RHEEZG 2011 43 H 4539 %5 45 3 1)

doi:10.3969/}.issn.0253-9896.2011.03.008

P P 3 kA B 88 1 5 04 B R 5

e 2 WlAE e

FEE B Ay IS ZEME R B 3 ko R A Ak (ASO) F 35 B8 LRI A7V RS RERYZE AL, 1 ASO H 35 (4 Pz 4
B . F75E e ASO £ 82 10 (£B 5 2H ) FIEEBE XS BR 80 141 (Xof BRZH ) , 5% FH 37t = 40 AL 2 41 B PN 12 4 ( CEC) Al
PR A AN (EPCs ) B o R FH IR G 02 WAL S 32000 O I — L8 I J96 52 50 (TAT) o SR R I 4 5 i A S e 58 ot |81 7
VG P (FVIA) T 4E2E 1 IR (FIB) W R FHUFE K (VW Ag) (2B LT B E S5 0 G M (=P A - A) S 4TV RIS
AL (PAL: A) K, DLvWE: Ag S0 Bl F R (1509% )1 R BE 2R g K R 2000 vWF : Ag 1E 34 (38
B FVWE: Ag 20 (44 1)) , G5R BFH L PAL: A FVI: A FIB .vWF: Ag . TAT Fl CEC 15 T X B 4H , EPCs ik % 18
ZH, vWF: A EH I PAL: A FVI: A I TAT B35 T vWF: Ag IF 40, Z A G258 L (P <0.01) ; BEH vWF: Ag
L5 FWI:A PAT: A TAT YRR IEAZE(P < 0.01) . 2518 : ASO BB 7EE™ 5 I Y B2 45145 , 79 B2 4B R i, L9t
G RIEE RETIAS R , JLEFVE FIEE M R e A8 22 ALAR M55 P B B A R A DG

b5 i) 01 €l = A 5T = 72 ] P 2 S0 S 1 W 1) L N

Study on Endothelial Cells Damage in Patients with Peripheral Arteriosclerosis Obliterans
MEN Jianlong, LI Gang, REN Jing
Tianjin Key Laboratory of Biomedical Detection & Instruments, Tianjin University, Tianjin 300072, China

Abstract Objective: To observe the changes of function for the coagulation and fibrinolysis system in patients with pe-
ripheral arteriosclerosis obliterans (ASO), and the mechanism of the endothelial cell damage thereof. Methods : Eighty—two ASO
patients and 80 controls were selected from our hospital. The flow cytometry was used to measure the circulating endothelial cell
(CEC) and the endothelial progenitor cells (EPCs). Thrombin— antithrombin complex (TAT) was measured by ELISA. Using the
blood coagulation instrument assay the factor VIl activity (F VIl : A), fibrinogen (FIB), von Willebrand factor (vWF), tissue plas-
minogen activator activity (t—PA: A) and plasminogen activator inhibitor activity (PAI: A). The upper limit of the reference
range (150% )of vWF: Ag was admitted as the cut—off value to divide the patients into the normal level group (38 patients)and
increased level group(44 patients). Results: Compared with control group, the values of PAL:A, FVIl: A, FIB, vWF: Ag, TAT and
the CEC were increased obviously(P < 0.01), and the level of the EPCs was decreased obviously (P < 0.01) in patients group.
The levels of PAT: A, FVI: A and TAT were significantly higher in patients with increased vWF: Ag than those of patients with
normal vWF: Ag (P < 0.01). There was a positive relationship between the vWF:Ag and FVI[: A(P < 0.01), TAT and PAI: A in
patients group. Conclusion: There was severe damage in blood vascular endothelial cells in patients with peripheral arterio-
sclerosis obliterans. The circulating endothelial cells shed off vascular wall, and it was weak for the repair ability after the en-
dothelial injury. There was a relationship between the disorder and the severity of the endothelial cell damage.
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*P <0.05,"*P < 0.01
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