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Experimental studies on the effects of soman intoxication on cholinergic signal transducting system in

rat heart
LIU Hui', 1IU Yong® WU Qiang®, GUO Kui-liang'

(1. Department of Health Service, Norman Bethune Military Medical College, Shijiazhuang 050081, China; 2. Department of
Toxicology,  The Third Military Medical University, Chongging 400038, China)

Abstract: Objective To investigate the effects of soman intoxication on cholineigic signal transducting system in rat heart.
Method The expression of acetyl cholinergic receptor M, mRNA was detected by RI-PCR technique and concentration of inhibitory
guanylic acid integrated protein (Giv) in the rat myocardium was measured with Western bolt technique. Concentration of cyclic adeno-
sine monophosphate (¢cAMP) was measured with radioimmunoassay (RIA), activities of adenosne cycase (AC) and protein kinase
A (PKA) were measured by enzymic radiochemical methods with [ V- 32H -ATP. Result The expression of My receptor mRNA in the
rat heaits was downrregulated significantly by soman intoxication as compared with the controls (P<< 0. 01), and dwpped to the low-
est six hours after intoxication. Gt concentration decreased by 12 2% (P<0.05), 15.6% (P<0.01), and 20 6% (P<0 01)
at the time of 6 hours 12 hours and 24 hours after intoxication respectively, while concentration of cAMP and activities of AC and
PKA increased matkedly in the rats with soman intoxication. Conclusion Abnomal enhancement of cholinergic signal transducting sys-
tem could play an important role in heait injury induced by soman intoxication in rats.
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