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Table 1 Nerve conduction study results.
Day 9 DL CMAP MCV F-freq SNAP scv
(ms) (mV) (m/s) (%) (uV) (m/s)

Median R 3.6 9.453 52.3 94 37 60.8

L 3.0 11.76 55.8 94 24 58.3
Normal values <4.0" >3.95'"7 59.1 = 4.8' >13.86' 65.0 * 6.8
Tibial R 3.7 8.242 46.9 100

L 4.1 12.03 474 100
Normal values <5.7"% >7.28' 49.1 * 5.2
Sural R 5 53.0

L 7 55.5
Normal values >7.71" 52.3 + 8.8
Peroneal R 4.2 3.901 45.8

L 5.0 3.385 46.4
Normal values <5.5" >0.60" 50.5 = 7.4'%
Superficial peroneal R 3 47.7

L 2 43.1
Normal values 13.9 + 407 47.3 = 347
Day 59 DL CMAP MCV F-freq SNAP scv

(ms) (mV) (m/s) (%) (V) (m/s)

Median R 3.0 6.745 53.3 100 NE NE

L P P P P P P
Normal values <4.0" >3.95'7 59.1 * 4.8 >13.86" 65.0 * 6.8
Tibial R 3.9 16.39 40.1 100

L J— J— J— J—
Normal values <5.7 >7.28' 49.1 = 52"
Sural R NE NE

L J— J—
Normal values >7.71"9 52.3 = 8.8'%
Peroneal R 4.2 6.286 43.9

L P P P
Normal values <5.5" >0.60" 50.5 * 7.4
Superficial peroneal R NE NE

L J— J—
Normal values 13.9 + 40”7 47.3 = 347

DL: distal latency, CNAP: compound muscle action potential, MCV: motor conduction velocity, SANP: sensory nerve action potential, SCV:

sensory conduction velocity, NE: not evoked, —: not examined.
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Fig. 1 Chest imaging and pathological findings.

(A) Chest X-ray shows a tumor shadow in the right mediastinum (arrow). (B) Contrast-enhanced CT shows enlarged lymph nodes in the

mediastinum with contrast enhancement (arrows). (C) Histopathologic examination of a lymph node biopsy specimen shows Hodgkin cells

scattered among a background of mature lymphocytes (arrows). Hematoxylin and eosin stain, Bar = 20 pm.

Fig. 2 Brain and lumbar spine MRI findings.

Brain (A) and lumbar spine (B) gadolinium-enhanced T,-weighted images show enhancement of both trigeminal nerves
(arrows) and the cauda equina (arrowhead) (A: 1.5 T, TR 608 ms, TE 17.0 ms; B: 3.0 T, TR 711 ms, TE 16.14 ms).
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Fig. 3 Clinical course.

Intravenous immunoglobulin and intravenous methylprednisolone fails to improve his symptoms. The histopatho-

logic examination of a lymph node biopsy specimen provides a diagnosis of classical Hodgkin's lymphoma. After

chemotherapy, the patient recovers to walk with a cane. IVIG: intravenous immunoglobulin (400 mg/kg/day X 5

days), mPSL pulse: methylprednisolone pulse (1,000 mg/day X 3 days), ABVD: adriamycin, bleomycin, vinblastine,

dacarbazine, cHL: classical Hodgkin's lymphoma.

Fig. 4 Contrast-enhanced CT findings before and after chemotherapy.

(A) Contrast-enhanced CT on admission. (B) 75 days after chemotherapy, follow-up contrast-enhanced CT

shows reduced lymph nodes in the mediastinum.
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Table 2 Cases of sensory neuropathy associated with Hodgkin's lymphoma.

Treatment response

Author (year) Age/Sex Major neurological symptoms Cause Treatment for Tumor
Tumor Neuropathy
Vincent D (1986)” 59/M Limb weakness, decreased sensation of HL-associated micro- Radiotherapy, + +
distal lower limbs (all modalities) vasculitis chemotherapy
Plante-Bordeneuve V 55/F Numbness of distal lower limbs, HL-associated inflam- Tumor resection, ND +
(1994)" paresthesiae of left hand, gait distur- matory demyelinating chemotherapy, autolo-
bance polyneuropathy gous bone marrow
transplantation
40/F Paresthesiae of distal lower limbs HL-associated inflam- Tumor resection, ND +
matory demyelinating radiotherapy, chemo-
polyneuropathy therapy
Horwich MS (1977)” 38/F Paresthesiae and ataxia of limbs, limb Paraneoplastic Chemotherapy,
weakness, proprioceptive loss of limbs radiotherapy
Sagar HJ (1982)” 46/F Ataxia of gait, paresthesiae and tactile Paraneoplastic Chemotherapy + +
loss of limbs and right face, propriocep-
tive loss of limbs
Brunet P (1983)" 48/F Paresthesiae of limbs, gait disturbance, Paraneoplastic Chemotherapy + +
proprioceptive loss of limbs
31/M Paresthesiae of limbs, gait disturbance, Paraneoplastic Chemotherapy + +
proprioceptive loss of limbs
Scully RE (1990)? 45/F Dysesthesiae of limbs and face, limb Paraneoplastic Not done
weakness, gait disturbance
Oh BC (2004)” 34/M Burning sensation of limbs, severe loss Paraneoplastic Chemotherapy ND ND
of vibration and position sensation of
limbs
Koutsis G (2005)" 36/M Burning dysesthesiae of lower limbs, Paraneoplastic Chemotherapy + +
reduced vibration and position sense of
distal lower limbs, gait disturbance
Present case 17/M Dysesthesiae of face and limbs, reduced Paraneoplastic Chemotherapy + +

vibration and position sensation of
limbs, gait disturbance

HL: Hodgkin's lymphoma, ND: not described.
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Abstract

Acute sensory neuropathy associated with Hodgkin’s lymphoma: a case study

Yuki Yokota, M.D.", Kazutaka Mitsuke, M.D.”, Hiroko Minami, M.D."?,
Akihiko Morita, M.D."”, Hiromichi Takahashi, M.D.”” and Satoshi Kamei, M.D."

“Division of Neurology, Department of Medicine, Nihon University School of Medicine
“Present address: Department of Internal Medicine, Ryusei Hospital
¥Division of Hematology and Rheumatology, Department of Medicine, Nihon University School of Medicine
“Division of Laboratory Medicine, Department of Pathology and Microbiology, Nihon University School of Medicine

The case of a 17-year-old man with Hodgkin’s lymphoma who presented with paraneoplastic sensory neuropathy is
presented. The patient visited our hospital because of acute progression of dysesthesiae in the bilateral face and
extremities. He also developed an ataxic gait due to decreased deep sensation. Post-contrast T;-weighted MRI showed
enhancement of both trigeminal nerves and the cauda equina. Cerebrospinal fluid examination was unremarkable.
Intravenous immunoglobulin therapy and subsequent steroid pulse therapy did not improve his symptoms. Laboratory
data showed an elevated serum soluble interleukin-2 receptor level. His chest X-ray and CT showed enlarged lymph
nodes in the mediastinum, and the histopathologic examination of a lymph node biopsy specimen showed classical
Hodgkin’s lymphoma. He was treated with chemotherapy. His symptoms of neuropathy improved promptly while the
lymphoma was being successfully treated, and he was able to walk with a cane. The present case was characterized by
paraneoplastic sensory neuropathy as the initial clinical feature in association with Hodgkin’s lymphoma. It is necessary
to consider a paraneoplastic neurological syndrome even in a young patient with acute/subacute sensory neuropathy.
Paraneoplastic sensory neuropathy associated with Hodgkin’s lymphoma could be expected to improve with oncotherapy,
and examination of the malignancy and early treatment are important.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:349-355)
Key words: paraneoplastic neurological syndrome, lymphoma, Hodgkin’s lymphoma, sensory neuropathy




