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Peroxisome proliferator-activated receptor gamma agonist promotes PTEN
expression and left ventricular remodeling in rabbit ischemia myocardium
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[ Abstract] Objective To determine the expression and significance of phosphatase and tensin homologue deleted on
chromosome 10 (PTEN) in the marginal area of myocardial infarction, and the effect of peroxisome proliferator-activated receptor
gamma agonist (PPAR-y), rosiglitazone, on the expression in acute myocardial infarction (M) rabbit model after the direct current
(DC) electric fields (EFs) stimulation. Methods Fifty rabbits were randomly divided into sham-operation group (SH group, n=5),
MI group (n=15), DCEFs treatment group (EFs group, n=15), and DCEFs+rosiglitazone treatment group (R-EFs group,
rosiglitazone 4 mg/kg - d, i.g.). After the corresponding model was established by occluding left anterior descending branch in the
later 3 groups, DCEFs stimulation (4.0V/cm, 30min/d) was given to the later 2 groups for 1, 2 and 4 weeks respectively (n =5 for
each time point). The expression of PTEN in the ischemia myocardium was detected by Western blotting. Meanwhile, the ratio of
left or right ventricular weight/body mass (LVW/BS or RVW/BS) and the hemodynamic indexes were measured. Results  There
was some expression of PTEN in cardiac tissue of SH group and MI group. The expression of PTEN in EFs group was higher than
in M1 group(P < 0.01), and the expression in R-EFs group was higher than EFs group(P < 0.05). In the meantime, compared to Ml
group, left ventricular function was improved in EFs group and R-EFs group. Conclusion PPARy promotes the expression of
PTEN and thus further improves the left ventricular systolic function.

[ Key words] peroxisome proliferator-activated receptor gamma agonist; PTEN; direct current electric fields; myocardial infarction;
left ventricular systolic function
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Table 1  Ventricular remodeling and hemodynamic parameters of rabbits (Xxs)

5 LVWI/BS RVW/BS LVSP LVEDP ‘ HR +dp/dtmax -dp/dtmax MAP

(9/kg) (g/kg ) (mmHg) (mmHg) (¥ /min) (mmHg/s) (mmHg/s) (mmHg)
SHZH 2.34+0.44 070+0.10 126.0+9.1 154+106  268+24 2484 + 408 2147 + 268 119.8+11.9
Ml 2 251+0.28 062+0.09  101.7+94 229+4.1 281 +8 1779 + 249 1782 + 160 100.3+9.9
My 26 2.49 +0.40 0.68 + 0.09 93.4+95 242+92 249 + 24 1935 + 569 1381 = 356 95.5+8.7
My 2H 3.29 + 0.55" 0.83+0.13 91.4+44"  323+84" 285+ 12 1602 + 485" 1240 +457% 99.7+125
EFsysH 2.53+0.63 0.64+0.18 107.9+48 222+72 249 + 86 1873 + 252 1790 = 94 103.4 + 15.4
EFsys2H 254 +0.41 0.64+0.17 114736 19.6+39 274 +22 1901 + 209 1813 + 133" 102.0 + 15.4
EFsya 21 2.68 +0.44" 0.73+0.11  1219+58  185+32" 240 + 21" 2130 + 99" 1845 + 197" 105.2 +10.9"
R-EFsys£H 2.47+0.20 064+0.05 106.3+2.4 22.3+6.8 254 + 20 1933 + 432 1699 + 101 104.0 +11.4
R-EFsy 21 249+0.13 065+0.07 1172+45  20.0+46 268 + 16 1988 + 353 1830 + 224 104.4 +15.4
R-EFsy 2 2.63+0.35" 071+0.12 1226+7.8"  17.6+33" 254 + 11 2215+131° 1865+ 168" 105.8 +12.1

T SH: TFARYL; MI: M JUEFEAL; EFs: & B JIFAL; R-EFs: &SR T 70 fil 344, LVS/BS: ZE.0Z IR E/MRFT & RYWIBS: f0ER
/AT R LVSP: 2%, LVEDP: ME4FIARIE; HR: 02 MAP: 343k, 5 RIBHHAMIZL A, P < 0.05; 5SHZH L%, *P < 0.05
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Figure 1  Expressions of PTEN protein in different groups with Western-blot
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