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Effect of Niacin on Cholesterol Efflux in 3T3-L1 Cells
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[ ABSTRACT]

mechanism.

acin (0~ 1.0 mmol/L) for 24 h (n= 6).
pocytes mRNA expression.

prelabled cells into medium containing apolipoprotein A iv.

Adenosine Triphosphate Binding Cassette Transporter Al;

Scavenger Receptor Class

Cholesterol Efflux

Aim To explore the effect of niacin on cholesterol efflux in fully differentiated 3T3-L1 cells and the possible
Methods Fully differentiated 3T3-1.1 cells were incubated in the medium containing various concentration of ni-
Reverse transcription polymerase chain reaction ( RT-PCR) was used to evaluate adi-

Cholesterol efflux rate was determined through measuring release of radioactivity from 3H- cholesterol

Results Niacin could dose-dependently increase adenosine

triphosphate binding cassette transporter A1( ABCA1) mRNA expression and apolipoprotein A iv-mediated cholesterol efflux in

3T3 11 cells, but had no effect on scavenger receptor class B type iv mRNA expression.
ceptor gamma ( PPARY) presented high level expression in fully differentiated 3T3-L1 cells.

29), niacin significantly enhanced PPARY mRNA expression.

Peroxisome proliferator activated re-
Compared with control (0. 38 £0.

The maximal induction was obtained with 1. 0 mmol/L of niacin.

Conclusion Niacin could enhance the ABCA1 pathway in adipocytes, up-regulate PPARY mRNA expression, then increase

cholesterol efflux.

tein cholesterol.
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This new action of niacin might provide rational explaination to the mechanisms of raising higlr density lipopro-
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W F B R BT, BB & B A iv( apolipoprotein A 1v,
ApoA iv) \DMEM ¥ 5# ¥£.3 5 T & -F H #HrZ b
R & E KNG B % B sigma A F, B4 mE
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verse transcription polymerase chain reaction, RT-PCR)
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J& 2 REF4F T4, KRB KA 0.5 mmol
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4 fn 7 B9 DMEM 3 7% 235 72 40 i, & 48 /B 7R —
K, HE| 95 %A BT, 5o
BT IE] — M A T~ 8 Ko ML O R 5% &k 31 g
il
1.3 BT RIS

WA R IR, FA 1% fe 4 mE o3 R &
ATYLVEIT 3% 24 h J5, e N1 B 3 B B9 JE B2 (0.0 25,
0.5 %2 1. 0 mmol/L) T 7 24 h.
1.4 PEEEERHNE

FE T B2 % W R 4% SRR [ 3] B R B 7 i AT
FET 24 AR B 2R BB S B 48 B 0. 5 UG/
FUH- B 8 A4 0. 2% 4 0% & & & B DMEM 3
B EREEF 24 h 2 /5, Kl DMEM 3 55 & 48 4 40
F, B4 0.2% 4 & &% & 8 DMEM 3 5% 3 5
FRAM22A N, HEEABR I MEREHEE. Z
Jo, BREFRRELMM, £4 10 /L HiEE G A
IVEMEHE AR PR AEM 40, AT ES
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3; ABCA1 E % 5°-CAA GGA TGG CCA TAA TGG
TCA-3’, T # 5°-GGC CAC ATC CACAAC TGT CTG-
3’; SR-B iv_t 3 5’-CCA GGC TGT GGG AAC TCT
AGC -3’ |, T3 5 -CCI' CCG AAT ACC CTC TGG
TGA-3" ; PPARY _EJi# 5°-TGG AGC CTA AGT TTG AGT
TTG G- 3’, T 5° -TGA CGA TCT GCC TGA GGT
CIG- 3 . PCR ¥ # 4K & 4 5l % 318.401.413,
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240.25.0.5 1 1. 0 mmol/L {HER .

2.2 MBS FALFIEEMAUE R Z 4K ¥ mRNA
ESuy: DA
A AR T B0 L A& v( PPARY) £ 731k



CN 43-1262/ R H[E ) fkhEfb 24 £ 2007 265 15 556 4 3 291

BCAE 3T3-L1 IRIT 4 A B s K- PRI, 558
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PPARY & = ZRIE T Mg B AL — Mz 24k, ‘& n]
WL AT X 24k o WL HE ABCAT IR IE™ .
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BREAKFRIRIE, JHEE 0T B 36 0 PPARY RiX.
Bl [ AME T R B, AR S 0 A i ) SR R 52
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A FEART T I B X g s 200 A L [ e s P
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