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[ ABSTRACT] Aim To investigate the effect of soluble epoxide hydrolase inhibitor (sEHi) 12-(3-adamantan-1-y1-
ureido ) -dodecanoic acid (AUDA) on vascular endothelial growth factor ( VEGF) expression of early endothelial progenitor
cells in patients with carotid stenosis (CS). Methods Mononuclear cells from the peripheral blood of CS patients
were isolated by ficoll density gradient centrifugation and cultured.  After 7 days of culture in vitro, attached cells were
collected.  Early endothelial progenitor cells were identified by double staining and flow cytometry.  Early endothelial
progenitor cells were then stimulated by 0, 0.1, 1, 10 pmol/L of AUDA for 24 h.  The expression of VEGF in early en-
dothelial progenitor cells was measured by Western blot.  Early endothelial progenitor cells from age and gender matched
healthy subjects were also cultured as controls. Results The expression of VEGF in early endothelial progenitor cells
from CS patients was obviously damaged compared with those from healthy controls.  The AUDA could dose-dependently
increase the expression of VEGF in early endothelial progenitor cells compared with those from CS patients without treat-
ment. Conclusion It is suggested that sEHi can positively induce VEGF protein secretion via epoxyeicosatrienoic acid

(EET) , and sEHi may become a new drug for the therapy of CS.
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Table 1. Comparison of clinical data in the two groups

o H XA (n=25) CS#(n=35) P1A
W (%) 51.6+6.2 52.4+5.8  0.944
B () 4(16.0%) 12(34.3% )  0.297
PRI (i) 5(20.0% ) 16(45.7% )  0.308
WA (3] 1(4.0%) 5(14.3%)  0.379
e I 95 52 (1)) 8(32.0%) 20(57.1%)  0.259
25 I 1 ( mmol /L) 5.66+2.13 6.27 £2.78  0.180
H 3 =1 ( mmol/L) 1.55+1.23 1.98+1.58  0.074
BB FEEE (mmol /L) 4.23+1.02 4.68=1.21  0.190
ERREENRE T (mmol/L)  1.08£0.25  0.76+0.21  0.113
RBFEREHE A (mmol /L) 2.51+0.60  2.92+0.70  0.981

E 1. ETEH EPC #2745 ( x200)
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Figure 1. Morphology of early EPC under light microscopy ( x200)

B 2. BAHERERMBELEERE EPC( x200)
Dil-Ac-LDL R YA,

..

A 2}y DAPI Z¢ 6 B iy FITC-UEA-T &6, C 4 Dil-Ac-LDL 34 %, D & FITC-UEA-T,

Figure 2. Identification of early EPC by laser scanning confocal microscope ( x200)
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Figure 3. Flow cytometry graph of early EPC
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Figure 4. Expression of VEGF detected by Western blot
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HAE T NS JE A A A RS [R] A 0
EPC, I 4 0 R EPC Fgdl] EPC, M & e85 3% 5
~7 K5 LS B 240 f 0 B | B R AR, EELRGR
CD133 F1 CD34 R EPLIR, AT 53 WK Z 1 VEGF |
SDF-1 \IL-8 254 X 75 J5 & 76 28 4 K5 57 B A% 4 i
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