma cells (arrow).
(May-Giemsa staining, magnification X 1000).
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Abstract

A case of Lyme neuroborreliosis coexistent with T-cell lymphoma

Ryusei Nagata, M.D."”, Yukie Inamori, M.D., Ph.D."”, Yoshiharu Takata, M.D.",
Kenichi Ikeda, M.D.”, Osamu Watanabe, M.D., Ph.D."” and Hiroshi Takashima, M.D., Ph.D.”

YDepartment of Neurology and Geriatrics, Kagoshima University Graduate School of Medical and Dental Science

An 80-year-old Japanese man developed sensory disturbance of his extremities. One week after the onset of sensory
disturbance, he also developed bilateral facial nerve palsy, weakness of the extremities, vesicorectal disturbance, general
fatigue, and syndrome of inappropriate antidiuretic hormone secretion (SIADH). His symptoms worsened gradually.
Despite the absence of apparent tick bite and characteristic skin lesions, we suspected Lyme neuroborreliosis (LNB)
because of pleocytosis and elevated protein levels in the cerebrospinal fluid (CSF), in addition to the aforementioned
symptoms. After combined administration of antibiotics and steroids, his symptoms improved rapidly. CSF showed highly
elevated levels of the chemokine CXCL-13 and his serum was positive for IgM against Borrelia afzelii. Therefore, we
diagnosed him as having LNB. He developed an exacerbation of SIADH and generalized fatigue during the course of
LNB. His condition deteriorated despite further administration of antibiotics and steroids. Bone marrow aspiration
revealed the presence of medium- to large-sized atypical lymphoma cells and lymphoma cells positive for CD8 but
negative for CD45. Therefore, we diagnosed T-cell lymphoma. In recent years, an association between Borrelial infection
and lymphoma development has been suspected. Borrelia afzelii infection may have been involved in the development of
T-cell lymphoma in this case.

(Clin Neurol 2014;54:146-150)
Key words: bilateral facial nerve palsy, cerebrospinal fluid CXCL-13, neuroborelliosis, T-cell lymphoma




