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[ABSTRACT] Amm To mvestigate the mechanisn of berberine on preventing atherosclerosis(As) i rabbits

M ethods New Zealand white rabbits (n= 24) were randan ly divided into three groups including the nomal group the
carotid artery atherosclerosis group and betberine group (n= 8). The rabbits of the nom al group were fed w ith nomal dr
et Carmtid atherosclerosis was established by an airdrying operation which was performed on the right canmon carmotids

and i conjunction with a high cholesterokdiet in the second week for 4 weeks Beiberine was adn mistrated itragastricly
daily for5weeks The right carotid arteries were assayed by HE staining to investigate the effect of berberine on carotid ath-
erosclerotic lesion and by mmunohistochen istry staining to assay the effects of betberme on the activity of nuclear factor
kappa B (NF-*B), and by reverse transcription polymerase chain reaction (RT-PCR) to assay the effects of betbermne on
the expression of NF-+Bp65 vascular cell adhesion molecule-1 (VCAM -1) and monocyte chem oattractant protein-1(M CP-
1). Results The amroperation i conjunction w ith a hich cholesterol diet ncreased numberous foan cells can pared
w ith the nom al group which were decreased i the berberme group The density of the positive cells ncreased fran 2 00
F0 93 ( the nomal group) to 37 50 £2 45 ( the carotid artery atherosclerosis group), and decreased to 19 58 +2 60
(‘berberme group) (P < Q 01). The relative copies of NF-*Bp65 mRNA on B-actin increased fran Q 18 £Q 04 ( the
nomal group) to @ 66 £Q 16 ( the carotid artery atherosclerosis group), and decreased to Q@ 42 £Q 05 ( beberne
group). The relative copies of VCAM -1 mRNA on B-actin ncreased fran Q 20 0 04( the nomal group) to @ 81 Q 11
( the carotid artery atherosclerosis group), and decreased o Q 61 £Q 11( betberine group) (P < Q 01).  The relative
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copies of M CP-1 mRNA expression on B-actin ncreased fran Q 33 £ 05( the nom al group) to Q@ 76 £Q 03( the carotid

artery atherosclerosis group) (P < Q 01), and decreased to @ 57 £Q 18 ( berberine group).

The actwity of NF-*B was

positively associated w ith the expression of VCAM -1 mRNA and MCP-1 mRNA (r=0 926 P< Q 0L r=Q 958 P<

Q 01). Conclusions
mhbiting the expression of VCAM -1 and M CP-L

o 1L e T NSRRI RO —, A
AR F = BOR R MBI & R . SR
i T o5 i I 1) 800 A4, b 30% 2 45 Y
R IR O 0L 5 S8 Bk SR AR A A ok . FRATTRIT 2]
HIRIE T8 R B0, ZINBEBBUGT S 2003 Jok 585 6 B A6 T2 B A 0
HIVEA, HBOR S 6B AE MR RVERF7E
BN KA AL ) R AR R R RS R b ke 3 AR A, B
M AR B 77 1 (vascular cell adhesion mole-
cule-l, VCAM -1) 5 2 4l il L 22 1 1 (monocyte
chem oattractant protein-1, M CP-1) 7] PA{E 1 % i &
N, HRIE FERHBAZ A F B (nuclear factor kappa
B NF-+B) BT . AHE 7008 W5 /N BEA xS #5
BBKRFERE AL S NF-+B &£, VCAM -1 5 MCP-1
FAKWIFEIE, W15 /N BERE T B 250 5) Jik 58 FE A 1k
TE BRI I .

1 MRFIEE

L1 EFERF

BENER A (FF 100mg) B ARALE L
#13 (# 5 200611025); 41k B B B H A &8 AL =
BRERBAENEREF S BRAAE 960 LR
AR 20 FBE B A D & R ¥ e B H T oK NF-
*Bp65—#i. ZHifr SABCE &4 B K X L+ 1E
K AARANE; DABY BALTE F 4 &4 £ M
AH R/ E], RT-PCR X5 & (F-580S) 1 B & Y| &
EEMBEAERAE, & Fingmes/A 5 &£ 7; RNA
EZ[H 477 & (RNasin)# 100 bp DNA Ladder¥ & %
Jldg = AW AH RN E, 5§ Fementas Life Scr
encesE f=; VCAM -1. M CP-1. NF-B % B-actin 5| 4
HRETRERKARRA G A K.
L2 EsEis

HUHEFH L AER 245, fhkE 3~ 4 kg B &
R GEMHEEF R LB F N, £ EARN. B E
RENEERTENMEER 1B, ¥ 42 KERH
MLk 34: E¥ X RA BT E (ER
G ) Fu/NEERTAGTH (NERE ), BH B8R EH
A TEEFARR SA, BRAA ER#FR 150
gt AU RATEBANER LA, RETH
HRABEEATEA, KEHSEEREEARER 47
METRAeEMFT S REEENER T, NERA

Betberme could prevent carotid artery atherosclerosis by mhibiting the activity of NF-*B and
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U2 R A R R R YT, T B R M
SR, AT ST S A PR AT 7 2% B e i TRDR IR IR I 2 3
ik A B 2 AT 98 A ) A 250 30 ok 38 A AL AR B AR
E AT SR 7V, 38 A 30050 Bk S FE B AL L i 24
VI B SEEG 5T
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mRNA K& 5 NF-+B )G 2 IEAH K, $&7n it
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FE . FRATTEA R SRR T R B/ BE B L AT T B R 3
SRR RE AT B R F, 6 RE TR 0 40 M 7E 30
PRI REARE A 5 P R HEARRL T AR S G op /N BEBR 41
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