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[ ABSTRACT ] Aim  This study was designed to investigate the correlation between serum galectin-3 ( Gal-3) levels
and coronary lesion in patients with acute myocardial infarction. Methods This study included 31 patients with acute
myocardial infarction that were confirmed by coronary angiography.  Thirty non-coronary heart disease subjects confirmed by
coronary angiography were recruited as control group.  General clinical data of all the subjects were collected, the concentra-
tion of serum Gal-3, monocyte chemotactic protein-1 (MCP-1) and plasma high-sensitive C-reactive protein (hs-CRP) were
assayed. And the degree of coronary arterial lesion were calculated by Gensini cumulative index. Results The levels
of serum Gal-3 were significantly higher in patients with acute myocardial infarction than the patients in control group (P <
0.05). Serum Gal-3 levels were correlated positively with hs-CRP, MCP-1 and Gensini score (all P <0.05). Conclu-

sion Serum Gal-3 can predict the degree of coronary lesions in patients with acute myocardial infarction.
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W Gal-3 75 24O WIEEAE (acute myocardial in-
farction, AMI) S8 2 v (Y 7K SF-, I 73 B HC 5 5 IR 3 ik
Gensini U EH C W E A ( high-sensitive C-reac-
tive protein, hs-CRP)  *AA% 4f ffd 4 1L 25 1 1 ( monocyte
chemotactic protein-1,MCP-1) Z [H] A , #55 Gal-3
5 AMI 83 TR S o e A BE ARG

1 W&REFE

1.1 HRHR

T 2012 £ 5 A E 2013 48 1 A {E 1% 697 3F
fTRY AR fE R A# D h AML B & = 31 ],
HbF 196,412 f], FHER 64.19 £8.65 &,
B B 0 £ 30 5] 4R 9 M A I B By ALK B Bk iE B EE
BB B A X R, Hp Lo 10 ], B
20 7], FH4EH 59.67 £7.43 £, MEHAFOEL
BRF 16U, ERERAEH6 G, CIEHZE &
SEH 8 B, Aok oAk AR &
EHTRE, KENLH O — s KT
WA F B E RE R RS EAREA, T
FALBmMER BERA LR FRERRE
SRR RER G £, £ AHWIE R T E K
BN I I R =N T O LD = e A
g o BILEE 0 ALALAS & & T ( cardiac troponin T, cT-
nT) & B B R4 IR BT R4 & 1 F 4847, HE TR0 JE
3 N IS 7/ 0 NN o o B - 8
felRm CEREHRALE,
1.2 BIRBEKIER

¥4 B8 % E O i % 2 ( American Heart Association,
AHA) 7R 35 k& % 48 %, % /£ & Siemens /8 HI-
COR ACOM K & X 44l.5 %[& GE /A Adantx LC +
i EFHL,  Judkin®s S WAL A E R (F
R 7 AL B R RBATIRE B BT,
1.3 FRARERKEN

B R WBOE R Z 5 ko, B 3% 4 % 0% bk
FEA M hs-CRP, & B 3 BUAE Bk i 27 5 mL BN 7 4
{24 3000 r/min B8 15 min, K& 2 fn i £ &
#EPEEE -T0C KA R GF RN, # %R E KRk,
K F B BE % % B ME I (enzyme-linked immunosor-
bent assay, ELISA) % # | f1 & Gal-3 MCP-1 & &,
Gal-3 ELISA iR 7| & W T % [ eBioscience 2 7,
MCP-1 ELISA X7 & B Jik # B A& 4 B 30 IR A 8] 2
W, 4 B 2 B AR U B % & Bio-Rad A8,
1.4 SEit=4biE

K SPSS 17. 0 % 1t 3 1 & 3 47 B 3 4 it &

B, HERHUr s K, I RE U S X T,
EA MR R AR E SR EERKS PATRE
#r 3, hs-CRP 1l 25 20 A7, LA o A 30 A0 10 0o 3 %
T AMBEBRE N ES N, A AT BERIEAM
MEASA, WHEYELRXA 1 A%, HHFE
BHE AT x FLR R ° A%, Gal-3 § hs-CRP,
MCP-1 F 7 3k 5 ik Gensini 7 4~ 18] By 48 5% M X A
Peason 4 % 4 # o a =0.05 ( FM) H 4 3 A, R
M P<0.05 hZREHZITFENL,

2 # R

2.1 FHAIGKERR AL FEIBIRLE

XL ARG PR ERRIEA T LU A 3, AMT 41l K
KGR BT B [ (aspartate aminotransferase , AST) |
JULRR 3% [R] T ( creatine kinase-MB,CK-MB) A ¢TnT
KFRE T R4, 2R A ZRIEE L (P<0.05);
oAt A5 bR A 4G 25 B A | A B 76 A JOA i Ak % o
JRAF  ZE R TG E (P >0.05)
2.2 TWHINFE Gal-3,MCP-1 K I3 hs-CRP 7k F
233

AMI 411l 7 Gal-3 7K F- & 35 &5 1% 41 (5. 10
+2.79 wg/L I 1.25 £0.35 pg/L) , 25 BHA 5
22 X (P <0.001) ; AMI ZH 1L 75 MCP-1 7K - i 3 5
TXFHRLL(79. 00 +30. 52 ng/L [ 22.23 £6.26 ng/
L), ZREAS 5 L (P <0.001) ; AMI 41 3
hs-CRP /K- 2 5 T X IR 41[ 8. 45(5.34 ~19.06)
mg/L [ 1.23(0.83 ~1.79) mg/L], 2% HA G
FEN(P<0.05) (1),

% 1. W4 Gal-3,MCP-1,hs-CRP /K FE LB (x +5)
Table 1. Comparision of Gal-3, MCP-1 and hs-CRP level

in the two groups (x £s)

ot % Gal-3(wg/L) MCP-1(ng/L) lg[ hs-CRP]
popilHi:] 30 1.25+0.35  22.23+6.26  0.08 +0.19
AMI 241 31 5.10£2.79*  79.00 £30.52* 0.97 +0.28*

hs-CRP 2 w010 , X B0 G 2 IES 040, £ N lg[ hs-CRP]
a ki P<0.05, 55X AL,

2.3 Gal-3 5 hs-CRP MCP-1 X151

2 H LR M H A 250 8, AMIT BB Gal-3 /K5
hs-CRP 7KF-2 8 IEAH G (r =0.799,P <0.001) , 5
MCP-1 7K PR 2 2 3 IEAHDC (r =0.785,P <0.001) .
2.4  Gal-3,hs-CRP,MCP-1 5B Zh Bk Gensini 2
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AR AR G R B 2 AR B VT 43 e LA 22 -6 743, g 61
S DR R T A AR B Y BRI Gensind 2045
WEDLZR 2, S A/ BT B, AMI B3 LT Gal-3
K5 56 AR B Ik Gensini B0 &2 B F LA K (r =
0.571,P =0.001) . Ifil# hs-CRP 7K~ 5 5 fk 50 ik
Gensini FI4r 20 F IEAI & (r =0.364,P <0.05) ,
MIE MCP-1 K5 568R 8K Gensini F143 5 8 3% 1E
K (r=0.356,P <0.05),

& 2. BIRBIBK Gensini L5 R4

Table 2. The criteria of coronary Gensini score

et Wy R EbA Wy
1% ~25% 1 LEFET 5.0
26% ~50% 2 AR miE i 2.5
51% ~75% 4 Zeif e S B 1.5
76% ~90% 8 i = 1.0
91% ~99% 16 Ae e sz B 1.0
100% 32 AR Bl bk 1.0

NGy 0.5
3 3t i

H AT, RAEBOA 2 As BOAZ0 KL, HiAE
TR B AAERE A TE B | A e S B 2450 7 v 1
RAFEBAEH AR, RAE A 5 S H R
PRZFZIRAWGE, [N, WA AN RFE IS
FERR T H A YA bR B, DA A2 I R b g o
PN O Y = G R . Gal-3 & B RN H B)
YIBESE R R 2 — , 78 N FE A b g A~ A
LGALS3 4ifith, & 251 M2 FEFR BRI, #HX 70+ i
M 31 kDa"', Gal-3 {2 —Fl RE 5 5 18 35 K F,
ke i 2 1 T 5T S s A e 9 TR L L & e rh
RAFEENEA, Lee 21 XK B Bh Bk ok AR A8 2120
MIRIETE &I, SRR AR AL 4R Gal-3 Rk,
P45 T v g W7 AR B ApoE i IR ik B K BT 9% &
B, M R R Gal-3 PRI, K B o) s A8 72
JE R AR TR BB Gal-3 KER4H . X R EER Gal-3
FERR BRALE— B WF5E & B, Gal-3 S 550 AT L%
Kkl R RS . HREGIA N, Gal-3 F 2
S 3E Aok 3 5 R B Dk R RE SN A A BLAZ A B
W 24 L R L 465 T UL 4 A e 1 5 2 0 2 1, i
TR RIG A T 2 5 B koks A R4k ) IE 1 5
KRS HATEMNAMREZ Gal-3 5 iR 8h bk 28 FE
JE G R B PRAFE 5T .

BATTHFIE L B, Sk URE ST £ 35 1LY Gal-3

KOV T XTI, M3E Gal-3 /K5 Mk o) fik
Gensini U542 B & IEAH I, Bl Gensini 43057, 1ML
i Gal3 /K F#k g, 1 H Gal-3 /KF 5 hs-CRP,
MCP-1 7K IR 5 2 IEAH G

hs-CRP \MCP-1 #4 )& 56 .00 55 1) i 57 fa B PR %
A w1 AT 3500 e 95 AR A 2k R R AR R
Wor , I e SR 2 Joms A8 R L PR ok, R AT 43
BT Gal-3 533 P 35 22 ] (19 AH G 1, A8 T8 4F i 4 i
Gal-3 e O T I R . FRATIFE B, 2tk
UL 3 13 hs-CRP ML MCP-1 /K B 2 5
FXFREH , H 558k 3Kk Gensini FL43 52 2 3 1EAH
KX HZATHIR —3, Gal-3 SXPIEA R
AR, HE— Ui Gal-3 78560 FOTE i & i
BAET EEAE A, HAE & 4% 32 B 3% 9 5wtk 0 ik
BEHRAL 1 5 i S0

TEAR BIK Gensini TF43 X 56 bR 2 ik s 22 A B 1)
PEAG 2 — Pl A 5 A R 5 32, ek bR 3h ko A2 k™
i, Gensini PEZ3#E7) . Gensini P23 A% & 5]
T AR Sk AR I B i LA 2 R R TR AR Y R
JE, SR ali PR AR SRR 22 0 1 32 ke 3 K
WA LG BE M Im R PR T 2 H(E B . 5 H Al
T RGA L, Gensini PE4rREAR I B34 (1.0 BET B
Y B BEORSB 0 53 )22, 76 5 R 30 s 22 v B ¥ A
TEVEA , 26 AR B0 bk AR R B A PPN L TE URK

AT I LB, St LR L B 2 17 Gal-3
IR 5 5 AR B ik Gensini FR 43 & i 2 1EAH 6, 2R
Gal-3 7KF- AT LS B k0 WURE BE 58 2 5 IR 3 ik o
AR Gal-3 322 2 30 B W 4 i Al 451
T WLANM , 75 W AR 5, [A] B T DL S5 B SR AL K TR )
BRI BR 25 A, A8 3 i J5 7 i 457 B A AL A
A B Bk ok e R A A B B R i o ARl 5K, 3
KRR AR 2 2 ) Gal-3 Fak /K 38, H E 277
TET E WG Y R A M, /DB T 71 LR B, i
L7 P R G BB L Gal-3 SRk KM L H
BE,FRATHEWT, Gal-3 5568095 1) & A | & Ji 2 U1 A
%, AMI HF Bl M Gal-3 /KETFR , GRS kR
AFFRBEINE ; Gal-3 AT LA B AMI £8 5 5 R 3 ko
ARRRE  HA IR L,
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