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PPAR<y enhances invasive capacity of endothelial progenitor cells via up-regulation

of cathepsin L
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[ Abstract | Objective To observe the effect of peroxisome proliferator-activated receptor-y ( PPAR~y)
activation on the invasive capacity of endothelial progenitor cells ( EPCs) and explore the underlying
mechanism. Methods The rat bone marrow-derived EPCs isolated and cultured in vitro were treated with
PPAR~y agonist rosiglitazone (0, 1, 5, and 10 pmol/L), PPARy antagonist GW9662 (5 wmol/L) or
cathepsin L inhibitor Z-FF-FMK (10 pmol/L). The invasive capacity of EPCs was evaluated by Matrigel
invasion assay. The mRNA and protein expression of cathepsin L. were analyzed by semi-quantitative RT-PCR
and Western blotting. Results  Treatment of PPAR+y agonist rosiglitazone increased the invasive capacity of
EPCs in a dose-dependent manner (P <0.05, P <0.01). The mRNA and protein expression of cathepsin L
were up-regulated by rosiglitazone in a concentration-dependent manner (P <0.05, P <0.01), which was
blocked by PPARy antagonist GW9662 (5 pmol/L) (P <0.01). In addition, pretreatment of EPCs with
GW9662 (5 wmol/L) or cathepsin L inhibitor Z-FF-FMK (10 wmol/L) attenuated rosiglitazone-promoted
EPCs invasion (P <0.01). Conclusion These findings demonstrate that the activation of PPARy may
enhance the invasive capacity of EPCs via up-regulating cathepsin L expression.
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A5 ZHIARF A BRZ5 ) 5 1557 16 h, B Transwell /a4

A L E AN, JCoK  BE I E 5 min, DAPT % (% 10 min, fifi
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B, I : 5’ -GTATGGCACGAATGAGGAAGAG-3', R iif: 5'-CA-
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—
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2.3.1 G PPARy I EPCs /1 cathepsin L mRNA )ik
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M2k,
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RETT .

100
m

100 wm

100 pm

A aF R4 ;B ¥ 445 B (ROSI) 10 wmol/L;C:ROSi(10 wmol/L) +
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R BFSRIESE, cathepsin L 315 T EPCs,7E EPCs
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SUEH 2 T EPCs & TH A2 2 58 4E 48
BB #2054, cathepsin L 25 7.0 U3 5
DIHMER SEM SR, 08 E OB R it fE v,
cathepsin L~/ ™ /INERCo I Sk 10 758457 1940 7 A 1L 4 250 ot B
WIS PR cathepsin L 7E EPCs 228 0 51 F Bl
HAUVFIMAE B b i B R EEEH . ARIFSE
IR PPARy 38l 5 %7 & 51) il 422 e (SR L= 4 EPCs
cathepsin L fymRNAF1%E 4 %3k, 1] PPARy 5551 45
PUH GWI662 A L BH W% 4% 1] [ _L- 1 cathepsin L &3k
HIRNE , $7R %9 4 2 I 38 38 3005 PPARy -3 EPCs
cathepsin L [J3Rik, i — 1y LIR 45 F 7R, PPARy
FEPU5H GW9662 1Y, cathepsin L 1|5 Z-FF-FMK &b
FJE, B A& 5L E EPCs /222 /EH W35 0055 , #2/R
B F R AT 3 7 PPARy-cathepsin L i&42345% EPCs [
1R2E0ETT .
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HAIHE SR, A S A A SE S Ul S8 T iR
WA R T AE SR WSS PPARy 5 )
X EPCs H S 9520 , LA K cathepsin L 75 H i Bg/EH],
AFF 5 45 ALK Ry it it 0o BRS04 977 ¥ $ AL S
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