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Resveratrol protects against peroxide toxicity in rats induced by arsenic trioxide

LIU Zhong—lu] , BI Yu-tian® , YUAN Jun' (' Laboratory Animal Center, *Department of Respiratory Diseases, Institute of Surgery
Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To study the effects of resveratrol against toxicity induced by arsenic trioxide in
rats. Methods Arsenic trioxide was given to SD rats intraperitoneally for 4 weeks. Resveratrol was injected in-
traperitoneally to the animals 4 h before arsenic trioxide challenge at dose of 30, 60, or 120 mg - kg ™'+ d ™',
Four weeks later, the contents of malondialdehyde ( MDA ) , superoxide dismutase (SOD) , nitric oxide (NO) ,
glutathione peroxidase ( GSH-Px) in serum, lung, spleen, liver and brain tissues were measured. Results
Compared with the normal control rats, arsenic trioxide challenge resulted in increases of NO and MDA contents
in serum, lung, spleen, liver and brain tissues, and decreases of GSH-Px and SOD levels in the rats received
arsenic trioxide only. Resveratrol significantly inhibited these changes induced by arsenic trioxide in rat serum,
lung, spleen, liver and brain tissues in a dose-dependent manner. Conclusion Resveratrol can protect anti-
peroxidase activity and inhibit peroxide productions.
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*1 KXRIMF GSH-Px MDA NO .SOD ByZE4k (x £5)

5 n GSH-Px(U/L) MDA(pmol/L) NO(umol/L)  SOD(kU/L)
A 8 171.10+7.07  3.66+1.39  37.22+3.18  455.50 £57.55
B 8  110.05 +21.16 13.55£2.82%  49.20 £1.28% 131.46 +48. 172
C 8  159.14+6.13°  4.22+1.53°  38.69 £4.11° 471.31 £47.11°¢
D 8  149.37 +8.67¢ 7.01 =1.73¢  41.36 £3.01¢ 319.21 +82.11¢
E 8  138.95+6.68° 11.06=2.16"  43.10 £4.11> 161.74 +40. 17"

a: P<0.01,55 AZipE; b, P<0.05, c: P<0.01, 5 B 2apes

*2 XRAEZL GSH-Px MDA NO . .SOD HZE{L (% =)

S GSH-Px MDA NO SOD
(U/mg) (nmol/mg) (nmol/mg) (U/mg)
A 8 12.88 £2.35 7.32+2.33 3.71 £0.65 154.01 £13.55
B 8 7.77 £1.64%  14.53 £2.012 5.35+0.78* 122.22 +22.16*
C 8 11.12 £2.35¢ 8.65 £3.98¢ 3.95+0.61¢ 148.74 £9.87¢
D 8 10.02+1.18¢ 10.59 £2.13¢ 4.21 £0.78° 142.31 +15.32¢
E 8 9.36 +1.60° 12.05 +2.56" 5.10+1.67 131.61 £17.31¢
a; P<0.01,5 A Zab%; b: P<0.05, ¢;: P<0.01,5 B #arkbi

*3 KEMAL GSH-Px MDA NO SOD HZ5{L (x +5)

, GSH-Px MDA NO SOD
4 n
(U/mg) (' nmol/mg) (nmol/mg) (U/mg)
11.18 £2. 15 4.32+£1.23 2.87 +0.75 147.01 £12.47

7.15£0.74*  10.57 +2.63*

A 8

B 8 4.95£0.66* 101.22 +27.06*
C 8 10.52 +1.36°

D 8

E 8

5.35+2.28¢  3.05+0.41¢ 135.67 +12.33¢
9.96£1.08¢ 8.49£2.17°  4.06+0.78° 126.37 £15.33¢
8.06+1.33¢  9.08+1.59>  4.10£0.65” 110.73 £10.86"

a: P<0.01,5 AZrks; b, P<0.05, ¢c: P<0.01,5 B4irbs

*4 KXRBFEL GSH-Px MDA NO . .SOD HZE{L (7 )

GSH-Px MDA NO SOD
Hyl on

(U/mg) (nmol/mg) (nmol/mg) (U/mg)
A 8 14.38 £2.36 8.68 £3.03 5.01 £0.55 161.22 £15.71
B 8 8.83 £1.54* 15.57 £3.04* 8.65 +0.18* 133.27 +18.19*
C 8 13.07 £2.25¢  9.65 +£3.78°¢ 5.94 £0.64¢  158.54 £10.64¢
D 8 11.16 £1.23¢  11.67 £3.27¢ 6.37 £0.58¢  148.71 +11.36¢
E 8  9.78+1.58" 13.06+2.28"  7.83x1.67  139.55+12.35"

a: P<0.01,5 A4ks; b P<0.05, ¢: P<0.01,%5 B4irtbs
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£S5 KRIEZAZL GSH-Px MDA NO .SOD HZ{L (7 +5)

45 n GSH-Px MDA NO SOD
(U/mg) (nmol/mg) (nmol/mg) (U/mg)
A 8  12.88%2.35 6.95+2.15 4.68 £0.59 138.58 £16.74
B 8 7.77 £1.64°  13.58 +1.782 6.43 £0.67° 97.76 +18.83°
C 8  11.12%2.35° 8.63 +£2.95¢ 4.91+0.51¢  130.83 +10.37°¢
D 8 10.02+1.18°  10.79 +1.83¢ 5.82+0.68°  110.71 +18.38¢
E 8 9.36+1.60°  11.15 +1.58> 6.05 +0.38 105.91 +15. 48P

a: P<0.01,5 A4ks; b: P<0.05, ¢: P<0.01,%5 Birtig
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