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[ E] 86BN PR B FHUM T T (Livin) 0% 8 24 K 3 T (Vascular endothelial growth factor, VEGF) . H
AN E -18(Interleukin-18, IL~18 ) FIF# % - v (Interferon— vy , IFN~ v Y IfL7E 2K F{H , #5537 Livin ,VEGF .IL-18 IFN- y 7E1fl
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IL-18 55 IFN- v 7EME PR B E P B & TR IR (P <0.05), EREFHHE YL, HRE MK 1L~18 5§ FN-v ERFEH
F(P<0.05); XTHELH 1L-18 5 IFN- v T RBEHFAME(P>0.05), VEGF 5 Livin ZE M HEIR £ T BT XA (P <0.05). 1L
GRS 1L-18 JFN- v 5 VEGF Livin HA A HE(P <0.05), %4 IL-18.IFN-v 5T MEMHER EEEENEMER
REAT R, A AF B I AR I B 3 4705 B AE I VT 2 LB MR Ll —o
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Serum level of Livin, VEGF and IL-18, IFN-y in vascular dementia patients
TAN Jia—ze et al
(Department of Neurology, the First Affiliated Hospital, Chongqing Medical University )

[ Abstract JObjective: To investigate the changes of Livin, VEGF, interleukin(IL)-18 and interferon(IFN)—y in the plasma of patients
with vascular dementia, and to observe role of Livin, VEGF,I1.-18 and IFN-+ in the pathogenesis of vascular dementia. Methods:
Enzyme-linked immunosorbent assay( ELISA) was used to detect the concentration of Livin, VEGF, IL-18 and IFN- vy in the serum of
patients with vascular dementia. Results : Serum level of Livin and VEGF in the patients with vascular dementia were significantly lower
than the control group (P<0.001). Serum level of I1.~18 and IFN-y in the patients with vascular dementia were significantly higher than
the control group( P<0.001 ). Serum level of IL.~18 was significantly positively correlated with IFN—+y in the patients. Serum level of IL~18
and IFN-+y in the patients showed negative correlation with Livin and VEGF. Conclutions: The concentration of IL-18 and IFN-+y in
patients with vascular dementia were significantly higher and associated with Livin and VEGF. This suggested that I1L.-18,IFN- vy may be
both involved in the functional and structural integrity of vessel in the process of vascular dementia.
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examination, MMSE )$¥4) 27 44 b, 2E#8 55 ~ 80 %, L3 CT
B MRI % HEBR S DI BE R % & FRBRI AR A R
fR#G R L BA A . () MEEERA(VD) 2005 4£ 9
AZE 200745 A4k 120 8 H, 55 62 4, % 58 B, B K4
1% 88 &, J/IMEHS 35 & FHAEIR (66 £ 11) % . KA E I
JE B I P 9 5% (CHBPVD ) B G 86 I JS 40 o 4 1 o 8 (
HBPVD) 53 5l 20 76 B0 44 4 ; % 58 FR 9% 19 i1 B 4 %
(DMVD ) X Job bR ) I 3 P i R (3 DMVD) 23314 32 1)
0 88 4l ; 5 = I ILRE FH 1 5 4 4R (HLVD ) B JC i B MLAE (9
MR GE HLVD)2M 51028 46 BilF1 74 ). VD B Ak
FRUED 2, S Wi IR th 5 1A 4 4 E PR 202546 10 JR(ICD
—10) I 1 2R 2 Wi AR HE DCR-10(1993 48), RI45 4
THl&E . (DESEEREEZEMMSEES , XE< 17
Oy AhsEA =20 43 RS L B 3otk <24 A JUITEAT
FHE LU E AT A SRS , o 13~23 20 MR
R,5~ 12 5 AR, <5 A EHEIA . (2) BUR Hachinski
Bt BFIES N 5~9 3F . (3) HEEREL B Hachinski Bt &
Fi¥r <4 4y FZ R Alzheimer 35 ; #0812 HIERLE (R 1E
IE AT | 25 AR B BROIR A FIUIR 2 o J B0 T - 22 R A
MEERE ; Ak TSR PP g — Ak & ELY
HHEE R SIS E | IR AR B o (4) BEAE I B o
SRR CT B MRI 482 B/ BRA: i i A B4 o

12 F#%

BB F RN, BT RREE E KM 2 ml
BTLL0.11 mol/L MAGBER =44 1:9 LEAILE N, B8, #
BB 3000 r/min, 15 min, 73 & MEHCE -80CHRAF. TUE
AR T EHR, AR—MSAFIME . SISO B R
e (ELISA YUl RE i3 Livin (R HEA Y TRERAR]),
VEGF({RBIE A YRR A R E AR ) IL-18 . IFN-vy 7K
SE(IL-18 A TFN- v X & RGP A R A R A Al g
fit, 2 H A&D A FAEFS ), ELISA #4/E 55 hrEfL 8 7L,
FILPFHIMA 100 W ARHESTHER, 1 LA 1000
pe/ml BIFRAESR 100 Wl TRASIE AEE 1 L RTIEEER IR 100
wl BES 2 L, B 5 R 100 Wl B2 3 1L,
R EEXHERRES S L85, AE 7 FLP R HE 100
pl Fok (H2 RFUW A 100 pl. 56 8 FLobas it R . AT 4351

%3 1000.500.250.125.62.5.31.2.15.6..0 pg/ml B4 HE 5 ;
ER BRI G AL A BFLA I ATRIAE B 100 whs B B
WMATIRAGE 37°CHF 120 min; SRR 20 1%/5 BB &R
W SN AR FE AT RR S WK, BB AR T O s BRvE AL B AR S AL
B IAKE —HUE TR 50 wl; B BIARE 37CIHEH 60
min, VAR, FAL & IABEARHUE AR 100 wl; ¥ R R AR &
37°C 60 min; YeAR ; BFLA MUK TR 100 wl, 745 & AR
B 37°CHEAE 5~10 min; BFLEMA 50 wl( 1 )L LIRS
TE 492 nm Zb IR SE1E (0D ) o LABRUE S B 85, 0D
TR R GNRIAE 2 XA EAER, ARl 20 lRIBRE SR Z 0D
B7EIZ 4 2 LA Livin ,VEGF .IL-18 #l IFN- y & &,
13 %hitFam

BB LR + nrE 2 (2 ) Fm RSB HEER
25T, F—H AN B AR S B LSRR A ¢ 138, PR 22 1)
i —Bf A R SR R . P<0.05 AERFHITEE
X, Fi SPSS11.0 Zit3k A 3R .

2.1 f# Livin .VEGF.IL-18 #= IFN—y &M £ R
ELISA & % ML ¥ Livin VEGF /K ¥ B 7~ Ifl &
PEH R B H M Livin VEGF /K 34 F xf B8 4
(P=0.002 8), &3 J2¥¥ PR 20 & ¥ i (P=0.000 6),
LivinLivin ,\VEGF L% /K (B 1 & I , X 5 7 8 &
I3 LA B R R BRI AL AT e A 2%, ¢t K3/
W DR I A5 R R 4 5 SR PR I A 1 i R 2 4 ()
Livin \VEGF & & ZR» A %1t 8 X (1=5.26,P=0.002
8;t=6.52,P=0.003 5) , 75 IfiL H& il & 14 95 27 4 0 5 B o
S 45 PR SR 40 4H 1) Livin VEGF & B2 5 L4t
7 L (1=5.37,P=0.072;:1=5.87,P=0.085) (¥ 1),
ELISA ¥ € ML 7% IL-18 1 IFN-vy /K ¥ 8 7R
I8 P - B L9 TL-18 Al IFN—y /K& T
X BB 20 (P=0.002 8) ., T EEIKKHARHE (P=
0.000 6),IL-18 il IFN—y MM F K- FEERT, X#

%1 Livin.VEGF.IL-18 # IFN—y MRS thE (v +s)

5 n Livin (nmol/ml) VEGF(nmol/ml) IL~18(pg/ml) IFN-y (pg/ml)

N 50 12.87 +0.32 14.17 £ 0.21 43.85£6.11 129.92 + 7.41
HBPVD 76 7.21 £ 0.40° 9.29 + 0.42° 62.05+7.17° 190.91 + 8.19*
ik HBPVD 44 6.98 + 0.26° 9.21 +0.24° 60.05 +7.43 188.42 + 8.65°
DMVD 32 5.91£0.19® 7.95+0.12* 71.81 821 201.21 + 8.11%
3k DMVD 88 7.20 +0.30° 9.21 +0.52° 61.11 + 7.44° 189.23 + 8.10°
HLVD 46 7.19 £0.42 9.17 +0.32° 62.45 £7.67° 191.65 + 8.13°
4k HLVD 74 7.16 + 0.36° 8.89 + 0.29° 62.05 + 7.52° 188.91 + 8.43°

E: 5IEFE A, P<0.01; 5 HAR M A MR R B H A 4L, "P<0.05
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5 1o 8k T LR DL RO PR AR R AL AR R L
K6 90 $ 7  M PR I M 9 R A 5 R AR L
WM IL-18 FI IFN—y SR EZ R A LI H¥E
X (£=6.26,P=0.001 8;:=5.31,P=0.002 4) , /& IfiL /f If1
A R LR B G I I R 9 R 4 4L ) TL~18 A
IFN-y & B2 5 X5 % & XL (¢=5.67,P=0.092;t=
5.76,P=0.082) (% 1),
22 Livin\VEGF.IL-18 fo IFN—y #8 % 1 5 #7
HARM AT BR Livin 5 IL-18 AT IFN—y£
fAH M (r=—0.848, P=0.000 8;r=-0.861,P=0.003 1),
VEGF 5 IL-18 F1 IFN—y th & £ 41 % 4 (r=-0.718,
P=0.001 8;r=—0.830,P=0.002 6),Livin 5 VEGF &
1EAH &M (r=0.813,P=0.005 8) ,I11.-18 5 IFN-y tL.2
EAEEM: (r=0.872,P=0.002 4),

3 3w i

Livin f&—Fp 3L & SR 4 T8 7, AR
B AR 4 2 s X Livin RE 98 4R 47 40 MO A 347 14
T EAT S AEENEER, Livin WIERBRZA
. (1)7E Yas/caspase-8 F R MR T-Zh&EHEP,
Livin A E #4551 caspase-8, M A& EHH M HIZ L
5 B caspase—3 WY P, AT #P il B %08 2 K 1%
TATVER ., ()TEMM AR C/Apof-1 1EF M ZkL
K te, WA DL H 5 caspase-9 Hij & & H (pro-
caspase—9 ) Fl E 75 2 45 A T 4 ol HC & 1, E
AT LA E 45 A I W H caspa~3 B IS M, BELIBTfth 4174
WA EIBE , TR BFBHBT T caspase-3 X} pro—caspase—
9 W RREOE ,ME T A E T, AT E T Xt
Livin 45 I 8 /R ifn % % %R B H Livin & & &AL,
Livin Ri5KF 5 IL-18 Fl IFN~y & 7 #5¢ , #2758
Livin (KR HFEZS 5T MEHFHRG MMM T #HR, &
AE RN AT RESR HAR K A& o

VEGF 3 ff % 8 B 3% S 330 & B AR — R AR
W, BA e N R A0y R A9 1R A, VEGF 7] LI 3
i A9 A NN SRR S . Bl VEGF 2 E
TORE K, AN I E Y VEGF 4 7 4R 3 kA F L
Bk HIZE R Sy 8 N FF SR 14 d, I W AT LLAR
I 4 37 A AN SR B B R ST, B RO B VRO L
HEZE M ZEME I B . VEGF 3l ik B i 14 58 7% Y
ARG T RO ARET R, LS VEGEF 2EFR
SPRR g or FHERT AR Jay ki Bk i 1) 3 52 300 9iF 36

BEJR 3 d R BRI i 4 36 A 81 90T LB 8 /Y
VEGF #3k® VEGF £ 4 fili gk i it B & E H
7 i S L A I R APV R B REE SR, A
S 06 3 A X 0B B R R A VEGF &l 278 VEGF
48 T, H VEGF £3k/KF5 IL-18 1 IFN—y £
A, 5 Livin 2 IEH %, #/~ VEGF K%k 55
T B T e R Y R T A L R R R R
MR REH R AR RFEE .,

1L-18 2T F#1 K i) —Fr 4> F &4 18 000~
19000 ¥ Z KLY R, EE R RE-ERMAME,
TEAR N AR RE LY TL-18 5244 ( IL-18R) M4 &
MABEM, ERRIREMMN T, 1L-18 Hfedt T
o 3% K 3698 CDMT 48 Mo "1 NK 40 M 9 40 B 7
P A2 B SE &Z BLS TL-12 BB RIAE A0, TL-18
A SE T b TFN—y ZE B 3k (NK 40 T 8 M F 4 b
JETE MU, AT AT R 7R LB AR B R S M
Hh IL-18 MUYk B EH & . MU IL-18 BKF5
Livin M1 VEGF 2%, XtiER IL-18 @it 5 5
TIMEHERR RIEL R, 5 IMEER RN R E KRR
HEYX R, X5 EI SOk iGE A — 309,

IFN—y & — 8 15 40 ML S RE W /b 4y F B RK,
BEESAE TEAR B ARG (NK) 40T 48
B 20 f Thl S8 L K CD8 4 g 3 40 i 1% 1k 69 Tel
T FI IFN—y 2SR/ E Ve £ E TR A SR
WHHETF A5 T 41 M XF B W40 3 59 805 , BTE 8
W40 M oy O A D R T, A S TL- 1208 T JS & R
R T 4 MRS, {23 T 4841 CD4+Thl .,
CD*Tcl W 7¥ , & #F 40 M B M T 40 M 19 3 4k 3 3
Th2 40 fa g 8 58020, ACHIF 58 45 5w 1 8 M 5 R R
H M IFN -y IR R E R, MVE IFN ~y f9K
¥4 Livin #1 VEGF 2 f1#EX, X/ IFN~y 52
P EERRARELENARIXER, S5 T mEHE
FRH S SIE NG RE , AR R, 7 L E
PRSI 1M1 35 P 1L-18 Ml IFN—y £ B IEAHX, d ik
W IL-18 M IFN—y XRS5 T mMEHRR R4
R RE, AT 68 WAL R B B R S R 38O
12 1 4% fiE 40 BE 7= A TL-18 IFN—v 40 i B T & 1 7=
4 IL-18 X B AE F F 2 E 4l Ml &5 R 35 IFN-v, 5| &
S ZNHE A AR AE BRI T 5 B0 B 4% 1 i — B &
.
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