PEALTTREMT £ 16 % F24 B 2012 - 06 - 10 HR
Chinese Journal of Tissue Engineering Research June 10, 2012 Vol.16, No.24

&40 PlaurflPlatif S & 14 M A& 5% B TR AR AR T2 B <+ *

THARLLY, REMGE, AP, ANEP, RS, B,

@'z

F o2

Plaur and Plat in vascular tissues induce von Willebrand factor release to promote deep venous

thrombosis

Hu Ji-hong*, Wu Xue-mei?, Li Hong-kun?, Li Xing-guo?, Zhou Ru-dan?, Zhao Xue-ling?, Wang Bing?

Abstract

BACKGROUND: At present, the core control network, molecular etiology and mechanism of deep vein thrombosis is still
not completely clear, furthermore, there is no ideal method for early diagnosis of deep venous thrombosis.

OBJECTIVE: To observe the prothrombotic role of Plaur and Plat in the vein endothelial cells in rats with traumatic deep
vein thrombosis.

METHODS: Clamps plus lower limb immobilization with plaster spica were used to establish rat traumatic deep vein
thrombosis models. Based on time points and whether thrombosis occurred, the experiment animals were divided into
pre-thrombosis, thrombosis, and non-thrombosis groups, and then femoral vein endothelial cells were harvested at 2.5
and 25 hours after modeling.

RESULTS AND CONCLUSION: Gene chip analysis and real-time PCR results showed that after trauma 2.5 hours,
mMRNA expressions of Plaur, Plau and von Willebrand factor in the femoral vein were raised. In the process of thrombosis,
Plaur, Plau and Von Willebrand factor mMRNA expressions were significantly increased. Signal path analysis showed that
the Plaur and Plau were upstream regulation genes for von Willebrand factor, and von Willebrand factor was the key
gene for triggering platelet adhesion, aggregation and thrombosis. These findings imply that Plaur and Plau can be raised
by up-regulation of von Willebrand factor expression, further to cause platelet adhesion and aggregation, and to promote
traumatic deep vein thrombosis in rats.
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Plat CAT CGAATT CTG GAACCC 179 52.5
CTC ATA TTGTTG GTC
CGC

Plaur GCAGCC AAG TGC GGG 148 53.1
GCT TGT CTG AGG TAG
AAC TGA
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ATG AAC

GAPDH GCAAGT GCCAGTAGA 140 53
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GCACAG AT
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B/A CIA D/IA

A: control group; B: pre-thrombosis group; C: thrombosis group;
D: non-thrombosis group

B/A: group B expression value/group A expression value; C/A:
group C expression value/group A expression value; D/A: group
D expression value/group A expression value. P < 0.05, vs.
control group, pre-thrombosis group, and non-thrombosis group

Figure 1 The expression change of Plat, Plaur and von
Willebrand factor (VWF) in the femoral vein wall of
rats (Gene chip detection)
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B/A C/IA D/A

A: control group; B: pre-thrombosis group; C: thrombosis group; D:
non-thrombosis group

B/A: group B expression value/group A expression value; C/A: group
C expression value/group A expression value; D/A: group D
expression value / group A expression value. °P < 0.05, vs. control
group, pre-thrombosis group, and non-thrombosis group

Figure 2 The expression change of Plat, Plaur and von
Willebrand factor (VWF) in the femoral vein wall of
rats (Real-time PCR detection)
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Figure 3 The signal pathway of Plat, Plaur and von
Willebrand factor (VWWF) in vascular endothelial cells
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“190 & 1& O K- Salpingostomy”

Salpingostomy are often used
interchangeably and refer to creating an
opening into the tube (e.g. to remove an
ectopic pregnancy), but the tube itself is not
removed. Technically, the creation of a new

tubal opening (os) by surgery would be a Y EMiA  Salpingostomy
salpingostomy, while the incision into the tube o

Ping y o . BEYEE Formation of an artificial opening in a fallopian tube.
to remove an ectopic is a salpingotomy.
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