CN 43-1262/R " Eah ka4 2016 4F5 24 555 9 1Y) 893

[XEHS] 1007-3949(2016)24-09-0893-06 . SCDAFFSE -
NgBR of Wit 200 e 5 T S 24 P L I 1 388 26 s 119 535 M

FE, KRR, B B, &, XK, £F%F, RE', RERE', K%', 8=7¢, X
(LLLWBEHAKFE2LBEAXFE —ERCAMR CaFRBRLEAGRBERLEGEETELEE,
3B EHXFEE—ERS RA, L& E KRT 030001)

[KEIR] WEHEAKRWHET B2, REAFREHE, BEH@RELASmE

[ E] HH @id43) T RNA(SIRNA) B RAW264.7 @l R ek mfbib Z i R A KIpH B F B %
R (NgBR) & ik AF 50 NgBR % it ok 4 fL e [2] B3 i 4535 (RCT) #9 %90 , 3 £ RCT R 2 AN PR BAERRAL (As) W9 37 7
LA RS IRAE R e RAE B FiE AR BAERIE F RS E G (ox-LDL) #F RAW264.7 20 BT s LK 40
fo, i O EBATERE, Wi kmiay A win, & & xR siRNA P58 28 NgBR-siRNA1 # % 28 (siNgBR-1
20) NgBR-siRNA2 #& % 40 (siNgBR-2 48) , #) A siRNA T2 /& K 28 it NegBR A B & iA | 5t #) A real-time PCR #»
Western blot *F R 347 F#ak £ %52, M5 R A real-time PCR 40 &-28 20 JO AT X 24K o ( LXRar) \ ZBFBR AL 3 45 &
& iEia K A1(ABCAL) B Z BB IR B 45 A& 4535 /K G1(ABCGI1) mRNA & A | Western blot # | &-28 4m A8 & & & 4
RN HEAAE N 2 B B E, SR ox-LDL A3 i F 8 R @ Je TS K ; siNgBR-1 48 #= siNgBR-2 22 NgBR
mRNA & 3% & 8 2 T # (P<0.05) ;siNgBR-1 2847 siNgBR-2 21 LXRa , ABCA1 #2 ABCG1 #) mRNA A L& & K ik 2
FHEAK(P<0.05) B2 B BF i th 2 F RV (P<0.05) . 4518 NgBR 7T VA3E hm B o 2 IR M08 K 40 I RCT #9845 A B
LXRa B3t F A B ABCAL ABCG1 &9 &k , M, 33 KA 8 5, As 09 8 Ao B, A 05 Jm 09 W SR B 36 4R AL 2 i
R

[FESHZ%ES] R363 [ XHk#RIRED] A

Effect of NgBR on Reverse Cholesterol Transport of Macrophage Derived Foam Cells
WANG Yu-Fan', SONG Xiao-Su®, BAI Rui’*, LIANG Bin®>, LIU Gai-Zhen®, LOU Xiu-Ping’, ER Lu', HOU Yao-Yao',
ZHANG Yong-Liang' | BIAN Yun-Fei’, and XIAO Chuan-Shi®

(1.Shanxi Medical University, 2.Department of Cardiology, the Second Hospital of Shanxi Medical University & Key Labora-
tory of Cardiovascular Disease Diagnosis, Treatment and Clinical Pharmacology of Shanxi Province, 3.Department of Cardi-
ology, the First Hospital of Shanxi Medical University, Taiyuan, Shanxi 030001, China)

[KEY WORDS ] Neurite Outgrowth Inhibitor-B Receptor;  Reverse Cholesterol Transport; — Macrophage Derived
Foam Cell

[ ABSTRACT] Aim By transfection of small interfering RNA (siRNA) to silence RAW264.7 derived foam cells’
neurite outgrowth inhibitor-B receptor ( NgBR) expression, to study the effect of NgBR on reverse cholesterol transport
(RCT) of foam cells, explore new methods to prevent atherosclerosis from RCT pathway and provide new ideas for clinical
prevention and treatment of coronary heart disease. Methods Using oxidized low density lipoprotein (ox-LDL) to in-
duce the RAW264.7 cells to form foam cells, and using the oil red O staining to identify them. Then the foam cells were
divided into 4 groups: blank control group, siRNA negative control group, NgBR-siRNAT1 transfection group (siNgBR-1
group ) and NgBR-siRNA2 transfection group (siNgBR-2 group). Whereafter siRNA was used to silence NgBR expression
in RAW264.7 cells, and the interference efficiency was identified by real-time PCR and Western blot. Then real-time

PCR was applied to detect mRNA content of liver X receptor alpha ( LXRa ), ATP-binding cassette transporter Al
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(ABCA1), ATP-binding transporter G1 (ABCG1) in cells of each group, and corresponding protein content of each group

cells were detected by Western blot, and the intracellular cholesterol efflux was determined by liquid scintillation counter.

Results

Ox-LDL induced foam cells formation successfully.

Compared with other groups, NgBR mRNA and protein were

significantly decreased in siNgBR-1 and siNgBR-2 group ( P<0.05), mRNA and protein expressions of ABCA1, LXRa,
and ABCG1 were significantly inhibited (P<0.05), and the cholesterol efflux was significantly reduced in siNgBR-1 and

siNgBR-2 group (P<0.05).

Conclusion NgBR can increase the expression of LXRa and its downstream genes as AB-

CA1 and ABCGI related to RCT regulation of macrophage derived foam cells, thereby weaken or avoid the occurrence and de-

velopment of atherosclerosis, and provide the theoretical basis for clinical prevention and treatment of coronary heart disease.
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Figure 1. Morphology of macrophages and foam cells(400x)
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Figure 2. Foam cell transfection efficiency(200x)
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Figure 3. siRNA-1 and siRNA-2 reduce the expression of NgBR mRNA and protein in foam cells
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Figure 4. Effect of interfering NgBR expression on LXRa’s mRNA and protein expression in foam cells
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Figure 5. Effect of interfering NgBR expression on ABCA1’s mRNA and protein expression in foam cells
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Figure 6. Effect of interfering NgBR expression on ABCG1’s mRNA and protein expression in foam cells
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