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[ ABSTRACT]

zation from peripheral blood, EPC numbers in bone marrow culture in vitro and endothelial function after myocardial injury rats.
Methods Rats with myocardial injury, induced by isoprenaline, were randomized to treatment groups with vehicle or atorvasta-

tin [ 5, 10, 20, 40 and 80 mg/(kg*d) ] for 4 weeks starting on one day after Myocardial injury.

[ CD34" /vascular endothelial growth factor receptor 2 (VEGFR-2) * haematopoietic stem cells] were measured by flow cytometric

Atorvastatin; Vascular Endothelial Function;  Myocardial Injury;  Vascur

Aim To investigate whether atorvastatin dose- dependently affects endothelial progenitor cells ( EPC) mobili-

Putative precursor populations

analysis.  Total mononuclear cells (MNC) were isolated from peripheral blood by Ficoll density gradient centrifugation, and the
Doublestained cells for both FITC BS-1 lectin and acL.DL- Dil were counted as

Serum concentration of nitric oxide (NO) was measured after atorvastatin use.

cells were plated on gelatin coated culture dishes.
EPC in at least 3 randomly selected HPF.
Results  Atorvastatin increased EPC numbers both in bone marrow and peripheral blood culture in vitro, maximum at 40
mg/(kg*d) (P< 0.05). EPC numbers at the dose of 80 mg/( kg d) were slightly reduced comparing with 40 mg/(kg*d), but
there was no statistical difference; circulating EPC ( double positive CD34" /VEGFR-2" ) were significantly elevated after myocar
dial injury ( P< 0.05); EPC mobilization was markedly further augmented by atorvastatin treatment, maximum at 80 mg/(kg*d)
(4. 18 fold increase, P< 0.05). There was no statistical difference between 40 mg/(kg*d) and 80 mg/(kg®d); Atorvastatin
induced a dose- dependent increase in serum concentration of NO generation, with maximal effect at 80 mg/(kg*d) . Conclw

sions Atorvastatin dose dependently improve EPC mobilization, EPC numbers in vitro culture and endothelial function.
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FITC AFiCH 2 4 & £ DIl /FICW B IR T
JE FE & E(aclDL-Dil) #1 FITC AFIC B9 40 L& 1 & &
K F % 1K 2 (vascular endothelial growth factor recep-
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M. A REE—KBR,TREHTRALEHE
TEHEXRLEWME T, 224 hBATE
fe 4 Mo ¥ An VEGF B9 M199 1 3+ ¥ fn /& 4 398, /i A
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1.4 SME MM R E 4HAaLE 7
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B 20 min, REBFEEGEENENZAM, A
0.83% ANMEBREE3Imn UL E £ AW HM,
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BR & 0. 5% 4 i iE & & 8.0. 05% & A4)
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HEPC B EHZ, WA M T 2.4 F(P<
0.05), 80 mg/(kg*d) 215 40 mg/(kg*d) AL LLILAEA
TFE(P> 0.05; 1 /1% 1) .
2.2 PAFEARMRIT oM E I A B 4 4 A A 520

A0 A I BN A2 20 Ak b 1% TR, 200 U B (]
B, ERKEE, A A AR K. R 3
JiJG, BIFEARAR YT 20 EPC %) HE 20 B 2 38, Hoep
40 mg/ (kg*d) HIINEH I E(P< 0.05; £ 1) .
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O RAG JE A A I CD34" /VEGFR-2" 545475 i
BERIN(0. 00688% E0. 00075% 0. 00591% 0.
00063% , P< 0.05) o BB Y] & 755 2H 40 i XX
P 12k 200 it B S 388 o, oo 80 mg/ (kg d) B W B, ¢
SR T 4. 18 (P < 0.05), 40 mg/(kged) 41
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I EPC & 28 mEHER 1) .

1. BEEMSNEMNPHEMABARIE A H A Dl 4xid
1 2 BE AL AR i o 1 BRI 40 M ( 40 €259 0%) , B D9 4h I DT i
10 AR BE IR 2R I BR VRN, € OA FITC e icd 1) S5 4R 35 KA M4
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2.4 FIFERASTXME—S X R

BT FEAR AT 71 B 4 M3 NO %% B ZH 35 B 12
BIN(P< 0.05), HA 80 mg/(kg*d) 4134 fin & BH &,
40 mg/ (kged) 415 80 mg/(kg*d) H LGt % 57, bE
FIRI I NO WREEIEM(K 1) .

1. NEFIEMFELAST IO G A R 5 BER S E M P9 5748 2B R 25 5B i X PR 4 R R 2 R I — AL B & B RSN

o A A1 1L EPC &% EPC X BH 4 230 1 % NO (Hmol/L)

%of HRLZH 28.0%3.5 32.0%5.1 0. 00688% 0. 00075% 69.714.3

R FEH At VT
5 mg/ (kg*d) 33.0%5.1° 46.9 £6.2° 0. 00908% 0. 00056% * 94.2%7.0°
10 mg/ (kg* d) 38.6 %5, 5° 56. 8 £6. 6 0. 01310% 0. 00085% * 120.5*7.5°
20 mg/ (kg* d) 46.6%6.2° 68.216.6° 0. 01686% 0. 00066% * 132.4 £8. 8
40 mg/ (kg* d) 56.5%3. 5¢ 78.2%7.9* 0. 02391% 0. 00175% * 143.9*11.1°
80 mg/ (kg* d) 52.7+4.5° 77.9%11.3° 0. 02448% 0. 00239% * 157.3£12.3°
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A2 i, DR TG 53 H At YT 2 10 7 P R T A X EE A A
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EPC. WF7C R I, A 4h5E 3% EPC Jin H AR [F) 751 &2 B #6
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d F B K L TR £90. 04 Bmol/L, 4 K & (7T
KN 70 B AR SZH 40 mg/ d, 5253 EPC ThRE AP
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IR B, 80 mg/ (kg d) 4L4h & 1 EPC #) %
EIEH0. MG NO BRI, A1t 5 40 mg/(kged) 41
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IHIE
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1 NO PR F 28, SR 4 I8 B B i gk ifn 4
B OINEEZEEAONIEEE S5 N B NO A
R P LRI, AhyT R AR 3G i oy B R NO 7R A
A NO RiETAE = A KB NO & &. EPC B8R
BE 1 51 AL P R T RE I IE & B DI OC . 2 BB R
I3 FB A N R Th e S A BE EPC BB & A 4R 15
frgE SRR o SeIG RN PRBIE 7T #RIE BE A B NO Fl
FH 2R (1) B T BETE O T BB 32 088 o 2L AR 3 2 v i o
HEMM., FHL b, NENO FIHRBEES SO
A H AEF0 EPC D)REZ 8 Ao O E W) Re A A E 1
InE COULRREEAR " o O WUBE 5 0 T S 538 /)N
B P R 28— SRk R A i B = A5 A A 2R PRI, T P
B — AL A B I 3R IA 7T DLk 55 42 0 ZE Ih RE A
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~ 3 RN AR A B 0 I A ek Y . A
PR HZYEEE 3 K5 BUm il & fE NO WK,
S5 SRR INPTFEA AT 71 B 41 NO IR FE 300 e 41 B
2.

Ak, BIRAHT TT U & B 1) R FE A A VT 4H

HHE EPC BRI, BRSNS SR A E k. [
AR IE T 7 A AR TR 1K) 5 0 5 i S M Sk 0 R
TR R A IR B (AR S, (B RE TR LR 4T
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