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[ ABSTRACT ] Aim To detect the level of a disintegrin and metalloproteinase with thrombospondin motifs 4 ( AD-
AMTS4) and high sensitivity C-reactive protein (hs-CRP) using coronary sinus sampling and to assess the effect of PCI on
ADAMTS4 and hs-CRP levels. Methods The 81 subjects were classified according to their coronary angiographic
findings into control, simple, and complex groups. PCI was performed in 30 patients. Blood samples were taken from
the coronary sinus. ADAMTS4 and hs-CRP levels were measured by ELISA and turbidometry respectively. Results
ADAMTS4 showed a higher level in complex group (100.1+41.3 pg/L) than in control (55.9+17.9 pg/L) and simple
group (79.5+34.8 pg/L). The ADAMTS4 level showed a positive correlation with the hs-CRP level whether from all pa-
tients or from patients with CAD (r, =0.73, r,=0.76). The ADAMTS4 value was higher after PCI than before PCI
(108.9+39.5 pwg/L vs 84.4+35.3 pg/L, P<0.001), and the same was found regarding hs-CRP (3.1£1.4 mg/L vs 2.6+
1.2 mg/L, P<0.001). Conclusion  Coronary ADAMTS4 level elevated in patients with CAD. The increase of AD-
AMTS4 and hs-CRP levels after PCI might be attributed to their release from the coronary atheroma.
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HHE 2 S B AE AL 1Y & ADAMTS4 19 3k i, H:
R AR AR T, 76 2 Bl kA Ak 1% 350 5 ik B B % ek
ARBIPKAS R 22 BEH A0 B B 40 i X I ek, 2=
D R BLNAE P A K N F (VEGF) 3038 it 4
e, 51 ADAMTS5 . ADAMTS4  MMP-9 3t (5] K%
B TR R SR A 0] B8 AL Sl bk o A A 1k BE e
A T I i, SRS BE B 24, $27R ADAMTSS | AD-
AMTS4 \MMP-9 7€ 3 [Tk ok b Ak & A B itk Jig ] fig
RHEEBEAEM, A5 Em 05 KR H AD-
AMTS4 FikThiEr, EHLW F ADAMTS4 111 57 7] e 3
A EIREN  FRATTH 2 O R I
ADAMTS4 7KL Tk o 4 5, H ADAMTS4 7K F-
S5 e M AR AR OC TR AR K B 0 R4l
FRG e B SR A LU, 2 e IR B Ik Zr G AiE A
HHAAZ A ADAMTS4 mRNA 22359 W F+ 5 (P<
0.001) , H 5 AZ 40 M B 1. 2% H ADAMTS4 () 3£i8 5
SRR KR AR B A R B A X s & BB R
ADAMTS4 7] LUAE S —F 1l 7 B A o e I 2t
TR B K EE A AR R B AR . 48 B IR B ik
A AIBIT (PCY) o 72 0T LA 1 0 WL BF R 175 5 B
P 4 AR PR LI 5T PCT 3 A8 HP A9 48 E S 1
o AT DL BEH AR P FE 2R R . BESR AD-
AMTS4 B 85IE IH 2 2 4 91 17 i H. 5 3l ik a1k 19 &
Ji& Je BEHAS TR AH O, FRATTAE W A8 56 .00 95 1R 3 ok
AR B K AE 5 ADAMTS4 7K 1] fig 7+ & H 2% PCl
FARFE M, A58 P00 N T R g ok 52 v Bt A 55
ADAMTS4 J =4 C 2 v 2 4 (high sensitivity C-re-
active protein, hs-CRP ) 7K F I i fili ADAMTS4 5
hs-CRP 1) & BX M, PF Al PCI X} ADAMTS4 & hs-
CRP 7K By 52

1 XRE5FE

1.1 HARFRNIERHRIRE

B 2013 42 6 F Z 2014 4 6 F 3t N\ % 81 i &
H O ONTARE N IR L0 B A B TR
o AL 3R AT B R T AR R L B, A TR
MAARRS EH, HRFENEABESMER, T
e AL B | BRAE TR B Bk A N 38 T SRR B
M E RIE=38.0C RIEMRR (LS B H L
TMRR) BE T ERERR AT AFAR,
1.2 BRHBKERRSA

TR B Ik R A R B RO\ B, R 6F
% %%, A Judkins FHATHRFMA A TR
Y, ERAEE,ED B2 L0 WA NE R

HRHATH Z, B ACC/AHA 7 & 2 A bk, 7@k
R EEERKRE=T5%% X HAHRE, AR
Jki&Z 2N ABL B2 B C AByR&, RAERR 0K
EHERBF RS G A EA (R LWL
BE) HERTHARARBLARE) E4£F%
4 (B2 2 C AJFE), 30 4 7oK 3h ik Wl Bk F oy &
FEZT PCLEBETHMNLE, FRRITENE
WA KRR FE<10% , 8% TIMI g 3 %, L EE
A E R KR T E S K,
1.3 Iifk % EFEEL R E il

AR EZ R, BAENF TREKREHFNE
EmANE SFMP Al #% 2 Z T RFBHREL
A R B bk R 5 K JE B PCT R BT &R B B 2, 4
B AR A 5 mL, fn N\ A H Na,-EDTA ( & 2% &
0.1%) &% B i # 9 51 B L 3000 r/min % & 7%
4°C 4T %% 10 min, Y i iF (R 7 T -80°C vk 4
BN, ADAMTS4 # 1l & F % E Uscnlife 2 7
4 P H9 ADAMTS4 ELISA iR 7| & 4 3 (4% 3t 0 5 %
B ATH ME) . hs-CRP & £ 4 7l % F Boehringer
Mannheim 2\ 8] 4 7= 89 # 8L CRP &R 7 &40
1.4 SFitZE4aHh

Jl SPSS13.0 B #HAT AT 2 AT, T E TR
Przs 7, WHEHUBEREL LK T, 1-
sample Kolmogorov-Smirnov # 36 2~ A ¢ £ By 2 A7 .
EELXEANMRABLHEERT Z0N, 2 ELEREK
J X A3, 4 % AT % F| Pearson A % 94T 8 5,
Be Xt ¢ A 36 A R 4T PCL KT A AR JE 2 7, WU P<
0.05 Ay A& 30 K VE

2 & R

2.1 IGFRES

SR PRIEZRARE QN 3R 1, A AR FEAF R |
PEBITT 11 25 5 TG0 2 78 L, B2 2% A8 W R
WE DRI B ey 0 A 2 34 v T H AR W 4 (B 581t
Spoe S T U AR 4 v IR R AR T H AW AL,
XL EER
2.2 ADAMTS4 % hs-CRP #3625 R

] PR AR 20 AN 2 A8 20 ADAMTS4 7K i 2%
TR, H A J4 A8 4 ADAMTS4 7KSF i T i
R AR 2 B T R HL A 25 T A B L (P<
0.05), fATERIAS LRI 249 22 40 hs-CRP 7KF b 3
X RRAL, 2 R A G F 5 L (P<0.01) , Z A%
A2 hs-CRP /K- T 107 B A2 4, fH 22 5% B Se 1T
FREX(ER2),
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Table 1. Baseline characteristics of the study population

T (inﬁflﬂ) fﬁfiﬁiﬁ)ﬁﬂ E(%f‘: f)éﬂ
R (%) 63.0 +11.3 60.3 £10.1  61.8 +8.6
PE () 15(71.4%) 24(75.0%) 18(64.3%)
W2 K8 (1)) 8(38.1%) 13(40.6%) 14(50.0%)
BE PRI (191]) 3(14.3%)  8(25.0%) 10(35.7%)
T IR (1)) 12(57.1%) 15(46.9%) 18(64.3%)
o L

4(19.6%) 2(63%)  5(17.9%)

>220 mg/dL( )

2.4 PCI Xt ADAMTS4 & hs-CRP 7k B9 2200

SEER BN Ik i 5 e L et R 20 ik B BE A S 1 30 44
BERSZ T PCLIRYT, PCT RJG ADAMTS4 /K-35
PCI AR B TF 5 (108.9+39.5 wg/L It 84.4+35.3
peg/L) ,hs-CRP 7KF- PCI RS8R PCI ARG i 3 7
B (3.1+1.4 mg/L . 2.6+1.2 mg/L) , 2R A G H ¢
B (P<0.01),

3 2. %4 ADAMTS4 & hs-CRP KF
Table 2. The ADAMTS4 and hs-CRP levels in patients of

control, simple and complex groups

2.3 ADAMTS4 5 hs-CRP BY#E %1%

FIT AT 3 1) ADAMTS4 5 hs-CRP ¥ 777540 5%
PE, Hor el O (187 B0 78 S O i AR 40 ) FR A Y
ADAMTS4 5 hs-CRP AHCHET A 2 (K 1), X HE
2H ADAMTS4 5 hs-CRP JoAH XM,

200.0 1

150.04

100.04

ADAMTS4( ug/L)

50.0 1

0.0+

20 30 40 50 60

hs-CRP(mg/L)

00 10

ADAMTS4( ug/L)

XPHRZH AR B AR
(n=21) (n=32) (n=28)

ADAMTS4(pg/L) 55.9+17.9  79.5+34.8* 100.1+41.3"

RN

hs-CRP(mg/L) 1.2£0.9  22x1.2"  2.7x14"

a i P<0.05,b A P<0.01, 5XF B4 LLEL ;¢ i P<0.05, 5 fi R A4
Hedsr,

200.0 4

150.0 +

100.0 +

50.01

0.0

T T

2.0 30 40 50 60

hs-CRP(mg/L)

1. FTAEE (LK n=81) RBOREE (1 ,n=60) BIXEFk ADAMTS4 5 hs-CRP K18 %1%
Figure 1. Correlation between coronary ADAMTS4 and hs-CRP of all patients (left,n=81) and patients with CHD (right, n=

60)

3 1 i

YL AL 5 114 52 3 A 2 5 e IR Bl bk e R A
FEBEHR ) B2 7 T S A EE AR L R S 40 M Ah
FRIL R S) , 2 DNRE R F SR b (versican ) 7RG B
55 20 B T A miE AR DX 38k 4 KR BE B 1 45 4 R E
Versican Fff 1 5 0510 W0 265 245 44 5 b il 27 2 i v
59, 5 T 0 4 i i A HE 7 . ADAMTS4 A [ fig
M4 1 Versican, ADAMTS4 1] 7E Glud41-Ala442/
Glu1428-Alal1429 i 5. 24# V1 J VO AY Versican, 7£
NZKBh KR AL BEEL b % B0 T e Ah 4 =

ADAMTS4 7E/)N EUASE Y v 56 25 3 ik 4 1 1) & Jié 3% 38
VA, HAE NS AT Ak G 25 3 ik BB R rE R B ik
AFERE BEER A & A M X e e ik DA b ax s
KIHER ADAMTS4 1] G838 14 F# f# Versican 1 i 3
Jik ok A AL B B e 24, FRATT 22 W A B 9T BB
iU MR E RO 00 2 ST Bedh i L0 JILER BE Y
e PR 7™ B B ) T 5, ADAMTS4 7K SF- i v T v
ADAMTS4 7K 7 (4 It 5 5 201 5 IR 2 Ik 25 & AiE
(ACS) fEAEA M, ROC £k F i AL 0.753 (P<
0.001) P! XEEE P48 ADAMTS4 7] LIAE 5 —A4>
PURBESATEE B 48 bR, SR, AT Z AT i BF 58 2
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SR FHANE M bR A AT R0, FR A5 00 50808 AS RE WA ff i
B ADAMTS4 2 &5 R I8 T btk sk, FEARBF 58,
FRAT 230 2o 45 6 T g 4 3 e R 3l ik Ak 4k
MFRAEAS | AT (A 0 114 i Y08 A AN {1 5 K T A
RFETEIR BN Bk ADAMTS4 & CRP /K, Ffi1k
53 IR 2H AR Rk 35 ADAMTS4 7K V-1 5 v T+
HUEARL, RIAE Y, AR TC G T2 7 X, R 3l ik
CRP 7K VAo R B H AH [F] e 3, X SB 45 148 /R AD-
AMTS4 5568000 = EFE A oG, F 2 2 &0F
W3R 2h Wk i 52 7R A9 2 2% AR AR 3R OR R B
B0 R I AR AE A R ADAMTS4 7K SF-4#7R AD-
AMTS4 ¥ KBRSl Dk BEH A AFRE .

AT 5T WoR D R R B ko
ADAMTS4 7K1 hs-CRP 7KF-AH2E, 5 LT GE —
O AR I B R e bR Bh ke R B H 2 [R] st
PR I PP AR R ) A R R B ADAMTS4 7K
S T R AR P AR A hs-CRP T35 T 5 N 1) )Ry
TR AAE RN W EE 5, FRATTAI B 45 SR8 B R PCL R
AR Bk ADAMTS4 J hs-CRP /K7 T PCI Hi,
HiRGE B8 PCL 5% T 2GR AE N, i 4 Mbs
B CRP IL-6 | IMLTF TEMFE R 1 (SAA) M Bz 240 il
ik 1 (MCP-1) 7 Il 3% 7K SF & 7]
R A R 2 IR e bk S UL, PCT )R
IL-6 % CRP KA B F4t . % F HErid %A %
F PCI X} ADAMTS4 7K -5 M () i, F AT TR 1T
PCI AR Fif S AR J5 55k 3 ik ADAMTS4 K hs-CRP 7K
S BEAERRIE PCI ARG ADAMTS4 & CRP 1) &4k 5l
Jik R, 388 3=t ST A 42 30T e R 3 IR ARG 2R A e R e ik
SEILM, HERR T3 P Rl A B B AR B Bk Ah 1 FL e ok
P8, PCIARH BREY 7Rl S A AT B0 B L
PR T 5 O R 2h Bk BE e i 24, 1 3 AT & 3 PCl
RJG ADAMTS4 J% hs-CRP BH B THir, i, #1%
&, A B R TR AT RESR R T PCL T S0 i 24 BE
e, ik — 20 E B R B KBRS h £ A ADAMTS4 J
hs-CRP,

g5 Bk 5l Lo B AR Bk ADAMTS4 f
hs-CRP 7KF- T, HLFifi s 75 53 2% F B 14 ot 7 v
PCI J5 IR Bl ik ADAMTS4 K hs-CRP 7K 7, H
FIREH PCI b R ek e ol sl S Rl A I HLAR Y
S EGER Sh k BE e SR Y
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