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The Relationship between Concentraion
of Plasma Lipoprotein (a) and Activity
of Tissue Type Plasminogen Activator
and Plasminogen Activator Inhibitor in
Patients with Coronary Heart Disease
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ABSTRACT

(a) were measured by enzyme linked immunosorbent

Plasma concentration of lipoprotein

assay in 20 patients with coronary heart disease
(CHD) and 20 healthy peoples. Plasma activity levels
of tissue type plasminogen activator (tPA) and plas-
minogen activator inhibitor (PAI) were determined by
spectrophotometric assay. Plasma concentration of
lipoprotein (a) and activity of PAI in CHD group were
significantly higher than the control group, however-
plasma activity of tPA in CHD group were significant-
ly lower. The plasma concentration of lipoprotein
(a) in patients with CHD was not correlated with ac-
tivity of tPA, but significantly positive correlated with
activity of PAI. It suggests that elevated plasma
concentration of lipoprotein (a) is a risk factor for
CHD. The results of this study showed also that plas-
ma activity of tPA decrease and those of activity PAI
of increase in the patients with CHD, which imply
that reduced fibrinolytic capacity is related to CHD.
High levels of lipoprotein(a) plasma may impair the

fibrinolytic system resueting in thrombose especially
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in the arterial system.
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LB B & & W Mt 3 (enzyme linked im-
munosorbent assay, ELISA) | & 20 & & L%
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Z,ABRTRES@RELRERNIENZ
O FHAB 15 IR KR

1 SMEERE
1.1 TFER
0B CHEFBERALHKH,LHESH O
MBEEEHE 2HACEREL HABRKAELE
HRE.EXABA N 20 FliE EkabF, & EH .45
FEEROKAHLCE.
1.2 A0S
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1 ARRRAREE, TN KEFLS) B K, —20C
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;7 —HonEEREER LOmol/L ZREY
(pH3.9) B AR, FRFETFT—30C,AFAME PA
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RARFAENRAEH S BAER SR T AR L
XBEEAGQ@KT.
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F &, E m% tPA f PAI i #,
1.4 SitaeE
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2 H#3
2.1 BEB@RERARDAREENE
FSHYEYE

0B B LRBER 20 ZBEAIBEH
(a) % BEVtPA 35 ¥ 0 PAI % ¥ AW =
(Table), E-LRAMKIEE A ()W EM PAI
{ETEY B E R T A (P<0. 05, P<0.001)
M3 PA EHEEFMRTFXHRA P <O
001), ’

Table. Plasma lipoprotein (a) concentration and ac-
tivity of tPA and PAI between two groups (n=20, r
+5).

Concentration Activity Activity
Groups of Lp(a) of tPA of PAI
(mg/L) kIU/L) (kAU/L)
Control 260+ 144 1.4340.41 6.31+1.21
CHD 365+220° 0.94+0.33%*  8.99+42.16°

a; P<{0,05, b:P<{0.001; compared with control group.
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