CN 43-1262/R HEF kgL 44 & 2002 55 10 E2 1 3

[ XEHS]

1007-3949(2002) 10-01-0019-04

SR L4 ) R 0 P B 2 % A
U A AR 1

N=RY
./

FInlE, &, F R, BREh, E%H, FRRE, S6RE, HYER
(LMARFEFERBRELEEEHAE, LEEFET 250012)

[FREIE] FHFE; ARE;, —ALREH FHRHHFERRL

[ F| ATHRTFLESDRARRFERGAHZRY, RRFDLEAFTRAS; A THELEKRR, AR
x5 bk P9 R AL A R E Ao R — AL R A B R A R B AR A A e R A R Yk, R AL, S5 E kR
ERFAEBOI LAY 60RE, AR FRAFDKAR@BEARFRE@BEERIRKTHEARSHH(P<O.
05), ¥R —ARRLSBRAERES TFTEHIRARBA(P< 0.05), LAk L4512 65 LHE T,
RRA¥AE A0 A0 EHRKaE XA 2B RKE ALEFARNLR—ANRSBANE TR, ERRF, FAE
BOO1 1% & A6 JE B 1) B 2mfie . ) B & R AR AR D, FF TR A LR — &AL R85 09 &k, & M4 & I8 a5 2 e
AR E R
[PEISTZES] RI72.6 [ CRAFRIRES] A
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[ ABSTRACT] Aim To investigate the protection of effective elements from Scute Llaria Barbata on arterial endothelium.
Methods The Wistar rats were fed with higlr cholesterol diet and treated with the AOO1 element and the BOO1 element of Scute
Llaria Barbata for 60 days. The levels of the blood total cholesterol (TG), triglycerides (TG), endothelirr 1( ET-1), endothelial
nitric oxide synthase (eNOS) and the positive rate of ET' in “en face” preparation of arterial endothelium were detected. Re
sults The concentrations of TC and TG did not reduce in hyperlipidemic rats treated with both BOO1 and A001.  The blood ET-
1, positive rate of ET in arterial endothelium and the morphological injury of the arterial endothelium decreased significantly ( P <
0.05) and the blood eNOS increased significantly ( P< 0. 05) in the hyperlipidemic rats treated with BOOI.
The BOO1 is the effective element of Scute Llaria Barba-
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The hyperlipidemic

rats treated with AOO1 did not show the same changes. Conclusion

ta, which can protect the arterial endothelium and impede the development of atherosclerosis.
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Table 1. Effect of different element of Scute Llaria Barbata on
total cholesterol (x &5, mmol/ L).

Groups 0d 30 d 90 d

Control 1.762%0.194  1.784%0.163  1.796 0. 158
HL 1.78520.168  5.97310.162° 6. 124 0. 180°
HL+ BOOL  1.790%0.153  6.023%0.173"  6.358 *0. 173°
HL+ A001  1.853%0.178  5.93240.181*  6.342 0. 143

HL= high lipid diet; the same below. a: P< 0.05, compared with control

group.

F=2 HBIEARESFTMBEHB=MESEHZN.
Table 2.
blood triglyceride (x Ts, mmol/L)

Effect of different element of Scute Llaria Barbata on

Groups 0d 30d 90 d

Control 1.074 £0. 121 1.028 £0. 123 1. 039 £0. 134
HL 0. 986 0. 109 3. 124 %0. 414* 3.582 0. 324°
BOO1 1.013 0. 132 3.200 %0. 468°  3.712%0. 316
A001 0.963 0. 122 3. 135 %0. 382° 3. 678 +0. 322°

a: P< 0.05, compared with control group.
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Table 3. Effect of different element of Scute Llaria Barbata on
blood endothelim 1 (x £s, mmol/L).

Groups 0d 30d 90 d

Control 231.38%23.09  248.03130.42  242.62%35.07
HL 224.68%31.56  313.23136.52°  398.65%31.08
B0O1 231.52%26.36  323.26£30.09°  327.65%£28. 04"
A001 228.32+30.45  316.54 129.56°  376.28 £32.78

a: P< 0.05, compared with control group; b: P< 0.05, compared with HC

group.
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Table 4. Effect of different element of Scute Llaria Barbata on

Figure 1) -
plasma eNOS active (x T, ku/L).
Groups 0d 30d #d x5 hEKAE MK REMEMMmE.
Control 31.53%2.76  30.62%2.58  31.69%2.63 Table 5. Positive rate of endothelin in the arterial endothelium
HL 29.66%2.35  23.19+2.48  18.38 £1.63 (x £s, % ).
B0O1 30.62%2.52  23.3212.56"  24.67%2.62° Groups Positive rate
A001 28.78%2.23  22.46%*1.85* 18.07X1.79 Control 2.78 £0.23
a: P< 0.05, compared with control group; b: P< 0. 05, compared with HC HL 7.23%0. 28°
group. BOO1 3.82%0. 16

A001 6. 11 £0.29
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a: P< 0.05, compared with control group; b: P< 0.05, compared with HC
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Figure 1. Detection of Endothelin in ” En-face” preperation of aortic endothelium in rat (40 x 10).  A: Control group; B: HL group; C:
B0O1 group; D: A001 group.
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