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Effect of cardiac resynchronization therapy on left ventricular
remodeling in ischemic and dilated cardiomyopathy*

Chi Li, Chang-xing Hu, Qing-kuan Li, Shao-ming Qin, Ling Liu, Guang-ma Xu, Guang-wei Wu,
Ying-zhong Lin
(Department of Cardiology, People’s Hospital of Guangxi Zhuang Autonomous Region, Nanning,
Guangxi 530021, China)

Abstract: Objective To investigate the effect of cardiac resynchronization therapy (CRT) on left ventricular
remodeling in patients with ischemic cardiomyopathy or dilated cardiomyopathy. Methods Twenty-one patients with
congestive heart failure who were all in accordance with CRT guidelines for class I indication were enrolled. There
were 13 patients with dilated cardiomyopathy and 8 patients with ischemic cardiomyopathy. The left ventricular
ejection fraction (LVEF), left atrium diameter (LAD), left ventricular end-systolic diameter (LVESD), left ventricular
end-diastolic diameter (LVEDD), left ventricular end-systolic volume (LVESV), left ventricular end-diastolic volume
(LVEDV) and the area of mitral regurgitation (MRA) were observed 6 and 12 months after CRT. Results In
the dilated cardiomyopathy patients, LVEF was increased, and LVESD, LVEDD, LVEDYV, LVESV and MRA were
reduced 6 months after CRT (P < 0.05); LVEF was increased while LVESD, LVEDD, LVEDYV, LVESV and LAD
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were reduced 12 months after CRT (P < 0.05). In the ischemic cardiomyopathy group, LVEF was increased 12

months after CRT (P < 0.05). MRA and LVEF in the dilated cardiomyopathy group were changed more remarkably
than those of the ischemic cardiomyopathy group 6 months after CRT (P < 0.05); LVESD, LVEDV and LVESV in the

dilated cardiomyopathy group were changed more remarkably than those of the ischemic cardiomyopathy group 12

months after CRT (P < 0.05). Conclusions The effect of CRT on left ventricular remodeling in patients with dilated

cardiomyopathy is much better than that in patients with ischemic cardiomyopathy.

Keywords: cardiac resynchronization therapy; congestive heart failure; dilated cardiomyopathy; ischemic

cardiomyopathy; left ventricular remodeling
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X (P<0.05), il LVEDV, LVESV., LVEDD. LVDS
K LAD R tb g, 225 gt 5 L (P >0.05),
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s i) LVEF/% LVEDD/mm LVDS/mm LVEDV/ml LVESV/ml MRA/cm’ LAD/mm
PNl 26.90 + 9.60 72001570  63.00+15.80 288.60+143.70 217.50+120.70  5.00 = 2.90 4130 £6.70
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t 18 -4.584 2.321 3.506 2.698 4253 3.621 2.163
P AH 0.001 0.039 0.004 0.019 0.001 0.004 0.051
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P, i 0.000 0.019 0.001 0.014 0.001 0.086 0.006
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ARG 124 37475 68.8 £10.1 58.5+10.2 2723+ 101.1 167.7 £70.1 48+3.1 43945
07z, 14 -1.340 0.679 0.908 1.169 1.098 -0.291 -1.016
P Al 0.222 0.519 0.394 0.281 0.308 0.779 0.310
/7, 14 -2.849 0.804 0.664 0.000 0.807 1.390 0.739
Pl 0.025 0.448 0.528 1.000 0.451 0.207 0.484
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215 LVEF/% LVEDD/mm LVDS/mm LVEDV/ml LVESV/ml MRA/cm’ LAD/mm
PIRALOIUREAH (n=13) 103 =+8.1 -423+6.6 -7.0+7.2 -31.5+42.1 442 +374 -19+19 —32+53
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VA -2.347 -0.743 -1.552 -0.725 -1.739 -2.194 -1.785
Py 0.019 0.466 0.137 0.469 0.082 0.041 0.090
R4 WAHCRTAREBE12NMALHESHTHELE  (x+s)
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Py 0.067 0.230 0.026 0.041 0.011 0.902 0.114
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