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[ ABSTRACT] Aim To investigate the effect and mechanism of Erchen decoction and Taohong Siwu decoction con-
taining serum on oxidized low density lipoprotein ( ox-LDL) induced endothelial cell damage. Methods EA.hy926
cells were cultured in vitro, then randomly divided into control group, ox-LDL group, intervention group, inhibitor group.

Cell apoptosis was detected by flow cytometry, malondialdehyde ( MDA), nitric oxide (NO) and superoxide dismutase
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(SOD) activity were detected by colorimetry, tumor necrosis factor-a ( TNF-a) and interleukin-6 (1L-6) levels in cell su-
pernatant were detected by ELISA, and phosphatidylinositol 3-kinase ( PI3K) , phosphorylated AKT ( p-AKT) and endo-
thelial nitric oxide synthase (eNOS) protein expressions were detected by Western blot. Results Compared with con-
trol group, the level of TNF-a and IL-6 increased significantly (P<0.01), MDA content in cells increased significantly ( P
<0.01), SOD activity decreased ( P<0.05) , NO level in supernatant decreased significantly (P<0.01) , content of reactive
oxygen species (ROS) and apoptosis rate increased significantly, the protein expression level of PI3K, eNOS and the pro-
tein phosphorylation of AKT were significantly decreased (P<0.01) in ox-LDL group. Compared with ox-LDL group, the
level of TNF-a and IL-6 in cell supernatant decreased significantly ( P<0.01) , MDA content in cells decreased significantly
(P<0.01), SOD activity increased significantly ( P<0.05) , NO level in the supernatant increased significantly ( P<0.01),
ROS content and apoptosis rate decreased significantly, the protein expression level of PI3K, eNOS and the protein phos-
phorylation of AKT were significantly increased (P<0.01) in intervention group. Compared with intervention group, the
level of TNF-a and IL-6 increased significantly (P<0.01), MDA content in cells increased significantly (P<0.01), SOD
activity decreased (P<0.05), NO level in supernatant decreased significantly ( P<0.05), content of ROS and apoptosis
rate increased significantly, the protein expression level of PI3K, eNOS and the protein phosphorylation of AKT were signif-
icantly decreased (P<0.01) in inhibitor group. Conclusion The serum containing of Erchen decoction and Taohong

Siwu decoction can effectively protect ox-LDL induced endothelial cell injury, which may be related to activation of PI3K/
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AKT/eNOS signaling pathway.

] A 45 PRLCo il I 795 9 76 T 1) A8 R
T, U Fil I 08 2 B N 2R A R A L — KRR
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Figure 1. The level of cell apoptosis in each group
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1. ZAEMMBAT R (xxs,%,n=3)
Table 1. Cell apoptosis rate in each group(xz+s,% ,n=3)

el T
xit B4 2.42+0.52
ox-LDL £ 32.55+3.82°
T 19.33+2.63"
5 20 27.64+2.50°

a N P<0.01, 5%F B4 LA ;b o P<0.01, 5 ox-LDL £ L% ;¢ 4 P<
0.01, 5T gl b,

F2. BAMK MDA &£ .SOD EER MM LiFERH NO
IKE (x+s,n=5)
Table 2. The MDA content and SOD activity in cells and the

level of NO in cell supernatant(x+s,n=5)

e MDA(g/L)  SOD(kU/L)  NO(ummol/L)
Xof HR 2 1.91£0.15  26.917.16 0.23+0.06
ox-LDLZH  6.10+0.70"  17.16+2.42" 0.08+0.02"
T 3.01£0.59"  24.52+2.56° 0.18+0.03"
I 5.03£0.717  18.19+2.82° 0.10+0.03°

a y P<0.05,b 2 P<0.01, 5% BRAL LL#E ;¢ 2 P<0.05,d 24 P<0.01,
5 ox-LDL #H %2 se i P<0.05,f h P<0.01, 5T HidH Hig,

2.3 YR TNF-o F0 10L-6 7K
SRR 8L, ox-LDL 4H 40 M _E 35 P TNF-a
1 IL-6 K @& FHE (P<0.01) ;5 ox-LDL 4H [ 4%,

20 um

B 2. HAMMA ROS KF

Figure 2. The level of reactive oxygen species in each group

R4. BAMEA ROS EHHZE

Table 4. Mean light density of reactive oxygen species

in cells

o] R0 B (10D/ area)
Xif R4 0.12+0.04
ox-LDL 41 0.79£0.11°
T 0.28+0.08"
5 20 0.52+0.12"

a N P<0.01, 5XFHEA Fb#i;b S P<0.01, 5 ox-LDL 4 L% ;¢ o P<
0.05, 5 T itz

T FAL AN 770 41 40 B VS P TNF-o AT IL-6 7K
R ERL(P<0.01) ; 51 T4 b, 00 570 241 40
B F 35 W TNF-a 1 IL-6 /K 225 FHE (P<0.01;
%£3),

R 3. BAMI EF RSB TNF-o F1 IL-6 7KF (x+s, pg/L,n=
5)
Table 3. The level of TNF-a and IL-6 in cell supernatant (x

+s,ng/L,n=5)

Gl TNF-o IL-6
PUPHEE) 173.16+10.78 96.96+13.79
ox-LDL £ 488.01+25.01" 393.98+33.13"
T 283.92+20.56" 209.03+9.43
A BAlE: 392.44+21.24" 317.35+18.02"

a ki P<0.01, 5% IRZH b3 ;b i P<0.01, 5 ox-LDL 4 b4 ;¢ N P<
0.01, 5T ek,

24 YN ROS BE
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W ETHE ;5 ox-LDL 4 Hox, T Wid] e 655 1
TS, AN ROS & I B REL; 5T W4l
Fb A, 40381 5500 2H 40 B P9 2 6 58 8 1, = B 400 it 9
ROS F&Tha (K2 FMiZk 4)

A HRIRZE B M ox-LDL 41, C N T4, D M4 ,

2.5 4B PI3K AKT.eNOS BEARIEKE

Western blot #5455 .7, 5 %5 B4 HL 3, ox-
LDL 41418 PI3K ,eNOS 7 4 ik /KFF AKT 2 H
IR ALK T i AR ( P<0.01) 3 5 ox-LDL 4H b 4%,
T 4NHE PI3K . eNOS 2 4 ik K FFl AKT 2 H
BRI /K P 35 T (P<0.01) 5 5T Hl4 L 45,
il 7 2L 41 PI3K . eNOS 2 4 ik KF-Fl AKT 2 H
WEIR ALK i 2 AR ( P<0.01; 141 3)
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Figure 3. The level of proteins expression in each group
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FEHLH Z — , MDA 220 A5 A 0 405 7= A i 2L
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JEHUARIERR AL B RS0 R B AREE, R
7 P S A 05 A T B AR TNF- AT TL-6
DU 2 S 07 PR B2 A4 L 2 M 4 49 1) 2 A0 TR - e B
JINE P B A L A R
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AT ox-LDL i S 1 EA.hy926 41 il 453 17 i) T T AE
Ho W4 R A B, 5 X A 38, ox-LDL 2H 21 ity
W P TNF-o F IL-6 7K F 5 3% Jh &5, 4 i i
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i 0 E AL, SOD WEERH BTt R, IR NO K
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PI3K 41l 3] LY294002 3% % T X — &5 5 ; Western
blot Z5 5 7w , 5 X R HL 44 , ox-LDL ZH 41 ffd PI3K
eNOS 5 [ 357K Sl AKT 25 P8 R 1k /K - i 2% 1%
fi%; 5 ox-LDL 4 L, T W4l 4 il PI3K ,eNOS £ [
FIRAKFH AKT B HBERR A KF- 3 T 5T
20 HO A, AR 44 PI3K . eNOS 2E FH 2k K Al
AKT H B IR ALK B EREAR, 25 R 3R W] ox-LDL
REfL I A% S AR5, — R a kL A & 2
I35 RERE A R AR 20 HfL 452 405 , 8 A 0 ) PIBK {5 %
A RE A 0 5 — R A PR DU 15 B 2 00035 X ox-
LDL 755 240 JL 463 43 i 4P AR H

gi b, BRI B Y 2 035 RE A AR
1 ox-LDL 753 (14 N Bz i 451 477 , JFCAIL I vl 8 5 90
PI3K/AKT {55 #A 5%
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