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B S92 R W ok (ELISA) M€ fe 32 DEFAL-3 K-F, Z55R 4 % &3 DEFAL-3 /K-F STEMI 44 > #& 2 & CAD 41 > &
CAD 41 (3 P<0.05), Bi¥ 54 4 w3 DEFAL-3 R-F£ZF R EF MW (P >0.05), DEFAL-3 ¥ Bf STEMI ¢ & 1£4
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[ ABSTRACT ] Aim To investigate whether systemic or local (culprit artery) plasma alpha-defensin 1-3 ( DEFAI-
3) levels are associated with stable coronary artery disease (CAD) and acute ST-segment elevation myocardial infarction
(STEMI). Methods Systemic or local blood samples were obtained from 122 consecutive male subjects including no
CAD (n=31) controls, stable CAD (n=44) and STEMI (n=47). Plasma DEFA1-3 levels were measured by ready-
to-use solid-phase enzyme-linked immunosorbent assay ( ELISA) based on the sandwich principle. Results  Systemic
DEFA1-3 in STEMI were increased compared with no CAD (P <0.05) and stable CAD (P <0.05), and systemic DE-
FA1-3 in stable CAD were higher than in no CAD (P <0.05). However, local and systemic levels of DEFA1-3 did not
differ (P >0.05). Receiver operating characteristic (ROC) analysis revealed that the best cutoff value for systemic DE-
FA1-3 levels discriminating STEMI from no CAD and stable CAD was 136. 3 wg/L with a sensitivity of 77. 2% , a specifici-
ty of 66. 7% and an area under the curve (AUC) of 0. 717 (95% CI; 0.624 t0 0. 811, P =0.000). Conclusion
STEMI was associated with increased DEFA1-3 in systemic circulation.  Future studies should be directed to their prognos-

tic values for myocardial infarction.
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R RSN IKHFEREAL (As) A KBTI &
AT AR A JAEALT 2 51 Hee R bR B
A9 I K40 € 2 i #5 H ( C-reactive protein, CRP)
A] TRtk B0 ok ks #F i Ak 0 I (CAD) i XURS:
Gr)E . ARk, i R AR A B 4 B KRS R B
5 RHIEER (AnFRIC A ) Ak AR — 2, BN, Sk
L LFEFE (acute myocardial infarction, AMI) B J&) 75
PEIR (BEHLmE 255007 ) RIEMHEE K P T s,
ifi CRP KM RRAR ), 128 % BUANYR T & Mhdr ik
Y5 AMI ERZ BRI BN, N o B ER
1-3 (alpha-defensin 1-3/ DEFA1-3; %44 A b ki 40
JERK 1-3, human neutrophil peptide 1-3/HNP1-3) 2
5 As WA B FE DY DEFAL3 J2 2k i
MY R T HRE RS, B DEFAL-3 £ 510
EREMNR TR, P2 UEIR 2 BE iR 25 (1 (LDL) AR &
FalLlp(a)] 76 W B, 4 g &k 3% Bt 09 Ui F 5l &
T, DEFAL-3 ] 5 5 P Rz 4K 6 % 1fi 45 47 5K )2
BT A 2 R R R (PE) 5 S Y 3 kol 46 Fn
PE 45 B 1L 45 S ¥ WLAR L ( VSMC) Ca** Bl 51,
DEFA1-3 34 i il A4 36 P A3 6 i 45 87 4 19 1
FHE0T SR, HRTA ¢ CAD JR R AMI T ik
KRB R > e, FRATX ZbE ST Brdam il
O UEESE (STEMI) Fa 5 &L CAD G CAD ABEH
251K DEFAL-3 ZKFi#E4T TIE , L T STEMI
4 B 5 Jsdk i 3% DEFAL-3 /KF- | [RS8 T STE-
MI ZPE i DEFAL-3 BYZmt s 4k

1 X&5AF%

1.1 f&RHERF

B2009 47 AE 12 A, ERBmERREES
FHEENGEZ ARG RETNES BN EHE, A
AR (D CAD 4131 i, DA Ji N B 18 3k 30 Jik
¥ % (CAG) 7~ Ik 30 ik T 78 R B o0 i AL
#5& G 1(cTnl) X FE#¥, @F €A CAD 4 44 4],
I R RIS ER O LM, CAG R r 2 £ F 1T
X EHRXRERRD R EDFE—NERKRE =
50% ,cTnlKF IE %, GSTEMI 4 47 ], + 4 i &
30 min ~12 h; & B E D FANE SR F 3% ST K465 4
4 0.1 mV; 215 CAG 74 348 24 fik TIMI L3 0 ~
1 % 29 @k 30 B 36 97 (PCT) B R R R & 4
PAT AR IR, HEBRARE Aot MRS I L E T
a2 IERMA Rk RARRE 2 B RS
STEMI R MR EETFHE KRBT E . AVHE
Ak 5 Bk B A% M AR (CABG) # 2% PCI K ¥ =78

FFNE,
1.2 FREBEESHEARE

B B CAG w7 # Bk 4k & & @ fF % (50 U/
kg), &5 A (4 mL) BT 5 ERE £ 20 AR,
EREN A KL UHEFENLAEL KR ER
F, STEMI i A2 4 B An A N 36 97 BT 63 38 A K 38 4n
Z 100 U/kg, FE0J% & B 35 ofn £ 38 3F 3 % 5 % %
&R T MK N Diver CE (& A F| Invatec A
&) # ZEEK ( H K Zeon /N8 ) , B K 4 H 4 2 Fr M
JE B Rk 4 mL M, BT R BT K
R Z KRB LR MRS ER 4 mL, HREF
R B N W e A NN N R
Bt A 34 F BORE & oL B B O\ AT & $ 8 BD Vacu-
tainer B % F it % 3 A& 3000 r/min & 2 15 min
(Anke TDL 80-2B) , 4k & f1 % = 7 T -70°C ,
1.3 #HERNE

% DEFA1-3 fn & % C & % % A (high-sensi-
tive CRP,hs-CRP) /K-F A R NS A EJF KA £Q
Be Bt % 9% % M 3 (ELISA) % — il &, DEFA1-3
ELISA i /| & 1§ B 77 = HyCult Biotechnology /A ]
(HK317) ,hs-CRP ELISA & 7| & W 4% & RECI /A
F(48040) , 3% B = 6 A F H#E AT E , A Ther-
mo Multiskan-MK3 B #x {0 ( & &) 7 450 nm 3% K |
ERHE,
1.4 SHit=EaHh

PL Kolmogorov-Smirnov # 4o | i % 4 2 7, DA
Levene’ s # 36 #| Wy 7 2 57 M, W40 5846 % M
+5 FKTHAT 1 BRI A ¢ %, = 4L F H A5 E
B HATE Z K JE EH ANOVA # 5, 41 18] b % 3
ATLSD & 8. FE 5 HA 3 DLH £ 30 An 9 2 L #
(IQR) & 7~ , ¥ 41 [A] tt %% & Al Mann-Whitney U 4 %
5%, Wilcoxon ¢ M = APl kb B 8 K Kruskal
Wallis H 4 30 & 41 18] 7 % t 3% 35 T Mann-Whitney U
4> 35 Fn Bonferroni correction % . 2 8y 2 % X2
#r36F0 Fisher’ s %6, P4 % 5% B A w4 < X%
JI A8 K AT 2. Spearman’ s 48k A, v, ko B4
FEALPFHBEHXEZAR,r ETHAEALFH
WX ZBRBREEAPARELS EAL A S
A AR R, FTA AR TR WM A
B, P <0.05 A £ RAAITFEN,

2 # OB

2.1 BEIME
FaE M CAD ZH BE A0 WA AE L 45 5 7 JC CAD
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ZHFN STEMI 4H (P <0.05) ., STEMI ZH 4 bRo%s LE 9 5
TFHRaER CAD 4H (P <0.05) , 1 = 41 8] 2 i 1fn b |
AR AR [ A2 45 H b = HE (TG) . & L [E B (TC) |
LDL HI/E % FENE & 1 (HDL) | 125 @ Lp(a) K V22
K1 BEREEZEH

Table 1. Demographic characters of the subjects

SR EE (¥ P >0.05), STEMI 4 A §ij (1 41 it
(WBC) TR 2314034 i T JC CAD 21 A e Al
CAD (¥ P<0.05;% 1),

LR BeR J& CAD 4 (n=31) gl CAD H(n=44) STEMI 4 (n =47) P
() 52.5+11.7 56.4 £11.2 56.5£9.6 0. 206
REAE L IUREFE (151]) 0(0%) 7(15.9% )" 1(2.1%)" 0. 007
REAE A5 58 (3] 0(0%) 5(11.4%) 5(10.6% ) 0. 155
e I (1)) 13(41.9% ) 20(45.5% ) 26(55.3% ) 0. 456
e A ILAE () 7(22.6% ) 4(9.1%) 4(8.5%) 0. 130
WEIRIR (1)) 4(12.9% ) 4(9.1%) 13(27.7% )* 0.049
WA (48] 19(61.3% ) 25(56.8% ) 35(74.5% ) 0. 190
&G 2 (1)) 8(25.8%) 7(15.9%) 10(21.3%) 0.571
FIES (1) 0(0% ) 3(6.8%) 5(10.6% ) 0.178
o] ) DT Ak ( 451)) 31(100. 0% ) 44(100.0% ) 47(100.0% ) 1.00
SAMEA% & (1) 31(100.0% ) 44(100.0% ) 47(100.0% ) 1. 00
W4 (mmHg) 129.1+15.4 131.6 £13.7 126.4 £19.5 0.319
#F3K % (mmHg) 78.0+10.9 81.5+11.8 80.8 +15.0 0. 491
LR (/350 71.4 +9. 4 70.9 +6.0 74.6 +12.4 0. 151
S WG MK (mmol/L) 5.54 0. 86 5.71 +1.50 6.06 +1.40 0.202
TG (mmol/L) 2.49 +2.41 2.19+1.89 1.90 +0. 84 0. 345
TC (mmol/L) 4.49 +0.92 4.71 £1.55 4.57 +0.96 0.732
LDL ( mmol/L) 2.74 +0.79 2.82 +0.91 2.86 +0.73 0. 801
HDL ( mmol/L) 0.98 +0.22 1.08 £0.26 1.07 +0.27 0.204
Lp(a) (mg/dL) 19.0(5.8,41.5) 11.0(5.0,40.5) 20.0(9.0,41.5) 0. 546
F4ME ( x10°/L) 7.33 £2.78 7.27 £2.08 10. 45 +3. 42 0. 000
Rk A0 ( % 10° /L) 4.72 +2.51 4.67 +1.68 8.10 +3.58" 0. 000
WA ( x10°/L) 2.01 0. 67 1.96 +0. 64 1.71 +1.04 0.421
BRI ( x10°/1) 0.42 +0.17 0.47 +0.22 0.48 +0.28 0.544

aly P<0.05, 57 CAD 414 ;b A P <0.05, 55 E M CAD 4,

2.2 &5Mm¥ A DEFAL-3 KF

JC CAD 4 FasE % CAD £ Fl STEMI 20 = 4H |A]
2513 DEFAL1-3 /K22 724 B3 1E(P =0.000) .
STEMI 4 DEFA1-3 7K@ FHALB AL (P <0.01) .
AL Fa5E R CAD 20 DEFA1-3 /K V-5 T CAD 41
(P=0.004;%2),

x2. £5 Mm% DEFAL3 KFE

Table 2. Systemic levels of plasma alpha-defensin 1-3

| n DEFA1-3(ug/L)

JC CAD 41 31 110. 08(88. 55,135.94)
FEoER! CAD 4 44 133.26(125.26,144.75)"
STEMI 21 47 151.52(132.06,182. 44) ™

ay P<0.05,b P <0.01, 5T CAD 414 ;¢ o P<0.01, 5%
I CAD 4 1L#,

2.3 STEMI 2ERF/EHMEE£ 5 M A DEFA1-3 0
hs-CRP 7k

STEMI 21 J& 3 ( FRAE L4 ) 5 4 5 ( F 3 kAR
BB I3 DEFA1-3 H1 hs-CRP 7K F- 25 S 44 ¢ i 35 7k
(P>0.05;%3),
2.4 XS

STEMI 2H4> 5 ( F gl kAR &8 ) B )m #8 (TR AL 1
%) I 3% DEFA1-3 5 hs-CRP 2 [a] AN 77 75 A 56 1
(¥ P>0.05) ,DEFA1-3 & hs-CRP( & &5 J/#6) 5
AN I A0 B8 A3 S B TR AN A AR A G
(¥ P>0.05;%4),
2.5 ZIRFRIESFUEHRENT

Xf 4 B (E S BKARES) 2K DEFAL-3 K F1Y
STEMI i Wi i (H#E 47 T 43 #r, DEFA1-3 i2 8 STEMI
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(AL W3 A5 R 136. 3 e/ L, HUAHURS ) Rl S
FE A T7.2% F1 66. 7% , 5% 333 HAVF R 1E il 2
(ROC) HiZk F1EIFL ( AUC) b 0. 717 (95% CI1.0. 624

~0.811,P=0.000), K, 4 i3 DEFAL-3 X}
STEMI (32 Wi stk Hh 4%

3. A STEMI 2EBIBELH MK DEFAL-3 71 hs-CRP K F
Table 3. Systemic and local levels of DEFA1-3 and hs-CRP in the acute STEMI group

Ei=I o JRER (FRALIMLAE)

DEFA1-3(pg/L) 151.52 (128.62,173.66)

hs-CRP(mg/L) 1.91(1.05,3.39)

4 By (EBIARE) Pl
151.52(132.06,182. 44) 0.775
2.06(0.88,3.51) 0. 620

R4, 2 STEMI 2E LG F/EFM I DEFAL-3 5 hs-CRP A 4 At £ 3k 4> it £ @ oA 5 1

Table 4. Correlations among systemic or local plasma DEFA1-3, hs-CRP levels and their associations with white blood cells or

subset counts in the acute STEMI group

DEFA1-3 hs-CRP 41 PR AN AT A R A
45 DEFAl -3 - r, =0.207 r=0.027 r=0.074 r=0.013 r=0.036
P=0.163 P =0.856 P=0.621 P =0.929 P=0.812
hs —CRP  r, =0.207 - r=0.116 r=0.156 r=0.015 r=0.164
P=0.163 P =0.438 P =0.296 P=0.919 P=0.272
JA#B  DEFAL -3 - r, =0. 035 r=0. 069 r=0.078 r=0.023 r=0.104
P=0.817 P =0. 644 P =0.599 P =0.876 P =0.487
hs —CRP  r, =0.035 - r=0.138 r=0.153 r=0.019 r=0.174
P=0.817 P=0.356 P =0.306 P =0.899 P =0.241

3 W B H WL 5 ) T DEFAL-3 45 % As fEf, DE-

ARG KB STEMI A B 4 B %X DEFA1-3 7K
> FasE R CAD > G CAD ABE, X378 CAD B3
2K FERE DEFAL-3 /K 7] B8 2 Frak TH i RS 78
O WUESE 2 i — 20 T, JRATTHT ) TAE & 3
FeoE R CAD B AP I 41 DEFAT-3 mRNA 7K
TG CAD A AT 8 KA 45
H—F, M T4 5 DEFAL3 5 405k ak 42
THECZ RIS FEAE A G, FRATTIA S STEMI B DE-
FAL-3 & RS

I DEFAL-3 5 CAD MR RZ 3K, TR
HINH DEFAL-3 B2 980T Al As 1Y Q88 4+, OF
A RERUCAIRTT CAD M #LAR>) R1T, H AT
/DA I WG I DEFAL-3 KF 5 CAD 6 &R ik
B, BFT SR L BE DEFAL-3 25 A & FL0 i 18
DAL R 200 A i 76 ST Y UL 200 6 R 440 i A K I, K R B
RN e SoRHEUE A " F L, il DEFAL-3
TP EE T v PT BE = LA I A8 BE o DORR A it ]
Z—

FA1-3 R[5 N B2 D g A2 it , A1 1K 2% 3 AR 2 1
(LDL) 8, Lp (a) 7 Il 58 BE i 5 DR 5 32 A7 B
M7 A R B ik DEFAL-3 JKF-J& CAD 7]
RErE R ™ BRI W 2 H i, RATALE
4 DEFA1-3 5 CAD WG R 82 40E 7B mibds . 1t
A A WFFE KB DEFAL-3 1] LI 1 BB R g £ &
CAD [ & R FsE 1= %" | Kid, DEFAL-3 Xf
CAD JUHIE S0Pk 0 WUAE B8 28 & KUK 43 2 T3S 1
i BIPMELID NS 2 (AR 3 — 2P0 58 . T4t
Br iz DEFAL-3 Xt STEMI Hi2 Wi 1t h 45 | A
R AR B A5 0 2 s 1) G vk 2 e et AR 3 ik 45 6 E KL
B840 J2 R AR AN {E
ARIFFAEAE— LR fRPE, B 58, Bt ok Ak
Ak ST Bedam A 2t etk sh ik 25 A 1E (NSTEACS ) /&
Ho AR EE H W Z — 2 P4k IR A0 i 4
JAERE 4 By 3% DEFAL-3 /K122 5% | i NSTEACS
F IR T IR0 G 5 4 sl W B ZE sk, Rk,
FRATTHED L Joy 58 5 4> B 1L 2K DEFA1-3 /K1 25 5
MEFZERE AR 3 U, T A0 B 22 S0
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DEFAL-3 /K52, LA AR T Ak, 25
HL 0 X 3% P A AN LA
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