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[HE] By HITIEMME C /K (plasma cystatin C concentration, PeyC)Xt 70095 K F UG #Y
WEPRAME. ik HELEALE 2007 4F 4 H % 2009 4 3 A 7EIL Al T o B fE B 2 i ok AR AL g
FEC 126 451, Hi P A s T 00098 (stable angina pectoris, SAP)34 ] \ A% i B0 858 (unstable angi-
na pectoris, UAP)56 1], 2 0> JJLIESE (acute myocardial infarction, AMI)36 fil, i 8 & ¥ & WHO 5
IR EING PRIS TR o R [R1H00 K1 ) 20 AR R R Bt 422 T IR 30 ik 7 5% HE S0 S U s (R 0 R EH 34 Bl &
HAEPE R AR — R VORI EL A 25 R RS2 2 X, A AT ek, W05 LML AR | I PR R (uric acid,
UA) IR, A K PeyC FIE 8 C 17 B H (high-sensitive C-reactive pmtein,h&CRP)7J(S|Zo Xt ETAE BB
W6 A iCFHOMERRBFHH R AR, WA, ZAMBIBESHIRE B AFE5
B SR 2 R, P <0.05 AERAFFEIHFEL, BR  UAP 4 PeyC BEH T SAP 1 H
XA (P < 0.05), {BAEF AMI 4 (P <0.05) ;7 UAP 410 AMI 4 hs-CRP ¥ JE 12 257 (P < 0.05;
P < 0.01), PeyC 54E## \hs-CRP . A0 B 40 M HLET \UA 2IEARSE (+ > 0, P < 0.05), Heo 5 M AILAT
RIS (r = 0.612), FIZIMIBIRZ (r = 0.459); PeyC 5 HDL-C 2 /A% (r = - 0.227,P <
0.05) . 7¢ 6 I H G FREATT , 26 B 88 & A0 LA B34, HIEABEET PeyC B 2.5 T[R4 22 #R
RAECHERRIFEE (P <0.01), &% HNE CS5 TR ERLR, PeyC B Lok R
HARHUEH—AERZHBE T,

(XA BEME C; BB C RMED ;&0 SRS A 1E
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[Abstract] Objective To evaluate the relationship between plasma cystatin C concentration (PcyC) and
coronary artery diseases (CAD). Method A total of 126 subjects with CAD evidenced by coronary angiography
admitted from April 2007 to March 2009 were divided into three groups: stable angina pectoris (SAPs, n =34),
unstable angina pectoris (UAPs, n = 56) and acute myocardial infarction (AMIs, n = 36), according to the diag-
nostic criteria of CAD set by WHO. Another 34 subjects without CAD were taken as controls. There were no statis-
tical differences in demographics among four groups. Serum lipids profile, uric acid (UA), PeyC and high-sensi-
tive C-reactive protein (hs-CRP) were determined. And in the meantime, all patients were followed up for six
months and adverse cardiovascular events were recorded. Comparisons were made between groups with a number of
independent-sample ¢ -tests. Data were processed with analysis of variance to test the differences in means among
four groups, and the means were compared with chi-square test. Statistical significance was established at a P val-
ue of less than 0.05. Results Cystatin C levels were significantly higher in UAPs than that in SAPs and in
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controls ( P < 0.05), but were much lower than that in AMIs ( P < 0.05). And much higher concentration of hs-
CRP was found in UAPs (P <0.05) and in AMIs (P <0.01). Cystatin C was positively and significantly corre-
lated with age, hs-CRP, WBC, creatinine and UA (r > 0, P < 0.05), whereas a significantly negative correla-

tion with high-density lipoprotein cholesterol was found (r = - 0.227, P < 0.05). These coefficients were obvi-
ously high for creatinine (r = + 0.612), and WBC (r = + 0.459). During the period of six-month follow-up, 26

patients with adverse cardiovascular events were found, and had significantly higher cystatin C levels than 22 con-

trols at admission (P < 0.01). Conclusions Cystatin C plays a pivotal role in the course of CAD, and the PcyC

is a strong predictor for the risk of cardiovascular events.
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1.1 —R&AR

HEEEAE 2007 4F 4 A 2009 4 3 A EEH#E
B MR AL 50 %2 o1 B B A B B2 R 3h kg 5%
KA iis R O B 126 6, Forh B4k 110 41, 4
16 B, 4E 8% (60. 10 £ 10.48) %, I3 PR F L4
h1 SAP 4 34 5] \UAP £ 56 | F1 AMI 41 36 #, Fid
BEBFFE WHO &.09R I K2 Wikr e, 12 R
e o Xt BRZE 34 f5i], Hod BB 4k 14 ], <ot 20 B,
A (59.20 £ 7.43) B . i TR XS QB HE R O
WU SRS PR 2 REER T ERERK. A &
FIE RGN NG YR BEAE LA BB R %
1.2 MRAE
1.2.1 [MmAEFUM UAVRENE HRSE(EE 12
h DAL ) RhECE i # B 3 mL, 4328 I 3, R A4
B 344204 (H ST 7600-120, B A ) FkS 3]
& (5, P51 ) I 22 & JH B BE (total cholesterol, TC),
{82 B g 2 1 IH & B2 (low-density lipoprotein choles-
terol, LDL-C ), & % BE B % F /1B [ B (high-density
lipoprotein cholesterol, HDL-C ), H il = ( triglyc-
erides, TG) & UA BIIRE
1.2.2 I hs-CRP WREME  BUE R 2 I # Ik L
252 mL AREEE 25 8.0, ar B I0VE , B 42

AL (B 37 7600-120, H 2%) F46 34 5] &
(5%, 75 , SR S 3 5T b 32000 5 I ¥ hs-CRP
1.2.3 PeyCIE A ABSE 2 RigRas E I
R Bk 4 mL, AMI f8 35 B 20 4 B3OS 8 Bk Il 4 mL,
Y& T & EDTA MHLEEE T, KBS 30 min K L
1500 r/min #5.0> 15 min; 73 85 I 3% 75 H KR 1 EP
HN, BT - 80 CRIRIKAE R8T (A7 B Rl
F6M™A). Bl PeyC B4 & (R&D Systems,
Minneapolis, MN) /132 E RoD 2y A) 2 4L, KAt %
SRR e Lk, 35 E DTX880 2 Ty gl X
(BECKMAN COULTER) % o i3] & i) /MRl
JEFE A4 0.030 ~ 0.227 ng/mL
1.3 FEif

WEVET [l MABERS FFERE 9 6 A H , LLE A3
B2 B AWM LT, 18 % B O I8 F14
(BL45 AMICMERFE 00 [ 1 0 00 B i i R T
R)EAREI . RIFH LR EHE S HOMERR
{4 4H (adverse cardiovascular events, ACEs)FITGA R
{44 (none adverse cardiovascular event, NACE) , BiZH
BE M REL TR E R 2 F LR TEE XL
1.4 SitEFHE

ERSITERBDIE £ rfEE (v £ 5) £
N, PR R R LR ST BEAS ¢ KT8, 41
PR AT 2007, S 4lR 2 E L T 25751
F LSD, 7 EAFFHIF Tamhane’ s T K3 s HHE090H
PUE SRS A o R, KA SPSS 15.0 B
BTG, P <0.05 AEREAGIT#E L,

2 HR

2.1 BHAER

DULE IEIFE R ) AR IS TR Kl AR S 4R M I
8 MBES IR TR AL, ZER B THEITFERE L (P
> 0.05); 0K RE R WBC Bl B = T X4 (P
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< 0.05), AMIAFAEE FEE (P <0.01);AMI 4
I UA WEFBA B = T R4 (P < 0.01) , R4
HEE R TLEIHFEL(P > 0.05), W& 1,
2.2 PeyC 5 hs-CRP K FHILLES

UAP 5 AMI 4 PeyC /K 2w T SAP 4 IS

M40 (P <0.05); AMI 4 PeyC /K-8 3 & F UAP
#H (P <0.05), UAP 4 AMI £ [fi 3¢ hs-CRP 7KF
HEE, AGEBES T A (P <0.05), I
%2,

F 1 SAPs,UAPs, AMIs 5 Foxd IR A B VTR LEAR
Table 1  Characteristics of SAPs, UAPs, AMIs and controls

E 234 XL (n = 34) SAPs (n = 34) UAPs (n = 56) AMIs (n = 36) P{H
FEW (%) 59.29+7.43 56.88 +6.48 60.66+11.28 62.22+11.96 0.426
HR(BYE, %) 64.7 9.1 85.7 83.3 0.137
B (% ) 29.4 41.2 2.9 61.1 0.298
HILAE (%) Mn.2 58.8 78.6 72.2 0.066
BRI (% ) 11.8 23.5 25.0 11.1 0.531
A (% ) 35.3 70.6 64.3 66.7 0.129
EEEB (kg/m®) 24.38+2.70 25.81+1.76 25.80£2.32 24.46 +1.61 0.055
W4 s (mmitg) 132.00 £20.20 128.47 £ 14.83 130.86 + 13.84 120.17 £25.71 0.220
&7 3K FE (mmHg) 75.86+11.18 80.18  13.46 79.39111.92 76.94 +16.92 0.755
TC(mmol/L) 4.41£0.78 4.80+1.19 4.76 +1.31 4.74£0.95 0.712
HDL-C(mmol/L) 1.19+0.31 1.05+0.21 1.04+0.13 1.00+0.21 0.050
LDL-C(mmol/L) 2.84+0.69 2.9221.09 3.08+1.21 3.28+0.86 0.578
TG(mmol/L) 1.32+0.84 2.09£0.79 1.64+0.74 1.83+1.11 0.074
IfL8E (mmol /L) 4.91+0.58 5.78+1.14 5.71+1.55 5.85+0.95 0.075
UA(pmol/L) 303.56 + 84.24 343.78 +50.87 341.30+ 81.30 404.36+135.27" 0.017
JULEF  pmol /1) 70.55  10.76 77.40+12.77 74.15£13.52 100.78 +37.53* 0.000
E A x 10°) 5.36+1.13% 6.87+1.67°* 6.60+1.78 4 10.22+3.30* 0.000

T P A VU] BRI R X BRLHAR, " P < 0.05, % P < 0.01; 55 AMIs HEE, 2P < 0.01

F2 KAFRF PoyC 5 hs-CRP K P
Table 2 PcyC and hs-CRP in SAPs, UAPs, AMIs and controls

et YHHELE (n = 34) SAPs (n = 34) UAPs (n = 56) AMIs (n = 36) P1H
PeyC(ng/mL) 1509.99 + 408.65 1348.41 £369.62 2013.83 +633.85" 4 2873.55 + 1149.48°4% 0.000
hs-CRP(mg/L) 0.92+1.04 0.40 +0.67 1.58+2.81"* 20.68 + 18.98°4A% 0.000

TE: P B R PUZH [H] LA SR SR ERLLELAR, " P < 0.05,° P < 0.01;'5 SAPs L, * P < 0.05,%P < 0.01;5 UAPs L8, %P < 0.05

2.3 PyC 5SHMEFEAMEX M
PeyC 54E 4% . hs-CRP, F1 41 fft S8, 1f YLEF , UA

£ 3 PoyC 5HEIIREMAERAEN
Table 3  Correlation between PeyC and other factors

ZIEM% (r > 0,P < 0.05), Hrh 5 HUEFAIAHZE M
B (r = 0.612), HAMEEIRZ (r = 0.459); PeyC
5 HDL-C 2% (r = - 0.227,P < 0.05); PeyC
EREHEE, TC, LDL-C, TG, 25 I MUFE A WL B AH 26
PE(P > 0.05), W3,
2.4 PcyC #£ ACEs 1 NACE B & hiyLLi

W 26 Bl E A4 O MEARREM, £
AMI 3 {4, RAP 10 4, CSD 1 {5, PCI 9 {5}, CABG 3
i, i H. ACEs ¥ 5 NACE B EEA B A E R
PeyC 7K [ (2356.73 £ 897.64) ng/ml vs. (1469.51
+574.83) ng/mL, P <0.01],

PcyC(ng/mL) r P

FIR(R) 0.227 0.043
IREFE B (kg/m?) -0.030 0.789
Ifi ¥ (mmol /L) 0.091 0.420
TC(mmol/L) -0.140 0.214
LDL-C(mmol/L) -0.035 0.760
TG(mmol/L) -0.194 0.084
HDL-C( mmol/L) -0.227 0.043
UA(pamol/L) 0.383 0.000
HUBF (pmol /L) 0.612 0.000
HAR( x 10°) 0.459 0.000
hs-CRP(mg/L) 0.332 0.019
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B R — e KRR R, FEF R E M
fe o R 70 A5 P R 5 T I AT 2R JUL AR
I 2 I 14 6 T L T A T R TR A % Il % F
W LN M 5 R % | RS 4 R TR BE IR TE 1
TEE RS FR T, 40 i AP R (extracellular matrix,
ECM) REEE/M M. ECM AMUS 5 T L4
s 5E AR N8 R UTAR A B i A% T 155 3 ik oy A
AR Y BB BT | T H AR R B B AT 4 0
MRS EXEENERAY., Bk mag

i A P T LA M A A ECME sk /0 8 1 T e
VAR ECM RSN , 2 BE SR 4 1 o 7 T B R R S,

BEAIR C B I ffe 7= 4t Xof o ok 400 A £ 7
BB A —E W, 25 R RN
Rl BRE & B3 Bk o BE BT B 5 18 3 sl ko 41 41
IR C EEEIE N MERD, AN ESE S
B K #id g, FRERIE C Mk L
KA 7K A -5 L0 i SR E I 4 BE 1R 2P A7, T BE
S B R A AL R T R BE AN AR s R A A B
Pz —, ShfkFEREL TR M EER S ST 5
ABES B AR , HL5 AR B P 261,
M TEVE R 5 4 BT B N TE R R, F
SEKEE B IR YIRS,

AR R, Gk A LR & PeyC M
hs-CRP/KF-H B3 i , 8 712 B35 TR AR, SR e
ME CS 5 Ak e & e T RE W R
Mo HFHATRIMNE C EEWHORBE%, £
SEA B BE SO A o I 45 - 1 UL 40 P 20 i 4 4R R
FIRE S & K48, (i f e BAT e s Pl 21 4 R i e
(2 D U B 1 3 K 98 ) SR R Ak i B R
B AR RE AT HE MR A 9 5 TR, T Btk
SR FIRA R B R,

R MAER R FFEH ABERA HEE PeyC,
RRMERN PeyC 509 R HEA R B HYARRX,
RO R B3 & A 0 — 805 5 T B 1,
B4, hs-CRP S REHL K R B 2 838 IE AR, T
HDL-C FIF AT 5 5 B Bk iy = 21100, AR 5
KB PeyC 5H &K, PeyC I BiR hs-CRP F i

1 HDL-C /KFRER, BB hRfE R TRk G I E 2
SHRRAAREHNEE, KK, IWE CEETF
OB RN, 7 Bl 4 % 58 i FUR ZS B h
O JULEF R H SR, AR S 4 F1.0 LA BE SR 52 Y
A R RS, T TIMI & B 34 18 2 7 2
MRk SIS A BEENME, MK CKFY
TIMI fE RS T4 2 IEA R, M E KPR RF oM
TKGFATEBRE N ER M E, 2 Ek G AR
PEIDE C /K SF 4 i A R R A 3 2 2% i R 3h ik
FRAEFIRE AR BB o
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