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[ E] BHE AREBSIRL(AMI) % X 5 F 5% T 6 E 0% 8 F AR LA K 2 F (non-IRA) 4T3 % 1 =k
2 F FEIRFIIRANE ST (PC) AL A ik e TG0 Hom, ik HIAN2013 451 A £2017 F 12 A &£ X
KEF W B E RS NAMER, - 250 RS IRE IR R A BRI IR S b E 9% T BAT3H X A=k PCI R&§ AMI
B E 2k 386 4], AP ST B34 5 A8 LR 5% (STEMI) 28 218 41, 3F ST F& 3% & &« JUAE 56 ( NSTEMI) 42 168 41, %31
M ML 4% R F) B ALAF non-IRA #8473 %) M =K PCL R, B 20 BARYE =K PCI RJE Ra g 8F 18] (T) 5% 3 AR A
.3 R<T<7 X,B#.7 R<T<10 X,C #1.T>10 X, Mz bk Lk R F B AT =k PCI R & &) iz 4
G, LA FERR O hEFH(MACE) B AFE, &R (1)218 4 STEMI &%, T34 M7 (42. 54+
15.60) A, 3 A 28 B 4 .C 40 £ F 4 fo 5 303 #n i ( ALVEF) %1 4 2. 91% £0. 79% 0. 30% +0. 58% .—0. 12% +
1.93% , 2 F B A%t FEL(P=0.026) , B ERALEFHEHFEIALALF 4 90.0% 67.2% 2 41.2% , £ 5
AHFFEL(P<0.01), —RPCIREAAFAMLZTBARCLA(P=0.021,P=0.010), (2)168 %] NSTEMI
Bk FHMIF(39.85+16.19) A, £ A48 B4 C 2849 ALVEF % %1 4 1. 73% +0. 50% 0. 10% 0. 71% .~1.57% +
2.00% , 2 F BEA % FENL(P=0.039), LI ZRAFHAELEFEIAMNRLES A A 87.0% 59. 7% #= 28. 6% , Z 5
AHHFEL(P<0.01), —RPCIREBEAFAFAAZTBHARCHA(P=0.032,P=0.012), &it % Ln%
JmE AMI B2 non-IRA /7 =R PCl 9B M TH B E W A EH e ERAFHEFE,
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Effects of time point of arranged secondary percutaneous coronary intervention for

non-infarct related artery on prognosis in acute myocardial infarction patients

SHAO Hairui, WANG Zhaojun, SHI Xiaofeng, YAN Jinchuan, YUAN Wei, LI Weidong

( Department of Cardiology, Affiliated Hospital of Jiangsu University, Zhenjiang, Jiangsu 212001, China)

[KEY WORDS ] ST-segment elevation myocardial infarction; non-ST-segment elevation myocardial infarction; mul-
tivessel disease; non-infarct related artery; percutaneous coronary intervention; major adverse cardiovascular event

[ ABSTRACT ] Aim To investigate the effects of different timing of arranged secondary percutaneous coronary inter-
vention (PCI) for non-infarct related artery (non-IRA) on left ventricular function and prognosis in acute myocardial in-
farction (AMI) patients with coronary artery multivessel disease. Methods From January 2013 to December 2017,
386 AMI patients were admitted to the Department of Cardiology, Affiliated Hospital of Jiangsu University, who were con-
firmed by selective coronary angiography to have coronary artery multivessel disease and underwent planned secondary PCI.
Of these patients, 218 were in the ST-segment elevation myocardial infarction (STEMI) group and 168 in the non-ST-seg-
ment elevation myocardial infarction (NSTEMI) group. Randomly choosing different time to perform secondary PCI on
non-IRA, each group was divided into three subgroups according to the time interval (T) between two PCI operations; A
group: 3 days < T <7 days; B group; 7 days < T < 10 days; C group: T > 10 days.  The long-term and medium-term
prognosis of the patients who underwent planned secondary PCI at different time were observed and compared, including left

ventricular function, major adverse cardiovascular event (MACE) and survival rate. Results (1)218 patients with
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STEMI were followed up for an average of (42.54+15.60) months.
tion (ALVEF) in A group, B group and C group was 2. 91% 0. 79% ,
tively; The difference was statistically significant (P=0.026).

The increased value of left ventricular ejection frac-
0.30% +0.58% and -0.12% +1.93% ,

The total cumulative event-free survival rate of three sub-

respec-

groups were 90. 0% , 67.2% and 41.2% , respectively, and the difference was statistically significant (P<0.01). Sur-

vival rate after secondary PCI in A group was higher than that in B group and C group (P=0.021, P=0.010).
patients with NSTEMI were followed up for an average of (39.85+16.19) months.
C group were 1. 73% +0. 50% , 0. 10% +0. 71% and -1.57% = 2. 00% ,

nificant (P=0.039).

respectively, and the difference was statistically significant ( P<0.01).
higher than that in B group and C group (P=0.032, P=0.012).

(2)168
The ALVEF of A group, B group and

respectively; The difference was statistically sig-

The total cumulative event-free survival rate of three subgroups were 87. 0% , 59. 7% and 28. 6% ,

Survival rate after secondary PCI in A group was

Conclusion Timing of secondary PCI for non-IRA

may affect left ventricular function and cumulative event-free survival rate in AMI patients with multivessel disease.

TEEIR B KA RS RE R SR8 0 A 1t A 2 R i 2
PH2E J2& 2 V.0 L AE BE (acute myocardial infarction,
AMI) By FE 25 AT R BOO A 0 DR O
TR i B PR e O EAR R 4
Rk A AR YT (percutaneous coronary intervention,
PCI) Al RO @A SEAH X B K (infarct related artery,
IRA) , DT 8/ IME LT R, 6 Rl IO UL, D42 F8 5
MREAR , 03 AR 3 I s 2 R, 8 5 % POl
JRIRIFE TRA S H AT R b2k ST Brdf s 20 Al
F#%E ( ST-segment elevation myocardial infarction , STE-
MI) JEY7 I AR P TR SR BRI, K29 30% ~
50% ) AMI 45 & I e R 20 ik 22 32 10 42 (mul-
tivessel disease, MVD) , X2 /3 35 A% o Jc 10 90 f 4 o
SCMAEHRAE A 255 BT AERIZERA JE 1L (non-
infarct related artery, non-IRA ) % 28 B9 /7 7£, fifi 15
MVD [ AMI &35 Bl 76 B 5 5€ B PCT e, 15 A 1
o D RESR A, I, X non-TRA )4k
WA EE, &4 X T AMLG9f MVD (83 15
T3 JEJC I 48 S5 ] BF X5 non-TRA SEit 3141 9 — ¥k
PCI B LG —318, K PCI IPHLAY B RS &%
e B 1 20 0 T e SRR B I U E R AN T A
I AR TR 8 o BE DT EE S BT LL R AMI[ A 45
STEMI 5[ ST Bt 4f = A0 LA FE ( non-ST-segment
elevation myocardial infarction, NSTEMI) ] MVD 3%
AT R PCL A R BILN H AR 0 2 g Al
TEIATIUR A2 S 22 5%, M im RIS i (i 5 2%

1 #RITE

1.1 &ROLEFER S A

N 2013 421 H Z 2017 £ 12 A AL B KAF
MEBER AR ER, FE2EFERETR D KEY
(coronary angiography, CAG) iF 52 Jy 7 ik 2 ik MVD
FATIHRI A =&k PCI KRBy AMI B % 3£ 386 4], 3E4T

el LT W PR B 5, ¥ 4y STEMI A1 NSTEMI
BN K4, H oA STEMI & # 218 7], NSTEMI & %
168 ], R4 4+ non-IRA HEHLAT #H %] 9 = %k PCI R
5] [ 9 Bt 18] (time, T) , 4~ % % STEMI #1 NSTEMI %
HH—F K3 ATU, A 4.3 R<T<T X;B
4.7 R<T<10 X;C 4.T>10 X, EAHFRH,
MVD Jig & & S 2 & Ak 3h ik (42 >2. 5 mm) &
EHRRERE=T0% (&FNA R ME) , @A
P& 3 (left anterior descending branch,LAD) | 7 [ & 3
(left circumflex branch,LCX) . 7k 34 ik (right coro-
nary artery, RCA) #I(EE 2 L X3 LB R L, K
WEETTHERIRNBRERLESE,

(DAN#FE:OFH =18 ¥ H<80 ¥;Q
CAGREZR(LEMTOEABE)ED 2 X £
F o EEARRE AL T0% ;O & PCLF R E
BLAE (o B 2 B R 3 Bk N T8 9T 46§ 2016) ;@ =
R PCL A J& ¥ A 37 3 e 3 4 2| TIMIT i 3 4 (52
AhZERE)QREHEZEENEGIFN; @FF
FHAERES, (2)HRiRE: OFEKEQNR.
NN ER E T MR 0 R AR B &
QR 20 Bk 51 A By A K B0 kR 38 AR AL B B
Bt 5 MR IIR ;B3 B A A AR R
DFEREELT2;,QTMEMNE; @l K% H Xk
VEESE S8
1.2 IR ERKE

I B B3k 386 Al & MG ALEE B MVD & 3 1 i R
TR, B FEEE A E R R R R SRR
F (KT 200 /4R ) 8 Ml o E 57 5 N B Sl
= B (triglyceride, TG ) | & FE [ B (total cholesterol,
TC) K % E fig & & fE & B (low density lipoprotein
cholesterol ,LDLC) . it 7 AL B ( serum creatinine ,SCr) ;
CAG % 3, @WK sh fiom & /™ E A2 & (Syntax ¥4 ) ; 8
K PCIL(IT 8 AF 30 AH x 4R 50 fik, BF 38 0 o 6 ) oy B

8] 5 2200 F Gt it 4 4% (left ventricular ejection fraction,
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LVEF) ; 234176 7 15 0L
1.3 RMEOCAESE MVD BEITZR PCL AR

FAHAARMITRHAEE P FARABERERE
T, BRI IKEEHTEEN. CAG, B2 A& FHR
W EMNE TS CAG £ RHFATHNTH E, EE K
PCI AR J& 89 7 [ B AL, By B oA 72 0 i A N O

B PCI 2 5 8 0 JE B N E T, 2 Al 3 STEMI ##

NSTEMI 7 #h fik MVD & # non-IRA 52 %1 W
By — X PCI R,
1.4 FEAHAEMZSYIETT

1% B8 2015 45 2 E O R % 2 ( American College
of Cardiology, ACC)/ % [E /5 It ¥ 2 ( American Heart
Association, AHA) & 0@ 5 #6468 ,PCL R E*& T &
i X A T B I AR R, XK A ot /N AR VB T
(P8 IEARB &AW E)ED 128, 5K H
DR AR (BERO. 1 g); ik RIEmMELR
T AR B R R 50, T R4
03 R AT R AT SRR T, i R R A
5% 37 %] 77| (angiotensin converting enzyme inhibitor,
ACEI) 4 2 B DUAS & A ot 27 5 5K &R 1k 3 90 A
(angiotensin receptor blocker, ARB) 4 4 70 3 & 7
HOJE W3, 45 3 P # A (calcium channel
blocker,CCB) 4 & 4.3 F 2 7 fig & A -T2 247 .
1.5 ImiKkBEA

H7 1 ~6 4, WZF 73T & 8 LVEF R 23 A

% 1. STEMI E# 3 Az ElEREF LB

f(ALVEF) £ HF R AHBT WEF QL EH
K EFELR B 4 ZE 1 (major adverse cardiovascular
event, MACE) , A %% # ,MACE & & . B & 0 JLAF
(X B R LI R E IR 2T LAY L R
wOREHEACIASES I KTFAT) . ARk
FoafizE#E QFEMERT, 274 ki STEMI fr
NSTEMI & # it % A # 4T = %k PCI #y £ B B ALt 42
NEHEETEWN
1.6 HFHitFEFE

K SPSS 21. 0 SR 3 AT it ¥ 7, HE R
B xts R, BB U E (%) R, iﬁﬂ%ﬁz
Bk A ¥ H % 77 Z 287 (One-Way ANOVA) ; % 4
THECR BT & o B 7 A B T TR 21— DF
P A B R 7 - El AR B s B2 R COX 7 S0t S el 4
HH&;COX B EAFHEALREREERTRFH
Z A AR, P<0.05 hZREHRITFENL,

2 % R

2.1 IERELZERAILLE

386 1l AMI AR 3 ik MVD v STEMI 4
218 1l (56.48% ), NSTEMI 4 168 1] (43.52% ) .
RITKE: 7 22500 s . STEMI J NSTEMI B #17
TR PCIL 3 NAS[RIBSHILA 22 (8] (9 i R F 26 B Ak b e
Biegiitrzm(#1.3K2),

Table 1. Comparison of clinical data among three groups of patients with STEMI

I ES A #(n=70) B4 (n=131) CH(n=17) P

HH[HI(%) ] 57(81.43) 108(82. 44) 14(82.35) 0.984
WAL B (% ) ] 33(47.14) 65(49.62) 7(41.18) 0. 790
ISR S (% ) ] 50(71.43) 86(65.65) 10(58. 82) 0. 537
BERRIR S [ (% ) ] 31(44.29) 42(32.06) 7(41.18) 0.213
TR B I S [ 81 (% ) ] 26(37.14) 60(45.80) 7(41.18) 0.493
TR (R 63.53+9. 77 61. 80+10. 17 67.71£9. 10 0. 057
TG ( mmol/L) 1.86+1.35 1. 69+0. 91 1.79+1. 13 0. 583
TC( mmol/L) 4.58+0.99 4.78+0.96 4.31+0. 88 0. 100
LDLC ( mmol/L) 2.710.70 2.96+0. 86 2.62+0. 81 0. 059
SCr( pmol/L) 76.87+18. 93 74.26+17. 88 84. 50+15. 40 0.079
Syntax P53 20.18+3. 10 20.32+2. 46 21. 00+2. 59 0.528
Bk PCIIE (h) 4.76+3. 12 5.42+4. 64 4.09+2. 33 0.310
LVEF(% ) 60. 76+9. 68 61.82+7. 11 60. 29+9. 37 0.582
B[ &) DR B (% ) ] 70(100.00) 130(99.24) 17(100. 00) 0.716
FMAEH [ F(%) ] 39(55.71) 64(48.85) 9(52.94) 0. 645
Bramig [ (% ) ] 30(42. 86) 63(48.09) 7(41.18) 0.716
fifth SR FE[ (% ) ] 65(92.86) 120(91. 60) 14(82.35) 0.379
7 T225% [ B (% ) ] 63(90.00) 118(90. 08) 13(76.47) 0.229
ACEI 3 ARB[ (% ) ] 64(91.43) 122(93.13) 15(88.24) 0. 764
CCB[ (% ) ] 46(65.71) 80(61.07) 7(41.18) 0.177
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% 2. NSTEMI £ 3 A2 gk KA RB 8

Table 2. Comparison of clinical data among three groups of patients with NSTEMI

S A#H(n=92) B4 (n=62) CHl(n=14) P

BB %) ] 74(80.43) 48(77.42) 10(71.43) 0.718
WAL (% ) ] 38(41.30) 21(33.87) 7(50.00) 0.415
e IS S [ (% ) ] 63(68.48) 45(72.58) 10(71.43) 0. 857
PP L[ 9] (% ) ] 24(26.09) 16(25.81) 6(42.86) 0.398
1o R ILE S [ 4] (% ) ] 36(39.13) 27(43.55) 7(50.00) 0. 693
W () 64. 62+8. 61 65. 69+9. 42 66.71+7. 51 0. 607
TG (mmol/L) 1.83+1.03 1.89+1.26 1.95+1.31 0. 904
TC( mmol/L) 4.74%1.12 4.95+1.48 4.66+1.11 0. 540
LDLC ( mmol/L) 2.77+0. 83 3.061. 09 2. 84+0. 75 0.160
SCr( wmol/L) 80. 93£25. 05 82.54£23. 67 83.42+24. 54 0. 891
Syntax ¥4 20. 27+2. 86 19.31+2. 48 19. 89+2.99 0.106
B YK PCI ] (h) 41.33+39. 66 27. 85+45. 30 26. 25+36. 08 0. 104
LVEF(% ) 62.57+9. 10 61.95+8. 68 61.86=10. 14 0.903
R w) DT AR [ 45 (% ) ] 92(100. 00) 62(100. 00) 14(100. 00) -

SNEAE T (%) ] 52(56.52) 34(54.84) 8(57.14) 0.975
BRI (% ) ] 40(43.48) 26(41.94) 5(35.71) 0. 859
fifth SR FE[ (% ) ] 70(76.09) 55(88.71) 11(78.57) 0. 143
MITZ59 [ B (% ) ] 74(80.43) 52(83.87) 10(71.43) 0. 554
ACEI 8% ARB[ (% ) ] 80(86.96) 48(77.42) 9(64.29) 0.072
CCB[ (% ) ] 20(21.74) 15(24.19) 6(42.86) 0.230

2.2 BREFETE R

Ve CAG 45 3R W . (1) STEMI &34 iR 3
Jok5 725 %5 0 4 . LAD + LCX 21 1 (9.63% ), LAD +
RCA 52 4] (23.85% ) ,LCX+RCA 22 4] (10.09% ) ,
LAD+LCX+RCA 123 1] (56. 42% ) ; H: 3 NASFEFHL
2H ) SRR Bl JioR A2 17 1 28 WL 1] TG P 43 2 9% ) S Bk
PR Je, 2R G E L (P=0.05; % 3),
(2)NSTEMI f8 2 5 R 2 ks 22 4% &L 8 . LAD +LCX
13 4 (7. 74% ) , LAD+RCA 24 i (14.29% ) , LCX +
RCA 11 i (6.55% ), LAD + LCX + RCA 120
(71.43% ) ; 2 3 AR [E] I HIL A A e bR sl o 22 1
LR TCIF 3 R R SRR 90 J5 | 22 R B4 it
HHEN(P=0.05;%4),

3. STEMI 2# 3 Az B E K3 kmE BRI ER
[B1(% ) ]
Table 3. Comparison of coronary artery disease among three

groups of patients with STEMI [ case (% ) |

74 LAD+LCX LAD+RCA LCX+RCA LAD+LCX+RCA

A4 6(8.57) 16(22.86) 5(7.14)  43(61.43)
B4l 14(10.69) 30(22.90) 15(11.45)  72(54.20)
C4l  1(5.88) 6(35.29) 2(11.76) 8(47.06)

* 4. NSTEMI B ¥ 3 HZ a8 K3 Bk s £ E R L&
[B1(%) ]

Table 4. Comparison of coronary artery disease among three
groups of patients with NSTEMI [ case (% ) |

418l LAD+LCX LAD+RCA LCX+RCA LAD+LCX+RCA

A4l 5(5.43) 16(17.39) 4(4.35)  67(72.83)
B4l 6(9.68) 7(11.29) 6(9.68)  43(69.35)
C4l 2(14.29) 1(7.14)  1(7.14) 10(71.43)

2.3 WG RE RO INEERI LB

X STEMI 2 H )7 (42. 54+£15.60) A, H
A4 B4 .CHAY ALVEF 40514 2.91% +0.79% .
0.30% +0. 58% .—0. 12% +1. 93% , 41 [a] 22 5+ B E 58
HEE L (P=0.026), A0 EIEELE RN
FURAK K M. A 41 50 141 (71.43% ) . B 41 69
(52.67% ) .C 405 H1(29.41% ) , 2K KK )5 @
N, ESEAGIFE L (P=0.002) , #t—4 5
RI7 o ENENG Ao 0 B I R B TR U T P LA
ERERAHS B CHZBAAEREZES, M
BAHS CHZMERLG B L (A4 B4, P
=0.010;A 4 C #4H,P=0.001;B 4t C 4,P=
0.071) o WAS[F S 2H i R F A 2017 H A B, iy
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ST F AT 50 R 90.0% | 67.2% Fi
41.2% , 25 HAZIEE L (P<0.01), &K
T2 WO N3 & MACE 78 3 42 18] e 4 578 4e it
SRS RN AR A R AR R AE 3 M 25 7T
BEMERS)

& 5. STEMI £#& 3 2 18 ALVEF R I KEH AL &
[B1(% ) ]

Table 5. Comparison of ALVEF and clinical events among
three groups of patients with STEMI [ case (% ) |

iH A B4 CH P

ALVEF>0  50(71.43) 69(52.67) 5(29.41) 0.026
i 26 v 1(1.40)  5(3.80) 2(11.80) 0.125
NNIB- 35 3(4.30) 21(16.00) 1(5.90) 0.034
MACE 2(2.90) 14(10.70) 4(23.50) 0.019
I 1(1.40) 3(2.30)  3(17.60) 0.002

[F A, X NSTEMI f # F 34 Bl 75 (39.85 =
16.19) A, H: 3 AL ALVEF 4350 . A 21
1.73% +0. 50% B 4 0. 10% +0. 71% .C 4-1.57%
+2.00% , 2R BASIHFE L (P=0.039), 3 4
ALVEF 2k 3% Lk 6 M my B AR Wk . A 41 61 4l
(66.30% ). B #1 28 fi (45.16% ). C 41 4 fi
(28.57% ) & R Akl zES AAGIt¥E L (P=
0.004) . #E—2LHIRJ5 o0 ®EH ALVEF #4799
Fedg s A 4HIHE B 4H,P=0.009;A 4HI C 4H,P=
0.007;B 41t C 4H,P=0.256, 3 412 [l & 55 4
M EL R 45 R R B RBLIC S R A A7 R 5 B
87.0% .59. 7% 1 28. 6% , 5% HA G153 L (P<
0.01), AHFET- I MACE F{h & B 78 3 422 1]
P22 v w3 (HAE I 7 b St ) 3 iy i HE R
ZERARAEIFRE L (£6),

% 6. NSTEMI £ & 3 A2 18 ALVEF XK I K= 4 L&
[B1(%) ]

Table 6. Comparison of ALVEF and clinical events among
three groups of patients with NSTEMI | case (% ) ]

it H A B4 CH P

ALVEF>0  61(66.30) 28(45.16) 4(28.57) 0.004
Hi 2 e 2(2.20)  7(11.30) 1(7.10)  0.063
LTI HE 4(4.30)  8(12.90) 2(14.30) 0.119
MACE 3(3.30)  5(8.10)  4(28.50) 0.003
SRIET 3(3.30)  5(8.10)  3(21.40) 0.031

2.4 2MEOAAET MVD & ARFRLITZR PCI
BEFEHMEZRNILER

STEMI & # v, s iR g ik MVD A [R] B HILAT —
K PCLARJE Bzt AR A7 30 U EE R A 2
F B4 K C 4,4 Log-rank test x50 2% 5% HoA it
A (P ES 58 0.021.,0.010) ,1fi B 41 A0 C 41
ZEZESTREME(P=0.751;K 1),

1.0f A
B
0.8F - Céa
&
M 0.6
I
Y
B 04r
0.2
0.0, I I L 1
0 20 40 60 80
RS EN(H)

B 1. STEMI Bk ZhBk MVD £& RE B 11T 2% PCI R
ERIEFHE
Figure 1. Survival curve of STEMI patients with coronary

MVD after secondary PCI at different time points

NSTEMI (& & H, A R B HLAT =k PCL R J5

AR LR N A Am T B4 K C 4,

SR ARG (P ES M 0.032,0.012) ,B
A CHZ R A EE(P=0.383;K2),

-~ B&
— C4
08k CH
oy
e 0.6
I
H
= 0.4
ke
0.2
0.0}
| | | | |
0 20 40 60 80
FEiE R E(R)

B 2. NSTEMI B 0Bk MVD £ AR ER#HLIT %k PCI R
BRI ETFMLE
Figure 2. Survival curve of NSTEMI patients with coronary

MVD after secondary PCI at different time points
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3 %W it

28 Bz AR B KA AR T A2 ek o0 s B A IS T
HEWARTB ., X F RSk MVD B3, I
PCI AT G2 fif LR AR, B v A2 06 o i, 0% A0 0 % )
B 427 LVEF, B&AIE MACE [ %& 2 %00

P MVD [ AMI 8835, 230 04 58 1 4 9
ZER TR AR T A B BE A OC 1A, XF
non-IRA [RJ¥HVEFT5E 4 M8 B & A & MACE &
AR TR, 2011 4F ACC/AHA KT B %
PCI( PPCI) 9485, LA ) 2013 4 ACC/AHA X F
STEMI 5 FG H PPCL &R 43, S8 47 %0 T 1L 37 3h
F12IR SR R AE PPCT [ I AR 1 non-IRA
(M) ) o SRR T o, 5 3543 132
HERILIR 58 4 I3 5 A ) S8 A L, e b S R AH
SKMLAE , P FFALFE non-TRA H 09IT GG A%
P R 2015 4F 36 [H 0 H A9 STEMI 45 3 5
2017 4RO IE S5 2% 25 (ESC) STEMI 45 L35 7 24
e STEMI & 3F MVD 83, 2 17 30 J1 ¢ e @
nZER G ST B non-IRA(IDb B X 1a
AP A LEE% 18 B T 1 non-IRA B AT DARE
I A AN B S 1 A 38, AT LAkt B PR 398 fin i
ST FH o R B 1 5 R B e A R SR N IR T
B R . HORIZONS-AMI #F 5% 149 35 41 43 #r [F)
BN, 5 R ST A s A E, $E3T PCT BERH
WRALEEARG 1 AF2HIET(2.3% £ 9.2% , P<
0.01) OFEMEFET(2.0% t 6.2% ,P<0.01) 248
PR TE B (2. 3% L 5.7% , P<0.05) i & A 3%
AR FELEREH] X T bR BNk MVD B AMI 837,
XT non-IRA HEA7THRI A IR PCI AT 2% (8 8 1 22 0
FIYIRETG ,(H R PCI AR ML [ 7E7E 22 5

HXMFIE R, A IF MVD BB Bk 2k
RBBKEEAAE A XS B &7, R non-TRA %5 28 B9 /7 7E
T AR A DI LA A JE DT R 3 A
e Z 2R B, STEMI 4 7F MVD H & 72 1E
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