QU iverse IGPRBE2T5E 5 % 4 W1
=5 P Umverse . ;
B Rt ISSN: 2661-0939 (Print) ; 2661-0475(0Online)

miRNA 750 JEACEHE B it 7 83 B V69T 5 1]

R

RO BBEXARER WHERGLBEXMRERT 010000

WOE ORECUEI R SIS RPN B R E L —, RO A — 2 R A R AR, SEn A
T3 S ELBE R I UL ATP, AT AMARLAR . miRNA J HBEAEAE RNA, Sl TOHE R IR BB WO £ VAR 7 7 A
SUiE ATP, TS ORI . % F miRNA T8R4 68 RNA (0P BB 0 300 SRk BB
R L P OB PR e Lo s S A L. T BFSTRIL T SRR EERME AT, R M e L miRNA (AL, b i it
te, TTHEHETASF CNER SR BN AT AE, IS T HEIF A7 RS I 0 L S B0 AT VEEE (KSR 0 £

S, CUERIESR: miRNA: $BAAST HEE &S

Research progress and therapeutic directions of miRNA in cardiometabolic diseases

Lu Chen, Haiyan Jiang
Inner Mongolia Autonomous Region People's Hospital Inner Mongolia 010017
Abstract: Metabolic heart diseases are one of the leading causes of increased mortality in humans. More than half of obese adults have
metabolic syndrome, and basal metabolic dysfunction directly affects cellular ATP uptake, thereby influencing cellular metabolism.
miRNA, a single-stranded non-coding RNA, promotes or delays cardiomyocyte apoptosis by directly or indirectly affecting glucose
and lipid metabolism, resulting in the production or transport of ATP. Various subtypes of miRNA regulate the translation of messenger
RNA, directly impacting the pathophysiology of heart failure, atherosclerosis, hypertension, and diabetic cardiomyopathy. Currently,
multiple gene targets have been identified, and downregulation or upregulation of miRNA subtypes can alter gene epigenetics, making
precise treatment of metabolic heart diseases possible. Therefore, molecular targeted therapy and diagnosis of cardiovascular diseases
hold significant potential value.
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