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[ ABSTRACT]
left ventricular remodeling (LVRM) in patients with acute myocardial infarction ( AMI) .

Acute Myocardial Infarction;  Reperfusion Therapy;  Left Ventricular Remodeling;  Brain Natriuretic
Aim To investigate the effect of reperfusion therapy on plasma brain natriuretic peptide ( BNP) levels and
Methods The study group included
56 patients with acute myocardial infarction (AMI), 38 patients undergone successful early reperfusion therapy as the reperfusion
group, 18 patients undergone norr successful or rejected reperfusion therapy as the norr reperfusion group.  Peripheral blood sam-
ples were taken at admission, on 24 hours, 48 hours, day 7, day 14, and day 28 after admission for BNP measurement by
ELISA.
index (LVESVI) and left ventricular eject fraction (LVEF) were measured by ultrasonic cardiogram on day 3~ 5 and day 28.
ALVEDVI, ALVESVI and ALVEF were obtained by subtracting values of day 3~ 5 from which of day 28. Results  Plas-

In reperfusion group only one peak of BNP values was de-

The indexes of LVRM include left ventricular end diastolic volume index (LVEDVI) , left ventricular end systolic volume

ma BNP levels in patients with AMI were higher than those in health.
tected on 24 hours after admission, but two peaks of BNP values were detected in norr reperfusion group, the first peak on 24 hours
and secondary peak on day 7 after admission. The reperfusion therapy can attenuate the enlarge of LVEDVI, LVESVI and im-
prove LVEF. Conclusion The reperfusion therapy can decrease BNP levels , attenuate LVRM and improve LVEF.
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R T E QLR SRR, vE ALET 2133
Hmol/L; #&M QI E; ke ERIREKE
SRR @UIEMRE RS ERE.

BRBELE 2hZNETRSBEENES
EHFEEH(n=38), BEE LK A H#TEE
EWEEEAEFEEH(n=18). BEFHAHE
BH#E S F TR 3 Bk - N\ ¥ 9T ( percutaneous coronary
intervention, PCI) 17 |, #h %t PCI 7 B, 25 4 % By
P PCI( X & . PCI) 4 6, %4 & 24 10 fl; 3 F &
EA AT REZ BEETRBARFIEIT 116, Bk
KT R AT AR PCI 5 1, H# PCL B T A% 2
Bl. HEFEEHE N 26, L% 16 6, £ 61.0
17.8%, ZmENFTA A 6.51X3.9 h; 71 B L ALE
%24 7], T BE 0 ALAE BT 14 f1; Killip ivéR 35 4,
3Fl. EFEFELH T FM 116, L 76, £#61.6
110.2%, KW ENFTECIE 6.7 £4. 1 h; w7 & QAR
311 %, T B LA B 7 4 Killip ivZR 16 i, 2
Bl. P4 S8 B L fl &% E et 48 50
AL Killip 2% BLAE A £ R % AR 2 18 S AR T T
MEHEEBETHEHF | FIEZEH O EBTLT,
HEFHF LT,

1.2 HBETART

% B 4 4H 4L AL £ V5 e R B 7E 7 ( recombinant
tissue plasminogen activator, rtPA) %42 ( 10 mg 7% ik /&
F\50mg 1 h & fkc@vE 40 mg 2 h N 7% k@ iE) ,
WAE M & B @G RAI BT AR ERRRE KT, &
¥ K Ak 3 4o VT 86 B S2 M # M PCI

PCI # fz A Judkins 3 17 7&K 2 fik & &2, 30 A0
X 3 fk (infarction related artery, IRA )TIMI 11 i 4 %
0~ IV X N K 3 fk A &, TSR
HEFE. T IRA ZAWMESBLEELKE 2
75% # (BUE TIMI @%) #17 PCI E R A E IRA. &
FE#FLTIMI @K A PCL &3 B4R, 3F IRA B
& AMI G B HAT.

1.3 I 3RFRA B 5 F0 A M PR BA 593 72

ANFEEI %24 h.48 h.7 K. 14 K % 28 K-FE%
Fit 8% Bk i 2 mL, & EDTA U8 5 in \ 47 kB, 4% i
¥,- 80Chk#ARTE. raELEEFFR A A
YR TE R A 10 B, B AL = BT EN R A & Bk 2
mL, B0 RF A E L. BB f 0% R ik (ELISA)
M 2 BNP &, KA & W T EEFAHAF
( % & Phoenix = &) o
1.4 BEOHERE

AFBEJE 3~ 5 Afn 28 KRBTt & # & & 3 B (HP-
5500 # = LT L), BUQ RATE N BN E, XA &

R B Simpson & W & 72 & F #F 7K H R 2 A48 0 (left
ventricular end diastolic volume index, LVEDVI) & 7 /&
= Y 45 # K X AR 38 2 (left ventricular end systolic vol-
ume index, LVESVI), LA(LVEDVI- LVESVI =LVEDVI
T A0 F 5T 4 45 (left ventricular eject fraction,
LVEF), EE 3 R B-FHMHE. ¥ 28 A53~ 5 AH =
MR Z Z A ZWE, 2 A WL ALVEDVI, ALVES-
VI, ALVEF %7,
1.5 SitEaE

WAEDL x s B, HEAMRA X ok i+ &
AT B R R B, AR REAE
Mt k. UP<0.05kTHBERZR.

2 4R

2.1 BREAREFAITXAMOMNIE R MK
$HFR RR7K B0 sh 7S 520

N5t B Z21) - 8 3 20 A0 3 P8 v 4[] BNP 4 B
TREHRER AYEESTIEH@EHREHA2.59 L
0.78 Ung/L) ; APt 24 h 48 h.7 K. 14 K FH#EEH
BNP iR 5 35 B 2K T AL FREE 41( 38 1, Table 1) . JE
FRVETEZH BNP R EABL )G 24 h 55 7 R H
B K e Vg T PR REVE AN AE AR JS 24 h L — K
Rl B 1, Figure 1) o

1. FHLAEE B M ARA AR BR K FRIELEE (x s, /L)
Table 1. Comparison of the plasma BNP levels between two

groups

B E FEEA (n=38)  JEFEEE (n= 18)
NS 5.41%0.94 5.47£0.97
24 h 8.31 0. 76" 8.99 0. 96°
48 h 7.22 %0. 85" 7.88 £0. 88°
7R 7.23 1. 10 8.56+1. 14¢
14K 6.46 1. 00" 7.21 10.96°
28 K 5.73 0. 93¢ 6. 03 0. 85°

a: P< 0.05, b: P< 0.01, PZHIA][A—Bf ] BeAR L ¢ P< 0.01, [A]
o 8] 25 f () B 5 N Bt B ZIAR LE

2.2 REAREFARTHELCERSRIBRMEADE
IhRERI SN

W B #H NPt J5 3~ 5 K LVEDVI. LVESVI.
LVEF LB & 22 5, APt 5 28 KR #EE4 LVEDVI,
LVSIVE B AR T HF fF #EvE 4, PI4L1A] ALVEDVI,
ALVESVI Ml ALVEF # 57 . % ( 3 2, Table 2) .
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Figure 1. The serial changes in plasma BNP levels between two
groups
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Table 2. Comparison of the LVEDVI, LVESVI, LVEF and
their changes between two groups

3~ 5K 28 K BE L)
FREEA
LVEDVI (ml/m?) 72.138.6  69.5%8.4* _26+2.7
LVESVI (mL/m?) 39.6%6.2  35.5%5.5% - 44138
LVEF 45.0% £5.1% 48.8% *4.5%° 3.8% *4.0%"
AEFETA
LVEDVI (ml/m®)  70.9%9.47  9.8%10.1° 8.9%3.3
LVESVI (ml/m?) 39.5%7.5 43.518.9° 4,17%2.7
LVEF 44.6% £5.9% 45.6% £7.5% 1.1% £3.0%

a: P< 0.05, b: P< 0.01, P48 — 8 8] BEapi 4l B 2 EAR L o
P< 0.01, F4LEAHE.

3 1T ie

AW TR I, 5 P R T B B BRI AMI
1f%% BNP 7K ¥ JF 984230 1 LVRM KR . BNP &
1988 FEH A8 B e WM 7 s ai b i) — M 2
Ko BB BRI 43 W 22 BEAE O 2, L 43 WA )
B O A A BEGK 38 0. BNP LR & 7
T 1544k, BNP mRNA E #/+ 5 BNP A /&
(proBNP) HJTE . BNP Hij {4 i) 2Lk A A= 3 14 1
R2ANE I K BNP A1 76 A& 3 R ) NT-proBNP.
BNP 8T 5 26 456, WoE S H RIS, 7= A4 31 i
TR S ( «GMP) T R FEMEH . BT R I BNP B

K31, 2954 23 min, 170 5589 JR BK (atrial natri-
uretic peptide, ANP) 7223 {4 30 s. ANP 1 BNP
RN RS = —MERKE RGN FEEBIDIR,
EATRIEAAE R R0 ML RS2 BB A1
piTiaE=Al

Morita 25" B 98 & I, AMI 5235 A BB IfiL % BNP
KFERTIERH, ANBEEZ 16.4 £0.7 h ik —
A, NBEJE SR 5 RAEAIBS Ak, 5 1B
TBE, 55 4 FIRF BNP KA FIER . A0 RN
() 538 BNP ¥R 5 52 U oy 28, 06 HH L AE O LA BE
SER KA 20 h J5; TAESE AR K 569 123 F0AIC A 88
% 0 TN Re S B AR 858 3L BNP IR B 2 0004 i 2%,
TEANBEJG S 5~ 7 RIS Wk IE{E. T 3CH
SR R L AMI B O\ I I BNP 7K T 54
REXTRE A OB B =, O WUEEBE S 5 R AT 14 R BNP
KFE— BT E . BETAA AMI B (6~ 24 h) BNP
T ARSI S B A RA T R —ILE R
Tk R RS — PRI ZIAEE | B AMI J5 5~ 7 K BNP
5 2 ANEAE 3 B S FEAEIX S e AR 5 1) LVRM A&
Ko ABHFLKI, AMI B3 3K BNP K- FH &, 7
ABEEE 1 Rk s, JE RSN 7 RHIL
B EE,

AMI J& LVRM # 5 SUN AMI JG AN 20 5 K
INTEAR B SR A AR IR . XN FR B
PSYSONE=L AN TIE I A T o (I A A
AU DX 3 s BE O VAR v K, 7 AR B R AU R Je
FHEREFE X 3 2 BE O LI I SLPERE JE K, S8R
OEBATHEY R B I A O IR R .
AMI J5 LVRM 51 R _Er=2E O E 2, B i = BE R
T RS E I RCRE LG YK 0 I e A R, &R
M) AMI 3T GE TS R EREZ —

AMI B AR D P HEVE /2 BT 1 LVRM [ #2307
oo IRA EJIHE, YK TIMI QR IR, BE 5 R
FECo L G /INASE THT AL BELF0RE BT 2 J, AT B 1k A2
OEYRMESE,

I R b VR ¥R 7 Rl IRA 32 2295 7 Fh 7
WAEVRYT A1 PCL. PCI X A 43 9 B #2 PC1 FiG 12 5
PCI. AR¥E IR — Mo i i J5 PC1 202 ¥ JE 3L
Rl PCT ¥ B3 J5 32 B PCT; @Rt PCT A e
RIG(ARFEMKE TIMT @B L3R J& 52 BIAT PCI; (O9%E
1R PCI NE R DI e N 228 HAT PCL, 25454
Btk PCI, XY 534k PCT, 15 A i kb 4s T E 1
WM ML/MEERE R G @ ZEEIRER T,
SRIG AT PCL RIS . W ARVRIT T BB 3 A
O R R AN 60% ~ 70% , 1K TIMI
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@ H 1 50% 4. PCT RIETT AMI A ¥ 218 54,
fFE: IRA JFEE R, #8IA 95% UL L, [N IRA iX
FITIMI G4 HIE 90% LA b @PET-FAK(30 K3
T2 3% fida) s O A H kAR A, JLF 6 H i ik
WA rpy PR ZE A, BRI F ARy & BE
Y.

Nagaya 57 B 52 & P15 30 .98 3 7] P& BNP
K, V42 LVRM; [fiL3% BNP 7K P& #r AMT 3 B
HH(30 A ) LVRM i 72 f — T00 14 5 A5 2350 10 0000 4
1o Inoue %[gl BRI AMI K1E6 h N IRA 2K ITiE
BNIEEZS N6 h JFELFM 6 h HZEH. f£6h
FHBA BTG 2K BNP K& =, fE BT Ja 24
h A BB 7E 6 h HIZE4L BNP /K7 T 56 0 &,
HABEJG 4.24 % 48 h () BNP /KPR E =T 6 h FF
WA, NBiJE 24 h BNP /K2 AMI &35 R8T B
720 ZE T RE IR 9 TR R 7

B, B RIT AT B R R AR AMI BB i K
BNP /K-F I i LVRM &4 . EFHERER
J7 X LVRM. Ks2m A 45 T4 g it — Pt 5t .
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