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Effects of rPIGF on the Cardiomyocyte Apoptosis in the Rats with Acute Myocardial Infarction. Li: Yanmin, Feng Yan, Wei Yanyun, et
al. First Hospital of Handan, Hebei 056002, China

Abstract Objective To investigate the effects of recombinant placental growth factor( rPIGF) on the cardiomyocytes apoptosis in
the rats with acute myocardial infarction. Methods The rat models with acute myocardial infarction were made by clamping the artery.
40 rat models were randomly devided into model control group and rPIGF treated group. sham operation group was set. The drugs were giv-

en by tail vein injection. 4 weeks later, the LVIDd, LVIDs, FS, EF, SV were detected by high frequency ultrasound imaging system. The
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areas of myocardial infarction was analysised by TTC staining. The cardiomyocyte apoptosis was observed by TUNEL. The expression of
bel =2 mRNA, Bax mRNA were determined. The expression of caspase —3, NF — kB were examined by Western blotting. The activity of
antioxidase and the content of MDA in myocardial tissue were determined. Results Compared with model control group, the LVIDd,
LVIDs in rPIGF treated group were significantly decreased, the FS, EF, SV were significantly increased; the myocardial infarction areas
was significantly decreased, the myocardial cardiomyocyte apoptosis were significantly improved and the Al were significantly decreased,
the expression of bel -2 mRNA was significantly up — regulated and the Bax mRNA was significantly down — regulated, the ratio of bel -
2/Bax was significantly increased, the expression of caspase —3 and NF — kB protein were significantly decreased; the activity of SOD,
CAT in myocardial tissue were significantly increased and the activity of MDA was significantly decreased. All of the difference above were
significant( P <0.05, P <0.01). Conclusion 1PIGF has inhibitive effects on the cardiomyocytes apoptosis in the rats with acute myo-

cardial infarction, which perhaps related to its effects of improving heart function, altering the expression of apoptosis — related genes, pro-

teins and reducing oxidative stress.
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2157 n HEBETE FL (% ) AL(% )
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SEFRALIK,  P<0.05, P<0.01; 5B LK, P<
0.01

5. 042 caspase —3 NF - kB EHEHEL: 5|
FARH B, BRI ZH K B caspase -3 NF — kB 5 H 3
B EFETE (P <0.01) ; SEERA AR B Pl-
GF IRJ7 4 caspase —3 \NF — kB # 13RIk & . 3% B
(P<0.01,%£5 K2),

NF-kD — el S—
caspase—3 S— ;_—-
e —— —— ———
A B C
Bl 2 Western blot & #& Il & AKX RO ALALR &
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