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A clinical study of low frequency electric stimulation on the patients with vertebrobasilar insufficiency LI/IU
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hai 200072, China
[ Abstract]
tation and its influence on the level of plasma Endothelin( ET) , atrial natriuretic peptide ( ANP) , thromboxane B,
(TXB, ) ,angiotensin I[ (Angll ), Calcitonin Gene Related Peptide( CGRP) and Neuron-specific Enolase ( NSE)
and its clinical significance in the patients with vertebrobasilar insufficiency( VBI). Methods One hundred and

Objective  To explore the effects of low frequency electric stimulation on the clinical manifes-

tewenty cases of VBI patients were randomly divided into two groups: a treatment group and a control group. Both
groups received routine drug treatment. The treatment group(n =60) was also treated with low frequency electric
stimulation at bilateral mastoid processfes in addition. The improved rate of the clinical symptom, the plasma level
of ET, ANP, TXB,, Angll , GRP and NSE were observed after treatment. Results The patients treated in the
treatment group had significantly better outcome than the control group in terms of symptom relief. The effective rate
was 87.93% and 67.80% in the treatment group and control group, respectively (P <0.01). It was also found
that the low frequency electric stimulation can accelerate the circulation of vertebrobasilar, decreased the plasma
levels of ET ,ANP TXB, \Ang Il \NSE and increased the plasma level of CGRP. Conclusion It is suggested that
low frequency electric stimulation could effectively promote the relief of clinical symptom for the patients with VBI,
and is with no obvious adverse effect. The mechanism might be related to the relieved damage of neuron and in-
creased cerebral perfusion.
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1 2 HEFIWRITRTJEHE- LR S KM FHE S EL A (em/s, & % 5)
qow P o Ze MHE bk - = A DA B) ik - - FEIR Sk -
RITA 58
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