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Treatment from Lung on Left Ventricular Myocyte Remodeling of Rats with Heart
Failure
WU Jinbo YE Xiaofeng XIAN Shaoxiang DONG Mingguo

Abstract Objective To discuss the effect of treatment from lung on left ventricular myocyte remodeling of rats with heart
failure induced by Adriamycin. Methods Divided SD rats into sham- operation group and heart failure models group randomly. In
heart failure models group rat models with heart failure were modeled by intraperitoneally injecting Adriamycin. The rats those
were successful modeled were divided into high dose low dose of Chinese medicine(CM)group and model group 10 rats in
each group. High dose low dose of CM groups received respectively high dose low dose of compound CM drug and model
group received distilled water for 35days. Rats in sham- operation group were intraperitoneally injected by physiological saline
from which selected 10 rats to the control group and fed with distilled water. Measured left ventricular end diastolic diameter
(LVEDD) left ventricular end systolic diameter(LVESD) left ventricular posterior wall thickness (LVPWT) left ventricular end
systolic volume(LVESV) and left ventricular end- diastolic volume(LVEDV) by heart ultrasonic apparatus calculated left ventricular
ejection fraction (LVEF) and left ventricular fraction shortening (LVFS) and weighed body weight (BW) and left ventricle weight
(LVW) of rats to calculate left ventricular mass index (LVMI) detected the levels of serum B- type natriuretic peptide (BNP)
angiotensin  (Ang ) serum rennin(REN) and aldosterone (ALD) and myocardial apoptosis by TUNEL observed collagen
condition by dying Masson and calculated collagen volume fraction(CVF). Results Comparing with the control group the levels
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of LVEF LVFS and BW in model group were decreased obviously
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differences being significant (P <0.0lor P <0.05). Comparing with model group
the levels of LVEDD LVESD LVPWT LVESV LVEDV LVW LVMI
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increased obviously
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(P<<0.01). Conclusion Treatment from Lung can reduce the levels of serum BNP Ang
induced by Adriamycin and inhibit myocardial apoptosis and fibrosis
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relieve myocardial remodeling improve heart functions.
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