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Effects of cold preservation reperfusion injury on the metabolite profiling of

bile acids in rats after liver transplantation
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[ Abstract]Objective . To investigate the effects of cold preservation reperfusion injury (CPRI) on the variation of bile acid composition
in rats after liver transplantation. Methods ; Reverse phase—high performance liquid chromatography with precolumn derivatization and
fluorescence detection was used to determinate the bile acid composition in rat bile after the surgery by using the donor livers
which were coldly preserved for 12 h, 1 h and the control livers. Metabolite profiling analysis of bile acid was performed by the
methods of principal component analysis and partial least squares—discriminant analysis. Results ; It was obvious that CPRI for 12 h,
1 h groups and the control group can be separated with the metabolite profile of bile acids and bile duct injury was probably closely
related with taurodeoxycholic acid. Hydrophobicity index of CPRI for 12 h group was increased significantly after liver transplantation
and was closely correlated with cold preservation time of the donor livers. Conclusion ; Metabolite profiling of bile acids in rat bile af-
ter liver transplantation is significantly influenced by CPRI.
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Fig.1 PCA scores of bile acids in CPRI groups and control group
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£ 1 BEiE:hAY TDCA BIRE (x £5, u mol/L)
Tab.1 Concentrations of TDCA in bile acids ( x +s, u mol/L)
e B3R %5K %8 K 511K

CPRI12h % 2850.4 +144.9 12104 + 166.7 1687.2+842.9 1005.1 +408.7
CPRI1h# 524.3 £110.5 429.1 + 13.4 387.8+16.6 285.9 +20.6

X HRZH 775.5 +284.2 709.0 +234.3 613.0+185.2 409.9 + 164.4

P1 A <0.001 0.042 0.038

P2 {H 0.001 0.056 0.050

P3{H 0.280 0.606 0.595

::P1,CPRI12h Y CPRI 1 h 4H[A] b4 ; P2 ,CPRI 12 h S %f HEZH A b4 ; P 3 ,CPRI 1 h 55 %] B 4H [a] Ho 4
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ZHIY HI 25 TATIRZE (P2<0.001, P2<0.001, P2<0.01;P3=0.013,
P3=0.027,P3=0.023) , H B # LA G AT ] (¥ 11 HI T
I, ARSE 14 d 3 AR BARTERY HI XARE 2 5%
7K {H CPRI 12 h 445 F 53 4MNH4L(P1=0.049, P2=0.016) .
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