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1 a 2.5h ET-1 ( X 400)
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Fig 1 Pulmonary ET-1 in situ hybridization in CI group at 2. 5 h after injury, (methyl green counter stained, X 400)
The blue products mainly distributed in the epithelium ( Ep), and cells in the alveolar septum (L)
2 B 3h ETAR ( X 400)
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Fig2 Pulmonary ETAR in situ hybridization in B group at 3 h after injury (methyl green counter stained, < 400)
The blue products mainly deposited in the smooth muscles of bronchus (Bs) and small pulmonary vessel( Ss)

1 ET-} ETAR TNFx mRNA(*gDNA/gRNA) (et s)
Tab1 The changes of ET-1, ETAR and TN mRNA in lung tissue (" gDNA /gRNA) (xt s)

After injury ( ¢ /h)

Control
2 25 3 5 8 24
ET-1
B 19.725 4.72 45,14k 8 14*## 52.74F 5 97##  103.69t 3.53* 114, 34k 3.25* 79 83t 15. 66* 86. 40F 8. 51
ClI 19.725 4.72  115.37H 5. 93* 109. 19t 13. 35 102. 455 12.9F* 117. 68 9. 40" 85 92 11. 15 85. 09t 12.17
ETAR
B 38.4H 3.35 48.3H 13.85 71.6H 20. 66 111,545 12.43* 117. 14£ 7. 79*# 114. 75- 15. 57* 88.26E 13.97*
ClI 3841 3.35  68.41 9. 8T 108. 8= 13. 26*  154.33% 19.88* 140. 9H= 17. 17* 150. 48= 23. 05*  100. 47t 13.30™
TN k&
B 18.88F 2.91  40.55F 12 49 70. 46t 14. 44##  82.85F 15.73 102 69t 9. 22* 94, 43+ 20. 28 88. 97t 21.59
ClI 18. 88 2.91 125.28+ 14. 18" 144.42+ 17.99"  101. 89+ 7.35" 96. 24+ 21. 68 86. 0 30. 53 91. 17+ 23.07
*: P <0.05**: P <0O0lvscontrol; # : P <0.05 ## : P <0.0lvs Clgroup
22 £ ET-1 TNIRA= NO:2 /NOs &2 =% i (P <0.05), 8h~ 24h (P <0.01,
ET-1 . . B B CI .
Cl TN R , 2.3 Mg ET-Fe TNR 22875 1L
. NO; /NO; (28 5t 5 9#mol L7, B I ET-1
B CI s s 5h TNk 2
2 ET-1 TNE (ng g 'Pr) (e s)
Tab 2 Change of ET-1 and INE: in pulmonary homogenate (ng g 'Pr) (%t s)
Control After injury ( ¢ /h)
2 2.5 3 5 8 24
ET-1
B 102. 7= 20.7 129. 9+ 59. 8 127. 9F 47. 34 115. 0F 53 3# 282 OF 57. 4* 236. 4 101. 6* 190. 9t 55.9*#
CI 102. 7= 20.7 191. 9t 97. 4 306. H 123. 7 290. = 58 §&* 279. 3= 83 4* 314. 65 141 300. H= 121.5*
TN
B 433+ 225 552+ 245# 565+ 105°# 516 198 47H 27H 61H 224 1113+ 633
ClI 433t 225 1082+ 349™ 1339+ 434" 1258+ 677 895+ 436 790t 334 833+ 285"

¥ P <0.05%% : P <Q0lvscontrol;# : P <0.05 ## : P <0.0lvs Clgroup
?1994-2016 China Academic Journal Electronic Publishing House. All rights reserved. http://www.cnki.net
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2.4 M8 P ETARSE L 0. 197 pmolt mg™ 'Pr, (P <0.05
ETAR Kd (130. 9E 18.3) pmol, 0.01)., 5h ,24h ,
: ETR Bmax L 695F . 3
3 a ETAR Kd (pmol) Bmax(pmol mg 'Pr) (€L s)
Tab 3 Changes of Kd ( pmol) and Bmax ( pmol mg 'Pr) of ETR in lung tissue in CI group(xt s)
After injury (t/)
Control
3 5 8 24
Kd 130. 9t 18.3 124. 4£ 120 125. = 25.4 128 = 17. 3 126. 0+ 18.9
Bmax 1. 695t 0. 197 1.28H 0. 097 1. 037+ 0.210” L. 099t 0. 226" 1. 120+ 0. 221"
*: P <0.05%% : P <0.01vs control
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A study of transcription and expression of endothelin-1 and endothelin A

receptor in lung at the early stage after combined burn-blast injury

Zhou Jihong, Zhu Peifang, Wang Zhengguo, lLiu Dawei, Li Xiaoyan, Liu Baohua (Research Institute of Field
Surgery, Daping Hospital, Third Military Medical University, Chongqing, 630042)

Abstract Objective: The role of endothelin—1 (ET-1), endothelin receptor (ETR) and tumor necrosis

factor (TNF) in pathophysiology of the lung after combined burn-blast injury was explored- Methods: The

changes of transcription and expression of ET-1, ETR and TNF( in the lung and their relationship with the

tissue damage were studied within situ hybridization, dot hybridization and radicimmunoassay. Results: The

transcription and expression of TNF and ET-1 and the level of nitric oxide (NO) in the plasma were signifi—

cantly increased at the early stage after injury. mRNA of endothelin A receptor was significantly increased

while ETR was down-rtegulated- The changes were more significant in the group of combined burn-blast in—

jury than in other groups and consistent with the pathological changes of the lung. Conclusion: ET-1and its

receptors may play important roles in the pathophysiological process of the lung after combined burn-blast in—

jury-
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