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(HE)] Br HiTatER3I k4 S 1E (acute coronary syndrome, ACS) 8 & L& H W C K i
2 B (hypersensitive C—reactive protein, hs—CRP) 5 g & 5 (a)[lipoprotein (a), LP (a)] & & #9 4 3¢t & *f
ACS ZWHIWE R . ik 26 152 ) ACS BE 0 40 BIBRIERE M ACS HRFRE T A 2K
1> L 48 3E (acute myocardial infarction, AMI)£H 85 il , N % %€ 0> & /i (unstable angina pectoris, UAP) 41 67
Bl BETRD KSR ES RN DB TR (n= 42), S HEH (n=51) = R A4 (n=59) . &
WM EFH hs—CRP 5 LP(a) /K FE, &R ACSASHMEBANES ERERRLBEEREELITEE
X (P¥>0.05), AMI 4 .UAP 4 #) hs—CRP 5 LP(a) K P& T3 R4, HER AL ER (P HI<
0.01), BRAH WXHEHAM=XHREH hs—CRP 5 LP(a) K FHETHBYL , ERHERITEE
M(P#<0.01); EARHEZHARMF LR ZFFREFRITERE L(PH<0.01), B HRIREK SN
ACS WP (92.8% )% T hs—CRP 5 LP(a) 5.5 A B £ B ¥4 %€ (82.2%,71.1%) , ACS /8% IfL & hs~CRP
5 IP(@)KFEEMX (r=0437,P<001), iR SERD KM HEIREAE S HHLME (=
0.504,r=0.487,P < 0.01), 4 hs-CRP 5 LP(a) R A W B B #H X, FIE RS K0 RA B4 #1128
ME, AT ACS IR 3

[x8R)] SHERIKGEEE; 2B ONERE; FHCRMEES;KREA(a)

To investigate the correlation and value research of hypersensitive C—reactive protein and lipoprotein
(a) level in acute coronary syndrome
MA Jun. Department of Clinical Laboratory, the Affiliated Suzhou Municipal Hospital of Nanjing Medical Uni-
versity, Suzhou 215002, China

[Abstract] Objective To analysis the relationship of hypersensitive C—reactive protein(hs—CRP) and
lipoprotein(a)[LP(a)] in patients with acute coronary syndrome(ACS) and their value in ACS diagnosis. Methods
152 cases ACS patients and 40 cases normal control were selected. The ACS group were divided into acute my-
ocardial infarction(AMI) group(n= 85) and unstable angina pectoris(UAP) group(n= 67). According to coronary
arteriography examination results the ACS group were divided into single artery lesion group (n= 42), double
artery lesion group(n= 51) and three artery lesion group(n= 59). The levels of hs~CRP and LP(a) in serum were
detected. Results There were no statistical significance in the differences of gender, age, etc. Datas between
ACS group and control group (Pall> 0.05). The levels of hs—CRP and LP (a) in AMI group and UAP group were
all higher than in control group, and the differences all had statistical significance(Pall< 0.01). The levels of hs~
CRP and LP (a) in single artery lesion group, double artery lesion group and three artery lesion group were all
higher than in control group, and the differences all had statistical significance (Pall< 0.01). Among different
quantity artery lesion groups, there were statistical significance in the differences of hs—CRP and LP (a) levels
between each two groups(Pall< 0.01). The ACS detection rate combining hs—CRP and LP(a)(92.8%) was higher
than hs~CRP(82.2%) and LP(a)(71.1%) respectively. There was positive correlation between hs—CRP and LP(a)
in ACS patients (r= 0.437, P< 0.01). Both markers all had correlations with artery lesion count (r= 0.504, r=
0.487, Pall< 0.01). Conclusion There are significant correlation between hs—CRP and LP(a). The combination
detection has good diagnosis value and can improve the detection rate of ACS.

[Key words]  Acute coronary syndrome; Acute myocardial infarction; Hypersensitive C—reactive pro-

tein; Lipoprotein(a)
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Mol Rk ko T B, FimERTsRTE e
BEFREAN—-AA%ONBMEAME, WMAT
2 o Bk o A A 4L (atherosclerosis, AS) W R R B
AR EMX ACSWEMBEXEE , RIEKMNAH
FEASHERAEMERPEINT +HEER/EM, @™
BEASHARESIRPMETEELEBHNAG,
®f C L EHH (hypersensitive C-reactive protein,
hs-CRP) B BRI KK BN XRFEHRIEREYZ—,
HE MRS B ACS &4 K& KK — MR
¥, B8 A (a)[lipoprotein(a), LP(a) |t 2 —F B
JFRE& R s R, &5 —fO mEERN
WS fE R F L, LP(a) KSF 5, R A ACS W] B
K, ) 2 4 AE IR 1 L0 I B 0 R I ST FE R R
XNFREMHXEENREANL, RSCETWE
152 ) ACS & I & hs—-CRP 5 LP(a) I & &,
S0 R E A DR M IR X AR ACS 2 W 1 f (B
T,

1 #RSHE

1.1 ER¥ER #2009 F 1 A & 2010 £ 6 A
REEEBL A ACS BE 152 Bi1E N ACS A , W& EAR
3l bk & $ (coronary anteriography, CAG) . .0~ H [&] | 5
mERERES WKL, KB 82 61, % 70 #1,
AR (65.72+11.23) %, R 4L AR 16 B 7= B R B 43
R @ .0 WA BE (acute myocardial infarction, AMI)2H
85 i , AN 38 %€ 0> 49 (unstable angina pectoris, UAP)
4 67 5], BRI B fE R AR R 40 B4 g %o B
H,58 23 4,4 17 ), PR (62.1348.76) % , HE
B B 1L B R BRI

12 F¥ FBAEZRAXMNERABD EERMALET
BREBEFRM (&L, 4B BREEN), B R e H
KDC-1044 3 B0 0L, L. ¥ 42 11.5 em,4000 v/
min %> 10 min BUM 7, hs—CRP R A BN-11 £ H
e E R AT A BRI, LS e g
LP (a) U & R FIZL B L i 4 H 37 7600-020 £ H
AL ST AR R By H A B iR R At iRt
1.3 CAGKZE XAZRIRFHEHFEENS
CAG BB R BN MKAE R, B X M B Z /R E
3RS AR, IR RERE,
VB B RAE> 50% R A B XA, ACS AR AH Rk
CAG KA L5 R 4r N M (n=42) , W HRAEH
(n=51)FI = AH (n=59),

1.4 Suil“#4b3 KA SPSS 13.0 &t 4174
WAL BT AR AT ESHRE TR R
KA RS, B v R, SHM LB R

R E R 2400 AEWER LB R ¢ K5, T8
] B A % 4 % A Spearman S & A &40 47, LA P<
0.05 HERAGZITFEX,
2 B
21 ACS A5 B — MG RPER LI ACS 4
5 RATEE RS M R IUE S OB R SO &
H ¥l = B8 (trighyceride, TG) . & JH [& BZ (total choles-
terol, TC) . fik % & 5 2& H FE [& 8% (low density lipopro-
tein cholesterol, LDL-C) . & % ¥ A8 2 & H [& BZ (high
density lipoprotein cholesterol, HDL-C)7K ¥ 25 7 #
T2 E (P> 0.05) , AW ERE 1),

£ 1 ACS H55F A — M R FER L

e B B 4t ACS 4 (n=152) Xt B (n= 40)
FE () 65.72+11.23 62.13+8.76
HH(B/ &) 82/70 2317
S50 E 2 [n (%)) 91(59.9) 22(55.0)
R L [n(%)] 42(27.6) 10(25.0)
R [0 (%)) 66(43.4) 17(42.5)
TG (mmol/L.) 1.73+0.62 1.61£0.53
TC (mmol/L) 5.31+2.67 5.172.61
HDL-C (mmol/L) 0.97+0.36 1.09+0.55
LDL-C (mmol/L) 3.41£1.76 3.0521.66

22 R4E hs—CRP.LP (a) KFHE HmFE2T
H1,AMI 4 \UAP 4 hs—CRP.LP(a)/KF & F3F B
HEZRHYERITEZE XL (PH<001); H AMI 4
hs—-CRP.LP(a) /K F ¥ & T UAP 4 , 2RI E S
T#EL(PH<0.01),

%2 K4 hs—CRP 5 LP(a) /K H 8 (xs)

#H 5 Bl % hs—CRP(mg/L) LP(a)(g/L)
AMI 4 85 12.17+7.23% 0.53+0.24"
UAP 4 67 7.69+3.57" 0.39+0.20"
xtER 4 40 1.78+0.82 0.16+0.08
FlE 25.32 23.41
P{E <0.01 <0.01

. SW AL ,P<0.01;* 5 UAP 4 L3, P< 0.01

2.3 AR B BKR [R) 5 22 3284 [A] hs—CRP . LP(a)7K
LB B3R 3 Ar A, B R 3 Bk 4B ST B s
hs—CRP 5 LP(a)/K ¥ tibl 2 3 & , R [l 5 4k 3h Bk ow
BB A hs—CRP Lp(a) /K-35 FX M, B
SYWAEGITHFE (P <0.01), SRR AR 30bK
5 A8 S B4 R B EL 8, hs—CRP 5 LP(a) K P £ 57
NGB L (PH<0.01),

24 ACS B#E M5+ hs—CRP 5 LP(a) PHM: K HH &
RILLESHT  ZWTHERE AR ME hs—CRP> 3 mg/L,,LP(a)



<151- w35 B I o
>0.3 g/L P ATIHE, LA hs—CRP 2 LP(a) H o
Z—FBYERD Y PRV AR A PR . BRE L HT
PN 92.8% , 78 F hs—CRP LP(a) 5 46 Il B 1
#(82.2%,71.1%) , ZEH W3 4,

F3 ERBBEARRIRAE B B X I 4 hs—CRP

4 LP(a) K ¥ H 8% (wts)

HF B hs~CRP (mg/L) LP(a)(g/L)
L gL 42 423£1.27 0.357+0.213"
W 51 7.42+4.12% 0.436+0.270™
=3RAEH 59 10.66+6.72"* 0.514+0.253™*
Xt B4 40 1.78+0.82 0.175+0.081
F{ 24.52 22.18
P{E <0.01 <0.01

T S0 R, P< 0.01,% 58 X RHAR A 3, P<0.01; *53X
SRR LA, P< 0.01
# 4 hs—CRP LP(a)8afh KB &Lt ACS 1Y

FAYERS % (%)
HA (ks At Bt MR
hs—CRP 152 125 27 822
LP(a) 152 108 44 711
BE 152 141 11 92.8

25 I hs—CRP 5 LP (a) WM ZH
5 ,ACS B # Il 7% hs—CRP & LP(a) /K 2 IE A%
(r=0.437,P<0.01) ,%{ B84 hs—CRP 5 LP(a) /K E 1
B 5B AH %M (= 0.135, P> 0.05) , hs—CRP 5 LP(a) /K
- 55 56 1R 3l Bk B 9 A8 S804 B BB — R WA e
(r=10.504,r= 0.487,P 1< 0.01),
3 iFig

ACS A2 Mg mAMEALLER, B2—
g RAEMER R, 7E AS RIBE B F , RAER TR
H, AP EEER, SENHEREL , HikR
AETEATRE BRSO TE LA 24 AR b R AR Y,

hs-CRP &M QRN EH, £ E
H BT 40 5 A, E AL R B 405 AR A T i e 25 1 B
TALRESA P, KB W RATRETRHESE, hs—
CRP J& ACS BER B AP B R, B AB R ik 42 T
%, hs—CRP XF I A E3 A AS BI85 ACS R H B
JERABSI B ME, FFRPELRE LP(a)5 AS B8
R R E AR FEAH S, M 78 LP(a) F+ 75 0T 42 3¢
IL-6 433538 m , T 8] #2531 32 hs—CRP /K -7+ . LP
(a) R i AT REST W —Fh BT M B B, SR IR IR
(plasminogen, PMG ) B & BE [ Ui 44 , °T 35 4 41 e 3%
T i PMG Z A E M PMG 0%, MM 30 ) i
BE T i A2 3E AS MITE L, HAE RO B B R B
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M fERETF OB MR X, B LDL-C &
R, RAEE LP(a) GRS E &9, RSB E R
B7R,ACS B3 M3 hs—CRP 55 LP(a) /K E 2 IEA %
(r=0.437,P<0.01), Al A REEFE F 5.0 M BHR &
VLA ETE ACSHARAERBP A —BMWIER,

hs—CRP Y5 LP(a) B K & /= 4 7] 5| & i & N K&
ZH, FECO UL (BRAE TS EE I R 5, 0 D RE
WAL, R e E 3F i ) 40 ML R F 40 TNF-o IL-
6.IL-1 E & EH B F &, hs-CRP 5 LP(a) &
BRERIEENBREFEEENNXR, BEZA
B EHEERR, INE ACS A B, ASTHF5 s ACS
HH) hs—CRP 5 LP(a) /K FE X B4 B & 7 B 2
REHFITFE L (P1#<0.01), H AMI 4 hs-CRP
5 LP(a) K& T UAP A, ER AR $EX
(P ¥3<0.01), ¥ B Bt 5 5 85 B 0 2, 1 8 % 1k IR BE
B E ,AS BEHUR AR E ,hs—CRP J& LP(a) 7k
FHEEZ TR . A SCERUHiE hs—CRP 5 LP(a) /K
PR ACS A 6, ik 5 R B kR AL E 2
IEAE 728 L B £ ,hs—CRP 5 LP(a) 7E il &
HIWE R . ARG R BoR , B E TR 31 kiR
ARSI IE N, hs—CRP K LP (a) WK FELF#
B, ZXRRHR T OEORAN , B R A T8
ORAR, HEHBRERMAERITFENL (PH<
0.01),1&/~ hs—CRP J LP(a) WK F-i8 & , I & 525
TWEM), RIERMBBE, HRBBARE,
hs—-CRP X LP(a) K F 5 RNKREXEEE
BB AR, 5 O GE A —3 . hs-CRP 5 LP
(a)7E ACS 3 I 5 H 49 PR AR H 65 51 0 82.2%
T1.1%, PiE B A R i FHAERE R 92.8%, BEE
12 W7 A PH 4 3R L B g 37 ] hs—CRP 8 LP(a) 2 W7 i1
FHE RS, L, TR B &2 W, T DU &
ACS K i %, B T3, X ACS RN B F
RGBT RAE —E MIEH .

ARG FEY ,hs—CRP 5 LP(a)7E ACS i
Y RBEHREEEEEM hs—CRP 5 LP(a) 2 B
B @ I IEAR S, BN 455 ACS MR Bl A &
BB RIAHSCHE, PIE KA R I 7 — B2 B b it
ACS S5 78 i ™ R B R0 B A B B B 1 i
#HE.
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