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Abstract .

Acostic neuromas are considered to be one of the most difficult intracranial tumors to remove

without producing additional neurological deficit. Despite the advances in intraoperative cranial nerve monitoring and

neurosurgical techniques, postoperative nerve dysfunction is still an important issue with paralysis of the facial nerve.

It’s known that the facial nerve is included in the peripheral nervous system.

The process includes the treatments of

facial palsy and the mechanisms of nerve regeneration, such as interactions between neural axons and Schwann Cells,

changes of the growth cone, etc.

nerve in this article.

It’s reviewed that advanced research on regenerating mechanism of injured facial

Key words: acostic neuroma; facial palsy; nerve regeneration; mechanism
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