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[(FAE] B HKiTTAMYEKREAY TRy BHER T 1a(PCC-lo) st s FHREZRGOKRYPER. Hik HEX
BITse o AR EFHGAER KA IEE 12 h. A& G % 95 97 i (Western blot) # | PGC-1a & & H 2 . 5F 4 0] FF IE 7% M &, = 3% #%
B (ATP) K & o 7 BB RE A B (AL BB T4 IR BT L. % —% @, M PGC-loa Bm 3 KX Bk F AKX
R be FAENEL, TohBi# 25, F L Western blot 40 PGC-la & & , I ik & M & ATP K -F Fo o AT B & M T AL, 3746
PGC-la K XA sk o F RGO RFAER, BR Ho FEEFIE PGC-lo RERBFRAAATBACKRF AN I KK
P<C0.05) , F) B B BE 36 B Rk Kk - & ALT & 2 £ & . m A ATP & AR 0 (35 P<0.05), PGC-lo %% & it ik fIk4 2
% Eif B o Bk E T IE PGC-lo A ik . F) B AP JE & M AR K 2 ALT M8 R # £ M B F BAK, @ T ATP = A3 (3§ P<
0.05). #Fif PGC-la RAA A TP I Stb R ZHA .
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Protective effect of peroxisome proliferator receptor y coactivator-la on hepatic ischemia-reperfusion injury
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[Abstract] Objective

patic ischemia-reperfusion injury. Methods

To investigate the protective effect of peroxisome proliferator receptor y coactivator (PGC) -1a on he-
The rat model of hepatic ischemia-reperfusion injury was established. The expression of
PGC-1a was detected by Western blot after 12 hours of reperfusion. The changes of reactive oxygen species(ROS) , ATP level and
serum liver enzyme activity were measured,and the liver function was evaluated. On the other hand, PGC-1q lentiviral overexpres-
sion vector was constructed and transfected in rat before ischemia-reperfusion. After ischemia-reperfusion, the expression of PGC-
la,liver ROS, ATP level were measured by Western blot to explore the protective role of PGC-1q in liver ischemia reperfusion inju-
ry. Results The expression of PGC-1q¢ in ischemia-reperfusion liver was significantly lower than that in the control group (P<C
0.05). The level of ROS[ (325.4+70. 9 RLU ws. (108. 5+25. 2)RLU, P<<0. 05 ],the ALT activity in serum[ (367.8+82. 7)U/L
vs. (98.7416.8 YU/L, P<C0. 05 ]in ischemia-reperfusion liver were increased than that in the control group, whereas liver ATP
production was reduced[ (6. 143. 7) pmol ws. (19. 8 3. 1) pmol, P<C0. 05) ]. The expression of PGC-1q in the liver was significantly
up-regulated by PGC-1q lentiviral overexpression vector (57.3 #+ 21.3) U/L ws. (311.2%25.8) U/L,P<C0.05),down-regulated
ROS[(98.7£18. 9RLU ws. (300. 2445, 6) RLU, P<C0. 05] and serum glutamic-pyruvic transaminase[ (105. 3= 21. 3) U/L ws.
(311.2+25.8)U/L,P<0. 05) ],and increased liver ATP production [ (17. 343. 1) pmol vs. (5. 842. 0) pmol, P<0. 05 Jin contrast
to non-transfected rats. Conclusion PGC-1q contributes to protect liver ischemia reperfusion injury.
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