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[ ABSTRACT] Aim  To observe the effect and mechanism of soluble epoxide hydrolase inhibitor t-AUCB regulating
murine endothelial progenitor cells’ function. Methods Separated by density gradient centrifugation to obtain mouse
bone marrow progenitor cells, different concentrations of t-AUCB and peroxisome proliferator activated receptory ( PPARy)
blocker GW9662 pre-intervented endothelial progenitor cells, after that endothelial progenitor cell proliferation, adhesion,
migration, angiogenesis ability were detected in vitro. Results From 0 ~ 100 pmol/L, as the concentration increases,
t-AUCB can increase endothelial progenitor cell proliferation, adhesion, migration, angiogenesis ability in vitro. Con-
clusion Soluble epoxide hydrolase inhibitor t~-AUCB involved in forward regulating endothelial progenitor cell’ function,

and its function is associated with activation of PPARy on endothelial progenitor cell.
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Figure 1. Endothelial progenitor cells in culture( x 100)
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Figure 2. EPC uptake of Dil-ac-LDL and FITC-UEA-1 fluorescent staining results( x200)

200 200
EPC CD34 & EPC CD133% %!
160 1607
e ————]
£ 120 2 2 120 M
>
8 8o i 3 sof
40 407
0 O*nmw—-mw,—mm
10° 10" 102 10° 10 10° 10" 102 10° 10
FITC FITC
200 200
EPC CD34 &7 EPC CD133E &% 58
160 1601
— T
£ 1201 M2 1 £ 120 M
> =}
8 sof—w 8 sof i
407 40
O 3 v 0
100 10" 10?2 10° 10° 10° 10" 10> 10° 10*
FITC FITC
3. NREEKRIE EPC RESUmERA AL

200 200
EPC CD313% %! EPC Flk-1 & &
1601 1601
2 120 M2 £ 120 =
5 o)
3 80} | 801
© M1 © M14|
407 40
0 O-M...—
100 10" 102 10° 10* 10° 10" 102 10° 10*
PE PE
200 200 j
160 EPC CD31[R & 3158 1605 EPC Flk-1[E #3458
| | b —
*g 1204 ™2 1 %120? M2
/o) 3
O 801 O 807
] M1 ] M1
407 ‘ 40
0 OE“V'H'MM'—WW
10° 10" 102 10° 10¢ 10° 10" 10*> 10° 10°
PE PE

[Fi) 2 %o HE A0 g 92 1 R T B9 EPC,

Figure 3. Mouse bone marrow-derived EPC surface differentiation antigens tested by flow cytometry
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& 1. REIRE t-AUCB THixt EPC 1838 R T B £ M BE BTN (x +5)

Table 1. The effect of different concentrations of t-AUCB intervention on EPC proliferation and number of cell adhesion, mi-

gration, angiogenesis (x +s)

il e BB iT#% JIIK=22 79

0 wmol/L t-AUCB £ 1.28 £0.02 78.60 =1. 14 61.60 =1.14 40.80 +0. 84

1 pmol/L t-AUCB 41 1.42 £0.0° 108.20 +0.84* 109.80 +1.48° 74.80 +1.13"
10 wmol/L t-AUCB # 1.43 +0.03° 210.80 +0. 84* 128.80 +0. 84" 87.80 £1.14°
50 wmol/L t-AUCB 4 1.47 £0.01° 296.60 +1.48" 231.60 1. 14" 177.60 1. 30°
100 wmol/L t-AUCB 41 1.50 £0.01° 305.40 +1.14° 240.80 +0. 84" 208.80 +1.30°
t-AUCB + GW9962 £ 1.34 +0.03" 95.00 +1.00" 99.40 £ 1. 14® 54.70 £0.96"

ay P<0.05,5 0 wmol/L t-AUCB £H (X} JBZH) #H ;b i P <0.05, 5 100 wmol/L t-AUCB AH LG . 85 25 5 g W6 B4R s BB 1B A% B0 Jy 41 i
B0 1 A5 A AR B A M A A B

4. REIRE t-AUCB 3f EPC RiMITIEERIZNE A B.C.D.E MY 0.1.,10.50 F1 100 pmol/L t-AUCB 41,F 2y 1-AUCB + GW9662 4.,
Figure 4. Effect of different concentrations of t-AUCB on EPC adhesion function
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5. REKE t-AUCB X} EPC T B INEERISESNE A B.C.D.EKIKH0.1.10.50 #1100 wmol/L t-AUCB 41,F ¥ t-AUCB + GW9662
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Figure 5. Effect of different concentrations of t-AUCB on EPC migration function
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6. AERE t-AUCB X EPC 1% 4 B Th ek o 25 M
GW9662 4,

A .B.C.D.E WK J0.1,10,50 Fl 100 wmol/L 1-AUCB 4 ,F 4 t-AUCB +

Figure 6. Effect of different concentrations of t-AUCB on EPC angiogenesis function
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