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Effects of fluvastatin and Shexiang baoxin pill on expression of 1 lectinlike

oxidized low density lipoprotein receptor—1 in a rabbit model of atherosclerosis

ZHU Li,et ol
(Department of Neurology,Shandong Provincial Hospital)
[ Abstract] Objective:To explore the expression of LOX-1 (lectin like oxidizeol low density lipoprotein receptor-1,LOX-1) in
aorta of atherosclerotic rabbits and modulating the effect of fluvastatin and Shexiang baoxin pill on the gene and protein ex—
pression of LOX-1. Methods:Tirty—two New Zealand white rabbits were randomly divided into four groups: hypercholesterol diet
group (fed mth high cholesterol diet),hypercholesterol diet plus Fhevastatin group (fed with high cholesterol diet plus Fhe vastain
25mgt kgldyhypercholesterol diet plus shexiang Bao xin Pill group (fed with high cholesterol diet plus shegxiang Baoxinpill 25mgl
kgld).normal diet gwup (fed mith regnlar chow),the protein expression of LOX-1 in aorta of rabbits were examined by immuno—
histochemsthy,the gene expresswin of LOX-1 in aorte of rabbits were examined by R7-PCK. Results:hypercholesterol diet
group(fed with high cholesterol diet),hypercholesterol diet plus fluvastatin group(fed with high cholesterol diet plus Fluvastatin
25mg/kgd), hypercholesterol diet plus Shexiang baoxin pill group(fed with high cholesterol diet plus Shexiang Baoxin Pill 25mg/kg-d),
normal diet group (fed with regular chow),the protein expression of LOX-1 in aorta of rabbits were examined by immunohisto—
chemistry,the gene expression of LOX-1 in aorta of rabbits were examined by RT-PCR. Conclusion:LOX-1 was expressed in
rabbit aorta of hypercholesterol diet group and two treatment groups, expression of LOX-1 in two treatment groups both signifi—
cantly reduced compared with hypercholesterol diet group(P<0.05). Conclusion:The gene and protein expression levels of LOX~1 in
aorta of atherosclerotic rabbits significantly increased in hypercholesterol diet group,and fluvastatin and Shexiang baoxin pill
could strongly inhibit LOX~1 expression in aorta of atherosclerotic rabbits,which may play an important role in prevention of
atherosclerosis.
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MITE1S5 P BB R BERE A e K , S8 64T THH IR W5 Bkl 1K I
85 A\ % B FluorChem TM990ORE X RIE T RS, it HE
LOX-15GAPDHY 8 47 L BBV W A Rk R
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TCmmol/L)  0.75+0.22 38.85+8.15* 27.64 +£3.70*
LDL(mmol/L) 0.44+0.04 1405+1.18 10.29+2.15*
* P<0.05,
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