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Tab 1. Effect of imidapril(Imi) on the characteristics of rabbit hearts with dilated cardiomyopathy(DCM)
Group HW/ B_\le TLVW IDLVC TRVW IDRVC CMC
/g kg /mm /mm /mm /mm /pF
Control 2.76 £0.15 5.84+£0.48 5.60+0.40 2.34+0.18 0.95+0.20 154 + 12
DCM 2.95+0.11" 5.21£0.36" 7.15+£0.52""  2.08+0.20" 1.20+0.16" 2132177
Imi + DCM 2.81+0.12* 5.76 £0.46" 6.18+0.54** 2.32+0.22%  1.01+0.14" 168+ 15 *

DCM model in rabbit was induced with doxorubicin 1.0 mg-kg™!

, iv, twice a week for 8 weeks. Imidapril 1.25 mg-kg™'+d~" was orally ad-

ministered at the same time. HW/BW: heart weight/body weight. TLVW: thickness of left ventricular wall. IDLVC: inside diameter of left
ventricular cavity. TRVW : thickness of right ventricular wall. IDRVC: inside diameter of right ventricular cavity. CMC: cell membrane ca-
pacitance. ¥ +s, n=10. * P <0.05, ** P <0.0l, compared with control group; * P <0.05, *# P <0.01, compared with DCM
group.
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Fig 1. I, of left ventricular myocytes in three groups. See Tab 1 for rabbit treatments. The cells were depolarized from a

holding potential of —40 mV, subsequently, to different test potentials with a 10 mV step from — 30 mV to + 50 mV with the 150 ms pulses.

The typical /¢, tracings from subepicardium(Epi), midmyocardium(M) and subendocardium(Endo) in three groups were showed.
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I-V curves of I, of left ventricular myocytes in three groups. See Tab 1 for rabbit treatments. The average den-

sity of /¢, in DCM cells was significantly different from those of control and Imi treated cells. x = s, n=15.

Tab 2. Densities of myocyte I, in three layers of
left ventricular free wall in three groups
Ior/pA-pF~!

Group

Epi M Endo
Control 11.9+1.6 13.2+1.4 11.9+1.3
DCM 6.7+1.0"" 10.6+0.5°" 7.4£0.7"°
Imi + DCM 10.3+1.0%# 12.7+0.6%% 11.1+1.6%*%

See Tab 1 for rabbit treatments. Test potential + 10 mV. x + s,
n=15. """ P <0.01, compared with control group; ** P <
0.01, compared with DCM group.
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Effect of imidapril on transmural variations of calcium current of
ventricular myocytes in rabbits with dilated cardiomyopathy

LI Yang'*, QIU Ping', WANG Lin', WANG Shi-Wen!, ZHONG Jiang-Hua>, ZHANG Cun-Tai?, LU Zai-Ying’

(1. Institute of Geriatric Cardiology, Chinese PLA General Hospital, Beijing

100853, China; 2. Department of

Cardiology , Tongji Hospital , Tongji Medical College , Huazhong University of Science and
Technology , Wuhan 430030, China)

Abstract: AIM  To explore the mechanism of
imidapril inhibition on ventricular arrhythmia in
patients with dilated cardiomyopathy ( DCM ) .
METHODS DCM model in rabbits was induced
with doxorubicin, and imidapril 1.25 mg-kg™'-
d~" was orally administered for 8 weeks. Suben-
docardium ( Endo ), midmyocardium ( M) and
subepicardium ( Epi) were isolated from the left
ventricular free wall in rabbits. [, was recorded
with whole-cell patch clamp technique. RE-
SULTS With the increment of cellular mem-
brane capacitance in DCM cells, [I¢,; densities
decreased markedly. The average I, densities
of Epi, M and Endo in DCM cells were (6.7 +
1.0), (10.6 £0.5 ) and (7.4 £ 0.7) pA -

pF~!. The difference of ¢, densities from three

layer cells was obviously increased. After treat-
ment with imidapril, the /¢, densities of Epi, M
and Endo increased to (10.3+1.0), (12.7
0.6) and (11.1 1 .6)pA'pF_] . Furthermore,
the diversity of /¢, densities of Epi, M and Endo
was reduced. CONCLUSION

decrease transmural variations of calcium current

Imidapril can

of ventricular in rabbits of DCM, which may be
one of the mechanisms of antiarrhythmias.

Key words: imidapril; cardiomyopathy, conges-
calcium channels;

tive; myocardium; patch

clamp technique, whole-cell
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