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ABSTRACT Objective: To explore the mechanism of Salvia miltiorrhiza polyphenolate (Sal B) on myocardial repair after injury in
rats. Methods: To construct the H9c2 hypoxia/reoxygenation (H/R) model of neonatal rat cardiomyocytes in vitro, and dividing them into
blank control group (control group), hypoxia/reoxygenation group (model group), hypoxia/reoxygenation + TNF -a expression plasmid
group (TNF-a group) and hypoxia/reoxygenation+Sal B treatment group (Sal B group). To detect cell migration experiments, the cells
were divided into control group, model group, H/R+DMSO+Vector group, H/R+Sal B+Vector group, H/R+DMSO+TNF-« group and
H/R+ Sal B +TNF- Alpha group. The viability of H9c2 cells in each group were detected by MTT experiment. The expression levels of
TNF-a cell surface receptors TNFR-1 and TNFR-2 in H9¢2 cardiomyocytes were detected by immunofluorescence. The mRNA and
protein expression level of TNF-a and angiogenic protein were detected by Western-blot and RT-qPCR. The effect of Sal B on the
migration of H/R H9¢2 cells were detected by Transwell experiment. Results: Compared with the control group, the vitality of H9c2
cardiomyocytes in the model group was significantly decreased (P<0.05). Compared with the model group, the vitality of H9c2
cardiomyocytes in the Sal B group was significantly increased (P<0.05). The results of immunofluorescence showed that both TNFR-1
and TNFR2 were expressed on the plasma membrane of H9¢c2 cardiomyocytes. The results of Western-blot and RT-qPCR showed that
compared with model group, the mRNA and protein expression level of TNF-a in H9¢2 cell of Sal B group were significantly increased
(P<0.01). Compared with the model group, the protein expression levels of TNF-a, Ang-2 and VEGF-1 in H9¢2 cell of TNF-a group were
significantly increased (P<0.01), the protein expression level of Ang-1 was significantly reduced (P<0.01). The cell migration results
showed that compared with the control group, the model group and H/R+DMSO+Vector group H9c2 cell migration ability was
significantly weakened (P<0.01). Compared with the model group and H/R+DMSO+Vector group, the migration ability of H9¢c2 cells in
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H/R+Sal B+Vector group, H/R+DMSO+TNF-a group and H/R+Sal B+TNF-a group were significantly increased (P<0.05). Conclusion:

Sal B promotes angiogenesis by upregulating TNF-« to regulate angiogenic protein expression and promote H/R H9c2 cardiomyocyte

migration.
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Fig. 1 Effect of H/R and Sal B on the activity of H9¢2 cardiomyocytes

Note: A: effect of H/R on the activity of H9¢2 cardiomyocytes; B: effects of different concentrations of Sal B on the activity of H9¢2 cardiomyocytes;
compared with the control group, *P<0.05, **P<0.01.
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Fig2 Localization of TNFR-1 and TNFR-2 on H9¢2 cardiomyocytes ( x 20)
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Fig. 3 Regulation of TNF-« protein expression in H/R H9¢2 cells by Sal B

Note: compared with the control group, **P<0.01.
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Fig. 4 Sal B regulates angiogenic protein expression by up-regulating TNF-o
Note: compared with the control group, *P<0.05, **P<0.01; compared with the H/R group, #P<0.01.



- 2420 -

DEYESHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol22 NO.13 JUL.2022

=l
n

=
.8
=
]
2P
g
)
o
[
>
=
E
L
(-1

Fig.5 Sal B affects H/R H9¢2 cell migration by up-regulating TNF-« (% 400)
Note: 0 : control group; @ : H/R group; 0 : H/R+DMSO+Vector group; @ : H/R+Sal B+Vector group; ¢ : H/R+DMSO+TNF-a group; 6 : H/R+Sal

B+TNF-« group; compared with the control group, **P<0.01; compared with the H/R group, #P<0.01; compared with the H/R+DMSO+Vector group,
#p<0.01.
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