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ALK E (PaCON B BETHRBRAMP H<0. 01 AR I EHAR KB ERHELIT 2B X (P B>
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BA L, B EA MDA KF 1 8 E K (A 4 (389. 58+ 4. 71) umol /g, B 4 (213. 84 + 43. 25) pmol /g,
xf B 41 (648. 12 + 8. 23) pmol /g, P<0. 05 Fl P<<0.01),SOD E # 3 8 F A % (A 4 (45.43+5.27)kU/g,
B 41 (40. 46+4. 35)kU/g, Xt B 4 (12.59 4 3. 36 )kU /g, P 5 <<0.013,GSH 1 39 & ¥ 7+ % (A 4 (88.52+
7.29)pg/g B H(116. 34+9. 33)pg/g, % B 4H (64. 03+ 8. 17)pg/g, P<0. 05 1 P<<0.01), HE L B AMDA f&
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[Abstract] Objective To observe the interference effect of tea polyphenol atomization on the animal
model with acute respiratory dysfunction syndrome (ARDS) and approach its mechanism in the anti-oxidative
effect on the lung in rabbits with ARDS. Methods An ARDS model of rabbit was established by injecting
oleic acid via vein, and 24 rabbits were randomly divided into three groups (n=8 in each group): control group
received mechanical ventilation (MV) and routine treatment, group A of atomization received MV and
25 mg/kg tea polyphenol and group B of atomization received MV and 50 mg/kg tea polyphenol given by
atomization after ARDS models were induced. Both group A and B received all the other treatment the same as
that of the control group. Animals were killed four hours after beginning of MV and tissue samples were taken
from the middle part of the right lower lung to detect malondialdehyde (MDA), superoxide dismutase (SOD)
and reduced glutathione hormone (GSH) concentrations. Another tissue samples were harvested from the
middle part of the left lower lung to observe pathologic changes. Results After MV for 4 hours, in both
atomization groups, the arterial blood partial oxygen pressure (PaO;)was found higher and the arterial blood
partial carbon dioxide pressure (PaCO,) was lower obviously than those of the control group (both P<C0. 01).
However, there were no statistically significant differences found between atomization groups (P>>0. 05). The
pathological changes were found severer in the control group than those in the two atomization groups and no
significant differences in pathological changes were found between the two atomization groups. Compared with
the control group, MDA level was significantly lower in both the atomization groups, statistically (group A:
(389.58 + 4. 71) umol/g, B group: (213.84 % 43.25) pmol/g, control group: (648.12 % 8.23) pmol/g,
P<0.05and P<0.01); SOD activity was significantly higher in both the atomization groups, statistically
(A group: (45.43+5.27) kU/g, B group: (40. 46£4. 35) kU /g, control group: (12.59+3. 36) kU/g, both
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P < 0.01]; GSH level was significantly higher in both the atomization groups, statistically (A group:
(88.52+7.29) pg/g, B group: (116.34+9.33) pg/g, control group: (64.03+8.17) pg/g, P<<0.05 and
P<0.01]. At the same time, significantly, lower level in MDA and higher level in GSH were found in B

group compared with those in A group (both P <C0.05). Conclusion

Tea polyphenol may reduce the

pathological changes of ARDS lung and improve the clinical manifestations of ARDS by its anti-oxidation effect

on ARDS lung.
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