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Patterns of Gastric Oxidative Damage and NF-E2-related Factor 2 Expression Alterations in
SD Rats Subjected to Autologous Orthotopic Liver Transplantation

GE Mian', XIE Han-bin', LI Shang-rong', LU Hui-qgiong®, HEI Zi-qing', CHI Xin-jin'*
(1.Department of Anesthesiology; 2.Department of Central Laboratory, The Third Affiliated Hospital, Sun Yat-sen University,
Guangzhou 510630, China)

Abstract: [Objective] To investigate the dynamical changes of gastric pathology, oxidative damage and NF-E2-related factor 2
(Nrf2) expression after autologous orthotopic liver transplantation (AOLT). [Method] Twenty-four Sprague-Dawley rats were randomly
divided into four groups: Sham group, and R4h, 8 h and 16 h groups which were subjected to AOLT. Gastric specimens were
collected to assay histopathological changes, levels of hydroxyl radical (+OH), malondialdehyde (MDA), superoxide dismutase
(SOD) and catalase (CAT), and Nrf2 expression. [Results] AOLT resulted in severe gastric injury in every AOLT group, and most
dramatic in group R4h. Accompanied with significant decreases in the activity of SOD and CAT, the levels of +OH and MDA
increased markedly, at 4 h and 8 h after AOLT, which indicated oxidative damage in gastric tissues. The expressions of Nrf2 in gastric
tissues decreases significantly at 4h after AOLT, and then restored gradually at 8 h and 16 h after AOLT. The correlation analysis
showed that there were positive correlations between gastric mucosal lesion and the content of +OH and MDA, and there were negative
correlations between gastric mucosal lesion and the activity of SOD and CAT (P < 0.05). However the correlations between the
expressions of Nrf2 and gastric mucosal lesion, the content of +OH and MDA were negative correlations, and there was positive
correlation between the expressions of Nif2 and the activity of CAT (P < 0.05). [Conclusion] AOLT could resulted in severe gastric
injury. The damage and restoration of gastric tissue was according with the changes of oxidation and antioxidant capacity. Up-regulation
of Nrf2 expression might be beneficial to the self-healing of gastric tissue.
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Fig.1 Change of pathology and score of gastric mucosa after H&E staining

A, B, C, and D are respectively representative images of sham group, R4h group, R8h group and R16h group,x 100. 1)P < 0.05 vs Sham
group; 2)P < 0.05 vs R4h group;3)P < 0.05 vs R8h group;4)P < 0.05 vs R16h group
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Fig.2 The change of - OH in the gastric of SD rats
n=6,xxs, 1)P<0.05vs Sham group
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Fig.3 The change of MDA in the gastric of SD rats
n=6, X+s,1)P < 0.05vs Sham group;2)P < 0.05 vs Rdh
group;3)P < 0.05 vs R8h group;4)P < 0.05 vs R16h group
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Fig.4 The change of SOD and CAT activities in the gastric of SD rats
n=6,x+xs, 1)P<0.05 vs Sham group;2)P < 0.05 vs R4h group; 3)P < 0.05 vs R8h group;4)P < 0.05 vs R16h group
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Nrt2 protein expressions in gastric arbitrary unit
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B 5 &4 SDARBAEL Nrf2 Kik
Fig.5 Western blot analysis of expression of Nrf2 in
gastric tissue
Sham: sham group, R4h: 4h after reperfusion, R8h: 8h after
reperfusion, R16h: 16h after reperfusion. Results are expressed as
mean = SD (n = 6 per group). 1)P < 0.05 vs Sham group;2)P < 0.05
vs Rdh group;3)P < 0.05 vs R8h group;4)P < 0.05 vs R16h group.
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