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Arecoline Repressed Inflanm ation Factor Expression ofM acrophages Stinulated by
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[ABSTRACT] Aim To mvesticate the effect of arecoline on mflanm ation factors expression of RAW 264 7 murne
m acrophages and the relation w ith PPAR Y.

Arecolng M acrophages Peroxisam e Proliferator-A ctivated R eceptory

RAW 264 7 murne m acrophages were co-incubated with 75 mg/L oxid ized
M ethods Reverse transcription-PCR was perfomed to de-
tem ine the lever of the nflanm ation factor and PPARY mRNA expression Results The cell viability was decreased

when culure with the arecoline 10"° mol/L, but not in the group of arecoline 10" ° mol/l, 10> mol/L and 10" * mol/L

low density lipoprotein and arecoline respectively for24 h

The inflanm ation factor expression in m acrophages has no significant difference anong control group 10”° mol/I, 107 ’
mol/L and 10" * mol/L arecoline groups  The mRNA levels of wmor necrosis factora (TNF-a), mterleukin-6 ( IL-6)
and mtercellular adhesion molecules-1 ( ICAM -1) was no significant changes when the m acrophages was co-incubated w ith
75mg/L ox-LDL and 10" mol/L arecoline but they were all decreased in ox-LDL 75 mg/L+ 10" * mol/L arecoline group
and ox-LDL 75 mg/L + 10"° mol/L arecoline group while the expression of PPARY mRNA was mcreased in ox-LDL 75
mg/L+ 107> mol/L arecoline group Conclusion These resulis suggest that arecoline could nhbit inflanm ation fac-

tor expression of m acrophages which may be related to up-regulation of PPAR Y.
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IiE R FRIARIVEF B RTIE R WA HRE . A0 0E
FEREHE N ox-LDL 5 2 (1) E W 40 e TNF-a. IL-6 Al
ICAM -1 1A FI52 M, [ B A0 S A MR A2 715 Je it ot 4
FRARIETE VDTG B 52 K v( PPAR v) iR 2 /E .

1 #MRF7EE

L1 FEHRIRAFIRINEE

EE & W o AR AL (Sigma /A 8 ); RPM T 1640
TFHREFRE (CbeoNE ) e LE MMNETEF
EMTEMAARAE) ; Trizol (/7€ A BBIA
B);BCAROEERMNE (LEERmAYIER
R ), MDA XA & (FREBZRAEWIRFAR
BT ); MMLV ¥ % X 88X F| & (L4 % Fementas/a
8 ) HERAH AT
L2 REEEREZEENFIEREK

E#¥AMK 400 mL, XA 778 EE L FKE O
EHERFEREE (LDL). #X#k [9] 4 &, ¥
LDLE T PBS% W %+, 4CHE M 36 h a4+ ED-
TAJE, & T4 10 Hmol CuSO, By PBSVA W (pH =
7 2)%, 37CHEAMN 20 h #TEMNB . A MBI
58 LDL & T4 100 Hmol EDTA # PBS ¥ & +,
ACEMN 24 h X L& . &G, WAL B MG @
LDLE T PBS¥% W& ¥+, 4C#&EAM 24 h 74+ ED-
TA. BEKE, BCAZ A ERASLNE G 4
B AEAREN 1 g/LATEE. IDLWANKE
3 31X MDA R &40,
L 3 MEREEHEAILEE TR R AMIE DR

R A VR B % 4 i RAW 264 7 48 fi 14
EFERFR LEHARAEMFARF. A4 100
e MM RMMIGA0E X X H T EZE 1 x 10°
M. 24hEH4A Q 19 B4 MEH RPM I 16405
FE HEHE 4 hEEHENNAE., TEKRE
ERIA (100 1077, 107 & 107 mol/L) 4 22 41 ff,
24 hj5, EB ZELEWEHIE S -
L 4 EWoeE

REL®, #HTUT L H: sTEA. oxLDL(75
mg/L)4E AE R (107°, 107 °F2 107* mol/L) 4. 4%
A (10°°.10 .10 " mol/L) + ox-LDL( 75 mg/L)
H. AFE 24 hWEHTHAEFLN.
L5 REMmERN

W AL BB RAW 264 7 48 i, Trizol— % 3%
A S RNA. %44 ok K E 1H I E & RNA 4F
Bo R FIKXA S0 H, B 2 Bg & RNA i 4%
FEBM 2VLATR AR L, TNF-a L#34

5" -CCA CCA TCA AGG ACT CAA-3, T34 5 -
GGT CAC CAA ATC AGC GTT A-3’, ¥ 3 B 457
bp; IL-6 L #5141 5’ - TTC TTG GGA CTG ATG
CTG-3’, T#5l4 5 -CTG GCT TTG TCT TTC TTG
TT-3’, ¥ 3 B 380 by ICAM -1 L5147 5 -ATG
GCA GCC TCT TAT GTIT T-3°, T# 5|4 5 -TGA
AGT CAG CGT TTC TTG G-3’, #" 3 A B 357 bp
PPARY L3547 5° GAC CAC TCG CAT TCC TTT-
3’. T#EI4 5 -CCA CAG ACT CGG CAC TCA-3.
¥ A B 266 bp. B-actin LB 4 5 -GCT GTC
CCT GTA TGC CTC T-3’, T#5l4 5 - GAT GTC
ACG CAC GAT TTC C-3’, ¥ #¢ & 220 bp. TNF-a
BHRSH N OSCHEM Smin K/5 95CH K 40 5
53CiE Kk 35 ¢ 72CH M 60 s /B3 30K; L-67E%H
S8 A OSCHEKE Smin K/ 95CHIE 40 s 51C
Bk 355 72CHEAH 60 s 763 305%; ICAM -1 1E 2F
ZH A 9SCHEME Smin /5 95CE M 40 5 51C
Bk 35§ T2CE M 60 s I 30%k. PCR =44
EBREET 1 5% 3808 & ik 7F F 8 i B o A
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7 A ML )1
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107 ¢ m o l/TAZHB B
107 ° mol/L A RBBR
107 * mol/L BB,
1072 mol/LAZHD B

92 6% 12 21%
92 6% *1 8%%
91 7% X2 10%

85 3% X1 31% *

alN P<0 0l 55 RALLE.

2 2 HEHRBREXE I 40 AR AR IR ZE Bl F o mRNA 3R
A
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mg/L ox-LDLHI# 24 h J5 EWE 4 2 TNF-a mRNA
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fFILEBAE . S04t 100 10 1 107
mo l/LIEABHE XS ELWEZH il TNF-a mRNA R IA T B
FEHWH. 10 ° mol/LEEREHN ox-LDLE S TNF -
a mRNA FIER A L ZEHWH, 107 mol/L A1 107°
mol/LIEHEAZ AN #] ox-LDL %5 5 ) TNF-a mRNA %
5 (R 2FE 1),
2 3 IEMMRNTEIEME RN E 6 4HAmEF,
Mi4F 1 mRNA RiEHIS

AR, 107° 107 107 mol/L R
S E RN L-6F1 ICAM -1 mRNA ({315 0 8 & 5%
Wi; 10°° mol/L 5 HE B X ox-LDL ¥5 S [ IL-6 Al
ICAM -1 mRNA ] 3% T & Z 80, 10°° mol/L
10" * mol/L % # 5 401 ] ox-LDL i S 19 IL-6 Al
ICAM -1 mRNA [k (& 2F1 1)

TNF-
400bp 457bp

P -actin

220bp
100bp

400bp £
380bp

B -actin
220bp

100bp

400bp |CAM-1
359bp

B -actin
220bp

100bp

L #EHEXT ox-LDLIFS A E Kk 4R e 4 fiE [H F mRNA &
ey :apA) LAXHEAL, 224 oxc-LDLAL, 3% 10™ ¢ mol/L B ABHS
H, 479 107° mol/LERRRIRZL, 559 107 * mol/L MR, 69 107 °
mol/LIERET, + ox-LDLA, 79 107 mol/LIEMIAK + ox-LDLA, 84
10™* mol/LAEHER + ox-LDLAL.

=2 EEEXTEREEAE IL-6F1 ICAM -1 mRNA ik A9 520

(;c is)

sy M TNF-a mRNA mRNA ICAM -1 mRNA
Pl | Q 118 £0 024 Q229 %0 037 Q 169 10 022
ox-LDLZA 0 264 0 037 1. 27530 170* Q 611 £0 083*

107 Om o l/L HEHB B Q 12130 024 Q 206+0 050 Q 172 30 029
10 %m ol/LAERE G,
10~ *m ol/LAERE G,

10™ Smol/LEEHITL + ox-LDL Q 25530 036 1 209 30 108 @ 592 10 052

0 12810 026 0 23810 068 0 164 10 023
Q 12420 025 0 24930 021 O 147 F0 031

107 Sm o l/LEERRI + ox-LDL Q 163 20 037¢ Q 655 20 256° Q 491 20 054¢
10 *mol/LAEREHE + ox-LDL Q 203 30 025" 0 986 0 201" a 520 20 034"
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1 2 3 4

PPARY(286bp)
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PPARy mRNA

MMEA  ox-LDL iEuw  ox-LDL
RS
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2 it 4% 0 DRI 3R 0k 1) 2 A, &5 S ISR x|
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7 T IOYH M 4RE R T R TE W B S, 10  mol/L
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10 mol/LAEREAR I #] ox-LDL % S TNF-a.
IL-6F1 ICAM -1 mRNA 3%, H 10 mol/L B RBH
+ ox-IDLZA RIER T FREE I B . 3200, a8
0] ox-LDL 5 5 1) W 40 it 48 95 IR T R I

NTEHRA BRI RS, XA T PPARY
PPAR Y& —FfJ& T 1% B0 R 52 8 5K Ik 1 I 1R B v
SRR 7, AE 20 B P 7 200 R of AT i UL
A RIE. BT 5E B ARSE IfE 5 RE AR i3
BN K FERE AL K M55 OB A S5 B T i DR
FEEAMEREEZIL" Y, PPARYTE B M40 i
T EPEEZEREENIEH. FREH
PPARYZ 57T 1L-4 5 T (1) 5 Wik 41 A 35 10 A 4
BT, ARFE Y, 1077 mol/LEEREH 5
ox-LDL AL [F AbEEE WR4H A 24 hj5 PPAR Y mRNA &
W% B, LA PPARY AT BES 5 T R M AR 30 41
ox-LDL 5 5 1) 5 Wit 41 Jifd 5% iE Rl 7 Rk X — i F2 .
2i ERTIR, BEHRERAE SN ox-LDL % 51 E W40 AL &
JERFRE, HYLHE TR S5i85 PPARYIIRIEH
Ko
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