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[ E] Bf HiThFoBMERFESLE4EE C(cMyBP-C) £ 4 S PR (AML) & 540 P M1E, 5
B 422014 F3 A £2015 4 11 Ao AFHIKEH AML %% 62 614F A A6 4, R BCE 74k % 60 445 4 2
ML R RISk s BEEE R R R 38 (ELISA) i 4] fo i cMyBP-C #F . Wik AMI 4035 % 8 28 4] cMyBP-C
MAEEEG 1 (cTnl ) MBS EERE TE: (CK-MB) = L4 & & (Myo) iR B89 £ 5%, 454 AMI 20 ¢cMyBP-C 5 ¢Tn 1 |
CK-MB #= Myo #9485t | R B 47 Z g% B 18]/ T 4 h 69 AMI B F N LA fo i cMyBP-C = ¢Tn 1 3% S5 2F R 200 2
R & 2 B BRI RAN(PCL) KRG 12 h B i cMyBP-C e ¢Tn I 69 2 7, Z5R AMI A B F o iF
cMyBP-C.¢Tn I CK-MB #= Myo 3% & 3 B 203 9 2+ 3 (P<0.05) , A8 XM 27, AMIL 20 % & cMyBP-C 3% &
5 ¢Tn I .CK-MB #= Myo ¥R 3 H 42 485 ( %% H r=0.876 . P<0.05;r=0.632 P<0.05 #= r=0.903 . P<0.05) , K
BHE ST 4 h 6 AMI B 5 N B e i cMyBP-C R JE 22 BB 209 2 A 35 (P<0.05) , M i ¢Tn T 7R JE 5 x R840 s 4%
2R ARG FEL(P>0.05), 474% PCI KJE 12 h foiF cMyBP-C R E BN AR F B @ cTn [ REEN R
B3 (P<0.05), £t AMI & F A8 235 cMyBP-C.cTn | .CK-MB #= Myo & 2 xT A3 B F I+ 35 A
¢MyBP-C # E 1 ¢Tn 1 CK-MB F= Myo # & 3§ # f£ EA48 % ;cMyBP-C £ £ 5% 4 h W BP FFd6 9t &, 38 & cMyBP-C 7T A
Ve AW AMI 89 F- 0 A1z &4, AMI & 547 4% PCI KJ5 12 h s ik cMyBP-C SR E BN 9 2 T %, &9
cMyBP-C 7T AAE % 3% 45 PCI R 2R 69 F-H 4847,
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[ ABSTRACT ] Aim  To investigate the value of serum cardiac myosin binding protein-C ( ¢cMyBP-C) in the
diagnosis of patients with acute myocardial infarction( AMI) . Methods Sixty-two patients with AMI were selected as
case group in the department of cardiology from March 2014 to November 2015, and sixty persons of normal physical exami-
nation were selected as control group. Enzyme-linked immunosorbent assay ( ELISA) method was used for determining the
concentrations of serum ¢cMyBP-C.  The concentration differences of ¢MyBP-C, cardiac troponin I (c¢Tn I ), creatine
kinase ( CK-MB) and myoglobin ( Myo) between AMI group and control group were compared.  Correlations between
c¢MyBP-C and ¢Tn I , CK-MB, Myo were analysed in AMI group. The concentration differences of serum ¢cMyBP-C and
¢Tn I were also compared between the control group and AMI patients with the onset time of less than 4 h.  The concen-
tration differences of serum ¢MyBP-C and ¢Tn I were compared between 12 h after PCI and admission. Results In

AMI group, the concentrations of serum ¢MyBP-C, ¢Tn [ , CK-MB and Myo were higher than those of control group( P<
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0.05).

Correlation analysis showed that the level of cMyBP-C had positive correlation with those of ¢Tn I ,CK-MB and
Myo in AMI group(r=0.876, P<0.05; r=0.632, P<0.05 and r=0.903, P<0.05 respectively).

For AMI patients with

the onset time of less than 4 h, the level of serum ¢MyBP-C was higher than that of the control group(P<0.05) , but there

was not significant difference when comparing the level of serum ¢Tn I and that of the control group( P>0.05). After 12 h

of emergency PCI, the level of cMyBP-C was lower than that on admission, but the level of ¢Tn [ was higher than that on

admission ( P<0.05).

Conclusions The concentrations of serum ¢MyBP-C, ¢Tn I , CK-MB and Myo in AMI patients

were significantly higher than those of control group on admission and the concentration of serum ¢cMyBP-C had positive cor-

relation with those of ¢Tn I , CK-MB and Myo. cMyBP-C started to rise in 4 h. These suggest that cMyBP-C can be used

as early biochemical marker in the diagnosis of AMI. The level of serum ¢cMyBP-C decreased obviously after 12 h undergo-

ing emergency PCI in AMI patients. This suggests that cMyBP-C can be used as an early indicator for evaluating the effect

of PCL
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56.51£9.87 % 4 24 i), F 3 4 # 58.13£6.91
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PATRAYL PAAWEZETAE RhHALEXE
SR A ko 4 mL( 2% T2 MRAEF 2 mL AT
M i cMyBP-C % JE,2 mL & T HE%E L i
BEAEMEMZEME cTn 1 RE), 60 B KA F K
i 76 T R B 4B AT # ki 4 mL(E 2 mL A
i E cMyBP-C % JE ,2 mL B T JE 470 5 4 o1 B %
A EN ZE M ¢Tn I . CK-MB F2 Myo % & % 4 1k
K)o FTH M E i cMyBP-C K B B9 4% 3 ofn 3 AR
KAEFEFF B HEF 30 min, £ EA E M FE,2500
r/min &% &0 20 min &, B R ENOR B HE
M EE EP BOEH T R A EE T-20CKE
R, MR AR R, KR AR G B K R
W M R 3 ( enzyme-linked immunosorbent assay,
ELISA) 3 # 0l A 1% cMyBP-C % & | # 1k % % 5 18
RABRAE, rHAHEHATPCIAFE AL 58
67 o
1.4 Sit=4bE

B SPSS17.0 4iit 3k #AT S 1t 247, TH E W
B Rxes R7, A EAHBERXA B, HEEHN
K MR Z 0 & AR K AT, P<0.05 O £ R H Git

2 g4 R

2.1 AMI 534884 cMyBP-C,cTn I ,CK-MB &
Myo K BRI LB

AMI 41 5 & 1L ¢cMyBP-C ., ¢Tn I [ CK-MB X%
Myo LR R B B &, 2 R A G E X
(P<0.05;% 1),

= 1. AMI A 5XfB82H cMyBP-C.cTn I ,CK-MB % Myo &
BRI (pe/L)

Table 1. Comparison of concentration of serum cMyBP-C,
c¢Tn I ,CK-MB and Myo between AMI group and control

group(pg/L)

& X HEZH (n=60) AMI 4 (n=62)
¢MyBP-C 17.74+13.11 107.83+45.49"
¢Tn 1 0.028+0.023 13.350+11.710°
CK-MB 4.31+2.05 51.84+27.00°

Myo 22.23+7.71 122.87+ 35.99°

a k) P<0.05, 5% HR41 H %

2.2 AMI BEIMF cMyBP-C 5 ¢Tn I ,CK-MB #A
Myo BOHE < 1%
FHOEME T B, AMI 4L 5 1S cMyBP-C ¥

FEY ¢Tn I CK-MB Fl1 Myo ¥ & Y4776 1EAH & (5
WA r=0.876 P<0.05;r=0.632 .P<0.05;r=0.903 .P
<0.05) (1. K2 i 3) .
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Figure 1. Correlation between concentration of serum

c¢cMyBP-C and ¢Tn I in AMI group
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Figure 2. Correlation between concentration of serum
cMyBP-C and CK-MB in AMI group
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Figure 3. Correlation between concentration of serum

cMyBP-C and Myo in AMI group
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R 2. KIREHE/INT 4 h B9 AMI 2:3E 534 8B40 1 7% <MyBP-
C #0 cTn I iRERIEE (pg/L)

Table 2. Comparison of concentration of serum cMyBP-C,
c¢Tn I between AMI group with the onset time of less than 4
h and control group( pg/L)

E SR i HHBA (n=60) AMI 4 (n=20)
cMyBP-C 17.74=13.11 75.65+17.81°
¢Tn | 0.028+0.023 0.03420.014

a k P<0.05, 55X IRAL b4

24 AMI HITR12 PARE
cMyBP-C.cTn | iR ERIELE:

212 PClI RJ5 12 h L3 cMyBP-C ¥ J& (n =
33) BABERT BB N I oTn T ¥R BER A B BT
W Tt 2 R B A G2 B L (P<0.05;3 3)

12 h 5 NEER M F

% 3. 2i2 PCI KI5 12 h 5 \BRRT 7%
BRIt (pe/L)

Table 3. Comparison of concentration of serum cMyBP-C,

¢MyBP-C.cTn I i&

c¢In 1 after 12 h of emergency PCI and admission in AMI
group( pg/L)

EER i ABEH (n=33) ARJG 12 h(n=33)
cMyBP-C 128.50+44.32 57.42+29.01°
¢Tn | 6.45+£3.96 33.12+7.80°

a i P<0.05, 5 ABei Hu#
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