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K 4/4 mm, FFESEHEIT L Tz HE LY o TR
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MATHT R A CHIMER 1.32 x 100 TEd %2 L, Ak
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#1737 I L adrenaline (LT A) 215 pg/ml (IEH 1 0~
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The number of attack /day
. 9 3 mg 2 3 mg
The amount of Diasepam /day Om mg me 0 me
admission 1week 2week 9week 28week 29week 30week

adrenaline pg/ml

(normal value:0-99 pg/ml) 215 Al 16 21 328 30 42
noradrenaline pg/ml

(normal value:100-450 pg/mi) 5,960 1,651 1,311 466 3,559 795 904
dopamine pg/ml

o A T 606 49 36 153 336 35 29

Fig. 1 Clinical course.

With the increase of diazepam, the number of attacks decreased and catecholamines also decreased. We increased the amount of diazepam to

3 mg, attacks disappeared. Attack was rekindled in the dose reduction to 2 mg.

square of the successive heartbeat interval differences) 1% 21.2
(ALS P15 22.6, 1 H 71y 25.6) LINT 27D 72.
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L7 (Fig. 1).
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Abstract

Treatment for paroxysmal sympathetic hyperactivity in amyotrophic lateral sclerosis patient

Katsunori Yokoi, M.D.", Tetsuo Ando, M.D."” and Sawao Ishikawa, M.D.?

UDepartment of Neurology, Anjo Kosei Hospital
“Tshikawa doctor’s office

We report a case of an 80-year-old man who contracted amyotrophic lateral sclerosis (ALS) 15 years ago, was put on
a ventilator 8 years ago, and became locked in 3 years ago. Two years ago, he began to suffer from sudden symptoms of
paroxysmal sympathetic hyperactivity (PSH) attacks (hot flushes, abnormal sweating, tachycardia, and increased blood
pressure). One day, he developed multiple-organ failure. This failure healed in a few days, but PSH attacks remained. His
catecholamine levels were abnormal: adrenaline, 215 pg/m/; noradrenaline, 5,960 pg/m/; and dopamine, 606 pg/m/.
Diazepam was administered, which decreased both the number of PSH attacks and the catecholamine levels. When the
dose was increased to 3 mg, the attacks stopped, whereas when the dose was reduced to 2 mg, the attacks relapsed.
When the dose of 3 mg was continued, there was no relapse of the attacks and no re-rise in the catecholamine levels.
These results show that diazepam alone has an effect on PSH attacks in ALS.

(Rinsho Shinkeigaku (Clin Neurol) 2017;57:782-784)
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