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The funcation of endoplasmic reticulum stress in rat severe acute pancreatitis-associated liver injury LI Yang,ZHAO
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[Abstract] Objective To observe the changes of endoplasmic reticulum stress-related molecules glucose-regu-
lated protein 78 (GRP78) and CCAAT/enhancerbinding protein homologous protein (CHOP) in the severe acute
pancreatitis-associated liver injury and to discuss whether endoplasmic reticulum stress (ERS) participate in the pro-
gress of severe acute pancreatitis-associated liver injury. Methods The subject established the model of severe acute
pancreatitis-associated liver injury by 5% sodium taurocholate. 80 male SD rats were randomly divided into sham
groups(n=40)and model groups(n=40). Then each groups were randomly divided into 3h.6h,12h,24h and 36h ac-
cording time points. The changes of serum amylase (AMY), alanine aminotransferase (ALT) and aspartate amin-
otransferase (AST) were detected by automatic biochemical analyzer. Pathological changes of the liver were observed
with HE staining. The expression of GRP78 and CHOP were detected by Western blot. Results (1) The level of ser-
um enzyme were significantly increased and reached the peak value at 12h in model groups(P<C0. 05). The level of
serum enzyme in the model groups were significantly increased compared with corresponding time points of sham
groups (P<C0.05). (2)The HE staining showed that the injury of the liver was the most serious at 24 h. (3) Western
blot test showed that the expression of GRP78 and CHOP in the model groups were significantly increased and
reached the peak value at 24 h(P<Z0. 05). The expression of GRP78 and CHOP in the model groups were significant-
ly increased compared with corresponding time points of sham groups(P<C0. 05). Conclusion The injury of the liver
was the most serious at 24h and ERS may be involved in the progress of severe acute pancreatitis-associated liver in-
jury.
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3N AR 1 mL/100 g, #4210 s, {5 ¥ 3 min, Bk 30 ik
Je AR EE )R B R AR D) R JE R E B
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1 {FHKXKRME AMYALT & AST #iUELRILE(U/L,z=Es5)

LoAlIRNEl 3h 6 h 12 h 24 h 36 h

AMY (FERI ) 1067.6+123.6 2299.5+333.3 5 400.5+349.9 4 757.04320.8 3538.94329.8

AMY (sham #1) 645.0+84.5 654. 5480, 2 656.4478.1 650.0488.5 650.1482.0

ALT BRI 4H) 112.6+11.8 275.14+19.4 405.1+11.0 317.94+12.3 213.94+13.5

ALT(sham 41) 44,3+3.6 46.6+3.6 46.9+3.1 46.6+3.7 44,5+2.9

AST (741 224, 6422, 7 436.0435. 4 634.8432.5 451. 0434, 3 394.3433.3

AST (sham 4) 126.0+13.3 126.3+11.5 128.0+12. 2 127.0+12.1 125.6+13.6
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S TRB3 % ik, TRB3 B 4% il i3 6 5 4655 AL 3 4 CHOP %
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