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[ E] HI S4TSR A ¥ A B % (HHey) 4 CHA2DS2-VASe <1 #9 4F #8128 5 31 3 (NVAF) -
2 F FRFIIRIAN(PCL) BE U TG, ik  &£4F CHA2DS2-VASc=0 & 1 4 NVAF-PCI & # 3t 1 688 4, iF4& i
FBR RS fE MR A H B E, RIENLE R A F LR B KT o A 5T (n=1 135, Hey<15 pmol/L)
#2 HHey 42 (n=553, Hey=15 pmol/L), E&4 &% MACE F#0L A, R K5 1 5 HHey 40 MACE F4 4
A FE#FH(P=0.017) ,HHey B8 o bk 5P 09 % A F 0 B3 TR A(P=0.009) , F 4w B (P=0.046) & 3F 5
LM AR SL(P=0.044) 89 8 A B 2 F 8 5, i HHey 340 CHA2DS2-VASc<<1 NVAF-PCI &% 45 MACE
FUHRRE R e PR A RAXEREBLIBG T TR RKARK,
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[ ABSTRACT] Aim To analyse the prognosis of non-valvular atrial fibrillation patients after PCI with hyperhomocys-
teinemia and CHA2DS2-VASc in Beijing. Methods A total of 1 688 NVAF-PCI patients with CHA2DS2-VASc=0 or
1 was selected to evaluate the risk and influencing factors of major adverse cardiac events (MACE) within 1 year. Pa-
tients were divided into two groups according to their plasma homocysteine ( Hey ) levels before catheterization: the normal
group (1 135 patients, Hey<15 pmol/L) and the HHey group (553 patients, Hey=15 wmol/L).  The primary endpoint
was the occurrence of MACE. Results  After 1 year of follow-up, HHcy patients had a higher rate of MACE (P =
0.017). The main differences between the two groups were ischemic stroke (P=0.009), cardiac death (P =0.046)
and non-fatal myocardial infarction (MI) (P =0.044). Conclusion  Elevated Hey levels were independently
associated with an increased risk of MACE in non-valvular AF patients with low CHA2DS2-VASc scores after coronary

artery stent implantation, and to receive anticoagulant may be effective.
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SeE O | IR B A T A — RGN AR G, A
1EH Hey /KN 5 ~ 10 pmol/L, IEF 5B R Ifil Hey
A 15 p,rnol/L“: , Hey #3d 1IE % L FRBUFR N &=
) L B R AT ( HHey ) | 2SI BKHRERE AL Y FE K2
PRI 2, A2 2y Jok ot A4 0 R 5 Jk it A4 1) 28l 57 i By R
1 W R W HHey 5500 14 9200 S E A 60T
e AR P 0 5 B 8 5 e bR 3l ok e 9 8 LA o0 D B
BRE T >20% B B G 1A IR Sk, i
ARSIk 9 0 L2 28 7 S bR 3l ik S BEAE AR ( per-
cutaneous transluminal coronary intervention, PCI) #ll
OB IEAE XGNP B BT EE R W 35 B 1 X
B, BB E YU T B, U I
IR b UL A R AR A O 55 B8] ( non-valvular atrial fi-
brillation , NVAF ) ff flt IfiL 1 A< o () i B 386 Jm 4 ~ 5
f51) . TIFFE 3 W ] ) G PR e — o R R A7 PR Bt
TRV ] 17 FH i 2 AT S 4 P A T B - 0 L
MHBE , (EE T A v 7 A AR pidE 25, FE R i
FERH CHA2DS2-VASe WA A PPAl A XU . HL
CHA2DS2-VASe P43 =2 #IA KA ke ZE AU, I
HEFEM 10 AR e 25 T AT B, MiiF43 0 ~ 1
SRR ZE XU, B AT R B FIRIT T BAGR
—  RIAARIEZ PR Y) ez —Fhhike sy —Fh
Py, HJE X 2 A B R[] B ] 9 i A v XL
ﬁm o REFE Meta ﬁ‘*ﬁﬁﬂ? HHcy E'E‘m%%ﬁfﬁ
5 AL FE I A BT Sl ke R Bt AT B

Rtk , %FF HHey % H CHA2DS2-VASc W41
<1 B NVAF-PCI # , 2 JL BEIR JT ] BE I IR 3K 45
K, WS G 143 NVAF-PCI 3% HHey FE1K
CHA2DS2-VASe P44 32 BURBL Il MRIHYT I H il
JG 53T o

1 ABFFE

1.1 MR3%
KAREZE - L& EHEFRT, AN HE
SRWER(AEFTEARBRELERE NE
Fho BAER.ZXAER) N1 51 HZFE
2017 4 12 H ¥ W NVAF H AT PCI R 5 H [ ot 4
TR NG T EREE, AT RIBEX
Rk B IR E R TR W XA, KR AN
NG BB, KRNI B R AL B A
B AKF 4 A A B4 (n=1 135, Hey<15 pmol/L) Fu
HHcy 41 (n=553,Hecy=15 pmol/L) ,
1.2 D EEBNS iR E
NEFHERAE. % -0 FRFLE QEE K

FAE OREEAE, CFEIAHCEEHRE: (1)
kS R RR A A AN (2) e B E P
W K, R Z DL AL B B B s K (f ) 5 (3)
QRS B JE 7 %, & 55 B sh £ N\ B B s 1 B 1 1
R B ARAE G B ICD-9-CM 45 4 5 1
1.3 HRHEE

RPN Z A T F TR BRI N
g Hey A E N BRI R ( glomerular filtration
rate, GFR) |78 i fLJE | & o JE K R 38 300 ) % 5B
(heart failure, HF ) , 37 3] 5 2 % 2 M §F &k &
( chronic obstructive pulmonary disease, COPD) #  ##
JRR 2R B M N Sk i & 1E (transient ischemic
attack , TIA) £ & H e B 25 4 36 97 15 L,
1.4 CHA2DS2-VASc if45

AR S WS B BEAT E AR
ke B, Gt CHADS2 iF 40, 0 ) 35
EmiE FH=T5 8 BRERREN 1 A, FPREY
e B R E S A AR R RN 2 o, B 6 4
CHA2DS2-VASc iF 4 & CHADS2 iF oty Ft o b
FW=T5 Fh 1 pE N2 4, T L E K.
FH 65 ~74 BRES| (LE)3ANMBEEE, EH 1
2, R mE 9 4,
1.5 FELESZH

THEARFEHEZEET RO ME FH (major
adverse cardiovascular events, MACE) By & 4 , & 4% &
o e A o A TR BE T 3R BOBE MG ALAE B AR R 2
PriiiE EE, BRI 1, e gk
MRI 5t CT 5 3| 7,
1.6 ZitZEHHm

Pt Giit 2047 4 % B SPSS19. 0, 3T 3% KL
M ET, BB RA R R, TE R
(EEA A7) A (ws) 7, 1B HR (RS 247) U
WAL A A LBk o & i % R A Kaplan-
Meier 3=, 23 #H4E L P<0.05 ¥ Z B H &K it *

2 & R

2.1 TWAERLERMEE

Pra B 3L 1 756 ), B I 52 SUBC P AL
INHRIBST MBTTZ5258)  ACET K B 32 AR BH i 771 45 24
Yy, HohBeu e T 25 #3861 731 B9 ABESE, F-
PR 62.5+9.5 %, B4 75% K vi 1 4F,43 il
Vio B4 1688 fl, FELWRIILE 1,

HHey 21 553 i, %FHE4H 1 135 fil . P4 O
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J1RE R N 170 4] (10.1% ), & 05 Il 5E 141 4
(7.9% ) fEwE I % 348 1] (20.6% ) , 5% M4 L
3, HHey 20 H Fi WM & H v, TR & H IR
R R ) AF S B e 2k A R W RO L v IR L )
B IMLAE 0 J) 50 BEAE A TR sl TIA i s B /N ERUE
W REN TG R ER

x1. RABREELRANLR

Table 1. Baseline characteristics of patients with or without
HHcy

X HRZH HHecy 4

e (n=1135)  (n=553) P
HIE () 60+7.7 63+7.9 0.17
B[ BI(%) ] 840(74.0)  409(74.0)  0.065
BMI(kg/m?) 2545 267 0. 067
WA [ B (% ) ]

o 374(32.9)  132(23.9) 0.033

VLT 397(35.0)  177(32.0) 0.182

H iy 364(32.1)  244(44.1) 0.036
L% ) ] 238(21.0)  110(19.9) 0.991
fei IR MLE [ 51 (% ) ] 91(8.0) 50(9.0)  0.904
TERIE B (%) ] 124(10.9) 66(11.9)  0.986
D HEE[H(% ) ] 115(10.1) 55(9.9)  0.877
BEAAEH TIA (% ) ] 0 0 -
GFR(mL/min) 8314 8515 0.357
Hey ( pmol/L) 8.7£2.0 16.246.5  <0.001

2.2 TFiZH MACE B4R

Bfiii 1 4F, HHey 20 MACE {4583 FRZH 5 (P
=0.017) , B Bk P2 h (P =0.009) | .0 K PE5E
T2(P=0.046) JAESSEHE L NIFESE (P =0.044) 1)
KERBERAEREN(E2),

£ 2. FEREY 1 £ MACE EH4MELEB[61(% ) ]
Table 2. Clinical events duringthe 1-year follow-up(cases(% ))

MACE (an' ?%?3) (Prlfsysiﬂ) P
St P A 7(0.61) 12(2.17)  0.009
SR 7(0.61) 4(0.72)  0.178
L RPESET 3(0.26) 2(0.36)  0.046
JELHE ST 4(0.35) 2(0.36)  0.129
IR EIW 1] 11(0.95) 8(1.45)  0.044
FERIkIZEEREA  12(1.04) 6(1.08)  0.217
&t 37(3.21)  30(5.42) 0.017

2.3 HHcy 5 CHA2DS2-VASc 4

CHA2DS2-VASc=0 5 1 i E KLk HHey Y
BH I MACE S AR TXEA . H Ka-
plan-Meier 4387 2 7~ , 5 %5 B2 AH L 4%, HHey 413
MACE W RAEHRBET = (P=0.017, 8 1), #2758
HHey i 31k CHA2DS2-VASe ¥4 NVAF ¥
A MACE &A%, 1 AERE V245 1 & B0, B4 4k HHey
ZH I il PR A v Y AR R B TR R (P =
0.009) , $#2/RH 2 Hey /K F MK CHA2DS2-VASe
P53 NVAF SE B A b i sisr fabe R . i —
LW, U HAE CHA2DS2-VASe =1 B4 , 3
2k HHey 20 iR v i) e A 58 0 Gk 1 0 B2
(OR=4.534,%3), 7£ CHA2DSc-VASc=1 A4 ,
FZE HHey 41 MACE 19 & A= % A0 B f iy T X B4
(OR=2.718) (#£4),

Kapla-Meier4£ 77 #h ¢
—I1 Hey<15 umol/L4A
—I 1 Hey=15 pmol/L4A

k% £ MACE(%)
] 8

o)
[&)]
T

Log-rank#&38 P=0.017

801
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B 1. AKX %4 MACE By Kaplan-Meier 43 47
Figure 1. The MACE-free survival by Kaplan-Meier analysis
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between the patient groups

3 4 i

HHey 2 5k .U 95 1 i 1L 45 8 9o 19 2l 7. fes s PR
U Hey 50 & W35 IEARSE, Bl Hey
FHE 2.5 pmol/ L I LR Y KR TH5 109% 7 45
R, A1 Hey<9 pmol/L /Y 883 LA, Hey >20
pmol/ L 1Y £ 25 HLO LA B8 K 25 v XSS 14 L 181 - v
9 51", [N AW W] HHey 5 200 iR 3 ik
SEAERG N R AL T 2 EA

A3 CHA2DS2-VASe scores=0 B 1 i NVAF
1:5% DES 85 1 688 liIlG RGORL, 247 11 Be 42232 WU
P/ IMGAYT RIS 1 4F, AR R,
%P MACE 5 F7E HHey @415 T X% BE4H | 76 A B
FEH R B HHey 2338 i1 CHA2DS2-VASc scores=0
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& 3. A[E CHA2DS2-VASc ¥4 82& HHey SHtmEZERRX R
Table 3. Hyperhomocysteinemia and risk of ischemic stroke in patients with different CHA2DS2-VASc scores
Iy n B ML PEAE OR 95% CI P
04y 912 X IR 0.70% (4/578)

HHey 4 1.79% (6/334) 2.392 1.053 ~4.734 0.040
1% 776 pogiizEa:| 0.72% (4/557)

HHey 4 2.28% (5/219) 4.534 1.018 ~8.923 0.026
F 4. 7[F CHA2DS2-VASc T4 823 HHcy 5 MACE X &
Table 4. Hyperhomocysteinemia and risk of MACE in patients with different CHA2DS2-VASc scores
iy n MACE OR 95% CI P
0% 912 papiizEac| 2.94% (17/578)

HHey 4 4.79% (16/334) 2.573 1.008 ~5.236 0.023
15 776 X 21 3.23% (18/557)

HHey 41 7.76% (16/219) 2.718 1.015~5.133 0.016

B¢ 1 1 NVAF 17 PCI B35 ) MACE XU, /&45 HHey
5 AF MRS R RN (HJ2 R 250508 ] Hey
Hh R T g A e U9 | ke LA S v R R R Ik L A 1) Ak
SESE R P E (R R e H A B AOR
AHSCHLHI A LRI 8 B, Hey 5 405 L AL R
P N T AR A R G T X e P R FR [ 5 AF
FAEAE IR i A2 A9 B i HL Hey 5 & i
PN R A 0 ol — S A SRR TR 2 A, T 0 A RE Y
By ), S0l ko A T L R K i A 4 1Y
KA.

ZIE WAEAR S B0 58 2 B Hey 15 3l ko A i
RIS B IEAHDE A ARG 1 6 AN 33X 2805748 ] 3
LA B A LR B, X S E 4 S5 A B 5T 4
— 3, HRR W Hey TR Mo AR ALt ), AHF
FE W HHey 410935470 = 0 iR 4L, 55 S0kt
WFoE—3, XK IHE/R HHey A] REAE B4R L b B
B B AR KU R 1) — N BRI, Hey 7K Bl AR 6%
BE I  fn , &6 40 9 P F 240 R 4R R B12 1)
SR BTN, PR L S A R SR 2 B A
ENR B IRER T R

A 5T 45 A & B L 2R Hey /K OF 2 K
CHA2DS2-VASc P43 NVAF 8 2 Bl 1fi e A o il JXUR:
W, [RIRERYZE SRAE Marcucei BFFEA ZBL) . 16
AHFFE H, HE— 25 XA A I CHA2DS2-VASe # #E17
W9E & L, 5 CHA2DS2-VASe =0 # %8, CHA2DS2-
VASc=1 ¥ MACE F4 19 % 4 8 &, 478 HHey
H CHA2DS2-VASc=1 ) NVAF H & HA0 55K 4
REMIFFEHR L5, R, O b5 B gl 3

Jnze XU, H T CHA2DS2-VASe $F43 & —A k)
LR TN NVAF S S il A v i) — A48
R & HA v B 3000 XU 9 1 B T (0. 549 ~
0.638) 2 AW FT BB M A T R0 18 A rh XU
{HJ& CHA2DS2-VASc PP AR B B 3, i1 -4k —
R XT3 b &2 2 18 TE B T e 0N i, AR
W& NVAF-PCL & 4 HHey BRI CHA2DS2-
VASe P, H MACE XU , JoH &g i A<
R AUS: S T R, B ik 2R R ez B eI R T v R
IRk K, HE— 50T ZEE S I R ES =)

AWFFEHER E Hey KR NVAF-PCI B3 1)
MACE XU , R4 H CHA2DS2-VASe PEAM A%, 7
WFFE R (1) B B 2 AT A0 R BR % 5 (2)
HLIEBE DA BE AT 50 B B LAY = 2 BERE A7 AE &2
MR R . P, HHey B[R] K7 & 5 5 MACE
14 KU LA AR ST 5 B — 25 2 rhts KPR
EPER ST
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