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Analysis on the therapeutic effect and prognosis of hemoperfusion plus pralidoxime for
organophosphorus pesticide poisoning

JI Haiming

Emergency Department, General Hospital of Northern Anhui Coal-electricity Group, Suzhou 234000, China

[ Abstract 10bjective: To observe the curative effect of combined hemoperfusion with pralidoxime in the treatment of organophosphorus pesticide poison—
ing. Methods: Ninety-six patients with organophosphorus pesticide poisoning treated in our department were included from May 2015 to April 2017, and
randomized into experimental group ( n =48) and control group ( n =48) by random digital table. Patients in the control group received pralidoxime + atro—
pine + symptomatic therapy regimen,and those in the experimental group were treated with additional hemoperfusion on the basis of the protocol in the con—
trol group. Then two groups were compared concerning the therapeutic effect and prognosis. Results: The experimental group had higher curative rate than
the control group(91.67% vs. 70.83% ,P <0.05) ,as well as lower dose of pralidoxime and atropine, shorter time of coma and atropinization, shortened
hospital stay, significantly higher activity of cholinesterase in 24 h,48 h and 72 h after admission, and lower death and incidences of intermediate syndrome
and rebound rate( all P <0.05) . Conclusion: Combined hemoperfusion with pralidoxime for acute severe organophosphorus pesticide poisoning may im—
prove the cure rate, reduce the mortality and complications as well as significantly facilitate early recovery in the context of reduced dosage of drugs.
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