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FEEEDRAZTERADL) s, FR VDFHIGT 44 % % 2hPG % (8.96+1. 02) mmol/L, ¥ 2 & F VD+
GTN £8[(6.6540.83)mmol/L]F= 2+ BB 28[ (6. 59 40. 78) mmol/L], £ F ¥ H % it ¥ & XL (P <<0. 05); VD+
IGT 48 % % fo 7% 1L-2.1L-6 . IL-17 & IL-18 K-F 8 2 & Fat A s VD+NGT 4 (P<<0.05), B VD+NGT 4
BHd ik IL-2.1L-6.1L-17 & 1L-18 K-F A B & F A B4 (P <0.05); VD+NGT 21 % % MMSE #= ADL #F &
Pl 24T VDHIGT 48, B4 & % MMSE . ADL #F 4342 £ A %3t 3 & L[ (22. 67+2.58) %4 vs. (19.97+
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Application analysis of interleukins in patients with vascular dementia

complicating impaired glucose tolerance
L1 Weiwei , XIE Weigen
(Department of Geriatric Psychiatry sShaoxing Municipal Seventh People’s
Hospital ,Shaoxing s Zhejiang 312000,China)

[Abstract] Objective To investigate the applicatiom analysis of interleukin (I1.)-2,11.-6,11.-17 and IL-

18 levels in the patients with vascular dementia (VD) complicating impaired glucose tolerance (1GT). Methods

Eighty VD patients admitted and treated in this hospital were selected and divided into the VD+IGT group

(n=41) and VD-+ normal glucose tolerance (NGT) group (n =39) according to their glucose tolerance lev-

els. Contemporaneous 50 subjects undergoing the healthy physical examination in this hospital served as the

control group;the results of 2 h postprandial blood glucose (2hPG) and serum IL-2,1L-6,11.-17 ,and 1L.-18 lev-

els were observed and compared among the three groups. The mini-mental state examination (MMSE) and the

activity of daily living (ADL) were scored in all VD patients. Results The 2hPG level in the VD+I1GT group

was (8.96=+1. 02) mmol/L,which was significantly higher than (6. 6540. 83) mmol/L in the VD+ GTN

group and (6.59=+0.78) mmol/L in the control group,and the differences were statistically significant (P <

0. 05) ;the serum levels of 1L.-2,1L.-6 ,11.-17 and IL-18 in the VD + IGT group were significantly higher than

those in the control group and the VD + NGT group (P <C0.05),moreover the serum levels of 1L.-2,1L-6,

I1L-17 and IL-18 in the VD + NGT group were significantly higher than those in the control group (P<C

0. 05) ;the MMSE and ADL scores in the VD+NGT group were significantly better than those in the VD+

IGT group,and the differences between these two groups were statistically significant [ (22. 67 £2. 58) points

vs. (19.97=+1. 64) points and (58. 34412, 29) points wvs. (47.54=+10. 15) points, P<(0. 05]. Conclusion The

levels of serum 1L-2,1L-6,11.-17 and IL.-18 may be involved in the occurrence and development of VD. The

IGT patients with cerebrovascular disease are prone to cause VD, moreover the symptoms of dementia are
more serious.

[Key words] dementia,vascular;interleukin;impaired glucose tolerance

YEE B AL (1986 —) AR B B, 8L, 32 2 35 2 AR R BB 112 IR BIF 5T



FTHRESF 202055 A% 4955 oM

1L 4 P i SR (vascular dementia, VD) J2& f ik 1fi 14
A I A b S i DR TR T A I R T
AN D) RE RN R4 T Ry B 15 25 5 A . Fe [ VD &R 4FE &
K 5~9/1 000 N, HHET VD ZE I A b 3 543
N ZHEBE M e (multi-infarct dementia, MID) |, )¢ 4t
TP AR FE M i % (strategic infarct dementia, SID) | H
P R B G oK 04 A BT M R AR L R AR R B &
MRI K85 R VD H 5 kk X 200 g 25 4,
Il PR YA 2o foft B ) DG AR A7 ol 38 i 0 24 L 4 1 i
4% FEAE 135~150 mm Hg A] A R0 % VD B & 1A
HINAEARAENY, 2 RBIRF RS & VD W EERE K,
GHRERE T AR VD kL. F4E & (inter-
leukin, IL) ZE I IR )@ F A R & PE R E N, H VD
B R E T & RAE N F I 5l e R A
YEZ EBEABL IR 1Y 80 Il VD B3, 4 B il IR B8
BEOULEE TL 72 VD &0 16 97 5 19 K722 46, L33 K i
IRERAEA FI 2 5 1R85 .
1 #E#REFZE
1.1 —fFH

HHL 2018 4F 5 H & 2019 4F 5 H AR BE#i2 I 1%
ZARITHY VD & 80 i, Hrh 55 48 il £ 32 4] s A %
41~69 %, P (58.35+2. 100 % , W AbRiE. LML
Lo BRAE KA 0 s A BT R HOIA RN T e B I e
G LA 5 s 5 DR I A 51 1Y VD, HE H AR T
VD G T M b 97w At O R 7 5 SRR L A B e s
PEGOR S . S8l i AR BE S B S WA (LT
201804012) , F 3% Je Z¢ i ¥ % 38 F0V1 [ 28 45, AR 4 18
HWET B KP4 80 il VD B35 43S VD 4 I b i &
UK (impaired glucose tolerance, IGT) 40 (VD+IGT
H.n=41DF VD HEiif i 1F % (normal glucose toler-
ance , NG (VD+NGT 4 ,n=39) ., b3 P % [ 1 A
B g AR K & 50 B 1E Ry X REAT 5 3 A X 52 P 1) AR %
WA R e i BMIL 25 0B (FPG) & J5 2 h
B (2 hPG) B AR % BE IR 8 1 AR i (LDL-C) 45 48 b5
e, 25 LG 7B L (P>0.05), L& 1,
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1.2 7%

IR 3 2 X 206 R s B N K A 5 2 h B
Bk A FPG Al 2 hPG 7K F 5 [ o il B 2 1 e ik o,
4 mL JEHEAT B0, B0 5 BRI B B P OCA
—20 CUKFAPRAE R AR I 0 ELISA 43 50 6
M 1L-2  IL-6 IL-17 f 1L-18 /K-, i 4E 20 B P 45 4R
P UL A AT . R AT 2 45 #i0IR 28 & 3% (mini-mental
state examination, MMSE) Hl H ‘& A= Ji& 3§ 3h fE /1 & 3«
(activity of daily living scale, ADL) ¥E43+1ll i VD H
FHRRIRE M H W AT RE
1.3 %Hitsa®

I SPSS11. 0 GE T 4 14 47 Kt o o o B¢
BEDL Tt s RoR A L FCR A ¢ R 30, TH RS R DL 2%
PR FEBCR T X K56, LA P<<0.05 W ERA S

S-S
2 % R

2.1 34 % IL-2.1L-6.1L-17 & IL-18 /K -F b4k
VD+IGT A1 VD+NGT 41 8 # 1 i 1L.-2.11-
6. 1L-17 J 11-18 /K- i &5 T XF B4 (P <C0. 05) s
H VD+IGT 4 #8135 1.-2.1L-6 , 1L-17 f 11-18
KB B E T VDHNGT 41 (P<<0.05), i3 2,
x2 3 AT S IL-2.1L-6 HAKRFELE (2 +5,ng/L)

- X AL VD+NGT 41 VD+IGT 41
St ap

(n=>50) (n=139) (n=41)
1L.-2 68.16+27. 33 106. 68429, 24° 124.37431.51*
11.-6 11.83+3.24 16.26+2.92° 22.51+3.17*
11-17 12.13+3.18 19.57+4.05° 34.86+6. 48"
1L-18 72.83+13.24 116. 26412, 92" 122.51+23.17™

“ P<C0.05, 55X BR41 4 ;" P<<0. 05,5 VD+NGT 41 lL#

2.2 4 VD %% MMSE 4= ADL %4 b4k
VD-+ NGT 41 MMSE fl ALD ¥ 4 B & 1 T
VDHIGT dl, WAl kW E R A LI E L (P<
0.05), L3 3,
x3 4 VD =& MMSE 1 ADL ¥4
L (7 +5,%)

_ X HRZH VD+NGT 4  VDHIGT 4

ki
(n=50) (n=39) (n=41)

PR B/ 20 26/ 24 21/18 22/19
WA (¥5)] 13(26. 00) 14(35. 89) 12(29. 26)
P (Y0)] 15(30. 00) 16(41. 02) 18(43. 90)
L2 (%) 22(44. 00) 9(23.07) 11(26. 82)
SR (T s, %) 58.3042.10  58.202.10  58.50+2. 10
LDL-C(z %5 ;mmol/L) 128.63555.20  127.32456.58 129, 66457, 22
FPG(x +s ,mmol/L) 5.5240. 32 5.55740. 28 5.7240. 33
2 hPG(z 5 .mmol/L) 6.58+0. 76 6.680. 88 8.90+1.03
BMI(x =5, kg/m®) 23.8042.05  24.961.85  25.06%1.93

26 4 n MMSE i 43 ADL P43
VD+NGT 41 39 22.67+2.58 58.34+12.29
VD+IGT 4 41 19.97+1. 64" 47.544+10. 15

. P<<0.05,5 VD+NGT A& .
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A5 S PRI LG % A A TR S 1 TL6 6 5
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MafE TL-2 SZ & (IL-2R) 4 5, 24 TL-2R Ji 7% T8 W vl %
PESZ AR (SIL-2R) I ik ] 5 1L-2 A& 4, P 1L-2 7k
S F i AT S s 4 IL-2R 3454 IL-2. % T 41 i
A FH B 8 REAEG, o] 300 3k T 40 6 398 5, DA TG 52 ) 4 i G
REUIRES ",

IL-6 BEfE 75 K S 3K 8 1 43 Wb . J2 12 Wt R E 1Y o
FLHURIE AR A RAE B 1L-6 K4, H 16
S C R HE ARy 2 N T 1L-6 K- 14 T e A 4
AR T RAE RN B KA, TL-6 B £ A g T
IhRE B AR YL S 2~3 h ik B, 1L-6 i S
LI o (1 AN e ol il P e N i | = b B e
81 NS R A0 M IR B L DA T 3 B0 B bk S AR B
R ILA17 J® T CDAT O ME T 4, 45 5 Al
L IRE Y B e R ey 1797 N o 7/ -l VAR = O O
17 KB BT . TL-17 A] B335 S 356 0 40 it A i =
A iR SR BE T (CTNF) (1L-6 K2 B A% 41 o #4 1k 2 1 -2
(MCP-2) %5, S8R P40 Mg iz g, 1L-18 H &
WAREA M DI RE B T 23R R F L 1L-18 Al i
FE R 4 @ A 1 i (MMP)-9 2595 251 & 5w 4R 3 ik F-
WUAR MRS L 15 5 P9 B2 400 B 0 T 45, AT -5 38008 A
Ry i, 1L-2 . 1L-6 . 1L-17 J TL-18 7fEfH & &
G2 vhoxE B A BRI R A YT RT B AR R [R] B 4% FE
Bt A7 AEH T R B AR

VD & il 10055 95096 5 RS 19 Ja R 3R A5 ME 5 BE e A
CEATE M R R N R S5 T HE WAL
H S8 m 4 2w m A ZdE5 & VD KAEr
FEFER . AUFTE A Wi 5 T 40 -5 i sk
IS4 F¥E S5, B n 5 %0k &5
SO B a5 Ak & VB R R, R k&
VD 1995 B A 3 AR b rb SR 0  TL-2 116 \1L-17
IL-18 2 5, H Lk 48 b &k I B & F A
BE . IGT eI AR o T 48 26 W5 S Tinf 52 2680 L R AL
A 260 W R LR B0, R 51 R OHE R A 5 e [
. AR A, VDHIGT 41M VD+-NGT 41 IL-2.
1L-6  1L-17 \1L-18 7K °F- B i % %f BB 4 7t v . H VD +
IGT 4 EiREAR & T VD+HNGT 4, £ 75 M A 5
TR (P <<0.05) . 478 IL-2 . 1L-6 . 1L-17 . 1L-18 4§
WHEZSS5T VDM EESER., ILXNREERAESA
A 75 A A TR B 3R 32 B S B T W i
[i] Bsf %o J 5 38 A7 (A BURR 1 KR W A AR T RO R
A v i R 2 R B R 2R S R A N T
REAF AL IE AR G B 5 3R A2 R SR T B ) 2 3
BEINF e nE ., A5 8oR, VD+IGT 4
ADL I MMSE 43 B 8 & T VD+NGT 4. % %
B S L (P<0.05), 360 VD &3 IGT ¥
BLARPY TL A 5 19 9 M B v 45 o, LR 5 35 52 1R il Uk
PETREII R, REUR M B E, kW, IGT
AR R AR ER AL S & ol kooR AR R AL 2 i A 1
YRR EEER N E, H IGT W EEEk ARG RH
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