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Bilateral Simultaneous Bell’ s Palsy : Report of a Case
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Gachon University of Medicine & Science, Incheon, Korea

—ABSTRACT —

Bilateral simultaneous facial palsy is defined a facial paralysis involving both sides of the face within 4 weeks. It is
an extremely rare disease with an annual incidence of about 1 per 5 million people, and it is less than 1% as frequ-
ent as the unilateral form. In contrast to unilateral facial palsy, the causes of bilateral facial palsy include a variety
of systemic diseases including neurological, infectious, metabolic, vascular, neoplastic and degenerative disorders.
Since these systemic diseases are life threatening, it is important to establish early and definite diagnoses. When
the definitive cause of facial palsy is not found with careful history taking and comprehensive examinations, it is
diagnosed as Bell’s palsy. We report herein a case of bilateral simultaneous Bell’s palsy that showed a good progno-
sis. (J Clinical Otolaryngol 2009:20:235-238)
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Fig. 1. On the first admission day, the patient showed a mask face. A : At resting, the nasolabial folds disappeared. B :
With maximal effort, the patient was unable to close her eyelids completely and had a limited range of motion. C : Bilate-
ral forehead motion was weakened.
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Fig. 2. Approximately 4 weeks after the development of symptoms, the patient showed improvement of bilateral facial
palsy. A : With minimal effort, the patient was able to close her eyelids incompletely. B : With maximal effort, the patient
was able to close her eyelids completely and the nasolabial folds appeared. C : The patient was able to move the mouth

angle and nasolabial folds completely while smiling.
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