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group L and group M(P <0.05). After the rats exposed to PFIB the values of PH and partial pressure of oxygen
were decreasing and the values of carbon dioxide partial pressure were improving. With the treatment of aprotinin
all the values could improve towards a good situation. Histopathology of lung tissue showed that aprotinin could sig—
nificantly improve lung tissue damage with high doses of the most. Lung tissue histopathology showed aprotinin
could significantly reduce lung tissue damage and high-dose aprotinin was most effective. Conclusion  Aprotinin
the protease inhibitor could relieve inflammation in the lungs of rats with ALI induced by PFIB though blocking the
excess release of cytokines and inflammatory mediators.
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Beneficial effects of aminoguanidine on tolerability in traumatic brain

injury rats with acute hypobaric hypoxia
Mao Yan Tao Lei Zhang Guorong

(Air Force Clinical College of Anhui Medical University Beijing 100142)
Abstract Objective To observe the effect of aminoguanidine (AG) on the traumatic brain injury (TBI) rats af—
ter treating as acute hypobaric hypoxia (AHH) and explore its mechanism of behavioral changes. Methods A to—
tal of 49 rats were randomly divided into two separate experiments each of them contains 4 groups(control group
brain injury group acute hypobaric hypoxia group and AG pretreatment group) . The model of TBI was made by the
method of fluid percussion injury and then was exposed to acute serious hypobaric hypoxia(5 000 m 8 h). The
neurological function prognosis was evaluated by Morris water maze (MWM) rotatord test and brain tissue HE
stain. The Bcl2 Bax gene expression and the content of nitric oxide (NO) antioxidant enzymes were measured af—

ter 24 h. Results
cantly decreased(P <0.05). AG pretreatment group could reverse the damage caused by acute hypobaric hypoxia

Compared with control group learning and memory abilities of rats in AHH group were signifi—

effect; and the content of catalase (CAT) superoxide dismutase (SOD) and glutathione (GSH) were significantly
decreased in acute hypobaric hypoxia rats while in this group the NO level was the highest among all the four groups
(P <0.05). In the hypobaric hypoxia group Bcl2 gene expression decreased Bax gene expression increased (P
<0.05). AG pretreatment group could reverse the damage caused by acute hypobaric hypoxia effect. Conclusion

The neurological disfunction of TBI rat after acute hypobaric hypoxia is largely reduced by aminoguanidine
which is involved in its inhibition on brain cell damage from the abnormality expression of Bel2 and Bax and oxida—
tive damage due to NO explosion.
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