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Delayed Relaxation (Pseudomyotonia) as the Only Clinical

Manifestation of Chronic Inflammatory Demyelinating Polyneuropathy
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Table. Nerve conduction study

After treatment

Initial

Nerve

Motor Sensory

Sensory

Motor

Stimulation site

(RYLY)

Amp

49.8/55.9

(6\%

44.0/42.5

Amp
21.4/19.3
20.5/18.9
20.5/18.3

Amp TL CV
3.02/2.97

NR%/10.7

(6\%

CV Amp
11.0/12.0 NR?/33.8"

TL
6.40%/4.10

Wrist

Median

87.6/67.9

46.7%46.4° 50.0/50.3

8.9/7.3 34.3%/35.0° 3.3%22.0

5.4/5.8
13.8/13.0

31.9%33.0°
32.8%27.9*

Elbow

50.3/46.0

Axilla

29.4/28.3
40.6/34.7

42.9/42.0
48.6/48.0

17.2/22.9
15.8/21.3
14.9/19.1

7.6°10.6 2.45/2.55

29.6%37.5"

Wrist 3.25/3.20

Ulnar

4.2°/10.0 46.8°/46.8"
41.9/45.4

33.6%36.0°

8.6/8.5
6.7/6.0
1.0%1.4*
0.5%0.7*
4.72.7*

25.8%31.0°

Elbow

25.0%27.2*

Axilla

4.6/6.6
4.0/6.0
23.3/17.0

6.25%5.10

Ankle 7.35%7.35%

Peroneal

43.7/43.8

27.7%28.8"

Knee

4.58/5.42

Ankle 6.60°/6.75"

Popliteal

Tibial

19.0/12.6

37.5%40.8

2.592.1°

30.2%33.2°

25.3/23.1

36.8/37.3

9.2%6.3"

35.4/36.4
Rt; right, Lt; left, TL; terminal latency, CV; conduction velocity, Amp; amplitude, NR; no response.

*Abnormal values.
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