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[ Abstract] Objective: To study the protective effects of angiotensin-converting enzyme (ACE)-
inhibitory peptide LAP on blood pressure and ventricular remodeling. Methods: Ten-week-old male
spontaneously hypertensive rats (SHR) were divided into three groups: blank control group, enalapril
(Ena) group and ACE-inhibitory peptide LAP-treated (LLAP) group. Each group was treated for 8
weeks, The alterations of blood pressure (BP), cardiac morphology, cardiac function, cardiac
hypertrophy and morphological changes of myocardial fibers were investigated. Results: (1) After 2
weeks intervention, the BP of LAP group was significantly lower than blank control group (P<Z0. 05),
the effect lasted till the end of the study, the difference between LLAP group and Ena group was not
significant. (2) After 8 weeks intervention, as compared with blank control group, the IVST, LVDd,
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LVSd, LVPWTs, LVPWTd and VMI of LAP group and Ena group were significantly lower (P<Z0. 05),
while FS, EF and CO were significantly higher (P<C0. 05). But there was no significant differences

between LAP group and Ena group. (3) After 8 weeks intervention, by HE staining, the structures of

myocardial fibers in blank control group were obviously disordered. In LLAP group and Ena group,

myocardial fibers were significantly thinner than those in blank control group and their structures were

slightly disordered. By Masson staining, the CVF and PVCA in LAP group and Ena group were

significantly lower than those in blank control group (P<Z0. 05),but there was no significant difference

between two groups.

the SHR's heart function and reverse left ventricular remodeling.

Conclusion: LAP has a long-term beneficial effect on BP of SHR. It can improve

[Key words] Angiotensin-converting enzyme inhibitory peptide; Hypertension; Ventricular remodeling
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