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[ABSTRACT] Ain To observe the level of plasn a vascular endothelial grow th factor (VEGF), stram al cell-derived

factor-la (SDF-1a), whethermobilization of endothelial progenitor cells (EPC) is mpaired in patients of acute m yocard
al mfarction (AM I) with type 2 diabetics and the pathway of SDF-1a, VEGF-EPC is abnom al M ethods Circulat
mng CD45" !+ /CD34" /CD133" /KDR" early EPC count n peripheral blood m ononuclear cells( PBM C) were quantified
by flow cytanetric analysisonday L, 3 5§ 7 14 28 afterAM I Plasna VEGF, SDF-la and high sensitivity C-reactive
protein ( hs-CRP) levelwerem earsured at the above tine points as those at EPC number countsw ith a standard ized ELISA -
kit Results In non-diabetic patients circulating EPC count increased after AM | with the highest peak at day §
follow mg which EPC count gradually reumed to baselne  In patientsw ith type 2 diabetes the highest peak was delayed
(day 7 vs day 5), and the magniude of EPC mobilization was decreased as can pared w ith non-diabetic subjects [ highest
EPC count (140 +48) /10° vs (246 £100) /10°, P< Q 05]. PlamaVEGF [ day & 277 395 ng/L vs 168 %35 ng/I,
P< 0 05], SDF-la [day & 3 835 402 ng/L vs 3 287 1384 ng/L, P < Q 05] and hs-CRP[ day 3 55 55 *14 88 mg/L
vs 36 92 *14 83 mg/L, P < Q 05] were significantly higher in AM I patients w ith diabetics than those w ithout diabetics
Conclusion T issue ischem ia is more serious and ischem ia-induced bone m arrow-derived EPC mobilization is m paired
in AM I patients w ith type 2 diabetics and such mpaiment is lkely due to mpaired SDF-1a, VEGF - EPC mob ilization
pathway This abnomal SDF-1a, VEGF-EPC mobilization pathway possbly contrbutes to the poor collateralization ob-

served n diabetic patients I response to vascular occlusive disease
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derived factor-la, SDF-1a) Fl [l & A B A4 K A ¥
( vascular endothelial grow th factor VEGF) /& f B %
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Fo 28 K )4 # Bk L& 1 mL(EDTA #T8 ); 1 500
riminFE L Smin 2B MK, kEmKKE - 70C
UAE, fF T ELISA %40l VEGF(R & D). SDF-la
(R& D)LLAEH CR I ZE & ( high sensitivity C-
reactive protein hs-CRP) (Dade Behring Inc); F Atk
40 4 B K (LTS1077 Sigma-A ldrich) 55 & # &
BN (3000 r/minX15min) B EANMZEM. R
B ANAZ 40, B 500 WL A B 45 A o8 4 3 A% 4 B T
Ko 500 MLAFEHAKEE, WE 100 KL, =\ EPC
¥ R MEHAR FIIC-CD34(BD biosciences). PE-CD 133
(M iltenyiBiotec) & Pe-Cyy 5-CD45( Burlingame) %
5ULA1 APCKDR(R& D) 10 UL, ¥ & 40 min. 70
N4 2 7 (Biolegend) 1 mL. #E % 20 A, 500
ULEE, BEABKEH 1x10° /L FXHHEN

( BD FACSCantsIM ) # 3l CD45 '™* /CD34" /
CD133" /KDR' 4 i %k, UL /10° i+ K.
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W (FEl®I), An 200 BL B f# 47, B AL FH 25 min
(SDF-1a &l % 30 min), /n A\ 50 ML 1E &, BE AR
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