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Effect of bone marrow mesenchymal stem cells transplantation on fibroid

myocardium with the aid of bispecific antibody
DENG Wei,et al
(Department of Geroniology , the Second Affiliated Hospital , Chongqing Medical University)

[ Abstract ] Objective: To investigate the effect of bone marrow mesenchymal stem cells (BMSCs) transplantation on fibroid myocardium
with the aid of bispecific antibody (BiAb). Methods: BiAb [anti—-CD29 x anti-myosin light chain antibody (AMLCA )] was prepared and
combined with isolated BMSCs from male mice and transfused into female mice with isoproterenol-induced myocardial fibrosis via tail vein.
This study included five groups: BMSCs+BiAb, BMSCs, BiAb, untreated, and control groups. Five weeks after treatment, expression
levels of sex—determining region of Y—chromosome(SRY ), matrix metalloproteinases—9 (MMP-9), tissue inhibitor of metalloproteinase—1
(TIMP-1) in myocardium were detected by fluorescent qRT-PCR. Collagen distribution was observed using sirius red staining. Results:
Higher homing number of BMSCs was shown in the BMSCs+BiAb group than that of the BMSCs group (P<0.05). Compared with the
untreated group, BMSCs+BiAb and BMSCs groups had decreased levels of MMP-9, TIMP-1 and collagen deposition (P<0.05).
Decreased level of collagen content was significantly different in BMSCs+BiAb as compared to BMSCs group (P<0.05). Conclusion:
Homing rate and repairing efficacy of BMSCs improve via treatment with combination of BiAb. BMSCs can improve MMP-TIMP expression
in injured myocardium and interfere with myocardial fibrosis after homing.
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