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Study on Therapeutic Effect and Mechanism of High— frequency Electromagnetic
Fields on Acute Gastric Mucosal Injuries in Rats
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ABSTRACT Objective: To study the therapeutic effect of the exposure of high— frequency electomagnetic fieldsCHEMF) on acute gastric
mucosal injuries in rats and to elucidate whether endothelin— 1(ET— 1), nitric oxide(NO) and supemwxide dismutase(SOD) are involved in the
thempeutic mechanism of HEMF. Methods: Immediately afier the models of acute gasiric mucosal injury in rats were made by gastricgavage of in-
domethacin, rats in experiment groups were exposed to 40. 68MHz 7.3m HEMF (30— 50mA) for 15 minutes 1/ d while rats in contwol group
were sham— exposed to HEMF with no electiic current output. Afier exposure to HEMF once or six times the degree of gastric injury Cinjury in-
dex and integral of pathological diagnosis), and the levels of ET— 1, NO and SOD in plasma were measured. Results: Compared to control
group after exposure to HEMF once, there was no significant change in the degree of gastric injury for the rats in experiment group (p both™> 0.
05), while the levels of plasma ET—1 and NO increased maikedly (p both/< 0. 05); following exposure to HEMF for six times, the degree of
gastric injury was improved in experiment group (p both<Z 0. 05), with no marked difference in the levels of ET— 1 and NO between experiment
and control groups(p both™>0.05); there was no significant change in the level of plasma SOD after exposure either once or for six times(p both
>>0.05). Canclusion Exposure to 30— 50mA, 40.68MHz HEMF 15 min for six times is an effective prescription for acute gastric mucosal in-
jury in rats, and ET— 1, NO and SOD are not involved in the therapeutic mechanism of HEMF.
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Table 1 The levels of plasma ET— 1 NO and SOD and the degree of gastric injury in rats after exposure to HEMF once
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Table 2 The levels of plasma ET—1, NO and SOD and the degree of gastric injury in rats after exposure to HEMF six times
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