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[ ABSTRACT] Aim  Through the establishment of atherosclerosis model in ApoE™" mice to investigate the effects of
Ningxin Decoction, Xuesaitong and rosuvastatin on serum lipid, inflammatory factors and plaque structure. Methods
Feed 80 ApoE™™ mice aged 8 weeks with high-fat diet for 4 weeks at first. Eighty rats were randomly divided into four
groups; Control group (n=20), NingxinJiedu Soup group (n=20), Xuesaitong group (n=20), Rosuvastatin group(n=
20). Measure the body weight, tail artery blood pressure, detect total cholesterol (TC) , triglyceride (TG) and low den-
sity lipoprotein cholesterol (LDLC) level after eight weeks. Detect the plaque. Analyze the expression level of IL-6, IL-
1B, and TNF-a in the serum of rats. Results The ApoE ™ rats in Control group showed apparent differences from oth-
er three groups in blood total cholesterol, triglyceride, low density lipoprotein cholesterol. Among them, the ApoE™ rat in
Rosuvastatin group showed apparent differences from NingxinJiedu Soup group and Xuesaitong group. The ApoE ™ rat in
Control group had no significant differences from other three groups in body weight, blood pressure. The concentration of

IL-6, IL-1Band TNF-a in serum in Control group were higher than that in other three groups, while there were no obvious
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differences between the other three groups.
established by ApoE™~

cause of its lipid regulating effect.

rats and high lipid diet.

factors.
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ANEEFE,
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_’%FL)ﬁ’ﬁﬂ Eﬁ 1.5 mg/keg, & A& 0 & F £ EH K
BEROImLEE, N ZEARE(EWHXZ KL
HRATEFE)HAERN 0.2 mg/kg, & R4 0 & F
AESAKEROImLEE, NRERTOHEET
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Conclusions

The animal model of atherosclerosis can be ideally

Rosuvastatin has better effect in the control of plaque development, be-
NingxinJiedu soup, Xuesaitong, rosuvastatin can reduce the expression of inflammatory

In addition, they also have the positive effect on fat adjustment and retarding atherosclerosis.
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Y b, 34T 7 K F - 27 (hematoxylin and eosin, HE)
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1.6 SitFEHE

B %oRHR A SPSS 16.0 Ze it 8 34T 047, it
BB Dats R, T 4L 18] 34 B b ok R SL AR AR o
iy, 1H R AR X R I, n<40 B, KA
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2.1 FBHEMR—BERHEE

NEIRFES R AE K RAF, TOOMERAL 1
SrAE 2 FBET: . 4 4 ApoE ™" /)N KRBt 25 MR 5% 1 []
FERARTEIIAE B WG, A BERT 4 41/ BRUARE 200
T3 2557 Hr 28 18] W 5 L e 2 S B0 Wl 2 M (P>0.05)
4 21/ R R 25 S e A i E M (P>0.05;3% 1) .

®1 BHNERAEE MER LB (vs)
Table 1. Comparison of blood pressures and weight in each

group ( x+s)

e & FPoKkE
el HH (g) (mmHg) (mmHg)
X HEZH 29.00£2.34  110.00£4.22  80.50+6.50
TOBEHH  30.00£2.56  109.00£7.31  78.30+4.92
1M &8 41 29.50£3.14  106.00£9.45  79.80+7.12
FFefbiT4H  30.37+1.56  109.00+5.63  78.80+3.34
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2.2 FBHAMRMASKFRELE

AEBERT , B s A AT 4 # K il TC .\ TG . LDLC 7K
A H A 3 2 B B REAIK (P<0.05) , T L EE A4
1M ZE 38 £ I T R (P<0.05;3£ 2)
2.3 FBHREEFKERELE

ApoE ™" /INERAL SE T X BE4H 1L-6  IL-1B , TNF-a
(AL 7K - S 2 T HAB 4L (P<0.05) | i Hofts 3 41
B JC & 25 (P>0.05;% 3) ,

% 2. F4H/R TC. TG LDLC KFHILEE (mmol/L, xts)
Table 2. Comparison of TC, TG and LDLC in each group
(mmol/L, x+s)

x| TC TG LDLC

baplicEEl 29.31+3.82 1.71+£0.35  26.83+4.71
TUOMBEZH  24.84+5.72" 1.23+0.42"  21.06+5.13"
1Mt ZE 21 24.16+4.34"  1.21£0.33" 20.89+4.51"
AP ARABITAH 17.9424.07" 1.04£0.17°  13.62+4.39°

a A P<0.05, 5% AL A ;b P<0.05, S TP AT 4 i,

%= 3. BHNR IL-6,IL-18, TNF-a K FHILL B (g/LL, xs)
Table 3. Comparison of plasma levels of IL-6, IL-1f and
TNF-« in each group( pg/L, x+s)

Iy IL-6 IL-1B TNF-a

X BEAH 115.77221.23  13.36+1.04  1.35+0.08
TMERFAA 90.88+£12.17°  10.64+4.81*  0.88+0.07"
e SR 91.31+11.86" 10.55+3.27°  0.84+0.06"
FdPfRAhiT4H  89.83+14.21°  10.61+2.59"  0.86+0.12°

a k) P<0.05, 5% HR41 I

FT(100x) i

1. HEMLT O LBLER
Figure 1. The oil red O staining of each group
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I 238 21 B He 5 i A8 i i AR LG G B B 25 B (P>
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2. {41 HE B4R (100x)
Figure 2. HE staining of each group( 100x)

R4 SEPRENEER BERPERSEMELE (n=20,
x%£s)
Table 4. Comparison of plaque area / blood vessels area,

lipid concentrations in aortic plaques in each group(n =20,

xxs)

43R BEHe S AR BEHCP IR AR
Xif B 62.35%=%3.56% 37.2%+4.51%
TOfERE A 51.62%+4.71%"™  22.35%+3.82%"
10 ZE 38 21 47.81%+5.06%™  20.69%+5.47%"
B dF AT 20 31.66%=1.78%"  20.129%=%5.48%"

a N P<0.05, 5XFER4IELE; b oA P<0.05, SHmdFRhiT4 i,

3 3 i
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AT A W2 A 5 R 2 L TR AR T As 19 %
AR IL-1B8 7 As i el E2/EH] . Lipszyc
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2 UM RE ] LAEE 3] As BEERAN IL-18 B &
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F 1L-6 IL-1B Fil TNF-o FOVE FHAR L, 7 BEH A9 A5
SR Oy I, B AR A 7T 4 5 i 2EE A | T 0 R A
VTG 25 5 HEMI AR I it 5 B A AR E 1
FHOG  (HEEHRRE PE AT BB 5 RAE X R HE D], MK,
AW A IR PR 7 i — 25 R A LR
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P AR L, PR B4, A I i s 2 R
T IS8 AH B 5S B BR I . 25 T e  JE A 473 k
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S U e T B 0k, R R T Rk LAl
TTO@E G, s T AR s bk er & 1E B3,
TS TR AL, R T i — 23 o 7R AL
il AR s T As /NEL, 4l 7 BRI R .
BHWE S % B A oo kil
TE R AL R R AR, AT
FEUESE I 7 A W BT As 1B, OF H. & RE S B 1
Ng, e FEAR /N LI 7 1L-6, IL-1B F1 TNF-a 197K
S % R IZAE R HT As BB MLE] . AT &
TUOMEE S MIEE DT As FEHAML, 28 L, 70
iz M ZEE Fa & A AT AT LS L A AR R 1
T 2238 R ZEPT As fEHT . BREFARAMLTT 45 51 5
Pk RO 4, 2 18 5 LR AR A OC . AW AE
AN BT IR,
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