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[ E] BM AEEZCREFLFTERKEEBRE ALK (LRI EAAXES 8/14 244 (MRPS/
) BEREE @RS TEA (ECP)R-FHEA R AERARAIR BT EEABRBEEGXLE. HE X
PR IR R EAAN TIB e BRI GE A IEREF SIPI AR A SRR EF R 3P ETRBERE dR1L
MRP8/14 & ECP# K. ﬁﬁﬁkéﬂ%%ﬁﬁ&fmkﬁ%, T HBRFIRAE Gensin iR R BRIk BT L $, HF
54 sLR1I.MRP8/14 % ECP K -F#AiTH X 54, R EZHRARIRELSEA AT ACKHBA LRI
MRP8/14% ECPK-FRF & T8 4H (P<0.01); &M AR LESIEMA LR11(30.50 £10.48 ng/Lrk 22.13 &
6.33 ng/L) MRP8/14 K -F (40.30 £12.59 ng/Ltb 29.12 £10.27 ng/L)A 2 & T4 LA SKRBA (39 P < 0.05),
ECPR P& FAAZ R KM, 82 F LI FMN (29.47 27.16 Bg/Lib 23.73 £5.67 Bg/L, P> 0.05), &R
3AAmEMeE JRILECPKFALZHT 2L RTAAELRTA(HP<0.05), m 2 mEAEL I mETME
FAZEN (P> 0.05). sLRILECPK-FEREKRFH AL GensinifR L EA X, ! MRPS/14 K -F 5 & K 3 Ik %
FEIH AERDIRABE CensniBRP LB FMK (P> 0.05) » it BumEFLF LRILECPKTF 5 Z KAk
REXHARFAZRAE, ECPE53 ) A KAAE A X, MRPS/14 K -F 494 3 7T AL 42 77 ) bk % B AL AL 5 3 09 T A2
B, THMEMERHREFFGRE, BoHELE LRILMRPS/14% ECPAR-FM 2 &, s H b 8o mag £ A
BREEREAETEEZL, AERARZBCKEZHOEMIRES.
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[ABSTRACT] Aim To mvestigate the levels of soluble low density lipoprotein receptor( sLR11), myeloid-related
protein-8/14(MRP8/14) and eosinophil cationic protein( ECP) in coronary heart disease and their relationships w ith coro-
nary artery disease M ethods The levels of serum sLR11, MRP8/14 and ECP werem easured by enzym e-linked m-
munosotbent assay n 71 patients w ith acute coronary syndrane (ACS) , 51 patients w ith stable angina pectoris ( SAP),
and 53 controls A ll subjects were undew ent coronary angiography ~ The numbers of mpaired coronary arteries Gensini
scoring of coronary stenosis and the levels of serum sLR11, MRP8/14 and ECP were can pared respectively Results
The levels of sSLR11, MRP8/14 and ECP in ACS group and SAP group were significantly higher than those in the controls
(P< 0.01), the levels of SLR11, MRP8/14 in ACS group were significantly higher than those n SAP group ( 30.50 £
10. 48 ng/L vs 22. 13 £6. 33 ng/L and 40. 30 £12.59 ng/L vs 29. 12 £10.27 ng/I, P< 0.05). TheECP levels ofACS
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group were slightly higher than SAP group but there were no significant difference ( 29.47 £7. 16 Pg/L vs 23.73 %5.67
Hg/l, P> 0.05). The serum levels of sLR11 and ECP were significantly higher in three mpaired coronary arteries than
wo vessels and one vessel mpaired group(P < 0.01), but there were no significantly difference betw een 2-vessels and 1-
vessel mpaired group(P > 0.05).  There were obvious positive correlations in the levels of serum sLR11, ECP with
Gensini score(P < 0.01), however there were no correlations m the levels of seram MRP8/14 w ith them (P > 0. 05).
Conclusions There were correlations m the levels of seram sLR11, ECP levelsw ith mpaired coronary arteries and cor
onary stenosis ECP played a key mle m plaque growth predicting atherosclerosis burdenr MRP8/14 may suggest athero-
sclerosis plaque mstability predictability of acute coronary events  The serum levels of sSLR11, MRP8/14 and ECP were

significantly increased in coronary heart disease patients inproving the classification perfom ance of card ovascu lar risk fac-
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tors which were expected to became the new circulating biam atkers of coronarv atherosclerosis
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MR ERFE R A R G
P E RS OB AR LR SE B0 T BE R 2R & B
MERBIHEE. LA MR FH B RAZ
MEERTE. TEXREHERS WA EE
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96 LA H R K A NAF A & B ATE & TrisE
R JEH, 37TCARE 30min g im A& LR
DeER, ZEBE 10mn B THK 450 om & i
BEE RERALAEERERKE, £ NF AL
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KRR RRAA &, RAES SST &, Bk ik 2
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7, UnCAP B 3140 I 7& ECPE.
1.6 ARSI B REE T 2

KAFE JudkinsE X F—MmEED 34U E
WEERAER, B 24K 24U LERERNET
HERIRREREREHTEEITE, AEREX
B RERERERSY 247 & & ITE TR o
TRE, UEEKRE 2500 A EEXFE T HER
XH BREFMERNDE I A EIRKE. 2
IHEERIXFELE. XA Gensinijﬁq/\:%%mﬂif@
XERIRFEREFREHTEETE, EREX
"o RAB G BHE BRI OB ERFERERRSY,
Mo se, R HEARE, AR A, R
REREE,
1.7 Sit%E5HT

MHERETESHSR, EALHHNITERH
Plx £s koK. AL KP4 B8 i %
FIRA 1%, % 418 H 5 B R B 77 2 4 A 3 —
FATEABEHBHFRLE (LD E ). FAES
A7 R A % M7 K A Pearson B &4 %, EEA
A RRE AR X 2T KA Speaman B A X P <
0.5 ZRAEZITFEX.
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2.1 @lEEE 4RILMRP8/14% ECP/KIETL

ACSAH A SAPZ JdR1LMRP8/14 % ECP/KF
DERTXEA (P < 0.01); ACSH dRI11 Al
MRP8/14/K-FHE T SAPAH (P < 0.05), ECP/K
FHgE T SAPAH, HERLEENMN (P> 0.03 %
1)

*F 1.BOHREEME sSLR1L.MRP8/14 % ECPKEI L
Table 1. The levels of SLR11, MRP8/14 and ECP in differ-

ent groups

5 H n sLR11(ng/L) MRP8/14(ng/L) ECP(Hg/L)
hf FRZH 53 14. 10 £3.20 18.92+4.23  7.53%3.73
SAPA 51 22.1316.33*  29.12%10.27* 23.73 5. 67*
ACSH 71 30.5%10.48"  40.3 £12.59" 29.47 7. 16

alNP<0.083 bNP<0.0L, 5XTEALE; ¢c N P<0.05 dNP<
0.0L 5 SAPAIILH .

2.2 BRHFBPFRTZHXIME SR11.MRP8/14 K%
ECP7/KFEHIZ M

ARSI K 3 AH sLR11 & ECP /K &
FEETHRRABEM 2XHEAH (P<0.01), 1M
BYRTHE 2R AN ERLEESE (P>

0.05); MRP8 /147K V- 7E 3L i AL 4H L 2 i &%
HA 3R RHZ M ZE R T REFME (P> 0.05 %
2,

* 2 EREBRE X HIME sLR11.MRP8/14 & ECP7K
S a:uEA

Table 2. The levels of SLR11, MRP8/14 and ECP in differ-
ent groups according to the number of 250% stenotic ves
sels

AR SCH n dR11(ng/L) MRP8/14(ng/L) ECP(Ug/L)
LS @S 32 21.3 +4.23 30.4+5.54  20.4%3.28
23R A 47 23.7%5.37 35.547.17  22.134.33
3R 43 31.8%7.87  39.1139.52  30. t6.59*

aN P<0.05 b P<0.0, SELHBHALE,; c N P<0.055 2
WIR AR L

2.3 BLFEEEZEMFE JRI1L.MRPS/14 % ECP7K
5 Gensnifi o HIXFR

£ ACS#, dR11 K ECP/KF 5 Gensinifi sy
BIEME (r= 0.736 1 0.672 P < 0.01); /£ SAP
H, dR11 % ECP/KIFIRE Gensinifisr 2 IEFHK (r
= 0.572F1 0.546 P < 0.01); 17 MRP8/14 /K “F-{£
ACSH (r= 0.276)F1 SAPZH (r= 0.231)5 Gensini
R TC B BAH G (P> 0. 05),

3 0w’
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PR & MR B, oA S ME R ST 1YY . ARHE R B R
ACS#H. SAPAHIMTE LR 11HI/KFH] 8 m T 5 IR,
B R S0 KOR AZ S BB hn, fiE LR 11 HI%HT
M4 &, GensinifR 70 i gy, LR11 K7 8 5, % 81
dR 11 5 REN KL FEE 2 IEMHK. X5 dR11
TE B BR AR AR AL T G FE A A 9%, VM C M i SE
BRI, 2 J5 N B3G5, 3445 1) VM CL JR 3 & 4%
e 5 ¥ R T AR AR AL BE B, R 11 2 B
VMC AR, R R R ks S I KK
O VMC I IR T dR11 ) KX,
JRITERERE T VMC TR, Ik 1 g it
B ™, X R IR o LR 11K 5§
TR BRI LA i £, 4808 LR 11 S5k
B P A 95 8 2 2 U A D%, o] 3 oL R s 4 J2
AFEEZ L.

MRPS /1424515 & [ S100 5% % i 2 1, i
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ToREAE L, $En e O 3 MRPS /147K 5 Bl fik
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Em anuele 25" CL W 22 31 56 IR 2h BiOw 22 X H S
Eotax in I /KA 2%, 3 BH W5 e 14 b 40 M vk 8 T 385
FERE AL BT HL I fh fif. A RE A HIE C R N & H
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28 FATIR, 4R11.MRP8/14 ) ECP =/ L&A
VDAL bR TR el 0o BB L3 HP 3R /K P 35 R 1
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SLR 117K P AT 5 Tt DR 20 ik P JBE I 657 P i UL A s 2
AR, R HE VM CIIERS, hnis s bk o A s 40 BE
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