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Protective Effect of Emodin on Myocardial Cell Injury Induced by Indoxyl Sulfate LIU Guang’,
ZHENG Min-lin?, and SAN Qin? 1 Research Institute of Integrated Chinese and Western Medicine, Fu-
jian University of Traditional Chinese Medicine, Fuzhou (350122 ); 2 College of Integrated Traditional Chi-
nese and Western Medicine, Fujian University of Traditional Chinese Medicine, Fuzhou (350122 )
ABSTRACT Objective To investigate the mechanism of protective effect of emodin on the cell
model of uremia cardiomyopathy by observing the protective effect of emodin on H9c2 cells induced by in-
doxyl sulfate (1S). Methods  After culturing rat cardiomyocytes H9c2 in vitro, and IS stimulated H9c2
cells as a cell injury model,taking emodin as an intervention drug, the cells were randomly divided into
blank group, IS group and emodin groups with different concentrations (20, 40, 60 wmol/L). The cell activ-
ity in each group was determined using MTT assay; intracellular ROS and apoptosis levels in each group
were determined by flow cytometry. The mRNA and protein expression levels of BAX, Bcl-2, Caspase-3
and Caspase-9 in each group were determined by RT-gPCR and Western Blot. Results Compared with
the blank group, the cell activity decreased ( P<0.01), the intracellular ROS level and apoptosis rate in-
creased ( P<0.01), the expression levels of BAX, Caspase-3 and Caspase-9 mRNA and protein increased
(P<0.01), and the expression levels of Bcl-2 mRNA and protein decreased ( P<0.01) in the IS group.
Compared with the IS group, in emodin groups with different concentrations, the cell activity increased
(P<0.05, P<0.01), the intracellular ROS level and apoptosis rate were decreased, the expression levels
of BAX, Caspase-3 and Caspase-9 mRNA and protein were significantly decreased ( P<0.01), and the ex-
pression levels of Bcl-2 mRNA and protein increased ( P<0.01). Conclusion Emodin may have a certain
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protective effect on I1S-induced myocardial injury through anti-oxidative stress and inhibiting apoptosis and

SO on.
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Caspase-3 Caspase-9 mRNA F£ik/K¥E KT Hin
(45 2 40 i S R PBS W5 Uk — i, BB R A
2 mL Trizol, R BWAT, /MR A5, ZEiRIEE 5 min,
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5 min,BfJ5 12 000 r/min B0 15 min, .0 5 E
W, Bl J5 m A 500 pL S+ N B, & E 10 min,
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DifE¥REL) , mRNA 1) % ik i, AACt = %5 4

(Ct HA9EA Ct GAPDH ) - Xt B2 (Ct F3E Ct GAPDH )
270 = 2] SE K R IR A0 IR [ ik, 19 ACH
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Caspase-3 5'-GCTGGGGAGGGACGGACTG-3' 93
5'-TGCCACGAATCTGTAATCC:3'
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6 £ 41 40 Jf1 8] BAX, Bcl-2, Caspase-3,
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T4 K440 BAX Bel-2 Caspase-3.Caspase-9 mRNA F£iA/KFE  (xxs)

21 51 n BAX Bcl-2 Caspase-3 Caspase-9
M 3 0.99=0. 02 1.00+0. 03 1.00=0. 01 1.00=0. 02
IS 3 4.04+0.06" 0.59+0.01" 2.68+0.09" 2.66£0.11"
K#Z 20 pmollL 3 2.98+0.21% 0.78+0.03" 1.83+0. 114 1.88+0.02"°
K#ZE 40 pmollL 3 2.91+0.05% 0.88+0.09" 1.73£0.13% 1.66+0. 06
K#{F 60 pmollL 3 2.60+0.04% 1.01+0.02° 1.37+0.04% 1.28+0.01%
TE: 525 (LR, P<0.01; 5 1S 41 Ib4k, © P<0. 01
x5 £440M BAX Bcl-2 Caspase-3 .Caspase-9 & R KK LI (X+s)
21 51 n BAX Bcl-2 Caspase-3 Caspase-9
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IS 3 0.62+0.03" 0.35£0.05 " 0.63+0.09* 0.57+0.04"
K#Z 20 pmollL 3 0.52+0.01% 0.43+0.07% 0.52+0.05% 0.47+0.06%
K#ZE 40 pmollL 3 0.47+0.01% 0.51+0.08% 0.43+0.07% 0.43x0.04%
K#{FH 60 pmollL 3 0.37+0.03% 0.55+0. 10 0.38+0.03% 0.35+0.01%
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Caspase-9 & 4 %71 &

ASCE AR B2 1S i HOc2 AL UL 40 1 4 40 e
BOAY | PSR R B R I S A Al e i 3 AR 3 VR
VA ARBOR B UEIE R | PREEAE 7E- O L PR 1)
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Ji1-, Caspase-3 iy TAIMIMIIE N, A HH AN EA4E
Yz oiRe , R BRE OC B30 J5 A RE RO M /M
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IR AR TR BB, eI IR b 2 I — 2 X
BRI T IR AR AR SCEE R 8 AT SR A B
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