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Abstract

phism with cerebral small vascular disease. Methods A total of 158 patients with cerebral small vascular disease were se-

Objective To investigate the associations of sSICAM-1 serum levels and ICAM-1 K469E gene polymor-

lected as the observations group and 150 healthy people enrolled as the control group. Serum level of SICAM-1 was tested by
ELISA. PCR-RFLP was used to detect and analyze the polymorphism of ICAM-1 K469E gene. Results (1) Serum level of
sICAM-1 was significantly higher in CSVD group than that in control group (P <0.001). (2)The frequencies of EE geno-
type and E allele of K469F in CSVD group were significantly higher than that in control group (y* =6.435,P=0.011; )’
=9.049,P =0.003). After correction by conditional logistical regression, the frequency distribution difference of the EE
genotype between the CSVD group and controls remained statistically significant (OR =2.649,P =0.014). Conclusions

Serum level of sSICAM-1 can be used as biological marker of CSVD. The EE genotype of ICAM-1 K469E gene is correlated

with CSVD, the polymorphism of ICAM-1 K469E gene may be a genetic risk factor of CSVD.
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Iy RERE AT AP ASAER I R A R REAS A5 (3)
56 CSVD ARz WiknifE 5 (4) B 3E/ 58 s It
AIEAEFN A5, HEBRARME: (1) IR IR IEAS A
BBt & (ANAFAE AL ) e dis W g s L 008 DL RO
RERC &) 5 (2) N KBk FE (L 5 (3) £
RAEREAL AR G S B R e A
SR H BN ; (4) 25 SRS L H SR
PEVERNR e AR A

1.2 Wik

12,1 IMEARASIEE 2 il 0 1 20 % fid s
ST RALHANERRIK I 4 ~5 ml T20 345, 21 EifER A,
FFE R YT 4 °C 3000 x g B0 15 min, 73 B I
T8 A AR, B E )22 M3 3¢ i 500 wl F 1.5 ml EP
W LRI Kl R BT - 80 CUKARIRAF o

1.2.2 I sICAM-1 KA % F ELISA
BEHEEAG I M7 sICAM-1 7K, SR IR R 123 =)
Aty APk ICAM-1 ELISA 350 &, #5650 &
VLI A TR AR AR, LUt S B 17 100 42 o Az 0 Joig
i, TEARE M ZR, 3B %t LE 45 2R

1.2.3 ICAM-1 5 K469E LA/ %
FH A T A TR S W) AR 7= ARG B i S PR 2
DNA il $2 3 77 & 45 B afin 40 Jfg 3 (5 41 DNA, & -
20 C£47. PCR-RFLP 34570 ICAM-1 K469E A
2 (D) 5IFH): LS 9:5° - GGAACCCAT-
TGCCCGAGC-3" 5 FiEs 4.5 - GGTGAGGATTG-
CATTAGGTC-3" , WA Z 25 wl: 3 4H DNA 0. 1
~0.15 pg, F FUHF514#45 10 pmol, 2 x Taq PCR
Master Mix12. 5 pl,{%?ﬂ(ﬁio (2)PCR Jz Jvf :
94 °C #2514 5 min, #% 94 C 25 30 5,58 CiE k
30 5,72 CHE 30 s, 9G53 35 WK, i Ja — GRS
J& 72 CHREEH Smin, (3) RFLP £33 : BL PCR %))
5 wl, 2B FK 17 pl, 10 x N YIHG Buffer 2 wl, BstU 1
fiti 1 1,37 CHEFYI6 h, (4)PCR =4 K RgT) =¥
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W R TG 22 5, HAA AT e AL AR B L
JIg LA | 5 () 2 > e 2 J T T 25 5%, 7 e ML BE IR
S R 2 TR A St 25 7 (P <0.05) (L3R 1) .

2.2  SICAM-1 I ¥ /KX e CSVD 4 sl-
CAM-1 [fi13E 7K -4 148.9 ng/ml; X BEZH sSICAM-1 i,
57K -4 105. 3 ng/ml; CSVD 4 sICAM-1 [fi1 35 7K °F-
B X R, A 2R (P <0.001)
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XTHRZL(8. 0% \26.3% ) , =5 A Git =5 L (WK
2),

2.4 ICAM-1 K469E F:[H LA sICAM-1 [f
WHACELER P AL T sSICAM-1 7KSF-Xt
kv, EE LR AU 5 g, KE 3 R A R, KK 366 R A 4
15,3 F L R 780 2 i) 1 sICAM-1 7K SE %) A it
25 (P<0.05) (WE3),

2.5 W/ AR G fE R R 2 1Y Logistic [B115
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F1 CSVD AFA3TEBA—RRIGRFRIXTLL
Tér & Jﬂ”‘ 073
el kA FER (%) HERB/ ) mIiE BER WS Palsk AR IiE mﬂ HJ’E
R AE
I 15112 158 74.7 £6.5 101/57 97 49 67 55 44 32
Xof HE2H 150 73.9+5.9 94/56 48 21 43 37 35 24
PAE 0.275 0.819 <0.001* <0.001* 0.012* 0.052 0.364 0.333
CSVD 21 5% BRAH L + P <0.05
x2 BEFRBMEMEENES T
BRI (%) ] LB (% )
Vol % (n)
KK KE EE K E
U 158 67(42.4) 63(39.9) 28(17.7) 62.3 37.7
X RRZH 150 83(55.3) 55(36.7) 12(8.0) 73.7 26.3
¥ 6.435 9.049
P18 <0.05" 0.003*

CSVD 2H 5% BRZH BE R AR LUE + P < 0. 05 3 S50 FERUR LU EH#P <0. 05
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&3 T4 ICAM-1 EF K469E 4515 Mm% sICAM-1 KEXFR

R popitektl
F R Y
% (n) sICAM-1(ng/ml) 5% (n) sICAM-1(ng/ml)
KK 67 142.1 83 101.3
KE 63 150.3 55 108.4
EE 28 162.0 12 117.8
F {8 12.994 9.227
P1H <0.001 * <0.001*
T 2H 4% JE DK R 1 3 SICAM-1 7K F, CSVD 2H + P <0. 001 ; % FRZH#P <0. 001
F4 BUNIEREBXEREZER Logistic B35 #7
95% CI
AR E 2l FrifEiR Wald- y* {& P{H OR ff
TR LR
RIS -0.012 0.02 0.335 0.563 0.988 0.95 1.029
5 -0.487 0.33 2.172 0. 141 0.615 0.322 1.174
e I 1.261 0.255 24.448 <0.001* 3.53 2. 141 5.819
BEIRR 1.121 0.319 12.311 <0.001* 3.067 1.64 5.736
2 08 0.567 0.315 3.237 0.072 1.762 0.951 3.266
lelild 0.506 0.319 2.512 0.113 1.658 0.887 3.099
e Mg I 0.196 0.287 0.464 0.496 1.216 0.693 2.136
125 [R50 24 Jo U 15 -0.113 0.344 0.109 0.742 0.893 0.455 1.751
ICAM-1 3L[H EE 7 0.974 0.397 6.025 0.014* 2.649 1.217 5.767
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AT KB, CSVD 41 % 1ML 7 sICAM-1 /K-
7 TX B2 (P <0.001) , 2 75 sICAM-1 5 CS-
VD (1 %975 7] fE A AH 56, 3X 5 [ P Ah— SE i 5% 45 51
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JRAE R A O S — TR b T T B,
K ICAM-1 | W5 I8 W A2 7K 7 T 5 J2 il 1 5 B A
(LA) (S fE R 25 A — IR A i R B,
FEBRPE A A8 (L) BE W E S5 P HF R,
ICAM-1 VCAM-1 251y g 2 THm P X sefff oy 442
7~ ICAM-1 25 CSVD & J%id 2. Rouhl RP 57 &
BRI Y SR/ I A B RT BB 2 5 /N I
T AT & IR sSICAM-1 1 sVCAM-1 257K 78 CS-
VD & T CSVD i3, sICAM-1 7] GER I T
TR 1 A/ EL AR, 25 i/ )N LA 1) SR 1
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AR XS AW ST 4R R SICAM-1 7] fig
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FS ,Ivana Shawkatova & ¥ &R AE R R 10 £
K MERE AL B 154 EE 2 B0 R T [ —
TEr XSk 98 AT 98 & B ICAMI K469E Z A M (1)
E/E FEPRIAI ] g J2 UM N O =k i 1) o 22 1 s [
M MXET ICAM-1 JE[H K469E 2 25 1 15 i /1N
LA Y T 55 45 /0, [ A F 5 & B TR A R Y
WML 2f KK J R AR K S5 i PR A 3R 34 B B 5 1
XPHRAL, K S R A] e 5 2 4F N TS ek WML AH
Koo ARWFTELERPER, ICAM-1 FEH K469E £k
Alfig 5 CSVD AHC, ABF5E i EE BB R ]2 E 554
LD B S T IR, R EE JLR R ] gE R in T
CSVD iy &9 WU, 2 [ R 4 i R W] EE 5[5 AL 2
CSVD % H A 2 (OR =2.649; P =0.014) ,
ARG EERALR , f@ A T EE 57 8. 0% , E %54
FEPAR 26. 3% , 538 E K Z BT SEH T, 5 R
FE XA — X5, Ui ICAM-1 5L [H K469E £ &Pk
Al RBAFAE PG 22 57, 10 ] BB S AR AR K/ IV G o

3 R[] B PR R SICAM-1 7K S5 L, % BTG
& CSVD 4l if & Xf fi 4 EE J KE 3% X 7Y |fiL 35 sl-
CAM-1 K238 5 1 KK LR A 3R B S5 3
PRI AT BEHE AN IMLAE sICAM-1 7K, K469E £ 251 Al
S LY sICAM-1 7K, 3X 5 He Qiu SE YA 5T 45
—F HIX 5 CSVD K R OGN R A
ICAM-1 SRR Z A M anfaf 2 5 CSVD (1) & 5 HL il
IRATERE . AR IN R KA69E £ 75 M o7 15 Tl R 5%
M ICAM-1 43 F A DhAE"  TCAM-1 3 [ 7Y 2 sk 2
TIE 20 ICAM-1 [ 53+ D BE M3 hn i i sICAM-
1 K25 CSVD (1) & it it AT IE S

I AHFSE & B, ICAM-1 K469E F:[AH EE J:[A
RURT e CSVD [—AMER 2, CSVD B I sI-
CAM-1 KB FH5 , 387 sICAM-1 2 5 i/ M
RS, 7T LI R CSVD B — AN Wb iy,
[ ASHIF 9 % 30 B 2540 5 PR mT R 14 in A Hp il v
ICAM-1 K- (HARMFEA L Z AT FREAR R AR K
K, AREACZe B AHE ICAM-1 JE[H K469E L3,
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