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A Case Report and Literature Review: Cochlear Implantation in Patient with Noonan Syndrome
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[Abstract] Objective To explore the diagnosis and treatment strategy of a case with profound sensorineural hearing loss
associated with Noonan syndrome (NS, Noonan syndrome). Methods The clinical manifestations, genetic characteristics, diagnosis
and treatment points, and reorganization and rehabilitation of a child with NS-related SNHL were reported. Results Through the
analysis of the literature, it was found that the children had typical clinical manifestation. Early warnings for typical facial and facial
deformities and genetic analysis would benefit the diagnosis of NS. It is suitable for cochlear implantation on one ear, and wearing
hearing aids on the opposite side in the case of partial residual hearing in both ears, high-frequency steep drop hearing loss.
Perioperative evaluation of bleeding tendency and cardiac function is necessary. Surgical rehabilitation training is a challenge.
Conclusion Typical facial deformities and genetic testing are the key to early diagnosis. Noonan syndrome is not a contraindication
to cochlear implantation, but restoration and rehabilitation are challenging.
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