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The role of the change in glucocorticoid receptor in stress-induced gastric ulcer in severely burned rats
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.[ Abstract]
duced gastric ulcer in severely burned rats.

Objective  To investigate the role of the change in glucocorticoid receptor in stress-in-
Methods Wistar rats inflicted with 30% TBSA full-thickness
burn were employed as the model. The dynamic postburn change in the glucocorticoid receptor in gastric mu-
Results

sol content increased as of 3 postburn hours ( PBHs) and peaked at 12 PBHs. But the cytoplasmic glucocor-

cosal tissue and gastric mucosal injury (injury index) were observed. The gastric mucosal corti-

ticoid receptor content in the gastric mucosal cells decreased evidently. In addition, the gastric mucosal inju-

5
i

1y index increased obviously at 12 and 24 PBHs.  Conclusion

The decrease of gastric mucosal cytoplasmic

glucocorticoid receptor content might be closely related to the stress-induced gastric mucosal injury.
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Tab 1  Changes of gastric mucosal injury index ( x +s )
S et J5 i 1] (h)
44151 3 i - T :
3 12 24 48
Be 4l 0.82+0.53 0.89 £0.52 1.54 £0.59° 6.52+0.63" " 8.78£0.89" " 2.91+0.62"
Xt iR 2 0.82+0.53 0.87 £0.49 0.92 £0.45 0.87 £0.56 0.82£0.47 0.92£0.55
G R4, « P <0.05, % * P <0.0l
F2 behEBREASUL R S RL (v x5 ,ng/mg HE)
Tab 2 Changes of cortisol contents in gastric mucosal tissue ( x + s ,ng/mg Protein)
- P96 1 Je 16 i) Ch)
415 s .
3 6 12 24 48
e 45 4 6.47 £1.31 9.08 +2.15 10.53 £3.35" 13.17 £3.40" " 9.89+2.40" " 7.25+2.34°7
X HH 21 6.47 £1.31 6.59 +1.74 6.26 +1.94 6.58 +1.98 6.44 +1.58 6.21 +1.65
TSR AR, + P <0.05 , % % P <0.01
®3 beh/E BRI GCR 455 A& Lk (pmol/mg HT)

Tab 3

Changes of the affinity of GCR in the cytoplasm of gastric mucosal cells ( pmol/mg protein)

BB ()

4 5 i S .
H 5 13 i 3 3 12 24 48
et 227.34 +35.98 175.92 £39. 18" 143.65 £36.85" " 126.93 £34.70" * 185.32+42.96°  225.91 £43.65
xf B 21 227.34 £35.98  234.65+37.49 225.86 £40.59  219.65 +38.94  224.73 +36.15  229.64 £39.37

Ho S B A, *+ P <0.05, % % P <0.01

F4 ERIBANMMK GCR 9 KD AL (10 "mol/L1)
Tab 4 Changes of KD value of GCR in cytoplasm of gastric mucosal cells (10 °mol/L)
" et 5 BF 1] (h)
ik i e S
3 6 12 24 48
o8 193 21 4.68 £2.14 4.74 £2.49 7.24+£3.25" 9.59 +4.66 " " 715 +4.24"° 4.48 +3.68
it BB 21 4.68 +2.14 4.53 £2.16 4.92 +2.38 4.47 £2.05 4.62+£2.17 4.65+2.27

WX EBA L, * P <0.05 ., % = P <0.01
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