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[ABSTRACT] Aim To evaluate monocyte chemoatlractant protein- level and the relation of the vascular inflamma—
tion factor and coronary vulnerable plaque in the patients with abnormal glycometablism. Methods 86 unstable angina
pectoris patients with the coronary vulnerable plaque undergoing coronary angiogram and IVUS were consecuted. 36 pa—
tients with abnormal glycometablism entered the diabetes group, 50 patients with no diabetes in the control group.  The se—
rum inflammation factors were tested. Results  According to the patients with unstable angina pectoris, the serum
monocyte chemoattractant proteind (MCP-) in the patients combinated with abnormal glycometablism was more than that
of the control groupis.  And the multiple regression analysis showed that the MCP- was related to the plaque square.
Conclusions The unstable angina pectoris patients with abnormal glycometablism have MCP-, moreover the latter was re—

lated to the coronary plaque volume.
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.1 X%

e 53 B 28 e R B ks s R et R 30 ik PR i 7 B
Wi W, 75 & A Fa E B SO0 12 W bR e (1) B 3 86
il ; 4 AR BN Bk 5 A I e R B kB 2 > 20% H. <
70% , B FRIME B2 =2. 25 mm, % 15K KT
30 mm, £ 56 BR B ik P R 7 R 2 A7 7R S AR UE TR B R
HAE PCT i & ) & 1K 30 ok B 46 36 35, N 4 ) LDLC
7£125 ~210 mg/dL Z [i]. HERRFRUE : Sk O SE
(STEMI.NSTEMI) ; & Jf Co R AR 70 88 3 2 S 5 1
I3 E <30% ; IR BN ik 5% 6 B A S (O IE RS A 11
%548 h N H IR A ORE IR A1 B Th e A
G, FEA S DhREAS 36 5 14 M3 ULET > 2.5 mg/dl( >
220 wmo/L) 1 >2.0 mg/dL ( > 175 umo/L) ; &
IR BF DR A 4, BLaih FFm A I > IEHE R 3 5 4F
et LA 5 P58 T ~ 1L /N AR T e 25 6L B /IR sk 2>
i (1998 58, 76 ] RE S A PLEE 24 8 F 2 Vg sh M sl &
(<3 AH) i 45 B i H i, S %0 K (8 7 I,
B A BRI SR
.2 @

MR 2 TS & FER AR 530 4 B AR 7
36 {5 FIAHEAR 18T 1 5 41 50 51, 43 53 b A 95 4L 1 % 1
IR 7K 7 0 5 33 BB T 285 22 R A
1.3 BEAREPIRAS - AR 58 12 Wibn v

R4 2006 4F WHO HE fR 5 A1 A (] 2 55 if 4 12 W
Pt X Ik 25 TR 5 12 W B PR 1 R 2 0 A R T
B Je B BE AL A Bk SRR 12 8 PRI (10 2 35 82
52 1 Al 4 %) B it 232838 (oral glucose tolerance test,
OGTT) , S M Vi B H FHE Bl 3 ~4 RHEAT
OGTT a5, 18t 82 o5 H AR FR 1] ; OGTT 4 ks
7S IEFD 2 h i BE P A s, B OGTT 48 R — ik,
OGTT 25 R MHEA RS 43 25 B A5 I 2 OGTT
(0 min) < 6.1 mmol/L H OGTT (2 h) < 7.8
mmol /L. FA&IM: 2 i if1 #5244 OGTT (0 min) >
6.1 mmol/L {H <7.0 mmol/L H OGIT (2 h) <7.8
mmol /L o B4l VEREH 52454 OGTT (0 min) <6. 1
mmol /L. H. OGTT (2 h) >7.8 mmol/L {H < 11.1
mmol /L. &M &4~ OGTT (0 min) >6.1
mmol /L fH < 7.0 mmol/L. H OGTT (2 h) > 7.8
mmol /LAH <11. 1 mmol /L. B4 25 i IfiL 4y OG-

TT(0 min) >7.0 mmol/L H OGTT (2 h) < 11.1
mmol /L. HEAVE S 5 & L% OGTT (0 min) <
7.0 mmol/L H OGTT (2 h) >11.1 mmol/L. E&1E
B kE A OGTT (0 min) >7.0 mmol/L H OGTT (2
h) > 11.1 mmol/L. ##JRJ% N OGTT (Omin) >7.0
mmol /L 8; OGTT(2h) >11.1 mmol/L.
1.4 biRBh KIS R

AT IR PR R B kIG5, IR R PR IR IE
A LI E 73 dr . 2 AR A £ AR ok
H5 7 EE IR I 5 R P B e A LA A o A
L5 e IRBh ik A e s e 2

1§ i} Boston Scientific Ceivis IVUS 1, % FH #5 i#E
RRBIIK AN N FERIERARBITRE. EFER
Pk A1 e IR Bl bk 9 3 A R H il 200 wg JE 4%
3.2Fr (H 422 1.0 mm) 4R h ik WA 7 4G &
(IVUS) &Ml 5 51 40 2280 L #2942 B 4% AL i
Ui, K BB B E , L 1 mm/s (4652 EE H 30
[l R AR o » TR SRR . BEE T
IVUS 83K 150 22 5 A2 Ak » o3 A% B L B 30 of A B AT
REMM . IVUS EUR 73§t 32 B 52 3 ik 04+ i 4L,
PRI SRR M ot S L pe A R B . (OB AL, H
L1831 (eccentricity index, EI) o, EI = (g K PFEHR
ZHIEEE - R/ FEERE) /R KSR
R . & EI1<0.5 Jyfl 0 BEHL, E1>0.5 9
OIEHR. QPR BT, 44 3 KA BRI S 9 R B
(REFRBEHL) REBEH (41 4 BE P« 4540 5 B AR & B
o) o BEHRE RS A [E]FEAR T I A I RS
PR, B B3 A5 A T I8 A IR B 75 o D 4 4 D
e, F AR AR 1 AU BRIB] 7S R IS 77 75 5 » 6 PR
A Z e R AL TR S DR R B
FUREBE R, B0CBE (1) [B] 75 b i 8 RE A ) [3] 75 55 , i
PP i BE AN [B] 75 — Bk b i i BE A I () (]
FE R BRBEHRE SOATEHA % FEAR T AN I3 FE (1) 1
a5 HEEABEH 75% BUL L BROAERE . QB
P2, SR BRI P IR 1) A i a2, e R B A
@5 &5 T, BLFE DI 5E B ik 95 A B A0 B e ek 411 388 )
FE R AR T AR B e A AR T A (reference lumen CSA -
minimum lumen CSA) /reference lumen CSA) BE L
F1 (EEM CSA —lumen CSA) B 547 1 » B T AR 2 A2
FRRE (B SR AR/ 41 3 7 R AL T AR x 100%) o
SR B0 bk EE A4 » FH EEF 4 28 (remodeling index, RI) &
7~y RI = (BRI 78 b &1 58 7 FELASE 460 THD AR /302 1 i 2 2%
I3 A5 7 AR R TH AR 1P 348, RT > 1.05 N IE
PEEEA,0.95 ~1.05 NIEEHM, <0.95 NFtEHEM.
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YifpE L I 7 (MIF) | N B W 41 B 48 7% ) % IR 7
(M-CSF) %5 ¢ P4 Kl 7 B
1.7 GEitor

M Epidata 3. 1 % 57 8048 5K FH B8R 100 7
N AT E AT R B . I/ SP SS12. 0 k4T
BEGHotr. ESRSAERERY +s o, FIES
AT A S 5 ] Wilcoxon (Mann-Whitney) #k Fl1 46
35, MR AR B B EMRR A K. Eat
A B A OGP LU SR B R 07 2 73 A BL P <0.05

NERHRZEMS.
2 # R

2.1 PR BK S5 45 B R A e R AR ALE
SEK IVUS AL A T 86 1], Hodh 55 51
B, 4 35 B, P EIEERE 64.3 £8.2 5 WA R HE A
V2R AE W PR 55 R R A R 7 7K~ A7 0 e 4 J
FIESTE A, G 2P B E N DAL B
e R R A I RRFE 2= R TR (R 1) o PRI
R EREE LS BT A ER LR EN

® 1. WA IRE K 2 B PS8 A 1A e PR R ik

Table 1. The clinic feature of patients with vulnerable

plaque
_ PEACH AL B IE W4 -

B (1) 24(66.67%)  27(54.00%) 0.791
ER () 63.2+7.6 65.3+10.8 0.304
BMI (ke/m?) 23.50 5.7  24.10 £4.07 0.438
WA s (1) 12(33.33%)  15(30.00%) 0.223
I s () 21(58.33%)  32(64.00%) 0.541
H il =B (mmol /L) 4.56 +0.85 4.66 £1.23  0.430
JE T A (mmol /L) 1.88 £0.99 2.09+1.36 0.210
% FERE A (mmol /1) 1.02 £0. 17 0.98 £0.15  0.346
K2 55 & (mmol /L) 2.89 +0. 81 2.76 £1.09  0.253
1fit fR % (mmol /L) 354. 62 +104.38 336.07 +94.98 0.748
1 ALEF (mmol /L) 1.34 £0.82 1.90 £0.55 0.442
WLEF & B 2 (mL/min) 108.32 £20.74 106.27 +18.69 0.727
# M ()

7 i 32 (LAD) 26(50.98%)  28(42.42%) 0.756

7¢ 8] jjé 3 (LCX) 17(33.33%)  22(33.33%) 0.212

AR 2 Bk (RCA) 8(15.86% ) 16(24.24%) 0.802
254 (1)

ACEJ 21(58.33%) 31(62%) 0. 305

T2 31(86.31%) 47(94%)  0.342

B-5Z Ak B ¥ 571 30(83.33%) 47(94%)  0.402

i MR 259 36 (100% ) 50(100%)  0.115

2.2 PRUIIE 4 M R T K 5 IR 3 ik 5 1 B b
TEAS S RHIE

WEAC T 5 20 MCPH B 2 & F A iE o 4
(P =0.000) ; HAth 4 14 [K 7 /K ¥ P4 41 (8] JC B & %2
o BT ZRL 1) 05 A8 AT vy « 78 iy 1ML 2 2% T AR G B (2
ZE ), A2 2H TB] BE B T AR (P = 0. 032) i /0o 35 2K
(P =0.032) FptHe itk E AR E (P =0.038) Z &7
FAEREME (K2 . ZI0EIEASHTER MK MCP4
KA e R B Rk B B R AR AE ¢ (r = 0.421, P =
0.012) ,

R 2. ME 2B TR 5 IR B0k 5 I B AS FRHE
Table 2. The different amount of inflammation factors and

morphology of vulnerable plaque

5 i PR R A PEAC U IEH A
(n=36) (n=50)

I 2 2% W H

S R TE (mm?) 16.18 +4.05 16.70 +5.40

i P R AT (mm?) 9.62 +3.95 9.91 +4.64

BEH 1 A (mm?) 6.54 £3.9 6.60 £3.32

B He 61 41.26% +13.73% 40.19% +15.07%
0 2 2 W T

Ahae 7 B AT (mm?) 11.54 £3.70 12.10 £4. 51

Jizs Py A AR T (mm?) 8.31 +3.61 8.51 £3.22

BEH i A (mm?) 3.58 +1.59 3.51+1.78

B 471 o 30.98% +10.12% 31.44% +9.09%
o/ E R A B

A BER AT (mm?) 11.91 +4.32 12.35 +3.88

B/ s R (mm?) 5.10 £2. 89 5.68 +3.13

Ji P9 Bk A2 TR 7.81% £2.78%  6.61% +2.76%

BEH i A (mm?) 60.92 +15. 40° 51.27 +16.02

B He 61 5 48.36% +12.01% 47.28% +15.43%
Bt He = AR AL 0.95 0. 14° 0.85+0.11
EEE 8 () 12(21.05%) 23(28.75%)
Fp o 98 (45) 6(10.53%) 11(13.75%)
fupE E 5 () 39(68.42%) * 46 (57.50% )
BE A O FE 2L 0.74 £0. 17° 0.66 +0.21
BE AR (mm?) 86.5 +56.2° 74.0 +£50.2
o BESR (f51)) 46(80.71%) 61(76.25%)
BBEH (1)) 11(19.30%) 19(23.75%)
MCPH (nmol /L) 756.00 £278.56*  216.38 £73.23
IL-6 (ng/L) 173.56 £102.33  143.34 +73.21
140 (ng/L) 78.23 +47.23 69. 39 +56. 30
MIF (ng/L) 2134.49 £953.23 249.17 £1023. 38
M-CSF (ng/L) 27.46 +16.47 25.54 +14.56

a2y P <0.05, SR IE R AL LR o

3o i

MCP- ZK-PEREA QS 7 3 4L 2 TR A I
W, T H 5SRO R AR E L SE B
(T IR B ik 2 45 PEHAR AR K /MK o

AR T 7N B A% 40 i A (ER) Bk 4 ) £
B ik 345 B A 3 78 T BRI ¥ 1R 1o 2 Hh Y e o A
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Fi. MCP == ZLr B W 40 B A0 N 52 40 7= A= &
RNEERFEAE T2 —, BT IR A 40
PSR e # B B2 T IRIRR 2 R s N B
I 240 i, W% i 48,4k LDL (ox-LDL) , 2% B &5 4 JH [ i
Fs BRI . R MRS 5k REaE L 54
B B> MR I 25 S0 21 B S i 2 5 3500 v e R 3 ik
F Y o SCERIRIE B R RS R R TR R R B
TR /N A FE P, T A2 IR N BER () 98 1% R
8 B Bl P R 2 R 5 R AR AR 4K, BE I P R 4% 1 4T R
FE T 28 M TR o 25k I 2 0 g, ] VA R AT T B A
Q’ETI]E' [7,8] .

SCRR IR E BRE AR IE W B S MR
S AR BN K A TR IR, H A T 2 IR IR O i
AR Z GRS ™ A7 % w4k
BREE MR EON N RS IER, K% EIREA
(LDL) A Ath 25 (1 %8 1k P9 Rz 4 M gk N 9 52 Ta) B
TEA TR LDL g 8L AL 8 LDL, J5 7 &
25PN B A B 4% 00 [ B 348 5 P R 4 B A 3 UL
1 205 TR T A% 2 L/ IV L A A 4
AR, BRI & W 26 4F T B B n Rl AR+
MCP- BB JRORIERIL » & A 28 1 ORI 2, B0
R B0 K BBk — 25t O

SCHRARIE , fE AR RO & B, MCPHL K
FEHE S, 2 onENE 48T BoR 5 BN R E A
5 M R I v Bt R R B0 B R R b
R IEH & &IPS 2 AR E 08 m &
& BAG = 1L MCPA /K F, 42 R AR 5 AF
NIERFR R Z —, 83 F el 7 40 B 7 R R R
RIE, MU PR BN E , e R 30 Bk BE B 1) 13
—G b, BEHLAR A . i HLJE # KFE S 5 i
B A AR A O, B2 7 B AQ T S AT R B O AL
LDL 5] 8 A% 41 g Bl 5 18 &40 i 4 i 48 IR 75 O 3G
F& MCPH, i 55 22 (¥ |5 s 200 i« o8 A 400 i A R v ik
4 A BESRAAR ARG O, JC IR BEH A far 3G K, e iR B
Rk BEHuiE— 5 % JR A RasE PR B, LR A Y

IVUS BT AERf (1900 2 15 P9 455« 30 Jk R A0 B i 43
FiJEA KRN TR FTHBE A H IVUS £ BoR
A AR E A R E IO SO B R s kbt
LR FURIBE e 11 fCo F8 B0 B 2 T WE AR 1B 1A
REROZHEHR . na IR RE A TRE
B0 20 1835 1 5 R B0 ko A2 Vi R B R 08, B BRLTR
AFE . ZIouEIHS iR ME MCP4 KF 5 5d
R B ok B B 140 T AR R0 i o 8 B00HH 5%, 37 & R BEAR
R AR E B LS B, I 58 M R
FHR I LG MCP /KP4 7 » 28 1 IR B R AR B

SR BB 2 A A e RS AR, T H A RE S
PEACHE 57 B DRSO A ki A o Y

AHTFCRE VISR 12 4> A 5 JE I N IR B ™ 5
FR O I A b TS BRAE A R B e S KT A A
A AT — P M B 0 L FH A

J 2 ANTRIRE FEREAC 26 T B RAE S N A7 7
I 22 5% M MCP JK-P7E & JF BEACH = % 1A
Fa s B D SR R ORI IR AR E L &
o B S T H Rk S SRR JE 5 A IR A
ARG E B0 0 B8 e AR K R B AR B 5
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