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[ ] MfEE; SARKRBADRFRTIK v BAHS AREERASSHE | Limi
[ E| BN AETANRKEADRFATKR vVESTHFEARAEABEZAEA THP-1 2 MR M E % M
JABL A AEE A RSB AEBE 1 RAA PR, RITABRESFLOR@EN RGN F& 2, FE  THP-1
Y EmieiAEF oA EEmie, MALS A, AT ARBKRENNIEZfoid ANKRBAS R TR IR YR F T 47
BT T, oAb OFEENRMINEANRFR, LH XREBER S K LR & A& N mie g
AAARIE I FER LR YABL RS A e B BB A 455 ImRNAAE O R K, B LE EA MmN L
leRifn B RAEAE, AR EFE AR ZAZRABKELE. AR SdBatE, NEZamBAiE
TS R IE A, i ARG F AR AR YmRNA & R XA R-FEIK(P<Q05), BEAH8 A 2EEBR A H4
B ImRNAFE A XREKFAZH (P<005), MR 2 BERAEAS (P<005); MAENBEKRE (10 'mol/L
10" mol/LA= 1077 mol/L)# &, it A WARE A K FR LR YRNA =& O R X KR F RSB (r1E2H A
-Q 73 -083P<005), BthHas A: PR BEBAHSEE I mRNA & ORE K FEHAS (HE5AH Q91
F2Q 72P<005), S5REHEMAE, PAIAMABAHE A REERLZEE | nRNA & & & & K BIK
(P<Q05), @iz BB &2 %K (P<Q 05); & F4FEAKE (10 Bmol/Ly 15 Bmol/L#= 20 bmol/L)# &,
BLEAEE Al JREEBRAZSE InRNAFRE AR R RFRHER (HMEH A - Q 69F — Q 84 P< Q 05). Zif
M RE & 2R ARM T A THP-1 2 mAa R E% mfeid ARG A EER Tk vag ik, LiABL A MG A
T REBRARSE WAL RTRIBERERMENPABRENATOLEARE. BTABETRETS T
ARG ERN SR vEFTHFES LABAHS A MEBERAS S 1RK, (& me N e B BEE A R E
Ha, A d i8R B AR .
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[ABSTRACT] Aim To mvestigate the role of peroxisan e proliferator-activated receptor-¥ ( PPARY) signal trans-
duction pathway m the up-regulation of the expressions of acylFCoA: cholesterol acyliransferase 1 (ACAT1) and discuss the
m echanisn ofm acrophages-derved fom cell fom ation nduced by visfatin M ethods THP-1 monocytes were n-
duced nto m acrophages by 160 mm ol/L photbolm yristate acetate (PMA) for48 h then exposed to visfatin and PPAR Y ac-
tivator rosiglitazone  The lipid droplet contents were observed by O il red staming The expressions of PPARY and ACAT1
mRNA and protein were detem ined by reverse transcriptase-polym erase chamn reaction (RT-PCR) and W estem blotting re-
spectively  The contents of total cholesterol (TC) and free cholesterol (FC) were detected by enzym e fluorescence analy-
sis Results Canpared with the control group the lipid droplet contents were ncreased the expressions of PPAR Y
mRNA and protein were down-regulated the expressions of ACAT1 mRNA and protein were up-regu lated and the contents
of cholesterol ester (CE) were mcreased mn visfatin groups  Campared w ith the visfatin group the expressions of ACAT1
mRNA and protein were down-regulated in rosiglitazone groups Conclusion The up-regulation of ACAT1 expression
was induced by visfatin via PPARY signal transduction pathway which induced foan cell fom ation
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Thae AL M 3G A= | 980 A1 5 13 B Bl 34 55 2 1) AR
o, NI sh Bk s e AL i R AE 5 R R . ik
Y B TR A2 - A 20 ik e o R A 1) — A i Y i 3
FEAE, e At B A S B AR U AR S I R B TR
AR A AN T . BRI SH G A JE ] AL AL
FEME 1(ACAT 1) 2 20 o P e — 4 A D 9 R [ 3 5
NG W 1R s b % BRE [ B2 S (CE) (0 B, o e
ACAT 1A K CE Y 2R 8 A2 Wk 40 BR B (1) 3
B, R RGOS B 2 4R v (PPARY)
T R 2 T A 1A TR Y R 0k v A R T AR
P GR R P R IEE BT A
WFFE LA TH P-1 B % 41 B Y5 1 5 41 A S B 0 0t
%, MEE PPAR Y55 4% T8 P& 7E N JIE & 4% THP-1
T ERENE ACATIRIAFIEA, BRI W R 1%
SRR AL B AL AR AR

PIAR
2k
He

1 #MRFT7E

L1 #8

THP-1 324 40 etk 1 B R XK 5 2 AL B 7 4 4R
B, R E &S (BSA)FRAR T A
Y& (HRP) /R ILH F M A MW E % B Sigmay
B, iERM RPMI 16408 5 £ W B % E G beo
NE, BEHEREERE S (oxLDL) W B L& P
EMAERNE, £HLA PPARYRAEY E = E Bio-
work A 8], #FLA ACAT1Hfhfu Z 4 7| B W B *
Cayman 7\ ], RT-PCR # # Z R A & W H H &
Toyobo/A &, PCR 5|4 i1 £ ¥ 3 I8 A 1 L A A R
8 A K, ECLIXA W B £ [E Pierce/A 7, AW ZE WY
B % [ Phoenix Pham aceuticals/ ] o
L2 ‘ARSI e

TH P-1 28 fe 4% % [E] #2 B 4738 7= o 0 B UL BA 38 55
FofE . THP-1%0 ff/m X 160 nmol/L ## ¥ B i% &
A8 hFF ol B vk g i JE AL 44 X PR A 5
FWE MmN 100 mg/L ox-IDLIE & 24 bk WA £ 4
SFFEREHAEZE (10 mol/L. 107 *mol/Lfv
107’ mol/L)Fi#% 2 h /G A\ 100 mg/L ox-LDL & &
24k BHEB AL T 10° mo/LWASETIE 2 h
B, MmN B WK E M Z % Z B (10 Pmol/L. 15
Umol/LA 20 Hmol/L) % 100 mg/L ox-LDL, §% &
24 h
L3 e ORE

A Q5 gms OB EHET 100 mL 98% =+ A

Bh B 6mLim NEXEAKEZE 10mlL, #E 10
min FEELLE. FEFILFNHRETRE,
FRAL PBSEREMANKE 9 5 BEFHEZ
10~ 15min 7 FEE, W ARBWL OL R, TEK
B 10min AAELEHE 1min PBSHW I, R EFT
PBS ¥, B T B M%E T WE 48 RiLxR.
L 4 RT-PCR#M PPARYFI ACAT1 mRNA FRiA

W B &4 28 3R T B UE T 3R BUE RNA, B
L 5Hg & RNA ¥ # R4 & DNA HFH 2 5 HL#
X 4T PCRIE3R. PPARY 3|4 57 L
5’ GCC TCC TTG ATG AAT AAA GAT GG-3’, Tk
5’ -GCA ACT GGA AGA AGG GAA ATG -3°, =41k
489 bp, ACAT15 4 /F%: Li 5 - CCA TAG
AGC GAA GGA TTT GAGA-3’, T 5 -GGA TAA
AGA GAA TGA GGA GGG C-3’, =#1& & 287 bp
B-actinB| 47 7 %|: L# 5 -GTC CAC CGC AAA TGC
TTC TA-3’, T# 5 TGC TGT CAC CTT CAC CGT
TC- 3", =#K & 249 bp. PCR K 5L & 1: 95CHi &
M 2min 95CEZ M 15 5 60CE Kk 15 5 72°CHE fi
45 5 40K PEF 5, T2CRAFEMH 10mine K R4
FEABR =Y 2 5 LT 26 305 48 fk o
% (& 1mg/LBRAT 4 ), UVP B B IR K & 247 %
G, % &% PPARY. ACAT14 515 W % B-actn
EHEAREEHTHIEK, ZHWIILENR KX PPARVA
ACAT1 4 H By & 3k K -F o
L 5 BRIGEMIEEMM PPAR VI ACATIEARIE

WEEHAFARMANARANBRRBREE G,
Jl Bradford M % 2 & RKE, I 9% SDS-PAGE #E
R#ETEI LB, ELH EHEEN 50 bg RE#
FE, # R, i —H AR T AN B AR T — 41, A ECL
BRETRABRMNAEFTT X AR E. &R A
Gelvork B % 2 AT 3kt # AT 2 47, ¥ & 4 PPARY.
ACAT14 55 W % B-actin 89 & 1 & & 18 3 4T W,
B, —#FWILENREZ PPARYA ACATIE AW ki
L 6 ZHAEAIREEESEE S = HNE

W& AR PBSELE 39K, A AR = L4
B, B 6 i 4 A 2 2 B A i S RE B B (FC) An
BREE®E (TC)4E'". TC5 FCz £ % CE4 €.
CE & TCHy 500 LA b7 5 4 il ik 40 BT A% o
L7 FitERE

UESKBHER 3K, A SPSSI2 O #AT
GATF T, & R v 2 £F, A KRR
Rl e, ZHE B £ HE T Z 040, XMW
REFNE R K R KA ELME KA.
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2 £ R

2 1 WAEEXT THP-LEMEEMEA R0

THP-1 AN TR IEBE S 75 48 hia, ik
RNEAR, EAELY 100 mg/L ox-LDL 3 [A] i
H 24 h/G, AT AR BTN, AL O Bt 2

LR AR (B 1A). SXTIRAE i, WARR
S 20 B P IR 5 /N T B B R R, B R A IR B
FE BT w5, A B P I o /)3 ) Bl g g o (B 18,
ICHI D).

L RBEEXS THP-1RM E MR8 M A5 2 AR AV SZ IR (% 400)

MR

22 MBEEHRX THP-1EMEMZHAE PPARY A0
ACAT1 mRNA FRiEHIEZNT

Ext IR LR, WIEZ 4 PPAR Y mRNA {3 &
F#{% (P < Q 05), ACAT1 mRNA £ L TF& (P <
Q 05). EZAH X7 HT 578, PPARY mRNA ik 7K
FENBRKREERZEFMERL (r=-073P<
Q 05), ACATI mRNA KB K F5NIERIKE LR &
FZIEMX (r=0 9L, P< 0 05 £ 1F1E 2),

*F 1. AEEX THP-1IRMEREAS PPARYAI ACAT1 mR-
NA FIEHIFM (x L5 n=3)

a4 W PPARY mRNA ACAT1 mRNA
X B 3 29 % 07 a 61 %0 02
107" mol/L A IEE 4 2 61 X0 06 1. 47 2a 03°
107 mol/L i 4. L 01 *a 03 2 56 *a 05
107° mol/L A lg %4 Q 64 £q 03* 3 42 £a 09*

ay P< Q08 SXTHEALE .

23 MBEEEX THP-1EMEREBAE PPARY AN
ACAT 1 EBRIEHIZ T

ExtRRALE, WAERA PPAR YR HRIAFE(K
(P<Q 05), ACATI ZEEARZE = (P< Q 05). H
LK RN, PPARYEEARZKFEENIERRK
FEREFENMIE (r= - 0 83 P< 0 05), ACAT1 &
HREKFENBRKELEEEZETMHX (r=0 72
P<Q 03 F 281K 3).
2 4 TIRIEEAIFIANERIESH THP-LEMHE R
YHAf ACAT1 mRNA MZERRIX

5 107 mol/L M l§ & 4L Lk 82, & % %1 B 41

ARXEH, B-DKXKHN 1077 mol/L. 107 mol/LHI 107 ° mol/L

ACAT1 mRNA FIEE HFRIAFEK (P< Q 05). HZAH
KAHTEIR, ACAT1 mRNA & (A RIEKF5 5
FIBA A L B 2 AR (r B2 B8 - Q 82 M0
~ Q96 P<Q03%E IFE 4).

= 2. WHE%R}‘ THP-1/EMEEBE RS PPARYFI ACATIEH
FTIEREM (v Ts n=3)

7 A PPARY EH ACAT1EH
X 2H 2 08 = 03 1 17 0 03
107" mol/L W iE & 4L L 87 %q 04 1 51 *a o2
107 mol/L A g Z 41 a 97 fa 03 2 49 tq 04°
107° mol/L W ig & 41 Q 44 0 02° 2 93 20 07°
aA P< Q05 55X I LI

750bp

PPARY S00bp

ct 250bp

100bp

150bp

500bp

250bp

100bp

2 RT-PCR#&M A BE = 4E PPARYFI ACATI mRNA Fik
LAXBAL, 2-4K % 1077 mol/L. 107 ® mol/LFI 107° mol/L
RYEESZ R
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PPARY . W

ACAT1 -—— R

P-actin

3 HIEEMEEEIM PPARYFI ACATIEARIE 1 AR
H, 2-4K % 107" mol/L. 10”  mol/LFI 107° mol/L WA 4.

= 3. ?%ﬁlmﬁﬂﬂﬁllﬁ\]ﬁ‘a‘?;i%‘\—e'fﬂ’ﬂ THP-1 iR 1% E I& 48 A
ACAT1 mRNA FIBEERIL (x Ts n= 3)

Pa | ACATI mRNA  ACAT1%H
PURIGEN a 6110 02 1 17 30 03
10" S mol/L ARG 4L 3 4240 09* 2 93 *q 07°
107 *mol/LIWARE + 10 Bmo /LY B FIEA4L 3 0220 05> 2 70 2a 07"
107 S mol/LAARE + 15 Mmoo /LB HIMI4L 2 15 %0 06> 1 63 10 03°
10 Smol/LAKEEK + 20 bmol/LE K FIMIZE 1 3130 02> 1 41 0 03

aNP< Q03 SRMALK: bNP<Q055 100 °mol/L AR EALLE .

2 5 FEFIERHNSI A BE %15 5 89 4R Ra A BB [E B2 AE
A REm

Ext AL, W R 440N TC. FC Al CE
TEMM (P< Q 05), FE N IER=KEMF 5, TC

FCAl CE&&ZEWMM(r=073P<005). 5
107" mol/L A ig 2 41 bR %%, % ¥ HII B 41 TC. FC AN
CE& &I/ (P < Q 05), #5245 i W& FE i 7+
&, TG FCH CE & B # > (r= - Q 89 P<
Q 03 & 4),

Marker 1 2 3 R 5

750bp
500bp
ACAT1

2506p P-actin

100bp

1 2 3 4 5

~~ R W se w0

- e W W W ctin

4 RT-PCR A RZENTA# M ACATI mRNA FIEBRIE

M 9 Makey 1AM, 255 107 mol/L WIS EH, 3-51KKk N
107° mol/L AR & + T 4% % fid (10 Mmol/L, 15 Umol/L 1 20
Umol/L) 4.

xR 4. EERAFERNLEM TC. FCHM CERE (v £5 n=3 mg/g)

g H TC FC CE

payicei:| 18812 7 10 2%1 7 8 610 6
100" mol/LW IR E 4 26 1 %2 9° 12 2%1 8 13 9%1 3¢
107  mol/L W iFE 4L 44 733 4° 18 312 4* 26 432 2*
107° mol/L 4 IR & 40 62 8 4 5° 29 612 3° 3322 70
107 ° mol/LIN IS + 10 Hmol/L % ¥ 51 R 41 54 134 1" 24 632 1° 29 5+3 1°
107 mol/LAASE + 15 Umol/L % 1 FIER 4 40 733 4 191126 21 632 3
107° mol/L A JIEZE + 20 Bmol/L %' 4% 51 i 4. 22 3%2 4 1L 7%1 5 10 60 7°

aN P<Q 05 SAHBAE; bIP<Q 055 107° mol/L N IEEHAH L.

3 i

PN 252 B PN IR O 4 s 2k %) — ol s I
JHI BRI 7+, 5 3l Bk ot R Rl A 1 26 R R et 2 25 D A
Ko BhKHERERT Ak 2 0o i ML 75 22 75 (1) R Sk i,
I A A 2 IR S0 TR i, YELUA 20 2 iR 80 )
FEMM. WAL A ZMEES S, B
P AR TR A 110 2 1 B 28 T VR UK 40 R T o ) A i
&, CE 75 BRI Py SR AR T R IA 4H Mo 2 3 ik o8
FERBAL I 22 ) LB BRAFAE . ACATL R4 N &
B CE [ OCBERE, W 7 2o, ACAT17E THP-1JEMEE
15 &4 ok 3R 02 s 2 a3k VL TR AT B T B, T ACAT %
SCSERZ R e ACAT 14011 7)o 170 1) YL A 40 B T2 i,

DRIt ACAT1 3R IA b 1 2 V6L 34 41 Mg T f 1 28 ZE AL
#', PPAR YR —RERBE MAZ R T, 5
PRI 42 X /) PPAR S B Je 45 & Ja 1R 719 AH B 28 R ()
Bt PPAR Y AT JE b o) L[] e X i 2 TR1 i) A % ok
VT RE AR, R I BE K T BB A BBl ko
FEREAL AR ™. A BT F0AIE 52, B A% I I 4 R
PPAR VL[ J5, ACAT1/ZRIAHE N, Ktk ACAT1 2
PPAR VI N R 42 5L A, 52 PPAR Y 5% 5% /K~ (1) 1
5, BB R PPAR Y ELE) 7, B8 TR AE AL
U, A5 TR S W PR K L I AORE RS AR A A
)EHUOJo

AREFFAEE T N g =6 THP-1 5P B 0 41 i
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