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[ Abstract] Objective To investigate the difference of metabolic syndrome and paraoxonase 2 ( PON-2) 311
polymorphism between Alzheimer’s disease ( AD) and vascular dementia (VD). Methods The subjects were 49
patients with AD and 23 patients with VD. The following were collected by the investigators ; demographic data ,
height , weight , waist circumference , blood pressure and et al. Blood sera were used for biochemical analysis including
fasting blood glucose , triglyceride , cholesterol, HDL and LDL. The PON-2-311 polymorphism was measured by
restriction fragment length polymorphism analysis . Clinical presentation of AD was assessed by MMSE , ADL and
Hachinski ischemic scale. Results There were no significant differences in blood pressure ,body mass index , waist
circumference , fasting blood glucose ,serum triglyceride , cholesterol , LDL. and HDL level between AD and VD groups
(P >0.05). No significant differences in genotype distribution or allene frequencies were identified for PON -2-311
between AD and VD group. Diastolic pressure of AD patients with PON -2 C311C was significantly higher than that of
patients with PON-2 C311S. Serum triglyceride of AD patients with PON -2 S311S was significantly higher than that of
patients with PON-2 C311S( P <0. 05). No significant differences were observed among three polymorphisms of PON -
2 in patients with VD (P >0.05). Conclusions Our finding suggests that there were no significant differences in
components of metabolic syndrome and genotype distribution or allele frequencies between patients with AD and VD .
For AD patients , significant association were observed between the PON -2 C311C genotype and higher level of diastolic
pressure ,and what’s more ,between the PON-2 S3118S genotype and higher serum triglyceride ,but not for that of VD.
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%58 ~90 %, ¥4 (76.61 +8.51) %, HEHFHER
(6.47 5. 41 )4F i (4.49 £2.49) 4F, A4 B H Y
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1. —EPORHEAE . AT R A 2 TR A AR
WAALHE Ik 24 PRSI AF IS BRAERR IR B
B i e B s SR s S O, AR TR L = R/
B

2. MEA SR ARSI A S IR KL 5 ml 1
WbpAs, KRS C-8000 4= [ 34 k43 Hr A _E K
ML3E A B (TC) |, H i =8 (TG) . & % IR [
(HDL) % AR HE I (LDL) =5 i #E (FBS) . 7EFF
IR Centaur H0%E K&YEAN b, R AL 27 & 6 3 I == ]
Fins, [P ZARBTE , RAOGHR I B SRR A L
VPR I R HRPTPE T e 1 22 U8R £ (1S1) Kk,

IST 45T 1ML 75 1 5 R 525 M s e FRUBI Y AR X 4L,
ISI = In(1/FBS x 1/Fins) .

3. FE[NZH DNA $EHURT PON-2 JE[H 311 v s 225
PRGN - Fh BCHD B K IAL Sl , MK RRENPTEE , R W
Fy - AR R BRI 26 DNA. SR PCR-RELP J7
P E, 5145 9K 5 -GTGACATGCATGTACGGTG-
GTCT-3' # 5'-ACAAGGCTCTGTGGTATAAAGTGCC-3,
PCR JWARFR 25 pl, ot Tag DNA R A 0.2 pl
(5 U/ul), 10 x PCR Buffer (& Mg' " S M) 2.5 pl;
ANTP B &9 2 Wl (%K 2.5 mmol/L) ; DNA #ifiz 2 ul
(<2.5ng) ;51945 0.5 pl(10 pmol/pl) ; INXNZEK £
25 wl, PCR W 25440 94 °C 5 min; 4%11 94 °C 30 s,
57 °C 45 s 172 C 60 s (338 MEF); ZJ5 72 C
7 min;4 CHRELRTE . PCR P09 v Wik/NR 197 bp,
4 PCR F=yin A 5 U BRI VI Dde I, & 37 il
YIRNARZR B 37 CHEEKIEFENTEL 4 ~16 h, 14
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er, T 8% RN I e BE R LUK 7325, LR 180 V, HL
VK3 hJE A TEIRER Y 5, 438, S/S 4liGFH78 bp,
70 bp,C/C 44T N 148 bp, C/S 24 F N 148 bp,
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AR L 2 (HAMD ) PPl AR AE IR | 4 280K 0 R 7] 4
(NP PP i f & RS PR AT R RE R

5. GeiteFar b i SPSS 16. 0 Bk kAT G it idk
P, AP ETORNN S G5 SR LI EL = bR (v 25)
7N, TR PRI AL DL I HE R O 22 50 B s TH BB
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£1 AD 5 VD FiH MO FE R R IE S LB (£ £5)

2H 51 MMSE HAMD Hachinski & Ifil it & ADL NPI
AD 24 8.29 +5.36 7.63 £5.55 2.57 +1.24 40.23 +8. 88 42.53 £20.73
VD 4 7.73 +5. 44 7.20 £3.82 4.10 +1.76 41.78 £7.59 32.10 £17. 06
Pl 0. 69 0.75 0 0.48 0.05

®2 AD 5 VD AL S A5 M3 Fins ISI AL (3 5)

TR ISR TG
(kg/m?*)  (mmol/L)

Wi R
(mm Hg)

#FIRIE JEE
(mm Hg) (m)

ikl

(mmol/L)

TC HDL LDL FBS Fins
(mmol/L)  (mmol/L) (mmol/L) (wIU/ml)

ISI

AD A 125.94 £15.80 74.41+9.91 0.81 £0.11 21.52+2.57 1.27 +0.94 4.83 £1.00 1.51 £0.34 3.16 +1.07 5.87 +1.27 6.38 £4.45 -3.32+0.97

VD4 132.17 £18.09 72.96+9.10 0.83 £0.13 22.12+4.49 1.22+0.59 4.61 +1.25 1.38 £0.38 2.92 +1.04 5.45+1.00 4.97 £3.25 -3.02+0.63

P 0.14 0.55 0.50 0.48 0. 82

0.41 0.15 0.39 0.18 0.19 0.22

2. AD Fl VD WL I A A LA 09 He « g
PIZA IR ER B AR 20 73 456 « 1 (i e P Ik ) |
A4S 5 W L IS TC . TG HDL  LDL  FBS #1 Il 15
Fins ISI YA, 250 o FRSEAR M gt it
225 (P>0.05), l# 2,

3. AD I VD P41 PON-2 JEIH 311 {2 &4k
PRI BRI BE R AG L% . AD 5 VD 46 ] PON-
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ST () VR SPIES
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AD 4L 49 4 15 30 0.23 0.77
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4. ¥ AD F1 VD 453 5| FE4% = FPAN[F A PON-2 5
KA SMH ,C/C L C/S .\ S/S A BRI R B AR 4 43 1 1L
.AD dHH, C/C AL 4 ), /S B 15 I, S/S Y 30 il
2207 2508, AN ALI T (MR PR ) IR BTHE R
I TC . TG \HDL .LDL FBS FlIfl {4 Fins ISI 4%
febrrh,C/C 5 C/S BIEEF IR EZRA G FE L, P
=0.037(P <0.05) ,#&/~ C/C BIEF5KE = T C/S A,
C/S 5 S/S BIAl TG ZRAGIH2#E X ,P =0.034 (P <
0.05) ,#&/ S/S BTG W T C/S B, RIWERT
GItFE N, k4,

VD A, C/C B 4, /S B S ], S/S B 17 ],
25 254500, R E) i (SR R BRI ) IR THR A
&R I3 TC . TG HDL  LDL FBS FIfiLi% Fins ISI 4%
R TR FE X (P >0.05),

it

AD [BIFFERET 20 AR A ZAF MR 2

R4 AD 21 PON-2 311 AFPERIEY LRSI (2 £5)

s C/C#Y C/S # S/S #l

W4 (mm Hg) 134.75+17.46  121.93 £14.49  126.77 +16. 14
#3KE (mm Heg) 82.75 +15.39 71.13 £10. 67 74.93 £8.22
JE B (m) 0.82 £0. 06 0.80 0. 11 0.82+0.11
S8 (kg/m®) 21.05 £2. 42 21.26 +2.54 21.71 £2.67
TG ( mmol/L) 0.69 +0.21 0.92 +0. 35 1.54 £1.11
TC(mmol/L) 5.58 +0.78 4.52 £0.74 4.90 £1.10
HDL(mmol/L)  1.73 0. 40 1.55 0. 36 1.47 £0.32
LDL(mmol/L)  3.63 0. 59 2.80+0.78 3.271.22
FBS(mmol/L)  4.78 £0.56 5.80 +1.08 6.05 +1.37
Fins( wIU/ml) 8.03 £10. 15 4.84 £2.44 6.86 +3.94
1SI -2.68 +2.08 -3.23+0.62 ~3.46 0. 84

St B AR A S R T BT R — . AD
B = B B A A . ph 2 R BE M T AT YR 4 |
PSRN 2 ok 1) 252 | T8y A0 I A7 B A 255 90 A%
PREAE AD S SR VD, VD S T A I 45 s Al
VAP AE B4 T AT R e i A4 2 0 e S A o ot e i 46
ERCFEINHHRE . AD VD PR 1 R 2%
W M AR 2 S AE A AL I 2R . A OCIILTE TC TG,
HDL LDL FBS %5 I Fins F1 AD (955 R 2% K A 79 °F
BREWFSE, [ & PON-2 52K 311 7 5 2 S ETE
AD H &L C 2 R 2, R S M %
AR THE, FrasETe,

ZoPF 0 Rt R AE TG O AU el AR Bl 2 AR 2R A
fEsEn, AROIHLE AR — R IO A fa ks R R LA
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LS WibR e, o 2B A =P 2005 4F35 E E SR
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A TR LSS =R (NCEP-ATP I ) 2005
AF [ B BRGECE (IDF ) 1 2004 4F Fh AR [ 25 288 R
PR AT E R ISIZE A 1E (CDS) 2 Wiks
HE, BTN 2SR AHIF 8 A I 38 bR 3 11 A R 8, 4n i
fig M R MRS AEFZEREIN VD AT AD BE A
KBRS abnE 22 A G F R, 25 M1k, %
FARIMZEAME SRR AT RIR Z B R I .
{0 Luchsinger 25" BFFEIA A O ME R 3R %
AD IR, A i A TR S8 g A A R s e 6
ICEEZEEL ) 7 J& 1] BE -5 R A B 19 R 7 A 56, 1 nl B
SRR L PHE () DT 48 -4 T 48 B0 A AL (validi-
ty) A3 K, U HEEE EL ((waist to hip ratio)m ., HAR
Hisayama BF5EX) 668 Bil4F IR TE 65 ~ 79 % BYFLIX & A
BETT 17 4, A5 A v A 1 8 i A R A 1 il T
JE VD KA AR R, (L EfHAE AD 1) fEk
HE",

AT 2F OB /R = I IMUAE 7T % F AD 10 ~ 15
AEY HBETIAH T RS & AD B RS R 2, 540
FEAAML, B AL NREAR BT SR & B AD H VD
BERIMNE TG . TC HDL LDL /KA 2 5
Desouza f’ff“z] X 8845 5% 1 & H AR O 1ML A fE B PR 2R
S KU 22 T A A S EA T T 20 #r, 2 3R 30
EJEA 721 B 325 B, Horh g w47 30 v A [
i I 1 A5 BH I s T AR R 25 5 IR B K - 1E
R L e I T LA % A R R 4 XU Bk 1. 29
(A —SERFST 2 B e L I o s A e 23 P Mg
HAES VD A — B A, 5 AD JoK, Mielke
%k 392 45 70 % AE N 3 18 A BT 5T K
WAL IE AR 2R 5,70 % 75 2 F1 79 % Bif i IR [ pe
HKFTHE 79 ~ 88 %5 e g ik IXURS: T o S 3 A 5%, T
HIM = ER AT SR TCOC 3 A 1 v I [ s o
S 2 (A1 56 22 2 BT L5 HR AR AN ], o] g 2 A [
PG -5 80 5% 9 =2 ) F st [) [ B A TR BT 8, Notkola
2t Ny e L P2 ML 2 30 4F J5 % A E s i PR
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PRI e JBR 5% 25 ML VT 3 Aok o ol o 2 O £ A 4 235 Y B
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V2 IR TG 037 A 1 45 i 4 2 % 400 R TR Y A0 45 I
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S FEPRIRARFNL R RS0 A it 225 5 Shi 451
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E ST 1711 v S
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RIS, C/C L C/S . S/S 45 R 25 5 AR 40 43 11 LL
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ANFELFIE) PON-2 311 5 1L Y26 &R A9 55 4GB J2 AN
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311C 7 3N 5 M3 TC LDL-C & apoB 14 7K F-#H
AR, {H Mackness %:23] NTA Sy PON-2 311 #:H £
SHESEE AWM MG KT K, ARF5RHER AD B
PON-2 3118 #4li5 7l fE5 TG /KM A 5, MAE VD
HRIN R & BRI Fhta 3, ARBIFSE 2 B0 C/C BIET Sk i T
C/S Y 25345 M, #2758 PON-2 311C 4iA Tl fg
S ET s A ¢, (HAR BB I 5T i, A
15 PON-2 S5 g AR 3 | i 194 4 56 P i 75 2 1 —
HHIHESE .
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