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[ ABSTRACT ] Aim  To study the effect of Dendrobium Huoshanense C. Z. Tang et S. J. Cheng( DH) on the develop-
ment of atherosclerosis and vascular calcification induced by high-fat diet in LDLR™ mice and the possible mechanisms.
Methods Male LDLR™" mice were randomly divided into 2 groups and received the following treatment: High-fat diet
(control group) ; HFD containing DH (DH group). The treatment was lasted for 18 weeks. At the end of treatment,
all the mice were anesthetized followed by collection of blood, aorta and liver samples.  The serum was prepared followed
by determination of alanine aminotransferase ( ALT) , aspartate aminotransferase ( AST) , alkaline phosphatase (ALP) , to-
tal cholesterol (TC), triglyceride (TG), high density lipoprotein cholesterol (HDLC) and low density lipoprotein choles-

terol (LDLC) levels. Whole aorta and frozen cross sections of aortic root were prepared, and the lesions in en face aorta
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and aortic root cross sections were determined by oil red O staining.
by Sirius Red and Alizarin Red S to determine the plaque stability and vascular calcification.

prepared and used to determine hepatic lipid content by oil red O staining.

Frozen cross sections of aortic root were also stained
Liver frozen sections were

Results After 18 weeks, DH lowered ser-

um TG to (2.3120. 16) mmol/L compared to the control group (3.76+0.47) mmol/L(P<0.05), but had no effect on

transaminase level and otherlipid profilesin serum.

sinus lesion of aortic root by 20% (P<0.05).

ted lesion stability and reduced necrotic cores in arterial wall.

Meanwhile, DH significantly reduced lesions in en face aorta and

It also increased collagen content by 70% in plaques (P<0.05), promo-

At last, Alizarin Red S staining showed that the develop-

ment of vascular calcified area, which was 0. 88% in DH group while 1. 34% in control group, was attenuated by 34% (P

<0.01).

TEABRIG A O 10459 B 80 A ol it
1“5 R T Sk HEAE AL (atherosclerosis, As)
Je O MR I FER AR — | IS 5L TE As
Hrlle g I A 1k A I St ko R T A B B
REM, BRI S &2 EFA LA,
As FIMLAE 55 46 B B it R S HEHL B S 22 9%, H
BN RAE MR BT AL A i R A = 5
HIFAEE As FIALAE 85 10 1Y & AR R e, ARABTT
e PR BGUEMLR LY TIBIT As B4 55
A B R H AN RS B8 280AS A T A HG 17 A2 )
BRI

2 L7t ( Dendrobium Huoshanense C. Z. Tang
et S.J. Cheng, DH) & 2Bl £1 fith, J& £ 4F A AR
W) AR REOR T i 4 St 250, Bk
AR URANREZ B B ilas A i 3
TN LB L 4 2855 3, BAT 5 B AR Ji
1% AP E FREEZE DU ST, AR
WFFERBEE LA MR B AT 203 I R o3 | 400 A SR
PUEALSAE IS X e iR 5 28 LA bl B i
ShkokAE A AL L2 A 85 AL A . A BE ST B A
TE R AT R R R R A As LM AE 45 1k
ARSI, 20028 BORAE PR

1 #EFFEE

1.1 #E5iR7F

& & & 4 (high-fat diet, HFD) & % 21% H
ZEEAO0.5% BEE, LR ERF;E LA MER
BB G EE R BARAG (AL ;W
47 O( Sigma-Aldrich N8 , 2 E);# &4 S( ¥
EHERARANE);Fao ARELZLE(LE
FEZHHEARNE); HAAKE 4% 2 RFER
F 4 4 E E R (Biosharp, & B) ; OCT 7k A9 f 4
H 5 (SAKURA, %2 H ), EKRA N T E A4
i

Conclusion DH inhibits the development of atherosclerosis and vascular calcification.
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Figure 1. DH inhibits the development of lesions in en face

aortas of LDLR™™ mice
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Figure 2. DH inhibits the development of sinus lesions of aortic root in LDLR™" mice
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Figure 3. DH increases the stability of lesions in aortic root of LDLR ™~ mice(n=6)
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Figure 4. DH inhibits the development of calcification in aortic root of LDLR™~ mice
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Table 1. Effect of DH on serum lipid, aminopherase, liver
and body weight in LDLR™™ mice (n=5)

Ef=ga Xt B ZH DH %
ALT/(U/L) 42.72£10.19 41.92+6.49
AST/(U/L) 169.00+16.84  134.90+5.62
ALP/(U/L) 45.36+3.41 43.12+3.48
TC/ ( mmol/L) 48.16+6.49 41.58+3.79
TG/ ( mmol/L) 3.76=0.47 2.31+0.16°
HDLC/ ( mmol/L) 1.26+0. 15 0.75+0.31
LDLC/ ( mmol/L) 19.61+3.11 15.90=1.63
R/ g 1.49+0.08 1.27+0.08
Kt/ g 30.080. 69 28.24+0.91
JH B/ AR BT % 4.84+0.19 4.49+0. 15

a A P<0.05, 5% B2 Lk

XfHRH DHZ

e DHZE

5. ELARE LDLR/NRATHERS RAR R X #0
A 23 LDLR™™/INBUIT IS (0L B S IIFIE D A4 O Jea
Figure 5. DH has no effect on liver lipid accumulation
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