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[ ZE] BH IEFRBRERER (Hey) XTEAEZVETRIR S IKEE G IE B3 2 5wk S Bk Ak
J¥ (PCD) J5 30 d WER/AEFE LM BRI (MACE) MITRIMAMNE, ik LEHEK 2023 4F 10 A—2024 4F
3 AKEM . EBRBEAER 153 B4 2 IR S kLR GRS HATRTIE T SE, PCLJESE 1| RITHMBEDS
30 d, R4 MACE RAIEMN 4 R EAEHAMKEEN, ZHE logistic FIEHARTLIS3HT MACE & AE 52 K 2,
ROC &7 MLyl Hey X PCI 5 B4 MACE WYFUMAN{E, 558 2k 27 Bl &K 4 MACE, &K44H Hey,
R AR I ERE (LDL-C) . IM¥EIRR (UA) KPE TRAZEH, 2506851 E L (P<0.05); £
K& logistic MIJASMHTFR, Hey, UA, LDL-C ¥ %4F 2w R B kLR G 1E 3 PCI J5 &4 MACE 1197#
SLIERERIZR (P<0.05) 3 ROC £k IR, Hey X 2A4F 2 IR S Ik LR GAE 8 # PCL 5 &K 4 MACE A —x&
FOTINA R, #HZE R AN 0. 687 (95%CI: 0.558~0.815, P=0.002) . &5 M7 Hey J&&4F 2tk IRk
SIkEESAE BT PCT JE P &4 MACE MG R, XT MACE /9% 248 B — 2 i i {8 .
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[ Abstract]  Objective To investigate the predictive value of serum homocysteine ( Hcy) for the occurrence of major adverse
cardiovascular events (MACE) within 30 days after percutaneous coronary intervention ( PCI) in elderly patients with acute coronary
syndrome (ACS). Methods A prospective study was conducted in 153 elderly patients with acute coronary syndrome admitted to
Changchun Central Hospital from October 2023 to March 2024. The patients were followed up for 30 days on the first day after PCI.
The patients were divided into an occurrence group and a non-occurrence group according to the occurrence of MACE. Multivariate lo-
gistic regression model was used to analyze the influencing factors of MACE, and ROC curve was used to analyze the predictive value of
serum Hey for the occurrence of MACE after PCI. Results Twenty-seven patients developed MACE, and the levels of Hey, low den-
sity lipoprotein cholesterol (LDL-C), and uric acid (UA) in the group that developed MACE were higher than those in the group that
did not develop MACE (P<0.05) ; multivariate logistic regression analysis showed that Hey, UA, and LDL-C were all independent
risk factors for MACE after PCI in elderly patients with acute coronary syndrome (P<0.05) ; ROC curves showed that Hey had a cer-
tain predictive mechanism for MACE after PCI in elderly patients with acute coronary syndrome, with an area under the curve of 0. 687
(95% CI: 0.558-0.815, P= 0.002) . Conclusion Serum Hcy is a risk factor for MACE in elderly patients with acute coronary

syndrome in the short term after PCI, and it has some predictive value for the occurrence of MACE.
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S PR 2023 AF R ELO A O S R4S, St
WU SE BARSE TS ELR W Tk 697 2tk
MRBWWKEE G AE B 5071k 2 — S &8 2 5e R Bl Tk Ay
AJBJT (Percutaneous coronary intervention, PCI) ,
FEAE PCLHOAR BRI, IORMEE T 2R sh ik
SGEIEREMNBUS, JERER T IE TSR, 4R, PCI
JEATSAEAE B o O I8 AN R = 1 DU ) 28~ o
=i (Homocysteine, Hcy) HA B0E P U Eg
FRAS . V- ULAH B S A . SR . A R R MR A
ML= A SR, R ARG S AR, =5
ShksRERE AL Y & A2 5 Y AR 5 3 ok By s
PERFSY, R Hey 5 248 2P 5wl R 3 ik 25 & ik
# PCIJE AT R OCHR , TS PEAL $2 4t
HLOARE
1 W&EFE
L1 WFFEXR

PEHL 2023 4 10 H—2024 4F 3 A KGO
BEWIA 1Y 153 247 2 ek sh ik gr G F B AT
AIBSTERF IS, W ARUE: OFF S Mk 3k
LEA R PGHISIAHE RS (2019) YU A rEsEIR
SIIKERGAE IS Wi bR U, DAT IR 30 Ik i 52 4G 2
4T PCl; QEBIERE, BA —aEINmae . HEbR
b O2VER LW AL, @)™ &= I he 5
W, OQGIFHARILIIBE S H . R E; D2tk
HERYH ;. QG PEI I B @BE I ) A RS
#F; OMWERGEPIE ; @UT 1A N2 il
¥ Hey BIZ5903%
L2 Jiik

W — Wil PR BERE, ELFEAFIE . MBI, A5
AR, M, AR R . BERE R, SR

U e N Nl i R 117 N 1| NI = S 1
HCE T A A S AR AR AT A (G DL ve 2 PR IR bR A
FRAF, AU5800 #Y) , RFHEFIEEFRZEAG I LI Hey
IR, SR BRI Bl — e A A A 2 D0 5 I T IR (U-
ric acid, UA) , >R FH B350 AR R 325 4G I i 7% I 28
FENEEE HAHE B ( Low density lipoprotein cholester-
ol, LDL-C) ., BV WF5E X G A6 A Bt I 47 56 R 3 ik
A A, T A A 5 R B ik 3 S A A i B
WO AR ABEE Z ARG, SEIR & I 58—
TEER Bl K I 52 45 IR I 10 55 4% TR 3l DR A SR
FERE, AREEAR B PR IE L 45 R AT PCI,

17 PCLJS5E 1 RITHRBEDS, BEUIRTEZY 30 d,
R i A R A B S 7 A BE VS
BEATXREFZELOLMEARIM (Major adverse
cardiovascular events, MACE), MACE £ E{U{F&E
KGR . SCHRN A | AR B VE L LR
YE . AR BIK AR LS A (PCT AR S KA
FAR) | PR OHRRE | O DURTESET S,
1.3 Geiterorik

SR SPSS20. 0 et =# 4 At A7 Bdfa oA, 1E
BRI x 25 Fon, RA R, T
PR FH X Ko, FIAHZHZE logistic [er] Y= 455 7Y 43
& 2 ERR SR ER G IR LT PCI J5 &2 MACE
FOSZ IR R 2 N A ROC Bl £k 40 #F Hey X & 4=
MACE RYBNAT A ;s K56 /KiHE a=0. 05,

2 H#HR
2.1 IERBOR AL

MWPaAJC MACE k4=, 153 il H 9o RAH
(27 5)) FURKAHZH (126 1)), PIZH Hey, LDL-C,
UA L8, 2Z5IA5ET#E L (P<0.05), Wk 1,

=1 PIAIGRRGOR L

Tab.1 Comparison of clinical data between the two groups

Bk KA (27 1) ARz (126 B1) XY P
BHLHI(%) ] 20(74.1) 82(65.1) 0. 950 0. 330
W (X x5, %) 66.70 + 0. 97 66. 63 + 0. 58 0. 341 0.733
AR5 (x =5, kg/m?) 27.27 0. 62 25.73 +0.90 1. 130 0.259
W K[ 51 (% ) ] 14(51.9) 61(48.4) 0. 105 0. 746
PRI (%) ] 7(25.9) 33(26.1) 0. 001 0.977
Wi e (% + s, mmHg) 141.00 + 5. 03 144.37 + 1. 89 0.719 0. 474
#75KJE (x =5, mmHg) 83.19 +2.75 84.76 + 1. 10 0. 586 0.559
BRI [ 91( %) ] 6(22.2) 40(31.7) 0.959 0. 327
SR B s 28 SB[ (%) ] 3.913 0. 141

AT 4(14.8) 29(23.0)

A 6(22.2) 44(34.9)

=% 17(63.0) 53(42.1)
Hey(x # s, wmol/L) 22.10 +2.93 13.75 + 0. 56 3. 047 0. 002
UA(x =5, umol/L) 400. 24 + 19. 98 334.65 = 7. 69 3.455 0. 001
LDL-C(x +s,mmol/L) 3.59+0. 14 2.76 + 0. 07 5.338 <0. 001
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2.2 BAELPERRSNNKLE G AE B EAT PCL I RA
MACE W52 K 2 53-8t

Ll Hey, UA, LDL-C fEh A A&, 2/ K4E
MACE MR AR, L2 HE logistic BIHSHT, 45

RE/R: Hey., UA, LDL-C ¥4 2 ek sh ik
LZEA RS PClJE AN &4 MACE MIfER B &
(P<0.05), W32,

FR2 RAFLMERIIKERAAERE PCl SR A MACE 1 7& R N 2 5307

Tab.2  Risk factors of short-term MACE after PCI in elderly patients with acute coronary syndrome
SRSy B SE Wald X* P1{H OR 95%CI
Hey 0. 087 0. 026 11.587 0. 001 1. 090 1.037~1. 146
UA 0. 008 0. 003 7. 870 0. 005 1. 008 1.002~1.014
LDL-C 1. 695 0. 398 18. 154 <0. 01 5. 447 2.498~11. 880

2.3  Hcy 7KEXF 348 20tk 5tk 3l Bk 28 & 1 B A
PCI J5 48N & 4= MACE BTN %4 fE

ROC Mg e 7R, Hey W2 4F 2 PRIk 3
WkZiE1E B34 PCL S5 /8 I N & 4 MACE [ AUC i
0.687 (95%CI: 0.558 ~0.815, P=0.002), cut off
{E>} 15.05 pmol/L, RN 63.0%, %% 5 N
74.6% , WK1,
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Fig.1 ROC curve
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DIME R Z AMXE, ARER S R
FET-HI R EE A 5 2 T 43 A O LB i
LRGN 2 SER B Ik Er B AR, 2P e IR B ik &%
A AR RO LB I 25 A E B S A s E
A PCIASEN T Z e, (ARG A ER O
MAAS B & A2 XU, Kinlay 285 %F 10 598 )
PCI J5 5835 47 10 47 0y [l il -PEwF 5T, &4 MACE
#2755 %], Bk, XT PClEHEE.ODILERN R
PR SCTMIFE bR PO AIF 9T, SRR AR o e R
JSRLE T TR . eE TR A BB X,

R TSI . BERRR . ABRE . MBS S5 e 0o
BGERZMRIZE AN, Hey fEHRA: | BT IMEFIHRZE
WisZ BN E, 2019 FEAY—I0 meta SMATEE SR 7R . Hey
AR Y S KRR U L A5 05 £ e AR
S W ZE X 5K B KA [R) 95 A8 i A S B 132
B Hey KT T IR, SR AMZ 0N

AR Hey KRS THASCA, I HM B BA R ik
FH Hey KF8EE, L0 Hey K- 500 A8 R A
FYIFHSE, AN, Hey KPR 5.0 A SR B E TS
HUIMIE, BREseSE Wi se & B, Hey ZKSF-IEH Y AR
FHBARTRIR SRS S B | IR ATETF AR T SRR,
Zhang %[9] Wt 5% K& BL, Hey K B3 5 wmol/ L,
MACE US40 1. 51 £%, Yeh ZEM % 1 307 4147 PCI
rsERIR ke R U TR AR DT, &3 Hey 7KSFF
= (=12 pmol/L) 5 PCI J5 &Y MACE XU
hnghsz ARG, TFET 1 wmol/L, MACE 19 XU 18 i
29% ., AWFFEEER AR, K4 MACE 351 Hey K3
BT AREAH, ZHE logistic [MIF53H45 R0 Hey
SR A 2R kLR G AEEE PCL )5 MACE &
H ST fER I 22—, ROC 24347 s Hey AT
M MACE 9 & 4, BN E, 24 Hey >
15. 05 pmol/L B}, W REHEIN PCI /5 IITE AN R 1Y
AU

Hey 2 EZMRIE a0, Hey Al BB i £ Fh
PLHI SR TER S Ik 2 A 1E B 3 & 2E MACE: O
SMAE Y R S RERAS . I PN 2 40 it o] 30 -4 R0 3518 1.
B, MR RS A EEYH AN T, SR AL
FMNIE 2 (B 04 58 e, — S0 Ak R0 At 10487 PN B2 40 45
W, HERFMAEIK ST, WK Hey /b — S0 E 00
Fed, IR — S E AR B, 33 N R
WIMEY K BE S, LHh, Hey T3 Hifl &,
S 9K, I sh ks refEfb, 80 Hey 1l
fEMEEHB ARIE HE T, HS g, @K
TR, EAR IR A iR N AL Fn b Lk T R
5, Hey i ARNFRIMLEIFE S EALN # ., 23l ks
Fefife o @R E AR AL, IR E AT
M AR iz, Hidh LDL-C T 2 S E8sh bk
WRERE AL O EE B G G R 38, Hey it — R AR S
HLDL-C E kg @ISR ., Hey i
B CIEPERMARJETT 8 ( 3Rk, B R4
%, MARRFES UL/ A, fL/NMRFE L P B2 365
Pih BAEAE A, S ESh Ik BEE R 25 O R
KEAMME 7= A=, Hey nl B0 R F-xB, #% KN F-xB
S PSR T, RIPRANE A T iR T AL
HFRr=A, B RMMEE T =4, Rt sl Pk
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SREREAL™ . @M LA IG5, Hey 1@t |
V& Nedd4 ¥ E3 2 3 & iR WWP2 7875 SIRT1/
STAT3 WFRAE S 7 U LA A A 385 58 5 Hey
R A\ S 2 G 1 1) 20 JUK oA AR R A A G 336 RT3 B
AL FE MRS, S BOFE LN s>

L5 LT, MW Hey 0] BE & & 4F 2wtk 3l
kLB AR B3 PCL S & 4= MACE Mfa BB 3,
ML7E Hey 7K3FEXF PCI J& MACE 1 % 24 BA —E 1
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