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[ ABSTRACT] Aim To investigate the protective effect and mechanism of procyanidin B,( PCB, ) on lipopolysac-
charide (LPS)-induced cardiomyocyte injury. Methods Cardiomyocytes H9¢2 were cultured normally, and induced
by LPS to establish cell damage models.  The model cells were treated with PCB, of 6. 25, 12.5 and 25. 0 pmol/L, 25.0
pmol/L PCB, treatment model was then treated with NF-kB signaling pathway inhibitor PDTC treatment.  Tetrazolium salt
colorimetry (MTT) was used to detect cell survival; flow cytomeltry was used to detect cell apoptosis; enzyme-linked immu-
nosorbent assay (ELISA) was used to detect cell tumor necrosis factor alpha (TNF-a) , interleukin 18 (IL-1B) and inter-
leukin 6 (I1.-6) levels; malondialdehyde (MDA ), superoxide dismutase (SOD) and glutathione peroxidase ( GSH-Px)
kits were used to detect MDA content and activity of SOD and GSH-Px, respectively; Western blot was used to detect the
expression of nuclear factor-kB (NF-kB) and IkB-a in cells. Results Compared with control group, the cell survival

rate of the LPS group was significantly reduced ( P<0.05); compared with LPS group, PCB, significantly increased the
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cell survival rate (P<0.05).

(P<0.05) ; compared with LPS group, PCB, significantly reduced the apoptosis rate ( P<0.05).

Compared with control group, the apoptosis rate was significantly increased in LPS group
Compared with control
group, the levels of TNF-a, IL-1B3, and were significantly increased IL-6 in LPS group (P<0.05); compared with LPS
group, PCB, significantly reduced the levels of TNF-o, IL-1B, and IL-6 in the cells (P<0.05). Compared with control
group, the cell MDA content in LPS group was significantly increased, and the SOD and GSH-Px activities were significant-
ly reduced (P<0.05) ; compared with LPS group, PCB, significantly reduced the cellular MDA content and significantly
increased the SOD and GSH-Px activities ( P<0.05). Compared with control group, the cell NF-kB protein expression in
LPS group was significantly increased, and the IkB-a protein expression was significantly decreased ( P<0.05) ; compared
with LPS group, PCB, significantly reduced the cell NF-kB protein expression and significantly increased IkB- o protein
expression (P<0.05). Compared with LPS+PCB, group, LPS+PCB, +PDTC significantly reduced the apoptosis rate,
TNF-a, IL-1B, IL-6 and MDA content, and significantly increased the SOD and GSH-Px activities.

PCB, reduces the apoptosis rate, inflammation level and oxidative stress of cardiomyocytes induced by LPS, and improves

Conclusion
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cell survival rate, which may be related to inhibiting the activation of NF-kB signaling pathway.
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Figure 1. The effect of PCB, on the survival of H9c2
cells induced by LPS(n=9)
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Figure 2. The effect of PCB, on LPS-induced apoptosis of H9¢2 cells(n=9)
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Table 1. The effect of PCB, on the inflammatory factors
of H9¢2 cells induced by LPS(n=9)

A ng/LL
x| TNF-a IL-1B8 1L-6
pay;ii) 55.63+4.32  71.36+6.38 62.38+5.60
LPS 4 164.38+10.09" 146.38+9.28" 178.35£12.29"
LPS+PCB,-L 41 128.09+9.06" 128.09+10.54" 149.06+14.41"

LPS+PCB,-M 4 102.71+7.63" 116.30+8.80" 123.73x10. 08"
LPS+PCB,-H#H 75.36+2.29"° 98.63+7.35" 100.09+2.70"
H:a f P<0.05, 5XT R ELES ;b 9 P<0.05,5 LPS 4K,

% 2. PCB, Xf LPS #5.S#) H9c2 4R AL RIEEIRZAA(n=9)
Table 2. The effect of PCB, on the oxidative stress of
H9¢2 cells induced by LPS(n=9)

o MDA/ SoD/ GSH-Px/
(pmol/g) (U/mg) (U/g)

Xf 2 9.62+0.83  89.31+7.06 726.34+25.61

LPS 4 45.63+6.07°  38.02+2.82" 338.09:20. 64"

LPS+PCB,-L 4 30.29+4.40"  48.16+3.58" 496.34423.82"

LPS+PCB,-M 44 25.60+3.19"  57.02+5.19" 548.37+19.67"

LPS+PCB,-H4H 19.37+2.28"  65.37+6.66" 619.75+29.67"

H.ah P<0.05, S5 IRZL LLE ;b O P<0.05, 5 LPS 4 [hAs
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8L, LPS + PCB,-L 4, LPS + PCB,-M #H , LPS +
PCB,-H ZHZffl NF-«B &5 135 B & AL, IkB-o 2
FHRIA & TR (P<0. 05141 3) .
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Figure 3. The effect of PCB, on the related proteins of
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Control LPS

3. PCB, X} NF-«B &

NF-kB signaling pathway(n=9)
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Table 3. The effect of PCB, on LPS-induced cardiomyocyte
damage by regulating the NF-kB signaling pathway (n=9)

B LPS+PCB, 41 Ll;?;rl::cfﬂz"' 5 P{H
TNF-o/(ng/L) 72.45+4.16 60.31+3.82 6.448 0.000
IL-18/(ng/L) 97.24+7.21 75.80+5.43 7.216 0.000
IL-6/(ng/L) 104.21+£9.57 89.26+7.11 3.762 0.002
MDA/ (pmol/g) 18.52+1.67 12.22+1.02 9.658 0.000
SOD/ (U/mg) 63.30+5.78 77.86+7.26 4.707 0.000
GSH-Px/(U/g) 624.43+31.24 678.30+35.92 3.395 0.004
LPS+PCB, LPS+PCB,+PDTC
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a A P<0.05,5 LPS+PCB, 414,

Figure 4. The effect of PCB, on LPS-induced

cardiomyocyte damage by regulating the NF-kB
signaling pathway (n=9)
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Px SEHUA PN T2 7778 19— Fh 3 2 1) 2o SR AR ) 43 i
it , ' RE LR 40 LA 9 235 4 B T g AN 2 3 S Ak W i)
TR E" AT A, 5% A L, LPS
ZH AL MDA 5 & i 2 T+, SOD  GSH-Px 1 14 i 2%
FEAIK; 5 LPS 4 [ #%, PCB, i 35 PR . MDA &
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