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[ABSTRACT]

i hum an coronary arteries w ith different atherosclerotic lesions

Coronary A therosclerosis M atrixm etalloprote nase-9, Inm unohisto-
Aim To mvestigate the expression and significance of mterleuk n-18 and m atrixm etalloprote nase-9
M ethods 48 comnary arteries specm ens fram 14 au-
topsy cases were divided mto 3 different groups according to HE staining which were unstable plague group stable plague
group and nomal group  These specmens were detected by mmunohistochen istry and reverse transcription-polym erase
chan reaction for protein and mRNA analysis Results Interleuk n-18 and m atrixm etalloprote nase-9 mRNA and pro-
tein expression can be detected n atherosclerosis and there is significant difference betw een unstable plaques and stable
Positive association betveen interleuk n-18 and m atrix-

plaques  The levels are significantly higher in unstable plaques

m etalloprotenase-9 expression ntensity showed i Speam an tests Conclusions These results mdicates mterleuk n-

18 and m atrixm etalloprotenase-9 both participate n the mitiation and developm ent of atherosclerosis and are highly relevant

to the unstable plaque

the developm ent of atherosclerosis
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These find ings suggests that interleuk in-18 is in coord ination w ith m atrixm etalloproteinase-9 during
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Fiw ARk, & 146, EF 1R TFAMR
Wah bk A1, 8FIZLTEERFHE b EHT
HROFEE, SPIRTELEREEFLENR
WE. A BEELT RN EET RS Ik, BFE
SR B BRCRT L B K, B R R B Bk, R BE R
AR 484, MAONMARAARFER THHEX
REWEBRN. REFLHAEANELE R K HE 3
KRB, 5 RREF N EFREPHRAL AT
REMKYA (164 ) B EHEH (214 ) F IEF 5t
A (1A, B SMNEFERARAFRKL 649
BHEATRA R AEDEHREAFAR ).
L2 7%

¥ 48N TR AT AR HATEM A Z A RN F
e, SPIEAEMEIA L-18 8 FEFAK. KT
A CD-68# weHth X KA a-actin & ¢ B 414k
HAPEEFEEMEDBRARTRAZ, RFLA
MM P-9 5 57 [ 41 0& W B A8 M 3 57 & H1 OKF IR A
. TBRAAFANA#TERZRABHE RN
( reverse transcription-polym erase chain reaction RT-
PCR)# #ll. RT-PCR R A 1A 7 & 1 B TaKaPa 2
8. IL-18514 F %: IE X 5’ GCC TAG AGG TAT
GGC TGT AA-3’; R X 5” -GCG TCA CTA CAC TCA
GCT AA-3, ¥ 8 = K/N4 A 455 bp. MM P-9 7|
41 F%|: IE X 5" CAC TGT CCA CCC CTC AGA GC-
3’; R X 5" GCC ACT TGT CGG CGA TAA GG-37,
FHEANN A 262 bp, B-actnfE A KW £ B, E
Y 5" -ATC TGG CAC CAC ACC TTC ACA ATG AGC
TGC G-3’; K X 5’ -CGT CAT ACT CCT GCT TGC
TGA TCC ACA TCT GC-3°, ¥ # =4 K /N4 4 838
bp Bl LR A WAL E A K.
L3 ZitESH

R SPSS 11 St F kAR T 7
BRI S FRA KM (speaman) . P< Q 05
AR FEX

2 &£ R

2 1 HARSFUR

A T ARBKRT I A B B, A 3 TR E
o I T UL PR A B AT S A A B . AN AR E PEBRE
B BRI R BN : BEBRAE FRRSE % O AR BOK,
PRI AR B 407 DA, 3R T 7 i A £ 4E 1R B
i, JEEE/NT 65 B, o R LK R AV R 4R L AT B
MR 20 J, V- UL AR o ARE PR PR T
AED: Bz AR BN (N T BB AR 400 ) B

A, YRR, EERT 65 Bm, IR 4H M LA J
E Wi, SFIENA s % .
22 REBALHZRMER

WA CD-68F1 a-actinGeta, Hi| 5 E WG 40 A A0~
WA RE L-185 MMP-9EHL. S/ CHk [ 3]
1) G928 2H 234k 25 e B 45 SR 1 4 B AR, 2R B B REY)
JH BE PR A 7 B8R [ SIS 2 PR 5 ) 4 G A BE 4
o A €0 BE PR AR A, 1 8 I T4 R .

IL-183 1A 32 B 0T E M 40 A . IR 40 Bl S N i
B LA, AT S . MM P-9 e 4 B i 3 E A
T E WA O YA 20 B T VLA A P R A e
Wo FHU L-18F1 MMP-9RIAE=H 2 I H =
5, IEFE X R R IE, oo B Rk 55, A
BEYLHRIA . HFH = F HIRIEERE R IEFK K
Z(r,=0401P=0014% 1~-F 3K 1),

1L HARNE 1ISHFRIRER

I 11 24 D % 3k 5

4 H n Bﬁﬁﬁ
- + ++ ++ +

baicE 11 11 0 0 0 Q 00%

FasE B 21 10 7 3 L 5238 "

AR 16 2 6 4 4 87 500

aNP<QO0L, 5SXEBALE:; b P< 005 SEEHBHLLLE.
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kR EIRIX

MM P-9 IL-18 Rk E

FIL BT — + + + + o+
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2 3 RT-PCR&MER

1E 5 e AR BNk B s A AL e IR 30 Bk A DB X R
W IL-18mRNA Wy 3R ik, £ AsEER AT W, 1L-18 K
MM P-9mRNA [ ik, o A Fa s BEE i) ik T
faE s, £l Labwoiks TM i age acquisition and
analysis softw are 211 73 AT AR 73 ' %5 TEAH, SR R AN
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i, ZREARITEEX (P<Q 05). JFH-#
RIEEIEMAKFER (=0 375P< 0 05 F 4).
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FRIL (< 100) FARGERE S, AT E B
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2 RT-PCR #& &5 R A E 4L/ 2 -18mRNA 1K
K, BT 455 by YRR 4 8 B AT -OmRNA (R0, Bl
X}y 262 by FEA B-actin mRNA [R5, TFE %A 838 bp. 1 AIE
WRDREN K, 20 AL AR B BB E X, 3R BE L, 49K
FasE BEEL

* 4 AMANE BHERSBEEEE ONBSNTEE (v 1)

a5 H n IL-18 MM P-9 B-actin IL-18 /B-actin MM P-9 /B-actin
IR X 2H 11 0 0 50460 40 10926 99 0 0

FaE DA 21 16646 19 X3116 31 6979 38 *1159 02 44628 14 F4400 75 Q 3820 06 a 17 0 03
TR E B 16 26646 19 £5328 02 13498 81 £2660 93 44119 13 £5605 04 a 57 *a 07 Q 30 X0 04

3 Wi

AR R K B HIWIF FEIE S 48 0E I B AE A sFR A
AR BB H RAE R R AR EEER. AsE&
Pl 4 1k K7 2Z IR AR e b, e R IR A R e R AR
B 2L B AR L R B2 B E AR 2 3 =
FERVE. IL-182 BT &k B — i 22 2% RE Bl 4 E K]
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A0 B WO, TR TIRE At E, B
EPEARBEH R JE & & R 4T 4E Mg R T, o8 1L-18 1)
HOASKALHBLRA TR EME . M allat5 ™ A 0 3
ENRISB KB FEBE L N A IL-18mRNA K& 25 H 1)
Rk, AR RS L-18 R IEHEE T
SEBTHRL. X425 Ve NI IR 3h kS B e B A
Kz L-18MFRIAHEm TRER ., XU
IR IL-18 5Btz e & UM%, B W oM R
Seh K wE e U G BB OR, ACSHRE BT 1L-18
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— P ET 2RE Rl T RE 15 5 A% B R A B AT T Ik L 4
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AsHh, I BEEE BAZ E A TR B4, =
SRS, R AT E . ASHE K S 40
ZUL A RT-PCR YT IL-187E A e IR 5 ik b i 22 54
AT THFF . 45 SRR IR RSk R %A W2
IL-18FR Ik, 75 AsBEH AT I 2] L-18 & H K&
mRNA Rk, HH AR E BEH Rk 58 T 52w PRk,
REABGIHHFEL. X—4RiH L-183 5%
RN FEBEE T B, H 5 BER AT B VA R
M R —BIESE T MallatZ A 5%, 278 1L-18
25 7 IRFEBEY R 20 ORI R, IF HRS e B R
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MM P-97E A s R A R R R0 BE B i 245 72 b R 4%
FETEMT. B IS MM P-9
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T MMP-9RARRERITE R E — M EERF .
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