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Therapeutic efficacy and mechanism of pralidoxime chloride on acute omethoate poisoned in rats
ZHU Qiu-hong, HUANG Jinrxiang, XIAO Cheng, LIN Zheng

( National Institute of Occypational Health and Poison Control.  Chinese Center for Disease Control and Prevention.  Beijing 100050
China)

Abstract: Objective To study the therapeutic efficacy and mechanism of oxime drug pralidoxime chloride (PAM-Cl) on acute
omethoate poisoned in rats. Method To record the toxic sgns and survival time, compare the changes of ChE activity between
omethoate exposed rais (50mg/ kg p o) and PAM-CI treated rats and study the effect of PAM-Cl on neuromuscular transmission
(NMT) in acute omethoate poisoning rats by stimulation single fiber electomyography (SSFEMG). Result (1) The alleviated and de-
layed appearance of toxic signs as well as obvious prolongation of survival time were observed in PAM-Cl treatment group compared with
non-treatment goup. The alleviated symptoms and delayed occurrance of toxic effects were observed and the survival time was also
pwolonged in PAM-Cl treatment group. (2) There was no significant difference of whole blood ChE activities between omethoate exposed
group and PAM-C1 weated group (P> 0. 05). (3) The mean consecutive difference (MCD) of single fiber action potential of gastoc-
nemius was significantly higher[ (32 7845 79) g in omethoate-poisoned rats than that [ (19 33=41. 30) g of control rats ( P<<
0.001); the MCD of omethoate-poisoned rats afier treatment of PAM-C1 showed significantly reduced [ (24 2746 48) 4 than that
before treatment ( P<<0. 001), which was also no sgnificant difference with that of control group ( 2> 0. 05). Conclusion PAM-Cl
has a certain therapeutic effect on acute omethoate poisoning, by the mechanisn of improving NMT block, namely the “nonr ChE-reacti-
vation effect”.
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