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[ ABSTRACT] Ain  To investigate the expression of angiotention(® type 2 receptor (AT,) and the effect of rosuvas-
M ethods Ratmodels of aortic endothelial denudation w ere estab lished

Rosuvastatiz

tatin on it after vascular balloon njury in rats
by 2F balloon catheters

rosuvastatin tream ent group

Ratswere randam ly allocated mto three groups control group vascular balloon njury group and
The expression of AT, mRNA and protein were mvesticated at day 14 and 28 after mjury by
reverse transcription-polym erse chain reaction (RT-PCR) technique and immunohistochem istry method respectively
Results Significant intimal thickening was observed at 14 days and 28 days after njury ~ Rosuvastatin significantly pre-
vented mtmal thickening at 14 days and 28 days after balloon mjury ~ The expression of AT, mRNA and protein increased
significantly at 14 days and 28 days after njury(P < Q 05), and they mncreased obviously after rosuvastatin treament (P <
Q 05).

suvastatin upregu lated the expression of AT,.

Conclision The expression of AT, mRNA and protein increased significantly after endothelial injury and ro-
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1 #RFIEE

L1 SEWoeR

H BN W istar A & 5272, 4K E 300~ 350 g
VHEFE G WA R AT, AL 8 Z4H: X RE 16
R FARHE BRERmTEMITE 18R, FALEN
Fl 10 X6 ABREE, B AR LZAL T REN B
FlH 2FRRERE, BB EA KT, BREN G
NEEHKQ ImL, FRERE, BT, E50 kK
WRERI T2, TREAKAKTEAR; IETEFA
FTERFARHL, HFTAW IREARE 28K4 T 3
mg/(kge d)FRETERMT (FHWEL ARG )ET,;
MHEHEGRTEANRETZENS, HARERF AL,
L2 FRARE

LHFATARE 14K K 28 KB £ 5 fk H &
KR 100 KA ABEREEG, 19 BEERE S s E-
BTN, A TREES L EERL 4~ 5
an, EAETHHHT £ SmmFANFEFEZ, 78
w3, HT HERE,
L 3 RT-PCR#&MME AT, mRNA B5RiX

WEFH e EHL 50mg R EA L E RNA, B
1 UL ¥ RNA # # F & DNA. 3|4k it: AT, (536
bp) L# Bl 4 5> TGA GTC CGC ATT TAA CTG C-
3’, T#5I4 5 -ACC ACT GAG CAT ATT TCT CGG
G -3’; GAPDH (317 bp) Li# 5141 5° -ACC ACT GAG
CAT CAT ATT TCT CGG G -3°, T# 54 5 CAG
GGT ACA TGG TGG TGC C -3’ KR4 1#: 947C 30
s 56C 305 72C 2min 3£ 35MEF. KA T MK
J&, Bl 8 BL PCR =¥ 7 1 Fb 3 5 W X b #EAT o3k
447, £ CHEM I GEN US2 B IR ik % 241 2 % T W
EAmEExEG. MNEEFFHREME, ULAR
B9 GAPDH % ik & % %, i+ & AT, mRNA /GAPDH
mRNA, UL %R AT, mRNA WAE Xt R L & .
L 4 SREELEFZFRNME AT, EERRIE

MAEZ % 78 H,0,8ARERBE 10~ 15

e 2 el | ‘
L RiF 14XREFNPK HEZE ( x200 n=8)
A

min 1% BSA-Q 5% Triton X-100 E & 30 m in IF %
EMFEHAEFT 1Smn —H (AEFLEFLEY
BEAERAF) AT, (1: 150)37CHEE 1 hFH 4C
HE, EWMEFFITH 7 (A RF YR EIEAKR
HIRNE )R 37CHE 30 min HAR AT 10 8%
BV B & —H T/ 37CHEH 30min DABE &,
AAKE AL, MAER, PHEMRHF; 8K L
¥ EMELEZTEETH Smple PCIEH 4 & S i
ML E B SA KB AT, &k AT,
L5 ®UHEFE
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M,UP<QOSHERFEZITFRE X,

2 # R
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14K K 28 REUE Bk A2, 454N 1] 2346 0 8
RR R
22 HAERE

RJG 14K K 28 RF-ALH AT WL IME P 7 B 5 3
B (P < Q 01); B &P AMITIBIT 14K K& 28 K5 1L
EWMERERFRAWHERMEK (P<a 0L 11 2
MR 1),

* | RERGLENRENEME. hEEEMHTK (« +
s n=38)

gy A RIG 14K KRG 28K
f FEZH A iR 21 8912 11 24 48 1 69
o i 204 12 %7 89 203 38 8 44
FARA P JiE 85 71 %5 23° 105 47 6 30
IR 261 15 F11 95° 260 66 T1L 57°
Tty &7 AR AT 46 P 49 74 £4 89° 65 60 ¥4 16"
g 228 67 X7 54 231 30 29 49

aN P< Q05 5XRBALE:; by P<0 05y 5FARALE.
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INEE R

2 3 MR AT, EARRIE 14K K 28K AT, EAMRIEE FARAMELIH B
ARG 14K K 28K, FAA AT, EARRIES FHE (P< 0 03 351 4).
XFHRHAH LB B T+ & (P < Q 05); F &P AR yT 8 97

3 RfE 14XREFRK AT, ERABIFRIE (% 200) NI 2 A 53 30 ot A TR 4 T &7 AR T 4

Bl 4 RE 28REFEK AT, EAKRIE ( % 200) T ZE A 53 ) et HE 2L TR AL B B AR AT 4 .

2 4 IMEELHLE AT, mRNA HIFRIA JT 14K 28K J5 AT, mRNA %A 5F AR
RIE 14K K 28K, FARY AT, mRNA KL PETHE (P< 0 03 B 5M1% 2).
Syt IAMEEL B ETE (P < Q 05); B &P iTia
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% 2 AT, mRNA Fi&KE (x £ n= 8)

Paxzil ARG 14K AJE 28K

paicee) Q 139 02 a 132%q 02
FARHA Q 57 =Q 03* 0 2030. 02°
i &7 b T4 Q 72 3 10" 0. 42 0 05

aNy P< Q05 H5XMALLE: b P< 03 5EFARALLE.
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