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Abstract Objective: To investigate the affect of anisodamine on lung injury induced by Oxidative stress and
apoptosis in cardiac arrest swine. Method: Twenty-three health male swines were divided into three groups using
random digits table,sham group (n =15),epinephrine group (7 =9) and anisodamine group (n =29). The cardiac
arrest (CA) model was induced by alternating current. Lung tissue were harvested at 24 h after ROSC. The blood
sample were took at basic time, CA 8min, ROSC, ROSC 30 min,ROSC 24 h. The blood samples and lung speci-
mens were repaired for analyzing the enzyme activity of superoxide dismutase (SOD) and the content of malondial-
dehyde (MDA) respectively. The lung specimens were observed to assess cytochrome C (Cyto C) protein expres-
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immunohistochemistry. The lung sample contents of Cyto C and Caspase-3 were detected by ELISA. The lung tis-
sue were stained with Hoechst 33258 to assess apoptosis. Result: D All animals which achieved ROSC survived to
24 h. and lungs gross specimen surface were all completed without stabbing. @ There were no difference in SOD
activity between two CPR groups at the same point (P>>0. 05). The lung SOD activity of Ani+CA/R group was
higher than CA/R group (P <C0. 05). MDA level of Ani+ CA/R group was lower than CA/R group at ROSC
30 min, ROSC 24 h (P<C0.05). The lung MDA content of Ani+CA/R group was lower than CA/R group (P <<
0.01). @ The expression of lung tissue cytochrome C in both CPR group were significantly higher than control
group (P<C0. 01). The positive cells were mainly distributed in alveolar epithelial cells. Cytochrome C of Ani—+
CA/R group were weakly positive expression and significantly lower than CA/R group (P<C0.01). @ were signifi-
cantly higher than that of control group (P<C0.01),There were no difference in Cyto C and Caspase-3 contents of
lung tisssue between two CPR groups(P>>0. 05). @ Lung cell apoptosis index of both CPR group were higher sig-
nificantly than the control group (P <C0. 01). Compared with CA/R group, cell apoptosis index of Ani+ CA/R
group reduced. (P<C0. 05). Conclusion: Possibly through regulating oxygen radicals metabolism and affecting mito-
chondrial pathway of apoptosis pathway, Anisodamine relieved the lung injury after cardiac arrest.
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M EFES G EZEENZ —", CA.CPR B9t 16 U/ min, 2R BE 100 %0, i A1 0 I $22 15 48 R
T AP 2 G O P A L R L 0 DE 3R 45 L CPR 5 B =100 K /min, ¥ J 08 B8 5 M BE T 5 42 1/4. M
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I P 3 00T B R il 41 2 b AR Al B A R A IR 0. 4 mg/kg™ , FFLL I AME R 2 min J5H
JEHE T, B VS BRBE ) R R 7 A A Y IR BRE 1 YK CBUAH 150 D, #5 CPR R WL, 4k 2L iy
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