J Med Res,May 2012,Vol. 41 No.5

Bt &1 tPA PAI —1,uPA ¥ uPAR
X 2RSS ie KA E

PR FLEF LED F B TEAL HEW HFBRR

M E BN 2SR AT I (PA PAL -1 uPA B uPAR JKSF BT & K TN, 638 Ho 3R 7 W48 K T 40 5 19 I

BRAME. F7sk A EIRE BE T A (36 ) K IR 4145 A7 1R IA ST UG 40 B AT 3K (PA PAT — 1 uPA J% uPAR By 3 £ K W1
(ELISA ¥£). #6836 Uil AT 5E 5 A AY7 AT 5 0 JEALA HE (PA (PAT — 1 .uPA Il uPAR A CF 354 B B0 35 (39 P <0.01) ;397 I

SR F AT L EE (PA A BB TF 5 (P <0.05) i PAT - 1,uPA and uPAR W 75 36 J7 /5 W] R IR (P <0.05, P <0.01) ,PAI -1 J
uPAR [ 2T X K- (P >0.05) . #5381 3% tPA PAT -1 uPA Fl uPAR JK-F 89 42 4k 15 il B8 50 5 A B9 3R 97 AR D 2 DI AR 56
YGRS DM AT R X B i 96 P 96 0 L5 R R E

KR MALARAHEWEREY HARSEMEEGEWMHEY -1 REERAEBEREY SRR U5 A E

Value of Combining Detecting tPA, PAI —1,uPA and uPAR in the Patients with Acute Cerebral Infarction for Its Diagnostic, Treatment and
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Abstract Objective To study the clinical value of combining detecting the levels of tPA, PAI — 1,uPA and uPAR in plasma of
patients with acute cerebral infarction for treatment observation and progn — assessment. Methods PAI —1,uPA and uPAR were detected
respectively by ELASA in 36 cases of the patients with acute cerebral infarction in pre — therapy, pro — treatment and control groups.
Results Compared to the control group, the levels of tPA, PAI = 1,uPA and uPAR of pre — therapy group were obviously high (all P <
0.01). Compared to the pre — therapy group, the level of pro — treatment tPA was obviously high (P <0.05), the levels of PAI -1, uPA
and uPAR were obviously low(P <0.05,P <0.01) ,and the levels of PAT -1 and uPAR were decreased to the levels of control group.
Conclusion The plasma levels of tPA, PAI - 1,uPA and uPAR are closely interrelated with the treatment state in the patients with acute

cerebral infarction. Combining detecting the levels of tPA,PAI —1,uPA and uPAR is benifit for the evaluation of the progn — assessment

and treatment state in the patients with acute cerebral infarction.
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