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Study of Role of EGF and CGRP in Exposure of HEMFs in Treating

Acute Gastric Mucosal Injuries in Rats
DING Li- xin, LIULi, MINGXu- chang, LIU Yao- juan
( Department of Physical Medicine, Tangdu Hospitd, the Fourth Military Medicd University, Xi’ an 710038, China)

ABSTRACT ()bjective: To elucidate the treament mechanism of the exposure of high— frequency electromagnetic fields( HEMFs) to
acute gastric mucosal injuries in rats. Methods: The models of acute gastric mucosal injuries were replaced with the gastricgavage of in-
domethacin in healthy SD rats. The rats in experiment groups were exposed to 40. 68MHz HEMFs(30- 50mA) for 15 mmutes, 1/d, while rats in
conirol groups were exposed to HEMFs without electric current output. After exposed to HEMF's once or for six times, the degree of gastric mucos-
al mjury(injury index and integral of pathological diagnosis) , gasiric mucosal blood flow( GMBF), and the levels of epidemal growth factor( EGF)
and calcitonin gene— related peptide( CGRP) in plasma were observed. Results: After exposed to HEMF's once, the level of the rais GMBF in
experiment group was much higher than that in control group( p< 0.05), the degree of gastric mucosal injuries(DGMI) and the levels of EGF and
CGRP in plasna in experiment group showed no significant difference from those in control group(p all> 0.05) . After exposed to HEMF's for six
times, the degree of gastric mucesal injuries was significantly reduced(p al< 0.05), and GM BF increased( p< 0. 05), but there was no marked
difference in the levels of EGF and CGRP between experiment and control groups(p all> 0.05). Conclusion: The therapeutic mechanism of
HEMFs on acute gastric mucosal njuries in rais & related to the increase of GMBF, not to EGF and CGRP in plasma.
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Table 1 The levels of DGM L GMBF, EGF and CGRP i the plasma after exposure to HEMFs once( x %)
(mV) EGF(ug/ 1) CGRP(ng/ 1)
I 39.65£9.9 15.55%6. 11 57.73%9. 88" 0.2810.08 13. 812 . %
1 38.25+11.98 16.25+5.49 41.84%10. 01 0.27%0. 13 130.3126. 95
4 p<0.05 I
Compared contol group I with  * p< 0.05
2 HEMFs 6 EGF  CGRP (x*s)
Table2 The levels of DGMI, GMBF, EGF and CGRP in the plasma after exposure to HEMFs six timesx £s)
(mV) EGF(ug/ 1) CGRP(ng/ 1)
11 15.90%6. 28* 7.16%2.37% 59.27%10. 24 0.29%0. 15 12.6%+29. 80
il 28.71£8. 80 11.97+4.96 43.58%15. 20 0.31%0. 11 123.1£25. 16
“p< 0.05 II
Compared control I with A p< 0. 05.
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