FRESF 2021 F 9 A% 50 5% 18 M 3095

Ay = ==
BE « BERAR  doi.10. 3960/, issn. 1671-8348. 2021. 18, 007
WM& E % https://kns. cnki. net/kems/detail/50. 1097. R. 20210527, 1640. 006. htm1(2021-05-28)

sEH #M &I #i& EPCs {2 #4820V E F AR R

FHRAE BB
A ENMKFEWES —ERS AA,BEET 361003;2. P A FRE_ER S AFA, ¥ 410011)

[(FE] BH R TERIRAAY KBS (SEH) 4 7] -AUCB F 7 65 1 B 48 9 1 (EPCs) 2/ A2 52
S G REVIEFARGREER., Fixk FRIOIROEKEFRH.EC, 08,3357 KKEPCs; RRKE t-
AUCB & t-AUCB & &1k 4 B 38 58 4K 8 7% 5 4h-v (PPAR-Y) FAL B 7] GW9662 F 78 EPCs; FF /M, 5 & 5 6, %
R A LR %,'u%@%éﬂﬂzfmm&%q h 6 B# MR IESH 200 pl AL F 69 EPCs, EH B 1.3.7.
14.28dmMERFLSMALZREWNEFEAIFL, R ZHEHMA TR LKA -AUCB F UK B 3 Ao, 42
s i % RV B F &G iR 3738 % v”")‘ PPAR-y 47 4] % GW9662 5, MW F+ A XA 2m Y .1245 % TR TR
2A(P<0.05), it sEH # 4 # 7T9 237 EPCs {2 b4 st 0 MLia % R VI B F & A5 A, PPAR-7 18 % 4

F5 LRMERAE £,
[REIR]  TEMIRAA KB E I A ;i B BRI FAAR S E -y A A e s L st ; IR -F
[hEZESES] R361 [xxwkfriBaD] A [XEHS] 1671-8348(2021)18-3095-07

Study on sEH inhibitor activating EPCs to promote factor V[

production in infarcted myocardium”
WANG Zhenhe'* ,JIANG Degian® . XU Danyan®®
(1. Department of Cardiology sthe First Affiliated Hospital of Xiamen University ,
Xiamen sFujian 361003 ,China ;2. Department of Cardiology »Second Xiangya Hospital ,
Central South University ,Changsha s Hunan 410011,China)

[Abstract] Objective To research the function of soluble epoxide hydrolase (sEH) inhibitors t-AUCB
intervention of endothelial progenitor cells (EPCs) promoting infarction myocardial margin factor Vll generate
in mice. Methods The long bone marrow of mice limbs was washed,centrifuged,isolated and cultured to ob-
tain endothelial progenitor cells. Different concentrations of -~-AUCB and t-AUCB + peroxisome proliferator
activated receptor-Y (PPAR-Y) inhibitor GW9662 interfered with endothelial progenitor cells. After thoracoto-
my,pericardium was separated,the proximal left anterior descending branch of the mice was ligated,and the
myocardial infarction was confirmed by electrocardiogram. After 1 h,200 pl. of pre-intervention endothelial
progenitor cells were injected into the tail vein,detected factor Wl expression of infarction myocardial margin
at postoperative 1,3,7,14,28 days. Results After transplantation with prolonged intervention and t-AUCB
intervention concentration increasing, factor VI expression gradually increased in infarction myocardial mar-
gin,while factor Wl expression decreased significantly after giving PPAR-Y inhibitor GW9662, but which was
still more than that in the non-intervention group (P <C0. 05). Conclusion Soluble epoxide hydrolase inhibi-
tors can obviously activated endothelial progenitor cells promote infarction myocardial margin factor Vll gener-
ated, ppar-gamma pathways activated related to the role.

[ Key words | soluble epoxide hydrolase inhibitor; peroxisome proliferator activated receptor-v;endotheli-

al progenitor cells; myocardial infarction;factor Vl
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