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[ABSTRACT] Aim  To explore the dynamic changes of the plasmatic activities of tPA and PAI-1 and its clinical signifi-

cance by observing the plasmatic activity of tPA and PAI-1 in acute and recovery phases of the patients with arteriosclerotic cerebral
infarction (ACI) . Methods The plasmatic activities of tPA and PAI-1 were determined by Chromgenic Substrate methods in
91 patients with ACI and 40 normal old ages as control, while the infarction volume and the neurological damage score in those
with ACI were measured. Results The plasmatic activities of tPA in acute and recovery periods of the patients with ACI was
0.26+0.14 and 0.21 + 0.11 kIU/L respectively and was significantly lower than those of the control subjects (P <0.01), and
the plasmatic activities of PAI-1 in acute and recovery periods of the patients with ACI were 0.90+0.25 and 0.98 + 0.12 kAU/
L respectively and were significantly higher than those of the control subjects ( P < 0.01), while the infarction volume and the
neurological damage score in those with ACI were 8.75+1.21 cm’ and 18.56 + 3.62 respectively, and the plasmatic activity of
tPA was negatively related to the infarction volume and the neurological damage score in those with ACI (r= -0.5133, P<0.
05 and r = - 0.4914, P <0.05 respectively ), and the plasmatic activity of PAI-1 was positively related to the infarction volume
and the neurological damage score in those with ACI(r = 0.5621, P <0.05 and r=0.5342, P <0.05 respectively) . Con-
clusions The fibrinolysis activities of the acute and recovery periods of the patients with ACI decline significantly, which suggests
that tPA and PAI-1 play an important role in the pathological process of arteriosclerotic cerebral infarction.
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TG mmol/L) 1.05£0.4 1.74+0.87* 2.08+1.56b
HDL(mmoV/L) 1.42+0.30 1.26+0.44¢ 1.16£0.36>
BAsEE Al(g/L) 1.51£0.12 1.44£0.19 1.40+0.18°
HISEA B(g/L) 1.07£0.25 1.23+0.25 1.15£0.21
BB A (a) (mg/L) 144 + 120 248 £ 200° 212+ 189
FSG( mmol/L) 5.06+1.30 6.69 +3.76 5.29+1.29*
FINS(MiwL) 6.95+2.76 13.9£9.53*  13.32212.21°
18I -3.46+0.48 ~4.48:0.74  -3.00:0.92%

b: P <0.01, S BA .

22 HANRALRNATHMEARIWRENED
AR B

A FE B E SRR B 3% PA TEHEAET
xR, AR MK WA MR T RSP <0.
o, MmAaH Mk E B PAI-1 & TR



© CN 43-1262/R HEFIFKIEILE 2004 455 12 85 3 341

M kE MK PALl BN B Fa(P<o0.
01), ER W EEFBEME(P<0.01)(F 2, Table 2),

K2 RERZASHRANDEAEARNTRMEANETYRYE
M BRI R (2 5)

Table 2. The comparison of the activities of the plasma tPA and
PAI-1 in the acute and recovery phases of the cerebral infarction and
control group

tPACKIU/L) PAL-1(kAU/L)
G B
atm L 288 L]
MHE 4 0.35+5.60 0.73+8.24
a 91  0.26:0.14 0.21£0.11%  0.90:0.25> 0.98+0.12

b: P<0.01, 5x{M4IHE; d: P<0.0l, SadEBIHE.

2.3 RERERNBSIHERRTESINLERIE
X

iR E B RS AA AR 8.75 £ 1.21 om’;
A ATEEERBITES K 18.56 £3.62, tPA TE
5 R AAMR(r= -0.5133,P<0.05), 5
MR E RAHR(r = - 0.4914, P <0.05);
PAI-1 IEME S IBIFEATIEAE R (r =0.5621, P < 0.
05), 5H AN R B EAHX(r =0.5342, P <0.
05); PAL-L S ISI X (SR ESA « &
% 0.8482 1 0.6614, P <0.01),5 TG ITEH X
(AHEMAKER r 20500 0.2841 10.7384, P<
0.01),

3 it 8

HR T T 75 W IR L5 ) (PA) Fl PALL HETIE
AGRXRBRE T, WENEEIE LRWFERE.
tPA BB LTS BEIEAE 2 MO T 5 B, JE A AT X
B RE S, AR TME KM, PALL S (PA
P11 S5 REAYE, B PA REWEM, PATENE
REA%F PAL-1 G PRI B LR L TIRA B RS A
FF MRRTER, ABTRRA, Sx A L, BE
U A MR AR S B0 M 3K PA TEHE B E R,
PAI-1 VB B S35 AR ShAKRE L B SE B B T
FEE UL PA TEHEFRIEAN PAL-L V& VESS = 451k
HHELFEORES , 3X 5 Hosomil 25" 3R 1 — 5o

— A AR BT 28 3 A vk I 3 AT P TR P R AR
w R E A BN BRI TE BUS £ 4 E B R
WM N E AR5 B PA, (B PAL-L BT KTE; @
36 1 ¥ T RS R BT L, T RE R (PA; ORI
il 5 1 T R B 1 I VTR VLA M S R
PAL-l s @il /IRIEALE o« FOREEL PAL-1; ©PAL-I

DIPERE M Lindgren 25 A S 1 3 F 95 15 1 B
ESMHEREFHEERE, nERTBELELSH
B , T 33t 72 B B S RE BB AL (As) EERE B4 85
RTE B, 3t 105 15 M A B (X 141 2 1M 45 B P ™, S R
ERGEERNERE" , 2RRERSHATS,
BERH 2 A M (PA 71 PAL-1 S 5 INHESE
DB RIF 4 B EMX, MILTHIFE
AR, TS M2, RN TE S PRI 8 B 3 O I 3K £
W, HENF HIBTBUE, R A PA BERA
ITRHUMKSE

PR 351 04 1 3% 41 P TE A HEBR T AUk RO N F0
THEER N (B 5 S vE A L, BAESE F & AU M 3% tPA
G B EMAL, 3K PALl IEHEEWE , X 5k
ZOREMEAS . BRI LETEE
R R T A ST R 2 A2 0% BT Y I SR AR AT R s Y
HEBRFES As HX:OAs FHEZHR, PA 51
S58H0 /> ; @ As #E#Y PAI-1 mRNA B8 8 476 F 3
BABELTERL, SEITFEENE;OBENY
mEFRVARERSBRELN PALL, HRE
MREFEEEAZEMERXRES(IRP) FERE, M
LRP J tPA 1 PALI-1 A VMM BT, &
PAI-1 BEMRWD . Altes 1IN K IAEFE 5 2 1K 5 10
MM AEEEFER PAL EHEEE, AX
HERMABRAX— 5, BESMBRER PALI
EHEETFES AsAX", F AsHEEP IE
-3 AUL4H B3 A BT N B JS R S A 4L, T PAL-L
75 T 8 3 2 A L AT 9 B, BT LAY As
HRESIREMB DA% RHWH., BHRM As
BB 4R 1L /MR, AT i R A TE R , IR
B rmiEE A T 2, BT T RERE
B, (B R X 2 B8 B B W] RE T U R A A AL

FAERBIEE R, UM 3K PALL F5 1518 & A 5F
ERERAF I ENR S PAL-1 EE 02 54
fabt B 40 B 8 B IR LS H Ag X A
REVREILREFEERLE . FMAEMERS R
WeH A B %, T B RES R & M MK PAL &
M S B HEHLR I TG K E B E K, X5 Kain
U R AT — B, 3R R BR S R AR DU TE IR SO 1R
ABRBFRETEENEM HURETRERE
B MAEE o R TR PAL1 MY A IR
Fudshn PAL-1 (TR MY TR S ZHEPI S H TC
SEHYIME, RS RIMY PALL BHEMEXE,
A FHHEBRAGL,

A 4% B 3 BA Sh KRR AL vk IR A B0 B B AR AT
G AR H R TE T X8R M B SR T T3 G, $2



342

ISSN 1007-3949 Chin J Arterioscler, Vol 12, No 3

FX AR EWMPF A EIEE, A THAERENE X
KRR BBLER As FHBEIFREBERNA
R, BREFI RN E MERRE N BURHEEE
RE XAUAERG 3 h WRAEARARRL
RS IR BOE Y (nPA) 2 3 Bk 2R B bR ¥ 1 1A 7T AR 3T
BB BT B A L F LIESE™ . — BB REE
SRR, SR A7 35 Bl 0 R 0K e B VT 4 G I 3R 4 PR O
XK As FIZHBREE (L ISR R B IG SRAL T BF
B

[$%30W]

(1] HAF, BR. BRERERNSREARIRKHEAREE. =t
ESHZRALHSIAF K, 1998, 25: 264266

[2] X0, X &R, BKER, & &4, BER, AR, 2UEEEERERR
ERBEKEF I RS RBEKBTFE4EGIAFHEL. R
ML A&, 2002, 10 (4): 338-340

[3] %k, %2 BREERERBEABERIBIIBRREERSH
TKPRIER. FEBELRE, 201, 9 (4): 306309

[4] Hosomil N, Lucero J, Heo JH, Koziol JA, Copeland BR, del Zappo GJ.  Rapid
differential endogenous plasminogen activator expression after acute middle cerebral
artery occlusion.  Stroke, 2001, 32: 1 341-348

[5] E&X, WK, REk. ALXE84EMREEDEENHY
FEHNEE. TREFRRAE, 1989, 12 (3): 163-166

[6] ZEXfE, BF S, Stephenx Lillioja, Peter H Bemett. RS B EBRHA
—WHES. THEAFMES, 1993, 32 (10): 656-660

[7] KEXERE). BEPREWSYBRRABRERIMRE. T442
Ak, 199%, 29 (6): 381-383

[8] Lindgren A, Lindoff C, Nonrving B, Astedt B, Johansson BB.  Tissue Plasmino-
gen activator and Plasminog ivatar inhibitar-1 in stroke pati Stroke,
1996, 27: 1 066-071

[9]

[10]

f11]

[12]

[13]

[14]

{15}

[16]

{17}

[18]

[19]

Tabrizi P, Wang L, Seeds N, Mccamb JG, Yamada S, Griffin JH, ctal. Ti-
u(! . O {?A)Jt' J 1, ﬁh.in&w_
sition and brain injury in a mxine stroke model: studies in tPA-deficient mice and
hed genetic bac d. Arerioscler Thromb Vasc Biol,

wild-type mice on a
1999, 19: 2 801-806

* %, B, A=, T¥E ROREREENXHASEREN
EYERRENHYNELREREL. THErMLEZ, 1998, 31
(5): 267-270

Armman V, Nilsson A, Stemme S, Risherg B, Rymo L. Expression of plas-
minogen activator inhibitor-1 mRNA in healthy, atherosclerotic and thromboti
human arteries and veins.  Thromb Res, 1994, 76: 487-499

Altes A, Abllan MT, Mateo J, Avila A, Marti-Vilalta JL. Hemastatic distur-

bances in acute ischemic starkes: a study of 86 patients.  Acta Haematol,
1995, 94: 10-15

Sobel BE.  The potential influnce of insulin and plasmino gen acti inhibil
type 1 on the formation of vulnerable atherosclerotic plaques d with type

2 disbetes.  Proc Assoc Am Physic, 1999, 111: 313-318

g, Rt EEROMERRERNERETHARNSBMEREN
WYMSERERTYORHRAGER. +ERpaReeRE, 2001, 9
(3): 257258

HAE, 2R, RORBELWHB=RATFSHBERIEREYN
RE. TEAHRLEE, 201, 9 (4): 313315

WK, E U, REK, B0E, BN, BEE, ¥. dOoEER
MFERE LFER. R ENRIR R AR RRFERE KT8
. TRBRBAKL, 1997, 5 (4): 331333

Kain K, Catto AJ, Grant PJ.  Clustering of thrombotic factors with insulin re-
sistance in South Asian patients with ischaemic stoke.  Thromb Haemost,
2002, 88: 950-953

Samad F, Pandey M, Bell PA, Loskutoff DJ. Insulin continues to induce plas-
minogen activator inhibitor -1 gene expression in insulin-resistant mice and adipo-
cytes. Mol Med, 2000, 6: 630-692

Devin LB, Karen CIM, Douglas PWP, Clarke HI.  Predicting major newrologi-
cal impr with i ous binant tissue pl gen activator treat-
ment of stoke.  Stroke, 2004, 35: 147-150

(L s BaF)





