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Dynamic observation on leukotriene B, and matrix metalloproteinase-9

levels in patients with acute myocardial infarction
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Abstract  Objective: To investigate the changes of Leukotriene B, (LLTB,) and Matri-x metalloproteinase-9

(MMP-9) in patients with acute myocardial infarction(AMI) in a six months follow-up study and to explore its po-

tential clinical significance. Method: LLTB, and MMP-9 were measured by enzyme-linked immunosorbent assay in

40 AMI patients when patients were enrolled in hospital during 48 hours, three months and six months. Result:
LTB, level was significant lower in blood of AMI patients 6th month than blood of patients 3rd month after leaving
the hospital and patients who had been hospitalized within 48 hours( P<C0. 05) , MMP-9 level was significant high-
er in blood of patients 48 hours after enrolling the hospital than 3rd month and 6th month after leaving the hospital
(P<<0.05) , withno significant difference between 6th month and 3rd month ( P>>0. 05).
MMP-9 in the top 25 percent of Lp(a) level is significant higher than the last 25 percent( P<(0. 05). Conclusion:
The serum level of LTB, and MMP-9 decline after AMI, What's more the level of LTB, proceeded to decline after

The concentration of

AMI. Significant high concentration of Lp(a) may effect the level of MMP-9 in AMI patients.

Key words ST-elevated Myocardial Infarction; Leukotriene B, ; Matrix Metalloproteinase-9; Lipoprotein(a)
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FE FHLE & B 5 405 5 20t ST Brda i AL JLER ( Quantikine DMP900) K& LTB, Immunoassay

¥t (ST-elevation myocardial infarction, STEMID) i
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b, FEHR T LI R & S,
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BE ARG IR E 2010 4 20k 0 WLEE SE 45 B 12 T
STEMI. I 17 bk s uE 52, Hd 5 32 #i. & 8
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K ELISA 70 % bR A 0L 3+ LTB, 1 MMP-9
B 2R ik, i 7 & Human MMP-9 Immunoassay

(KGE006B)#2k 4 £ H R & D SYSTEMS 24 A,
MMP-9 {9 B B4 - ng/ml, K5 I 2 88 0. 156
ng/ml; LTB, ¥ B B 07 h pg/ml, & M R B 8. 2
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%®1 LTB, & MMP-9 K ET4¥,

Table 1 Levels of LTB, and MMP-9 xts
i H ABE 48 h P (40 i) HBE 3 A4~ H IR DT (40 ) e 6 4~ H JE BT (40 )
LTB,/(pg+ml™") 31 224,502 537. 81 26 091. 465 430,07V 20 097. 0747 490. 63V2
MMP-9/(ng * ml™") 17.88+4.17 13.2643.73" 13.5542. 60"

HABE 48 h WY P<<0. 05; 5 HiBe 3 I H I AL .” P<<0. 05,

MMP-9 5 Lp(a) BAHIC M - 4 Lp () AR 45 14 53
MBS, Lp(a) =459 mg/LOKF ik g 75%)
5 Lp(a)<<77.25 mg/LOUNT Ak iy 25%) [
B, AL BRI A5 TG G DR 2R L AR RS L L O
LU A5 b PR s BB e B AR L PR | Genisi 3P 43 M
LDL WRE¥ TGt 27 (£ 2). ABER Lp(a)
=>459. 50 mg/L 2 MMP-9 /K V-8 & T Lp(a)<<
77.25 mg/L A MM A BB 3 ™~ H & 6 A~ H
MMP-9 K22 5 IR G222 L (3R 3) .
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5. 5 55 5 R Bl ok ol R AR & AR R R 0 45 A B B
55t pavFe 2 v & 2tk @ Ik 2i A 1E (acute coronary

syndrome, ACS) ) & A % YI A &, MMPs J& 41 Jid
AL T 32 0 A A N ) T, R 49 A B K B B £
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Table 2 Genaral data between Lp(a) of different concentra-

tion BIC%) . xts
Lp(a)<<77.25 mg Lp(a)=>459.50 mg

i H
/L #H.(10 1) /L #4105

ik % 64. 7049, 44 72.3029. 03V
Bk 7(70) 8(80)"

o I R 6(60) 5(50)"

Bl R 2(20) 2(20)

W A 6(60) 8(80)"
elL] 110 3307
Genisi ¥E43 33. 70422, 33 28.00+13. 86"
LDL-C/(mmol « L) 2,420, 71 2.694-1. 30V

5 Lp(a)<<{77.25 mg/L #l H%.2 P>>0. 05,
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&3 MMP-9 5 Lp(a) X &
Table 3 Relationship Between MMP-9 and Lp(a)
ngeml ', xts
Lp(a)>459.50 Lp(a)<<77.25
mg/L 4 (10 ) mg/L 4410 fi])

i H

A Bt MMP-9 19.86+3.73  15.86+3.96Y
HBE 34~ HIEREV 13.1344.66  14.172+4.02
e 6 4~ H 5 BT 13.9743.22  11.944+2.70

5 Lp(a)>459.50 mg/L 41t . " P<<0. 05,
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