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Concurrence of Obstetric Brachial Plexus Injury,
Congenital Muscular Torticollis and Cleft Palate

Han Byul Lee1, Myong Chul Parkz, Cheesun Kim2, Jae Deok Han1,
Seung Jae Lee', Se Yon Kim' and Shin—Young Yim'

"The Center for Torticollis, Department of Physical Medicine and Rehabilitation
’Department of Plastic and Reconstructive Surgery, Ajou University School of Medicine, Suwon, Korea

A male infant was diagnosed with obstetric brachial plexus injury, congenital muscular torticollis and
cleft palate 17 days after birth. His mother presented with gestational diabetes and premature rupture
of membranes. Although it is possible that these three disorders arose independently, it is very likely
that all three have the same etiologic cause, and we propose that a possible mechanism for this
concurrence 1s related to maternal gestational diabetes. Maternal hyperglycemia mostly affects fetal
structures deriving from the neural crest, including the palatine bone, and may have caused the cleft
palate observed in this case. Gestational diabetes is also associated with increased frequency of large
for gestational age infants and, by extension, with increased risk of birth injuries such as obstetric
brachial plexus injury or congenital muscular torticollis associated with large for gestational age
infants. Since the children of mothers with gestational diabetes are at increased risk for congenital
defects such as cleft palate as well as being large for gestational age, precautions indicated for each
respective disorder must be taken during prenatal testing and during birth. However, further studies
of more cases are required to evaluate whether the concurrence of obstetric brachial plexus injury,
congenital muscular torticollis and cleft palate in this case are complications specifically associated
with gestational diabetes or just a simple coincidence.
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Fig. 1. Brachial plexus MRI. Coronal view of T2—weighted
images (A) and T1—weighted images (B), sagittal view of
T2—weighted images (C), and axial view of T2—weighted (D)
images. High signal intensities on (A), (C), (D) and low signal
intensity on (B) show pseudocysts (arrows) at the left sides
of the C6, C7, and T1 levels that resulted from tearing of the
neural sheath at the age of 1 month.

Fig. 2. Neck MRI showing left congenital muscular torti-
collis (arrows at A, B) with high signal intensity on an axial
T2—weighted image (A) and isosignal intensity on an axial
T1—weighted image (B). Ultrasonographic images (C, D)
show the thickened left sternocleidomastoid muscle.
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Table 1. Results of Nerve Conduction Study

Nerve Stimulation Latency (msec) Amplitude (Motor: mV; Sensory: V) CV (m/sec)
Motor
Lt. median Wrist No response
Lt. ulnar Wrist No response
Lt. radial Forearm No response
Lt. musculocutaneous Erb’s point No response
Lt. axillary Erb’s point No response
Rt. median Wrist 2.0 2.9
Elbow 4.3 2.3 32.6
Rt. ulnar Wrist 1.9 3.8
Elbow 3.9 2.7 35.0
Sensory
Lt median Wrist No response
Lt. ulnar Wrist No response
Lt. radial Forearm No response
Rt. median Wrist 1.2 64.2
Lt. ulnar Wrist 1.3 13.3

Abbreviations: CV, Conduction velocity; Lt, left; Rt, right
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Table 2. Results of Needle Electromyographic Study

Muscle ASA MUAP Recruitment
Fib  PSW pattern

Left

Biceps brachii 2+ 2+ NT NT

Triceps brachii 2+ 2+ NT NT

Extensor indicis proprius 2+ 2+ NT NT

Abductor pollicis brevis 2+ 3+ NT NT

Abbreviations: ASA, Abnormal spontaneous activity; Fib, Fibrilla-
tion potential; PSW, Positive sharp wave; MUAP, Motor unit action
potential; NT, Not testable due to poor cooperation



74 oleh - iR - URIN - SIS - O1SHY - UM - YAIY

Fig. 3. Picture showing cleft soft palate (arrow).
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