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Fig. 1 Contrast enhanced CT and "F-fluorodeoxyglucose (FDG)-positron emission computed tomography (PET).

A, B: MRI shows no abnormal findings in fluid attenuated inversion recovery images. C, D: Contrast CT shows thickening of the gallbladder

wall and swelling of the abdominal lymph nodes (arrows). E: PET-CT shows abnormal accumulation in the base of the gall bladder and

abdominal lymph nodes (arrowheads).
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Table 1 Nerve conduction study.

Day 25 Day 65 Normal range
Motor
Lt. Median Distal latency, ms 4.5 44 <4.6
MCV, m/s 55.6 46.5 >49.5
CMAP, mV 2.2 2.6 >3.0
F wave latency, ms 34.0 30.7 <28.2
Lt. Ulnar Distal latency, ms 3.3 34 <3.8
MCV, m/s 53.4 51.9 >49.9
CMAP, mV 10.5 5.2 >5.8
F wave latency, ms 28.5 27.8 <29.7
Lt. Tibial Distal latency, ms 9.6 NE <5.7
MCV, m/s 414 NE >41.6
CMAP, mV 12.9 NE >4.3
F wave latency, ms 52.8 NE <51.7
Lt. Peroneal Distal latency, ms 8.7 NE <6.8
MCV, m/s 15.1 NE >42.7
CMAP, mV 0.3 NE >2.6
F wave latency, ms NE NE <51.7
Sensory
Lt. Median SCV, m/s 43.8 NE >47.1
SNAP, pV 7.0 NE >7.0
Lt. Ulnar SCV, m/s NE NE >46.8
SNAP, uv NE NE >6.9
Lt. Sural SCV, m/s NE NE >40.7
SNAP, pV NE NE >7.4

MCV; motor nerve conduction velocity, CMAP; compound muscle action potential, SCV;
sensory nerve conduction velocity, SNAP; sensory nerve action potential, NE; not evoked.
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Admission Transfer
v v
Day 24 26 53 66

IVIG and methyl-prednisolone for 5 days lllll

Gemcitabine and TS-1 [ NN

Gait disturbance

Dysesthesia

|

Impaired deep sensation

Fig. 2 Clinical course.
IVIG, intravenous immunoglobulin. After admission, sensory impairment and sensory ataxia progressively worsened.
She was initially diagnosed with Guillain-Barré syndrome; intravenous immunoglobulin therapy (400 mg/kg daily for 5
days) and steroid pulse therapy (methylprednisolone 500 mg daily for 5 days) were started on Day 26. After the
treatment, she was able to walk with partial assistance using parallel bars. Anti-Hu antibody was positive in the serum;
therefore, she was diagnosed with paraneoplastic neurological syndrome with gallbladder carcinoma. Gemcitabine and
TS-1 was started on Day 53, but neurological symptoms worsened progressively. She was transferred on Day 66.
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Paraneoplastic sensorimotor neuropathy with anti-Hu antibody associated with gallbladder carcinoma

Shizuka Harada, M.D.", Yuichiro Inatomi, M.D.", Makoto Nakajima, M.D.? and
Toshiro Yonehara, M.D.V

D Department of Neurology, Saiseikai Kumamoto Hospital, Kumamoto

2 Department of Neurology, Graduate School of Medical Sciences, Kumamoto University, Kumamoto

A 78-year-old woman experienced gait disturbance. She became unable to walk within a month. On admission, her

cranial nerves were normal. She had motor weakness in the arms and legs, dysesthesia of the peripheral extremities,

impaired deep sensation in the legs, and hyporeflexia in the arms and legs. She was initially diagnosed with Guillain-

Barré syndrome; therefore, she was treated with intravenous immunoglobulin therapy and steroid mini-pulse therapy,

however improvements of her neurological deficits were minimal. Anti-Hu antibody was positive in serum and

gallbladder carcinoma was detected. She was treated with chemotherapy but neurological symptoms worsened

progressively. Gallbladder carcinoma can rarely cause anti-Hu associated paraneoplastic sensorimotor neuropathy.
(Rinsho Shinkeigaku (Clin Neurol) 2021;61:471-476)
Key words: paraneoplastic neurological syndrome, sensorimotor neuropathy, gallbladder carcinoma, anti-Hu antibody




