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The Effects of Modified “ Erchen Decoction” on the Expression of
Inflammatory Marker IL-6, TNF-a on ApoE =~ Mice

XIE Xuejiao, LI Yamei, XU Jia,et al
(Hunan University of Chinese Medicine ,Changsha , Hunan 410208 , China)

Abstract: Objective This study was to investigate the effects of Modified Erchen Decoction on the expression of 1L-
6,TNF-« in the aortic wall and serum of ApoE ™"~ mice,in order to confirm the effect on the regulation of inflammatory factors
in atherosclerosis. Methods ApoE ™~ mice of the control group (n =10) were fed with normal diet,the others (n =30)
were fed with a high-cholesterol diet in 4 weeks to induce atherosclerosis mode,and then were divided into the model group
(n=10) ,the Modified Erchen Decoction group (n=10) and the simvastatin group (n =10). The two treatment groups were
given Modified Erchen Decoction and simvastatin by gavage respectively. The expression of IL-6 and TNF-a was measured by
ELISA kit after treated with the drugs for 8 weeks continuously.  Results IL-6 and TNF-a in serum were 392. 06 +
37.70 pg/mL and 189.1 +£50.4 pg/mL in the simvastatin group and were 47.2 +13.3 pg/mL and 442.41 +172.26 pg/mL
in the Modified Erchen Decoction group respectively. They were decreased by the two drugs,and significant difference was
found between each treatment group and the control group. The expression of IL-6 and TNF-o were decreased by the two
drugs ,which were confirmed by the histopathology. ~ Conclusion Modified Erchen Decoction can inhibit the expression of
IL-6 and TNF-« effectively in the ApoE ™"~ mice,which indicates that Chinese formula may reduce atherosclerosis progress.
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& (RD 28 A, 7= 5h % 5 EIA05897),0 - C - T
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A1)

217 n TNF-o( pg/mL) IL-6( pg/mL)
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AT M, ¢ P <0.01,d: P <0.05
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RPEESZ 97 | 9 5 905 W TR,
HAFRNE Z U2 WAL e W, B 4 1fn v
1L-6 \‘TNF-o 7K~F-BH . 5 T 25 X RE4L (P <0.01)
X LERABUESE T I 1L-6 A1 TNF-o T8 A 56
TR R — IR okiz T W 9 il
HH L6, TNF-a 1) %35 (P < 0. 05) ; &A% 116,
TNF-o 7EE BN 238 31X Ik — Brz HHE e
I6 TR Bh oK RERE A O I AN — 2 TR ARG 4
HE TR AL

S 3k

[1] Hansson GK. Inflammation, atherosclerosis, and coronary



PHERAEEE2015 511 AF 3 EF 6N

(2]

[3]

[4]

(5]

[6]

(7]

(8]

(9]

[10]

[11]

[12]

[13]

artery disease [ J]. N Engl J Med, 2005, 352 (16)
1685-1695.
Lozano R, Naghavi M, Foreman K, et al, Global and re-
gional mortality from 235 causes of death for 20 age
groups in 1990 and 2010: a systematic analysis for the
Global Burden of Disease Study 2010, Lancet,2012,380
(9859) :2095-2128.
Bhatt DL, Steg PG,Ohman EM , et al. International Preva-
lence, recognition, andTreatment of cardiovascular risk
factors in outpatients with atherothrombosis [ J]. JAMA,
2006,295(2) :180-189.
FRI EIFE TR AE T SR R 50 4] 16 R AL
K], P55 K ,2007,23(6) :75-76.
F M, R, HERF. K E B A ApoE ~ (-/-)
R A fg & TNF-o, IL-6 89 %a[J]. 7 B £ 85 7l 5 &
& 2013,19(18) :270-274.
FAR . Bh Rk 3 B RRAL K R 0 S AL 69 A 5T it R
[J]. @ % @ K W EFHK,2015,36 (2);
141-152.
ROSS R. The pathogenesis of atherosclerosis: a perspec-
tive for the 1990s [ J ]. Nature, 1993, 362 (6423 ).
801-809.
ROSS R. The pathogenesis of atherosclerosis an update
[J].N Engl ] Med,1986,314(8) :488-500.
RARML, % B . BB AEAAL 09 K4S 5 BBAT R
R[] F 4 0 B R A &, 2014,16 (12)
1332-1334.
BEN,ARFE, E N, F, B BT ApoE” 3h bk 3
H AR A )y R, PPARY-LXRa-ABCA1 12 % i % 44 % v
[J]. @ B2 & 53,2012, ,10(7) :814-820.
Wang XX1, Yang JX2,Pan YY1,Zhang YF3. Protective
effects of tanshinone II A on endothelial progenitor cells
injured by tumor necrosisfactora [ J ]. Mol Med Rep),
2015 Sep;12(3) :4055-62.
Hiiseyin Oren,MD, Role of Novel Biomarkers of Inflam-
mation in Patients With Stable Coronary Heart Disease
[J]. Angiology,2007 ,58(2) :148-155.
Heyply 3T ATREFORREFFHHERRSD

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

(23]

[24]

609

JR A ACAR A 053 S & Rbl 8B ER[T]. F
E I B4 F R ,2014,22(6) :60-65.
Charakida M, O Neil F,Stefano Masi S, et al. Inflamma-
tory disorders and atherosclerosis: new therapeutic ap-
proaches[ J |. Curr Pharmaceuti Design,2012,17 (37) :
41114120.
Harrison D, Kathy K, Griendling, et al. Role of oxidative
stress in atherosclerosis[ J]. Am J cardiol ,2003 (91) :
7-11.
A, T RE RTAE . TR T AT ApoE” N R
FHRRBALAAL F o iy — FAC R PG IR B T -
a kA Hmm]]. FRAESFEE 2012,28(5):
715-717.
Valgimigli M, Merli E, Malagutti P, et al, Hydroxyl radi-
cal generation, levels of tumor necrosis factor-alpha, and
progression to heart failure after acute myocardial infarc-
tion [J].J Am Coll Cardiol ,2004,43(11) :2000-2008.
Michaud M, Balardy L., Moulis G, et al. Proinflammatory
cytokines , aging,, and age-related diseases[J].J Am Med
Dir Assoc,2013,14(12) .877-82.
WER R BRSE. —Raak AR []].
E 315 8. ,2014,27(11) :487488.
WEAR, R, A S ek =% 5t ApoE ~
(/)P RIERRHBEN @S] ¥ 8B
WAL E 3 4 & ,2015,25(4) 4447,
BRI, JATE,ZHE,F. RS R T EIERZS KRR
F & R RAI[T]. )M F E 2K F IR ,2005,
22(2) :81-86.
HER, T, A F. KBRTF 5 BRI LR
ARG FRENHLEMRT[]]. EFEBE R
¥%,,2014,22(2) :2947-2948.
HRA, WA, AR B Ik 8 A R IR & A o
& MMP-2.9 Z IL-6 K-FRAEL[]]. PEEFF 5
&,2014,34(11) :6314-6315.
Ly et REXEERRABCH LR ES
TNF-o #7 hs-CRP #9% & [J]. * B F E 45,2014,
23(11) :2081-2082.

(XL 4. M%)



