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Pathophysiology of Vocal Cord Paralysis and Paresis
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Table 1. The etiology of vocal fold palsy

Neurologic

Tumor infilfration or mass compression

Systemic disease

latrogenic trauma : surgical

latrogenic trauma @ non-surgical

Non-iatrogenic trauma
Medications

Possible infectious cause

Stroke

CNS tumor

Diabetic neuropathy
Amyotrophic lateral sclerosis (ALS)
Parkinson disease

Myasthenia gravis

Guillain-Barre syndrome

Skull base, such as paraganglioma
Thyroid : Thyroid malignancy, benign lesion, goiter
Esophageal or lung, such as a malignancy
Systemic lupus erythematosus
Sarcoidosis

Amyloidosis

Tuberculosis

Charcot-Marie-Tooth
Mitochondrial disorders

Porphyria

Polyarteritis nodosa
Thyroidectomy

Anterior cervical spine procedures
Esophagectomy

Thymectomy

Carofid endarterectomy
Cardiothoracic surgery

Endotracheal intubation- Arytenoid dislocation, subluxation,

Tapia's syndrome
Nasogastric tube placement
Blunt or penetrating trauma to the neck
Vinca alkaloids (vincristine and vinblastine)
Lyme disease
Tertiary syphilis
Epstein-Barr virus
Herpes simplex virus Type |
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Fig. 1. Phonation without thryroarytenoid muscle con-
traction in unilateral vocal fold paralysis (Left : contract-
ed vocal cord, Right : paralyzed side) (Adapted from
Yumoto E, 2015. ref”).
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Table 2. Possible causes of the failure of physiological vocal fold movement to recover after injury

1. Nerve fibers innervate antagonistic muscle fibers (i.e. abductor branch reaches adductor muscle fiber and vice

versa).

2. Assingle nerve fiber innervates both adductor and abductor muscle fibers.
3. Nerve fibers regenerate into nerve sheathes of different nature (i.e. motor fiber to sensory or autonomic fiber

and vice versa).

4. Nerve fibers fewer than the cranial side reach the myelin sheath on the distal side.
5. Laryngeal muscles degeneration (ie denervated muscles fail to recover sufficient muscle contraction even after

reinervation).

Table 3. Crumley’s classification of synkinesis

Type |
Type I
Type lll

Immobile or poorly mobile VF and a satisfactory voice and airway (favorable)
Spasmodic VF that jerks, twitches or jumps with unsatisfactory voice and/or airway (unfavorable)
Hyperadducted VF with intermediate-tonormal voice. Airway impairment might be present (unfavorable)

Type IV Hyperabducted VF with poor, breathy voice, no airway difficulty and possible aspiration (unfavorable)

VF : vocal fold
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