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Abstract: Objective To establish a screening model for inhibitors of APOC3 expression,and to screen inhibitors of
APOC3 expression from monomeric compounds of traditional Chinese medicine. Methods The promoter of APOC3
gene was amplified by PCR,and the promoter-driven luciferase reporter vector was constructed by gene recombination
technology. Inhibitors of APOC3 expression were screened by luciferase activity detection. RT-qPCR was used to detect
the mRNA expression level of APOC3,and Western blot was used to detect the protein expression level of APOC3. ox-
LDL was used to induce lipid deposition in hepatocytes,and then the intracellular lipid deposition was detected by oil
red O staining. Results The screening model for inhibitors of APOC3 expression was successfully established. The
model was used to screen traditional Chinese medicine monomer compounds.and it was found that Oroxylia A could in-
hibit the promoter activity of APOC3 gene,and further inhibit the expression levels of APOC3 mRNA and protein. Fur-
ther studies showed that Oroxylia A inhibited ox.LDL-induced lipid deposition in hepatocytes. Conclusion The screen-
ing model established in this study can be used for screening inhibitors of APOC3 expression,and the screened com-
pound Oroxylia A can inhibit lipid deposition.
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N# 52 B C3(Apolipoprotein C3,APOC3) J&
& H I =l (TG) IR & M (Triglyceride rich lip-
oproteins. TRLs) K & % B 5 8 11 19 3 2 7% . 78 34
LR H I = ER KPR EEAE N, 5K TG K
FEEME, &F APOC3 MEEEIRED 5 His)
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o B-VE M RE B TR AR I R AR RS B A
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MRz —, Wi, AFRHIT APOC3 )5 3l
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FHF 0 38 09 vh 25 /N3 T AR 0 B 2
i K 2 W 5T BE » 20 B B4R 98 %6 L) b s F DMSO )
B 10 mg/mL BREW A7 T —20°C okAR 4 .
HEAT 2 B, H DMSO #6 B 5 pg/mL ) TAE W
AT . H1 APOC3(ab21032) Akl H 2 E Ab-
cam A A, T GAPDH Huik Il {1 it FE i A= ) A BR
AH] HRP ARIE I £ PR 1eGL % 1gG ¥ H b 5
S E B BRAEMEARARAE . N AL R &
F CoxLDL) W F M ZE IR A W B2 R A |l 40 O 1
H Sigma-Aldrich 23 A,

MIRE 4 HEK 293T ., A IE 3 AR 40 102 1y
H ATCC 40 M 2, i A< 5255 =5 ) B8 R A7 . DNA
PRI &0 1 N A A R B A R A F]
1.2 pAPOC3-luc R HIfa &

WA 5 R U1 LO2 40 PBS YRk e 1R T R
FEAL A 6 45 42 B I 41 DNAL 2 J5 DL Lo2 41 i
FEH2H DNA it AR 51X APOCS J3 3l
T (—1451~+39 bp) H Btk f5 PCR ¥4, 51 ¥y )¢
o R bW 57-GGGGTACCGAGGAATTC-
CAAGTCTC-3, Fiif:5’-CCCAAGCTTGGGCAT-
TACCTGGAGCAG-3, It PCR K B, ¥ iZ A B
F1 pGL2-Basic #4435 Kpn I A1 Hind [T B2 i 14
WP U, 22 )5 43 il el is R Be fngAA i T4 DNA
AR AT E . NS Y ACRZ BRI IE
DH5a, ZJ5 % T Amp+ LB & 3354 [, Ik
HPCBCA R P R 8] LB R R b B 2 0, 2 )5
ER T AN € el [ S 1L /A BUIL I 2N
1.3 #HpatEsE

NIE 8 FF 40 s & Lo2 Al AR5 40 g HEK
293T ¥ 3% F & 10 £ 4 7% 100 U/mL &R
100 pg/mL 5% % 1) DMEM 5¢ @R 32 v, &
TR 37°C,5% CO, B R =M P15 .

1.4 {HpmEEg

W 2 % 1.5 mL B0, H 14 A 100
pL CaCl, W, FIIPKEE 2.5 pg BB DNA Jn A IR
A1, W 1AF A 100 pl BBS ¥ W . K 1R 5 50k 1
CaCl, WM BRI A BBS ¥ W . 3 7058 W $T 3R
5. FIRFHE 20 min, 5 R TR A W0 B R 5% 4
ML PR R IR S) . 53R 4 h e 3 R R A0
RE SR A e g R 3
1.5 APOC3 =ik 1 77 5 i 1%

BOW B K HEK 293T 40 i, @ 2 45 1
Yt pAPOC3-luc kL, 4 h 5 . THAL A0, DL 2 <X 10"
A/ FLI 5 B R T 96 FLANM S IR MR P, Yk 24 h
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JG IR INA LW E N 5 pg/mL [ 25
AL G W 58 4 B 35 L A0 B ) X IR Oy A5 AR ALY
DMSO Fi B CHH 58 42 15 7 LR B, X R 20 50 5
HIWE 3 ANE AL, 24 h 5 AT 9L K BT A
N 675 3 AT B R APOCS J5 36 1% M 19 oA b
G,
1.6 WHREBEEKRN

DL 24 FLAR B 77 00 200 1 A 491 oK 25 FL 40 4 Sl i
2 1.5 mL BHO0EP.BL.5% LE. BEIMA
500 pL TV /Y PBS B 4C .05 B, &
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R E B ACE L, LISy M i, 1
96 FLZSIEFE KM AR H A 5 pL 2 6 &K Bl G 2 43
Mrg& Wil . I A 45 L 20 M 24 L YR 20 L Bt S
A 100 pL 262 N L B CA BMG 28 fk 2%
RCHREMA r, J R A I
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NA RiZH &M

TE 6 FLANML S TR P # R 5 < 107 A4S /4LAY Lo2
gOME, 5559% 24 h |5, WA 15 pg/mL # OA, X BB 44
JHERFLR) DMSO 403,24 h 5. s LR 3. H
TRIzol JEFE UG RNA, it 386 5% 53 1) &, 42 IR
Ui 5 B MR B mRNA ¥ 5 5tk cDNA, fifi H
LightCycler 480 SYBR Green I Master, #% & 7= i Ui
A #E. A PikoReal SW-software version 2. 0
(Thermo Fisher Scientific) 23 #7458 . & 5ok
& 3 WEE LK, LU Bactin AN S, #1758
H—Ap 4 B, PCR 51 %40 F, APOC3-F:5’-AG-
GAGTCCCAGGTGGCCCAGCAG-37, APOC3-R:
5’-CACGGCTGAAGTTGGTCTGACCTCA-3"; -
actin-F:5-CTAAGGCCAACCGTGAAAAG-3",B-
actin-R:5’-ACCAGAGGCATACAGGGACA-3",
1.8 OA X APOC3 EARIZHI I

£ 6 FLAR T 53R 102 4, SEER LA 15 pg/mL
1 OA L XTRE 4 FH 45 1R L DMSO # B il AR 8 L 1F
FHARML 24 h J5 AR BCE A IR B A 4 X EH b
FEE MR, T 100°CHEE 10 min, il £ 5 P9 95 Ik Jie
BERE (12 %43 B A 5 0 IR 4R 0 » 2 B A L FEFL
A 10 pL fl G 4F ME P, B2 80 V fH R
7K 30 min, 2K 120 V fHEHL 3K 1 h, HL ¥k 4
i o SR TR T e BB B 1 1 AR 1 4% B PVDF B L L 1
JE 100 V #5E1 2 h, U PVDF ), 3% %5 i A 3
PR PR B IR R % B 1 h, 3 LB Uk
U5 PVDF R B 56 fin A R 5044 1) 76
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B J AR 4 05 B T 1 51 i A B i 0 67
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POC3-luc i ki, 48 h J5 A6 I 41 i v () 28 5% K Bl 1%
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2.3 HIH) APOC3 RIZEH R BEL EYWHTEIE

W4 TR M B 9 pAPOC3-luc #% ¢ A HEK
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TP B A RO
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“ R HXHRAA L P<<0. 01
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A AE DG 14 0 I 1755 5 45 1 I
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B FIEE I E— 2 AE mRNA FZE A ACE e H
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B 30 ) O~ 10 A A4 55 L — 3% Sk i gy G B 2 L
B R R R It s, FARVIBRIA . AR5
RHL R . OF B2 EMH (WL 2), a4l
{6 : Mum-1 (B 7E +) 5 Bel-6 (i 43 +) 5 Bob-1 (il 75
+); Ki67 (+); EMA (H(7E +); CD3 (B 7E +);
CD20(HAE +) 5 TdT (HLAE +) 5 CD15 (43 + )5
PAX-5(H7E +) s MPO(+) ; CD34 (—);CD117 (—);
E-Cadherin(—);CD163 (843 +) ; EBER (45 A< 41 21
B X IR 2B . RG24 R =k
LI YRS A IR R A ) oA L S



