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[ ABSTRACT]

tor cells in patients with stable coronary heart disease.

Endothelial Progenitor Cell;

randomly divided into treatment groups with atorvastatin (10, 20, 40, 80 mg/d) for 4 weeks.

progenitor cells numbers were determined by immunfluorescence analysis.

Stable Angina;

Atorvastatin

Aim To investigate the effects of dose-dependent atorvastatin on the numbers of endothelial progeni-

Methods 84 patients with stable coronary heart disease were

Circulating endothelial

Results The numbers of endothelial pro-

genitor cells were all increased by different dose atorvastatin (P <0.05) , maximum at 40 mg/d and had statistical differ-

ence compared with 10 mg/d and 20 mg/d (P <0.05).

were slightly reduced compared with 40 mg/d, but there was no statistical difference( P >0.05).

Endothelial progenitor cells numbers at the dose of 80 mg/d

Conclusion Atorv-

astatin dose-dependently improve the endothelial progenitor cells numbers in the patients with stable coronary heart disease.
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2009 42 9 F % 2011 4 2 A £ KBS R AHE R
WOWMRER G R A, FiH 40 ~65 ¥, 4 84
Bl Y WiARE R E R R R R S
IMAUE, MECEARERERERE R, e
Bl g B EmAERBRBAME FLERN T B
0 4 sh AR AR T AR R AR R H M R A R
By AL B R BT IR AE (5 (3 ~5 min) BB H
T JE A 7R AR T B R PR AR T R, A AT 256 H
WECT B REDH —LMEHRE >70% , HBRAF
M AFHRERFR TN E, £V E S oK <
50% , & I 15 fr B 5h B 98 R, R L A 39 e R
* 1. REFI S L& MITH S E IR E R 8

B, A MR E R (1A W), T E IR
Byt 4 HF B E ALK ILE (45 A Braun-
wald 2% M M4 ) ,3 AN A 2 g A #iT 25 25 4
B, BEEHMA LN 44, U2 0,004 F
M 2 A% 3T (AL %, # 55 A F ) 10 mg/d .20 mg/d |
40 mg/d 2 80 mg/d, ¥ F L BT 4 A, RAXER
LA ERNERBEZR 2 ME, TAEZREHT
ATFRWENFEZmFERES, N LAEHEH
A B & o o BE O e D4 ] ot B R ] i b
B, HAREEFWN A RERE ARG,
AR UFEZHETHEZR AR TFEL, EA
AHH(RD); HAEEFNELEQPRERTR
FH(ER2),

Table 1. Comparison of clinical data in different doses of atorvastatin group

Il R B 10 mg/d 20 20 mg/d 4 40 mg/d #H 80 mg/d 41
I () 54.2 6.9 56.2 £7.2 55.6 7.7 53.9+8.3
() 16(76.2% ) 15(71. 4% ) 15(71. 4% ) 16(76.2% )
WA (5] 13(61.9% ) 12(57.1% ) 13(61.9% ) 14(66. 6% )
R IR 52 (3] 14(66.6% ) 14(66.6% ) 13(61.9% ) 13(61.9% )
WEPR I s (451 10(47. 6% ) 9(42.9%) 9(42.9%) 9(42.9%)
J4UIA [ % ( mmol/L) 6.1+1.8 6.0+1.4 6.0£1.1 6.1+1.0
%% B IS FH ( mmol/L) 3.8+0.7 4.0£0.5 4.0£0.4 4.1+0.6
&% NS M (mmol/L) 1.3+0.4 1.4 £0.5 1.3£0.7 1.2 +0.7
H ¥ =8 (mmol/L) 3.7+0.5 3.8+1.0 3.8+0.6 3.820.4

R 2. AEFEMILAMITAEE S MES RER LB ()
Table 2. Classification of hypertension in different doses of

atorvastatin group( case)

ELUESYS: 10mg/d 41 20mg/d 41 40mg/d 2 80mg/d £H
14 6 7 7 6
24 6 5 5 6
3% 2 2 1 1

1.2 BN

Prm B AT BT REIT 4 Bl R R 2 M3
BB A2 W oh ik O BLEE AT ThEE M R4
1.3 HWEEMARNS B EFREE

BE B R ki 50 mL, Bl F A B G
ABEHEN A, B TR EERAEAGEEA
B R FUARIE R I & | A N & B6 4 i v By M199 3%
FRHE L EITC S5%CO,ERFARESR, 2 RERE
RWEmE, UGRS3 REBHERB L K, HEHK 10
XK, BKkAHEENEH 55 mL 2.4 mg/ L. ac-
IDL-DIl £ 37C THHE 1 h,4% 4 X F 8 & £ 10

min, PBS 7t %2 K, BF¥ZH A 5 5 mL & 10 mg/
LFITC-UEA-I E37CTHHE 1 h, EHLLEREE
W T . % ac-LDL-Dil [H M 20 j (& 21 7 %) o
UEA-I FH 20 B (K 5870 o0 ) , R 4 A e 40 B
A4 fbth EPC, 38 %0 15 /B AL % £ 8 200 £ #L
2 & 8y EPC,
1.4 ST ZE5H

BL SPSSI13.0 #trE #tAT S it F AL E, &
TR FZ A +s Fx, HELBERA ¢ H%, &K R
AELRFZA X Bk, S 4ARBHLRXAEHE
FESN, U P<0.05 A ERASKITFEL,

2 % R

2.1 BIrETEMmAEKFEK

YT R DU ZH B R R & S (total cholesterol
TC) . H ¥ =g (triglyceride,, TG) K% BE Jig & A IH
[& B (low density lipoprotein cholesterol, LDLC) | =%
BEREE FIIE[EBE (high density lipoprotein cholesterol
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HDLC) /KTt 2: 22 % (P >0.05) . IGIT 4 F
Ja , SRV AT e, P2 B E Y TC TG\ LDLC 7K -

FEARAMBTTFI A N, TC TG \LDLC PR i i 3,
ZRE G5 L (P <0.05) ;#4418 HDLC %5

Y EREAR (P <0.05) ,HDLC Jo i F AL fER TR EM(P<0.05;3%3),

& 3. AEFIEMMTRELMITAEBTT G MASTEAREIZE K (x £ 5, mmol /L)

Table 3. The serum lipids in patients with different doses of atorvastatin before and after treatment(x +s,mmol/L)

10 mg/d 4H 20 mg/d 4 40 mg/d H 80 mg/d 4
1fLAE ( mmol /L) — — - -
AT R eV AT R MEvIgE] IRYT R bEbig =) VAT R WIT R
TC 6.1+x1.8 4.9=+1.1° 6.0+1.4 3.8+0.8% 6.0+1.1 2.9=+0.3" 6.1+1.0 1.9 £0.2"
TG 3.7+0.5 2.9+0.3" 3.8x1.0 2.3+£0.2% 3.8+0.6 1.7 +0.3" 3.8+0.4 1.4 +0.4"
LDLC 3.8+0.7 2.8+0.4° 4.0+0.5 2.1+0.3% 4.0£0.4 1.6+0.2% 4.1+0.6 0.9 =+0.1"
HDLC 1.3£0.4 1.4+0.7 1.4£0.5 1.5+0.5 1.3£0.7 1.4+0.9 1.2+0.7 1.4+0.6

ah P<0.05, 57T HE ;b i P <0.05,5 10 mg/d 4IEY7 R i ;e I P <0.05, 5 20 mg/d HIRTT)E HEE;d A P <0.05,5 40 mg/d 43R

75 L,

2.2 BITRIESNALN EAMMEEET L

WOCILIR AR W ARUEE T T HEOBUL £6 BH A4 41 A, B
EAESMERT EPC B0, 45 WoR JRYT R, U4 85
SME L EPC 3t 22 RS ITFE L (P >0.05)
IRIT 4 UG UL B AR I EPC AR 5G9 A
VIS &, ZRA5% 2 E L (P <0.05), Hi
EPC F50 5 7 40 mg/d 4 H5, 5 10 mg/d J 20
mg/d ZHAH A W22 5 (P <0.05),80 mg/d 41
40 mg/d HWSH FRE, LG22 5 (P >
0.05;%4),
2.3 RITRIERTINEE  ANER B EE R AN BT T4k

4 JAJG A5 AL A U B, LR U il A
B D REJC I AR Ak s B BB R A VT VA YT 3R Y 1
I, e AT 2R R A A e 2
JC i Hoh 20 mg/d A | BRI it 3
5,40 mg/d ZHA 1 G 2RI st 3 4% ,80 mg/d

R 5. ARFEMREEMTIATIIESARE EUERNENL

HA 1 B ERETE a3 A%, 1 BIEE & T
55 (FKS),

* 4. FEFIENMRELMITEETRIENEEAREER
T

Table 4. The number of endothelial progenitor cells in pa-
tients with different doses of atorvastatin before and

after treatment

5 4l T TR
10 mg/d 4 60.1+12.7 86.1+11.9*

20 mg/d 4 65.0+17.5 100. 8 £19.0*
40 mg/d 4 62.8 +16.0 139.8 £17. 0™
80 mg/d 4 63.2+15.3 128.2 +13.4*

a i P<0.05, 59AS7HTELESD S P <0.05, 5 10 mg/d 413RI7 5t
e N P <0.05,5 20 mg/d HiBIFIR O,

Table 5. The biochemical index in patients with different doses of atorvastatin before and after treatment

. 10 mg/d #H 20 mg/d 4 40 mg/d 4 80 mg/d 4
WITHE RITE BITHT WRITE WIFHT WRIYE =y Rl BT e
WRREEM(U/L)  30+24 29227 2021 31%26 3123 34227 31 =24 35 £29
T JULEF ( wmol/L) 68 +30 70 34 74 +38 73 £33 71 £37 71 £45 71 £39 73 +44
JULRR 6 (U/L) 102 +48 110 +46 108 +44 106 +50 107 +43 110 +49 102 +46 107 +51
3 i @ ARBIBKFAEE AT B, BRAERF S, N D

TR — 2 R N R PR , 2 B0 LA fE
5 AT 2R T 51 A PR Bz 440 i 45 40 A0 ) R i 1 2 5

WA R A BT 2 P B 408 03 VB 52 22 1) 14 20 285 - i i
BIBEIR S N L IS e R B T RS A A
4283 A N B A 2 5551, ol i it EPC 5 )
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SN S S E BN K, It
EPC %t /bl G5 & i 45 P KA 2 s, S 250
BN AT RE AT . EPC KV 0T LIAE — @ F2
JE S e P B 1L P R D RER L BRTEEL A A
L 55 38 609 BRI EPC BRI /D, T RERE
I, HLIREAR 3 Ik 22 Sk 728 A B 55 28 R TG e o i
EPC ¥ W @b

Sk AR AL 55 i R AR 25 L% VI AH ¢, IR
FSEAE I RE DY R L R A LR TR ) b 2% A
il 7T S R R R 7 280 G Ay 3 A R TR T 0
IR 2, TR AE R M SE R B, AT T 2 AR 25
ik J 2 M AR LR (R RN A, 38 B e SRR IR1E
FTERI W B e, g F NO A= i B84k
LA U KARE EPC R385k B A 0
AT IERERR 25X EPC (19 4E FH O 4 52 E 1l PR
BHF TAEZEM , RUPP %5 2 BF5E & P HE kAt
TTIRYT RESG el 0o B EPC i - fEFfi % EPC
TR IIRE R , P I3 e 25 FE X SD K R
SERBIF I & B, BTFC AR VT 5L (3 35 1 ) Al
PEBRES) 5 JEHE AP I EPC iE 8 | 2 1A N
FZUIRemIVER . ARG PR b, ASTR] 70 o A9 A 7T 25
JE 25 % 5680 0 A B A0 JE il EPC %R 1) B
M) i AN BH A

A5 & B A B G AR b 7T R 245 700 2 A 15
BEBILAR AKFA4E TC TG K& LDLC T [ 5 i i
F. BIR EPC AR IR A 45 15 W1 = 1)k 3, 40
mg/d 411 EPC %0 %5 T 10 mg/d 4 /% 20 mg/
d 4,152 80 mg/d 4l EPC $UgIf At —4m
M4 40 mg/d HBEA T BIF LG22, 1F
AT S 1) T, IR0t %) BT AR T R A B
(AT B0 3 B LR S AN I HE B T A 5 o )
9 40 mg/d AL 1 B A T T 3 A%,
FIHER) 80 me/d A 1 FlE A B mdE i 3 £5,1
% B s 5 A%, B, BTFE Ay T HAT —
SE T FEL PN AR AR A 38 n Ah & it EPC R Y
YER, T B 5 R AR AR I OF AN S8 A 56 i 223k
B —E R 5 IS — B3 EPC 80, I
1T AT RESE i FL g B . 1 A SOk i il 7726
25yl fgiE it PI3K/ Akt {55142 30 51 B8 EPC, 3
5% EPC 34 FERE e J1 , INA F R B AT T 25 259
AL R E MR 2 EPC RSB fE ST (H A
122595 M EPC 0w AT ae rd o YIHLE B #i3
AR, 10 5 BEE— A5 ) LRk A 5 RN R AR R AL I
PRX B0 T DAIESE
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