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Abstract Ohjective:’l‘() study the effects of l()l\-’?lpl?ln on left ventricular dysfun(:lion after ‘[llyOC?lrdi;l] infarc-
tionand explore the potential mechanisms, Method: There are 120 patients 10 weeks after myocardial infarction and
30 healthy subjects were included in this study. Patients with MI were divided into four subgroups. including pla-
cebo group. furosemide group. tolvaptan group. furosemide and tolvaptan group. All the participants underwent
physical and echocardiographic examinations, Meanwhile. fasting blood was collected to determine the biochemical
parameters, Result: Four weeks after medication. . compared with placebo group. the levels of BNP in plasma were
significantly reduced in tolvaptan group (P<20, 05) and furosemide and tolvaptan group (P<20, 05). Similarl.ylL-
VEDd and LVESd were significantly reduced in tolvaptan group (P=20. 05) and furosemide and tolvaptan group
(P=20. 05), while LVEF was significantly increased and LVM/W'T was significantly reduced in tolvaptan group
(P<=20. 05) and furosemide and tolvzlpl;ln grOup(P‘(O. 05). However. (:Omp;lred with the p];lcebo group, there is
no significant change of all the above parameters. Conclusion: Tolvaptan may improve left ventricular dysfunction
and myocardial remodeling after myocardial infarction.
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Table 1 Metabolic parameters and blood electrolyte analysis xts
1 b I 4 4 J 201 (30 ) att
1 26 (30 fi) 2 #H (30 ) 3 #H (30 fi)) 4 41 (30 f8)
AR/ (ml/d) 3410, 904457, 97" 1859, 30295, 24 1564, 834834, 71 2927, 014280, 237" 2928, 43262, 42"%
PR/ (ml/d) 1287, 004276, 99" 881.21+138.47 951. 724501, 04" 2863. 904536, 23" 2988, 93+ 355, 39"
4% I / mmHg 115.37+4. 12 119.60+9.12 118.50+7.61 121.5345.80 115.47+7. 21
£k K/ mmHg 72.30+6. 10 71.04+8.33 69.93+8.86 73.4347.29 69.86+8. 32
LER /(K min D) 70.67+5.18 73.39+13. 41 78.10+10. 21 75. 468,59 75.03+8. 21
1k kg 64, 784, 45 65. 7614, 81 64.36+5.06 66,3444, 83 69, 76+ 8, 54
BUN/ (mmol * L. ") 6. 6310, 54" 7.2840.76 6.9840.94 6.87+0.82 6.96-+0. 89
&4/ (mmol + L 1) 136, 27+5. 08 135.11+3. 34 136.50+3.67 136.3543.06 134.61+2.57
B/ (mmol « L") 4,090, 55 4.03+0.32 4.0040.41 3.9440. 56 4.05+0. 24
&/ (mmol + 171 103.21+3.13 102.51+3.17 102. 80+2.98 96.23+29. 14 100. 86+3. 23
BNP/ (pg + ml ) 178. 73+81. 85" 659. 36 +123. 64 521.37499.53"  444.60+52. 487 445, 28+62. 677

51 HE."P<C0, 05;5 2 ¥ ,.P P<0 05,
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Table 2 Echocardiogram parameters ats
¥ E XS R EH (30 ) M1

1 2] (30 fa)) 2 41 (30 7)) 3 41 (30 f)) 4 41 (30 7))
EEEE/MEE/ (g/kg) 2.41+0.61" 3.1240.58 3.07+0.67 2.66+0.47"7 2. 7940, 45"
LVEF/% 65.39+6. 54" 39.7845.93 42.36+4.72"  43.2843.94" 42,7645, 28"
LVEDd/mm 48. 3444, 72V 57.2245.43 54.37+6.52 49,5445, 3202 50, 38+4. 31"
LVESd/mm 28. 9343, 86" 47.3846.49 46,9547, 34 42,5745, 34V 42,3246, 49V
Elg/(cm s 1) 71.90+7. 44" 85.79+9.32 85. 40+ 10. 64 87.24+8.69 86.4949.73
AlE/(emes 1) 66.47+5.37 67.54+6.32 66.3043.97 67.32+7.32 65.9944.03
E/A g 1. 0840.07 1.254+0.18 1.2940.18 1.2140, 32 1.2540.17

514k, P<0. 05,5 2 4 .2 P<<0. 05,
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