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[RER] FHhE;, BRAIFRH;, wPTHALARRE], XERF; @RAZRST1; RAEFRAR
(8 E] BH KiTHLERIDLEIR(CSVD) kol et & b & HilsmA bIE A (VC) B AL o iF K
BFakzk, Ak @BESA2016 551 A £2018 10 A ARG EFRWE EREZ ST 6 141 4 F 0k CS-
VD & Fl6 R FA AR VCI AR E R R 8 H 5 A K VCI(WVCI) 28 (n=45) 3k %Rk & Wik e [% 47 (VCIND ) 22 (n
=56) Fo e B R (VD) A (n=40), Wi 3 MEX F 54 C R EEG (hs-CRP) . @ s A-% 6(1L-6) . IL-1B.
P S 3R B F o(TNF-o) L 20 B R) 86 - F 1 (ICAM-1) & e 3¢ ) &) 3 e R 8% (Hey ) K- &% /7 #1J& VCIND 28 4e
VD B &EH LR IIF KT, —F A CSVD AEAF VO AR LT UNELEAEZ LM ARG FLEFWIERAAT
%, #47 % A& Logistic 92547, 8  VCIND 4= VD 40 % # 7% hs-CRP IL-6.IL-1B & TNF-a K-FHH R &
T WVCL 4L (P<0.05),VD 1% % fe i LR 35ARK-F 39 2 & T VCIND 42 (P<0.05), L& aTbbiR, %776
VCIND 284 VD 28 % % f2 7% hs-CRP IL-6 1L-1B % TNF-a 7K 34 8] 2 4% ( P<0. 05 3% P<0.01), VCIND Z84= VD
20 8 % dn 7 ICAM-1 B 2 3¢ Hey K-F3¥ 25T WVCI £8(P<0.01) ,VD 205 % fo. 7% ICAM-1 & 23 Hey K34 9
2% F VCIND £8(P<0.05), L5474k, 3447/ VCIND fe VD 48 & & fo ik ICAM-1 & ¥ Hey K-FH AR
P4k (P<0.01) , o7& IL-6 IL-18 . TNF-a . ICAM-1 & f2 ¢ Hey KT 5 454 Rilfn iR &35 2 485 (P<0.05)
Logistic @3 5 A7 4 £ B 7, fo ik 1L-6. IL-13 . TNF-a [ ICAM-1 & o ¥ Hey 394 VOl #9325 B %, &8 fik
IL-6.IL-18 & TNF-a ¥ ¥R FH AL T S 0/E CSVD EF ik A A L4 LA KFHEG, VO EA
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[ ABSTRACT ] Aim  To study the relationship between vascular cognitive impairment ( VCI) degree and serum in-
flammatory factors in patients with cognitive dysfunction of hypertensive cerebral small vessel disease (CSVD). Meth-
ods The clinical data of 141 patients with hypertension CSVD who were treated in Affiliated Hospital of Chengde Medical
College from January 2016 to October 2018 were retrospectively analyzed. Patients were divided into non-VCI ( WVCI)
group (n=45), vascular cognitive impairment no dementia ( VCIND) group (n=56) and vascular dementia (VD) group
(n=40) according to the degree of VCI.  The levels of serum high-sensitivity C-reactive protein (hs-CRP) , interleukin-6
(IL-6) , TL-1B, tumor necrosis factor-a ( TNF-a) , intercellular adhesion molecule-1 (ICAM-1) and plasma homocysteine
(Hey) were compared among the three groups, and the above indexes before and after treatment were compared in VCIND
group and VD group.  Furthermore, taking whether CSVD merges VCI as dependent variable, indicators with statistical

differences in univariate analysis as independent variables, multivariate Logistic regression analysis was performed. Re-
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sults The levels of serum hs-CRP, IL-6, IL-1B and TNF-a in the VCIND group and the VD group were significantly
higher than those in the WVCI group (P<0.05), and the levels of above serum indexes in the VD group were significantly
higher than those in the VCIND group (P<0.05).

IL-1B8 and TNF-a in VCIND group and VD group decreased significantly after treatment ( P<0. 05 or P<0.01).

Compared with before treatment, the levels of serum hs-CRP, 1L-6,
The lev-
els of serum ICAM-1 and plasma Hcy in the VCIND group and the VD group were significantly higher than those in the
WVCI group (P<0.01), while the levels of serum ICAM-1 and plasma Hey in the VD group were significantly higher than

those in the VCIND group (P<0.05).

VCIND group and VD group significantly decreased after treatment (P<0.01).
a, ICAM-1 and plasma Hey were negatively correlated with Montreal Cognitive Assessment Score ( P<0.05).

Compared with before treatment, the levels of serum ICAM-1 and plasma Hcy in

The levels of serum 1L-6, 1L-18, TNF-

Logistic re-

gression analysis showed that serum IL-6, IL-13, TNF-a, ICAM-1 and plasma Hey were independent risk factors for VCI.

Conclusion

Inflammatory factors such as IL-6, IL-13 and TNF-a are involved in the occurrence of cognitive dysfunction

in patients with hypertension CSVD, and the higher the levels, the more serious the degree of VCI.

BEE A T2 Al i R, i il He AR ROk i
Z AU R R e o) 2 R B 2 — . Il
/N R ( cerebral small vessel disease, CSVD) J&18
PN Tl JKk 550/ 0N S ko 728 5 1 e i ke o, 52 i
P BRI B 2 BB, I T R /NSl
[ T A a R e R G i e R R R e
JRUURR , BN 7 A BERY R Fe & 5| k& CS-
VD' LA LK RV 7 2008 4F Y [ PR
S AR, CSVD B85 B ) BN AE M TA R )
AERIS (vascular cognitive impairment, VCI) | H: ™ &
AT F I Bh B A 1 Ab M il A AR 22 ot
TR ILTE 28 1 PR 5 DA 0 B B e i 2% DDA G, (5
KTHG VA BRERMTIFAZ, Filk, A58 5
TERRVT R CSVD NIRRT VOl R S
MIERIEH T CHR, HAGELT

1 #RFAFE

1.1 EERFERRSE

B B 47 2016 4F 1 Al E 2018 £ 10 A & A&
e B ATty 141 ) & o JE CSVD A # I K % B,
BALEAFACHRE) (£ 8 )Y &5 fE & Wi AR
o, CSVD #F & I /D o 4 i 5 3 45 3R ) ) A A
KW, WA A& LR D BAR M F 8
40 ~80 % ; B & 5€ fk 5 4F Al /7 A J0 iF & (Montreal
cognitive assessment,MoCA)fﬁj%%?;ﬂi%ﬁﬁﬁ%
WA F mE R R, R T 5 R
TA 0 T e B 6 o R A0 BURE A B ARG L
PR R % R MR AL AR FE | K Bh o AR R L I
=& Y| % ¥ %) (transcranial Doppler, TCD) KA
ThEREREZ50% ; FAEHERAIHE BEE R
VTN ORI o & R W RS
W 5 B RO 6 N A R L ML FR B

HHRE ;R RAREF,

W VCI REFR K EH 28K VO 4
(WVCL 4, n=45) 4 % K L & % A 0 [ #7
(vascular cognitive impairment no dementia, VCIND )
241 (VCIND 41 ,n=56) f1 i1 % M Ji & (vascular de-
mentia, VD) 4 (VD 41,n=40), WVCI 4 5 21 i,
Y24 il A 42 ~TT % T3 (64.5+5.1) ¥R R
48 # (body mass index, BMI)19.4 ~22.6 kg/m’, F
¥ (21.4 +£1.2) kg/m*; % Jf i1 4 ( fasting blood
glucose,FBG)4.5 ~ 6.1 mmol/L, F 3 (5.4+1.0)
mmoL/L; Y #& J& ( systolic blood pressure, SBP) 148 ~
198 mmHg, F 3 (165. 4+10. 5) mmHg; 47 % /& ( dias-
tolic blood pressure, DBP) 104 ~ 143 mmHg, F ¥
(127.6+8.7) mmHg, VCIND % % 30 fi|, % 26 fi;
46 ~76 %, FH(65.1+4.4) % ;BMI 19.1 ~
22.9 kg/m*, F#(21.7+1.6) kg/m*;FBG 4.2 ~6.0
mmoL/L, F 3 (5.2+0.9) mmoL/L; SBP 142 ~ 204
mmHg, 34 (167.5+14.5) mmHg; DBP 108 ~ 153
mmHg, “F34(130.2+9. 9)mmHg, VD 4 % 19 f, %«
21 f; 544 44 ~79 ¥, F 3 (65.5+4.9) ¥ ; BMI
19.3 ~23.2 kg/m*, F 3 (21.5+1.5) kg/m*; FBG
4.0 ~6.1 mmol/L, 34 (5.3+0.8) mmoL/L; SBP
145 ~ 213 mmHg, ¥ 3 (168.8 +15. 1) mmHg; DBP
102 ~ 141 mmHg, *F 3 (128.7+8.4) mmHg, 3 41 —
BB TR FMEZR(P>0.05), AT,
1.2 IAEIThEEITMY

K MoCA EXR T3 AAEF A, ZE
REZAFEWEN EEH PATHE IR EE.
ALEE A 8 6] 2 1 Ay An et B 2 A 8 T, B4 30 4
ME<26 7, R B H RN R Ty B <15
2, BRSO WT N R R, AT R o 4R IE b R AR R
MoCA F 4+ 34T B . WVCI 4. MoCA iF 4 =26 4
VCIND #4115 4 <MoCA #F 4~<26 4; VD 41 . MoCA
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i <15 2,
1.3 MERE NG ERETT

ThEUE R R S LS mL Oy AR K
HETAGHBELEWN Ep B4 FHLATEEE,
X B AL 2 000 r/min B # 3% 208 10 min,
oL EmE, AR, KR R A o
B C Sz & A (high-sensitivity C-reactive protein, hs-
CRP) & F, K A X 40 1k & & B B & & R M 2%
(enzyme-linked immunosorbent assay , ELISA ) £ |
7 B 4 i/ % 6 (interleukin-6, 1L-6) IL-1B X fit &
R E F o(tumor necrosis factor-a, TNF-a0) % 38 4
B FACE, R ELISA 4 30 1 3% 41 A o 5 B4 F 1
(intercellular adhesion molecule-1,ICAM-1) K F, 7
WRAEFZE BRI mL Y ERER, FEE T
# EDTA-Na, Wi3058 % | % 328 80 5L 0L 2 000
r/min B # 3 B0 10 min, 4 F M ¥, & K, &k A K
AR IR R 0 AT A I ot 3[R AL Bt A B (homo-
cysteine, Hey ) K,

A o [ R/ 8 5 96 36 R) 4F VCIND 4
A1 VD A B HATHE A BT, I o E A/
WEAT R AR a7 5, R T o B JE B AT
1 SBP <130 mmHg, # 1 JE # & 1 2 | 7 & 4 %
RAMEO M ERFHEN Y, mKEBHERAE

F1. 3ABEMBERERFRKFELE

Fn R RKE ARG MW F ;8 M4 F B A T AR
A A F X E L /AR BT, BT BT 10 ~ 14
Ko BT EFRMI A Mo, B A0
& _ERAAR AT
1.4 SitZEH*

K F| SPSS 19.0 # A it F 247, 1H E FB UL (v
s)RT, LA AR KA B E & E 04,2 40 I
BREARA ®, RARMEX 2 E, ERET BH
S MR SR E EARR G, o4 141 6l E h
JE CSVD A # i 9% R 4E B F ICAM-1 Rt % Hey &
F5 MoCA ¥ By A X P, UL CSVD & & 4 JF VCI
HELE, LEEFR AT EA G ¥ Z RN
B4 &,k F % H % Logistic [l 3547 % w7 VCI 8
B EE, B a=0.05 HH%EAE,

2 # B

2.1 3AFHEMBFRIERFKFELLE

VCIND 441 VD 2 /235 17 hs-CRP [ 1L-61L-
1B M TNF-a /K380 5 F WVCL 41 (P<0.05) ,
VD 21 & L ERFE AR /K-8 B 5 T VCIND 4
(P<0.05;% 1),

Table 1. Comparison of the levels of serum inflammatory factors in patients of the three groups

il hs-CRP (mg/L) IL-6(ng/L) IL-1B(ng/L) TNF-a( ng/L)
WVCI 41 (n=45) 3.14£1.10 18.28+4.39 16.65+5.30 24.96+6. 64
VCIND 41 (n=56) 5.67+1.74" 20.26£5.51" 18.94+5. 48" 28.05£6. 20"
VD 41 (n=40) 6.98+1.38" 22.64+5. 17" 22.07+6.33" 30.53+5.49*
F 77.419 7.805 9.681 8.766
P <0.001 0.001 <0.001 <0. 001

a N P<0.05,5 WVCI 4 H# ;b S8 P<0.05,5 VCIND 4 H 4,

2.2 VCIND Z870 VD 40 £ & Jr Bl g % 28 ik E
FKELLE
53R AT 6T JG VCIND 1A VD 41 %
1% hs-CRP 1L-6 IL-18 K TNF-o 7K 71 & [AK
(P<0.05 85 P<0.01;%2),
2.3 3ABEMTFE ICAM-1 I3 Hey KT ELER
VCIND 41 VD 41 i 35 135 1ICAM-1 Az Il 3¢
Hey K448 & 5 F WVCT 40 (P<0.01), VD 41 &
F ML ICAM-1 2 1fi 3% Hey K20 5755 F VCIND
ZH(P<0.05;%3) .,

2.4 VCIND 42#1 VD AEHRITRIFMiE ICAM-1
K IM3E Hey K FELEER

RV HT S 6T JG VCIND 41 A1 VD 41
M3 ICAM-1 K Ifil 3¢ Hey 7K 25 0] B R (P <
0.01;5£4),
2.5 MiFEXREREF.ICAM-1 &M% Hey 5 MoCA
TS RYHE K

I3 TL-6 . IL-1B ,TNF-o ICAM-1 Mz Ifil 3 Hey 7K
V-5 MoCA 1143 5 5 AH X (P<0.05; 38 5) , 1 L i
hs-CRP 7K -5 MoCA 43 TEAH KM (P>0.05)
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% 2. VCIND B0 VD 22 #8547 R J5 I i 29 B F 7K F b 8%

Table 2. Comparison of the levels of serum inflammatory factors before and after treatment in patients of VCIND group and

VD group
e Fisf ] hs-CRP( mg/L) IL-6( ng/L) IL-18(ng/L) TNF-a(ng/L)
VCIND 41 (n=56) TRITHT 5.67<1.74 20.26+5.51 18.94+5.48 28.05+6.20
BITIE 3.54+1.32 18.45+3.73 16.95+4.03 25.86+5.37
t 7.298 2.036 2.189 1.998
P <0.001 0.044 0.031 0.048
VD 4 (n=40) TRITHT 6.98+1.38 22.64+5.17 22.07+6.33 30.53+5.49
BITIE 4.07+1.51 19. 18+4. 30 17.78+5.30 26.94£6.06
‘ 8.997 3.254 3.286 2.777
P <0.001 0.002 0.002 0.007

£ 3. 3AHEME ICAM-1 B3 Hey KFELLE
Table 3. Comparison of the levels of serum ICAM-1 and

plasma Hcy in patients of the three groups

Iy

ICAM-1(pg/L) Hey (mol/L)

WVCI 4 (n=45) 254.67+11.54 8.70+2.14
VCIND # (n=56) 275.40+14.59° 14.37+2.85°
VD 4 (n=40) 334.59+13.24"  16.02+3.21"
F 409. 627 85.543

P <0.001 0.001

a N P<0.01,5 WVCI 4% ;b o8 P<0.05,5 VCIND 4 %5,

& 4. VCIND %1 VD ABFGTRI/E 7% ICAM-1 K i
4 Hey /K ELbE

Table 4. Comparison of the levels of serum ICAM-1 and
plasma Hcy before and after treatment in patients of VCIND
group and VD group

il WfE ICAM-1(pwg/L) Hey(pumol/L)
VCIND 4 (n=56) JAIFRT 275.40+14.59 14.37+2.85
WBITIE  264.39£10.55  11.05+2.43

' 4.576 6.634

P <0.001 <0.001
VD 4H((n=40)  JAJTHI 334.59+13.24 16.02+3.21
WBITIE  281.06+12.07  12.73+2.44

t 18.897 5.161

P <0. 001 <0.001

2.6 % EZE Logistic B3R
ZIH R Logistic 711443 #7145 R 7K, IL-6. IL-
1B . TNF-a . ICAM-1 K 1l 3% Hey $4°4 VCI 3057 &

SINZR (£ 6) .

*5. REFFRK ICAM-1.Hey 5 MoCA 4 B9tH %1%
Table 5. Correlation between inflammatory factors, ICAM-
1, Hey and MoCA score

TR (n=141) WITI (n=141)

bR
r P r P

hs-CRP -0.281  0.058  -0.315  0.064
IL-6 -0.164  0.033  -0.382  0.027
IL-1B -0.177  0.017  -0.131  0.030
TNF-a -0.138  0.043  -0.420  0.048
ICAM-1 -0.223  0.031 -0.228  0.027
Hey -0.325  0.046  -0.542  0.035

+ 6. ZFZE Logistic @[T HTER

Table 6. Results of multivariate Logistic regression analysis

EiEgan EHZR%E Wald PR OR{E  PfH

IL-6 0.362  4.218 0.133  1.356  0.021

IL-1B 0.093  5.487 0.089 1.942  <0.001
TNF-a 0.375 7.943 0.142 1.413  <0.001
ICAM-1 0.064 8.873 0.101 1.096  0.024
Hey 0.799  9.542  0.073 2.271  0.013
3 3

T AR b O & R R SN T, A A
5817 6,65 % LA b e L S DA B A R R
RN 8% ,80 4 L FERE LI 15% ~20% , 45
I 8 ) AN BRAR Bl 25 s B 9 0 R WT 9F & CSVD,
FEEE BN LS R A, RS A CSVD
2 ML 5 RS DA R0 o e o DR R R I
St B UL R, CSVD A J1 ) RiE B AR R 2
VCIND , &8s H ik R 218 | 8 BRI M IR
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IR PARES - & B G E &g i =
IR JEN VD, = E R A, R R
K1 AT SE 28 VCIND & |kt b sl /> & e &
VD MRl EE,

M3 R AE K T2 5NV DI e e i 19 & 4k
J'& BT S I PR A S AT AR 1 R 3 A It 40
MIFEL hs-CRP , TNF-a | [ 40 A 2545 22 48 0 X
T, XS8R AE PR 7 0T e A% - 5 e 3 375 P, f2 4l
FI A K A 26 T~ 30F ARG 9, X CSVD /B34 T
B , B-ﬁ*ﬁﬁéﬂk( B-amyloid, AB) T ) 3 /0 e T 24
FIEWEVER 5 S IR L IE hs-CRP  TNF-a . F1 20 I8/
AT B BRI, 1 A E K AT I AR
AN, AB 5 ARORE B AE I P B MR 2R,
FAHEAESE, 52 n e T, S EUR FHINA
REREAF A KA, A2 FE T hs-CRP JEIA L)
RERREA A T AR R 2R 5 AT RE 1 B B ) A
HEYILKR, M hs-CRP /K-, A VD K
R ks, HRTEFSE " AR hs-CRP F 2558 i A
TILJT T B N DI RE : (1) hs-CRP A] {2 F 1fi
TR LA AR 3 5, U/ — SR A R R, B
FeIhBESR M, 5 & CSVD, SECA M I fe i E,; (2)
hs-CRP 5| B AL 55 0, 48 40 8 35 i b 2, i —
AN AN T RE R A 1) & 8, (0 L L AARAIL 475 7 2t
— ST, BFSEN B, i P IL-6 ] 3% 3 1 A
S B 1 AV, A0 I s K CE Y TL-6 R B0
W IL-6 & b2 380, 7= A T AKRIONE ik P s
Jo A A R A 2 T 20 RS 1 34 o0 A A RS PE Y TL-6
T SIE R TL-6 454, 77 AR RAE IO, B
SR 3 DA T RE R A5 A0 9 B A BL R 2 —
I PR 2 TR 158 I 4 0 B Ao 428 G 25 44 R RGN 2 TL-18 1Y
TETE  Bn B XTI 2 e M I D REX A S, TL-18
LA i 0 A1 0 i PR R e 5 00 D o 2 oG 3 B
RENE 38 ] 5 W) 2L R e ok 4 iR B e 2 T T R i
L [ A WA 5% A W T XORICH: A A RE R S sk
IR A B A, TL-18 38 1] 35 2o i figi 57 Fe, &1 ] it
IL-1B WAT 4 3l is 28 i X p 28 R 4, 5% il rh A A
25 Rk 5 A AR B R, FE
IR BRE T TNF-o EEH AR IS, HES
5284 B RORE OV AR R K, IF 48 TNF-o
I T W] B SR & A A A R R 1) — T B 70 4
Wro WFFENTINH TNF-a K TFE 5 CSVD o9 B
A ¥, CSVD H I G TNF-o /KB 535 T 1F % %
FEN B 2 AR A A 25 R MR KN
16 AR AT, 51 CSVD B E RPN TNF-a 7K
T, e Al AR TL-10 IL-6  IL-18 | IL-8 Fefb A4 K

BT B1 55 RAEH T, 1A R KSE /Y 10-10 ,1L-6  11L-
1B S5 ARAE T AR FALHIAS IR, [5]  H BUASAH G
PR HR IR B AN TR, DRI 8 A ] B B e 4 5

TATHIBFFE 7R, VCIND 2H A1 VD 4H 55 3% 1
hs-CRP | 1L-6, IL-18 }% TNF-a /K38 & & F
WVCI 41, VD 4 I3 E iR T8 bR /K3 B & T
VCIND 4, £t My k697 J5 , VCIND ZHF1 VD 41
BFE MG hs-CRP 1L-6 IL-1B ;2 TNF-a 7K F- 1] i
A, B2 AH G oA i 20 A il I v 1L-6 (IL-18
TNF-a 7K F-5 MoCA W4 2 MAHC, Fifif5 LA CSVD
EEAIH VI A R, DR R T H A Gt
ZESWFRAR N A AR i, 4T Z I Logistic 1111443
Br, &5 R R, ML 1L-6, IL-18 , TNF-a 7K V- 152
VCI s fa e R Z . DR 45 478 L hs-CRP
IL-6 IL-1B J& TNF-o S5 RAEH FH 25 T il
CSVD B F N REFE RS 1 kA= R, H R VCI
FEEE 5 M % IL-6 IL-1B . TNF-a /K F-WAETE — 1)
TEARCME (A HARNE FHALE AT A 1 5k — 25 1 F
FELAIESE

ICAM-1 FH AR B9 I8 PN B2 A A 2 3 1
2 1655 PN B 24 R 2R RS 1% — b 32 2 1 240 L BT T R
I 20 A A ZEBE BT RS ICAM-1 7K AT LU I 45
PR ARG A B, BT S R A
KA B LE 1CAM-1 K- 5% T, B ICAM-1
IRV vy, B P S AR B g R B ™ R, 4R OR
ICAM-1 55 A B A8 SR i) B A R JBA —E K
YDA N R 0 VRS B ICAM-1, 2 5 T
CSVD A S 2, Hey S AR P F Bt 2 ARt 9
FE R Y, SR AR R & Hey 1Y H 564k ™
Yy, 7l 2 5 0 225 o0 R A B R DNA B9 AR ik
R, B HR T BAE R A MK Hey KW
BT IR ARE, 398 1 Hey 2 45 P 50 19 0k <7 1
Bz AL~ , 500 B L0 R S CSVD A5 99 1 &
A R VEHIMLE] A LU LR .
(1) B Hey /K1 58 T8, 40 G 8 i [) 25
e IOk R B PN TR R[] 78 > e SR 5 P I T o)
PN R AR BRI W, 5 RS AR F P R R R R, 3 T 4
WA ; (2) Hey 5 AR B HA —& RPN 1ML 7
P, A EAER, R HE— 25 0= P R i B
EM A5 KT BE, 51 BN T BERE A%, A BF 5T
H VCIND 201 VD 21 835 17 ICAM-1 J il 3% Hey
K0 B T WVCT 40, VD 4 #3417 ICAM-1
Kt Hey /KB 55T VCIND 4, &85 M kia
J7 )5, VCIND 4171 VD 418 3% M7 ICAM-1 B2 Ifi 3¢
Hey 7K -3 B REAIG , H 2 fRAH SC o3 ik 04T, B
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MLY% ICAM-1 K2 1fii 3 Hey /K15 MoCA P43 5 iU AH
Ko BEFLL CSVD 2 & & JF VO A& LUl g
ICAM-1 J2 i3 Hey KV A 728 & # 17 Z &R Lo-
gistic A 20HT, G55 R | L% ICAM-1 S 3K Hey
IKFJ& VCL Sy fa b B2 i 45 R 48 I i
ICAM-1 J21f3€ Hey ¥12 5 T @il e CSVD B #IA
HTIRERE AR B &R kR, HERE VO B E S g
ICAM-1 JZ 1 %% Hey K PARAFAE— 2 B IEAH G 5
FLEARAE MU A R 5 i — 20 R SE LAIESE

ZE b, I 22 2 8E P F 40 1L-6 1L-18 . TNF-«
JICAM-1 Hey #4925 T &L CSVD & A1)
ReREfS Y &4 & R, H HOKOF- 808, VO R B i ™
IR AT I3 20 PR & ICAM-1 Hey 154 &
ML CSVD B3 VCI it dgbn LA Bhiz i

[ &% 30Hk]
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