DOI: 10. 16016 /j . 1000 -5404. 1996. (6. 013
498 1996 12

ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Dec. 1996

KR KEMK B O 3 R AR A (

2% NIVAN /2

)

000 m ) ;

4h 8h

1

L1 shdh By
, 2.0 kg~ 2. 5kg, )

, 248h s 12 24 h
s ( 14 16 20
26 28 32h) s 6 . 24 144
1.2 Bhanit R H 1
( 61.7 k Pa, 4000
m) 24 h 3 30 mg /kg
s Feeney’s 21 s
1200 g cm, >
1.3 &7 *
RO) :
20 L0g/kg , 3h ;

) , 630037
(5% , . )
4
) CT
; 2h
@ 27 3% 4ml/kg , , 3h
;@ : 50% (1. 0 g/kg )
(0.5 mg /kg )2 h s s 5
mg/kg s 4 h 1 mg/kg
@
1.4 MG AR
1.4.1 s
(% )= —— X 100%
1. 4.2 (Evan/s blue, EB)
2h ¥% EB 30 mg /kg ,
EB s
( 0.1 ,100 mg 3 ml (
) 50C 24 h,
) EB > ol
mg
CT cT CT .
1.4.4 HE

L5 %ite ks
<0.05

2

2.1 A5 BRI AR 25 e s 2K 2 E AL

(P <0.05) 20 h.



5 , 499
5.4 , 3.02% ,32h 4h 8h 24 h s
10. 09 , 6 3% , (P <0.05) s 2h s
( P <0.05) , 2h 4h 8h (P <0.05), 4h 8h
,12h  24nh s ,4h 8h 24 ,4h 8h (P <0.05)
h R (P <Q05); s s s
(P <0.05) , 1
1 12 24 h % X+ s)
Tab 1 Cerebral water content around contusions at 12 h, 24 h after varing time of treatment following brain injury (% , <t s)
2h 4h 8h
Group n
12h 24 1 12h 24 12h 24
Control 6 77. 41 1. 71 85. 12+ 1. 46* 78. 83+ 1. 81 86. 12+ 1. 874 82. 48+ 2. 34¢ 87. 50k 1. 8L
M 6 69. 33t 2 57 73. 32& 1. 04% 71 43+ 2. 61X 7448+ 2.3% *A 72 36E 1,55 *O 76. 25F 2. 45%4%
HS 6 71 6H 1. 70° ¥ 76.70F 2. 94 ¥ 72 65k 1.95 ¥4 7797 22K #A 74,625 1.87 ¥4 80 75k 2 45 HAK
C 6 70. 25+ 1. OF 74, 25 2. 24 TL&E2.75 2 75 77 2,08 THA 73,85+ 2,45 TFEA g7 35k 5 08 TAK

M: mannitan; HS hypertonic saline G combined treatment; i P <0.05 ys 12h &0 P <0.05 vs 2h; W P <
0.05vs 4h; X : P <0.05 vs control; ¥: P <0.05 vs M; 1. P <0.05 vs HS
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HE 9. 78 mg /gt g/mg) EB
, EB ) (P <0.05, s EB s
14 h, EB ; ; 23
2 12 24 h EB (ws g mg ') (xts)
Tab 2 Cerebrale EB content around contusions at 12 h, 24 h after varing time of treatment
following brain injury (ws g mg ') (xt s)
2h 4h 8h
Group " 12 h 24 |, 12 24} 12 24}
Control 6 3.49+0.95 5. 98t 0. 44 4.38F 0.7 6.39+ 1.16° 5. 52t 1. 9@ 9.78 0. 77®
M 6 1. 23+ 0. 33% 2 44+ 0. 16°C 2 18t 0.38°4 3,22+ 0.27%CA 3. 455 0. 44°48 4 49t () 437048
HS 6 1. 98+ 0. 43¢ 3 1H 0 12%40 2.80F 0.5¢~A 398t (.4520A 3 90f (, 304 5 55+ ( 45°0048
C 6 1. 44+ 0. 40° 2. 76+ 0. 24 2378 0.57°°A 3655 0.52°°® 353k 0 45°4® 4 .95F , 36" 48

K: p <0.05 vs control; 2: P <0.05 ys M; %: P <0.05 ys HS O: P <0.05 vy 121 2 P <0.05 vs 2 h;

@®: P<0.05vs 4h

3 12 24h EB (A/mnm’) (xt s)
Tab 3 EB stain areas of cerebral surface at 12 h, 24 h after varing time of treatment following brain injury (4 /mm?) (xt s)
2h 4h 8h

Group 12h 2% 12h 21 12h 2

Control 6 118 33-24.10 124. 67 19. 34 148, 17 15. 85° 178. 16+ 30.46>  163. 33+ 18 18~ 181 17 42 29~
M 6 82 83k 10. 93¢ 89. 67E 14. 56¢ 97.33 9.09%  102. 67 14.12¥ 131 00k 12 88/® 147 83k 17. 65*/®
HS 6 93, 67 12. 61  96. 17 8 OFF 108 67E 10.25%  113.33E 19.2F% 138 00k 11. 73%/® 142 17- 17. 8§%/®
C 6 86. 66 8. 54" 99. 33+ 14, 94 108 00t 13 08°  104.00t 14.58° 128 67- 18 92°/® 149 ook 17. 29°®~

#: p <0.05vs control; O: P <0.

05vs 12h; 2 P <0.05vs 2h@: P <0.05 ys 4h
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An experimental study on the treatment of acute traumatic brain edema at
high altitude

Zhang Kecheng, Huang Qilin, Yang Hui, Liu Jun, He Jiaquan (Department of Neurosurgery, Xingiao Hospital, Third
Military Medical University, Chongging, 630037)

Abstract To evaluatins the therapeutic effects of 20 mannitol, 7. 5% hypertonic saline and combined
medication (50 glucose, furosemide and dexamethasone) on acute traumatic brain edema ( TBI) at high al-
titude and explore the feasibility and time of medication to victims of acute traumatic brain edema in the battle
field, animal model of mechanical brain injury was established in decompression chamber simulating 4 000 m
altitude, the contents of water and Evan & blue ( EB) in the brain tissue were measured and the pathological
changes of the injured area were observed with CT scanning and optical microscopy to evaluate the therapeu—
tic effects of different medication methods on the brain injury at different time posttrauma. It showed that all
the three medication methods exerted therapeutic effects on brain edema. The effects of mannitol and com—
bined medication were better than those of hypertonic saline and the early the medication was conducted post—
trauma, the better results achieved. It suggests that mannitol is still an effective medicine to treat traumatic
brain edema at high altitude and the treatment should be started as early as possible. During the treatment,
the functions of the vital organs such as heart and lung must be monitored and com prehensive measures
should be undertaken to achieve better results.
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