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ABSTRACT Objective: Detection of the lipid and glucose metabolic indexes, the levels of serum C-reactive protein (CRP), inter-
leukin-6 (IL-6) and tumor necrosis factor a (TNF-a) in patients with Alzheimer's disease (AD) and vascular dementia (VD) and analyze
its clinical significance. Methods: 61 patients with senile dementia admitted to neurology department of Chengdu Fifth People's Hospital
from February 2014 to April 2016 were selected as the subjects of study, there were 32 patients with Alzheimer's disease (AD group) and
29 patients with vascular dementia (VD group), and another 30 healthy persons were selected as control group. The levels of lipid and
glucose metabolic indexes insulin degrading enzyme (IDE), fasting insulin (FINS), fasting blood glucose (FPG), insulin resistance index
(HOMA-IR), total cholesterol (TC), triglyceride (TG), low-density lipoprotein cholesterol (LDL-C), high-density lipoprotein cholesterol
(HDL-C) and inflammatory factors serum CRP, IL-6 and TNF-a were compared among the three groups. The basic diseases in each
group were statisfied and compared. Results: The levels of FPG, TC, TG and LDL-C in AD group and VD group were higher than those
in control group, while the levels of IDE and HDL-C were lower than those in control group, the differences had statistical significance
(P<0.05). The levels of serum CRP, IL-6 and TNF-«a in AD group and VD group were higher than those in control group, and those in
VD group were higher than those in AD group (P<0.05). The incidence of hypertension, diabetes and coronary heart disease in VD group
was significantly higher than that in AD group and control group (P<0.05). There was no significant difference in the incidence of hyper-
lipidemia between AD group and VD group (P>0.05), but it was significantly increased compared with control group (P<0.05). Conclu-
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sion: Abnormal glucose and lipid metabolism and CRP, IL-6, TNF-a are all involved in the occurrence and development of AD and VD.

Regulating blood sugar, lipid and anti-inflammatory therapy are helpful for early intervention and treatment of senile dementia patients.
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AR FERHE, MG S AN O BRI E R, ERIR B
1B A ARG | 4 SR8 RO R R DT E M A5 S il i
H, BAERR TN AR N AR R A S At 2 (a0
LR IR 2 RISE, AR R KRR (Alzheimer's dis-
ease, AD) Jz Ifil & PE i3 (Vascular dementia, VD )2 2 AR5 f th
PR LA T, 5 T SRR FR 3 1Y 90% LA -9, H HiT i Tt
VRYT B AER R, I HIH R AL A B B, 2=
FHINAHEFE SRR FFRELZRREL RN ST A
RO, HWFFELIN, = MUHE =5 I ILAE PT G838 I & 47900 8 A8 5 Y
R AU, 5 A W5 s, RAE R F- C J 4R 1 (C-reactive
protein, CRP) . (H 4l ifd /- 2 -6 (interleukin-6,1L-6 ) . A& TR 5E
F a(tumor necrosis factor-ac, TNF-o ) 25 PR F F 555 325k 5 2 4F
PSRN B A A R0, ASHIFGEIE AT E BT A AR R S (R
NHER N RS R AR S R A R TR B 1 0, B A 3448
BARHR B B IR IR L S

1 R 5T

1.1 —fE#

PEH 2014 4 2 F & 2016 4F 4 F #0751 R EE B pl
ZNBHIGARI AR B 61 BINAFIET 4L, {45 32 i) AD
HH(AD 41) % 29 {7l VD & (VD 41), UAFRIE: (1) HREY
6 EAE PP 2 2RSS 3 i(CCMD-3)3¢F AD 5 VD
BIIZWARHEN; (2) 3 19 1] 558 BER 25522 (Mini-Mental State
Examination, MMSE ) 1T 73" 5 i R AR (SCH &S 17 43,70
2304 20 43, w1 DA SRS 24 43 )5 (3)ARERYZ 60 %5 (4)
BEFIEEF RIS HEBRARIE : (1) HAT WG S5
R A A0 2 R GEpH B 5 (2) IE RGP R (3)IF B 1)
RE NG (4) WFFTHT 2 JRH A R o SR Ep i & 5 (5)6
A H IR T 3R S RPTR 25 RGP il 245 50 S8 A0 77 B o e 1
42544 . AD 415 VD 41 7 MMSE W4t gt it
2255 (P>0.05), FiBEALEEREIRIIN 30 5 07 e e fith 1) & A7
FRIRKE 3T IRA, =2 E BAERy . PR, R e A
(Body mass index,BMI) | SZ# & FE AL TCHi 11222 5+ (P>0.
05), W%k 1,

® 1 ZHFAEERAMILER

Table 1 Comparison of basic data among three groups of subjects

Education level

Age MMSE score BMI
Groups Gender (male/female) (illiterate/primary/junior
(year) (scores) (kg/m?)
high school or above)

AD group(n=32) 64.22+ 2.87 14/18 17.12+ 4.93 11/17/4 21.15+¢ 1.19
VD group(n=29) 65.03% 3.64 12/17 17.53+ 4.45 10/16/3 20.94+ 1.24
Control group(n=30) 63.16x 2.92 13/17 - 11/14/5 21.11% 1.21

F/t/x® 1.052 0.039 1.042 0.073 0.041

P 0.672 0.981 0.461 0.964 0.864

1.2 WidERRE A&
(D) W = Z B WA b5 LS b i 25E A 5
I K AT SRR AR EEE 12 h [5G RA
F kL 5 mL, 23R %5 2 h, 3500 r/min 5.0 20 min, 200247
12 em, S} ES ML , T -20°C vKFE N URAE - R F R AL 2 RO G el
E T GG 2 B I 2K (fasting insulin, FINS ) 7K -3 55 B
B ZPrI5%% (Insulin resistance index, HOMA-IR ) ,HOMA-IR
8 /A :HOMA-IR=FINSx FPG/22.5; %] CHEMIX-180 4x
A sh Az AL AU T 23 16 1l 4 ( Fasting blood glucose , FPG ) i fIH [
[ ( Total cholesterol, TC) . H il =g ( Triglyceride, TG) . Ik 2% )&
B [ JIH [# % ( Low-density lipoprotein cholesterol, LDL-C ) L
= %% B 5 4 14 B [ BE  (High-density lipoprotein cholesterol,
HDL-C) ; F FH i B S ie W B G & B R st DL AR R
T R i ¥ 198 ) 22 B A Al (Insulin degrading enzyme, IDE) |

CRP.IL-6 J2 TNF-a /KF-, FrA A R I SR B 0 AT o
()GETH I3 = 321X FE RS T I
L3 SitFH*E

fili 1] SPSS19.0 #AFHEATHE 200 HT . THEBTRIEA(%) 3%
TR R 2 R THE BRI (xt 5)Z0R , AL FLECR F ¢
%, ZANF BRI R D 2204 . LA P<0.05 FoR 2253 B AT

geiter i
2 &R

2.1 ZAZIRE mMAERIGTEFRI LS

=¥ FPG IDE /KPR tbis, ZRAGFEITFE X
(P<0.05), ifif FINS . HOMA-IR #{ktbis, 225G #a L
(P>0.05), AD #HF1 VD 4 ) FPG /KW & &5 T %F FB 4, 1fif
IDE 7K - B AR F X R4 (P<0.05), L 3% 2.
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Table 2 Comparison of blood glucose metabolic indexes among three groups of subjects(xt s)

Groups n FPG(mmol/L) FINS(mmol/L) HOMA-IR IDE(ng/mL)
AD group 32 5.62% 0.44* 7.74% 3.76 1.93% 0.36 26.14+ 9.84*
VD group 29 591+ 0.37* 7.62% 4.03 2.01%+ 0.28 25.85+ 10.62*

Control group 30 4.86% 0.28 9.20% 4.25 1.98+ 0.31 34.63% 9.27
F 15.059 1.764 0.983 11.631
P 0.000 0.154 0.486 0.001

Note: Compared with the control group, *P<0.05.
2.2 ZAZRAE mMBERE BRI

SRR WML O AR R LU R, 2R A e X
(P<0.05),AD 21 %% VD #{% TC. TG }z LDL-C 7K~V ¥ 55 T

f& 4 (P<0.05),HDL-C ik FX%J B 41 (P<0.05), 1 AD 415 VD
HRAEIRK T I R TG 3 X (P>0.05), W3 3,

® 3 ZAZKE MR ISR ER LS (xt 5)

Table 3 Comparison of blood lipid metabolic indexes among three groups of subjects(xt s)

Groups n TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
AD group 32 4.58+ 0.56* 1.57+ 0.45* 3.32+ 0.61* 1.29+ 0.38*
VD group 29 4.72+ 0.68* 1.68+ 0.52* 3.06+ 0.42* 1.47+ 0.37*

Control group 30 3.71% 0.35 1.34+ 0.28 231+ 0.29 2.62+ 0.54
F 5.902 2.876 3.427 3.873
P 0.000 0.006 0.004 0.003

Note: Compared with the control group, *P<0.05.

23 ZAZKEMFEPHRERTF CRPIL-6 & TNF-a 7K FH
b8
A AR TP RAR B, 22 R A Gii A

S (P<0.05),AD #H Jx VD £ f 3 1l 7 b 19 4 K T CRP,
IL-6 TNF-o /K25 FXF a4, H VD i T AD 4, #5751
BAG 20 (P<0.05), L34,

* 4 ZHEZREMEPRAERF CRPIL-6 K TNF-o LB (xt 5)

Table 4 Comparison of serum inflammatory factors CRP, IL-6 and TNF-o among three groups(xt s)

Groups n CRP(mg/L) IL-6(pg/L) TNF-a(ng/L)
AD group 32 593+ 1.62% 20.14% 8.05* 83.25+ 15.43*
VD group 29 7.84% 2.25% 46.02+ 11.99*# 100.33+ 19.59**

Control group 30 1.91+ 1.08 10.26% 6.02 36.26x 8.91
F 11.267 9.574 7.643
P 0.000 0.000 0.000

Note: Compared with the control group, *P<0.05; Compared with the AD group, “P<0.05.

24 ZHZHEEMBRBRILE

A FER PO AR R LR e A e (PO,
05); VD 41 LR HEIRIA e O A W]tk e T AD 2 A
M4l (P<0.05);AD 415 VD 4l il Al 2E 5 e gt it
R (P>0.05) (H 5% FEA LA T8 (P<0.05) . WLk S,

3 38
AT T M A A A R M T AT

AT
PR, TEZAFNFC P rh A5 4 (20, DLCAZ SR AT 1
NI RERRAT 2 R B, A A 8 AR %Ay sl |

Sh IR SRS MR AT 09, AD I VD SR EAER A R B Wi R
FRR Hih AD B 3 B FLAS (LR B TE R RE R H (Amy-
loid-B, AR ) ULEUE MU L AEBE K ph 2 R 4P e i 4 HAE A w2
TCIE s VD ) & AL A i A A v U 1 2 /N s
ikt i SR AR ATV , 125 BN Ry sl TR AT O, E T
XA R YT LA 6T R B AR AT B = 3R 7120 I Rk
254, FRE BT T 2R ALk E S BEAE B B AR R R AT
FT ittt B R 0 . JRGETT , BARHIR 1 B
Rifi G AR HE K B W T RS, 65 B DL L SR N BIRERN
3.5%, 1 85 % LA 1 Y44 N B B AR F R O HE SR U = 18 50%017,
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Table 5 Comparison of basic diseases among three groups [n(%)]

Groups n Hypertension Hyperlipidemia Diabetes Coronary heart disease
AD group 32 10(31.25) 23(71.88)* 10(31.25) 9(28.23)
VD group 29 24(82.76)*" 21(72.41)* 18(62.07)** 20(68.97)**
Control group 30 8(26.67) 7(23.33) 7(23.33) 6(20.00)
x 6.323 5.788 5.236 5.987
P 0.003 0.008 0.011 0.007

Note: Compared with the control group, *P<0.05; Compared with the AD group, *P<0.05.

FPEE R B R ARG . B B AR R AR R
ERRALH  F PR A RIS W 56T ik, B R 2R E AT
SR M RS, H RTF AR S 1 22 U R AR 1 &
SFAILT , E 5 U R 2 VR AT B ST I 8B 7 2 b, i A%
ERAL A UL AT R SR M2 U S B T SR AL
S BEEIN R AR B 2% B —Fh 2 R S R
P, Z2FhA i T etk m) 2 5 |, 2L R & b 28 40 i i SR FE AN
PAT-RRY o I AR TR E R A RAbLAAR N R R B 2%
PRz —  HAR AL 760 Sl ook A R Ak S5 52 1) 26 2
YIRIOER2), A R I, B AR SRR A 3L, L
SENEIRIE IR R B, W AN D) BE R i AR 55 T
T AL AR R I, HEAT Z2 R [ o LA LR, 10
[ BB TR ST S AP,

BT RIR , 60%~T0%MHE JRI% B H 2R EA—MIA
HITIRERREAS, AR A U N, ik 81%I1
AD BEAFEAFFRE IS # 2, Chiaravalloti A 55 A7
HIBFIE 45 Rl B , AD Fl VD B R N A OB | 118 0 At
SR X SARBIS S RANRF . R A5 B~ , AD 4 & VD
20 #) FPG . TC.TG K LDL-C 7K & T xf 40, 1 IDE,
HDL-C & F4] ii2H , 5RH AD 1 VD &R N BOBHIE K F-
o[BI AD 5 VD KA KUK o LR AT BB sh Bk A
K, v AR e AL T e A S8 R 5 L s bk ke e s
BRSO B L P9 R 45493 B P9z ) e R i 25— 22 90 i i 85 (146 4
7AEAk , DTN A AP B 60375 12 R B A 7 - , B84 M0 S AR i o 1) R A
AU, i 75 HDL-C 7K R0kl 2 kR AR RE AL i) & R |, R A
PLAAL P, HeAh, & MW T 5 s =5
i 85y ZRACHL A5, 1173 SSORXT A 14) 1) P 52 5 SR DA 5 308 ¢ ) Dk
>, FHAEUEEAL I ROS 724 DNA 45 bk sh g 7 %
5 M U AN D RE A S i TC /KSR T g it AR A
FER AL B B AR MITIAN, B 5 BARRIR AL KR

BEAN , BT FFEHR ), SEAE B T AR 0 R 19 s o A
AR EEAE ), ARRIFIE S5 R, AD 20 5 VD 4B Il
T JeRE T+ CRPIL-6 \ TNF-a 7K F-3 8 % ié4l, H VD
T AD 4, UEEA J0E B nTR I AR R 1 R A R R 5T
HIFEH, EHNNERAEN TSR AR AR A Mg ik,
TEE AR A S SP TR I, I (R 2 248 47 A 14 A= T st
SRR BORT AR TG AL R AT IE S35 4% 2 o PR 3 [
FIFEIR, BT P3SMARK 4% , a3 28 58 fib A% A BIFSE

15t SE X T BOR A2 ORI R4 It iT RES 1 AD 114

RAPN, WA, AP GIRIE R VD [ & AR S A8 v S8 E S

BAD HRA, RIS N TR U0 T A AT S, 4%

HEAE AT 38 5 3 A B A0 P 40 sl ik ok A B8 A B 1 A £

TR, T ARSI S RIS A o b = 452 1 A Sl

P e KB, VD 2R i L S BRI O A R ] Y
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GEito S B X B LB W] s IEWT LI 5 AD & VD

WA B BON VIR R TRAEN 75 AD VD ZERb¥
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