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Tab 1 The changes of plasma ET(Cy /ng L~ !, &t s)
Post-injury
Group Preinjury
30 min 2h 8 h 24 h
Injury( 7= 8) 86. 64 46.78 119. 3t 48 52 152 64 40. 10%% 188. 69 67. 12kA 141. 06- 44, 57Ak
Treatment( n = 9) 83. 66t 39. 84 93. 90t 34. 87 123, 55+ 47. 17% 133. 73t 30. 89 76. 69+ 33.19

*: P <0.05%k: P <0.0lvs preinjury, &: P <0.05;AA: P < Q 0l vs treatment

2 ET (We/ng g ) (&£ s.n= 5)
Tab 2 The changes of brain tissues ET (Ws /ng g ' protein) (£ s.n= 5)

Areas Group 30 min 2h 8h 24 h
Corebral cortes Injury 105. 34+ 38 82 153. 10t 56. 64 123. 35 59. 18 95. 48t 46. 11
Treatmet 106. 08F 51. 47 129. 22+ 46. 77% 77. 76- 43, 08 59. 08k 32.15
' Injury 121. 30t 78. 04~ 170. 08t 71. 17%% 148, 54t 52 4(pkA 125. 08t 41. 3044
Basalganglia | iment 115. 04F 46 78% 146, 32& 66. 97 80. 06t 28. 33 56. 78 32.18
Hippocampus Injury 117. 96F 54, 03 163. 38F 46. 74% 155. OGE 44, 340kAA 129. 06F 44. [§OHAL
Treatment 115. 30t 40. 80 137. 86 51. 0F* 82 04t 43. 86 62. 76t 30. 64
K. P <0.05%Kk: P <0 0lvscontrol;A: P <0.05AA: P <0.01vs treatment
* , L,31 s
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Effects of nimodipine on changes of endothelin after head injury in rab-

bits and its significance

Shen Guangjian, Zou Yongwen, Xu Minhui, Liu Baosong, Xu Youdqi (Department of Nursurgery, Daping Hospital,

Third Military Medical University, Chongqing, 400042)

Abstract Objective: To investigate the effects of nimodipine on changes of endothelin after head injury-

Methods: Rabbits were randomized into injured group (1G), nimodipine—treated group (NTG) and the con-

trol group (CG). Leaving their heads unfixed, the animals in the first two groups were injuredin frontal-par—

ital zone with BIM-I bioimpact. Blolod samples and brain tissues in different regions were collected before

and afterinjury. Endothelin level was measured with RTA. Results: Endothelin level in plasma and brain tis—

sue from different regions was significantly increased at the 24th h postinjury. At the 8th or/and 24th h

postinjury, endothelin level was significantly lowerin N TG than in IG. Conclusion: Nimodipine can act as a

practical endothelin antagonist in clinical practice for it can inhibit the increase of endothelin after head injury

in rabbits.
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