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(# ZE] HE HiToFmrE C(CysC) 5 &RMEnEEHsh il mEn, ik AL 2010 F7
A Z2012 43 AR LA NEHE 5T %8 98 B, PTR & FAT 3 BRAR B A o 4 1 S Bk A L BB A (IMT) =0. 9 mm
#8 50 ) % IMT <0. 9 mm 28 48 4] , 5 fe i CysC ZAB X W R FAHEE, R IMT=0.9 mm 405 # f 7 CysC &
4 IMT <0. 9 mm 209 234 % (0. 95 +0. 24 mg/L ¥ 0.76 +0. 15 mg/L,P <0.01);CysC 5 5 B EE G RE 8 2
FRAK(P<0.01), 558 hRfeH KHEEAREEREGRER RANMRABFREEZZEHMX(P<
0.01), $ARTEBESHE*,CysCOKGE KREEREONREBRLH IR IMT Rkt E, &L
ik CysC 5 B Il 56 & % i sh BRAR AL AT AR 4 | CysC A ZA SR IMT 38 B a9 ik 240 % B &
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[ ABSTRACT ] Aim  To investigate the relationship between levels of serum cystatin C ( CysC) and carotid athro-
sclerosis in patients with acute cerebral infarction. Methods Ninety-eight acute cerebral infarction patients treated in
our hospital from July 2010 to March 2012 were investigated. ~ All of them were divided into carotid intima-media thickness
(IMT) =0.9 mm group with 50 patients, and IMT <0.9 mm group with 48 patients, by carotid ultrasonography. Levels
of serum CysC and related clinical data were measured. Results The levels of serum CysC in the IMT=0.9 mm
group was significantly higher than those in the IMT <0.9 mm group (0.95 +0.24 mg/L vs 0.76 0. 15 mg/L,P <
0.01). CysC had obvious negative correlation with serum HDLC (P <0.01), while postive correlation with age, body
mass index (BMI), systolic blood pressure (SBP), low density lipoprotein cholesterol (LDLC) and IMT (P <0.01).
Multinmial regression analysis confirmed that CysC, SBP and LDLC were independent factors correlated with carotid IMT.
Conclusions CysC has associations with carotid atherosclerosis in patients with acute cerebral infarction.  CysC could

probably be an independent factor correlated with the carotid IMT.
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£ 1. IMT=0.9 mm A5 IMT <0. 9 mm AIEFRERLE
Table 1. Comparison of clinical data between the IMT =0. 9
mm group and the IMT <0.9 mm group

IMT=0.9 mm % IMT <0.9 mm 21

A (n=50) (n=48)
AEIB (%) 60.35 +12.36 62.78 £15. 64
W2 12. 6% 16.3%
WFEFEEL (kg/m?) 24.81 +2.17* 23.86 +2.21
W (mmHg) 138.55 £13. 64"  131.85 +12.47
#75KE (mmHg) 85.25 +7.46 83.23 +7.55
8% ( mmol/L) 5.48 £0.44 5.45 £0.49
TC(mmol/L) 4.25 +0.96 4.38 +0.95
TG( mmol/L) 1.57 £1.02 1.69 £1.05
HDLC ( mmol/L) 1.14 £0. 27" 1.25+0.29
LDLC( mmol/L) 2.66 +0.95" 2.25+0.52
CysC(mg/L) 1.15 £0. 24" 0.86 0. 15
IMT( mm) 1. 15 £0. 12° 0.85 +£0.07

a i P<0.01,5 IMT <0.9 mm 4 5,
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Pearson A 43 AT 7, CysC 5 4F W% | K i 45

B s K LDLC K IMT &£ & 3% IEAH 56, 5 HDLC
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& 2. Pearson tHES T

Table 2. Pearson correlation analysis

moH r P

HFR(2) 0.250 <0.01
RS EL (kg/m?) 0.418 <0.01
Wi i (mmHg) 0.315 <0.01
#F3K K (mmHg) 0. 138 >0.05
ML ( mmol/L) 0.208 >0. 05
HDLC ( mmol/L) -0.336 <0.01
LDLC( mmol/L) 0.238 <0.01
TG (nunol/L) 0.228 >0. 05
TC( mmol/L) 0.216 >0.05
IMT( mm) 0.316 <0.01
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Table 3. Multinomial regression analysis

A OCAS B s, P OR IMT( mm)
LDLC( mmol/L) 0. 062 0.016 14. 165 <0.001 1. 063 0.930 ~ 1. 198
W45 = (mmHg ) 2.035 0. 486 17. 629 <0.001 7. 648 1.146 ~2.975
CysC(mg/L) 0.517 0.194 7.216 <0.01 1. 675 1.151 ~2. 442
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