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[ ABSTRACT ] Aim To investigate the functional effects of telmisartant on endothelial progenitor cells (EPC) func-
tional activities. Methods Peripheral blood derived mononuclear cells containing EPC were isolated from healthy vol-
unteers and then cultured on fibronectin-coated dishes with endothelial cell growth medium-2 (EBM-2). The cells were
cultured alone ( control groups) ,with telmisartan (0.1 pmol/L, 1 pmol/L, 10 wmol/L), or telmisartan plus peroxisome
proliferator-activated receptor gamma ( PPARYy) inhibitor( GW9662) or telmisartan plus PI3K-inhibitor(1.y294002). The
proliferation, migration and adhesion activities of EPC were determined with MTT assay, transwell assay and adhesive as-
say, respectively. The expression of Akt and p-Akt were measured by Western Blot analysis. Results In the pres-
ence of telmisartan, numbers of colonies increased in a dose-dependent manner.  Dil-ac-LDL uptake and lectin staining
revealed that these proliferation colonies were EPC.  The proliferative, migratory and adhesive activities of EPC were sig-

nificantly enhanced after treated with telmisartan in a dose-dependent manner.  The inhibition of PPARy and Akt activa
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tion attenuated the effect of telmisartan on EPC functions.
lated by the treatment of telmisartan.

sive activities of EPC via the PI3K/ Akt pathway.
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Meanwhile, the expression of p-Akt were significantly upregu-

Conclusions Telmisartan could improve the proliferative, migratory and adhe-
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Figure 1. Characterization of endothelial progenitor cells
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Table 1. Effects of telmisartan on endothelial progenitor cells functions

5 @ n  EPCEERIEMAAL EPC 5 (OD 1H) TEFS A B m A gk
payiisea) 5 5.1£1.0 0.23 +0. 18 15.3+2.7 25.6+3.5
0.1 wmol/L F KV HHA 5 12.5 +0.8° 0.39 +0. 25" 23.6+3.3° 38.8 £3.3°
1 pmol/L oKD HH A 5 15.2 £1.2° 0.51 +0. 20" 29.2 +3.0° 46.5 +3.7"
10 wmol/L B oK Vb3H A 5 16.3+1.1° 0.55 +0. 22" 33.5+2.8" 50.8 +4.0°
GW9662 21 5 7.0+1.3" 0.28 +0. 15" 17.0 £2.6" 29.2 #3.6"
Ly294002 41 5 7.6+1.1" 0.31 +0.20" 19.3+2.3" 32.6+3.0"

a i P<0.05, 5X IR LE;b S P <0.05, SEKTPHA LA,
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Figure 2. Effect of telmisartan on endothelial progenitor cells adhension
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Table 2. Protein expression of Akt and p-Akt (x £5)

W Akt p-Akt

Xif R4 0.67 +0.22 0.26 +0. 17
=¥ QUBI K 0.63 £0.30 0.55 +0. 28"
GW9662 £ 0.59 +0.27 0.20 +0. 11"

aj P<0.05, 5B FLE ;b A P <0.05, 5KV A,
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Figure 3. The expression of Akt and p-Akt by Western Blot
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