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[ Abstract |
sis. Methods
into stable plaques (SP)group and instable plaques (IP)group,and 198 whoes age and gender well matched unrelated healthy sub-

Objective To investigate the correlation between S100B protein and the stability of carotid artery arteriosclero-

A total of 200 patients with carotid artery arteriosclerosis(CAS) were assigned as study group.and then subdivided

jects were enrolled as control group. The levels of SI00B and hs-CRP of the 3 groups were measured by ELESA. All the diagnosis
were confirmed by color Doppler and B-ultrasound. Results The level of serum S100B was significantly higher in IP group than
that of SP group and control group(P<C0.01). There was no statistical significance between IP and SP group in the level of serum
S100B(P=0.07). The level of hs-CRP was significantly higher in IP group than that of SP group and control group(P<C0. 01).
There was no statistical significance between IP and SP group in the level of serum hs-CRP(P=0. 59). Conclusion The increase of
serum level of S100B in the IP CAS patients shows that S1I00B may take part in the pathogenic mechanism of CAS,and regulating
of S100B may become the potential therapeutic targets for CAS.
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S B B ATRE BERY 2 B DA AL (B 1D s DU BEANIR & BE
N i 5 BB o A e P B DA A o 0 B e R AR R B

A IEF BB OR 7 5 B A T8 E BEYe CBRBE) 5 C: 8 E BEH (BEBE) 5 D AFe s BEY GE G BED s G Sk S 3 Ik ok R R AL BESR
1 BN Bk 37 1 8 44 BE B

1.2.2 ELISA ¥4 W If 3% S100B % 8 8 C J2 1 & 4 (hs-
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Jitl A ¥ MCP-1 #1 11-6 S5 (9 383K, IF 4 1 1 48 1 3 UL 48 i
BIERBDT . MAh, ST00B Al LAk 2 A Ak 48 A 3 0 B
AT AR 9 Bz 41 450 . WF 95t & B S100B #4i% TAGE fij &
FOOME L TNF-o-> B3 fin 1 IP-10 mRNA K ™. i
AT 3R BE B S LA AT B e EAL L R S S
T kiR AR I & & . R S100B 45 nJ AE 3 13 X 26 4L il
S5 T KB IL i &4 K R .

TEABIEFE v 5 BB S 20 I Rt o B R A o e i Hs Wl JR 9
FZ AR (1 58 EE ] 35 B2 05 T 0E H 6 IR AL (P<C0. 05) . T & 41
BE Hed] 550 B 4 25 53 TG 112 3 L (P>>0. 05) , (R bR 9



2224

Lb ) B 5 8 F e B e 4 B OE H R B AL (P<C0. 05) , M PR
S5 8 4R AT Bl I R R B Ak 0 S IR PR 2R IR T v R R
P I P B2 ) RE R 6 I O S v RS LR S R KB KR
F A S 45, 5 1R 4 P B2 A0 M 458 4% o DT 2 30 2 Jik 46 A A
TR K. AWk B B IR 5 BB 0 A2 T L DA R i A
ZERE A G, B2 RBURE PR R R O B 8 BE B g — A 0
FUT L ORWEIE R BAE CAS B A E 68 J B e B B 41
& Z AR BEHR 4] S100B {1 /K 7 ¥ &5 F 1 & Xt B4, (1AL 5 45
BEHLZH 1Y S100B 7K - 5 1E & X B4 2 0] A % B 09 25 55 i
FUEBT R S100B /K5 14 %t A L 2 R LS i E X
(P>0.05) . #fE nf 8 0 J5 BH O &) 15 BE B i o & | A i, W
JULE0 0 58 D e /> £F 2 MR L SO T 25 TR LA O 4T 4
e P ) 0 o S L BEER A B T R G S E 0 R B BRI
M, B 5 BB 4] S100B /K F-TF & . i 76 Fa E B H
S H BN IS AR B A B R 4T 2k I R L RAE W) IR B R 3 1M 3K
M, ABIEST RVRE & B RA R BE e 4 A0 B 40 BE B 41 SR 1 a3
hs-CRP I 3 M & F 1E % X R4, A0 S100B f9 A8 1k i #4 — 3%,
X ARG B gE e

SR AT 5 A 25 — 8 19 7 Rk 0 5% >R P 00 30 ok 8 75 1
A BT 10 e R T L G 4 SR A IR T 5 1 2 ) O B R
PR S TRk 0 AR B 7 [ AL B . # H ORI & CAS S48 1
SR TN BRI I DA I 5 AR LT R A
T 38 JR SR A I A RS B L BRE B T SRS Ak SR T R T LR B
7 4 I L T R A O S L DA R A A e
Mz2 R, 7 BB HORGE B s 8 R 450 . 01k B4 ol A
BEH (9 43 B AL S0 B2 R R HEAT TR AL . VR 2 BEH A
B LRV I DR E R B . LI AR AP T R BLIE % 1T G A
P (7 R A T LSRN X — R JE . KL PR Y CAS BEER Y R
FEVE H R PR b 3 LS5 S0 ik ke R A Ok

£ 1, S100B [ 7K SF- 46 0 °] £ g 1 BR CAS B 3 %) 1 3 B
M 9 M AR T BN L T R 5 R UG (9 06 R AEAS i — B R
T T IR S100B 1] 58 i H I PRES A8 & T BE B Ay B8 22 0

2% 30k

(1] RZIE 2 benk. 39080 koo A BB AL miF X dF SR LT . wp 70 B 25
£ I 44 R, 2014, 12(1) £ 92-93.

(2] %Y, 5. 5. 5. BA4F L8 D3 Ik 5 9 5k 5
T e e O A R OGP L) . e A AT 0 Ml I i R
#,2013,15(12):1245-1248.

(3] ¥ . 203 bkok #F 68 1k A i A 7K S 5 B A8 B8 19 A0 < M 43
Hrid . o B sE i 2 50 20 35, 2013, 16(23) . 71-73.

[4] McCormick MM, Rahimi F,Bobryshev YV,et al. SI00AS8
and S100A9 in human arterial wall. Implications for
atherogenesis[ J ]. J Biol Chem, 2005, 280 (50): 41521-
41529.

[5] Croce K,Gao H,Wang Y,et al. Myeloid-related protein-
8/14 is critical for the biological response to vascular inju-
ry[ ] . Circulation,2009,120(5) :427-436.

[6] Tsoporis JN,Marks A,Haddad A.et al. SI0O0A6 is a neg-
ative regulator of the induction of cardiac genes by trophic
stimuli in cultured rat myocytes[ J]. Exp Cell Res, 2005,
303(2) :471.

FREF 201556 A% 44 K5 16 M

[71 Mathiesen EB, Bgnaa KH, Joakimsen O. Echolucent
plaques are associated with high risk of ischemic cere-
brovascular events in carotid stenosis: the tromsep study
[J]. Circulation,2001,103(17) :2171-2175.

[8] KRB TR ZE BRSO AR 2 R 2 0 e il P i 1l 4
9o KL 00 ) oS A B A0 BE R ) B S LT 0. v A8 2 A 0 il
B4 ,2010,12(4) :333-337

[9] Tuttolomondo A,Pinto A, Salemi G. Diabetic and non-dia-
betic subjects with ischemic stroke: differences, subtype
distribution and outcome[ ] ]. Nutr Metab Cardiovasc Dis,
2008,18(2) :152-157.

[10] Leclerc E,Fritz G, Vetter SW,et al. Binding of S100 pro-
teins to RAGE: an update [ J]. Biochim Biophys Acta,
2009,1793(6):993-1007.

[11] Basta G. Receptor for advanced glycation endproducts and
atherosclerosis; from basic mechanisms to clinical implica-
tions[ ] ]. Atherosclerosis,2008,196(1):9-21.

[12] Donato R,Sorci G,Riuzzi F.et al. S100B's double life;in-
tracellular regulator and extracellular signal[J]. Biochim
Biophys Acta,2009,1793(6):1008-1012.

[13] Shanmugam N, Kim YS. Lanting L, et al. Regulation of cy-
clooxygenase-2 expression in monocytes by ligation of the re-
ceptor for advanced glycation end products[J]. J Biol Chem,
2003,78(37) :34834-34844.

[14] Ding Y, Kantarci A, Hasturk H, et al. Activation of RAGE
induces elevated O,-generation by mononuclear phagocytes in
diabetes[ J]. J. Leukocyte Biol,2007,81(2) :520-527.

[15] Valencia JV,Mone M., Koehne C, et al. Binding of recep-
tor for advanced glycation end products (RAGE) ligands
is not sufficient to induce inflammatory signals: lack of
activity of endotoxin-free albumin-derived advanced gly-
cation end products ( AGEs) [ J]. Diabetologia, 2004, 47
(5) 844-852.

[16] Shanmugam N, Ransohoff RM, Natarajan R. Interferon-gam-
ma-inducible protein (IP)-10 mRNA stabilized by RNA-
binding proteins in monocytes treated with SI00B[J]. J Biol
Chem,2006,281(42) 31212-31221.

[17] Grove EL, Hvas AM, Kristensen SD. Immature platelets
inpatients with acute coronary syndromes [ ] ]. Thromb
Haemost,2009,101(1):151-156.

[18] Stein JH,Korcarz CE, Hurst RT,et al. Use of carotid ul-
trasound to identify subclinical vascular disease and evalu-
ate cardiovascular disease risk: a consensus statement
from the American Society of Echocardiography Carotid
Intima-Media Thickness Task Force endorsed by the So-
ciety for Vascular Medicine[ J]. ] Am Soc Echocardiogr,
2008,21(2):93-111.

[19] BWXMeZR XA M . & SCUR. LT Hey hsCRP K UA KF 5
20 ik o8 R R AL A AE S 43 BT LD . o Il S P A 20 958 0 2
#%,2012,15(16) : 75-76.

(s H B9 :2014-010-08 &8 H 8 :2014-11-16)



