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[ABSTRACT] Ain  To investigate the effects of interleukin-18 ( IL-18) and wmor necrosis factor-a (TNF-a) on
endothelial lipase (EL) m rat aortic snooth muscle cell (AMC). M ethods The rat ASM C were obtaned fran tho-

racic aortas and culured by tissue explantmethod  Passage 3~ 5 cells were used in experment and were randan ly dr

Tum or N ecrosis Factor-a

vided into 3 groups Groupiv: treated w ithout intervention as the contro] GroupE the rat AMC were treated in serum -
free culture medim containing IL-18 (1 to 30 Mg/L) for24 hours Group @ TNF-a (5 to 50 Mg/L) for24 hours The
levels of EL were tested by the m ethod of enzym e linked mmunosorbent assay (ELISA) and reverse transcription polym er
ase chain reaction (RT-PCR).

ranging fran 1 Pg/L to 30 Hg/L
tions (30 Bg/L) of IL-1B. Therewas a significant difference betw een the ntervention group and the control group (P < Q
05).
and mRNA were greater at the highest concentrations ( 50 Hg/L) of TNF-a.

Results Smooth muscle cells were treated w ith increasing concentrations of 1.-18,
The relative increases in EL protein and mRNA were greater at the highest concentra-
There were significant d ifferences anong the mtervention groups (P < Q 05). The relative ncreases n EL. protein
There was a significant difference bew een
the mtervention group and the control group (P < Q 05). Therewere significant differences anong the ntervention groups

(P<Q 05). Conclusion Smooth muscle cells were treated w ith ncreasing concentrations of IL-18 and TNF-q, then

secreted protein and EL mRNA were noted

P 2 G W7 B8 ( endothelial lipase EL)A& 1999 4
R H I = Ee e eSS IR X e ko Y, R
DN BE ARG A 1RTE 1, T E 98 % B I B R,
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KTV ELRE R #m, DOt — 285 EL
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COnE, £E ) M4 mE (MMEEF LA T
28 ) EE A (solatbia Spain). IL-18 (Pepro
TECH, % [& ). INF-a ( BV ision % [ ). RT-PCR 1%,
& (TakaRa A% ) PCRE| 4 (LA T TREAR
N AR ) KR A Z RSB ELISA A& WK Al &
(USCN LIFE, % & ). if £ 41 ( solathia Spain). HE-
RA cell 15048 i 3% 7= 4 L 2| E B 4 (N kon TS10Q
HA) K HEELME (0mpus X5Q0 F A ) A E
PCR X ( PTC-20Q Bio-rad % [E ). % g & & % 4
(GeDoc Bio-rad % [E ). B8 #7 L ( Anthos ¥ A |
) .##% T{E& (LONGHONG, # H ).
L2 KEEHKFBIABNERRERE

FAER AR, T W44 T BB E =30 ik
BB 200 b4 s DMEM 55 AEAE
R EARPATANF, EREHAAL, BEH N
L Smm x1 5mm /N3, HEEE @ THEA 25 o’ 5
FMF, M\ 200 DMEM 3 mL, J& & 1 £ &l N\ 37
C o CO,ERAF, 6 hE/MNEEREK. MK
EHRJE 100 B, UL Q 12%6 EE + Q 02 EDTA
1, 1 245K, %4 1006 DMEM ¥ 3%, 3~ 5dE K&
BREEME, B KB REN. FES 3REH
TR, AT THHERERIEZRREIANE P oF
JEH DMEM. XA #EXAEERMNEE ozt &
GHATHEL
L3 K

B (AT REFBRBEER);

@FRA®KE L-1B FFA: 2 A UL KEH 1.5 15
20,300 50 Bg/L By IL-1B 5 & & = 3 ik F 78 AL 49 fe
R 24 b OO Wk E INF-a T H4: 4 5 DL %K
E A 5 100 15 200 500 100 Mg /L 5 & 8§ = o fik F &
A ga fafE 24 b SE 5 25 K BT 30 min Am A\ AT & 44,
FEEAKEHN Q4 g/l 1000 /mnBF L 10mn &
N EBAET L SmLEPE ¥, AFIE/E T - 70 TR
wER.
L 4 ZFLERER SEGEMERINE

ERMEHaiE E R HAE, K LIk E,
WEEFRARN LFR, FALBRKEAHE (lactate
dehydrogenas¢ LDH )Iﬁﬁﬂﬁ (%ﬁ?lﬁﬁ‘]ﬁﬁ%ﬁ% 1E )]
& 441 LDH B
L 5 MEZAEHEEERKFAEN

J ELISA % L& EL&E A AT, %% B
RAEEERS, £ 450 m F KA ZHEILHHF
Z (OD) 1.
L 6 RT-PCRIQMAEAERIEE mRNA BIRIE

5 A TRIZOL Reagent$2 BU & & 3B 41 40 L &

RNA, 7 #1BL 3 UL RNA &£ 10 VL X 5 fk & & 15 %
F A R DNA, Bl 10 BL DNA T 50 BL R W4k £ &
#HAT PCRY . ELE| 4 L3 H 5<CCA TTA CCA
CCA AAC CCT C-3,"T# # 54GC CCA CTG TTC
CCT TCA C-3;1 %5 B GAPDH 5|47 L # A 5-ATC
GTG GGC CGC CCT AGG CA-3,"T# # 54GG CCT
TAG GGT TCA GAG GGG-3.” PCR K iz 4 4 94
CHAEM 2min 94 CE % 30 s 50 ‘CiR K 40 s
T2CHEM I min #H4T 40MEIF, & /G 4 CEM S
min PCR 4 10 UL, B REE BBk 0 B . F
I ageM aster TotalLab 4 47 % 5 f 4 7 & # 89 % 6
B1E, 5W% GAPDH 4 7 09 ot & & 48 R AR IE,
£ B AT H 3K
L7 ZitFENE

KR SPSS12 043 # 4k # 4T AT, HEF x Ls
R, BESMNMKRREEE T E 040, LBEHE SR
Az |8 X F Dunnetrs 4 %, & 4 32 4 z |4 X A
SNKq# 5, L P<Q 0SHERE BEK.,

2 £ R
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L BEREFOXRENKFFANMEM (£, x 100)FIAL
FEBRERNMBEE (G, x200)

22 B#NTE 1B ERMBEIRTEETF oxtFiEFN

YHREEE 7 L IER P FLER B S TR M B S M
IL-1BANFE R EE4H vh, 50 W /L 41 LDH 3% %

B R TXIRAE (P < Q 05), HARH SR IRAL
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BERLGIHE L (P> Q 05). TNF-a A RHKE
Hrp, 145 100 Ug/L4L LDH %P 5% B8 40 b4
FEGHHEEL (P<Q03F 1). £ 50 Ug/LK
IL-1B A1 100 Bg/LH TNF-a x40 jgA F v AE 1, 18
FEN RIS HEBR X A .
23 BY#NERE 1B RMEREETF oXtFEiEM
YHRE A B BE AR ER & B FRIZ RIS
IR A A RRE L-1BiES 24 b5, &%
WEASHRAMBRERFEFSRITHE X (P <
Q 05), HEWEHR LR ERIFAFHITFE N (P<
Q 05). ELEHAFRIAKFEE L-18WRERHEMNE L
T R A BT 16 1%, 80 %o
145 %0 209 X6 F1 235 %% ). KILLE 5~ 20 Bg/L
Z A ELEARXKFEET &, 2 FEE BT =
30 e /LikmmREE (R 1), FiElgRE A
WM TNF-a 5T 24 h)5, FREH 50 R LhEL
EREGHER Y (P< Q 05), ZiREHA LK ZE
RINEGH¥E X (P< Q 05). ELEAREKTF
BE TNF-a 34 5 (38 I 2 Th a3 (et HE 20 43 ) 4
T 16 0. 80 O+ 123 Fo. 174 0% A1 203
Yo )o RILE 10~ 20 Ug/L 2 8] ELEE ARIEKT
BET R, ZERE LT, & 50 Be/Lik ek EE
(F 1),
24 BERNE IBRMEBIREEF o FEN
YRR 7 BE AT EE mRNA Rk HIE2NE
YIRS A FERE IL-1Bi%S 24 h)5, EL
mRNA RIEEX AR ERFFRITEE XL (P<
Q 05); FIREHRILEZEZFIDERITERE L (P<
Q 05 % MK 2). FIENAREARIKE TNF-a
%S 24 hjG, ELmRNA Rix 5 ALK EZRE
GitFE L (P< Q 05); FIREANR LK ZERIFA
GiFEE N (P<Q 03 F 1FH 3).

2 AEREBMEBENE 1B EFIAMRAKIEE
mRNA RKIEARIE2 M0 TNREAL, 2~ 69514 1.5 10. 2051 30
Ug/Lé’Ho

*k 1L KBRENKFBAMEAELE RPN SEEMER T
BN R AR A ESE B A1 mRNA FRIAKF

5 # LDH #&#:  EL&E[A (Mg/L) ELmRNA
Xt HEZH 70 1712 13 34 17%1 73  q 387 a0 02¢
IL-1B i
1 Hg/L 72 7312 18 39 671 71* O 458+ 018
5 Hg/L 68 31 X1 52 61 8213 59 a 681 £q 015°
15 Ug/L 71 8332 01 83 84 2 97* a 787 0 019°
20 Bg/L 72 031 82 105 70 £1 59° Q 856 0 023°
30 Ug/L 70 29 F1. 71 114 77 £1 17* Q 936 0 017°
50 Bg/L 102 312 35° / /
TNF-a + T4
5 Hg/L 69 2432 33 39 6311 10° Q 498 0 028"
10 Ug/L 71 0332 41 61 49 %1 90 a 591 £q 035°
15 Ug/L 70 85*1 43 76 36 £2 15* Q 697 Q0 039°
20 Bg/L 68 42F1. 84 93 6311 52* q 812 021°
50 Bg/L 73 52 %0 89 104 31 x2 33* Q 915 *a 021°
100 Hg/L 134 56 1. 78* / /

ay P< Q05 S5XTHEALLE.

3 RNELGREMEIREREF o %t EZH MM KSR
mRNA RiZHF MY LA, 2~ 64854 5 100 15, 200
S0 Lg /L4,

3 1Wig

PR B 1 JE S N R R B Bk B R T A0 A B
KERER. ELERXR=ABRZEAEZ TR R,
ELJZ 19994 B4 531" 7674 [\ i) s 56 i 72 ol
R . XA LR gn b R F S 5 iR R A
RE Wi ( lipoprotein lipase LPL). HJE B B ( hepatic
lipase HL)RIBRAR I B 73 56 44% « 419 A1 31% (1)
IR L, PRI 5 g H b =15 T 07 Pl 2 R SR 1)
B, w44 09 A R DG i, AH R R B 44
LIPG. ELE ML P 5 20 10 2% T e 9% (i 2 11K 2 FE IR
B M ( low-density lipoprotein LDL) 7E &l ik B Py [ F1
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R, Wnzh kR RERE 1) 5 B4, F4h, ELA 3R &
FRE I /KR A B 7 X BT T I R 5 Pl i iR ), T
DU S kR AL R . HEEME, ELN S5
HERRE A (high density lipoprotein HDL) 7K fi#, fi
HDL## LDL A AE H 55, HDL /K fi# J5 i 5 &
B>, AT 72 305 TR I BE P4 L4 A K
{5003 400 o L R A0 ek 0 T B R R B, EL
AR IR B LR 1 4 A A B B0 i o R b, i —
HP KT EL{EMEEERIThRE.

H iratas VB 70K B0, NS # Fik P 52 4 A A0 A
AR B0 Rk P B 4B 43 I FE TNF-a 3% IL-18 3R
ELRIEKFHETE. JnZ" FEEES INF-a
Al IL-1BAT5 S N 4l EL1RE B, FFk—5
78 INF-afl L-18i@id % K1 B 7 8 EL
mRNA FIE R IEH M. FERHERWE L 2 Paff
BUYIR IR, NGB Ik 9 R 248 e A 58 0K 3 fik
FEAM ELIIRIE G T 3 26580 24%; mifE
K X AN ELAKERIN T 2 745

20074 W ang %5 " I HiG 2 0 [ 2 B R A
S EMEYM R I ELRIE T, [FBHE G A R 58
JER 7 (L-10F1 1L-12) () RIE KW, #28 ELIIR
BEEMAMRERENE SR REEZEEM. Qu
S VIR R B EL A A5 BRI 75 W A B 2
FEREE A (oxidized low density lipoprotein ox-LDL)
MR BV R A BT B . Shin okaw a1 % 3001 5
Kk H O GE WU EE L8 ( photbol 12myristate
13-acetate PMA )R] 5 5 K B 32 30 k-1 L4 ffl EL
RILHE .

AW R R, £ L-18"" V' INF-a 135S F
KR BRI U4 AT LLERIE EL B8 71 &= 38 i
3N, i ELISA A1 RT-PCR 7 fh o6 77 % I 2 A
A mRNA 7K 35913 3 — S sh . b R
% L-1B TNF-a 4358 30 He/L. 50 Beg/LEf ELE
LKV

P TE B K O FERE AL 19 K AR R R R R
HEENEM. L-1BF TNF-a & 5 2 5310 K 5 5
T IL-1B. TNF-a A] LAAS [F) 72 FE #b 15 3 K B 3= 30 ik
PR EL I RIE, BRI RER 74
Al RBP4 EL B3R A T £03h ik ok £
etk .

JahangiriZs "V EL T i K 14 AR BRI E
FAAE 3E B 0 R AR IR Al . PV LA R 2 3
i RS 5 G A R J SO UL 9058 e A 4 L 19 = B2 L 41
B Ay L-18 )% 57 i U405 e K & ) LDL JF

AR N IR A . RATHBT T B R -1 0
TNF-a /] 753 K R E SN kCF i U R R E EL Btk
A ELTE I LA A 3% 72 S 1 3K 41 A ] g i
T EEA.

zi ATk, RAERF IL-1B A1 TNF-a 7] DL &
KR EZNFCEE VA RIE EL #imiEd ELRR
KT F SN KRR REAL, .
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