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[ ABSTRACT ] Aim To observe the effect of salidroside on atherosclerosis of apolipoprotein E gene knockout mice
(ApoE /™) with intermittent hypobaric hypoxia, so as to illuminate the role of salidroside on atherogenesis. Methods
Thirty eight-week-old male ApoE ™"~ mice were randomized into normobaric normoxic group ( control group) , intermittent
hypobaric hypoxia group (THH) , hypobaric hypoxia + salidroside group (intervention group) for 12 weeks. Mice in IHH
group and intervention group were exposed to a hypobaric chamber mimicking the hypobaric hypoxia condition on an altitude
of 5000 m for 8 hours every day, each group was fed with the same general diet, the intervention group was given salidro-
side 30 mg/ (kg + d) , oral gavage, while the control group and THH group were administered distilled water. ~ Then fasting
blood glucose (FBG) and plasma lipid levels were measured, paraffin sections of mice aorta roots were made.  The aorta
atherosclerotic lesion area and plaque collagen content were meassured by HE staining and Masson staining.  Matrix metal-

loproteinase-2 (MMP-2) and MMP-9, tissue inhibitor of metalloproteinase-2 ( TIMP-2) protein expression were analyzed
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by Western blot.

Results The three groups did not statisticly differ in FBG and plasma lipid levels (P >0.05).

Compared with control group, atherosclerotic plaque area were increased significantly (P <0.01) , whereas plaque collagen

content were increased in THH group (P <0.01).

Compared with IHH group, plaque area and the protein expression of

MMP-2 and MMP-9 were decreased significantly (P <0.01), whereas plaque collagen content and the protein expression

of TIMP-2 were increased in salidroside intervention group (P <0.01).

sclerosis and enhances plaque stability in ApoE ™"~ mice of IHH.

creased plaque collagen content.
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The mechanism is in connection with salidroside in-

JE AR + 4 5% K = 4L B A AR DU AR 5000 m %
EREMNE RS h, B4 % THRENLERKER
AEERA + 2 ZF ARAERL T XK 30
mg/ (kg « d), T & JE % %40 Fn 8] B (KR (04008
M EARMEA,ELEET 12 A,
1.3 MmMBAERARFERRRE

LI R, &4 ApoE T N TEBE 12 h &
7B BR B BRBE B, 3000 r/min %% 25 min, 4 &
1, A B 3 & S AT LI E R R L A% (fasting
blood glucose,FBG) | H i = B ( triglyceride, TG) ., &
fiB [ BZ (total cholesterol , TC) K % fig & & fE & B2
(low density lipoprotein cholesterol, LDLC) & % £ fg
& A FE [E B (high density lipoprotein cholesterol
HDLC) K-, 43L& 450 4, 5 B0 4 8 & 50 ik, A
E B BRI E JE £ 50 ik, I B R B E B kAR E B
N JE ¥ E 30 B E T -80°C 1R 77 JH T Western blot 4
MW, F PR E E 2 BRI 8 e SL B 4% % R W OB
B, ¥ A e N RN E 5 HORE 3 A%
JEH H I TG BT AW A Tk EEH A S
wm, 4547 HE % & 7 Masson 3,
1.4 BERSH RSN 3 3h Bk oK RE 1L BE SR E R
MRREEE

E AR A 8 HE % & % Masson %6
&, Fl A Image-Pro Plus 6.0 % W F & 2 %1 & 4
WHEEHREFEMRIERRFATRE S EE
BN EHEXEEER, RESEN &SR
Masson &R E 4 E@ M S EFETREE
Ao
1.5 Western blot 5 #7 MMP-2 MMP-9 % TIMP-2 &
HE R

FEARA B NA, FE G 1 mg 4 8 A N T
A 10 pl E AR (AL RE N 1 mol/L 8 PMSF) £
AL M A AT 4°C T 1200 /min B8 S
min, £l BCA E 2 XA &RMEARE, AL
B JE H A J5 £ 4 AH BBy MMP-2 \ MMP-9  TIMP-2
LR, W5 B-actin,4°C ¥ & 1L 7, TBST 3k £, 45 & 4
RLEYHAR T E A EEATIC N — P, A ECL b &k



CN 43-1262/R WP EBhkAEfb 24k 2014 47257 22 B4 7 1 677

WA &5 PVDF JEEH 1 min J5,% PVDF JE5 X %, P<0.05 h =R EAGHITFE L
KEHANEENE L3 min, EYEHEY., HHK
B BB BT 45 3 O E B, DL MMP-2 . MMP-9 |

2 & B
TIMP-2 5 B-actin 4 # # % ot ® 2 AR 2 b 18 3F 2
MMP-2 MMP-9 TIMP-2 % & % 3k K F. 2.1 AEREXTMAE, A5 7K F B & 0E
1.6 HitrFEHE W R SR TR BROPE AR RG] SRR A +

HEXR U xs k-, ZHAMMRRXAERNEZ a5 KR4 ApoE " /MNR FBG, TC, TG, LDLC K&
T E AT, W 8 K A Student-Newman-Keuls 4 HDLC /KGR (F 1),

R 1. ApoE /" /NREEM#EMMASKFE (2 =5, n=10, mmol/L)
Table 1. FBG and lipid levels in ApoE ™~ mice(x +s, n =10, mmol/L)

| FBG TC TG LDLC HDLC
W R H AU 5.59+1.25 9.32+1.38 1.06 £0.27 1.41 £0.23 0.45+0.15
(] P AP AR 4502, 5.83+1.45 10.12 £0.96 1.03 £0.34 1.56 +0.27 0.41 £0.07
fRFEARSE + 205 R 5.73+1.15 9.76 +1.46 1.02 £0.19 1.52+£0.34 0.52+0.16

2.2 ASXRMTEFRER L ERA T 2.26% . 19.95% +2.96% ,P <0.01) fXJE{REA +

HE e 8 575, =4 ApoE " /NR EZIPIARH L0 KA 4 3 2 JikoHR 35 B e 1 AR [ B A% 480 fIK
T DL 1%, (E [R) 8 I R AR AR 41 32 3 Bk AR R SAZH W] WD (14.97% = 1.76% L 29.56% =+
BB 0 AR AR TR W AW W (29.56% = 2.26% ,P<0.01;&1F2),

1. ApoE " /NR EZNBKIR SRBILRMAHEIEL A2 ( x40) A NRER AL B N B ECE A, C I IRERE + Rl

Figure 1. Aortic roots atherosclerotic lesions in ApoE ~'~ mice( x40)
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Figure 2. Atherosclerotic plaque areas in ApoE ™~ mice
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Figure 3. Collagen content of aortic roots atherosclerotic le-
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Figure 4. Masson staining( x40)
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Figure 5. Protein expression of MMP-2, MMP-9 and TIMP-2 in aortic roots atherosclerotic lesions by Western blot
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