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Introduction

Current preclinical murine models for heart failure with preserved ejection

We have successfully developed a rapid mouse model that closely mimics
human HFpEF, with modeling time around 4 weeks and a robust validation
using LCZ696, offering a fast, valuable new platform for advancing

and NT-proBNP levels were measured
by ELISA.

restored diastolic function, reduced cardiac hypertrophy and myocardial
fibrosis.
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therapeutic development of HFpEF treatment.
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C57/BL6J (CTL) and diet-induced obesity (DIO) mice were fed with normal
chow and HFD, respectively. CTL or DIO mice were administered with
angiotensin |l (Ang Il or DIO + Ang Il) for 4 weeks via osmotic mini pumps.

LCZ696 (60 mg/kg) was administrated (P.O., QD) one day after angiotensin
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