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ABSTRACT Objective To investigate the effects of S-allylcysteine (SAC), on nitric oxide ( NO) production and
Methods
Five groups including normal control group ( normal diet) , model control group (high-fat diet, HFD) and SAC low, medium, high

antioxidant enzyme activities in hyperlipidemic rats. Male Wistar rats were randomly divided into seven groups.
treated group (high-fat diet + 25,50, 100 mg- kg ' SAC) were sacrificed after 4 weeks dosing, while the other two groups
including L-arginine group (normal diet + 20 mg-kg ™" L-arginine) and SAC + L-arginine group (50 mg-kg ™' SAC +20 mg-kg ™'
L-arginine) were sacrificed at 4 h after dosing. The serum, livers and kidneys were collected. The levels of NO, the activities of
Results

Comparing with model control group, the activities of total NOS in serum and liver were significantly reduced in SAC-treated
groups (P <0.05). The level of L-arginine in SAC-treated groups was (8.25 +1.15), (7.76 £1.24) and (7.22 £1.64)
pg-mL ™" respectively. Compared with model control group, the level of L-arginine were significantly reduced in SAC-treated
groups (P <0.05). Comparing with L-arginine group, the activities of total NOS (T-NOS) and iNOS were reduced in SAC + L-
arginine group. SAC treatment (100 mg-kg™") significantly increased the activities of superoxide dismutase (SOD) (P <0.01)
and the level of glutathione (GSH) (P <0.01), and decreased the level of malondialdehyde ( MDA) in serum and liver of
Conclusion These data suggest that SAC inhibits the NO production by reducing iNOS activity, arginine

nitric oxide synthase ( NOS), antioxidant enzymes in vivo and L-arginine contents in serum were determined.

hyperlipidemic rats.
concentration and exhibited antioxidant activity, which may play a pharmacologically important role in protection from oxidative
injury and pathogenesis of atherosclerosis.
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Fig.1 Comparison of NO level and NOS activity of the serum, liver and kidney among five groups of rats (x +s,n=6)
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L-arginine among five groups of rats (x +s,n =6)
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Fig.3 Comparison of NO level and NOS activity of the serum, liver and kidney among three groups of rats (x +s,n =6)
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F1 SHKRMFEH TC.TG, Ve FKES SOD,CAT GSH-Px &% LL
Tab.1 Comparison of the serum concentration of TC,TG and Vc as well as the activity of SOD, CAT and GSH-Px among

five groups of rats x+s,n=6

1 TC TG Ve/ MDA/ GSH/ SOD CAT GSH-Px/

) mmol -1~ (pgml™")  (umol-L™") (mg-L™") (UemL™") (UsmL™" emin™")
EHENTRA] 1.84£0.19  0.88+0.10 3.70£0.34 5.82£0.32  407.03 +31.41 263.47 +14.49 10.19+1.58  410.48 £31.30
PERISTIRA]  4.3120.847" 1.170.177" 3.30£0.48  8.01 £0.70*" 328.73 £31.15"' 213.38 +27.29"" 6.06 +1.09*> 709.01 +45.64 "'
SAC

INFIEH 2.79£0.487% 1.05£0.17  4.16 £0.11°% 6.47 +0.61 "> 379.55+20.18"7239.44 +8.74  7.77+2.38  664.75 £40.09
A 2.48 £0.287% 0.85 £0.14 "% 4.37 £0.21°> 5.81 +0.51*> 400.51 £22.3377250.20 £9.08 *> 8.46+1.86"" 632.18 £30.75**
KL 2.33+£0.22°7 0.88+0.16%7 4.52+0.32°% 5.22+0.46*% 417.70 £+16.70*> 263.04 +11.06 **> 8.50 +0.92** 663.55 £33.94 **

5 EFBakE, " P<0.01; 5 Baks, PP <0.01, P <0.05

Compared with normal control group, *'P <0. 01 ;compared with model control group, **P <0.01, **P <0.05

*2 5 AKXKBRAFAEH MDA GSH 7k F5 SOD,CAT GSH-Px i % L5
Tab.2 Comparison of the level of MDA, GSH and the activity of SOD,CAT and GSH-Px in liver among five groups of rats

x+s,n=6
SOD GSH-Px CAT
4 MDA/ (pumol -g™") GSH/(mg-g™") -
(U-mg™")
nev-eapilil 2.06 +0.33 29.94 +1.81 273.14 +26. 16 34.47 £4. 10 29.84 +4.57
FRT T HE 2] 3.97 £0.55*' 20.59 +0.46 ' 185.74 +16.50 "' 25.86 +3.33 "' 21.03 +2.63 "'
SAC
MRlEA 3.39+£0.99 21.06 £1.63 192.81 +12.67 27.05 £2.10 22.27 +2.40
Hhl 2.68 £0.26** 25.92 +1.39*? 208.15 £4.92*° 28.54 +2.84 24.18 +1.67
K2 2.28+0.33"° 27.82+1.28"7 218.76 +13.33 " 31.79 +3.66** 24.37 £3.12

5 EFBaE, " P<0.01; 58 Baks, °P<0.01, ¥ P<0.05

Compared with normal control group, *'P <0. 01 ;compared with model control group, **P <0.01, **P <0.05

#£3 5HAKRREHH MDA GSH kF5 SOD,CAT,GSH-Px &4 tb %
Tab.3 Comparison of the level of MDA, GSH and the activity of SOD, CAT and GSH-Px in kidneys among five groups of

rats x+s,n=6
n MDA/ GSH/ SOD GSH-Px CAT
gﬂtr',l _1 -1 -1
(umol-g™") (mg-g~) (U-mg™)
TE X IR H 1.58 £0.22 35.70 +4.55 222.88 +20.64 27.99 +5.73 25.89 +4.19
FEHR T B2 2.03+0.11" 27.91 +2. 11 164.33 £24.09 ! 22.30 +1.53*? 18.22 £4.74*>
SAC
Nl b= 1.61£0.37"° 24.00 4. 14 176.38 +31.37 22.54 +3.15 21.03 +1.68
bl 1.55+0.28 * 27.09 +4.22 182.68 £37.51 22.34 +3.68 22.12 £4.40
pilieil 1.46 £0.11"* 32.93 £2.52** 208.46 £11.73** 25.86 +4.76 23.71 +4.83
5 gt atis, P <0.01, PP <0.05; 5AEA A m R, P <0.05, **P<0.01
Compared with normal control group, *' P <0.01, **P <0. 05 ;compared with model control group, “*P <0.05, **P <0. 01
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