874 ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 9,2017

- SLIGHRE - [XEHS] 1007-3949(2017)25-09-0874-05

T H 2 BT BElA 2 E 2 R FE /) B gl Wk o A R A
AP

2T, THE, BFL', R B, EXE, BII
(LBAFRFEFRS—WEER, 358575 F 832008; 2.6 F KFEFK, #E6TF T 832002)

[XBA] FHZEHA®M,; HRBHRL, @ERBERIT 1, LF@REMRST 1, BA@BERR

[ E] HH AEAFFZERASTHEEG E ARG RS RBERIR T OER TR, Tk
HIgEA E AR DA AR FALTURFFLZEERSG P KM Z4H, A CSTBL/6) R A EF
R, 42 5 12 B UG A st il e i e g KR, £ S AR BARRR AL B @ AR/ R @ AR LAE, R A B F R B
REFHRAEMBRZER T | S E MW ST 1 g mpE I R Rk, R SHERME S48 5huT
VA B AR ok S B AR B E ISR G 2 B BE K (P<0.05 K P<0.01) ; R R Fren e & UL 4 25 LR B Bk i AR AR
Ik TR A2 | B3k @ AR/ B IE & AR ) (P<0.05 3 P<0.01) ; o BB F R E R T4 MmpaEmaF 1,
ot G JAE T T 1 B FE fm I AE LR W9 R A TR (P<0.05 & P<0.01) , it #FZ S E W TaEdAY K5
EGE ARG KRR TRAEZNREMRZR ST | aF @R a-T | BIGHmibEi R A LS
)RR S e FLIE RIS E G E A RSB KRB BEH RO L L L&,

[HESES] R363 [ XHrFRIZEE] A

The effect of total flavones of dracocephalum moldavica on atherosclerosis lesions of

apolipoprotein E gene deficient mice

QUAN Yi-Ning', WANG Xin-Chun', GUO Xin-Hong', YUAN Yong', CAO Wen-Jiang'”*, CHENG Jiang"’

(1.The First Affiliated Hospital of Medical College, Shihezi University, Shihezi, Xinjiang 832008, China; 2.Medical College
of Shihezi University, Shihezi, Xinjiang 832002, China)

[KEY WORDS ] Total flavones of dracocephalum moldavica; Atherosclerosis; Intercellular cell adhesion molecule-
1; Vascular cell adhesion molecule-1;  Proliferating cell nuclear antigen

[ ABSTRACT ] Aim To investigate the effect and possible mechanism of total flavones of dracocephalum moldavica
(TFDM) on atherosclerosis lesions in apolipoprotein E gene deficient (ApoE”") mice. Methods ApoE™" mice were ran-
domly divided into model group, simvastatin group and TFDM high, medium, low dose group, C57BL/6] mice were set as the
normal control group. After treated for 12 weeks, the mice were sacrificed and plasma lipids were determined, the area of ather-
osclerotic plaques and the ratio of plaque area to aorta were measured by HE staining, the expressions of intercellular cell adhe-
sion molecule-1 (ICAM-1), vascular cell adhesion molecule-1 (VCAM-1) , proliferating cell nuclear antigen (PCNA) in aortic
atherosclerotic lesions were detected by immunohistochemistry analysis. Results  Compared with the model group, the levels
of triglyceride (TG) and low density lipoprotein cholesterol (LDLC) was decreased significantly in treatment group. The athero-
sclerotic lesions reduced and the ratio of plaque area to aorta decreased in TFDM groups. The expression of ICAM-1, VCAM-1
and PCNA were down-regulated by TFDM. Conclusion TFDM can inhibit atherosclerosis formation which involved in de-
creasing the level of plasma lipids and weakening the expression of ICAM-1, VCAM-1 and PCNA in the aorta wall.
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3 1. TFDM Xt ApoE™ " /NRIMBEZKFEIRMA (s, n=8, mmol/L)
Table 1. Effects of TFDM on serum lipid levels in ApoE™"~

mice(x+s, n=8, mmol/L)

| TC TG LDLC HDLC

EH R 2.43£0.28" 0.84+0.37° 0.29+0.10° 2.34+0.32"
FTRIZ 33332091 2.51+1.20 37.13x3.04 6.64+2.03
TFDM {RFIHH4H  32.45+0.87 1.0620.86" 31.69+2.31% 7.56%1.07
TFDM F5fiEEH  32.0442.49 0.94+0.84" 30.96+4.18" 8.06+2.00
TFDM 4 30.13+3.98 0.64+0.15" 27.99+5.78" 8.09+0.73
SERATTA 32.14+1.72 0.68+0.18" 29.90+1.81" 9.36+0.52°

a i P<0.05,b i P<0.01, SHERIZH Foik
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HE Je 8 89 7, 1E 5 X B A /DN B 32 3l ik i 4 B
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1. ApoE™ " /INREFNPRALFIEERE (HE Yo, 40x)
40 ,E 3 TFDM B4, F oA FRATT 4.,

Figure 1. Histopathologic examination of aorta in ApoE™~
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A HIEH X IRE B EHIZH | C Jy TFDM AKFIH 41, D Jy TFDM th )&

mice( HE staining, 40x)

{H PR TAAIZH (P<0.05 5 P<0.01) , H &M —E
(TR AR AR A, 45 45 25 4 0] G (. 3 1k 25 5% (P>
0.05) ,#&/~ TFDM AJ B 38/ As BESRIRIAR (3R 2)

Table 2. Comparison of aortic atherosclerotic plaque area and lumen area of ApoE~" mice in different groups(x=s)

o4l n* T (um®) BEHTRIAL(um?) BEH I AR 45 I E AR L
TR 7/8 867767+229091 5451734425581 0.57+0.15
TFDM fi5 &4 5/8 828408+443526 385718248041 0.38+0.17°
TFDM Hr 51|42 5/8 979939+277232 363519+278603 0.31£0.20°
TFDM 7l &4 4/8 849458+501889 228237+223211 0.21x0.19
FARMh T 3/8 778007225602 208739+191529 0.18+0.13"

a N P<0.05,b N P<0.01, SERIZ LE, A 1501 A BEBR /D R H , 20 REAARALE/ RECH
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#IZH ,C 2y TFDM R 20 , D 24 TFDM 5l it 2 E 24 TFDM &5 i 20, F - HfliT4
Figure 2. The expression of ICAM-1, VCAM-1 and PCNA in aortic tissue of ApoE~ mice was detected by immunohisto-

chemical staining( 200x )
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Figure 3. Effects of TFDM on ICAM-1, VCAM-1 and PCNA expression in ApoE ™~ mice
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