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Abstract; Left ventricular remodeling is the result of molecular, cellular and interstitial changes in response to
acute myocardial infarction, representing adverse alterations in the size, shape and function of the left ventri-
cle. Left ventricular remodeling lasts the whole pathophysiological course of acute myocardial infarction. Re-
cently, some scientists have put forward that left ventricular remodeling may be one of the main reasons for the
recovery in patients with acute myocardial infarction.
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& .0 LA 3E ( Acute myocardial infarction,
AMI) R R B 5 R B A SRR 5 4 i 24E,
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PRI, — 4% F L LAEFE ( Myocardial infarction,
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~OhRERGH LI RE, REE.TH, RELH
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MD), LDEEMNKEEESEFRBNEFEXER
(Infarct expansion ) , > Z i J& ( Ventricular hypertro-
phy) F1.0> = B KB 7% ( Global ventricular dilata-
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WREORLEA WE¥ERE—MERZI KR
WEH, RANEZRHEIETRE, FERRHE
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BRERFHRTHREA 4 ~6 BEATZL2IAER
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BT—MEHRE LR OO0 EERX
HEHRBUE, RERITHFEENHRFLEE
¥, RBHVFELEGS M, 58 OUE
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ERTREGTEARERR T Q0 IRS 4%
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B4, (R B S AL o A FSE R Y fi) o e i g ( MMIP-1)
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9 WEEBIFHE , BEhAM, EERR A A RIEE BT
REREAZERA , FEEISITE M MMP9 K4
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JEUA T RURFS NN 3 . Dixon SR I MI 53 d
JEfEFEX 1 | BRI mRNA Rk FF a6 m,7 ~ 14
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#-l % % % & & 4 ( Renin angiotensin system,
RAS),
2.2.1 AMI GRBHZRABEHEABTHERA .
TRHEREREN, STENIILERRKESER
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BE, BAAKAE 1 000 B LA b, KRIK5G K
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B3R 93X 8 ISIS4, GISS3, CCS-1, COSENS T,
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B R B4 ACEL,
2.3 KnmicE-FH4ER
REMBHEF AR AREFS5HRARE
FLoATE AR E F (TNF) -, H A R
(IL)-B.IL-6 ARFE, FH U IL4 HRE, FEKk
PISNASEBETESE , BUR A M R -+ ANME T A B AE A
FONAMEIRRE LR, W HX ECM AR KE,
W5 EZEM, M E5|E KRR IE RN
R R AL E F B 7=AE | o R 2 e 35 1
E REARE TR, DA% B
AMI 8. 72 h {11 75 IL-6 #1 C /2 5 1 (CRP) B
BAE RWESEEEMRE, IL-6 1 CRP 5 LERH
B[R] T B (8 6 5. 2& A 5%, 150 BA 48 I IO A R
TABRT MIEMR, &R E8/R7E AMI RHIRIA
BRERIER N . TEHRINEFRBOUAMRF A IL-
18, AT RAE O AT MUAE K, FF 8.0 80 F (ANP) %
HHE (BNP) &L UIE bR Rk B Bt
R T ERE B R B RN EAEZEEMHR
H, MR AP TNF-o B TR ESZREE
TNF-o ZEE/NBLOREY KB & JR, FHRB IR I 5 L &
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A BEREFTH— S HEMTFR S RKRE
2.4 mRATHAAL
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