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[Abstract] Objective: To investigate the effect and mechanism of sinigrin on doxorubicin-induced
cardiotoxicity.  Methods: Male C57/BL mice aged 10 weeks were randomly divided into control group,
sinigrin group, doxorubicin group and sinigrin + doxorubicin group. A single intraperitoneal injection of
doxorubicin (15 mg/kg) was given to mice in the doxorubicin group and the sinigrin + doxorubicin
group. While in the control group and the mycosidin group, a single intraperitoneal injection of saline
(15 mg/kg) was given. At the same time mice in the sinigrin group and the sinigrin + doxorubicin group
were intragastrically administered with sinigrin 5 mg/kg once every 2 days, 3 times in total. After
7 days, cardiac function was evaluated by echocardiography, and the expression levels of apoptosis-
related proteins and MAPK signaling pathway-related proteins in myocardium were detected by western
blot. Results: There were no significant statistical differences in the echocardiographic indicators,
expression of apoptosis-related proteins and MAPK-related proteins between the sinigrin group and the
control group. Compared with the control group, LVEDD and LVESD were significantly larger, LVEF
and LVFS were significantly smaller; Bax expression level, phosphorylation levels of P38 and JNK were
significantly higher, and Bel-2 expression level was significantly lower, in the doxorubicin group (P all<C

0.05). Compared with the doxorubicin group, LVEDD and LVESD were significantly smaller in the
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sirolimus + doxorubicin group, and LVEF and LVFS were significantly larger; Bax expression level,

phosphorylation levels of P38 and JNK were significantly lower, while Bcl-2 expression levels were

significantly higher (P all <C0. 05).

Conclusions: Sinigrin reduces the cardiomyocyte apoptosis through

P38/JNK MAPK signaling pathway and protects against doxorubicin-induced cardiotoxicity.
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