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Aim To explore the effect of niacin on reverse cholesterol transport in mice in vivo and the possible mecha

nism. Methods 14 C57BL/6 mouse were treated with ordinary diet and niacin in diet for 4 weeks, then the semice were in-

jected intraperitoneally with ‘H- cholesterot labeled and cholesterot loaded raw 264. 7 macrophages ( 0. 5 ml/mice, the amount of

cells achieve 5. 0% 10°%).

total injected counts) .

mRNA of liver and ABCGS, LXRa mRNA of intestina expression.
Results It was observed that niacin increased reverse cholesterol transport by 21% in mice in

Niacin increated ABCG5; CYP7a, LXRa mRNA of liver and ABCG5, LXRa mRNA

was analyzed by Western blot.
vivo in contrast to the control ( P< 0. 05) .

After 24 h, feces were collected and analyzed the appearance of H-tracer ( as the percentage of the
Reverse transcription polymerase chain reaction ( RI-PCR) were used to evaluate ABCGS; CYP7a, LXRa

And the level of ABCG5, LXRa proteins of liver and intestina

of intestina expression, while having the same effect on the expression of liver, and intestina, ABCG5 and LXRa protein.

Conclusion These results suppose that niacin promtes reverse cholesterol transport by increasing ABCGS and CYP7aexpression

which is stimulated by LXRa.
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,HDL.DMEM ¥ 5 % 1 B % & sigma 2 8], f6 4 11
FEHERMNEEE S TRMBHERAG, £ 0E
B % & ( Bovine serum albumin, BSA) 4 E Sino Ameri-
can Biotec, 7. Bt 1% 55 & Br 2 B (acetylated low densi-
ty lipoprotin, AcLDL) 1§ B = & # % % ¥ f1 & 4 . %
HRE, MBRES L ZERLGLARAGAE
I8 *H- 2 & B 14 B Amersham Life Science /A 8 . RI-
PCR R % ¥, Trizol % % E Invitrogen A 8] = &, I 4%
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75| 4 T = B BL H g B ( Glyceraldehydes phosphate
dehysrogenase, GAPDH) I 7 5°-TCACTG CCA CCC
AGA AGA ACT-3", T 5°-TGA AGT CGC AGG AGA
CAA CC-3’; ABCG5 L i# 5°-GTG GCT CI'G CTC AGC
ATC TCT-3’, T # 5 -GIT TGC CIG GAA TCI' GGA
TGT-3’, KB [E#% 7a # L8 ( cholesterol 7 alpha-hydrox-
ylase, CYP7a) Lt ji# 5°-CGC ATG TTT CTC AAC GAT
ACA-3", T 5°-CTI'G GCA GGT TGT TTA GIT GCI-
3’, LXRa L # 5°-AGC TGC AAC TCA ATG ATG CTG
3, T¥# 5 -TCA AAG TAC GGA GGC TCA CCA-3’,
PCR 3 7= 41 K & 4 5| % 308,270,245 #2210 bp.
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72 CHEf# 10 min. K AL 4 R JG, BUR RL =47 5 ML 3
AT 1% 37 Re A8 e R v ik, R 48 3 &, UVP AL i
&2 R G & E, 0444 B e & B X GAPDH
EEREME, U FHILENREmRNA WERIAE.
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N E R BATHMR( FEE G F K 50 mmol/L Tris,
150 mmol/L. NaCL, 1 mmol/L EDTA, 1% Triton X-100;
¥ % & 24 A: 10 mmol/L HEPES pH 7.9, 10 mmol/
L KCL, 0. 1 mmol/L. EDTA, 0. 1 mmol/L. EGTA, 1 mmol/
L DIT, 0. 5 mmol/L. PMSF, 1 mmol/L Leupeptin, 1 mmol/
L Aprotinin) T 4 C& 0 15 min, F & T 72, BCA 3% #
TE B EE, B 50 Ug & @ fm \ 4 x SDS %t i fn # 4%
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B, Mm% LDLC FEAK. A0 70 02 2 MR fe b A
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H . ABCGS Fll ABCGS f& ATP &5 & & #6318 F Kk
3, FE AN /) i 240 L PR 5 DX o T i e 10— SR A,
T R % A H [ B 5 s BUAT E, & RE .
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CG5/G8 = T B H v AH [ B 43 b sk 20>, 1 3% L 4H 23

O ] 2 % o A ] 7K ST e, BT 5 R 0 R A A 4
AR R o ASHIF 0 % T IR A2 3 /0N BT
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/N LXRa #% 53% )R A /KPR IS, R ABCGS.
CYP7a R IE T i A1 B /) 5 28 158 A ] B 37 1H 2 1)
Fh e, PR BRATTHE DU 00 % PT R B & P9 LXRa,
T I ABCGSCYPTa FIE, R AFE AR 384 py IH [ iz
WEEER
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