OB 2023 4210 A6 44 % 56 10 8] Adv Cardiovasc Dis , October 2023, Vol. 44 | No. 10 - 883 -

5 M 53 8K B HY 0 1 E

HE Iy

i B 25 0068 T # it R

(1. L\ER K%, .LE K& 030001; 2. .LEEChERER, LT K& 030024)

(HBE] HhrBREe s ) 2B (HpER) AR RS A RELRTF, A HEBFH EILE S M, RALEFRGE
& B AT HFpEF 6938 57 % L AAH 200 7 ok, 38 5 A s &40 o o B AR 69 0 ) 3238 % 4 TRUG 09 25 4 39 R Ak HFpEF & % 3k 5,
HFpEF A 5 Z% 69 % 32 £ 32 52 0 h) S B0 AF 50 R0, A 3t KR BB s ILEF 44k (NO-sGC-cGMP 3 3% | 46 B AR A B LI 45 7y 5538
Ty L hh SR T — 2R, A ik 474538 A H HFpEF #5698 5 R E % Rk,

(RSBIR] Ao RAR G 095 Iy 3B 5 24 ia o7 576 97 de b
[ DOI]10. 16806/j. cnki. issn. 1004-3934. 2023. 10. 005

Drug Treatment of Heart Failure with Preserved Ejection Fraction

GAO Xin' ,WANG Zhongchao®

(1. Shanxi Medical University , Taiyuan 030001, Shanxi, China; 2. Shanxi Cardiovascular Hospital , Taiyuan 030024,

Shanxi , China)

[ Abstract] Heart failure with preserved ejection fraction (HFpEF) ,with its high morbidity and mortality ,is an increasing proportion of

heart failure patients and has become the focus of research. Currently, there is no recognized effective treatment for HFpEF, and many drugs

that can improve the prognosis of patients with heart failure with reduced ejection fraction have failed to benefit patients with HFpEF. HFpEF

has a complex pathophysiological mechanism. Recent studies have shown that drugs targeting inflammatory responses, myocardial fibrosis, NO-

sGC-cGMP signaling pathway, energy metabolism,and myocardial contractile force have made some progress. This review aims to provide more

strategies for the treatment of patients with HFpEF.
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