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[ Abstract ] Ischemic diseases such as myocardial infarction can lead to myocardial fibrosis. Stem cell therapy can be used to repair
damaged heart tissue, promote microangiogenesis, reduce scar formation and inhibit myocardial fibrosis. However, the efficiency of homing,
survival and transplantation of stem cells needs to be improved. This paper summarizes a series of synergistic measures; optimizing stem cells

(intervening gene recombination, pretreatment of stem cells, etc. ), improving targeting, improving homing microenvironment, etc. Stem

cell therapy can improve the efficiency of homing and transplanting stem cells from the links of “seed” “sowing” and “soil”.
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