- 44 . DM E 2022 41 A% 43 55 1 8 Adv Cardiovasc Dis, January 2022, Vol. 43 , No. 1

N-FAE R RENES M5 HR B 1D T
R IERBIRER

R AR x R4S
(1. ZMKFF—VEREFRE,HH 20 730000; 2. ZNKFH—ERS AA, HH 20 7300005 3. Z 9 K3
— EREFmA, HH = 730000)

(WE] ANEHEFLAL ChERBEFGITR, LFFTEN, 4 ARG A 258 (HFpEF) & &g 2 AR B4R A
A N A (m®A) RF WK, AL m°A ZLAY B F (P AE & 7 Al fe P AALE %K &) 5 HFpEF 69 % £ 3t
P m® A AR e SIS F 5 A AL e B o KR S AL B HE R K A 5 HFpEF 69 % 4 o % &, A A HFpEF #9734 57 $e
BRI 6,

[REIA] N-F M RALEAR 55 FIAL o - SAR G Mo ) 9B

[ DOI]10. 16806/]. cnki. issn. 1004-3934. 2022. 01. 012

Role of N°-Methyladenosine Methylation in Heart Failure with
Preserved Ejection Fraction

ZHANG Wenjun' ,NIU Xiaowei’ , LIU Yongming’

(1. The First Clinical Medical College of Lanzhou University, Lanzhou 730000, Gansu, China; 2. Department of
Cardiology , The First Hospital of Lanzhou University, Lanzhou 730000, Gansu, China; 3. Department of Geriatric
Medicine , The First Hospital of Lanzhou University , Lanzhou 730000, Gansu , China )

[ Abstract] Epigenetics is involved in the progression of cardiovascular disease. Recent studies have shown that there are changes in the
level of N°-methyladenosine(m®A) in multiple gene transcripts in patients with heart failure with preserved ejection fraction( HFpEF). This
article introduces the relationship between m°A and its regulators ( methylase , demethylase and methylated reading protein) and HFpEF,
indicating that m® A may participate in the occurrence and development of HFpEF by affecting myocardial hypertrophy and fibrosis , autophagy ,
inflammation and oxidative stress, glucose and lipid metabolism, in order to provide a new research direction for the therapeutic target of
HFpEF.
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