CN 43-1262/ R H [E g Bk i1k 4= 2 2004 55 12 556 5 H#A 549
[XEBHS]  1007-3949( 2004) 12-05- 054904 e SLIGHFTT

P SR 75 26 WG 50 R R BB S L3 C 2 26 117K

TR, &85, ks D&k BEE T %
(GUARXFFEERESRA, LA FHT 250012)

[REiFE] AR, FEIFRRFEAGHRBHAL;, BELANZ® FHIFRLHFE, FERBHERL,

CREEA; Rk

[ E| HITHIFREFENIRBERLEALFT CALEONERN. 15 AEEHBGL KRG LML, AL

AR (R EBENH) BEERA(CREA 1% R EERORENRM) AT A REFEAARE 122 E
ERIHEFREFEOTERAHR) . TERFLIT I AR EH 1.24.8. 2 ARRE M &, 0o C AR
EAKF. ERARFAKROREZMBOERA, REZHRETHREF I, BRKIA, HHRER AL
B HAFREFFALFCREZFAOKFE I ARAAEEIK(P<0.001), FEHFELRER, SHEEEAF
HANRREF AR LFCREZOKFER AN EAZHEAXE(r=0.99047, P< 0.001 #= r= 0.74777, P< 0.
001) o REFHHAA, HEFREFZLINRANRBHERURTAEARE(ZHREREM LR MK E) L& IE
WA LIEIL(P< 0.01) . BREF, HHHREFE LA RLABRBHFRA A, LAF TR EEIKLF C AL
EaKFA X,
[FESES] RS [ SCEKARIRAD] A
Effect of Grape Seed Proanthocyanidin Extract on Serum C- reactive protein in Rabbits
MA YaBing, GAO HarQing, YI Yong Liang, FENG Meng Lin, JING BarQian, and YU Yang

( Department o Geriatrics, Qilu Hospital ¢ Shandong University, Jinan 250012, China)

[ KEY WORDS] Rabbits;  Risk Factor
[ABSTRACT] Aim To observe the effect of grape seed proanthocyanidin exiract ( GSPE) on serum C-reactive protein
(CRP) in rabbits. Methods

The control group was fed with standard diet.

Grape Seed Proanthocyanidin;  Atherosclerosis;  C-Reactive Protein;
15 New Zealand male rabbits were randomized into three groups with 5 rabbits in each group.

The
All the rabbits were fed for twelve weeks.

The cholesterol group was fed with standard diet containing 1% cholesterol.
GSPE group was fed with standard diet containing 1% GSPE plus 1% cholesterol.
Blood samples were drawn from ear middle arteries of rabbits just before the experiment and at the first, the second, the forth, the
eighth and the twelfth weekend of the experiment.  All the rabbits were fasted for at least eight hours before the blood was drawn.
Serum CRP was determined using a commercially available CRP EIA kit.  All the rabbits were sacrificed at the twelfth weekend
and aortas of the rabbits were excised for the morphological observation.
scope. Results Compared with the cholesterol group, the serum CRP contents were lowered markedly by dietary GSPE ( P
< 0.001) at the first weekend and lasted to the end of the experiment. ~ Both the cholesterol group and the GSPE group showed
high correlation of the treat and time ( r= 0. 99047. P< 0.001 and r= 0.74777. P< 0.00D).
atherosclerosis ( the thick of aortas and the number of foam cells) of the GSPE group were less than those of the cholesterol group

(P< 0.01).
CRP.

Aorta samples were observed through optical micro-

The extent and severitv of

Conclusions GSPE had the efficacy of antr atherogenesis, one mechanism of which was that it can inhibit the
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Table 1. Serum C- reactive protein level in different groups

I ) () of 21 FRBITIH HIEAEIEE RN
0 282.4%1. 1 282.0%3.1 281.9%2.5

1 282.5%1.2  336.6%3.0° 286.7 £2. 1%

2 282.4%1.2  340.1%3.9° 287. 612, o

4 281.9%1.3 344 1%3.4° 288. 512, 6"

8 283.6+4. 1 349. 04, 2 289. 4 2. g™

12 282.2%5. 1 352.3%4.1¢ 290.2 %3, 1«

a: P< 0.05, b: P<0.01, ¢: P< 0.0001, 5% 20 7 i a] & L
d: P< 0.0001, 5645504 [B] ) A B R
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< 0.01; % 2, Table 2)
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Figure 1. Serum CRP level in different groups

2. 12 AREEREFNKRGIED (x £s, n=5)
Table 2. Rabbit aorta injury score at the 12 th weekend in dif-

ferent groups
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a: P< 0.01, SXMBAE; b: P< 0.01, 5EEHiR 4 L.
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B2 S 12 AR EFEKA(HE x 100)
Figure 2. The morphology of aorter in rabbit for 12 weeks
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