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[ABSTRACT]

endothelial cells and the relationship with apoptosis.

Calcium Sensing Receptor; Rat;

group (n=72) and atherosclerosis groups (n =72) .

D,60 million units/kg body weight, and then fed with high fat diet for 6 weeks.

lesterol (TC) were detected by automatic biochemistry analyzer.

microscope.

and RT-PCR.

Atherosclerosis ;

Apoptotic cells were measured by TUNEL staining.

Apoptosis;  Endothelial Cell

Aim To observe the expression of calcium sensing receptor (CaSR) in atherosclerosis rat vascular

Methods

144 Wistar rats were randomly divided into control

Early atherosclerosis models were copied by injection of vitamin D,

Serum triglyceride (TG) and total cho—

The morphological changes were observed under optical

The mRNA and protein expressions of CaSR, Bcl2, Bax and Caspase3 were analyzed by Western blotting

Results Compared with control group, the apop—

tosis index and the expression of CaSR, Bax and Caspase-3 were increased, Bcl2 expression were decreased, the changes

in aorta thoracica were aggravated in the atherosclerosis group.

Conclusion CaSR may participate in the apoptosis of

vascular endothelial cell, and then accelerate the formation of atherosclerosis.
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scription System (Promega /A ) ; Isoprel (Sigma 2
7)) ;ExTaqTM (TaKaRa 2 &]) ; 5% TaKaRa 5/
Y TR IR A7 & . PCTH00 B PCR Y ; 48 41k
BRI AL AR 4% 2 4t (BioRad) ; Beckman DU640 %8
AN e H Sz 7080 B4 B B AR .
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¢DNA, PL'5 pL cDNA RN A §E £ R E T iE 5
), 7550 pL /K Rk T PCR 718 (% 1) . CaSR §
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Table 1. PCR primers sequences

=3 S5 PR
CaSR  IE X : 5-TTCGGCATCAGCTTTGTG3~ 280 bp
X 5 - TGAAGATGATTTCGTCTTCC3”
Bel2  IE X: 5"-GGGATACTGGAGATGAAGACT3” 367 bp
J S 5°-CCCACCGAACTCAAAGAAGG3-
Bax  IEX: 5" TTTGTTACAGGGTTTCATCCAGG-3~ 447 bp
X X 5-GTCACTGTCTGCCATGTGGG3”
Caspase3 1E X : 5-GCTGGACTGCGGTATTGAG3~ 493 bp
X 5" -CCTGGAACATCGGATTTGATT 3"
GAPDH IE X : 5"-CTCAACTACATGGTCTACATG-3" 420 bp
S 5" TGGCATGGACTGTGGTCATGAG3”
B-actin  1E X : 5"-TTGTAACCAACTGGGACGATATGG3" 760 bp

J2 32 5-GATCTTGATCTTCATGGTGCTAGG3~
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KEMAEN210210 g —HHEZEZR(P<0.01),
2.2 MmAsME

S AT, xR TC 1 TG 4 A 1.24 +
0. 11 mmol /LA 0. 33 £0. 04 mmol/L, T 5} fik &3 F¢ fi
b4 TC F1 TG 4y %A 1.28 = 0.08 mmol/L #I
0.35 +0.05 mmol /L, AL LW EE 76 A5,
STEEZH TC F1 TG 4> %4 1.41 +0.09 mmol/L #1
0.36 +0. 07 mmol/L, ) ik s F£ i k.41 TC F1 TG 7
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Figure 1. Morphological observation of rat thoracic aorta

W (x400) EEN

under light microscope

2.4 EEIBKAE AR CaSR mRNA MEENFRIE
55 HEZH AH B, 2 ik ok FF i AL 2 CaSR mRNA
AEARFREEER(P <0.01;% 1 fIE2) .
2.5 EEHhBKkA R 4R R Bax.Bel2 F1 Caspase3 mR-
NA MEBERIFRIE
5XTHR A LR shitkos e rE{b2H Bax Fll Caspase-3

] mRNA F17E (A £ 145 TF 5, Bel2 [ mRNA f12E
FIEBAE (P <0.01;3 2 F1E 3)

1. EThBKMEZ 4R CaSR mRNA FIZEARIFRIE (x £5,n = 6)
Table 1. The expression of CaSR mRNA and protein in rat

aortic endothelial cells

g CaSR mRNA CaSR & H
X R 4H 0.27 £0. 06 0.46 £0. 04
FFKEREREILA  0.55 £0. 15° 0.72 +0. 05"
a y P <0.01, 5xf M2 i
—

2. EFNPKFIR MRS CaSR mRNA F1EZEHEIFRIE (n=6)
L AXTIRALL2 A KRR AL .
Figure 2. The expression of CaSR mRNA and protein in rat

aortic endothelial cells

2.6 EEEKERATAIT K

XA T PR E A 2 9. 67% +2.73% , 5))
Jok o6 FF B Ak ZH 9F T BH M 40 i E o 54.50% +
8.60% , B b £ 7 B (P <0.01;F4) .

= 2. EFNPKAEZARE Bax.Bcl2 F1 Caspase3 mRNA fIEAMRIE (x 5, n=6)
Table 2. The expression of Bax, Bcl2 and Caspase-3 mRNA and protein in rat aortic endothelial cells

Bel2 Bax Caspase3
A
mRNA EH mRNA EH mRNA EH
pagiicEi: ] 0.23 £0.04 0.55 £0. 08 0.54 £0.06 0.42 £0.05 0.42 +£0.05 0.10 £0.03
FhikeERERE k4l 0.11 £0.03"  0.21 0. 06 0.95+0.05°  0.72 0. 05" 0.83 +0. 06° 0.18 0. 03"

a y P<0.01, 5% IR LL#L
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Figure 3. The expression of Bax, Bcl2 and Caspase-3 mRNA and protein in rat aortic endothelial cells

B 4. EzhPkEL AR TUNEL 36 ( x400,n = 6)
IR AL, A5 B S B R R AT AL 4
Figure 4. Representative illustration of TUNEL staining in

A

rat aortic tissue
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