5518 55 6 ) o SR O A Vol. 18,No. 6
2012 43 H Chinese Journal of Experimental Traditional Medical Formulae Mar. ,2012

VR 7 A A B0 Wk A T 0035 B 2 11 K 10 3

HEA, BH, ki
(1. TP EFKE,F M 450008; 2. THXELNER, M 450006)

[(HZE] BM:UHREEETX KRB KA ER G SR ENEAEREORIAWEmE, FiE B 42 B BENS N
TEH AT HRAL 6 S, 50 21 R 2 2 0 R A2 (120,60 mg-kg ™' ) 46 12 . J5 3 414 7 B3 8 Bkek 2 45 05 R 5 B A8 B
FEFEETHAAR 6 d FFIRA TRFETEE BIR0 G5 o BRI R DL SR BUAE LK WEE . RJG 14 d #1028 d - HEALFE3)
Yo RS 20 S 06 3l W S sl Dk A 405 B L R A U R, S e A1 44k 2% S-ABC K B A% 25 1 (OPN) fy 2% 34 ; RT-PCR £l OPN
mRNA %k, SR . ERERGE 14,28 dBf RN E (85 41 OPN mRNA ik 14 d B4 (0.58 £0.01), (0. 42 =
0.02),28 d B} 4 (0.28 +0.02),(0.33 £0.03) ,HH BAKFH A2 14 d(0.71 £0.02),28 d(0.62 +0.01) ;7 ALK & 4 = 7] &
B2 5, BAEEE S LA E OPN KA 14 d B (20.21 £3.67),(32.53 £12.16),28 d B} K (26.14 +4.64),
(24.16 +11.35) , B AL TAEAI4 14 d(71.24 £13.25),28 d(46.13 £12.31),3 P <0.01, L& : L EFEI KM GE T
P OPN [ 2R3540 il °F 8 UL A0 it 0 3 8%, DATIT 96 0 33k 3 450 403 5 39 26 9 By 38 26

[EgR] mFEEE; ENE,; BHED

[FEHEE] R285.5 [XHRFRIZAS] A [XEHS] 1005-9903(2012)06-0163-03

The Effects of Icariin on Expression of OPN mRNA after
Vascular Injury in Rats
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[ Abstract | Objective; To observe the effect of Icariin on the levels of osteopontin (OPN) in rat carotid
artery injured by balloon and to evaluate the mechanisms of inhibiting intima hyperplasia. Method; Fourty-two rats
were randomly divided into 4 groups: control group, model group and icariin 60 mg + kg~' group and icariin 120
mg - kg ' group. Rat carotid balloon injury restenosis model was established. Rats of icariin group were treated with
drugs for 2 or 4 weeks. The expression of OPN mRNA were assessed by RT-PCR and immunohistochemistry strategy
analysis. Result: Compared with model group, the icariin group significantly decreased the expression of OPN at 14
and 28 day after injury (P <0.01). The difference between two doses was not significant. Conclusion ; Icariin could
inhibit neointimal proliferation of rat carotid artery injured by balloon. The mechanism might be related to the effects
of icariin for decreasing level of OPN, and inhibiting the migration and proliferation of vascular smoothmuscle cells.
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