i %[8]0 ALT ﬂ;u AST %”ﬁ ﬁiﬁgu ]i;ﬁHTjﬁ %i&@ﬁ‘] [2] LIANG Z W_, CUI L X. E?(perience on the intoxication and
rescue of Dioscorea bulbifera L [J]. Chin J Mod Appl

ﬁﬂ%?g*}ﬁ[g] o MDA %ﬁ%{%HEE(LPO)IE&%Z Pharm('T' m}ﬂ,{tﬁzfﬂ%?)’ 2001, 18(7)1 23-24.
—, WM e SFASANSE, 7ML [31 SUNH D, CHOW E C Y, LIU S J, et al. The Caco-2 cell
N - N layer: useful limitati . i
ARG R A SR T L 4 i 2005, 4ty 305t U Fpe opn B
MR R . GSH-PX MHUAHI AN RS T [4] WANG I M, JI L L, BRANFORD-WHITE C I, et al.
*}L el 552 %B ﬁj\ , XJ@% . }ﬁ ol 2/[3\ GSH-PX {ﬁ‘]‘i@ﬁ 1 v S?tléir;(;aﬁzvgglgf 82;(;5ycc;;e;3b9uflfera L. rhizome in vivo
—EREE Ll A AL A Y %%E[IO] o TAHWIF [5] WANGIM, -JI LL,LIU H, et al. Study of the hepatotoxicity
Jﬁgﬂ W\J: 4 ﬂ:' Tﬁﬁﬁﬁﬂ &}‘T , El}zﬁ Caco-2 éﬁﬂ@*ﬁ i;lr(il:lze:sd;glEIZ?;;):re;Z-E;L;I.beera L. rhizome in mice [J]. BioSci
T PEAL 25 TP B PRI TR dn . SR 25 LRI, [6] JIANG M. XIONG N N, LIU S L, et al. Adverse drug reaction
ﬁ%%@?%i@ Caco-2 éﬁ] E@%%F&MT‘ZX# F rr%,j\H:FéHﬂ E@ if Cf)mpc.yu.nd pre'SCI‘lptIO'Il of Huangyaozi (Dlosc.orea BL.JIbeera
.) in clinical trial and its management [J]. Chin J Evid Base
HL-7702 F1 T 40 s HepG2 40 i (135 ) ¥4 520, Med(rh [E 5 E BE 5 24 3%), 2004, 4(4): 255-257.
%H@L{%ﬁ{@iﬁp ALT.AST %D MDA ﬁ%iﬂﬂ , GSH- [77 FUDH,LIY, WANG E L, et al. Transepithelial transport of
e L I i o (5.11] centaureidin across Caco-2 cell monolayers [J]. Chin J Mod
PX il by SRS 1 4 R A — 20 Appl Pharm(t [F AR I 25), 2011, 28(12): 1076-1080.

UEWI N H] Caco-2 41 MRS PPl 2 24 1) JH- 40 e 467 [8] NIEMELA O, ALATALO P. Biomarkers of alcohol
consumption and related liver disease [J]. Scand J Clin Lab

Uity —SE MATATE . 302 4] Caco-2 4/ ik Invest, 2010, 70(5): 305-312.
GO HL-7702 F1 HepG2 4l o fr g, DA E&5 R [9] NYBLOM H, BJORNSSON E, SIMREN M, et al. The

AST/ALT ratio as anindicator of cirrhosis in patients with

9 B W 2 I RV P O RS A1 T PBC [J]. Liver Int, 2006, 26(7): 840-845.
[10] ROMERO F J, BOSCH-MORELL F, ROMERO M ]J, et al.
REFERENCES Lipid peroxidation products and antioxidants in human disease
[J]. Environ Health Perspect, 1998(106): 1229-1234.

[1]  WANGIZ,LIUSM, ZHAO Y, et al. Experimental studies on [11] WANG J, LIANG Q, JI L, et al. Gender-related difference in
liver cell injury induced by diterpene lactones extracted from liver injury induced by Dioscorea bulbifera L. rhizome in mice
Dioscorea bulbifera [J]. Adv Drug React J(Z5#J AN R [ % [J]. Hum Exp Toxicol, 2011, 30(9): 1333-1341.

), 2009, 11(1): 13-16. Wk HW: 2012-06-26

LT 24 R 3R 5 SR R HERE A1 R ROATL IR R 52

EE Y, my !, B, SRzt FS2, ORI, RAREL AT T AR, B 310014; 20T 4 fr 2
ST P, BUML 310004)

WE:. HRY AR LAt ¥ % 8 (total flavones of crataegus leaves, TFCL)XT K %3 bk #5 A£ AR AL (AS)TE sk, 37 ) 4F A 69 HLEE
Tk RAFBHEAM A H R % AS A R 8T 4-F TFCL 80 d, IR EFIAKEHATRIZ Yy R Fo KARILIL, F AR fo 5 Fo o 7
W WA AAEE SOD, GSH-Py #9 7% 5= NO /R-F, ELISA %l & C K% &(CRP), IL-6 & TNF-0 #9%, RT-PCR 44|
COX- I mRNA £k, R A F SRR % 80 d TATH A £ 49 AS, TECL fL8.42 AS 49 ) B 4k 4% A& b 7 & NO.
CRP. IL-6 & TNF-o #97K-F, #& SOD #= GSH-Px #97& ., TFiB COX-IImRNA #9%:ik, i TFCL x5 7 & M5 54
RER I AS BH— T HRRMR, REREAEGFE, 6 LR T 65 £ R THA TFCL R & AS 491,
KBER: AR LAETEEF; CREEEG; IL-6; TNF-0; COX-IImRNA

PESES: R285.5 SRR RS ED XEHS: 1007-7693(2013)04-0372-04

Mechanisms of Total Flavones of Crataegus Leaves on Experimental Atherosclerosis in Rabbits

KUANG Rong'?, CHEN Nan’, KANG Hua’, DENG Zuyue’, WANG Dan’, ZHANG Jinsong’, ZHU

E2EMEB: WLA LR DFHRITH (2007F80018)
fEEEN: Ex, U, WL, B ELm, He Tel: 13989899796 E-mail: kuangrong@zjyj.org.cn

-372- Chin JMAP, 2013 April, Vol.30 No.4 P E PRAC F 255 2013 4F 4 145 30 2555 4 40



Sheminz(l.CoIIege of Pharmaceutical Science, Zhejiang University of Technology, Hangzhou, 310014, China; 2.Zhejiang Food
and Drug Institute for Control Hangzhou, 310004, China)

ABSTRACT: OBJECTIVE To investigate the mechanisms of total flavones of crataegus leaves (TFCL) on experimental
atherosclerosis(AS) in rabbits. METHODS The typical atherosclerosis in rabbits was formed by administrating with high-lipid
food or together with TFCL for 80 d. The section of aortia were examined pathologically. The activities of SOD, GSH-Py, the
level of NO, CRP, IL-6 and TNF-a in the serum and the relative amount of COX-II mRNA in aortia of atherosclerotic rabbits
were detected. RESULTS  Atherosclerotic rabbit models were replicated by feeding high-lipid food. TFCL could inhibit the
formation of AS with decreasing the level of NO, CRP, IL-6 and TNF-q, increasing the activities of SOD and GSH-Pyx, down
regulating the expression of COX-IImRNA. CONCLUSION The protective effect of TFCL on atherosclerosis may result

from elevating the activities of oxygen enzymes but suppressing the production of inflammation factor.
KEY WORDS: atherosclerosis; TFCL; CRP; IL-6; TNF-a; COX- [l mRNA
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T VSR S TR Y, S AR PRV AT IE S
SCXK(#7)2006-0026, A ] VFAIIES: SYXK(iHf)
2008-0118.
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B B UNEE YR A A . 7020804 HE)
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TFCL 41K H & J5 i AR T kH+0.5%TFCL.  H H1X
K, BUIEMESE . ARSI E S AR IR 1) TR S B
N, R EREHEEEN 130~150 g, TFCL 7
RIS RN 0.5%, BI4EH$EE 650~750 mg,
TECL ) H A5 260~300 mg-kg (K ik E 1%
15 2.5 kg T
2.2 TR BARAHIE

S5 280 d, WA H B IkiE A 10 mLaE Ak
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Fig 1 The Herxheimers dyeing photos of rabbit aorta
specimens
A-blank group; B-model group; C-TFCL group
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#z 1 TFCL % AS X % % SOD. GSH-Px v& 441 NO &
P E (=10, X+5)

Tab 1 Effects of TFCL on SOD, GSH-Px activity and NO
level in AS rabbit(n=10, X+ )

i SOD/U'mL™  GSH-Px/UmL™"  NO/umol-L™
IEFWATYL 2574478 172.9+8.3 145.3+34.3
B4 105.5+8.8" 140.2+19.4" 516.5+98.6"
TFCL 41 148.3+35.32 158.9+15.32 335.8+131.07

TE: HIEER LI, "P<0.01: SELILLE, PP<0.05
Note: Compared with nomal group, "P<0.01; compared with model
group, ?P<0.05

3.3 TFCLX}ASZKAfiLi# CRP IL-6 2 TNF-a/KF-
1) 5 1)

5277 5 M b R M 5 4680 d, Il ¥ FH CRPLIL-6
JTNF-0/K~ V35 8 #4¢w, 45 FTFCL)G, i
CRP. IL-6 % TNF-o/K V-3 0] WAL W2,

# 2 TFCL 3t AS £ ® fJ& CRP. IL-6 X TNF-o & FHj
% (=10, X=*S)

Tab 2 Effects of TFCL on CRP, IL-6 and TNF-o level in
AS rabbit(n=10, X+5)

A5 CRP/mg'mL™  IL-6/ngmL™  TNF-w/ng:mL™
EH O A 10.9+4.7 259.5497.6 410.7+128.3
it 18.2+3.3" 513.5+109.8" 562.4+92.1"
TFCL 4 13.0+5.1% 379.6+83.5% 473.2+98.07

TE: HIEER LI, UP<0.01: SEAILLE, PP<0.05
Note: Compared with nomal group, "P<0.01; compared with model
group, P<0.05

3.4 TFCLATASZ A F 3 IkCOX- Il mRNAZK X [
Al

F A S gy R oRkgo dJE, B ik
COX- I mRNAZRIA LU IE 41 W 4 m, COX-11/
GAPDH i 1F 5 % 2 110.52 1 7+ %10.93(P<0.01).
TFCL fig 1 COX- Il mRNA % ik ¥ />, COX-1I/
GAPDH F [%40.53(P<0.01). 45 % WLE2,

- G e COX-T1

— — —. GA\DPH

1.4

12

1.0 I

0.8 3
0.6 I I

04
0.2

COX-11/GAPDH

1A A itk TRCL 41
2 TFCL % AS K % £ ) ik COX- [l mRNA F ik # % 7
SIEHATRALLER, YP<0.01; SEIAILLE, 2P<0.01
Fig 2 Effects of TFCL on COX- [l mRNA expressive in AS
rabbit

Compared with nomal group, "P<0.01; compared with model group,
PP<0.01
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