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Yefty SIHGE B I A SV (quantitative real time polymerase chain reaction, qRT-PCR)KE Bax \Bel-2 ,cleaved-caspase-3 B2k
JKA, HOC2 i/ 4 2H (control 2H \muscone 2H .DOX ZH .DOX+muscone 2H ) , 254403 24 h, Western blot /1 Bax . Bcl-2 \caspase-3 |
cleaved-caspase-3 [IFRIXK T, 455 : 5 control 4AH L, muscone 41.0DIBE T 547 TG 2210, DOX A1/ DI RE FRE, 72/ B
O LA 2 HOC2 4H i+, Bax .cleaved-caspase-3 FIEHE FTH(P <0.05) Bel-2 A B F (P <0.05), 5 DOX4HAAH, DOX+
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K2 (P<0.05), G518 BFRHIIEL R SR DU FE PR ER], 7T LId2 2 2t B35 SO AT T,
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Preliminary study on the alleviating effects of muscone on doxorubicin - induced

cardiotoxicity
GE Jiacheng, WANG Junhong,ZHOU Ningtian, LI Dianfu’
Department of Cardiology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: This study aims to evaluate the effect of muscone on the cardiotoxicity induced by doxorubicin (DOX) and
explore its possible mechanism. Methods: Total 24 adult male C57BL/6 mice were randomly divided into 4 groups: normal saline group
(control group,n=4) ,normal saline + muscone group (muscone group,n=4) , doxorubicin + normal saline group (DOX group,n=8)and
doxorubicin + muscone group (DOX + muscone group, n=8) , reared for 5 weeks after drug treatment. Left ventricular ejection fraction
(LVEF)was detected by cardiac ultrasonography before drug treatment, 2 weeks after drug treatment and 5 weeks after drug treatment.
Mouse was executed 6 weeks after drug treatment, and the isolated heart tissue was collected to detect the expression levels of Bax,Bel-2,
and cleaved-caspase-3 by immunohistochemical staining and quantitative real time polymerase chain reaction. H9C2 cells were divided
into 4 groups (control group, muscone group, DOX group, DOX + muscone group) according to drug treatment for 24 hours, and the
expression levels of Bax, Bel-2, caspase-3, and cleaved-caspase-3 were assessed by Western blot. Results: Compared with the control
group. The muscone group had no significant changes in cardiac function and apoptotic indicators. The cardiac function of the mice in the
DOX group decreased. The expressions of Bax, cleaved -caspase-3 increased significantly (P < 0.05) , and the expression of Bcl-2
decreased significantly (P < 0.05)in mouse cardiomyocytes and H9C2 cells. Compared with the DOX group, the heart function of the mice
in the DOX + muscone group was not significantly reduced, the upward trend of Bax and cleaved-caspase-3 expression was reversed(P <
0.05) ,and Bcl-2 expression was increased (P < 0.05)in mouse cardiomyocytes and HIC2 cells. Conclusion: Muscone plays a protective
role in myocardial damage induced by doxorubicin,and can reduce myocardial cell apoptosis induced by doxorubicin.
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5 X All-In-One RT MasterMix (Applied Biological Ma-
terials Inc A H], IIEEKR)
1.2 &k
1.2.1 hhpah s

CSTBL/6 /N (b, 7~8 Ja ity , b o s AR A2

KL AEZ U 23 C XL EE 45%~70%11) 12 h/12 h B
AR B RR I I o AT Sl S B X 4 HR e U R
FF R 5256 3 Wy it 5% B il 7€ 19 3h ) 4 B4 e E
1o ARWTE G 5t ERFR S P E B R A 2 5
SHEHE S BN BUBERL >4 control 4 (n=4) .muscone
2H (n=4) .DOX 4 (n=8) 1 DOX +muscone 2 (n=8) .
BERB A EINE H 10C, N 2 me/kg, RIS, 43 6] 1
Jis T 5 22 32 L AL 3 IR, iR 2.5 me/kg, FFLE 2
FO 25 A AR i 8 57 6k BRZH 1 2R 45 & A R
IR AR 25 Wy AT AR B . BT A /N LK T 25 Ak
PRES TS5 6 A RIS ST F AR AL

122 M3 fie a2

HOC2 41l ik ( H 55 CRL1446TM) I [ 3% [ 45
AIEFREAF R (ATCC) . A TR T 10% 3 4+ Il
15 o/LIRFRZENAN 1901075 -HE R R IR R B
(¥ DMEM 5532, & CO. K5 3%46 (37 °C.5%CO. 1
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AUE D) R 2 B K AL L B SRR e, TR
10 mmol/LFY 2R AN 2% th il (pH6.0) H , FH S b i
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Figure 1 Effect of muscone on viability and apoptosis of HOC2 cells induced by doxorubicin
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Figure 2 Effect of muscone on cardiac function in mice affected by doxorubicin
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Figure 3 Effect of muscone on myocardial cell apoptosis induced by doxorubicin
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