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TE D155 G2 AR SME IR TR 3 Bk 55 B8 A2 A A ( OP-
CABG) 5&.02 ( CHD) fBE N WF 5% X 42, 7R HiAS U 41 ) i
CDI6 " Bl i, B 15 2 4, DL & AR 220K /o0 %8 45 14
( MACE) MWL 5, 374k CD16 ™ BAA% 4 fd % CHD f 2
OPCABG AR5 U5 19 B A {H. MACE 24 CD16 " BA% 41 fifd
i L3RI (P <0.001) ; =5 CD16 " Sl 4 i 20 MACE & A= 3¢
B T R ZH (P < 0. 001) 5 A5 55O 1L 45 95 99k e 5 [X]
HIBIEJT , Cox Fh A7) XG55 Y 43 B 3¢ B CD16 * B A% 41 i 2
CHD 3% OPCABG AR5 &4 MACE {yliSr fEfG R 2 ( HR =

1.071,95% CI: 1. 040 ~ 1. 104, P <0.001) ; ROC Hi4k T i i1
7 0.786(95% CI: 0. 687 ~ 0. 884, P <0.001) , 4% #% Wi {8
41.9% , RAELEE 70. 8% , 47 5 78. 6% . CD16 ™+ BAZ 41 ffy B
AT CHD 3% OPCABG A7 MACE [ #i{H
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)Y BAAZ 2 Jf ( CD14 " CD16 ") 3% £ 5 CHD 3%
TR B0 04 354 ( major adverse cardiovascular e—
vents, MACE) B o %WFSE B4 CD16*
FARZ A X A2 AR ARSI A S AR Bl Bk 55 % A A R
( offpump coronary artery bypass grafting, OPCABG)
CHD 5 AR5 TS B B A, S AR BT BUS &
503 IR SRS AR -

1 #MR5ETZ*

L1 mEIFER R REERL R 5 — s B B
O R IMAE SMRHESZ OPCABG |y CHD 7% 168 i,
AR RIS 5 PR S AR SMIE R T TR Bl k5% R A
AR(CABG) 7 51,2 4BV IME] S 912 U5, PR 5
PEBET | o AT B AT 78 B i 72 155
1, 58 125 5], 2 30 ], AE 44 47 ~75(62. 87 £5.57)

% o Wb E & FARFEIEMKYE Q011 it ACCF/AHA
KT AR AR B Bk 55 B R A IR YT 46 R Do HEBR B
i O RIS BRI L S5 @ A B s
PRI L5 B MLV B g s 52 @ BEAE i
EHEAELSRHMTARG @ BAERNTHR: © &
FFIRAEEIR  J5 2 U JL 7™ B0 7 30 o ol i 45 9
Wi @ P DIREA 4 @ A% CABG; @ H4E
OUEPESET: 0 TR RS R & ARFR IR B
BRI 2250 — B I B2 Be A8 B 22 51 sx b, 747 b
IREICE F ), A B H B 0 & B R &
$o

1.2 IEERFRZFIR B0 B E A R R AR
B AR FE B , ARG AE 0 1 1) AR B R 45 25 ( body
mass index, BMI) 755 Ifil [ < A% FR 3 < I 000 65 9 S~ i
A BB G5 s BEAE AR 25 4 52 760 B R A2 ( lefit
atrial diameter, LAD) 250> % 7 7K K PNAE ( left ven—
tricular end diastolic diameter, LVEDD) | Z5.0>Z 5 Il
43%%( left ventricular ejection fraction, LVEF) . Ifil &
FL S T i fE DU 35 i B CF i 2 1 ( Creac—
tion protein, CRP) 5.

1.3 BizdRmlaRX@EAREN RijrRER
FHNE KL 3 ml TAFRPUEEE 3 h WAT 4
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ARG I o I SR A A MREA 100 wl, —%4
MA$UAE CDI4FITC. CD16-PE #1 CD45-PC5 £ 10
b, o5 — AR BRAET, AT g [F] B BEBTAAR 10

R RS R AR TR 15 ming 458 170 B INAGE
M%) 900 pl, B #4515 37 “CoK i A #E 't 10 min;

K H Beckman Cytomics™ FC-500 251 i =X 41 f{S A6
L I a1 V17 R R 0 1 B ol 7 W = ok |
B IHRARTE ST FCVHETE BN o RO PR AR 2
110 000~ LA _F-, 6 5 4fE LA Listmode S X
PRAF SR CXP A A A A T 2l A o i ot
FI AL [F] e BTl CDAS Bz A b s v i 2 b
( lipopolysaccharide, LPS) 3% {& CDI14. Fey I 3% {4
CD16 X B 4% 21 Mo B 2 A7 40 A7 L M 906 T 16 £
(FSC) 1) #( SSC) K& CDAS ik 5t 1 1 H A% 2
JRLAE , PR IR B0 IR E CD14 55 CD16 FRiksi i
(1) FHE B A% 20 B 53y 22 3L A ( CD147 7 CD16 ™)
CD16" HuZ 40 iy 2 Fh oAz dn i 1 5. ARG AHF5
CHD [ CD16 " S AN & i) = 3 Btk AT
4, fIk CD16 " iz i M4 51 4] ( <32.05%) .
CD16 " B4 40 Mg 20 53 1 ( 32.05% ~40.1%) i
CD16 " A% 4nfuZH 51 f( >40.1%) .

1.4 BEF  BEARGERED2 4, DU MACE /528
IR BT WL S8 1Y 2% 5, 1118090 & 4 MACE
B AR Y R AT E] . MACE & S O JRPESET  FE &
NS ARG AR 3 50 | 3 N 11K & e AN i
AR 5 PO EA T AR sl ik it iz g (A U 28 1 5
MRSk A A6 Y7 ( percutaneous coronary intervention ,
PCI) 5% CABG |,

1.5 Zeit2 48 W SPSS 17.0 kAT 41t
oM FFEIESA TR IR x £5 3R, R
FHPIASTREAS ¢ 6 36 AN A5 5 IR 7304 1 1 i %ok
PP REECRIY S A2 (M Q5 Q5) 1 F7R, 2R 1) L
% ] Mann-Whitney U 5 %5, 2 41 6] b 4R H
Kruskal -Wallis FRAAS 50 1120088 B 40 L3RR,
K X K% e SR Cox HBI KUK AR /34 CHD
HARJG MACE KAERYFER 2R o R ] Kaplan-Meier
X AT AR 0T, USR] CD16 ™ B A 240 Jifd
OB TR AR, e A A 2. R
ROC iZ P4l CD16 ™ BLA% 40 ffd Fitil] CHD f& 3% OP-
CABG AR J5 MACE f9MfE. LA P<0.05 RERES
HEE

2 HR

2.1 BEEZUSFELE Ak CHD #3155 fijrh

5125 £ ( 80.6%) , % 3 #(19.4%) , 4t 47 ~75
(62.87 £5.57) % . RJ5%KH MACE [y % 24 i,
A JEREFETS 10 1], B A O WUEESE 4 1], 0 T %
gy 7 ), AR A 2 ), TR AT TR AT IS
F 1 fil. MACE A EEK( P <0.001) , 4 /R
i Z( P <0.05) , R#i LVEF #:%( P <0.001) , i
CRP {8 f CD16 " FAZ AL & Lh 4 =i ( P <0.001) , R
Je Pl ML 4l B B[] 5 1CU 455 B4 s ] 34 4 4 (P <
0.001) . W 1,

2.2 CDI6" iz =nfrAtb % = Rm sk
JEl Il CD16 " BARZANAE 5 kb, W2 2Rl CD16 ™ g%
M, W 1o w5 CDI16 ™ FAAZ 20 il 20 8 & R il CRP
(P<0.001) . RJ5G ICU =& it (P <0.05) &
MACE %43 ( P <0.001) ¥J55F & CD16 * Hif
YL 4L, W% 2. Kaplan-Meier £ 17 7 #7 7
CD16 " FZ 4l i 4 R J& MACE & 4= %(33.3%) Bl
BEFH(9.4%) K CD16 " HAZ 414 (4. 0%) ,
ERH G 2% 3% X ( Log Rank = 21.960, P <
0.001) , ILIK 2

2.3 CD16" B#Z4mpEx MACE WilmE 8
AR Cox UM XUFS BRI XS 520 CHD B E A5
T 0 R R AT 53 B, 45 R R W AE 1 . CRPLLVEF
W AILA B IR [R] S TCU £5% B4 INF[R] F1 CD16 ™ HA% 41 fifg
I SRS MACE KAEAHDG( P <0.05) . ZZHER
Cox Lo B8] JXURS: A2 A% 4 J51]  BMI S W2 48 52 7 il e 52
BE PRI 5 ZE 0 CRP 454% 80 I 45 95 0 fa I [F
RUATIE /4 SR /R CD16 * B 40 e /& CHD
B OPCABG R J5 & = MACE ) #ih 57 G K [N &
(HR =1.071,95% CI: 1.040 ~ 1. 104, P <0.001) .
WK 3.

2.4 ROC #ZiFfh ik ROC £ iF4l,CD16"
PARZZN LT AR 5 MACE [ il 28 F 1 B4 0. 786
(95% CI: 0. 687 ~0.884, P <0.001) , & 1% Wi (&
41.9% , RAPE 70. 8% , 53 5 B 78. 6% , iIF B A i
CD16 " FAZ 41 i 7 Lo B A B4 i CHD %% OP-
CABG R J5 MACE B {E. CDI16 " HAZ 40 g i AR
J& MACE ) ROC £ F 1 BN IR T ICU 45 B B[]
( AUC =0.899,95% CI: 0. 841 ~0.958,P <0.001) ,
TR ML B s ] ( AUC = 0. 753,95% CI: 0. 640
~0.865,P <0.001) Z45%5. WK 3.

3 itig
CHD J& i Ttk bk & A= sh ik sk AR AL ( ather—
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%1 MACE 53 MACE HEERGIBFMELLR [n( %) ,x£5,M(Q,,Qy |

W H CHD {4 (n=155) JC MACE 4 (n =131) MACE 4( n =24) VAR P Y
— R BERH
AEW (%) 62.87 £5.57 62.28 £5.62 66.08 £4.12 -3.159 <0.001
] 125( 80.6) 107(81.7) 18(75.0) 0.580 0.446
BMI( kg/cm?) 30.36 +4.11 30.28 +4.25 30.78 £3.31 -0.647 0.522
W A s 100( 64. 5) 86(65.6) 14(58.3) 0.474 0.491
WETES 0
W PRI 34(21.9) 25(19.1) 9(37.5) 4.017 <0.05
R I 82(52.9) 70(53.4) 12(50.0) 0.096 0.757
K 68(43.9) 59(45.0) 9(37.5) 0.468 0.494
ABEHT IR 25
ACEI 18(11.6) 14(10.7) 4(20.0) 0.244 0.621
ARB 20( 12.9) 16(12.2) 4(16.7) 0.071 0.789
NSAIDs 38(24.5) 32(24.4) 6(25.0) 0.004 0.952
CCB 32(20.6) 26(19.8) 6(25.0) 0.329 0.566
B-blocker 66(42.6) 59(45.0) 7(29.2) 2.090 0.148
Statins 80(51.6) 70(53.4) 10(41.7) 1.125 0.289
Il RAE b
P12 ( x 10° /1) 8.92+1.45 8.92+1.42 8.94 +1.65 -0.066 0.948
WRELAII( x 10° /1) 1.86(1.76,2.05) 1.86(1.76,2.05) 1.89(1.75,2.04) -0.045 0.964
R 4R x 10° /L) 8.52(7.31,9.35) 8.34(7.28,9.31) 8.64(7.69,9.64) -1.917 0.055
PARZANNE( x 10° /L) 0.57(0.50,0.67) 0.57(0.50,0.67) 0.58(0.49,0.67) -0.104 0.917
I8 ( mmol /1) 7.32+1.53 7.31+1.50 7.41 £1.70 -0.296 0.768
CRP( mg/L) 7.64(6.45,8.69) 7.61(6.37,8.64) 9.63(8.31,11.19) -3.783 <0.001
TC( mmol /1) 4.47 +£0.76 4.46 +0.76 4.55+0.74 -0.551 0.582
TG( mmol /L) 1.68(1.49,1.84) 1.67(1.46,1.84) 1.71(1.58,1.85) -1.351 0.177
LDL-C( mmol /L) 2.47(2.19,2.67) 2.47(2.19,2.74) 2.42(2.20,2.63) -0.586 0.558
HDL-C( mmol /L) 1.09(1.03,1.18) 1.09(1.03,1.18) 1.08(1.02,1.24) -0.144 0.886
BUN( mmol /L) 5.70(4.90,6. 10) 5.60(4.90,6.10) 5.70(5.15,6.25) -1.086 0.278
JULTF( wmol /1) 70.12 £7.15 70.30 £7.19 69.17 £7.01 0.711 0.478
LAD( mm) 35.0(34.0,36.0) 35.0(34.0,36.0) 35.0(34.0,36.0) -0.246 0.805
LVEDD( mm) 49.0(47.0,51.0) 49.0(47.0,51.0) 49.5(47.3,51.0) -0.519 0. 604
LVEF( %) 50.0(47.0,53.0) 51.0(47.0,53.0) 46.5(43.5,48.8) -4.567 <0.001
SYNTAX 143 30.0(29.0,32.0) 30.0(29.0,32.0) 31.0(29.0,32.0) -1.032 0.302
FARMKAGbR
AIIKER S (D) 3.0(3.0,3.0) 3.0(3.0,3.0) 3.0(3.0,3.0) -0.166 0.868
A BT 115(74.2) 97(74.1) 18(75.0) 0.010 0.922
Wi M55 5% 55 ( ml/min) 49.0(47.0,51.0) 48.0(47.0,51.0) 49.0(48.0,51.0) -0.786 0.432
FARMF[A]( min) 263.23 +23.48 261.72 £23.72 271.50 +20. 69 -1.892 0.060
WEIE LA B ( h) 12.0(10.0,14.0) 11.0(10.0,13.0) 14.0(11.3,24.0) -3.969 <0.001
ICU Hfa]( h) 69.0(64.0,76.0) 68.0(62.0,73.0) 85.0(76.8,94.0) -6.220 <0.001
CDI16 * PRAZ A %) 36.2(30.2,43.2) 34.3(29.7,40.2) 46.7(38.8,58.1) —4.448 <0.001
e LR PR AL %) 63.8(56.6,69.6) 65.5(59.6,70.1) 53.2(41.8,61.0) —4.435 <0.001

ACEL I8 S5k Z 5L BN H177); ARB: 145 25K 2 11 32 RBH A 77); NSAIDs: A §§ 1425314 4% 24; CCB: 458 F 45 P B-blocker: B A2 A BH i
71l; Statins: fib 7125 254; TC: EAHE L TG: Hth = g; LDL-C: 5% B2 )8 28 F I [ 185 HDL-C: = % 38 5 2 1 I 61 85 BUN: il R R A&

osclerosis , AS) U IR A sl 2, 5 O WLBk 1L
RS IRFE  —Fh Bl il O T - AS A F 2 —
Mg PERAE , Z R A2 S T Sh Ik HEREDR Y
ke NI A% 4l ( CD14™ " CD167) L 7f
PP A0 Mt Y 85% , FLAx il o ) B4 ( CD14 7T

CD16 ") fidE & MLl ( CD14* CD16* %) 40" . AS
03 I HP 25 LR B A i B S L R B TS A
(9 LR P 2 00, 952 90 25 0065 PR S 3£ A I W 4
™™ B AS BRI, 2 B R AN ) CD16 * B
A AT 78 ) I — ST 5 i 52 B A%
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EA 3B JC
10 w1 W2 13.0% 107 Twi W2 36.7% 107 Twi W2 49.3%
104 10% 10
m o a
7.3 1] o 1] -} 1 -
210 210 =107 {
&) Q o e
105 10" : 10" 55
W3 fwa * W3 L w3 w*
10" 10' 10° 10° 10’ 10' 10’ 10° 10" 10’ 10° 10
CDI4 FITC CDI14 FITC CDI14 FITC
E1 maXAEpaAREnsEm CD16 * %4 ke

A: % CD16 * B ANAELE( <32.05%) ; B: th CD16 * FARZANAL( 32. 05% ~40.10%) ; C: = CD16 * MR 4nfig 2 ( >40. 10%)

®2 CDI6* BiM= S BIEFREREEE (M(Q,,0) ]

WH Ik CDI16 * ¥AZANMAL(n=51)  CD16 " AN ( n=53) = CD16 " B4 ( n =51) X 1 P{a
CRP( mg/L) 6.94(6.31,8.61) 7.61(6.65,8.64) 8.64(7.61,10.21) 18.497  <0.001
LAD( mm) 34.0(34.0,36.0) 35.0(34.0,36.5) 35.0(34.0,37.0) 1,748 0.417
LVEDD( mm) 49.0(48.0,51.0) 49.0(47.0,51.0) 50.0(47.0,51.0) 1.673  0.433
LVEF( %) 51.0(47.0,53.0) 50.0(46.0,52.5) 50.0(47.0,55.0) 3.080  0.214
SYNTAX 34y 30.0(29.0,31.0) 31.0(29.5,32.0) 30.0(29.0,32.0) 3.061  0.216
I LA h) 12.0(10.0,13.0) 12.0(10.0,14.0) 12.0(10.0,14.0) 0.234  0.890
ICU B ( h) 68.0(59.0,72.0) 71.0(61.5,75.0) 71.0(67.0,86.0) 9.314  <0.05
MACE [n( %) ] 2.0(4.0) 5.0(9.4) 17.0(33.3) 19.110  <0.001
1.0
o ‘_H—‘—\—
0.8 0.8
§
= 0.6
g 0.6-
= +H
i #
H 04 E
% - — CD16' P
: FiY)
. CRP(mg/L)
024 — fIECD16 M4l LVEF)
=M HCD16 g il i 4 BB 8] (h)
M ECDI6" A 0.24 —— ICUN[Al(h)
0.0 £
0 200 400 600 800 00
A7 T (d) 0.0 0.2 0.4 0.6 0.8 1.0
145 71

B2 CD16* Btz fE =4y ir 4B Kaplan-Meier £ 15547

3 CD16 " Biz#MEE4ERHMARFE MACE # ROC £k

®3 BRFRREZEZX Cox @EIEFSFHMAREELE MACE MFINE =

i oo o e e AR I S R R B 2277 T M
i 1 148(1.048~1.257) <0.05 1.143(1.038~1.258) <0.05 Rl (CD167) F| rfja] A9 ( CD16 ™) Al | 4 g 7Y
CRP 1.061(1.026~1.097)  <0.05  1.052(1.007 ~1.100) ~ <0.05 (CD16**) [l 825" . Kashiwagi et al® #F5%
LVEF 0.837(0.773~0.906) <0.001 0.799(0.722~0.884) <0.001 - X o g S v ey

LR 1.049(1.030~1,069) <0.001 1.044(1.015~1.074) <0.05 AJy CD16™ HURLE L e 3 R IA 5 R O S0 1
1cU 1.012(1.007~1.017)  <0.001 1.016(1.009~1.023) <0.001 HOAS BRI M MR VI AH e . CD16 ™ FAZ 4l M 7E
CDI6* P10 1.055(1.030~1.080) <0.001 1.071(1.040~1.104) <0.001 LT R B T MG, Cepluch et
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al"" LB CDI16 " R ANNITE CHD 2 & A0 LR
FERT KSR RS , S H OB E SO0 E R
¥,

O AR FE RS PR R 5 S R A g% R Ge G 5|
R GREE AR . I TE CHD gk
PR B 0 S M L A R A% AN B K T T v
CHD 7 fa b B 71, A W5 ™ iR MACE
BRI R A SRR R RS 5 CHD R AL, %6
%mm¢@ﬂ$ﬁﬁmm¥ﬁ%éﬁﬁmkﬁﬁé
AR 1) r ) B B A 5 F% o Shantsila™™ 5 H 8
A & I 4>k CD14* CD16 ™ 5 CDI14* CD16*
PP ELAG B f AN R4 FH ARG 40 -4, CD14 © CD16
EEly I L o = B O S >3 e S ]
CD14 " CD16 " HAZ A I ELAT H5 5T 5 0 AN G2 0 49 1
FHo CD16 " SAZ 20 AR Sy i 37 A — 25 B A% 40 il 5
L ORERTSE " TES2A] T EAG CHD 3% 5tk 30
Ik oS AR A BXE B i 55 7

BFg " SR AE 2Pt URE BE & 2 I v ] 760 B
EAIM( CD14 7 CD16 ™) i 2835 2 il Th , Higkik ok
- 55 200 3 0 D) RE A0 A0 R B R A AE T AR EL AT — 5
P, R B AE SO U AR B 3 A FE AR AZ 0 X R B
TRERZAMRE . 7EAFE X R4 M A%
PR E 40 A 2 -6 < iR IR B8 DR 1 55 9% i 440 i 1A
TR, AR IS N R 20 B A8 405 < O LAR IR T2 o0 g
TEUR K U 25 T VR S B A H g R b B A EAR
FA' . CHD B AR CD16 ™ S4% 40 K -3
FEBUOWLEPE B Ir 20 9 58 S, A AT 0 2= E
ﬂﬁﬁtﬁ@ﬁ%cmwiﬁ%%m¥ﬁ%T
CHD fBEEARRTAYOIARAEIRAS , X AT GE & b2 8 3
ARG 5 % MACE Ay JELIA

AB5E i L 43 CHD 35 CD16 ™ B A2 2 i 7.
HE 7 L AL SR U FE IS PR 2R 7R B s R T8 A 55
5RJG&A: MACE (G % , W] CD16 ™ BA% 4 il &
CHD &3 OPCABG AR J5 MACE {7t 57 T 5l -+, %F
T CHD BH ARFITAL IS ek 7 )= HA F 2 X
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Predictive value of CD16" monocytes for the
prognosis of patients with coronary heart disease after

the off-pump coronary artery bypass grafting surgery
Zhu Rui', Zhang Chengxin', Wang Huiping’, et al
(' Dept of Cardiovascular,The First Affiliated Hospital of Anhui Medical University , Hefei 230022;
*Dept of Hematopathology , The Second Affiliated Hospital of Anhui Medical University , Hefei 230601)
Abstract 155 patients with coronary heart disease( CHD) who underwent offpump coronary artery bypass grafting
( OPCABG) were selected and CD16 ¥ monocytes in peripheral blood were detected before operation. Major adverse
cardiovascular events( MACE) were used as the primary endpoint during 2 years follow-up to evaluate the predictive
value of CD16 " monocytes for the prognosis of CHD patients after OPCABG. Compared with non-MACE patients,
CD16 " monocytes were higher in MACE patients( P <0. 001) . The MACE incidence in the high CD16 * monocytes
group were significantly higher than the middle CD16 " monocytes group and low CD16 " monocytes group( P <
0.001) .
for MACE in CHD patients after adjustment for the traditional cardiovascular risk factors( HR =1.071,95% CI:
1.040 ~1.104,P <0.001) . The area under ROC curve was 0. 786(95% CI: 0. 687 ~0. 884, P <0.001) and the

Cox proportional hazards model analysis showed that CD16 * monocytes were the independent risk factors

optimal cut-off point was 41. 9% ( 70. 8% sensitivity, 78. 6% specificity) . CD16 " monocytes can serve as a mark—
er to predict the occurrence of MACE in CHD patients after the OPCABG.
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