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[ ABSTRACT ] Aim To explore the effects of nuciferine on the expression of microRNA-33a-5p (miR-33a-5p) and
ATP-binding cassette transporter A1/G1 (ABCA1/G1) in THP-1 derived macrophages. Methods Macrophages were
derived from THP-1 monocytes by PMA.  Macrophages were randomly divided into four groups: normal cells, cells incuba-
ted with oxidized low density lipoprotein (ox-LDL) , cells treated with nuciferine, cells pretreated with nuciferine were in-
cubated with ox-LLDL..  Macrophages were valued by red O staining. The expression of miR-33a-5p and ABCA1/G1 were
determined by RT-PCR and Western blot. Results Compared with the normal cells, lipid droplets were increased
while the expression of miR-33a-5p were downregulated and ABCA1/G1 were upregulated in the cells incubated with ox-
LDL. Compared with the normal cells, lipid droplets had no change while the expression of miR-33a-5p were downregulat-
ed and ABCA1/G1 were upregulated significantly in the cells treated with nuciferine. ~Compared with the cells incubated

with ox-LDL, lipid droplets were dramaticlly decreased while the expression of miR-33a-5p were downregulated and AB-

CA1/G1 were upregulated significantly in the cells treated with nuciferine and ox-LDL. Conclusions  Nuciferine
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downregulates miR-33a-5p expression and upregulates ABCA1/G1 expression in THP-1 derived macrophages and decreases

the degree of foam formation.
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Figure 1. Morphological changes of THP-1 monocytes in-

duced by phorbol ester( 100x)
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Figure 2. Lipid changes in THP-1 derived macrophages were observed by oil red O staining(400x)
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% 1. miR-33a-5p 1 ABCA1/G1 mRNA HHEX RIEE (n=3)
Table 1. Relative expression of miR-33a-5p and ABCA1/G1

mRNA (n=3)

g A miR-33a-5p ABCA1 mRNA ABCG1 mRNA
25 A IR 1.00+0.06  1.00+0.09 1.00+0.07
ox-LDL #H 0.88+0.06"  1.34+0.13*  1.36+0.11"
faf A= W ik 2 0.50+0.07"  1.98+0.13">  3.00+0.14"
far A Pk +ox-LDL 41 0.43+0.05¢  2.38+0.16°  3.44+0.06°

a N P<0.05,b 2 P<0.01, 525 H X BR4H HL B ¢ 0 P<0.01, 5 ox-
LDL 4 L4,
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g

Figure 3. The expression of ABCA1 protein(n=23)
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Figure 4. The expression of ABCG1 protein(n=3)
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2 B 960 TR Ak B 40 M9 A miR-33a-5p . ABCA1 . ABCG1
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M miR-33a-5p 1Y AH X} 26 3k 5 9 2 [A] isF ABCAT
ABCG1 mRNA Je 85 1B AE X Rk &3, 5 ox-
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U BI8/D , miR-33a-5p 1A X 26 1k & . 3 ek 20> [H]
iF ABCA1 ABCG1 mRNA & 2E YA ki i 3%
o, B, A SR SE T far i AE 88T 95 miR-
33a-5p M A, F 15 ABCA1 ABCGI Y3k, B n
JOFL T2 3 S 92 200 P O B ) 0 A 3 R
YRR I, Ao A R 5 3 2 8 miR-33a-5p
2k NG T ABCA1/G1 133K, M 8K miR-33a-
5p T 5 ABCA1/G1 ik hn H 2 P17 X R
far A= X miR-33a-5p Y R 4E RS W T
HCAAH G R B8 5 - i 2380 far AR W R R BT
As PR 3E A i — 2D WFST B A
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ABCA1,ABCG1 B33k, T miR-33a-5p BYK A,
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P Su ZEPHIESE T 24 ox-LDL ¥ R 50 me/L
IFE RELHA ABCAL MRS £, [FHT ox-LDL fE
B 1 0 40 L T 0 R A2 R U B, HL T A R B
PEY AP AN M IR L AT ox-LDL &
PRAFE 2480 THP-1 51 w5 20 i ) g o 35
HEM ox-LDL 8 H- Al A7 1458 A 20 B P4 i A FH 5 T 1
W ABCA1 B3Ik, J 4l THP-1 54 F v 20 it 7%
ox-LDL FYRIE T 55 sht As AL, V8 3545 F s
F5HF (4 miR-33a-5p K ABCG1) , ¢k RCT Ay
£, 1 Schippling %54 WA Ky J& Fi F % M ox-LDL
ST At AL 7 far 2 E T A RCT [N, 53K
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