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[ E] HH FHhFHXHNZTRAFTHRERTRE SRS PR E S B RDIRBBARSREFRE T E
BEgRE, Fik SBRREIE 164 PlshB 6 LS At Bk RE\ELHFERE K4 RI0H 82 ¥, 2k B
FRASNGG 95 R AR BT BP 20 & IR T 46X 7T 40 mg, KJE 5 B 2 K AR 20 mg @ R ; 3T B 40 82 41 | 2 % BIK B ARA-N &
ARG FTHARALIT 20 mg, BEWT IR, M35 1 )5 el i BmahF — AL T AR A KB T A k&
B2 KT8 £ 57 IR 4 £ 8 B A 5 # (LVEF) |\ £ 8 M % A AR (LVESY) A £4 K KA A (LVEDV)
Fo E BB R FGH(WMS]) 69 £ 7 )R WA F k% BRI IREF e E B Feh TIMI R E s U Z SR &
2% (MBG) £F%, &R SxRA‘ KB HEhF AR 2P RNEERKBAFREIENEG, mbatkd B2 K
F R FBEAK(P <0.05) ;X4 69 LVEF K-F 2 %3 &, M LVESV LVEDV  WMSI K -F 2 F %44 (P <0.05) , X%
408 489 TIMI B MBG 5 B4R B H T ERKE(P<0.05), &t FHRASTRAMERLTRIZRES
M JUAER ST % A 0 RSB HAE IR RS E T WA,
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The Effect of Early and Large Administration of Atorvastatin on Coronary Microcircu-
latory Disturbance and Ventricular Remodeling in Patients with Acute Myocardial In-

farction
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[ ABSTRACT ] Aim To analyze the effect of early and large administration of atorvastatin on coronary microcircula-
tory disturbance and ventricular remodeling in patients with acute myocardial infarction ( AMI). Methods The 164
patients with AMI were chosen and divided into two groups, research group (pre-PCI administered atorvastatin 40 mg at
draught and post-PCI oral intake of atorvastatin 20 mg, bid) and control group ( post-PCI oral intake of atorvastatin 20 mg,
qn) , according to dosage regimen of atorvastatin.  Each group had 82 cases.  After one year follow-up, the levels of ser-
um nitric oxide (NO) , vascular endothelial growth factor (VEGF) and thromboxane B2 (TXB2) were detected and com-
pared between two groups.  And the levels of left ventricular ejection fraction ( LVEF) , left ventricular end-systolic vol-
ume (LVESV), left ventricular end-diastolic volume (LVEDV) and wall motion score index ( WMSI) were also detected
and compared between two groups.  The classes of thrombolysis in myocardial infarction ( TIMI) and myocardial blush
grade (MBG) of patients which received coronary angiography were compared between two groups. Results Com-
pared to control group, the levels of serum NO and VEGF in research group were higher, but serum TXB2 were lower (P <
0.05). And the levels of LVESV, LVEDV and WMSI in research group were lower than in control group, but the level of
LVEF was higher than in control group (P <0.05). The classes of TIMI and TMPG in research group were better than in
control group (P <0.05). Conclusion The early administration of atorvastatin can obviously improve the coronary

microcirculatory disturbance and ventricular remodeling in patients with AMI.
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2O IBESE (acute myocardial infarction, AMI)
IR THE R ESR AU BT T 26259, H RIS
MTTR2 W AL BA IR 1E ], 18 HA T E e 5E
e I SEAE SN G LA PN B DRE LI BE 1M R 48
FUrRE (R EFTE NS AMI AT SRS oAl
TT2S25 W o IS AL A A , i R B %k 1
FlEAdLEk = 58— AR, B TR T s S s fa o
1A G £ R TR AR TR I AR
I RE Y AMI B B AT BB 25 3 VT 28 25 W) ok
HIRYT I HAARTS 1 b im PR Y7 45, 1B A HIALEE
WA ST AR Bl DK GG 21 2 R R A S 28
IPFRREXT AML B35 WS A & B2, B A5
PRIT28 Je e AR 3l kA AR 97 (percutaneous coronary
intervention , PCI) R 25T AMI & KA 2Bt
BABTTIRTT , o BE A I B I TR Sl RG24 2 g
BEfiG LA S 3 J 8, DA R 1 AT T2 2591697 AML
PRALTUF A R

1 X&MWAE

1.1 HRITH

WI 2010 42 1 A £ 2012 4 6 AER IR LW
164 1) AMI B F1E & 53t &, 5P b 118 ], &
a6 ], FHEW 63.5£6.9 2 M EITaERE
FH, NETE OV EFRFEGFTEEFLS O LE R
AeF N AR CMER L BT HE) F 1§
Wi AT ;@3 H % PCL A, F 42 1 X B A B4k 3 Bk
DI EREE AT 50% ;@ KRB EIAE 12 h LA,
HhAr k. QR EH AML G & #,Q4 F = &N,
Bt HF S B R SR B R R Sk R
H;QbH LB MR LREH; T4 & M T2
Bk A R B R TR T
1.2 WHRS4AE

WELKGFTELR, 9 H W4, O3 4 .82 ),
PCI AHT 7 1 F DA 7| & 7 46 4% 9T 3697 ; @ 3t &
.82 6, Kt EAMNETUMLERMITHET, B
4 BRHAEFE R R AR 38 AU ST SR B A ST
Mg EAENSREEFTELEEZ R (P>
0.05),
1.3 HBHHER

2 B 4 B M VAR 035 i A i T 4
MYERATHITA AT LEBKEHES
B 37 % 7| ( angiotensin converting enzyme inhibitor,
ACEL) \B XKML A fn st B BE K S 25 4, I 24 AT
PCI A, K5 4 B %48 PCL A T B Z % F P46 %

T 40 mg B, RJG# 4 T A K 9T 20 mg, & K
2 K, VR A B4 B AE PCT R G %8 7 A& 0T
20 mg, BB 1 K, B R,
1.4 FEiA RS

WARZEHKEHE T 1 F MFERE2 MNA,
e AR A BE AN MR EHITESY
FRMBEHRATIBN . ®JE — KMV B A A
# 10 7% — & At & (nitric oxide ,NO) M1 & A f £ K F
F (vascular endothelial growth factor, VEGF) #¢ i1 2
% B2(thromboxane B2, TXB2) K -F, 5 H & I % &
ZH (£ E GE Vivid 7 &) Al £ 0 % 4t fn o
# (left ventricular ejection fraction, LVEF) | 72 /& % §&
45 K 1 2 R (left ventricular end-systolic volume,
LVESV)  Z& % % 47 5 K #] Z AR (left ventricular end-
diastolic volume, LVEDV)

R4 EH AT B B R ER I EZ AR
ik 3 % (coronary angiography , CAG) # 2 i % 7] %,
HPRBAA 37 GlEH HBAH 2 HlE#, LRA
41 B2 CAG 4 o By 7& 4k 24 ik TIMI ( thrombolysis in
myocardial infarction ) L3 2 2% & JU; A& Van’t Hof %
T E A % CAG &2 iy B FAT O LI 8 AL
& 7% (myocardial blush grade ,MBG)

1.5 mAEUFIEERTM

4l AMI & 2 B ko 2 mL B TR ¥ ,4°C
IR E T 3000 r/min #8010 min 5, 4R i 5
BT -20C kA RAF, MR B & RN RS
NO . VEGF 71 TXB2 K -F, # it NO,VEGF & TXB2
A T8 g U TR B B R T B
1.6 LEBEBIFMFIE

W4l AML B 2 2 & J5 — R R U B R AR
3% & LVEF,LVESV, LVEDV # {&, J #& #& De-
vereux A A 1+ H £ & 35 3 2 2 48 # (wall motion
score index, WMSI) #t {8, B A 16 ¥ B o & ik (%
EREFL) PN TREERS,, BK. EEH
540 FEES 40 KEH3 5 ZHHH2 4 E
WiEH 1 4 ,WMSI H & FREERp 2l 5B
TR B Z A,

1.7 ARRRLEE

A E e KR U7 HA TG0 W 4B R T AR R
RITZH P B &M TRl 3 it H & B
R &

1.8 SFitFEFE

BLA SPSS 17.0 S it M # AT KAt e i, iF &

W Uy xs F8, FAL R LR ¢ B % 1K
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HRAAHEE Ak T, AAARNLERA X
B s A 3 ACE « =0. 05,

2 # B

2.1 —HEIEiREE %

PIALBE AR PERI L (B ) IR FHE S £
SR HAE TIMI 2 9% A 4 He ) A A DR s % e
IR S H B TE B 25 (P >0.05;% 1),

*® 1. MA—-RIERHLEER

Table 1. Comparison of the general indexes between
two groups

i (iffi‘ﬁ’;f) (in'gff) v Pl
I (%) 65.7+7.3  61.5+6.1 1.856 0.108
FE () 58(70.73% ) 60(73.17%) 3.021 0.098
PR TR (kg/m?) 25.3£3.1 27.2+3.8  1.597 0.146
230 () 21(25.61%) 19(23.17%) 3.872 0.075
TIMI 2 2% LA E (1) 32(39.02% ) 35(42.68% ) 3.929 0.070
WE IR 5 (i) 39(47.56% ) 40(48.78%) 3.197 0.087
BIMER L (F)  50(60.98% ) 53(64.63% ) 3.118 0.090

2.2 IMEYHFIEIRIEE

WIZH 3 M3 NO \VEGF BY/K A7 22 5 il I
Him TR (P <0.05) ; FI4LIMLTE TXR2 AI7KF-l
eSS AL FXTHRAL(P =0.006) (£2) .,

2. MANEMKFIERIELE
Table 2. Comparison of the serum biochemical indexes be-

tween two groups

E7/RL A gD (ifﬁiﬂ ) (X,jiﬁgiﬂ ) i PH
NO(mmol/L)  103.7+21.3  67.5+12.3  3.856 0.033
VEGF(mg/L)  3.26+0.71  1.65+0.55  4.021 0.028
TXB2(ng/L) 75.4£14.6  186.2+26.8 4.578  0.006

2.3 DEBBEFERST

WL LVEF BAKCPAATE 2 5 il 20 i T %
HEZH (P <0.05) ; 54 LVESV .LVEDV ,\WMSI 7K~F-h
RS RIS E T RHRLL (P <0.05) (%£3),
2.4 BRPEHERIEE

Bl 1 ARSI, B BE JE 8232 CAG Kt
RIGLH AT 37 Fl X B A 22 Bl . CAG 45
J R AL TIMT 1T 9% &% T4 Lo ) v T % BE 4
1M TIMI O % ) T 9% LA F X IR 2 (x* =5. 861, P

=0.029) ;MBG A i & 22 57 i 4] MBG 1l
S K M4 L5 i35 T3 R, 1 MBG O 2% 0% 1 9 L)
RTXFBRZH (x> =6.659,P =0.021) (% 4) .

*3. MHELEELEEFIEREE
Table 3. Comparison of the ultrasonic indexes of ventricu-

lar remodeling between two groups

vammi 250 T
LVEF 59.8% +10.3% 49.2% +11.8% 3.769 0.036
LVESV(mL) 45.2+6.9 60.3 £8.8 4.218 0.020
LVEDV(mL) 66.9 +7.6 78.5+9.5 4.367 0.017
WMSI 1.46 +0.26 1. 68 +0. 38 4.202 0.022

* 4. MABRIIKIES TIMI & MBG 5% ELE (i)
Table 4. Comparison of the TIMI and MBG of coronary
angiography between two groups ( cases)
I (n =37)
5(13.51%)

CAG F5#1
TIMI 434% 0%

YR (n =22)

5(22.73%)

1%  7(18.92%) 7(31.82% )
M4  16(43.24%) 8(36.36% )
Mm%  9(24.32%) 2(9.09% )
MBG 44 0% 5(13.51%) 5(22.73% )

I %% 8(21.62% ) 7(31.82% )

M4%  18(48.64%) 7(31.82%)

%% 6(16.22% ) 3(13.64% )

2.5 ARKRRSH

TEAE e b a5 199 18], 9 20 8 35 R A AN R RO
FEIHACRGE R, a0 Kk A28 TSR
Zead W AE AL BRI 2, AR E IR
AR SOLA AL 2 1 D REAN 25 P EE AN R

300 i’

VPR WUREZE 2 I PR B UL 1% 2UE | tim PR B LA
IR AML J8 35 2% & A= ™ 1 1) e AR 3l Dk A 0 B
REht SO HA X S BUR A EEON RO A
(major adverse cardiovascular events, MACE) %) & 4
R ERN, BUS A RS H T E A A 5 15
JERSI AMI BB B R R Z— i AU BE
Je B HE D ke 4 JUL A L 2 & 26 R T IR BB LA Bk,
LT AR M3 5 | TR] B R R TOAR , R TR AT 4k, X
ol AR AL R A 0 2 I O AR R O E )
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RERREAG: | 0 ML PE O T % 08 4 Il RRE IR, DR ot 0> 28 6
PR R AMI RS TS A EER KD iy PCI
JE AMI FREEIRIT B R B FBEZ — | SR I PRAF 5T
WESE PCT PRI (A WL 175 LA B2 14 38 I ) e
L P 7 4 4% 359 2 o o Stk s Jok Bl it 463 45 1
JERT DRI R IA R 5 AMI B8 1 K B+ 1 ik
AR B KR A ) R i SO s VAR

REZWFEUE ST 28 259 (AR 259 K Bl HE 1K
7T ) BAT 22 850PE 0 im R 25 BAL N, A HOR A
HIIRIEH, 8 B A e E i B B Hefae il 4 4
JNE RGO W EE Y | ok A Y 2 T Rg R 2F NO
AW L T RN R G A AR AR Th AR, A IR
WFSE R B, AMI 85 K Sl 00 T 7T 25 259
Bigm b B PCI ARG MR MG, I HoGE O
LE AR S AR SR B 5 R, b 28 259
WHERD ] AMI J5 B3 W 220 E 95k, B n LVEF 7K
- BRI LVEDV #1 LVESV , A 2B 1E 035 A8 K, i#F
(IR &N 0 B

HRAE LA R 5T 36, BAR T 225 % T2k
e AMI B35 5tk h kS0 25 ) R e i B2 o0 25 T 9
MRCR AR B 2SN (R I R _E X T2 2591
IRIT T EA IR, BRI PCT AR Fi A5 5 AR S5 #L57)
K ) AR IR 2, R AR SY DA B
FERAMTT R A2 LA L P Rl R YT Jr X AMI BB 3
(I IR A2 5 R

Bls 1 AFJE RFFEHE A R, SR I 4 B I NO |
VEGF /K- 14 5, TXR2 /K- i A%, Bos e
PRSI AE A T2 7K OF 85 8 T R0 B0 1A% T2 1
2 B R G0 0 PR A B ks, [ R A
BiHzaZ CAG Kudr iy B iR g0 4] TIMI & MBG 432%
I 2% Ko T 9% Lo 5] dh 35 s 1 %k BB AL, 1t ) 42 S e PCIT
ARG T LK) a2 TG A At 7T R G o el bk
Bk e, R, 864 8 B LVEF /K
V-5 T LVESV _LVEDV . WMSI 7K - i 3 [
15, Fe U0 4L A 35 A0 28 9 A2 31 Bl S5 P
U, A O R A T 2 2 W A B R AMIT AR
B TR B KA A B A B0 25 VR RE I, (E AR I
PRI R
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