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[XEHS]

Xt SR 2 FEIK] 311 Cys/Ser 24615
2 B PRI B FF K I B A2 I AH o P

B, B o, BUE

(L% EFRGRFIE, LA EES T 261042; 2. H BT ASERBEALHEER, LAEEFHT 266071)

[X8iE] AAE: AR2ABEXRLTRTHMAEN;, RAOBEASMRI L KSEN, STa#HE2 248
BhR, KeFRE

[ E] B H A2 AH311CyySer AR LS LAFTERREI 2ABRARELZSH X FRTHX
R, Bk B3MmRAREDNAHERELBEARYHBOANAHEB LIRS LENARA L RERAE

LR R RE A K AREREN Y AEEEE 2 LB 311 Cyy/Ser A M E2ABRREFARLFRTME. L 42
ARERFEAKREF ARG ERAME. FR LA FHHXAFE AN ABE 2 EE 311 Cyy/Ser 2 &M, 2 &
A IR A K b R T AT AR 2 A R 69 3 A A B AL CC.CS.SS) 694 A bt b5 3 4b, 2 A48 R 9% 40w iE 3 3 B8 421k
BEFAAZEM(P<0.05% P<0.0),SHFLARMER L s 2 AR BRAf EFHRA T EHEFH(P<0.05
R P<0.01); %3S F AR AR EIE KRB K F % TR 1e A e 469 2,932 43; *F A #5862 £ B 311 Cys/
Ser 5 AMARARAA T AR afEKFALALEF. it ELAFHREAFHS, A58 2 LH 311 Cys/Ser %
A2 ABRRREFRLERETEAMXE, ASHFLEARNTRAZRLR 2 ARARS TR LT REH LR
y el
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[ ABSTRACT)] Aim To investigate the association between paraoxonase 2 gene 311 Cys/Ser polymorphism and macrovascu-

lar disease in type 2 diabetes mellitus patients. Methods A case control study of 272 subjects ( including randomly selected

183 type 2 diabetes mellitus patients with or without macrovascular disease and 89 healthy controls) was performed.  Genomic
The paraoxonase 2 gene 311 Cys/Ser polymorphism was deter
mined by polymerase chain reactiorr restriction fragment length polymorphism analysis with Ddel iv digestion. Results Para-
The genetype distribution ( CC, CS and SS) of

paraoxonase 2 gene 311 Cys/Ser polymorphism showed significant differences between type 2 diabetes mellitus complicated with

DNA was extracted from the subjects’ peripheral blood leukocytes.
oxonase 2 gene 311 Cys/Ser polymorphism was detected in population of Qingdao.

macrovascular disease group and the other two groups ( type 2 diabetes mellitus group & healthy group) , the former had significant-
ly higher S allele frequency (P< 0.05 or P< 0.01).
2. 932 times.
ences. Conclusions The paraoxonase 2 gene 311 Cys/Ser polymorphism is associated with type 2 diabetes mellitus compli-

The ratio of diabetic macrovascular disease, if S allele existed, increased

Levels of serum lipids in different genotypes of paraoxonase 2 gene 311 Cys/Ser in cases showed no evident differ-

cated with macrovascular disease in Qingdao’ s population. S allele may be a risk factor for type 2 diabetes mellitus complicated

with macrovascular disease.
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[WisHE 200510-13 [1&E HEA] 20060516
[1EE @) MR, WAL, Bk, 20, WF 78 7 B8 SR 4

HEW 2 B R AH D& ME B X, Brmail N 1q11031104 @ 126. com. ¥ 1,
WL A A, PRI, F2 iR B, 2222 N N 2 W o (0 e R 7. 18
TEHEME, TALEIN, H#2, B Lok S0, =3 NHE N
PR B HE fth B W PRATE 5T o

BRI . o, 2 OB R (type 2 diabetes mellitus,
T2DM) K I8 9 A8 1) AR A 8 A% R0 A 558 IR 36 3 R
e O v PN ety e e b A (S I Ui
TRk, TR 0 W R K L 7 A2 1) B R R R g
FEOF A, F A S S0 ¥ ( paraoxonase, PON) 2 K] 5% J%
5 T2DM KIERAERIRAH 2B =M . e
WESE, PON 2R K2 5 MRl BB = 2% FE iR
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B A MIPUEALE RS ORE B o DR, R
L5 097 A R AR AL AR SR IF T RR T R R
B A ST R B, PONT AT PON2 FE K] 22 25 14
5RIMERBIHERXFR. HA PON2 2 F H iR
FEE P L R 22 &5 1%, 43 1 9 148A/G ( Ala/Gly)
311C/S( Cys/Ser) ™, H. PON2 148G 5 311C f74£ 3L F
SEANBEBAST A7 5 1 T R 3 = WA 1 A (1
AR ThRE H AT R IR, (25 RE AR 2 A LA & 3h ik
5 FEBE 1L ( atherosclerosis, As) % Y] #H X FETE T2DM
2 M RRE R AR EEAEH . AFFRST AR
S X DU IE 7 N BE. B4l T2DM 5 3% .T2DM & 9
RN 5 48 B 35 3E4T PON2 £ [K] 311 Cys/Ser %2 514
R, AR IZ R 2 1S T2DM & 9 K i &
BHIRR.

1 MR5G%

1.1 XM&R

AAREURE 2R BT ME R FANLEFT EH
XXk AMEAH T A& . T2DM B M8 RAE I
EHPHAKE, AR T &£ HPERFE LT
HE(1999 ), AR B A T I K IE 4K % 4 T2DM 4 fo
T2DM 4 3F A 1 € 7 & 4 IE % T BRA N B 3 K 46
BEBRA. IAZARFEHT XML 15 XERAFH
Re Rt By &4 fu 25 4. 45 T2DM 4 93 #l, 5 44
B, 4 49 5, 45 56.6 £7.0 &, Z i85 75 £ KA
TR EHE RO E B CT #1( ) MRI 2. T
AN k¥ % 5 8 4 7 5 4 Bh A & TR0 N o
TR RS K R R B AR RO B R
. T2DM & FF A & % & 4 90 #l, F 39 #l, & 51
Bl, 8 62.119.3 %, ZHlam & A 2R ER
20 B R B AR R SUR CT o ( 3) MRI
B TRARK e L EHREFERBBLEHAY . K
mMEREHERE: HB1979 FEHRQBERFF S
Foh 2R MR T ARG RS LA ENE AL AL
IR 45 BT AL B T 0 0% 14 T AT, HETR 3E R 30 Rk
Wl A FRET R m, @2 E % M /E NI
B R e IT B A2 B R 9 BT AR O
2 CT 2 MRI E5Z; (9T Bk i M i R & 30 ( 14 Bk
WHAT SRR BRI ESE), G EL L HRE
1 &R B fk i & BE S R AL B SR SR e Y R . IEH
Xt BEAH 89 7, 5 35 A, & 54 7|, £ 57.9 6.8 &,
AERRACH M ERBTREE, FRBERFE X
-0k AR R o B R I B R R RORR e R
W, CHERIBEEREHEE,

1.2 DNA #2E

2%EDTA 47 % 4 f1 300 UL, 5 | Promega /A &
B4 DNA $i#2 X7 &, F 4% 2 F 4 DNA.
1.3 BREAMmERK

#3147 5 - GTGACATGCATGTACGGTGG-3, T
W 3| 41 5’ -TAAGTTATCGCACTTTCATGCC-3" . B K
AR 50 UL, £ 8 F 7 30. 7 UL, 10 x PCR £ % i
5.0 L, 4dNTP 5.0 ML, T 5|47 1. 0 WL, L33 4
1.0 UL, 25 mmol/L MgCl, 3. 0 HL, # # DNA 4. 0 HL.
KR4 A 94 CTRA M 3min, BBERE 72C, T
Eppendorf & # ## X Taq DNA % & 0.3 ML, 94 C&
M 60 s, 55 CiB K 60 s, 72 CHEf# 60 s, 35 MEFH )5,
72 CHEf# 8 min, PCR 3 3¢ =4 / Bt K E 7 241 bp,
RL 2% 37 J8 4% B L vk - B, AR MR R R AT R
G NELER,
1.4 BREIFKZEMER

BUIR | M4 A 478§ Dde ivl. 0 UL, £ 8 F K 6.8
UL, 10 x B 477 4% o 7 2.0 UL, ZBE 4 Mg & 0.2
UL, PCR %4 47 10.0 UL, 37 ‘C/K¥ 3 h, £ &4
EEfd, BEEI 4 10 UL, 52 UL RB 2 B4 G L
BT 3% 3 A B X F, FF v PCR 4710 10 WL, &
Tris FHER B UK & W, 80 V B E 46 3k, 3 h B
BHBER, TERREITEATNELE R,
1.5 StFEAE

R Y& Hardy-Weinberg 1% 15 T f# 2 48 i 1+ & fr &
EAME, HINF R EARNFERRER. AEFE TR
EHEAUERATERERERAE, KEU
s kN, NABREE T EN, FEARLEK. %
HEERAME LR EMERMEN R NA X
B, FHATH S E 9 M. B Spearman & K A8 *
ANHRAKL E Z B A8 X M A Logistic B )3
TREHEE 2 H. B A% akH 005 XA
SPSS10. 0 4t it $K M4 ¥ AT et -

2 G R

2.1 IARER R

HAH TR ) AR ¥ AT (P < 0. 05) . T2DM & 3F
KMLE R AR 2 AE e 2 & T A BT 4H( P< 0. 01) .
T2DM & 5 K I8 97 7% 4H B e I L i 46 S 7
Tk E 2 REIMUAE  Hve = g R RE R R B
KA A B Em T IEE X RA(P< 0.05 5
P<0.01), mEEREAREKTIEENRA(P<
0.01) ; Ho4f T2DM 2H [ [l JE L | Ak o 48 2 Wi 4
JE &7 it 25 M AR v = A T R
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JEEARERMAEAEES T IEWRA(P<
0.058% P< 0.01), =% IR E A B E K T 1B 5 X
H(P< 0.05); T2DM & F K ML E i AL H U 48 s H
M=B RO B S T a4 T2DM 4H(P<
0.05), W& 1.

= 1. BAIGKEREER

& Hx ERATRAL gD 4 kit
KR AA
BI% (1) 89 93 0
5/ 2 (#) 35/54 44/49 39/51
Tt (2) 57.9%6.8 56.617.0 62. 119, 3
JEEE (em) 83.2518.89  87.92%8.50"  89.23 +10. 31"
JEE HE 0. 86 30. 06 0. 90 %0. 06" 0. 91 %0. 06
PRITFEEL (kg/m?) 24.32%£2.61  25.96%3. 11" 25. 46 £3.91
W4 (mmHg) 123.88 £13.85 133.66 15.25"  140. 67 120. 34
FFKIE (mmHg) 80.1118.08  84.68 18.99" 85. 61 19. 88"
23R HE (mmol/L) 4.99 }0. 67 8.79 +2.57 9.26 12, 40
HIH=E (mmol/L) 1.29 30. 86 1.94%1.32> 2.45 32, 19>
SSEFEEE (mmol/T.) 4.85%1. 11 5.31 £1.25° 5.29%1.21°
EHEEEEN (mmol/L)  1.6530.43 1.48 10. 42 1.39 0. 38>
iR AR A (mmol/L)  2.7530.70 3. 06 £1. 00° 3.46 £1. 02

PEfb M LT 8 A 5.16% F0.45% 8.45% *1.94%" 9.20% *£2.36%"
a N P<0.05 b P<0.0l, SIEHMRALLE; ¢ Iy P<0.05 d A P<

0.01, S584iT2DM HELE .

2.2 NTEBEEE 2 311Cys/Ser B FH!

H 5 DNA i BeK &l 241 bp, BEYI G 724 99 bp
A1 142 bp P57, WIAEAE Cys ~ Ser L RH (G~ C #
), BV J5 142 bp 2% W 2 I 75 bp 67 bp P4 2%
BB WiMgi4 T CC N 99 bp Al 142 bp 545
5, Aia T SS BN 99 bp. 75 bpa67 bp =465, 4

F 2. XMEHEE 2 311 Cyy/Ser EERMEMERANERSH

T+ CS 4 99 bp. 142 bp.75 bp.67 bp VU4 (K 1)

B 1. XEBEE2 311 CyySer EEBAWMER NI B~ R
EgY Gk R M N marker, 1.2 A4EF CS B, 3.4 K4l
EFCCHY, 5.6 H4li&TFSSA, 7 NHIM DNA HEt.

2.3 XTEHEEE 2 311 Cys/Ser HEBFZ L E RN
BN

-4H PON2 311 Cys/Ser &5 47 3 K 5l 28 43 A1 75 &
Hardey Weinberg ¥ 7€ i, #& /R FEA B A N AR
P, T2DM & I K M5 i A2 20 PON2 FE K] 311 7 £
ZAVELL SS A R # . T2DM & JF K i &
AR 4 55 1E % 0k I8 4H K% BA 4l T2DM 40 Bb 4 4% 3 R Y
(SS.CS.CC) /M Z 7 ¥ BEME(P< 0.05 5L P<
0.01) , {HH.41 T2DM £H 5 1F 5 % & 41 b s 45 2 R Y
DAFER TR EZNE(P< 0.05) . S &R AR
T2DM & K I & i A2 41 8 B T H A4 (P <
0.055% P< 0.01), C S5A RS HKLE T2DM & 7K
M A 4 B BAK T HAR AL (P< 0.05 B P<
0.01) . NLEE 2.

EERT () 25 7 FE TR AT 3R
| n
cc cs ss C S
TE 0 R4 89 20 (22.5%) 38 (42.7%) 31 (34.8%) 43.8% 56. 2%
B4 T2DM 41 93 12 (12.9%) 48 (51.6%) 33 (35.5%) 38.7% 61.3%
T2DM & FF KM &R B4 90 6(6.7%)™ 35 (38.9%)® 49 (54.4%)® 26.1%* 73.9%®

a N P< 0.05, b4 P< 0.01, 51E% % FZH A4 T2DM 4 L% .

2.4 2HEBERBEHAMERLEERE R Logis
tic BV

PAT2DM 5 7 K ML & i A2 4 . A% &, Spearman
MRS T2DM &9 K IR A B 2 Mo
()7 B G A 6% A L WA A T T R S I LR
Hil = Fg. =% AR & A . PON2 311 F K AL Nt 48

B, T IR AT 2 I & Logistic |50 #r, 45 BoR
CEUE B LL SR R s IR ORE L H il = TR A1 PON2
311( CS+ SS) HRIBY( B S S5 HE R 455 ) /& T2DM
HIFRMERZ KM F R, Higar S A7
BE PR A EORE JR I K I 3 78 P XU S AR5 i 2
f) 2. 932 1%,
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2.5 TREERITEMAEKF
AL 5 R R O 40 R P U T

®3. 2EBRFAARMERERMLERE Logistic EVF5T 47

HER(P> 0.05), L& 4.

fE e K 3 EVEES 50 U9 2 B b o 1% P OR 95% CI
R (%) 0. 068 0. 020 0. 001 1.070 1.029~ 1.112
T L 5. 401 2. 744 0. 049 221. 657 1. 024~ 47 985. 40
4 & (mmHg) 0.020 0. 009 0.033 1. 020 1.002~ 1.039
ZE ML (mmol/L) 0.283 0. 058 0. 000 1.327 1. 183~ 1.488
Hilh =8 (mmol/L) 0. 161 0.076 0. 033 1.175 1. 013~ 1.3638
EZhe 35| 1.076 0. 537 0. 045 2.932 1.023~ 8.402

%4 FEEEHTAEMAEKAFE (mmolL)

o I % R AL T2DM 4 T2DM & JF KR
Ei=tin
cC cs ss cC cs SS cC cs sS

il =g 1.0810.53 1.1730.61 1.52%0. % 2.13%1.81 1.83%1.13 2.4%£1.39 2.5730.75 1.86310.70 2.43=%1.61

S i ] 4.7111.09 4.95%1.12 4.82%1.14 5.4610.88 5.25%1.24 5.30%1.27 5.95+1.94 5.45%1.24 5.10%1.05

mEEREA 1.5930.40 1.7530.47 1.56 %0.40 1.40%0.39 1.52%0.43 1.45%0.41 1.36 20.49 1.47%0.38 1.34%0.36

R ER 2.7430.70 2.7810.56 2.7210.85 3.4510.77 3.06%1.05 2.9310.98 3.961.89 3.63%t1.06 3.28 10.81

: S > (53,16, 11] 2 bk S =+ & NvVE =

3 Wi P o . ARG I, (R T S X i

W RILZ PR 2 A5 5 T2DM K I 9% 28
RRAER K, A T ANEGQEAR 721 3~ q22. 1
f) PON 3 5 5% % ( PON 1.PON2 . PON3) &3 4E () #F 5T
Hoa o xHF PON2 R BE A P A, B
AL E S5 K 5 PONT Rl 3k R, 4K 3t 39
718 bp, B4 9 MM F A 8 MAE T . HAET PON2
W7 R 2 & B o TAE F RN B B 4755
< BHPE, PON2 mRNA 52 PON1 73 A 58 )iz, 78
O UL T JBR R B B LR A 3 Rk, B
%% mRNA . PON2 7E il 5815 5 T2DM A Frik 1)
RIHE, FF BAE L H B8 VL PON2 3 8 = 1K
SF, 27~ PON2 i 25 [ mT BEE 40 & IpE i F A B K
HERERBEER . Hegele ZFiA N PON2 JE A £ 2P w]
RERZ M0 A PR 73 283 100 I A A W R It g AR 1, I K
PON2 JE [RIFR B8 R B 1 BE 1A

AHIE 5T R 9 et BB 90 80, i B R E
M X TG I 25 5% 2 1 DU N BEAE R 75 5, 4R %
B Z NS T2DM & F R ILE 8 A48 1 AH S e L
FHE RN, DLBA R T2DM A8 K I 99 A8 R 9 (1 38t
FEATI] o D% T-1% 55 (K] 22 765 1% 5 7 /0o 5 80 I 2 i 2
H % T2DM & FF R IME R R R R O L Fiik £
Hh X AR A BGE S, {H &R A& 1 X R HRGE A, A

ANBEAEAE PON2 311 Cys/Ser HEH 2 &1, H CC.
CS.SS =FpEE KA, C.S WM& B [F . B4l T2DM
ZH L DRI 1Y % A 7 5k DR 6 43 A1 5 1E 0 B ZELAH L 22
FHEFEME(P< 0.05) ; T2DM & FH: K L8 s 28 41 3k
PRI % 46 A = DR A3 4 A 5 1 5 o I 2H % B8 4
T2DM H LA B EMEZR(P< 0.05 8 P<
0.01),S S A7 FE R A B B3 = (P< 0.05 B P<
0.01) » PON2 311 Cys/Ser ZE[H £ &5 T2DM & JF
KILE AR B A G, #54r S S 5 T2DM
SR IR ROR I T A 1) A1 o 1 18 v AH K

5] #h ik E PON2 JE PR 22 765 P4 77 5 1 10 g A0 1l 3¢
feERAAKF™ . W7 RN PON2 3£ € & 47 & 7
(CC> CS> SS) 5 i = BH [ B L 205 B2 A1 7K-F
T35 A %, (H R AH 5T R B PON2 311 3 [
Cys/Ser 2 25 VA [ 2 PR B4 . 25 18] 1f Jig 7K ~F 35 76 B
025, R ZNFE PON2 LK 2 &5 T2DM & 9
R L 975 7388 1 S e A S ki i S 4 e 11 fes B IR 3
VAT T AT A 3 R A T i S 3o A 38 4% B
BN FEREAL [0 & A, AR LA Fr it — 20 9T
F TR R 22 [1JAIE 4 S FF PON2 BECR K25 FE iR &
FIARAEAE M, PR N SRR R R
K, i 5 2 Fk R R A A 4 e A T ek % FL gk R, TRt
18 PON FE R AN [ A7 £ 14 55 o7 5 DR 19 4% 7 ] g 1
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5E MR HIE 35 B 2R R I S ™

Yo AR B PON) 225 [R5 55 7 50 ik ks A T 4 1 2
oo A, (H S A R I — 3K, 1 RS
ARERNERFTREAW FEE:  PON ZEREREZA
PERAFAE AR 5, WA B R AR (1 2 S MR vT BE N iR
PON Jif P75 /M ] 11 22 S 48 (B R B B SRR Hi

@I FT N T BT Ak f b B PR85BS A5 e b i 22
¥ F20 PON J& K B 1) 5345 A1 PON {17 PE, PON
FEPR B A e 58 4 I WLl 1R 1 AR B E T
FRF W TTEA R E, 7577 G B AR RN
AR Z 2 5, B L 1) X B8 S5 [5]iE 20 BT N
F, AT ErBE E BE L BRI 7T B VIR A, (R A 4G
RZ B PRAR; IPON 2 K] 50k % i 71 35 2 5 3 ik o
FEREAL TR R, 1B ] Be4E F T A5 & B A AL A () B
1, IRATRe LA —Fh & 2 i 5 O HEVE A -

WO 9T PON 22 [K] 5 0 JR 9 6 K I 58 93 A2 11
FSeME B R o BRI 3 (K] A7 2 R
B R R B, XL R IR K i B VA 18 T
RIER EEE . 325 BB 7 N AT KSR AT
R 2E A, R PON - R 55 K I 85975 48 45 Il
KRR K R, 550N & E T PON £ =)
FENARH (A B o3 BEAE R AN 82 0 25 DL R R R i
B 5 T BT A, RSO TR B PON 19 42 B 4 5%
] B L A 3 A LR
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