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The Electrophysiologic Features of Pediatric Patients Presenting
The Floppy Infant Syndrome: A 10-year Experience

Jung Im Seok, M.D., In Soo Joo, M.D., Jin Soo Lee, M.D., Sung Hwan Kim, M.D.*

Department of Neurology and Pediatrics*, Ajou University School of Medicine, Suwon, Korea

Background: Floppy infant syndrome has a number of different etiologies. M ethods: One hundred twenty-three con-
secutive patients of floppy infant syndrome were included in this study. We reviewed all the electrophysiologic tests of
these patients and the medical record of patients showing abnormalities in the electrophysiologic studies. Results: Of
the 123 patients, twenty-six (21.1%) showed definite abnormalities in electrophysiologic tests; 8 myopathies, 14 neu-
ropathies and 4 unclassified. The neuropathy was further classified as 5 neuronopathies and 9 sensorimotor polyneu-
ropathies. With muscle or sural nerve biopsy and genetic test, afinal diagnosis was made of Duchenne muscular dystro-
phy in 4, Becker muscular dystrophy in 1, spinal muscular atrophy in 2, and metachromatic leukodystrophy in 1.
Conclusions: About 21% of patients presented with floppy infant syndrome showed abnormalities in the neuromuscular
system. The electrophysiologic test is valuable to guide further investigations in diagnosing the cause of floppy infant

syndrome.
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Table 1. The findings of electrophysiologic and pathologic study
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Sex Age Electrophysiologic study Pathology Diagnosis
01 M 073 myopathy DMD DMD*
2M 109 myopathy ) DMD*
3M 02 myopathy dytrophic change congenital muscular dystrophy
4M 3 myopathy myopathic change congenital myopathy '
5M 59 myopathy DMD DMD"
6M 7 myopathy dystrophic change DMD*
7™M 9 myopathy dystrophic change BMD"
8M 71 myopathy ) DMD'
9M 02 motor neuronopathy “) SMA*
10 F 01 motor neuronopathy ) SMA*
11 F 6 motor neuronopathy neurogenic atrophy SMAT
12M 03 motor neuronopathy neurogenic atrophy SMA'T
13M 27 motor neuronopathy “)
14 F 0.8 sensorimotor neuropathy neuropathic change mitochondrial disease’
15 F 25 sensorimotor neuropathy  demyelinating neuropathy (combined with axonal change)
16 M 0.4 sensorimotor neuropathy ) mitochondrial disease’
17 M 0.7 sensorimotor neuropathy marked variation of muscle fiber Prader-Willi syndrome®
18 M 1.8 sensorimotor neuropathy )
19 F 0.2 sensorimotor neuropathy )
20 M 0.4 sensorimotor neuropathy underdevel oped muscle, mild myelin degeneration mitochondrial disease’
21 F 2  sensorimotor neuropathy metachromatic leukodystrophy metachromatic leukodystrophy *
22 F 22 sensorimotor neuropathy neuropathic change, axonal degeneration infantile neuroaxonal dystrophy '
23 F 04 unclassified )
24 M 17 unclassified )
5M 1 unclassified )
26M 12 unclassified within normal limit

DMD; Duchenne muscular dystrophy, BMD; Becker muscular dystrophy, SMA; spinal muscular atrophy, *definite diagnosis, "most

probable diagnosis (laboratory supported)
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