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AP RIFRIBKE , TS TE NP D EEIBIPLRIR B PPAR- v A XK. 7 % : LR BRI BT S 8 O IS BEAE
B 24 h JGTFIE R Eﬂ%m%&‘ﬁ‘MEﬁ(Myocardial infarction, MI) 4 | J& D1 V> 3H (Irbesartan, Ire ) £H 75 mg/(kg-d), BIHBFEAR
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Effect of irbesartan on the expression of PPAR-y and ventricular remodeling in

rats with myocardial infarction

LIU Jun,et al
(Department of Cardiology the First Affiliated Hospital , Chongging Medical University )

[ Abstract JObjective: To study the expreesion of PPAR- vy in the left ventricular myocardium in rats with myocardial infarction ,and to
investiagate whether the mechanism of Irbesartan reversing the ventricular remodeling is related to PPAR-+y. Methods : Myocardial
infarction models were successfully induced by ligation of anterior descending coronary artery.24 h later the survivors were randomly
divided into 3 groups.(D MI group; @ Irbesartan group 75 mg/(kg-d); @ The rats with sham ligation formed Sham group.After 6 weeks,
the expreesion of PPAR- vy , the ratio of LV weight to body weight (LVWI), cross—section area ( CSA )of left ventricular myocardium were
examined.The collagen volume fraction (CVF) were analyzed by PSR dyeing. Results :In MI group, compared with those in Sham group,
the expreesion of PPAR— v mRNA and protein in the left ventricular myocardium decraced significantly, but the LVWI,CSA and the CVF
in non-infarcted zone increased.Compared with those in MI group,in Ire group,the expreesion of PPAR—y mRNA and protein in
cadiocyte incraced ,while the LVWI (CSA and the CVF in non-infarcted zone decreased.Conculusion :The expression of PPAR- v is
down-regulated in the left ventricular myocardium with myocardial infarction, Irbesartan reverses the left ventricular remodeling possibly
by up-regulating and activating PPAR- vy .
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1 #HES5FH*E
1.1 ##

HEPE SD KB, KT 224 ~ 267 g( BRERI KL T
Y, JEN P E R (5 1567, RIHFELTTH A ),
PT-PCR 1" ff F i 5] 40 F : TRNzol (TIANGEN ) , ¥ 5% %
7 & FSK100( TOYOBO ), TagTM . DL 2 000 fl DNA marker
(Takara) , Western blotting 5.5 EN s Br A0 T . A %
W(#E = X),BCA H A& & A & (PIERCEN), PVDF [
(Hybond), LI 41 K B PPAR v $ii{4&(Santa Cruz,SC-1984),
M EALARITINZE 166, ECL BERFE&(BTX),

1.2 F&k

121 HEIGSRS50H  10%K 588 0.3 mUkg B EERERE,
SEHE PR BIE I  FF MR R ORE, TR Sk B S
AU B2 (BB ESRKARER 5 mm 4L, I EMKATIE L, R X
. TEAHRRRA R AL B BT ARE, RE 24017
EREFEN R 3H :@ft‘ﬂﬂﬁﬁ(Myocardial infarction, MI)
1 ,(n=8); @JE I ¥>38 (Irbesartan, Ire ) 41 , 75 mg/(kg-d),n=9;
@BFAR(Sham)4H, (n=7), Ire fIEITARIG 24 h FFEAMEH 25
24, % 5E 6 J5 : M 1M Sham 204 H LA B A KIEE %
6 Rl

1.2.2 RT-PCR ¥4  #M8 Trizol 1P 45 $2 B0 UL 20 B i
RNA, 24N 66 FEH 0D260 nm 5 & |, 3 FRGE R i &
FSK100 B 2 pg & RNA J2¥% 574 cDNA,PPAR- v B4 #435|
WESN: E#E5IH 5" -ACCCTTTACCACGGTTGATTTCT
C-3’, T##3#¥ 5’ -CAGGCTCTACTITGATCG CACTTT-3’
(P #8 B B 109 bp ) ; AZHR G3PDH My $45(4F510 54 «
#5514 5°~ACCACAGTCCATGCCATCAC-3", R34 5°
~-TCCACCACCCTGTTGCTGTA-3" (¥ 1% K B K & 450 bp),
PCR SN 2514 4 :94CHAE M 5 min, 94°C M 2 min,57°C
B 45,72°C A 45 s, BAEFFEL 35, PCR Y LR &
2.0% G HEVEEERC BT IR , 86 T LA Gel Doc2 000 B4 H 5
B AR BT B (Bio-Rad 24 5 E B OHHHE REY &7
S et R I

1.2.3  Western blotting S8 ENilb /3 #T  #e FRUEAH Foi KB A2
FARAFFE X O WL e A7 s L bk Y B (BCA ) Al 3 1
ITEAER, 12%SDS B MBLREER ik, ikl Eg
SEH 80 g, MWFBIN IR BB T I B R R E
PCDF ¥ | ,5% Bifle 9t 5 ] LA E  ECL B (6, 500 4%
UL Gel Doe 2 000 74 5 ShEE I BRS04 2248 (Bio-Rad 24
ADERSTR R SR AL K EE.

124 DREEEREEHER  10%KEEE 0.3 mlke BE
SRR U FF B HE O, 25 BROBUANI s B AR AR ML, 70 B8
EAOE, EERTERRAEER(AEFERR),HEE
LEERESEEZ AL ZE EEHE(Left ventricular
weight index, LVWI ),

1.2.5 0 L4 B A% 85 1 AR ( Cross—section area, CSA Y&
AR ELERRLELCES R, LRYAEEE 4
wm B AITHRARRE—BLGE, RA Image pro plus 6.0 &
LM ARG, F leumiya FHERAI I, SRS T S ERKE
HARIESE , B—PraA L 50 AR T H s p.0 LA AR, 2
LR M AR R TR AR, BRI B VR ARZ AR A i B AR EL
1.2.6 T . M EEEAF 3 E(Collagen volume fraction, CVF)
WE  WkERER - RREOECYFERROCEMET,
TFAERESE X JE & X FEALEFE 4 S EF( x 400), F EiR &
SR EARED | (EaadiEe) MR (26 )KE
WA SHEAE S, By TR A CVE,

127 St BB LU 2 ARiEE (v 2 )RR A
SPSS10.0 i itk AL #R , 240 6] R O 22404, T &
P<0.05 HEFHGITFE L.

2 # B

2.1 FHHEPEILSPRER G

8 FlRILAFIE K 27 R, BBk MI I <30% I >55%
KR 3 R RERER AR 24 R MI4 Ire £ .Sham 41,58
FUHRZE R RG22 L (P>0.05),
22 ZAKXKLVWI &

WFE 1R, 5 Sham 41 L%, M1 4H LVWI B B 3%
(P<0.01),Tre #1%% MI 25 LVWI 8] B (P<0.05),
23 HIKA CSA &

Wiz 1 FR ML K Tre 395 Sham 24 CSAPH 38K
(P<0.01),Ire #1155 MI £H CSA AH E38/N(P<0.01),
2.4 ZKRTHCVF ik

W 1 R, 18 CVE:MI 8K Ire 5% Sham 2HFH &
KN (P<0.01) ,Ire 44385 MI £H BH 8 P {IC (P<0.01); TN #Y CVF:
MI 20 /% Tre ZH)%% Sham W 3G (P<0.01),Tre £13E MI
2H P R R(P<0.05 ),
2.5 &#1K R PPAR-ymRNA £k K F T4k

N2 2 7R ,MI 5% Sham 2H PPAR- v mRNA 3500 8
FEAR (P<0.01), Ire ZH%X MI 4 23K 8 8.3 =5 (P>0.01) , Tre 4
B Sham R ABALH TE 2 E L (P<0.05),
26 &4EKA PPAR— BEOREKXKFTAL

0% 2 F7R M1 2% Sham 45 PPAR- v B FRRIAAKTF

F1 EBREN M XROCEEBHIRIE(11s)

5 () LVWI( x 107) CSA [ % CVF(x 107 T & CVF(x 107)
LAELR 8 2.26+0.162' 90 018.55 = 21 767.126" 16.454 + 5.724° 6.75+1.582
2L 7| 9 1.7 +0.134° 48 955.47 + 8 408.257" 7.79 + 2.064" 5.3+2.040%

BFEARH 7 1.92 +0.267 2544929 + 4 560.941 0.154 £ 0.062 0.16 = 0.055
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&2 BAKXREOAS PPAR-ymRNA BREARET (24s)

A5 n(H) PPAR-ymRNA &8 PPAR-v BHE R
LREL 8 0.278 + 0.047* 1.073 + 0.189"
24 9 1.340 £ 0.373" 3.267 + 0.189"

BRFARH 7 1.883 + 1.433 3.132 + 0.403

5 MI 4 °P<0.05; 5 MI 4 L *P<0.01; 5B FARY Lk P<0.05; SEFARA 4P<0.01; MI A 5HFARA W, -P<0.01;MI 41 5EF

AU P<0.01

B B RE(R(P<0.01), Ire ZH4E MI 40355 /K 00 B (P>0.01),
Ire 2% Sham 4 FAKFEE{H TS5 X (P<0.05),

3 %W i

ALEEH, KE.ONESS PPAR—ymRNA
REH T, EEFUREM PPAR—y TEFAE R
DAFBRKRAEZOUF mRNA £EXTFE, s
RUR[E BER—30 R KA B A & 4k, TR
HRAE AR BN R R - A B oK R - [ Y
REGEWMTEAR XY, AL EMR, 0N SS PPAR-y
EHFKEI T, 5 PPAR—ymRNA Fik—3, A5
¥ & B ,Ire 41 PPAR-ymRNA XEHAMNEBHET
MI 4 , Michael SR FT & 3 ifil B 3 7K 3R 32 44 B )
e v EBE 98 i 2 B AR 55 R 1Y IR B 48 AR A
PPAR-y MIEEIF 2 — & M KB RBE N Y
T EARS Y L5 IRRE SIS PPAR—y, 38 i H 3%
ik, BN Y 3HATEEE PPAR—y MBI Z—,

ASLE KB, MI 40 LVWIL.CSA & [ (I & CVF
¥4 Sham AN, XP MIFEERZRAEES T
A AL B RS R % T Joit Jie B UL R Ire BE S5 11 100 L4
FRE R RIRFEE, BROZFERMERREE, X
5 Bian R Z I )E N VDI RE AR 5 O NS fS
DEEBH R —B, Asakawa F¥K B PPAR—y ¥
S REM B E S AT RS WA R O R E
b3 m RO LAE I B AR 3 N, 3R BH PPARy B35
ge Lo LR E 4, HAE K T PPAR—y, Hen-
derson ¥ % Bl PPAR—y ¥ 3 77 7] 3@ i F i MMPs
By IR W R K RO ER &R, 28
ZOgHmMEEKETNEAAKEFHEES, TH
AR SEC VL4 RNA FE B R A R, Yousef WY
BRI BRI 38 5 0 A R A B
EHEFRE, ABEALARBERANEERENS
DAL AR K, 55 5 B2 4 40 M 3 58 A 3 o i
R oy T R AR AN AL, R JE DL Y3 AT RE R 5 3
7% PPAR—y LA R PH W & Bk R I 2k REH
HOoM4ae, gL EEE,

AR .0 ULESE R R0 JlH PPAR-ymR-
NA K3 B RBKF B ERE,JE N YHE T 55 o] 8
BEXFOBE OEEL, N Al fES PPAR—y
FEFEE ERA R, #—BIARX I HER
I & % 5K K 3Z A4 FHLIKT 7 (Angiotensin riceptor blocker,
ARB)RZY¥ Rk K& RAE R LR K4 , I 4R
$E PPAR -y ) 30 7 76 i JK B9 66 AT
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