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Region Group Control 30 min 2h 8 h 24 h

Cortex Mild injury 52. 80 27. 80 95. 50+ 43. 60 102. 64474, 24 78.50+46. 24 78.12457. 84

Severe injury 105.344:38.82%  153.10456.64*%  123.35+59. 18% 95.484+46. 11
. . ¥ Jok

Basal ganglia Mild injury 50. 42431, 24 105. 54447, 11 136. 70+40. 90 80.34444.77% 71. 5443, 61%

Severe injury 121.304:78.04%  170.08471.11%%  148.54-+52. 40%* 125, 08-41. 30%*
_ d ini . * o N
Hippocampus Mild injury 47.62425. 10 102. 20+ 46. 05 129. 88+41.97 89.641+47.56% 73. 5039, 50%

Severe injury

117. 90454, 03

163. 38+ 46. 74** 155,96 4+44. 34**  129. 00+ 44, 16%*

% P <{0.05,%%k : P <C0. 01 vs control; ¥y : P <C0. 05 vs severe injury
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Tab 2 Changes of CBF after injury (q./ml - 100g™" «

min" ") (X+ts.n=5)

Region Group 30 min 2 h 8 h 24 h
Mild injury 48. 58+ 14. 78% 02+410. 807X 49.10+18.13% 49.824+13. 46
Cortex (63.98+15.54) 48+21.38) (64.60+17.99) (62.66+13.53)
Severe injury 38. 72+ 11. 80** .84+£7.75%* 27.3437. 99%* 36.844+11.79%%
Mild injury 47.78410. 68* 14 £13. 93wk 45, 06+ 20. 337%k 50.12415.72%
Basal ganglia (62.84+14.15) 92+20.09) (62.204+15.41> (61.72+22.12)
Severe injury 38.36+11. 16%* 08+ 4. 84** 23. 70+ 4. 84%* 29. 62+10. 35%*
Mild injury 37.86+11.57% 84+ 8. 99Tk 38.68+13.13™ 40.74410. 647
Hippocampus (53.264+12.28) 14415.03) (50.54+9.20) (50.42+11.08)
Severe injury 33.744-7. 63%% 2245, 42%% 23. 0646, 89** 28.1048. 22%*

Parenthesis ;control level in the same time and region; % : PP <0.
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The relationship between endothelin and cerebral blood flow after head

injury of rabbits

Shen Guangjian, Zhou Yongwen, Xu Minhui, Liu Baosong, Xu Youqi, Yang Hengwen (Department of Neuro-
surgery .Daping Hospital, Third Military Medical University,Chongqing,400042)

Abstract Objective: To investigate the relationship between endothelin (ET) and cerebral blood flow
(CBF) after head injury. Methods: Based on the model of the graded intensified head injury, developed by
the BIM- I bioimpactor striking the fronto-parital zone of the rabbits, the changes of ET in plasma, CSF,

brain tissues of different regions, and CBF of the same brain regions were observed with RIA and hydrogen
clearance methods respectively, and their relationship was analyzed. Results: During 24 h after injury. ET in
plasma, CSF and brain tissues of different regions were increased consistently with injury severity. The
changing tendencies of ET in CSF and brain tissues were the same. The changes of CBF was negatively corre-
lated with those of ET in CSF and brain tissue of the same region in the same group. Conclusion: The in-

crease of ET may be one of the main causes to result in brain ischemia and its development after head injury.
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A new method for treating localized myxedema
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