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Reasonable application and research progress of oxygen therapy
GUAN Li ZHAO Jin-yuan
( Research Center of Occupational Medicine The Third Hospital of Peking University ~Beijing 100191  China)

Abstract: Oxygen is a necessary material of human life it maintains the most basic functions of living organisms. But the

reserves of oxygen in human body is quite few the oxygen needed for metabolism of living organisms dependents on constantly

uptake from the air by respiratory organ and delivered to systemic organs and tissues by blood circulatory system. Therefore

oxygen therapy has become an indispensable treatment for critical illness but excessive oxygen therapy also has damage effect to

human body. This paper will give a brief review on the reasonable application and the study progress of oxygen therapy actively

advocate reasonable oxygen therapy thereby maximize the role of oxygen therapy and minimize its harmful effect to human body.
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Exploration on lung injury mechanism by acute paraquat poisoning

LIANG Mei

Abstract: Acute paraquat poisoning can cause multiple organ damage

nism may be related to paraquat active uptaking of lung tissue

excessive production of oxygen free radicals

ZHU Lin-ping

( Guangxi Zhuang Autonomous Region Institute for the Prevention and Treatment of Occupational Diseases
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the most serious damage occurs in lung its mecha—

activation of inflam—

matory factors etc. Currently there is no specific antidote for the treatment of paraquat poisoning. The article will give a brief re—

view on the mechanism of acute lung injury induced by paraquat.
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