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[ ABSTRACT]

sequent stages after infarction and its mechanisms by setting up an infarcted model of rat.

Rats

Aim To study the relation of myocardial apoptosis and interstitial fibrosis in norr infarct zone during the sub-
Methods 10-12 femal rats under
went sham operation or left coronary artery ligation, were killed after 24 h, 1 week, 2 weeks and 4 weeks of operation respective-
ly.
fraction ( CVF) , TUNEL was used for detection of apoptotic cells, radioimmunoassay was used for cardiac Ang ®and Ald contents

Renin Angiotensin Aldosterone System;  Collagen;

Left ventricular structure was observed by HE staining, Messon staining was used for the determination of collagen volume

and reverse transcriptase polymerase chain reaction ( RT-PCR) for genes expression of collagen type 1 and collagen type 3.
Results The infarction sizes were 24%-33% .
dex increased, the Ang (© level increased gradually ( P < 0. 05~ 0.001), collagen type 3 mRNA grey level was significantly
higher in MI group ( P< 0.05) .
infarction (P< 0.05~ 0.01), ALD level increased gradually and collagen type 1 mRNA grey level was markedly higher in MI

From 7 days to 28 days after operation, the apoptotic cells and the apoptotic in-

From 14 days to 28 days after operation, the CVF increased gradually along with the course of

group (P< 0.05~ 0.01). Conclusions

interstitial fibrosis in norrinfarct zone 14 days after MI in rats.

cardiac RAAS.

gen.
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Apoptosis happened in norr infarct zone 14 days after MI in rats.

(@There was

(Mlhe interstitial fibrosis might be associated with activation of

The apoptosis of cardiocytes in norr infarct zone might be related with the excess deposition of interstitial colla-

1 #RERE
AREROEEB A& R ML 4H

K& 250~ 300 g #E 1 Wistar K R (F EE R A
FELB IR, EALS ﬁ/umiﬁ%éﬂ(loo
FABFARES0 R) . 10% KA 4B 3 ml/kg FEIE W
EAREEEWENE E, M A& K. TAMEES N
RUlE & 2R, AT QR B 2 F B R
HIBRRFELEMBE EOBFETHES A6
~0 T4 BHELACE MK E %A, EE
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FOMEBH MR B0 HE G BB, U

1.1



350

ISSN 1007-3949 Chin J Arterioscler, Vol 15, No 5

AR S B ©F (451E 25 mm/s) L B E ST B 5, B
ANEHER, RBER KB EFLE, FEEE
AR, FEAE DA KE —KREFLE 20 mL E 4
BEEE URBREERASARR EZEARKEE
TR AR, BFARARELATMALILER
ik, & FE. REBFARFESG, & T AT ER
A%z, ABE3h ZHEFRARNQCAER
53 A BFAL4 A,
1.2 LI IR RAR AR R TR

AE24h.1 B2 B R4 FENNEHEF LB
10~ 12 AAK, REREGFE R EKIEN 2~ 3 mL
10% |, .0 EFH Tk, R&E 7 i E
WHE, TS A A, EHRQOEALE R
MRS E RS, GRACE(BFEERR . £K
P AR ZEETKHELELE 20, QRN —
FOMERT 4% 2 RFBEERTEEZRTF 24 h
JE, AR, E TS b BN A THEAL
FAE AR R 5 E B 4 % collagen vollume
fraction , CVF) M| = Fn & 1 40 fL 89 J& AL X 3% 4% 10
(TUNEL) ZEARIEAR Mo 37 BUA & % #0035 4 4 3T
XS AL A7 R T i g B 5k & @ Angiotensin &)
Ang @) BE B BE R iv. @B R W1 mRNA A 0 (8 AL
HARGRAOF, LHARAEEE- T0CEF) . B
B B AT 20% - A H B R AF o
1.3 FEASFILEADA T OAEM, TR T
L BT, BRI R AR 400 T AR
FLIX R BT B &, T & TR R T FE M 4E B A
SRS O i F - gl = =l a2 e R i K =
1.4 Messon =& FAT R B A B 4 BN &, FAT
FEBHOH, FIK Messon F 647 A 78 3K A 400 & T
MNERFX KB A A Z, AL 4 NI, @B
MefEXBPFadfnaR FNENEREN
E T oA ' AR B RN B AE R H R
EEAN. BERREANEARXBETCEENE
JEE . &G B EK CVF.
1.5 HAEAEFTIEERKE ORBERE EN
Ao U, P2 A& 3R A & U B R R
1.6 HHREASMERNNE VR GBREEN
mRNA FRiA

KA Trizol — 25 3 2 BUQ ALAT AR F B9 & RNA,
# RT-PCR A & F B T RF K PCR R L. ivE
JRJE E#% Bl 41 A 5°-CAG ATT GAG AAC ATC CGC
AGC, T# 3| 41 % TCT AGC TCG AGT CCC CGC-5"
FHE 4 A 50 CTRA M 30 min 5, 84°C30s  55C
30s~ 72°C 5 min; 30 ME R, 41 4 481 bp. @K

B LB A 5°-AGG ATC TGA GGG CTC GCC, T
W5 %1 & AGT TCT CGC CTC TTA TGA CCC-5", 4 3
% 4 50 CHIA £ 30 min /5, 84°C30s 54°C30s "
72°C 5 min; 30 M EF, =4 A 314 bp. Bactin b i#
g4 4 5 -TGT GCT ATG TTG CCC TAG ACT TC, T
W B #1 4 TCG TCC TCA TGC TAC TCA GGG-5 , =47
7450 bpo B 8 ML PCR K KL =41, T 2% 37 6 ¥ %t
Rk ERERBRERESMNMAE, 57 & ivE
Fo @il X )& mRNA 5 B-actin mRNA B9 % E b8 .
1.7 ZitZF4E

FAKEN x £5 7, HAKBWERA + £
BHAU L HELFSPSS ILS K HEEERHEF
EAMFTEHATEREERLR, P<0.05 ¥ F 4L

TEFREX.

2 # R

2.1 KER—RIER

RIGFHER 101 HKR, 7ERE 5 4 F 11 71
PIEFET: 16 H, FET A 15. 8% » wZARF AU
47 R, D UUVEIEH A7 32 H o
2.2 ILAARRIBERE

DRUEFEA 32 R KR, &4 e IR Bk 7k A1 25
FLJE T A o0 5 i B 3 BE P O LA BE (B 1), AR BT
JEEIA 24% ~ 33% . (CIEZE 24 h HE Ge B B on
FEDX O LEF S A W 22, Al vk e, T LK & A 40
RiE(E 2); BFARLRI N0 UL R HEF 55, T
PPN IR

. XKBRARE 1| BELEEZEMOIMEE (HE x 10)

2.3 FFERXOCARESRBEE 7HHTL
O ZR Messon J 2 557, (B F A4 ) i R a]
WA se S R ARG 24 h~ 1 A, O UEEZELLR]
et i SR 5 R F AR H AL 2 & i 0 LR
HEALIA) 5T 55 2 0 i SR 3G 225 4 J IF 0o L BE B8 4 1) 5
SOGtRIFHEMZ(E3) . FEESIT R, O
WUEEFE A JERE BEIX. CVF B & B3 J5 I (8] ) S KT
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i, 2~ 4 P E(P< 0.05 % 1)

2. (DANAESELE KRR 24 h 220 =0 A (HE % 10)

% 1. FEERONERBE S BTN (v 1)

a4l 24 h 14 2 4
BERY  2.16% 10.67%  2.04% 10.56%  2.19% 20.49%  2.10% 30.61%
oA 1.98% 10.72%  3.02% 30.61% 5.23% 10.58%* 6.39% 10.60%"

a NP<0.05, b A P<0.0l, 5HBTAALLE.

B 3. DAEFRA KRR 4 BIERETLX Messon F ( x 100)

2.4 FEREFRXOAAAEERAT

TUNEL $e 0] 0L, fRFARH LA 24 h QYT
AR RAEMSEIX AR WE T OV K5 1~ 4 A
DU FEZH KRR O WL 23 73 4 5 TUNEL % 5 1
PRI, &% 2R A, FEREA—, K RKDA
—(K4). FEBESEI, R 1~ 4 FET-400H
TRBOEW (R 2)

4. LAETELA AR 4 FI3EHESE X TUNEL & ( x 400)

2.5 IEEEXOCAME KikE COREBERAZL
RJG 24 h, B T OB SR Ang GKFBE A FF+
mAh, 41 Ang O BEE B K FARRL ARG 1~ 4 &,

S5ERFARALE, LAEILH Ang ©K-FZBH T
(P< 0.05), RJ5 2 Ja, YU FE L B & B 1 7F 45 B
BIFE(P< 0.05; % 3)

52 EERXATEMERTW (x )

g A 24 h 1/ 2/ 44
BFARLL 0 0 0 0
o IUEFEA 0 3.50% 10.56%* 11.83% %1.78%" 19.57% *1.49%*

a A P<0.05, 5T ARALE.

%3, EREROM Ang ORMBEEFIMEWL (ngg, « £)

‘ BRTFAA O JUREFEZE
T /) - )
Ang ® 12 ] P Ang ® i 1] R
24 h 42.66110.86  4.10%1.25 55.28 +13.51 4,21 %1.18
14 43.67£11.05  4.18%1.19 68.27 £13.59¢  4.25%1.22
2 )4 40.78*11.45  4.12%1.20 98.17112.60"  8.24 £1.29*
48 42.89%12.00  4.09%1.27 87.22 %13, 00  12.30*1. 63"

a P<0.05, by P< 0.0, 5BFARYILE.

2.6 JEHEFEXOAN ivEIAD GRUBSIRAIEZ L

PA Bractin N S0, 45 R DL ivEY R AN (Y
JiZJ5 mRNA 5 B-actin mRNA 7K & EUAE R 7n (% 4)
SRR, RG24 h, —H 8] 1. G i & AR
RJG 1~ 4 B, QDUEFEA @RS B & F BT
RH(P< 0.05), 1H 4 N EEA T REEH; R 2~ 4
J&, CDHUESEA T AU R R BT, 4 B E(P<
0.05; & 5.6) -

5. BRFARLEKRR vEIF BEZERE mRNA F1 B action mRNA
HIZRIE (M x 100) 1.2 8 VLR B, 3.4y GRUARJE .

F 4. EER IZ'L\HE ivBIFD @BIER/E mRNA 5 B actin mRNA
RELLEMTWL (v £s)

\ BT ARA L JUEEBEA
i Netligi (@Y VIR 5L (@il
24 h 0. 54 0. 05 0.33 %0. 04 0. 58 20. 01 0. 36 10. 03
18 0. 57 0. 06 0.3530.09 0.64%0.09  0.79%0.02°
2 )4 0. 60 %0. 03 0. 32 30. 06 1.0330.04*  0.8730.07*
4 0.55%0.01 0. 38 20. 07 1.42£0.00"  0.68%0.03*

a NP<0.05, b AN P<0.0l, SETAALE.
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2000bp

actin
481bp
450bp
314bp

500bp

6. (LAVIEFEA AR 2 BIEERRX ivBI A1 @B AR JE mRNA
F B action mRNA BUZRIX 1.2 8 VB R, 3.4 8 GRIFR R .

3 Wi

B R RAS T O UL 2 i = 22 p o UL ) o
) R T 24 ST B 7 A A P v G i JB 7R e R 40
B o Messon Jett &R, RJG 2~ 4 AL WUESEAH AE
FEFE X 8] 5 4% (R i B 236 %2, CVF B 5 1 AT o
8] () ZE KT 38 0, 2~ 4 A W R, %45 R R
Wt — Sy . A, ive @RIRJE ) RT-PCR
KRR, #8581 RS JERESEIX K iv, @B AR R mR-
NA 6 880, (5 @l JH mRNA 38 4 5, i ivE
Ji2 J5 mRNA 7E O JJUASE BE J 1 e e b i B B . 3R
BB A MI S I [A] 9 2+, JERE X0 LA 2R A 4L
W, T v, GRS AR AL U S e TR R
R 28 8 4 T DS R

Ang COXE A P S2 1 I £ 4 o8 B 388 A5 DA R 41 B o
AR R AT 4 R A A R E B ke N R,
T S [ T R B S R R A R A R . AR I
FORIN, WAL S5 24 h, Ang KPR &, 7 RgS5HE
S A MRS 1% SR B S BUNE IR T &R —E 5%
Tk —BEE R 2R 45 (RAAS) OS5 . B & 18 30 9%
FERIIEK, O IF 55358 RAAS FIMEH AT REE R, R
A 1~ 4 JABS Ang @I7KFZ# &, 5 RIFYBO L
1) CVF K iv. @R 5 AR08 — 8. AStis
W, B Ang O T, B [ R K B 7E T, SR
Ang (©5 AT1 524445 & {8 % [ R 389 I i 2L 48, FH W
% (1 % A T e DR AR Y o T A A%
Ang @IFF, (EOHURFEL 4 I Ang @K IS
A5 T T3] i P 28 A A 56 4 — B8, R B 9 I [

RS i, 2 B T [ IR T RE A A A2 55 L At R R
PR AL

LR S J5 40 MR T B LR U5 AN 2, o HL 4
FEAET I 5 OF AN B T A R R, 1 GR35
BilfIFE I . Sabbah 25" 7538 1 5 4R 2 ik 11 7% B
LA T 7 A 560 PR 8 P8 0 358 SI2 6 WL 82 38, 0 JEE 1]
ot e R TR A L0 LR B B4R, X 3R R T A
LR A R P i o TR 5T 21 A ) — N BRI A
AT FCRIL, B IH O HUSESEREBE X A 10 8 T2 40 i
FFAE, JX LU T 40 I H 8 OK B I R A 4R B 5
YR It e L, BB AR L X O LT 4E AL RE 1)
INE, TR TESS 2, BIC LR A 44 S TR T
2 Y ) B TR A — B0, B s 0 U 1) o £ 4
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