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—Abstract—

Background and Objectives © It was well known that benign paroxysmal positional
vertigo(BPPV) was caused by the involvement of the posterior semicircular canal,
but there were a few reports about horizontal canal variant of BPPV, We studied
the clinical features, electronystagmographic (ENG) findings and the possible
mechanism of BPPV of the horizontal canal (HBPPV). Methods : We examined 10
cases of HBPPV with episodic vertigo and intense horizontal geotropic nystagmus
provoked by rotation of the head in & supine position. Six patients underwent ENG
and we recorded four patients nystagmus, provoked by rotating head from
extreme lateral, mid and nose-up position to extreme contralateral direction in
supine position. Results © All observed horizontal nystagmus beated towards the
ground on both sides and were more pronounced when head was rotated to
pathological side. In rotating to pathological side, nystagmus had mean latency of
2.6+1.8 seconds, peak velocity of slow phase of 66.8+19.7 degree/second and mean
duration of 24.7%3.4 seconds. In rotating to healthy side, the nystagmus had 3.7+
2.9, 38.0=11.5 and 22,544, Secondary phase nystagmus occured in 2 patients and
fatigue was observed in 4 patients. The slow phase velocity of nystagmus was
relative to the distance of head rotation. The duration of attack is 3 to 17 days(6.9
+5.2days). Liberatory manuever had relatively a good effect. Conlusion : HBPPV
represents the origin of horizontal semicircular canal and has a good prognosis.
Above findings support. that mechanism of horizontal BPPV is canalolithiasis.
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Fig. 1. The comparision of each rotaion of head with movements of clot and cupula of rigth horizontal
semicircular canal (referenced in Nuti et al, 1987) that was modified schematically.
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Fig. 2, When rotation of head is directed from left lateral to right lateral side and from right lateral
side to left lateral side, each right and left horizontal nystagmus occurs. The velocity of slow

phase is more rapid in right than left.
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Fig. 3. The velocity of slow phase of nystamgus is related to the angle of head rotation. Secondary
phase nystagmus(ageotropic) appear, followed by first phase nystgmus(grotropic).
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Table 2, The results of ENG in 6 HBPPV patients

Pt No. Mesn velocity Latency Duration Fatigability Canal Paresis
{degree/second) {second) second
PN P N P N PE NE
1 6 38 6 4 20 2 + not preformed
2 8 34 11 2% 2 - e
3 B 24 20 28 28 - + -
4 29 29 3 9 2 16 + not preformed
5 7 5l 15 4 29 2 + +-
6 69 52 2 3 2% 2 -
ENG: P rotation to 1 side, N; rotation to normal side, +; present,

-5 absent, PE: pathologic ear, NE: normal ear
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