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1 E.BH B3 UEITEEELERRN ML HepG2 A @9 it ) i B AL 4 B3 4K 38 75 4 97 2 k-a(PPAR-o) B I8 & &
A5(apoAS) k ik fe Z B H b (TG 4 EW Hva, § EMFRITIT 2 F 5 PPAR-«.apoA5 TG Z 18] 65 B ] 4R #t % 2, H 3k — F %
FITHALFRT TCR M A AMBEL —Tagihal, HiE A FREERR 100 mmol/L 4T %38 %, 4 2 HepG2 M i
REBE & (10 h(Z g aF B ;(2)6 h28;(3)12 h28;(4)24 h#8;(5)36 h 28;(6)48 h 8 ;4 M| & 28 4w fL 13 PPAR-«.apoA5 &
B EORZKFARTCE S, FR AL ETHE HepG2 @it A PPAR-a.apoA5 % ik . B4k TG 4 & (P<C0.05) . 3 2 B 4k
M, Bt NERTRERT LA TG 45, L huh T i# it 42 PPAR-o &k K -F 3§ hm , A 38 Am apoAS & ik K -F i 52 HLEY .
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Initial investigation on effect of breviscapine on triglyceride in HepG2 cells in different time points and its mechanism
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Abstract; Objective To initially investigate the time—dependent relation between breviscapine with peroxisome proliferator-ac-
tivated receptor-alpha(PPAR-a) ,apolipoprotein A5 (apoA5) and triglyceride( TG) in HepG2 cells in different time points by ob-
serving the effect of breviscapine on the expression and contents of PPAR-a,apoA5 and TG in order to lay a certain foundation for
further exploring the concrete mechanism for its regulating TG metabolism. Methods On the basis of earlier stage experiment, 100
mmol/L breviscapine was selected to treat the HepG2 cells at different time points (0,6,12,24,36,48 h). The levels of PPAR-«
and apoA5 gene and protein,and the TG content in HepG2 cells were detected. Results Breviscapine could increase the levels of
PPAR-q and apoA5 gene and protein and decrease the TG content in HepG2 cells (P<C0. 05) , moreover which showed the time—

dependence. Conclusion Breviscapine may decrease the TG level in HepG2 cells,its mechanism may be realized by increasing the

expression of PPAR-qa.thus increacing the expression of apoA5 in HepG2 cell.
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B = Bt H i Chypertriglyceridemia, HTG) IfiAE 78 i 5 Z #KHT
(insulin resistance, IR) AH 5& £ %5 55 40 AR Bk L2 BUWE JR 5 (T2DMD |
WS L B PR EEEADY . HTG A5 T2DM % 5% %K
WA XK, HTG e & T2DM k4 s ks B %, L HTG
b B A o A IR T RE R AEE IR R AL 2
At B HTG MUE 0 /6 3% B & 52 N4y W2¢ 3 1 &
Mo IT2AEFR (breviscapine) j& AR} 55 50 K 3% J@ Al 9 b 32 B s
KR BB A B TR SR R AW LT
LRGN 95N L AT R B Tz, B B
BRI A S5 L B )02 B PR I IR R 9T O BA FRAR TG
PERS HEBARE LR RS, BRI TG 5 Ak 4
Ak By Bt A 1 B W 9% 1% 572 /K- o (peroxisome proliferator-activated re-
ceptor-alpha, PPAR-o) . % }§ % 4 A5 (apolipoprotein A5, apoA5)
SN R R B AR K ST AL R F L TG £ B 5 PPAR«,
apoAS BRI FRIL A 3¢, B E N IR WA R iE . B ith, A

¥ 5% 40030 o WA 28 4T =% A8 K A6 A [/ B ) g%t HepG2 I 40 M Py
PPAR-a,apoA5 Fik K& =W H il & B A . B 19 2 HiTHT
AL R BRI H I FT AL A i — B R R SRR AT
TG R A ELARLHI 2552 — 2 1Y 3R

1 #R5H%

L1 FZIRF HepG2 41 a1 T b Al Be 40 M %E . KT 2546
FE SR F R B e E 2 Ay A PR A H] . DMEM I F Gib-
co-BRL 2l . Jifi 25 L5 W F A U 2= E A | . SEah B ke i
PCR A & W T Takara 24 7. apoAS5 Hi {& (ab36974) Wy F
Santa Cruz A F] . ZHiMA Ml A2 i X0 &30 FEEY
NE] e T I e & T b A B R I R IR A A

1.2 IR £5449 HepG2 4 #E 3 3 TF & 10% 1 28 1
W DMEM B3 b, 8 F 37 C.5%CO, K346 85 3%
0. 25 % BREGHEAT AL . B 2~3 KB4 1 IRKE IR HIATE1R,
HepG2 T4 B Fh + 6 FLALh .12 h G K 2@l 4 Bk 80% 42
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A7 B TC UMV 19 DMEM 3 37 3k, 78 ¥R B A5 #6152 36 11 36 il
b 3 HL 100 mmol/L 4T 3 46 K #E 47 B MK #5235 . A 100
mmol/L T2 46 &K . A [F] T Fi B 8] £5(0.6.12.24.36.48 h), 43
BE LR (DO h H (2 XD 5(2)6 h #5(3)12 h 4] ;5 (4)24
h 2 ;(5)36 hdl;(6)48 h 4 ; 4L HL 3 A~ L, Fril &5 S B 3 1L
M .
1.3 & MM apoAS FEH & TG &4 PPAR-a 5| 1E
. 5'-ACT TAT CCT GTG GTC CCC GG-3'; % . 5'-CCG
ACA GAA AGG CAC TTG-3'; apoA5 Bl ¥ IE X: 5'-ACG
CAC GCA TCC AGC AGA-3'; & X: 5-TGA AAG ATT
CGG AAA C-3';GAPDH 3I#11E X :5'-TAG TTG CGT TAC
ACC CTT TCT-3'; g X :5'-TGC TGT CAC CTT CAC CG-
3, BREUANM S RNAL LM RNA 1.5 pg hyilf 5 5% 52 0 BEAR
HEAT 305G 5% B Y R R R U 20 pl. RN R R OBREL R 25
uL,sterile water 16. 3 L., 10 X Taq buffer 2. 5 L, 5[4 1(10
M) 0. 75 pL.514#) 2(10 pM) 0. 75 pl, MgCl, (25 mM) 1.5
uL,4dNTP(2. 5 mM) 2 pL,cDNA 1 pL, Taq fff 5 U (0. 2
pl) . . 94 C 5 min,94 C 30 s,JB kKJRE 305,72 C EK
20 s, fFFF 34 ¥k ,72 CHEK 10 min, %18 TG R & U0 45
T EAE (BRI 58D
1.4 @S A4 M apoAS B RIE IWHEZ LR FE R
4 . F BCA € 1 I 5E 45 4 41 apoAS R EB KT, W
30 uL B A BNEE . 4 12% PAGE 3K 5 ¥ #% %) PVDF i |-,
Bl apoAS —HL MM BEJE N 1+ 2 000, ZHL B 76 B h
1+ 1000, Bl MW R B I 0 5 ROk
1.5 Siil2eab# i B SPSS16. 0 % i % 4 £ i 47 5531 4y
M AR ER R T s R L 1E 250 A0 BERE N B AL X 20 % 3t
BERB T 2 MT B LV L5 4 AT 45 4L 4 LY apoAS LB
EAFEEXR TG HRHMES, P<0.05 RESHLIFE XL,
2 % 7

TE 0~24 h Z P, HepG2 JH 41 il § PPAR-«,apoA5 F A
e HE 2R3k KV B8 A KT 25 48 R VR T B R 4G i T 1, 2 0k )
36 h J§ HepG2 JIF 40 g § PPAR-a.apoA5 3t [ & 5 1 % ik K
FHAE T FE,48 h TR, HY & F5 A R4 (P<
0.05) T AFAI M P = BEH & A 0~24 h Z N E ST 31k
21 FH ) 8 An B T KR ARG, & 24 h i B AR (P<<0. 05),

36 hjg XL TH .48 h Fh i e A &, 39K F 25 (X Bd 4l
(P<<0.05), L% 1.2, 1.2,
1 2 3 4 5 6

~-—-—

PPAR-a

1: 25 X IRZH (0 h)52:6 h;3:12 h;4:24 h;5:36 h;6:48 h,
B 1 KR EEAREE A HepG2 BH4H A
PPAR-« EARIZW M

*1 KTHHEETEREAX HepG2 AP PPAR-«.
apoA5 mRNA Rix & TG &M (z+s)

i a] (h) PPAR-« apoA5 TG(mg/g)

0C=s IV ARD 0.823+0. 113 0.002 740.000 3 1228.8+144.2

6 1.323£0.153% % 0.005 14£0.000 8% % 849, 34104, 4% #
12 3.13240.421* % 0,006 92£0.001 1* ¥ 628,285, 1" %
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gxl T EXEEARFRE ST HepG2 BRI A PPAR-a.
apoA5 mRNA RixFK TG B M (xLs)

Hsf 8] (h) PPAR-« apoA5 TG(mg/g)

24 4,35740.075*% 0.012 1£0.001 8* %  422.2467.2* %

36 1.63140.023*% 0.005 940,001 0* % 712.34+77.4* %

48 1.17240.014* % 0.004 240.000 6* % 952.3494.1* %

* 2 P<C0. 01, 5AN[A] I [R] LE #4557 - P<<0. 05, 545 X BRAL L 4K

1 2 3 4 5 6
is ——  — —— —
apoi
T — ———

1: 25X B8 :2:6 h;3:12 h;4:24 h;5:36 h;6:48 h,
B 2 KEREEAREE A HepG2 FF4Hka
apoA5 B HFRIX K&y

3 4t e

2011 4F R O JIE 95 2 25 CESC) il RR Y 3 fik ok A 4k 2 25
(EAS) WA & AT (9 1L A5 576 45 FE46 B Wi 48 . TG 78 B8 w1
fo b G e E B M. A = b A
B = AR B PR R AR R R 11 R B HEAE R A
FRFAEDT o S A g V8 2 98 45 = B H il AQ S 26 I 25k, Ho
apoAS5 3 [ 55 TG, IR, AR &5 & 4F %5 97 4 267, W ok, A
apoAS5 FEP R HFATHESE . A BEXS F [ ] T2DM . HTG Ifil fiF 9
R VR BEAAEREENE L.,

TEWG RIGIT H, 28O0 PR 8 B TG ILAE » 76 3
TTREREIR T 1 AR v, o AU % BB IR TR T L (RS GE R iR 25 4 ]
A I fe 1 A B 4 v T A SR AT AR L 5 T AR A i BT I AR O
JHE L R8T JU X T IR A5 I 06 17 JHF 00 s o R AL G A
WX R BT 3 A8 R 00 25 BRI AR5 732, B V2 B A T R IR
I7  FLYTRCE S8 BRI LA | A AR L Y G B R L TP B
A i AT BRI 0 R TG, I X Wl B o T I J0E 4 25—
TE W IE YT RS E Y BRI LH O AR . Bk
AT 5 1k WL 58 AT 25 48 B AEAS [ B ] % A HepG2 4 Ml 4
TG &R, & EV S HE T =28 Z AT IR TG 1l
T, T 68 Ay B T B DR s 1 i 7 T 4 43— R iy SR B R A

KRG R I AE 0~24 h B % KT 276 2 15 F B ] (1 14
Jin, HepG2 R4 P PPAR-a apoAb J& [ (B 14 3 ik /K - b
ZH L4353 36 h J5 X IFIR T .48 h T e B W (0 3
F 25 X AL (P<C0. 05) ;s T AF AU ML N TG & L #E 0~24 h [
LT 2L R AE A R B T REAR . 2 24 ho B TG & & 3 i
R(P<C0.05),36 h 5 X FFis [ F+.48 h Fr i i B (B BK T
25 W B AL (P<C0. 05), | ML T #E DU, AT 25 78 & 68 B AR IE
TG & &, I B AR  JCAL ] 7T #8258 1 35 i PPAR-«
B35 E T3 apoAS X T E TG & & FEAL . (0L E K
MUEIA TR — DR R R .
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