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ABSTRACT Objective: To observe the change of uncoupling protein 2 (UCP2) and its correlation with liver injury in the C57/BL
mice with thioacetamide (TAA) induced acute liver injury (ALI). Methods: C57/BL mice were randomly divided into four groups: control
group, ALI 1 d, ALI 4 d and ALI 7 d. Mice received intra-abdominal injection of TAA (300 mg-kg'-d" for 3 days) in the ALI groups,
and the control group was injected equal volume of 0.9 % NaCl. The level of serum aspartate amino transferase (AST) and alanine
aminotransferase (ALT) in serum was detected by Elisa. The samples of liver tissue were harvested and pathomorphological changes of
samples were examined by hematoxylin-eosin (HE) staining. Western Blot was used to detect the expression of UCP2 protein. Real time
quality PCR was used to evaluate the expression of UCP2 in the mRNA level. Results: The level of ALT (160.69+ 22.11 vs 34.43% 5.19;
96.37+ 15.39 vs 34.43+ 5.19)and AST (306.54% 68.09 vs 97.74% 14.49; 173.94% 26.74 vs 97.74% 14.49) in ALI groups were signifi-
cantly higher than those in the control group at 1 dand 4 d (P<0.05), and peaked at 1d; HE staining showed that a mass of inflammatory
cells infiltration and cells degeneration were observed in ALI groups, and the damage was evident at 1 d and 4 d; Western Blot detected
that the expression of UCP2 in the extracted protein of liver tissue and liver mitochondria increased significantly at 1 d (2.84 and 2.19 -
fold, respectively) and 4 d (2.25 and 1.68 - fold, respectively) compared with control group (P<0.05); The result of real time quality-PCR
indicated that the level of UCP2 enhanced significantly at 1 d (3.79 - fold) and 4 d (1.46 - fold) in ALI groups compared with control
group (P<0.05). Conclusion: UCP2 was highly expressed in protein and mRNA levels in acute liver injury, and UCP2 could be important
for the treatment of acute liver injury.
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Fig.1 The effect of different time of ALI on the body weight and survival rate levels

Note: Data were expressed as MEAN+ SD, n=10. *P<0.05, **P<0.01, compared with the control group.
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Fig.2 Effect of different time of ALI on the ALT and AST levels

Note: Data were expressed as MEAN+ SD, n=8-9. ¥*P<0.05, **P<0.01, ***P<0.001, compared with the control group.

B 3 2R/ RBTRER IR Y] A (HE 200% )

xio g

Fig.3 HE dyed paraffin section of liver tissue in optical microscope

a represents the control group; a, b, ¢ and d represent the ALI 1 d, 4 d and 7 d groups, respectively.
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Fig.4 The western blot results of UCP2 after acute liver injury

Note: The protein level of UCP2 was presented in total liver (a) and purified mitochondria (c), quantity analyze represent with (b) and (d), respectively.

Data were expressed as MEAN+ SD, n=3. *P<0.05, **P<0.01, compared with the control group.
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Note: Data were expressed as MEAN+ SD, n=3. *P<0.05, **P<0.01,
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