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[ ABSTRACT] Aim  To study the effect of 2, 3-dioxoindoline on experimental atherosclerosis in quail and its possible mech-
anisms. Methods Atherosclerosis model in quail was established and divided randomly as group of 2, 3 dioxoindoline (20,

60, 120 mg/kg), lovastatin(79. 5 mg/kg) , model and control.
week respectively.
dismutase (SOD) , glutathione peroxidase( GSH-Px) and total antioxidant capacit (T-AOC) while reduced malondiadehyde (MDA)
Results At the eighth weekend compared with model group, 2, 3-dioxoindoline decreased
the levels of total cho-lesterol (TC) (P< 0.01), triglyceride (TG) (P< 0.01), low density lipoprotein cholesterol (LDLC) and
apolipoprotein B ( P< 0.05, P< 0.01), increased high density lipoprotein cholesterol (HDLC) and apolipoprotein A in serum.

At the same time, TC and TG in the liver, myocardial and aortic wall were reduced ( P< 0.05, P< 0.01), the degree of ath-

The lipid levels in serum were detected at the end of 5th and 8th

The aorta, myocardium and liver were examined histopathologically and so were the level of total superoxide

in serum at the end of 8th week.

erosclerotic lesion in aorta and coronary artery and fatty degeneration of liver in 2, 3- dioxoindoline group was reduced ( P< 0. 05,
P< 0.01), the level of the serum SOD, GSH-Px and T-AOC was increased while MDA level was reduced ( P< 0.05, P< O.
01).

ing blood lipid level and antioxidation.

Conclusions Beforehand administration of 2, 3- dioxoindoline can inhibit atherosclerotic lesion probably due to decreas-
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TG TC LDLC HDLC
5 W

(mmol/L) (mmol/L) (mmol/L) (mmol/L)
SRR H 1.2130.19 5.79%1.25 1.5630.35  3.64%0.77
[ = 3.1110.39¢ 55.36%11.32¢ 34.25%5.25¢  3.370.83
AR AT 20 2.7110.29" 39.03%7.99" 24 14+4.29°  4.35%1.30

BRI EZA 2,01 40.38> 43.32%6.46>  26.17F4.97  4.63%E1.46
Wk T B4 2,01 20,400 38.51 £12.18> 17.1313.3. 62> 4.64 £0.89

NIRRT B4 1.9240.30> 31.92+7.40P 12,2033, 15 4.85+0.872

a: P< 0.05, b: P< 0.01, SEAgHEES o P< 0.01, SXTHREELEL.

2.2 BEERPKFFBER O ERES SR
BRI BKA L b TC MTG & B E ST
SXof HELEHL, T P R K R L AN 2 4H R AR AR YT 41 TC
MITG /KB, SEARHZE R B2 (P< 0.05,
P< 0.01) (% 3)
2.3 REBESERE
2.3.1 KFRERS & e Ji 4L 30 40 1) JFE IO G 1 P
RIE 2 AR T WLE ] & 2 B B AR A2, f
A RV, B2 T AT WL I P A K = R i, AR
AT IEH N RBAL(P< 0.01), ARG SCHR 3] BFAE
RERTAZ 1 7 BARAE, M| kB & R T A HE R T &
REAH, FFAE 2B/ N F & R4 ( P< 0. 05, P< 0.01)
(F4, ED.



CN 431262/ R H E BBk AE AR 2006 55 14 55 10 3 859
%2 B8 AR 2 > BV ESMmALEM (« £5, n= 10)
i TG TC LDLC HDLC WHEEA A BAREO B
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (g/L) (g/L)
o REZH 1.37 %0. 21 5.53%0.91 1.22 £0.30 3.28%0.71 1.90 £0. 43 0.98 +0. 18
=g 4H 3.31 0. 62¢ 60. 66 £13. 65° 39. 41 £5. 99¢ 3.9520.80 2.01£0. 48 31.2315.41°
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a: P< 0.05, b: P< 0.01, HEfRALILE; o P<0.01, HXTRAILE.
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— EFHK (mg/ 10 mg) DAL (mg/ 100 mg) JIFHE (mg/ 100 mg)
TC TG TC TG TC TG
of HELZH 4.71%0.99 7.58%1.83 5.25%0. 67 8.57%1.23 6.80%0.49 13.64 £3. 44
e 7.76 £1. 65° 9.19 £2. 05 8.51%1.64° 16. 54 £2. 56° 23.69*4.51°  19.57 +4,95°
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5] R g /) 77 2 6.25%0.95" 6.17 £1. 71 6.14%1.23" 14.91%3.21 17. 10 2. 728 17.26 £3. 46
5] R g v 77 2 5.9610. 93" 4.56%1.13" 6. 09 0. 99" 12.83£3.63° 14.97 £2. 24" 15.38£3.80
s R g K R 2 5.02 0. 66" 4.37%1. 04" 5.79 10. 48" 10.26 2. 98" 13.4512. 72" 14.21%2.39°
a: P< 0.05, b: P< 0.01, HERAIE: ¢ P<0.01, d P< 0.05 LxIHALLLE.
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EFE(P< 0.05 P< 0.01), MIEHA S &S RAL SBilEHHE S sl T4 P< 0.01) (£ 6) .
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F 6. 758 A 2, > BIRER M55 S BB LE. S HAK TS UM SRELENRE_BSEOEM (« £, n

= 10)
5 @ T-SOD (73 GSH-Px T-AOC
(ky/L) (Hmol/L) (ku/L) (ku/L)
ot BEZH 50.97 £8.23 10.83£2. 12 591.3£135.0 9.76+2.59
= iR 4H 46.98 £9. 51 19.30 4. 79¢ 604. 1 £152.2 9.03%2.44
AT A 79.5 62.8119. 03" 10. 18 2. 92" 785. 08 £101. 72° 13.78 13, 89*
5] I gt /) ) R 2 20 51.73%6.35 10. 09 +2. 50 743.5%124.9 9.8812.36
1] e it o ) e 2 67.3318. 62" 9.49 12 70" 802. 1 £178. 6° 12.41 £2.89°
1] e gt K5 e 2 69. 86 £7. 96" 7.0312. 44" 837.2 £150. 6° 14. 69 £2. 89"

a: P< 0.05, b: P< 0.01, SEMRALLE: ¢ P< 0.01, SxRALLE .
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