- 534 - OB db B 2024 4F 6 A5 45 255 6 W] Adv Cardiovasc Dis , June 2024 ,Vol. 45, No. 6

B2 1 A IR X 0 LA Rl 5 4L 22 T R A SR R

iz AW BEHA

(1. EHEAKRFZWBEILTE R ERS BN bR T8 mmaF R, b 100029; 2. R ELERS =
EFdsER, w 100039; 3.3 9 EFRH WG E RS, Td # % 453000)

UE] AT e A A wh6d0 LT A L 08 57 5 WURR S8 69 BT 5 384, 35 4] T 20 0 09 RBHROER 2 48 % v T 40 B &) 0 L 2 L 64 4K,
VR ERAEAE A%, pH AL S E F LR P RIMIRFEH ERI5Mm, JLBAIEA T 2B BRRZHZ —, AT SN
2 0TI R H BB AR IR B0 R 4R 7 4, FLE pH AAE S WUm i R 7 55 oAt A2 P 89 % v RO X AU 9 B R Bk R —

[ 34 pH 143U ; T 40 i ;0 RE AL s BRRAX T ER3
[ DOI] 10. 16806/]. cnki. issn. 1004-3934. 2024. 06. 013

Influence of Acidic Metabolic Environment on Differentiation of Cardiomyocytes

MAO Jighao',ZHOU Fan® MU Junsheng'”

(1. Department of Cardiac Surgery, Beijing Anzhen Hospital , Capital Medical University, Beijjing Institute of Heart Lung
and Blood Vessel Diseases , Beijing 100029 , China; 2. Department of Ultrasound , The Third Medical Center of The General
Hospital of The People’ s Liberation Army ,Beijing 100039 , China; 3. Department of Cardiac Surgery,The Third Affilited
Hospital of Xinxiang Medical University , Xinxiang 453000, Henan , China)

[ Abstract] Stem cell-based myocardial regeneration is a frontier topic in the treatment of myocardial infarction. Manipulating the

metabolic microenvironment of stem cells can influence their differentiation into cardiomyocytes, which have promising clinical applications.

pH is an important indicator of the metabolic environment during cardiomyocyte development. And lactate, as one of the main acidic

metabolites, is a major regulator of the acidic metabolic environment during early cardiomyocyte development. Here ,we summarize the progress

of research into the influence of pH value and lactate on cardiomyocyte survival and differentiation,as well as related mechanisms.
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