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[(# E] HEY MHAIRANSE (visfatin) K-F 585 &0 ST H 3 S5 S PR R (STEML) & 54 R LT X A LA
FEM, BN BEFHOABETRS T2 RR S hEFH4(MACE) MR AR X, 3 ad 2 K BRI IRA
A&7 (PPCI)STEMI %% © G313 (AF) 89X £ & ik 604 445 PPCI & /7 49 STEMI B F AN, &7
ELISA &% K37 e 3¢ Mg 2ok . M7 1 4 32 F AR5 AF & MACE X A & JFodr e NigEAKTFL5 MACE. #4
AF Z R4, 5R 604 1 B #E AF 2 41(6.95%) , 5AJE K AF BEAk #14 AF &% 1 F MACE £ 4
I3 (45.24% %% 19.57% ,P<0.05) , stobh, 5 AKAK-F W& (<145 pg/L) & F Ak, o 2 ZK-F WIS & (>14.5
peg/L) BE A £ 56 MACE & 4 F(31.02% M 9.56% ,P<0.001) F=#7 £ AF % (10.24% ¥k 2.94% ,P<0.001) , % B % Cox
R w JaAER AT 7, e 32 W I KT 24 PPCL RJB 1 SF#74 AF 692 500 B & (HR 1.51,95%Cl 1.03~2.23,P=
0.021), £5i€ £47 PPCI 4 STEMI &%, fe ¢ W5 HK-F 5185 MACE 6495 A K % 544 AF R 2 B4R,
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[ ABSTRACT ] Aim  Circulating visfatin levels has reflected the long-term survival in patients with ST-elevation my-
ocardial infarction (STEMI). It postulated that higher visfatin would be linked to increased risk for atrial fibrillation ( AF)
and major adverse cardiovascular events (MACE) in patients with STEMI treated with primary percutaneous coronary inter-
vention ( PPCI). Methods 604 patients with acute STEMI underwent the PPCI were enrolled in the study. ELISA
was used to measure plasma visfatin concentrations. One-year MACE and adverse events were compared between patients
with and without new-onset AF after PPCI, and statistical analysis was used to respectively analyze the relationship between
plasma visfatin level and MACE, plasma visfatin level and new-onset AF. Results  From statistical data we learned
that 42 of these patients had the new-onset AF (6.95% ). The incidence rate of MACE in patients with new-onset AF was
higher than patients without AF after PPCI within one year (45.24% vs 19.57% , P<0.05). Moreover, compared with pa-
tients with low plasma visfatin levels ( <14.5 pwg/L), the patients with higher plasma visfatin levels (>14.5 pg/L) had
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high rates of MACE (31.02% vs 9.56% , P<0.001) and new-onset AF (10.24% vs 2.94% , P<0.001). The multivariate

Cox hazard regression model revealed that the plasma visfatin level was an independent predictor for occurrence of new-onset
AF after PPCI one year (hazard ratio (HR) was 1.51, and 95% confidence interval ( CI) was 1.03 to 2.23, P=0.021).

Conclusion Plasma visfatin levels have a positive correlation with the incidence rate of new-onset AF and connection with

MACE in patients with acute STEMI treated with PPCI.

ARSI JEVL, Bl Bk ok AR AL (atherosclerosis, As) B
HIE -5 340E ST Bedams BLOIUAEFE ( ST-segment el-
evation myocardial infarction, STEMI) f%) A& A= Fll /& & ik
PP B OCEE M | T S AEbR A5
C JZ W 25 1 (high sensitivity C-reactive protein, hs-
CRP) ZKFFIF A R 6 (interleukin-6, 1L-6) 7K
AR As' B RUR R I L ZEA Y i, 10 5 2
AR ML 4 (major adverse cardiovascular events,
MACE ) i & A= BAT S AR OGHE I FL 200 s 0 2
(atrial fibrillation, AF) %&2EFIE AR EGER 2,
Lancet [EHFTEE T AF FERIG IR b WA
ORI R R As Ji B R B EAHDC, i 1l i
FIIMBHE I MACE A A5 A BRI, HHT
W ARTE AW As KA 5 & e At fe , e in e
W STEMI K AE SR & AF R A 383 T4 BRI
WA T B BB A T R RORTRSE KT STEMT & AR
JEHTA AF RAERTATRE, R MLAES STEMI A0 %
DIAHSG, fe i AT 5 o 2 3R B, IS I 400 i I 1~ RE ke 2E
As I HEY B R AR 32 BIANTE 244 19 I, ] 52 STE-
MY i L R A0 AT A 14 g D 40 R o FES e
PRI ZUIAE RIS Inmisg in, JF HAESLRR AT h 2
TESAAPE RIEFLOMERRE S

PR (visfatin) 72— B 401 4R 7% 15 9 4 1
(pre-B cell colony-enhancing factor, PBEF) , ZENH F| 3l
YIRS  IERR  h=A= Y g vk e A I |
MOBERR 5 1R N AIEFE I, MR 28 T 5 5 B 2
JRIRRERFIINLAS A B DIRE L , M IR SE R Bz AR,
HIl s R SRR ERE AL B A 2T AR AT R
BIGEAEI 3K K T 15 STEMI SR s
S I FLRERISERIE 1 AR A i K- R gt
PEANIL R 740 hs-CRP ZREIEAHSE S, I, MR
TR AL A A XU PP rhoke . Xl s
T NNRRREG AL HEIEIR h ZFh S M BRSO, T
SEyE PRI AR S T, SCRTHEIN AF I MACE &
ARRTREME T PR FRATTAE I i e b P AR K
Thimi& STEMI 84 28 B iR 3 ik AR 7 (primary
percutaneous coronary intervention, PPCI) R J5# % AF
A7 fERS N R 9 H 5 MACE BI& A4 56, FRATTHYAF
FEATRESE/RIEER AT IRy STEMI 83 PPCT A BT

K AF BITTER T,

1 BBFFE

1.1 HFRXFKFTXR

BHRKET 20124 1 AZE 2015 45 4 A TH4
KEFWE S — EBA 4 8 A F M8 ERAT PPCL A
By STEMI B3, WA T AFWaEREE, 2K
8] 12 h Py STEMI £ 4, & % T I 5 AR & A
e B B T B AEE SRR L B AT R B ki
YRE FAXREINENEFTEEZ LY E R
. 3 %2 (Boston Scientific Corporation, Natick, Massa-
chusetts ) S AHE By R A A LR (REEFTAF, L
) EXXEMNREH, BT LA E (70~
100 U/kg) , 4 +F 7% At ¢ o B 8] (activated clotting
time, ACT)250~300 s, %t & K & 30 X .6 N H #2 1
SEAERATEN T FHATIR R, B F R0k A
B 1K 5T & 48 2% (body mass index, BMI) (4% M 7 |
N i B (CVD) Kk & 8 B 8 RO S A B
FE, M= AR XH#ATEE, FELFEITY
VRN R S R RN = R TN

N AR B OME L ALAE ST BT R R 2012 4R
ESC/AHA/ACC/WHF B 4 #| 7€ # % BILAE 3% 7 W A
B MA AR AT, AT TE 9 8ot
By b s S A By B ot ME B R, FF 42 4 3T 20 min, FPE
AOHEERANSTRG R EHBH(ERR B &)
PR R FE M Q KR KK (IE B B S ALAE B
H,ST B R ULAE ) BAWw AT RAN
REBAAT LRGN T R, TROEEF
W45 BT B, FAE 10~30 min A 2,

FEHRAE. AXAHF R Z A KB AR
BHWMEE AR, FEERA KB BESD W
BRI, 0BT FH AF R Y,

AF F SUH P OH &, 0 B th v B AF BT R
% RR E 43 AN, BAE T AT AF 7 3,
{E4£ PPCI K J& & B B B T =1 5K AF B &
HW KKy # K AFY
1.2 £ IERENEERKFRN

AT PPCI AR T & 2 fk i Ab ) 22 B i 4 ( fasting
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FBG), % 2 & B (total cholesterol
TC) , H i = B ( triglyceride, TG) , 1K % & g & & 2
[ B (low density lipoprotein cholesterol, LDLC) , &
% HE JF & A JE E B (high density lipoprotein
cholesterol, HDLC) ,hs-CRP Fa## ft. f1 41 & | (glyco—
sylated hemoglobin, HbAlc) , i3 i A & AT 3# it
Bl B 9% R B 7 3% (ELISA , Biosource International ,
USA) LA 602 ng/L By RGZ M 7€, B A W8 1F 3 ™
LB AER YA B HAT, LRHRA X TR
HAT, ARBETHEAFALHARREEZ R 2
Wy BT B A i OF BB S itk U R, OF
HemrEEEE,
1.3 #R#x
KRN MACE %56 K £, A AT &HER
T, EBZRHLE R W E LS INAE R (recurrent
myocardial infarction, re-MI) 2 B &k ¥ 47 ¥ )7 & i1 &
B4 Jfi 35 22 2 ( clinically driven target lesion revascular-
ization, TLR) ( 3 %8 W 3T 3% A1 3% 3% 77 ] =5 mm ) |, 2,
FHEF, re-MIE XA W K 7 A & & M o fE iRk An
N e P BT B ot 2R ST ML R OF R LR
W B [F] T B% ( creatinine kinase MB isoenzyme, CK-
MB) s # BE AL E A TR E ML ER G HE LR
P B b B B N B S0% M BB R,
B—# B AF R A, AF IRFIETUT
JUANT7 T B AL i O R W T AT R
B, YA AF; B R b T T Ok o
B R TF AR ER, b A
EAREELTT AF DB TDHARETT AF
Wi H B EREE R R EAH K AF S,
14 SEitEAETTE
i SBAE DL wes SR AL B (9 L E IR BE ) KR
BAE IE A A7 iR Student’s ¢ B 30 #EAT L8, B U
% Kl Wilcoxon # At g #AT 8, 2 K B L E 2
bk w, AR X RRFTER, #TERENS
B % B V3 247 LA 4 9 fle % 5 STEMI & 3 %7 X AF
P 2 8] Wy % % B B D8] 1 BOAE HEAT R U7 &
A1, 1# | Kaplan-Meier 77 3% 1 %t %% £k A6 36 i 1F 71 f&
Gt A A SPSS B 18()(SPSS Inc. (nncago,n-
#4T, P<0.05 = FA Git ¥

blood glucose,

linois ) %

2 & B

2.1 SEENELFEMER
AR A B i 26— 2 e M v e R A — R e

A4 STEMI 17 PPCI &35 3L 604 1], 3F-iE47 1 4EB T
JEk T & AF SR LA AF BB AR AR BIE T L
BM(E1), EAHANEBETH 42 11(6.95%) PPCL )5
Bk AF, 5 PPCl JaR &4 AF B F AL, PPCL 5
Bk AF B K b B A 5 KF hs-CRP | FBG,
HbAlc FIPNEE, I ELIEAE A PRI | s I He s
JE MAE S HAT GE 12422 5% (P<0.05) ;5 PPCI AR5 #
ZH[A] TIMI 3 G ifi 37 LAl Jo g8 112 25 5, O B4
AR T SR ER IR IETT , LA B AR H i Boston 3748 K
SR SANEIT NS 2R (P>0.05,% 1),

R 1. PPCI ik AF 5 AF 2&IGK. %
LR ERELRILR

Table 1. Comparison of clinical, angiographic and laboratory

iE R FAE X

findings between new onset AF and non-AF patients
after PPCI

. ok AF 4 T AF 4
i (n=42) (n=562)
@ﬂi@(%‘) 59.00 + 13.52 60.90 = 11.92

M il (%) ] 34(80.95) 477(84.87)
ﬂfﬁ%ﬁ[ (%) ] 14(33.33)° 90(16.01)
ML B (%) ] 28(66.67) " 288(51.24)
g [ (%) ] 21(50.00)* 225(40.04)

s 26.40 26.62

BMI(kg/m?)

(24.22~29.84)  (24.53~30.01)

FBG (' mmol/L) 5.91(5.02~8.32)* 5.31(3.68~7.59)

HbAlc(%) 6.72+1.37* 6.14+1.29
176.97 176.23
R (a) (mmol/L) (101.17~291.26) (91.58~411.12)
TC( mmol/L) 4.94+1.19 4.45+1.01
TG ( mmol/L) 1.96+1.15 1.61£0.96
LDLC( mmol/L) 3.12+1.19 2.67+1.12
HDLC ( mmol/L) 0.76+0.19 0.92+0.22
#HHEEE A(mmol/L) 0.99+0.19 1.08+0.22
FNEH 1 B(mmol/L) 0.85+0.28 0.83+0.18
1.76 1.38
hs-CRP (mmol/L) (1.14~3.12)*  (1.07~2.87)
24.70 18.62
W (/L) (11.91~33.82)"  (9.81~27.62)
BEA WIS 4 (%) ] 4(9.52) 56(9.96)
=2 ERBPKIE [ H(%) ] 17(40.47) 232(41.28)
TR TREA A (%) ] 3(7.14) 29(5.16)
LR TIMI iR 0/ 1 Bl(%) ] 30(71.42) 400(71.17)
AJG TIMI 3 i i [ B %) ] 40(95.23) 548(97.50)
eI SRR [ (%) ] 16(38.09) 215(38.25)
2 RS AR 6] (%) ] 6(14.28) 90(16.01)
AR BN RF AR [ 1 ( %) ] 19(45.23) 253(45.01)
EETRAEHI(%) ] 1(2.38) 9(1.60)
SFAETRIRIT [ 1 %) ] 20(47.61) 285(50.71)
PR EEIRIT [ (%) ] 22(52.38) 277(49.28)
Boston SZZ2[ 5] ( %) ] 12(28.57) 163(29.00)
SRR H(%) ] 30(71.43) 399(71.00)

a iy P<0.05,57C AF 4iAHLL,
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2.2 FiK AF BE MACE Z&ETER
FATX PPCIJG#i & AF 85 A &4 AF Bt
7 1AERIGRBE DT IR FeIT R B, SR & E AF

R2.PPCI5#ik AF BES5T AF 2EMIT 1 EWHRKRER

BEMI, HE AF BE 1VAEN A FHFEYE FET .
AR EE MACE KAEREE TS, ERAGIT¥E X
(2K 1),

Table 2. One-year clinical outcomes in patients with and without new-onset atrial fibrillation after PPCI

A AF[B(%) ]
A HR(95%ClI) P1{E
Z(n=42) (n=562)

FEARCIMAE S 19(45.23) 110(19.57) 2.16(1.01~4.67) 0.039
AU 8(19.04) 50(8.89) 3.52(1.22~10.2) 0.020
T 6(14.28) 31(5.51) 4.32(1.20~15.52) 0.026
e 5(11.90) 29(5.16) 5.17(1.38~19.39) 0.044

A B
50 ——#RAF o5
@ 45.2370 1 %ﬁ&AF
F 40 % 20f 19.04%
P &
i{éﬂ 30t E( 151
1
2 EAE 5 | L FAF
® 20} 1957% g 19 8.89%
K [
HM 10} 5r
HH
0 , f 0 I I J
0 18 68 12A 0 18 68 128
c D
—— F&AF
151 14.28% 151 o sEAF
11.90%
~ 10 ~ 10}
& &
[ 1 H
R 5 5135AF R — TAF
5 e 5- 5.16%
0 1 1 J 0 _,I_’_ 1 J
0 18 64 12A 0 18 68 12A8
1. Kaplan Meier B2k BR3TH & AF FA% AF BEMIF 1 FEERAROMBEG X ERWLLE FERROMEHEE

AR (A) BLE AL NURESE(B) BET-(C) MAH (D),

Figure 1. Kaplan-Meier curves showed cumulative event rates of ischemic and bleeding outcomes through 1 year according to

the presence or absence of new-onset AF

23 HWEEHEKTES AF REXKH MACE £ £ X

R E Hung 20 B HE , 24 1K A R K F >
14.5 pe/L HI T2 W STEMI I, UMK 70.2% , e
SR 53.9%, L, AT 14.5 pe/L IR R
KFAERXSrm IR R (>14.5 pg/L) AR NIE R
(<14.5 pg/L) WPRUE, FF40 R 85 0 4L, AR

WM, BN R AR EA B EE RN,
PR IUREFE B 2 45 MACE &4 3% BT & AF
MRESE 1, ZE R AR R (K 3),
2.4 BEZE Cox NEEAEE SHTHFHE AF BTN
HF

PPCI RJGBEDT 1 4R LB, X & AF KA FH
A AT PUTR H FALHE I RR R | i PR 9
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hs-CRP , 23 A G i E X (F£4),

F3. MEANBEKES AF XERK S MACE X 4+ EH
B

Table 3. Relationship between plasma visfatin level and risk
of AF or incidence of MACE

FNIEEH IRMIRR4A

AP (>14.5 pg/L) (<14.5 pg/L)

(n=332) (n=272)
Bk AF[H(%) ] 34(10.24)" 8(2.94)
MACE[ fil (%) ] 103(31.02)" 26(9.56)
TR ONAEZEL B (%) ] 42(12.65)" 16(5.88)
FET[B1(%) ] 32 (9.63)" 5(1.83)
B[ (%) ] 29 (8.73)" 5 (1.83)

a h P<0.05, SRA IR,

& 4. Cox MFAS L AF BTN EF
Table 4. Cox regression analysis for predictors of new-

onset AF

Ay & 1F HR(95%CI) P1E

RliEES 1.51(1.03~2.23) 0.021

e IR 1.04(1.00~1.07) 0.044

IR 1.47(1.04~2.07) 0.042

hs-CRP 1.71(1.17~2.49) 0.049
3 3 ik

Fead F2 B LA4E v, KR A 5 4 v A B i 4
JH PR -7 Bl Bk o R s A0 I A8 8 05 kR v A IR AE
PER . PIBR BB N J&— Flogr B A i 5 187, &
B LB R AR BRI, IR TS A R Rl AT
UL R, AR ZE T T LUIELZR As R /b
O A T 1 S AT T I, A HE 5 O S
604 5] STEMI (8.3 , B 76 PEAH I 2% v Y I K- 78
STEMI % PPCI RJGHi & AF R KX AF &A= (1) i
MIVER , DA W% 5 MACE B4 CHnlfgtE, 4
WFoE B RAT . OBEVT 1| 45, PPCL G #HT & AF
A 3R MACE & 4E % QIR R AKF =K
5 PPCI RJG 1 4F MACE KA X FR ;@ mKFH
BEZJE PPCI RJ5 1 4EHr & AF )58 200k 57 70 i
AT,
3.1 STEMI 2FiZH#FHA AF BTN EF

AL 5T RS, 2wk 3 k28 A1 (acute
coronary syndrome , ACS) f8 & T & AF %8 2.3%
~219% ") 1 STEMI (4% & ACS & T #H &
AF R BEAR . FERATAESE F , STEMI &

Bk AF 24 6.95% , 5 E MY FA —5, &
WF5E R & BN G E | hs-CRP | 5 I 75 52 FUBE PR %
HJE PPCI RJS AF KA A0S 150 A, iX 55 Rene
U A AR, A SR A AL IRIE R S
Bk AF MBI R, WAy stk sh Bk A/ sk 22w R S
ARSI 2 ST I REAN 2 AR EEEA T
b/ Ma 031570 259 B, LR TRL B 25 900 )2 32
PR I R REAE A DR 5T T s i B 35 25 e, i)
RESZMIIE R R LA 2S5 STEMI Il iz #1245 Hr
K AF MR A G B ana] e o) H R B 08 52 i il iz
FA, A AT s P STEMI Il 8 & # )5 3 &
AF (R AT Bt — 20T
3.2 PPCIRIFEEMAE AF 5 MACE ZEVIHHX

ARBFFERETT 1 4F JB 1 STEMI % PPCI RJ5
Bk AF BERR R, ZBUHT & AF B35 1 4 MACE
KA &, A EA & RO S
ToRIAS p R A e X g AR PPCT AR5 B &
AF Xt STEMI B im WA A WEA R, A
R, RATEA WL TH & AF 41 CHADS2-
VASc Fl HAS-BLED ¥4 RO £ Hs . 1M axX £8 25040 7]
H Bh TV T AL R X A TR R 5 R
3.3 HMEZES5#HE AF HHEXME

Jg I PR 8 28 B 0N Sk 2 O I 98 95 1) XU e
EYIRN AF KA BT AR BN FE BR A wE  i
PR F 7K - 5 80 7™ B0 I 5 485 R AT O, AL 45 e
0 SRR T A R T R E AR
Sy —FE R I PR 7, S B PN AR A 5 AN R
THERT 40, IF 491 DNEIERA M, RN
52 kDa ZJIK, i3t 19 4~ B L MAAI 13 4> o 12HETE
A GR35, - EL A 1 AR T e 0 T T A2 A A 1l
PR Ak Ry MR TG e PAAZ R 15 1, Al B R A AR
PAL LA 5 Jie i M e — % H IR (NAD™ ) 1Y & i, JF
S5 2 RAE R T & 8 K 2 Fh 2l i A AL 8 TR
R AR IR OB IE R A AT LA G g8 4 i
EL g ™= A, v] 5 Z B & 6E L F 0 TNF-a, IL1-B
FIL-6 77 A= PR RV FH , 2 i 32F - T UL 40 A 5 5
FF 0 S IG5 P R 200 6L S e UL 20 L ) AR M ERBE 5
K SNk oR e BEHLAE 24 K i A2 TE B, T30 ACS FH A1
KDY FE B JLAE T IR R — E A & B
KRR AL BES ARG S FIE 240 RS 5 X
STEMI 3t J& () — AN ekt 3R 7Y ) STEMI i S50
BRGS0 R 48 (RAAS) 975 Ak, fh ™
A Bk R T sE T 8OH & AF 7=, 6K
RN L RN IR 2R K- 5 RAAS T b2 8] 5 1E
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FHIEEP R N 22 RAAS J6 L0 R W75 5,
AN, Takebayashi 254 #5571 P IS 5 560K 3 ik
Pk Rl it i 2 ARG BN AR R 5 N 2 U BE
ZWAE S, AF BE N YIRE I A2, IRl R
B hs-CRP™ ) Mk #6285 LR ATHEM , 4 g
EIKF-5 AF B kAR IEMHSE, 7ERITE 5T B
ik B, EAKCE N IR R B b, AF KA R
10.24% ARAKE IR E 4 AF ZA %N 2.94%, 1L
KK FHIERBHAE &SN MACE A%, XY
DARTAHRAE 25 A5 A7 It IR AT7E 1 3% PR oK
PRk S5 HA& AF ZHEMXERAEH T DM
WA

AF 500 1 B B0 BB A A 56, i RS b
PRI FMNSE hs-CRP /KPS 3] AT AF 1) %
Ao TERATHIBESE T, Cox [BIH AT 45 5 5 Z B iy
HRABAAAF , 5 a0 O BE PR T RN 2% hs-CRP 7K
P& STEMI 855 PPCI R J5 % & AF 7 57 Tt Al
R, DMEM S HGE, 163 P m K E N IR R S s
FE BB RS AR 2 i AH 56O L4550 2 37 F s P
FIPEIR hs-CRP /K55 S EAH ) Wk, 3
MBI E R 58 & AF B IEAR M, AT/ 52
I as RS

ARSI STEMI & PPCI RJ5 1 & AF 19
AN RN, 5t AR 3 ik 78 B A K It iz EE e R T
WA, mAKTPNRRR B K EH A AF 1 L)
B, It HPE KA RVER, S8 PPCI AR5 1 4F
WA RIG R, BT IHE T 7 2004 1 X o Fn
I STEMI 35 PPCI AR J5 = L 3K N IR 2 K1, I 48
R R F TR AR T, B R AT TR ke A TR
TS, PRI STEMI B3 PPCI RJ5Hi & AF 1
A X AT o i A A R A e R R

A Ry B TE T O BA &4 Be 91 18] Fn/
s BESE AF B U ] R 22 ] 1445 S, Bk
WAVIIENG AR 50 W R M s R 2, A RETE IR 45
FIRCR . @ BEARIRATA X T /MIE T K
HAAR N PEEHE R FRATB A OC T AR I P B8 11 Al
PUEEIR YT A A B
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