BPPV - 4
Surgical Treatment for BPPV

The surgical section of the small nerve to the posterior canal (the singular nerve) -a la Gacek, is now seldom used, 
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Surgical treatment by occluding the affected semicircular canal (Parnes & McClure - 1990) is a safe and successful option  in cases where the manoeuvres do not help and the BPPV becomes incapacitating
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FIGURE 1. (A) Exposing
the right posterior
semicircular canal otic
capsule. (B) Creating the
1 by 3 mm endosteal
island with a small
diamond bur.

FIGURE 2. (A) Lifting out the endosteal island
with a fine 90° pick. (B) Magnified lateral view.

e 90° PICK

FIGURE 3. Creating the plug with a¥
two-component fibrinogen glue (A and B) and
mastoid cortex bone chips.
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aptation. The bone chips within the plug will cause in- REFERENCES
tracanal ossification leading to complete permanent oc-

FIGURE 4. (A) Tamping
plug through fenestra
into the canal. (B)
Cross-section schematic
of canal shows intact but
occluded membranous
canal.

FIGURE 5. Covering
fenestra and surrounding
bone with fascia and
glue.
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Abstract::

The pathophysiology of benign paroxysmal positional vertigo (BPPV) is not completely understood. Although the concept of degenerated otoconia transforming the posterior canal (PC) crista into a gravity-sensitive sense organ has gained popular support, several temporal bone (TB) series have revealed similar deposits in normal TBs, suggesting they are a normal change in the aging labyrinth. Furthermore, some TBs from patients with BPPV do not contain particles in the posterior canal. Five TBs from patients with BPPV were studied quantitatively and qualitatively. A small PC cupular deposit was found in one TB, while none was seen in the other 4 TBs. The major pathologic changes were 

a 50% loss of ganglion cells in the superior vestibular division of all 5 TBs, and

a 50% loss of neurons in the inferior division of 3 TBs, and


        30% loss in 2 TBs that contained abnormal saccular ganglion cells.

These observations support a concept in the pathophysiology of BPPV that includes loss of the inhibitory effect of otolith organs on canal sense organs.

Conclusions:
Observations in 5 TBs from patients with posterior canal BPPV suggest that the pathophysiological mechanism responsible for a position-induced vestibulo-ocular response in this disorder is neural, rather than mechanical stimulation of the sense organ. Loss of the inhibitory action of otolith organs on canal activation caused by degeneration of otolith neurons (saccular, utricular) is a possible explanation of the brief canal response induced by the positional stimulus.

H.H.: The discovery of “Inferior Vestibular Neuritis” by Halmagyi et al (2002) is very important, because this can explain why the manoeuvres for posterior BPPV are not always successful. If the efferent fibres of the inferior vestibular nerve are damaged this can reduce the inhibitory effect of the efferent fibres on responses from the cupula of the posterior semicircular canal.

