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Protective effects of levocarnitine on kidney after cardiopulmonary resuscitation in rat
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Abstract: Objective To investigate the change of cytokines induced by cardiopulmonary resuscitation after cardiac

arrest and t he mechanism of protective effects of levocarnitine. Methods After setting up cardiopulmonary resuscita

tion model in rats, 30 anmials were randomly devided into operation control group(group S,n= 10) ,routine resusci-

tation group(group C, n= 10) and levocarnitine treated group( group L, n= 10) . Group S was not induced cardiac ar-

rest. Group C was performed standard CPR after cardiac arrest. Group L was treated by levocarnitine. Dynamic ob-
servation of levels of TNEa, II-18, iNOS, SU and Scar in serum and TNEa, II- 1Band iNOS in renal tissue were
measured. Results Contrast to group S, the levels of TNF-a, II-18,iNOS, SU and Scr in serum and T NEa, II-18and

iNOS in renal tissue in other groups gradually increased respectively( P< 0.01) . Inareases of T NE-a, II- 1B, iNOS,

SU and Scr in serum and T NE-a, II= 1B and iNOS in renal tissue in group L were less than in group C at the same

stage( P< 0.05) . Conclusion Levocarnitine has protective effects and ameliorated the damage of the inflammtary cy

tokines on the kidneys after cardiopulmonary resuscitat ion.
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1 TNEa II-18 iNOS (x £s)
TNFEa(ng/L) 11-18(ng/ L) iNOS (U/ L)
CA ROSC2 h ROSC4 h CA ROSC2 h ROSC4 h CA ROSC2 h ROSC4 h
S 6. 23121 12.22F2.63 12 34%2 50 6. 47136 13.25F2 27 14 25%2 36 5.35%0.4 9.31FL 6/ 9.8FEL 75
C 6.54%1.25 63.24%5.72a 96.40%6 742 7.12%1.05 77.25%8 79a 123.27+9.47a  6.10%0.56 55.78%6. 54a 90. 72 £8. 26a
L 6.52%1.35 45.16%4.400 75.34 %3 4] 6.95F1.32 53.13%+6.43% 90.56%6. 78>  5.95%£0.5 34.65%4 1ab 7. 98 %5 20b
CA ,aP< 0.01; C ,PP< 0.05
2 TNEa II-1B iNOS (k%s)
TNEa(ng/L) 11-1B(ng/ L) iNOS (U/ L)
CA ROSC2 h ROSC4 h CA ROSC2 h ROSC4 h CA ROSC2 h ROSC4 h
S 5. 12F1.45 7.89F1.73 8.09F1.70 8 78146 9.12FL 34 9.45%2 70 7.45F1.28 9 14F1.32 9 56FL 28
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CA ,2P< 0.01; C ,PP< 0.05
3 SU Ser (k £s5)
SU(mmol/L) Ser(Bmol/ L)
CA ROSC2 h ROSC4 h CA ROSC2 h ROSC4 h
S 9.35%1.56 9.69t1. 48 10.12%+1.73 76.47%9. 46 79.12%7.67 80. 56 8. 32
C 10.45%1.78 20. 87 £5. 462 29.17%£7. 66 99.73%8.78 231.67%13. 56 299.51%12.90=
L 10.56%1. 66 16. 43 %4, 34ab 20. 124, 23 90.5619. 23 140. 76 £10. 98> 200.21%9. 25
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