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ABSTRACT

Aim To observe the changes of fibrinolytic activity
in plasma of patients with atherosclerotic diseases and
the relation between the fibrinolytic activity and the
serum lipids.
Methods 31 patients with atherosclerotic diseases
were compared with 30 healthy subjects.

Results The type 1 plasminogen activator inhibitor
(PAI-1) activity and the tissue type plasminogen acti-
vator (tPA) antigen in plasma were higher in the
atherosclerotic than in the control group (12. 50%5. 06
vs 6.93+3.82 kAU/L, P=0.0031; and 8 94+3.53
vs 5.36+2. 33 ug/L, P=0.0001), respectively. In
personal correction analysis,plasma PAI-1 activity cor-
related positively with serum total cholesterol (TC),
triglyceride (TG) and low density lipoprotein choles-
terol{LDLC) (r=20. 270~ 0. 526, P=0. 0001 ~0.
0356).
with serum TG(r=0. 327, P= 0.010D).

The plasma tPA antigen correlated positively
Conclusions The hypofibrinolysis is due to the
plasma PAI-1 level elevating, but not to the tPA less
producing.  The higher serum concentration of TC
and TG could stimulate the PAI-1 synthesis and secre-

tion by the endcthelium, which impaires fibrinolytic

activity in plasma.

KEY WORDS Atherosclerosisy  Tissue type plas-

minogen activator; Type 1 plasminogen activator in-
hibitor; Serum lipids
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Table 1. Changes of plasma Fibrinolytic Components in the Atherosclerotic patients (z+s).
PAI-1 activity tPA activity tPA antigen tPA actinity/antigen
Groups n
(kAU/L) (kTU/L) (pg/L) (kIU/ug)
control 30 6.931+3.82 1.504£0.62 5.36+2.33 0.3240.16
atheroscler 31 12. 505, 06 1.33+0. 61 8.941+3.53 0.18+0.12
P — 0.0031 0. 3052 0. 0001 0. 0050

2.2 mhbKMHELMEREZENETL

KIS HE AL B B E ILYE TC Rt B8
HTHE, TG ¥ hn, LDLC & ; W I % HDLC
4V B0 2 (Table 2).

2.3 MBF SRS SMASHERES T
M R KW PALL I5# 5 TC.

TG.LDLC 2IEM*%,.tPA &5 TG £E1EH

K tPA &Y S MR AL 47 oA 5tk (Table 3).

Table 2. Changes of plasma lipids in the atherosclerotic patients (AsP).

n TC TG HDLC LDLC
control 30 4.34£0.63 1.24+0. 36 1.14£0.32 2.66+0.69
AsP 31 5.03+0.97 1.5140.63 1.18%0. 44 3.08+0.78
r 0. 0019 0. 0435 (). 6869 0.0326




266 FE kW4 24 E (Chin J Arterioscler), 1996, 4(4)

Table 3. Coefficients of correlation between plasma fibrinelytic activity and serum lipids.

TC TG HDL-C LDL-C
PAI-1 activity 0. 364" 0. 526* —0. 041 0.270"
tPA activity —0.012 —0.073 —0.051 0. 065
tPA antigen 0. 161 0. 327* —0.169 0.137
tPA activity/antigen —0.186 —0. 206 —0.012 —0.117
a: P<0.05 b: P<<0.01
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BEAREFN MR EE (1)

acetylated low density lipoprotein, Ac-LDL

cerebral cortical microvessel, CCMV

posterior inferior cerebellary artery, PICA

cardiac sarcoplasmic reticulum, CSR

macrophage conditioned medium, MCM

spontaneously thrombogenic rat, STR

relative electrophoretic mobility, REM

B EEERES

T+ oRENERN sodium dodecyl sarcosine, SDS
T o ERK dodecy! phosphoric acid, DPA
+ AR —FR octadec enoic acid, OEA
+AR_BE octadecadienoic acid, ODEA
+ABRZER octadecatrienoic acid, OTEA
ZHEBRUR A isosorbide dinitrate, ISDN
KB e

GNPl i)

£ M cardiovascular disease, CVD
P:1R - 1R K] myocardial ischemic injury, MII
LUK H

WZEERNLHR tetraethoxypropane, TEP
HEERER indispensable amino acid, IAA
PLEEEM essential amino acid, EAA
LERDR essential fatty acid, EFA

EHE B2 conjugated diene, CD

B W AR e

H & autoantibody, Ab

ZE=g7N) autoantigen, Ag

HRELRTE R AR

AHBTHE carbolic methylene blue, CMB
FERT L IKGE R K

A B LA

relative centrifuge force, RCF





