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[# E] HM HKAZABRLESSFSHLEGEEBKRIIRESIE(ACS) EFHBRIRABETEERLERE
BRI BRANGE T (PCL) KRG W6 RTRE 9 %em, ik RIE L ACS W4T PCI RFF B #5A ACS 4 9F &
JE 0 422 ) % W 3 0 A & BBk i 20 (208 #)) Ko AR BR B F 2B (214 1) SR B 0 — Al AR A AR K B Bk
BYLERFRIT 1 FAELERR O AEFH(MACE) SR, st F KB (sUA)S | 1% MACE 44 % L Bk
SRR R HATRR S RKITRBRAKF LS ARG ERFIRAE TP EREZRGERXX LR, RBRKTFEE
K BRIEE = EA2Z (Gensini 32 ) HATHM KBS, BMAARRTHLEHFH, > BHAEH | FRNERER
B, B8R S5hRBEFEAAL SRBROENS L BRAIKB T R RSN EELAF L, M H Gensini 7
SALEFH(P<0.05), 1 FNLAMACE FHLR P ARLT B IR IS KHIT PCI RRAERDIRF
AR (CABG) 877 B S WAL TR S R AT AR F 6 /7 Ao MACE FH X AR £ 5 (P<0.05), LR E4
% W& Logistic MG MR L7 A AERERAEE, G AR AENZ 1 51N E MACE 44 % LB KRHIRBE
898 3 A B & (P<0.05) , RSN BRR T 09 = T2 F o ¥ MACE F4 42 A R & sUA KT o9 H & m B %53 e
(P<0.05), HBsh, 5k EFaAt, AR AP ES 1 FRNL2BARTEREFF R F T K (Logrank 1
,P=0.043) , $if SRR bBERSFGHREN ACS BF % L BRI IRIAE LA PClL KE 1 1 & MACE F4
BT B F Ot L& kR g B E R A TR ARG R
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[ ABSTRACT ] Aim To explore the effect of hyperuricemia on the severity of coronary artery disease and clinical
prognosis after percutaneous coronary intervention( PCI) of patients with acute coronary syndrome( ACS) and hypertension.
Methods 422 patients were included who were diagnosed with ACS and hypertension after PCI.  According to the diag-
nostic criteria of hyperuricemia, these patients were divided into hyperuricemia group (208 patients) and normal-level ser-
um uric acid (UA) group (214 patients) , and the general clinical characteristics, coronary angiography results and major
adverse cardiovascular events within 1 year were analyzed.  Univariate and multivariate Logistic regression models were
used to explore the related risk factors of multi-vessel coronary artery disease and total MACE within 1 year.  Furthermore,

the serum UA levels of all patients were grouped according to the interquartile range to explore the dose-effect relationship
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between serum UA levels and total MACE within 1 year, severity of coronary artery disease. ~ Spearman correlation analysis

was used to analyze the correlation between serum UA level and Gensini score. ~ With all-cause death as the ending event,
Kaplan-Meier survival curve was used to describe the cumulative survival of two groups within 1 year ( Log-rank test).
Results  Compared with normal-level serum uric acid group, multi-vessel coronary artery disease and non-criminal
vascular occlusion were more common, and the Gensini scores were also higher in the hyperuricemia group ( P<0.05).
Among the MACE that occurred within one year, the incidence of all-cause death, PCI or coronary artery bypass grafting
(CABG) for myocardial infarction or angina pectoris, conservative medication treatment for myocardial infarction or angina

pectoris, and total MACE were higher ( P<0.05).

that hyperuricemia was still an independent risk factor for total MACE within 1 year and multi-vessel coronary artery disease

Univariate and multivariate Logistic regression analysis models showed
before and after adjusting for confounding factors ( P<0.05). The severity of coronary artery disease and the incidence of
total MACE increased significantly with the increase of serum uric acid levels (P<0.05). And the one-year all-cause
death cumulative survival rate of hyperuricemia group decreased significantly ( Log-rank test, P=0.043) compared with pa-
tients with normal-level serum uric acid group. Conclusion Hyperuricemia is an independent risk factor for multi-ves-

sel coronary artery disease and total MACE in patients with ACS and hypertension after PCI, and patients with hyperurice-
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mia had a lower survival rate compared with patients with normal-level serum uric acid.

R, 754 T SRS R P I A8 5 114 22 0 56 K
Sttt R Atk e R ) K 25 A AE (acute
coronary syndrome , ACS) , SR HHJ ACS BIRIT R
W K J5 BRI AL TH R, H 3 4 R H g 44T Jas v
R FE ACS WIRTF R i Fe B T /K
Vo LR DRG0 33X 6 A% 5 fe o PR R AR oA
WIS ACS KAE KR R RGP R (40
PRIR IMAE S5 ) ATy i Bk — 2B 98 R &R . R Foe
W 1 35 PR B2 ( serum uric acid, sUA ) 5 /& Il & #1
ACS ZIHFFER MR DT, T H i sUA KPR
AR WA e R B ko 2 7 o R ) T LR e 1 A
IR BB UG, SR, sUA 7K X 4 I 8 1 K Y
ACS SRR Bl ko 22 7 B R 0 28 K e IR 3 fik
4 ANIBYY (percutaneous coronary intervention, PCI) K
JE G R TS B 5200 i R g . P, ARBFRE IS
Im MR ACS 4 PCI ARG X — W2 AR, 5
W e PR ILAE XS SR 3 o A2 - B R T R AR
O L8 31 ( major adverse cardiovascular event,
MACE ) K% S 52

1 &ERFAE

1.1 #HRH

IN2019 26 A1 H—I12 A 1 B 8 Fr &
ACSHYL THEHA¥ME EKAT PCl RF H#®
H ACS & F @ i & 1y 422 ) B &, AR KM
FEAR HERS AR REZ 1 FHY,HEE
mERES, HRivE. OREAH DT NG RR
1 AE 23 R R B R PR R BR 36 T ;s QFF AL LR A
(EREAERAEF) FZIMF A (FREE M ]

) MEREW(RRBE R T T B) HihE L
(B RS B RS WA ) i K
ER FE LA RERN ERSE FEE CIR
BERRE BREYARBRAGLGY;OFE”
ERE T 2, @6 R E I E K AR
Aa;QEHTEANmEREIEMERE; @FET
Bl AW KBS,
1.2 SHEFMEX

RAE A BIER #4358 R B AL E B9 BT AT v
AT B R B R B IEH 4, & KB
JE £ UK 4t sUA K F>357 pmol/L(>6 mg/dL) , &
P>416 wmol/L( >7 mg/dL) ", & i & ¥ Witk 45
2020 4 El 75 i 5 o 43R5 i E LA R AT
R MR SAEENEME, B EWE
JE =140 mmHg 1/ 2 47 7K £ =90 mmHg, ACS % I
RFEFEEFLF STHREGAELUERTR I IKE S
TEFEE D I7 46 ¥ UL R X B IR 4 ML 0 AR R
T XHATIPN OF R A G B Y WA K i
B (>20 min) # B QL A (RELLADAAWRK
W) NG, KA ERBOERRT QK
8 , Bl CCS( Canadian Cardiovascular Society ) I 2 Il
B(EEERIEDHZR, G FHEHIHZRE
HRHEHFRAESAL TR, L —REEE &
T FHFATL km 8 E— BRI 5 RO LR
RAE) s EREA K ERL L M WERME,
BEAZED CCSM A A i (A B ) 50 L
BRE LA NKENS S H, QST BHEE
LA 3L (ST segment elevated myocardial infarction,
STEMI) - W A v« i i Ji R £ 0 v, FE) Al <5 78 A DA
EBHE ST B8 0.1 mV; & i R E & H# AL
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mEAFEHELI9% 5FME LR, OF ST BHE
AL AL 3 (non-ST segment elevated myocardial infarc-
tion,NSTEMI) ¥ 7 5 o - % o % B9 8 0 W ST B¢
EMRE T HEE KPS EAATET 9% 5
FHER,

MACE # % & X & & FH 71 B S AL FL 3
28 T B W PCL 2k 30 ik 7 % # 45 K ( coronary
artery bypass grafting, CABG) 7 77 DL & B & ALAE 36
ROLRMERFATHNRFET. ZXARD
Pk X A RRBRER B RH LK S L
TR SRR E =T5% , WK ik £ TFTREEBRX
KEXARHORE, RO E A EZELRE
5ARRFE TR Tk Wy 7R 50 ik " E 4 L
I E B MW ZE,. Gensini iF 4 & # A Gensini %
A 2 i s SR B AT BIAR 3 £ B G B
o BT L o 7 4k 20 fiko i 2 B RGE o BOIE I AT
%, K Gensini A4~ R G, 4 4 3R R 3 ik i & R
THREREHTEZETFE  WHEEREURTEL
KA B E HAR<25% 1T 1 4,25% ~49% it 2 4,
50% ~74% 1t 4 2,75% ~89% it 8 %,90% ~98%
W16 4, 299% it 32 4, R4 B AR 5 bk 2 X
BULFoRUMME RS, A TR /o5, 4k
MR B x2.5, F Bx1. 5, BExl; i A %
22 DIX1,D2x0. 5 7 [ 3% 5 2 - B2, 5, 4
G ], F Box 1, m Bexd, Ja il 3x0. 55 & & IR 30 ik
R P B E XX, AR R AL
AR BT B R B RO R R E R B AR A
1.3 HiERE

W fE B A B ARAE ;R B B R & Ay F K
BREAFKE, ERPEANENERER S 5, it
& B R 48 20 (body mass index, BMI) ; BE 4R 7B
SRR LR ES (R ERH O, T 4 CHH
T B (3000 t/min %12 10 min) ,f# F 4 B 30 £ 4
1t M L ( %= E Beckman Coulter ) & J xin 7 ¥ %,
JiH [E B% (total cholesterol , TC) | H 1 = B ( triglyceride,
TG) & % /& g & & M8 [ B (low density lipoprotein
cholesterol, LDLC) | & % J& Jig & & B2 [ B ( high
density lipoprotein cholesterol, HDLC ) | A& & # & Bf |
AW %A E LB R B & R s A AR AT ¢ (N-
terminal prohormone of brain natriuretic peptide, NT-
ProBNP) #7 flL45 & & 1( troponin 1, Tnl) % 48 #f #9 4
ERHAUYEABRIBFCHEER[ BN
FoEERE PRI AN, £ FHTRRAT,
#RXE GE-VVT ¥ & 5 & 58 F B4R, %K%
KHAHE K 2.0 ~3.5 MHz, % JH Simpson 7 % 2 = 4

HE S B R R AR R A E A o o B (left
ventricular ejection fraction, LVEF) ] ; 7 Ik 2 fik & %
L5 R (R M E K A PHLIPS % # % X 4t & £ 4
e kRN ERD HEF A B2 2B E&D
MG MNBTELWE EEUL ERREFRER
Wbk % & RIFATON, R R ABRE A RF
JRimE R EF N, R LARMKXEXTFEZEEH
FRAMERE RSN S X MERL T, FRE
TR &> X RETERE B AEHHAT
Gensini 77 2) ;1 4 F 17 1 |5 89 MACE =4 X (%
Fl B 1 FRRE A BT B AAE R
S 3 B PCI 3 CABG 3697 DA KBRS JILAE 2
BEMERETHUWRTBTEOELL),
1.4 B

NHLE AL 422 ) M [T A i AT
Kk 14, £ 1 SR HEL27 Fl (&R IE¥ 4
146, BRBEMED 13 ) HLF(HEHREERE
BFIT MARE)HFER G E LK TR ES
B KT R AT, BT 4 R JE B AR B A 395 Al
1.5 Zita

&l SPSS 25.0 Zif R HH#HAT G 247, RAE
Kolmogorov-Smirnov # 4 5% & 24 1§ I, 3 AR 48 o A7
BN ELE T ERTF N ves P ALH S T ALE BE,
& Y B Studentt 7 5 2 3F £ 2k A Jo ¥R AT 4 6] 1
B, #XZEUNTQERET,HFER X o5t
AThE, R 2T EFf % L & Logistic [F )74 A& 45
F 1 F W& MACE # 0 & Stk 20 flom & o &
MHE, %% & Logistic B AN A T 2% &4
MR XA P<0.05 BB E &, A& T Ll
(odds ratios, OR) & * 95% ¥ 15 X [ ( confidence in-
tervals, Cl) 89 f 7118, &K Al Spearman 48 % 2 #f #£ 47
sUA K 5 7R 30 Bk iR & ™ F %2 & ( Gensini 1 4)
WA x Mo, WABERTHERENH, XA
Kaplan-Meier 4 7o A WA FTAEH 1 F N ER A&
% W (Log-rank 4 %5 ) . P<0.05 # A 5 B A 41t
FRL,

2 % R

— g B2k T BHE
AT 422 ) 582 sy RIS I AE 26
208 1] (49.3% ) , Il bR R 1E % 41 214 ] (50.7% ) .
1 PR R I AE F8 3 R, 2o BB R R L ) STEMIT
NSTEMI BMI, £ 3k & . TG , HDLC | 4+ TN % & il , L

2.1
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IF Tl K32 25 TR R IE W B H . LT 2y
Yol R 7 00, BT AL RS 1 AT A 8 i UK
P/, i H P SCR BT I/ MRGR T %
BERRYT LAY ST O = RIAIT R
ST ICRFENE (R 1),

1. MRERIEE S SREMESE—RIGKEFE
Table 1. General clinical characteristics of patients with

normal serum UA levels or hyperuricaemia

kR “?‘@jff:ﬂ %i@fz”gfgﬂ P

2/ [ % ) ] 56(26.2) 128(61.5) 0. 000
Es % 65.21+10.00 67.55+8.42  0.051
BML/ (kg/m?) 25.44+3.35 26.73£3.66  0.000
L/ (Y/min) 70.75+10.56 70.60+12.89  0.895
W45 He/ mmHg 155.21+16.14  155.31216.30 0.948
#F K/ mmHg 83.0211. 15 85.75+11.42  0.013
MR R/ [ (% ) ] 72(33.6) 97(46.6) 0.006
PRI S/[H(% ) ] 54(25.3) 63(30.3) 0.246
BRI/ [ % ) ] 68(31.8) 52(25.0) 0.123
TC/ (mmol/L) 4.26+1.06 4.29+1.16  0.735
TG/ ( mmol/L) 1.56+1.11 1.87+¢1.26  0.009
LDLC/ ( mmol/L) 2.39+0. 83 2.49+0.89  0.228
HDLC/ ( mmol/L) 1.16+0.29 1.23+0.31 0.007
A/ (U/L) 26.58+56.41 26.63+18.56  0.990
BB/ (U/L) 26.31+16.87 30.60+21.80  0.024
JULET/ ( umol/1) 67.27+41.99 84.70+88.26  0.010

NT-ProBNP/(ng/L)  424.67+1 234.04 624.64+2 450.35 0.288

Tnl/(ng/L) 0.04£0.16 0.23+0.70 0.000
LVEF/% 59.12+4.71 58.32+5.61  0.112
AREE LB/

L% ) ] 186(86.9) 151(72.6) 0.001
STEML/[ 15( % ) ] 16(7.5) 28(13.5) 0.001
NSTEML/[ 5l (% ) ] 12(5.6) 29(13.9) 0.001
MITZ25%8/ [ Hl(% ) ] 188(87.9) 171(82.2) 0.104
TEER RS 254/

. 193(90.2) 183(88.0) 0.467
55 388 T 9L 71/

(%) ] 74(34.6) 80(38.5) 0.408
ACEL/ARB/ [ (%) ] 101(47.2) 106(51.0) 0.439
B SZIRRLHAL/ 124(57.9) 122(58.7) 0.882

[#(%) ]
. ACET: I % 5 5k & % Ak w30 i 51 angiotensin converting
enzyme inhibitor ) ; ARB; IfiL BRI ZRFEIH ( angiotensin
receptor inhibitor)
2.2 BRIPEHER
55 M BRI AR FE v PR IR 1M E 4 A8 7 AE AR

JUAAE P ZE W) R AR R | 2 SRR B ke A28 1Y & A R
F1 Gensini PF501 &8N (P<0. 05,3 2)

F2. MRBEESSRBNEEEBRINKELER
Table 2. Coronary angiography results of patients with

normal sUA levels or hyperuricaemia

I PRIRIE N2 R PR IR M4 4

SEEAR B kot B 4 (ne214) i
AEIRIC M4 A %/
(%) ] 14(6.5) 27(12.9)  0.026
LS ER B kR AL/
(%) ] 41(19.2) 70(33.7)  0.001
Gensini 7143 18.22+10.39  29.71+13.47 0.000

2.3 MACE E#H | EHIHER

%40 MACE =44 1 AENBETTS R W 3, Sl
PRIRIEH A1AH LE, w5 PR R ILAE 2H 4= BB T | L0 L
FEAE O S B PCT 8¢ CABG 1697 . HLL LA
FEB O SR AR BEAT 259 PR SFIR JT AL MACE 35
0 A 3R 34 i 25 1A N (P<0. 05)

®3. MRBEESSREBMAESE 1 FHR MACE 4
Table 3. MACE event in patients with normal sUA levels

or hyperuricaemia during 1-year follow-up

BIFE R B A PR S
| 4R MACE dopp  RFUETRAL HIRMR MiLAR2L

(n=214) (n=208)
| 4 JE Rl R 5 il 200 195

SR/ [W(%) ] 3(1.5) 10(5.1)  0.043
PR LA 2E. 5% 0 28

17 PCl 5% CABG J8Y7/ 17(8.5) 34(17.4)  0.008
[1](% )]

PR JULASE BE. 5% 00 28 98

FEBATWIRIRIT/  16(8.0) 28(14.3)  0.044
[11(% )]

2 MACE 44/

L% ] 36(18.0) 72(36.9)  0.000

2.4 PFEIF 1 £2 MACE EHMEBETEMSTE
Logistic BlY3 54

FEVREE AR TR 22 2 (51 BMI S 4 1 | W A
s B TG\ LDLC NT-proBNP , Tnl \LVEF _.» JIL
FEBEIA % A 500 Gensini TE4 .22 3 Ik 3h ks 25 |
A TRACHR AR ML P 28 ) Z )5, i PR R ILE AT 2 B 7 1
AE 5 MACE S py b7 fa B R &R (3R 7R By
HATH P<0.05 MEKIHE) (£4),
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F 4. BEf 1 £2 MACE E4H XK E EA Logistic B35 47
Table 4. Logistic regression analysis of related risk factors for total MACE during one-year follow-up
AR Logistic [11J550 47 L7545 Logistic [IA4M
ERSA S
OR(95% CI) P OR*(95% CI) P
fe DR IS 2.618(1.656 ~4.139) 0. 000 1.920(1.158 ~3.183) 0.011
IR = 1.564(1.038 ~2.358) 0.032 1.116(0.738 ~1.689) 0.602
LVEF 0.957(0.920 ~0.994) 0.023 0.971(0.932 ~1.012) 0.161
Gensini 753 1.038(1.021 ~1.056) 0. 000 1.018(0.998 ~1.039) 0.080
22 3 e R B ko AE 2.393(1.496 ~3.828) 0.000 1.681(0.993 ~2.847) 0.053

TE:a TR HEE 1Y OR 1A,

2.5 ZEXERIFREHNRTEMEZEE Logistic
[E] Y355 4

FEVHREARDCIR 22 R R (P51 BMI W4 1 | W 4
1 BEPRIE . TG . LDLC  NT-proBNP  Tnl . LVEF _.(> JJL

REFERY KA  Gensini VP43 22 SR B ko 22 |
FETRICHT AL A P 2 ) Z )5, R PR IR MLAE AT o2 22 52
JE IR Bl ki 78 B2 S A TR 3R (SR PR B i
it P<0. 05 BIfERINER) (% 5),

x5 SEBRIPFEHEXEREZER Logistic [EF 57

Table 5. Logistic regression analysis of related risk factors for multi-vessel coronary lesions

B ST Logistic HT

L5 B BT Logistic 48T

A SASES

OR(95% CI) P OR*(95% CI) P
1 DR IS 2.140(1.371 ~3.342) 0.001 1.688(1.051 ~2.710) 0.030
e 1.020(1.006 ~1.035) 0.005 1.025(1.010 ~1.040) 0.001
W2 A 5 1.748(1.151 ~2.765) 0.010 1.941(1.218 ~3.094) 0.005
JiIINiR 1.006(1.001 ~1.012) 0.023 1.006(1.001 ~1.011) 0.021
JIREA =1 1.905(1.203 ~3.016) 0.006 1.768(1.061 ~2.946) 0.029

TE:a TR RS 1Y OR 1A,

2.6 MiEERER/K T 5 il bR TS A0 72 4K 3 ki 3
EREZENERNXERE

R B AT JE 1) sUA KRR 388 U 207 £ tt 47 43
2, LIBESE sUA ZKP- 51l PR 1 A e AR S0 fop 22 7
AR Z M EBOCR (R 6), BiE sUA KFHY
T, AR B o 22 i 7 F R E RLEL MACE 4%

AR G0, 55 — DU 43 B AR E, 5 D g
Sy DE B R AR SR A0 I A8 P 2E | 22 SR B ko A
FE MACE F4 & 42 F I Gensini 14344 & 34
(P<0.05), A, Gensini ¥E435 sUA /K5 B 2%
IEAE(r=0.515,P=0.000;& 1),

F6. sUA KESIERFBEFBERNIFECEREZ AHEHNXR

Table 6. Dose-effect relationship between sUA level and clinical prognosis, severity of coronary artery disease

o SQA 58— s sl\J}A E I YA qu 5 = WUsr L SQA 55 04 P 43r P
= B4l (n=106) B4 (n=107) B4l (n=104) B4l (n=105)

AR IC M A PR ZE/ [ B % ) ] 5(4.7) 9(8.4) 10(9.6) 17(16.2) 0.041
Z SRR/ [ (% ) ] 19(17.9) 24(22.4) 31(29.8) 37(35.2) 0.022
Gensini P43 16.96+10.35 19.31+10.63 26.12+11.48 33.33%14.01 0.000
S MACE F4/[#1(% ) ] 14(13.2) 15(14.0) 36(34.6) 43(41.0) 0. 000

2.7 Kaplan-Meier 7753 %7
PIARIBE T Ry 25 g5, >k 1] Kaplan-Meier 4=

AR HE R AL BB 1 AR N B A A5 O ( Log-
rank FE5) 45 B8 5 MR R 1E # 4L AR EL , = PR R
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MAELH B 1 AEN AT BRAFETIE3.4%
(Log-rank ;% ,P=0.043; & 2) ,

1001

=0.515
80 P=0.000
5:5 601 - .
€ o
[7] .
C
[0}
O]
0

L1 L L L L L I
100 200 300 400 500 600 700
SUAZKE/( u mol/L)
1. miEREK TS Gensini {5 B8 % 2
Figure 1. Correlation analysis of serum uric acid levels

and Gensini scores

1.0 —— Tt
0.8
M ogh
i 06
R
e 04T N NRBERE
— BRBMEA
021 —+ M PRERIE & Al %k
' - BRER MM S
0.0 1 1 1 1 1 J
0 2 4 6 8 10 12
Bl A

2. 1 FREEET RREFH L (Log-rank K1)
Figure 2. Cumulative survival curve of all-cause

death within 1 year (Log-rank test)

3 4t i

O AR S AET A RN i
ARBIKRFERE AL PR OISR , JEH = ACS 1 &9 3
FETHTERZ L A8 B v AL Js 115 57, AR T Jo s
MRS O B fE 6 R 22— (HEER T ik
XL g fE R R R A, HAB S i JF 2 5 ACS &4 K
SRR AU G R 2R (AR R IR | [ A e R | Dk
R C5) N Et— PR E KAES: . KSR
sUA BG4 A0 B L i 42 B RAE AR Jay &8 2 |
R g R BT HLS], T BN T RE RS R
S15EC MR ( cardiovascular diseases, CVD) )&
A 5 AMIIRFEIE S 5 PRI ILAE 7 5 8 1l 0 B
BBy | 1037 AP R P AR DL e A B L K 1
R INE T G TR (K= PSS 2 s I R (E B o

1E4 Rk e R B SE rh, PRIR ek | i I s =3
Z IR RA RS R A5 18 T = F 2 1A
FELRE 2GR R B AE AT IR R 5 15 i e 5 % ek
IR AR DG BIF 58 v it 22 25 R 3 5 = A TR R X R Y
BT re A RV HERE R, ASBIFZT e B 3 8 LAY ACS
BB B, TR PR B AR O 1 L &
SpA TN

ARHFFE 25 T W, 1 DR R K- 52 25 ek B ik
WAE B B S ACS AP EMLE R E KL
PR B s A8 Al ST fa B R 2R L B sUA 7K1
Hahn, bR s o AR i 7 B AR B (R SR AR I A A 2E
22 6 R B koS A N Gensind $F43) ¥ hm, 1k Ab,
Gensini P53 5 R K- R IEAH G, JRER 51 AL etk
KA B T REFLHI AN T . 51 LDLC b1, fi
HEJRAE R R, et AR 3 Wik P i 45 SF- T L3
A B I/ E AR T e Ab, sUA £ 3
TnseE R B0 bk iy 37 2% 1% A0 OG0 & R R Y DI
KT IR K- 5 e AR 3 ok s 48 7™ o 78 B G & 9 F
FER I, sUA K5 5 4R 3l ko A2 Y 7™ 25 2 5 B
Gensini P45 T AH 622 (AN G — 2R S T %
ghig., B, XA I LR ACS B, vl L
PRG-I EEAS TR Sl ki A8 = R

H i 5C T PR R % 5 20 9 S8 3 100U 5% el %) i R
W2, — T [l B 0T 5 42 B, A BB 5 sUA 7K
B St 0 WLAE BB (acute myocardial infarction,
AMD) BE A BEAET: % 30 RIET-F8 5 IF Hi
W1 ~64F) A2 . BAMETUGRME
oM R WL, B A BERT & sUA 7K1 AT 37 150
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