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Tab 1 Changes of ET-1, ETAR and TNF« mRNA(‘g DNA/g RNA) in liver
After injury(h
Groups Control ter injury(h)
2 25 3 5 8 24
BTl B 23.4H 4.12 50. 48 10. 76 61. 86k 9. 9T 107. 79t 3.38* 128 74t 13. 17  106. 60t 6. 27* 98. 85F 7.93*
N CI 23.4H 4.12 43,79 13.02 69. 58t 12. 22 107. 92+ 13.79* 147. 9= 26. 90 125. 45+ 15. 41 93.92& 20. 49
ETAR B 15.96= 2.11 36.6H 4.13* 40. 43+ 1. 81+ 57.8H 11.5F 86. 65& 16. 31 102 60t 12 24* 100. 58t 13.95*
Cl 15.96= 2.11 40. 10t 7.3F 56.30F 9. 41+ 71.77 13.37 90. 03F 13. 14* 102 86t 10. 13* 130.76E 19.99
TNF B 19. 1H 1.33  106. 0 23.04 116. 60 22. 93 99. 19t 28.9F 101 54 22. 63 65. 57+ 21. OF 63. 36 10. 20
[

Cl 1914 1.33  131.78F 21.63* 130.87- 12 94* 113.9H 30.30° 98 57t 32. 90 54.22& 16,53  79.49- 25.84

¥ P <0.05%*% : P <0.01vs control
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Tab 2 Changes of ET-1
After injury (h)
Groups Control
2 25 3 5 8 24
Plasma (ng. L)
B 253. H= 46.2 260. 3= 49. 2 268. 3t 36. 3 279. 8t 65.6 246. 0F 46. 1 259. 5+ 44. 1 271 T 45 3
CI 253. H= 46.2 244. 4+ 51. 5 228 = 56. 0 230. H= 38.0 257. 1 66. 6 271. 4= 37 223. 0t 31. 8
Liver Homogenate(ng gPr')
B 125. 4+ 46.2 137.5E 58 2 159. 7 62 4 186. OF 69. 4 164. t= 29. 8 184. 9+ 35 1 227. 8t 104. 7
Cl 125. 4+ 46.2 146. 8 59. 9 173. 8- 103. 2 207 7= 93 5 210. 3t 90. 2 224. 9+ 90. 5* 292. 2+ 112 6™
*: P <0.05vs control;” : P <0.01vs control:# : P <0.05vs Clgroup
ETR Kd Bmax 33.5£ 4.9 TN Fe ,
pmol L 102£ 0. 104 pmol. mg ' Pr, CI Kd (P> 0.05) TNF( s
, Bmax (P <0.05, 24 h 0 687 3h (P <0.01), ; C1
OllOpmol mg Pr’l(P <001)> B 3
3 TNF-«
Tab 3 Changes of TN Fu
After injury(h)
Groups Control
2 25 3 5 8 24
Plasma (ng. L= 1)
B 234t 119 256t 77 274+ 113 278+ 171 265t 112 279t 107 24t 87
ClI 234+ 119 249t 70 302+ 85 2744 94 258+ 97 269t 134 252+ 118
Liver Homogenate(ng. gPr 1)
B 71. 3 21.9 80.0F 19. 3 112. 55 36 I"*  248.6t 138.4™% 140 0t 50 0” 95 7+ 27. 2 104. 0F 34. §
CI 71. 3 21.9 105. 7+ 37. * 144. OF 32 1* 274.2+ 92.5* 160. 4= 81. 3 106. = 31. ¥ 109. 7+ 34. (¢
*: P <0.05** : P <0.01vs control;# : P <0.05vs Clgroup
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A study of transcription and expression of endothelin-1 and endothelin

receptor in the liver at the early stage after combined burn-blast injury
Zhou Jihong, Wang Zhengguo, Zhu Peifang, Liu Dawei, Liu Baohua ( Research Institute of Feld Surgery, Daping

Hospital,

Third Military Medical University, Chongqing, 630042)

Abstract Objective: To study the changes of endothelin-1 ( ET-1), endothelin receptor (ETR) and tu-
mor necrosis factor ( TN F«) in the liver after combined burn-blast injury and their significance. Methods:
The changes of transcription and expression of ET-1, ETR and TN F« in the liver after combined burn-blast
injury and the relationship among them were determined with in situ hybridization, dot hybridization and ra—
dioim munoassay. Results: The transcription and expression of ET-1 and TNF-« were significantly increased
and the peak time of TN F« was earlier than that of ET-1 after injury. The mRNA of endothelin A receptor
was significantly increased but ETR decreased after injury. The changes were more significant in the group of
combined burn-blast injury thanin other groups and consistent with the pathological changes of the liver.
Conclusion: ET-l and ET R may play important roles in the pathophysiological process of the liver after com-
bined burn-blast injury.
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