MR ZARLZONEPORZGE 2024E3 A 28 H %521 % %538 Chin ] Mult Organ Dis Elderly, Vol.21, No.3, Mar. 28, 202 - 219 -

CEE R
B W40 A 55 o0 AILET 4L i B SR 8t R

e EeE  FHD HR,ER'
(R BERI RS BB . 0 R, AR H 3 210000)

(# ZE] BEaiEsiieRZ i AgRs — AL e R b & 8 B G R, O LR Al 2 s L |
BRI Lo UL O IUREEBE A5 UL B BHLA: BRI e | 7O JULET 2 A A o 1 Wk 200 T LA e 2 T A2 A il 72 4 L e Dt 2
FIRZRIE , Qi 35 20 D] 5 A0 A R 15 S 7000, 52 ) LB A WA S s | B RS S 5 R O ILET Al il A2 A
VAT M 2 i DA, AT SO0 75 R 2 O LT 44, T BRI R 4 it

[R8R)  EWEAIi ;O ULEFgEAk ;O LR ; 2AE S
[FES%ES] R542.2° [ XEkFRER] A [DOI] 10.11915/j. issn. 1671-5403.2022. 03. 047

Research progress in macrophage and myocardial fibrosis
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[ Abstract] Macrophages, one of the most abundant white blood cells, play an important immune role in tissue damage and repair.
Myocardial fibrosis is pathophysiological process of hypertension, diabetic cardiomyopathy, myocardial infarction and other common
diseases. In the process of myocardial fibrosis, macrophage can alter the expression of collagen protein through a variety of ways,
such as adjusting the synthesis and secretion of cytokines and growth factors, affecting their phagocytosis and polarization caused by
the occurrence of myocardial fibrosis. Targeting macrophages may be a new therapeutic approach to preventing and improving
myocardial fibrosis
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