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[ Abstract ] Objective To investigate the correlation between carotid atherosclerosis and inflammatory factors
in patients with rheumatoid and its clinical significance. Methods 92 patients with rtheumatoid were divided into
non- carotid atherosclerosis group (group A 45 cases), and carotid artery (group B 47 cases) , while 40 cases of
healthy people were selected as a control group ( group C) . Serum levels of TNF-a, IL-17, CRP, IMT and
ICAM-1, VCAM-1 were detected. Results Serum levels of TNF-«, IL-17 of patients in A group were
significantly higher than those in group C (P <0.05) , Serum levels of TNF-« , IL-17, CRP of of patients in
group B were significantly different to group A and group C (P <0.05 ) . Serum levels of IMT, ICAM-1,
VCAM-1 of A group were significantly higher than those in group C (P<0.05), Serum levels of IMT, ICAM-1,
VCAM-1 of group B were significantly higher than those in group A and group C (P <0.05) . Serum levels of
TNF-a and IMT, ICAM-1, VCAM-1 showed a significant positive correlation ( P <0.05) , Serum levels of
IL-17 and ICAM-1, VCAM-1 showed significant positive correlation (P<0.05), Serum levels of CRP and IMT,
ICAM-1 , VCAM-1 showed no significant correlation (P >0.05) . Conclusion Inflammatory cytokines and
carotid atherosclerosis are closely related, and synergically promote the incidence of carotid artery atherosclerosis.
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FERIBAE T RIE VAR R M E R
GVESE AR S WEEN, FIERINE 2 . BRSO
WLR . W%, fhes RAESATHPRIN. ST AR IS
KB, R HRCE A B B0 L R R R R
FEHM N SEOZEBRER T W EER N —2 5]
T Sl kA Ak 5 I S8 PO AL I 7 T R G 6L
Ko ARSI I PN B ThRE R, AR PN AR A 3
W55 L A AR gk T SRRy & A . Ssh kN
kAL 2R % T A, I p i sh Bk eE S ik
Sk N AU PR 47, 1 LR ) 78 sh K BE DTN,
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%, FhKRRERE R E AT sk . B IXSEIE
AR, B e St i s L AR BT A
A B R4 =1 (ICAM—=1)  FLILA45 4 i 285 4
T -1 (VCAM-1) %52 54013 2 18] K 41 Bt 5 20 g
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1.1 EREER

PEFEH 2011 4E 1 A & 2013 4E 6 A WE 2
KA LB ik 12 10 G2 i 2 XU f & 92 1, 15
PE25 ], Lk 67 ], 4EWS 34 ~71 %, P4
Jp (516 £18.5) %, BIFFA 3 EH KR =&
(ACR) il RIS WibrdE. Prf i AR

K HIR ] HP5500 (8 2238 it 4 1 250 50 kol 7 A
WIBA SIS KA AL R AL, A MR aiZE KB (A
4, IMT < 1.0 mm) , ZEREBAIFHSishkfbdl (B
H, IMT=1.0mm), 23514 45 . 47 B, [&nfk
PRI AT B ARG B 40 BIBIFFE X5 A BR4 (C
), PITOMER K s . RGBSR, TR
X G ¥ J0 A R, T AR R 225
s, 3 HZIAAERS | P R RS HAT T HEE
1.2 W7 ESMEER
1.2.1 REEFEN 3 HITEN LT AEFRK
H =B ki 5 mL, =& 15 30 min 5250,
B B AR K TNF- o % TL-17, R FHBUEY
PAGI CRP K.
1.2.2  M0ERG B E FA T R FH il I G J28 WG of 5
% (ELISA) ¥E& M ICAM-1. VCAM-1, 3
BV R A A RS, DL ARG ph ) R A2 ]
B BeA AR SE g, BRI EA S A, ™
FEH 75250 == T b
1.3 SitEHiE

i i SPSS B AT, TR BRI R
i (xxs) Fow, ARCECRA KK, 150k
K K, P<0.05 NESASG T HE L.
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2.1 MFERMEEFKELRE

CHBFFE X G TNF- o IL~17 .CRPHG I &5 51 44
ESFHAETEEIN ,, AZTNF- o IL-178CHERH S
2EE L (P<0.05),CRPER LS IH2#E XL (P>
0.05). B ZHTNF-a IL-17 .CRP3AY .CHZERAH
Giit# i L (P<0.05), W 1.

®1 MFEREEFEAMATELLE Xxs)

Tab. 1 Comparison of serum levels of matrix metalloproteinases (X +s)

EAE I | n TNF-a (pg/mL) I-17 (wgl) CRP (mgL)
A4 45 2.80+0.29" 131.47 £21.76" 5.54+1.87
B 4 47 3.58 + 0.37* 319.82 + 37.38" 11.93 +5.41%
C #H 40 1.13+£0.15 26.58 + 6.50 3.24+0.73

5 CHE, *P<0.05; 5 AHILE, * P<0.05.

2.2 £4HIMT. ICAM-1, VCAM-1 Eb8

C HBFIE X4 IMT. ICAM-1. VCAM-1 £l
SR ESFHEGE N, A4 IMT. ICAM-1,
VCAM-1 % CHEZRAFI¥E XL (P<0.05), B
ZH IMT. ICAM-1, VCAM-1#% A4 . CHESH
it EE X (P<0.05), k2.

2.3 RMEEFE IMT. ICAM-1, VCAM-1 #Hx%
Xy
SR RAEN T 5 IMT, ICAM-1, VCAM-1 #H
Xk, TNF-—o 5 IMT. ICAM-1. VCAM-1 ‘& iFAH
* (P<0.05), IL-17 5 ICAM-1, VCAM-1 & 1F
% (P<0.05), CRP 5 IMT, ICAM-1, VCAM-1
ZRIGIFE L (P>0.05), WL 3.
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k2 &HAIMT. ICAM-1, VCAM-1 Eb# (x£5)
Tab. 2 Comparison of serum levels of IMT, ICAM-1 and VCAM-1 (X+5)

ELE ] n IMT (mm) ICAM-1 (pg/L) VCAM-1 (pg/L)
A 4 45 0.84 +0.12° 461.57 +50.36" 539.46 = 60.87"
B 4 47 1.67 £0.19* 586.19 + 64.08" 641.58 +71.45™
C 4 40 0.46 +0.18 307.51 +42.75 432.87 +40.73

5 CHILE:, *P<0.05; 5 AHILE, * P<0.05.

£33 HKEEFE IMT. ICAM-1, VCAM-1 1EE S
Tab. 3 The correlation between inflammatory cytok-
ines, IMT, ICAM-1 and VCAM-1

mw H IMT ICAM-1 VCAM-1
TNF-a
r 0.416 0.402 0.351
P <0.05 <0.05 <0.05
IL-17
r 0.097 0.296 0.338
P >0.05 <0.05 <0.05
CRP
r 0.126 0.081 0.147
P >0.05 >0.05 >0.05
3 iTie
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