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[ABSTRACT] Aim

pertension w ith carotid atherosclerosis

M ethods

G ene Polym orph iam;
To investigate the relationship bet een paraoxonase-1( PON1) polymorphisns and essential hy-

Essential H ypertension

Carotid A therosclerosis

The study canprised 527 participants who were divided into o

groups essential hypertension w ith carotid atherosclerosis ( case group n= 321) and essential hypertension w ithout carotid

atherosclerosis ( control group n= 206).

91).

The control group w as consisted ofH an people(n= 123) and U ighur people(n= 83).

The case group was consisted ofH an people(n= 230) and U ighur people( n=

G enotypes were detected by

polym erase chain reactions followed by restriction analysis with specific endonucleases and their frequencies were deter

m ned

type andM allele carriers (P = Q 029).
Q 016).

sclerosis i essential hypertension people of Chinese H an population in X injiang
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Results TheM allele frequency of the PON1 L55M gene exhibited a significant difference betw een case group
and control group i H an peop le( X’=4 0383 P=0Q 044). LDL exhibited a difference n H an people between LL geno-
TheM allelem ight be a risk factor for carotid atherosclerosis inH an people(P =

Conclusion The single nucleotide polym orphian of PON1 L55M is probably associated w ith carotid athero-

TheM allele m ight be a risk factor
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L1 fARIR

A 20064 1A ~ 20094 1A £ KIZH 28
BEEXUEMEEZESL S2TH AR AL, & ML E R
B 2~ 58, AWMU A, B R KRR R ROR BE
B TAERRA R T EMX AN NFERFRN,
ERERRHNWRT, Rk 3~ 4mLE &
B4 DNA, Jr PR R E K be BB & R I & 7| &2
HAERREM R M EREFRRARE . REF
RAELTHEHENRE S AT AR EEN T A
CAEBI4, n= 321, &4 60 26 11 83% )F1 5 50 fik
EEE (Y EA, n=206 FH# 57 50 £1L 605 ).
HEWR Ak & M o 8B RO A Bk R O R 3 AR
JCHE R R oh R R R L A B B o B R OR L R R
e W%,
L2 MmE®RM

XAHA 2mmHgZ| B RARX oL E1H0N &
E. MEMHH#E I0mnll b, WEAEE LMD
E, MEFRK, FREFEALT Smin R-FHHE. A
& Btk CF B & im &g 8 (2005 F 44T
WA ) MR T E#TNE. & ED I ARE
AU E 2140 mmH g#7 (2 )47 3 & 290 mmH g
L 3 MmEhEkEBAERKR

Fra R Z dEEREETEA PHILIPS
ESS00R e F i EN#TTANRBELE, K
KHE R 10 0~ 13 OMHz K A Doppler £ R.. 3
R EFENRE OB R EA TG AN EREE
(MT21L Omm)#n /[RER KK HH K (XM E
JE B R IR 5 Bk BE 3 B, BB M 3t AR AR X B
MT £ /> 500, B % 9 5 fo 4 4 o o — 30 4L
HRE LB, FFEE I, BEF AER).
L 4 IM#EFD RS FEFRIM

B RN EHRMEES 12 B, AWK E
RRZEHMBS Bk 3~ 4ml, #KH &
FARKA A BT & Y F RN = B b ( fast
ing plasma ghicose FPG). 1 1 2T & & ( hemoglo-
bin-A 1¢ HbA 1¢). H il = B8 ( triglyceride TG). & JE
& B ( total cholestero] TC). /& % Z f§ % & (high den-
sity lipoprotein HDL) 1% % & fl§ & & ( low densily
lipoprotein LDL). f§ & & ( a) [ lipoprotein ( a), LP
(a) ] EAEEE Al(AplA )T # lE & & B(ApoB).
L5 XNEBEE 1 Lsm EEE SR

FrEM RS ZARMBER 12h L B, AKX E
BARE BB A 3~ 4ml, X /5 3 B

M EAFAEN A EDTA FWEBEAWRE F, T2 #4,
- S0CIKIE R, mEZARGZ—KAB AT &7
KEEEBEARY DNA(RA M WE LEETAY
ITRERBRSARANE ). A R A B4 K AR 4
MRKZSUEZTR LA K ALN PONT LSM #
B %AW, PCRYEEWABRKEN 170 bp L%
B4 4 5" -GAA GAG TGA TGT ATA GCC CCA G-
3, T#HEI 4 A 5 TTT AAT CCA GAG CTA ATG
AAA GCC-3o RRIfRF 3 25 UL, A4 10 xTaqk
VR 2 5 UL, MgCh (25 mmol/L) 1 8 ML, dNTP( 10
mmol/L) Q 5 BI, TaqE A8 Q 5 BL(5x 10° u/L),
ddH,0 16 7 VI, B354 1 BL, T#51 4 1 BL
DNA ## 1 BL( 10 pmol). R & % 95CHiA
3min 95CH M 45 5 58°CiB K 45 § 7T2°CH Af# 45 ¢
% 35N EF G, T2CREMH 8mine PCR = £
L o e tE IR vk, £ BoRad £ e RE R 4
BANENT THWE K. PCRY =4 Nla G
VI, B W% 3 Fo RIS AE R R ok s e A A
(A1), ILEETFTEHEREEFT— 4% 170 bpK B
DNA &, MM a4 FEFEA B R —4& 126 bpK#
DNARE, IM &6 FEHFRAETKES A A 170
bpA 126 bp#y DNA F £ .

1 2 3 4 5 6 7 W

170bp
126bp

1 XEHEES | L5M (L SEgY) Bk E LAT 229 LA,
34 6F1 74 IM B, 55 MM B,

L6 ZitERE
WHLAEEADRECMERME, it EHIA
e Haldy"_xfehberg—‘iz?ﬁ, HAREHBEEAREKH.
HEHEU x Tskor, HHELKXA ek, 24
HHBRXATZ00, EEHARFCERAXLER
A X 8, B Logistic B V3 # 17 R B £ 4k 37 {4 2
H,UP<QO5SHZERARITFES

2 £ R
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(P<Q 05), HRTEIrEWNHZ A EZR TR EMSE (P
> 0 05); & R EIHBAE D BAKFE T X

*® 1 mHIES A REIGRF LR

A MRS A KCHE T4 (P< a 05), K
RIGAAEWAZ MERTLREZENE (P> 0 03K 1),

% B B EIREYINI S
WA (n=230)  XFHR4L (n= 123) P1E JEBIAL (n= 90) B (n= 80) PE

S 61 3o 54 4% Q 219 59 ¥ 56 %o Q 682
%A ot 53 %% 52 &% 1. 000 47 Y 54 S Q 070
() 62 4212 53 58 11 +12 31 Q 052 58 71 19 74 57 23 *10 09 Q 053
ARG HL (kg/m?) 25 96 13 67 25 22 14 26 Q 184 27 17 13 45 26 81 16 40 Q771
46 (mmH g) 143 120 141 18 Q 565 145 25 148 £28 0 638
FF7KE (mmH g) 85 £13 90 14 Q 051 86 15 92 122 Q116
TG (mmol/L) 2 23%F1 38 22311 52 Q 676 2 81 £1 46 2 16 *a 51 Q 873
TC(mmol/L) 4 56 %1 25 4 42 %0 85 Q 280 3 97 £1. 33 4 36 %q 48 Q 057
HDL(mmol/L) 1. 28 %0 43 1. 25 %0 63 0 653 1. 09 %q 28 1. 20 %0 26 Q 999
LDL(mmol/L) 2 5410 90 2 39+ 89 Q 180 2 38 %0 66 2 04 2 67 Q 064
ApaAl (g/L) L2510 18 1L 23 %0 20 Q 501 L1740 17 L 220 16 Q 001
ApoB( g/L) 0 92%0 23 0 84 %0 26 Q 015 Q 96 %0 28 Q 91 %0 21 Q 015
JEE A (a) (mg/L) 205 05 18 88 153 15 %14 03 Q 079 118 86 49 54 72 88 X35 21 Q 230
22 WNEHE 1 LM EREMFMEERMEE Q 166 % 3).

AEIMAFR BT

FraE DR AN B R I AN PONT L5V
ik DR B AN S o7 2 DR 2 A 55 oM 2 T) 43 A 22 S 36
SEW(P>003FE 2).

R 2 WEBE 1 LSV EREMFUEEMEES LML
i8] B 43 75 L 3R

) FER () S pr LR
93 R
LL IM + MM L M
B % 203 167(82 ¥ )  36(17 Po) Q909 Q091
& 141 118(83 M) 23(16 ) Q911 Q089
EISEYIN B 95 64(67 40) 31(32 &% ) a8 alis
L 79 49(62 k) 30(38 0% ) Q8 Q20

23 MNEBE 1 LSM EEBMEMEEMEE
mI4E S X RE R

T ER DU I N B2 I + MM = [R] AY
AR M S5 LR R o T IR4L (X = 4 849 P
=0028 X=4 038 P=Q 044), $27~ M 27 FE K]
5 BT BRI i UL 390 B0 ik N R RE AL R AR ) R AR
Ko YEB/RIERE ML E AR PON1 L5SM ) = Ff K (A
T A5 FH S5 o7 5 DRI 6 70 55 491 2 5 0 R4 ) 22 57
SitFE N (X=295,P=008q X= 1 915P=

xR 3 WNEREE | LM ERBENFAEENRERHAS
T EBLA R S

FEEA () AL FE R AR
oy 4 n
LL IM + MM L M
g R 123 104(84 6% )  19(15 %% ) Q92 Qo8
Jefl A 230 171(74 ¥ ) 59(25 Be)* Q87 Q13
LR WIEA 83 49(59 0% ) 34(41 0% ) Q8 Q20
JHEEIA 91 65(7L 4% ) 26(28 @ ) a8 Qls

al P< Q03 S5xtiRAlLh4L.

24 FHBINERMEEREABNEBE 1 L5M
N [E) £ E Y 8] I JE F0 M A5 FHEAREL 3L

T MM R BB 5 0, B IV A MM R R
BAIF N M &AL H. 2 47 W, B 580U &
JEANBEF IM + MM 2[R 813 LDL /K- b LL 2 A
REBEANE, ZRASHITFE L (P=0 029); 4
EREE M E ARES IM + MM R F1 LLJE A
HE R TR Z R LG R L (P> Q 05).
25 NiESMEFEDEN KRS RTRIES S
ZHEE LogisticE)IAN 4

DA 5 I s ¥ 290 503 Jok 0 A9 Bl A s 28 A SR DR AR
DAAE % A2 5 RO L A 5 FE 20 TCL TG LDL. ApoA 1
ApoBF1 PON1 L5M F N H A&, {E Logistic ]
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VA5 T, 25 SRR B, H 8B DU AR 5 T 4. R 8 PON
55 S5 R DR e L P R SR BT K 5 A A 96 AR 1)
fERIRNE (P< Q 03 £ 5).

F 4 FIENEMESREABTEBE 1 L5sM FARIEH
B8] i & % I BE S5 45 #REE R

Y3 YEE IR
T H LL IM + MM LL IM + MM
(n=275) (n=178) (n=114) (n=60)
RS (ke/m?) 23404 11 23 1532 04 27 90 £4 49 26 523 19
W45 (mmH g) 141 £20 148 21 148 25 140 24
FF9KIE (mmH g) 86 t14 90 £12 88 117 86 116

FPG (mmol/L) 352154 5873229 602F298 592H3 38

HbAle(mmol/L) 2343036 2393023 2473057 23730 59

TC(mmol/L) 447%1 12 4673095 4 51%L09 42730 99

TG (mmol/L) 227147 196%127 228F176 2 25%1 27

HDL(mmol/L) L1260 43 L413041 135%L19 1223034

LDL (mmol/L) 2374062 24710 92¢ 249+ 38 20610 75

ApaAl (g/L) 1244019 1264017 124*025 121018

ApoB( g/L) 089102 08019 08 3034 a87Fa 17
HEZE T (a) (mg/L)

aN P< Q035 LLEFRBALE.

184 167 175 147 132 £139 190 *244

xS NESDEHSEKEERUFRENEFHSZESR

Log istic[E Y3 53 #7
H& B SE Wad P Exp(B) 9% C1
FE# (%) Q097 Q019 24992 Q000 1 913 1 884~ 1 943

RFRFEH (kg/m?2) Q103 Q051 3994 Q046 1915 1 837~ 2 001

PON1 55M 0349 0145 5837 Q016 1418 1 068~ 2 883

3 1t

I 5P L A i 1 A 9 7 L 1 T N S ) R AR
A= i, L R 439 R 5 SN ik e AR AL R AR O
BIRATRETR R AR A 5 IERAR AT
e, 15 HDL BRI LDL KT sk 5. Bl
AN HDLEAHAMIEM. M PON14AZT HDL
[ — AN 25 44 L, HDL %A fig J5 3k 804k 4 A s b o
W LDL HE AR AE K3 o KA T 5 B
PON 1", PON 1 #IEMI AT B 1k DL A AL, %4
H LDL, fR4" HDL AR# AL . EAMF A R
B, %A PON1IEPER) HDL 3R B & P4 rE H
PON 1iEME 5 Z BRI =G ¢, B 2 A4 gt
oeER R, Eik PONTRREZ S Asix
RIEDTE AR

HETXS PON1Q 192R Jik [H % 75 4 I B L 8% £,
X PON 1L55M 3 [K] 2 25 1 5 230 5l ik 365 A% Al 44 95 A%
RAMBF IR, 45 RWAFAEF W FATHIHT T 45

R DUE NEEFEFIZH PON 1 55M 2547 3L R0 R
TR, AR IE 7 AERY | LR | oM g SRR 24 N R KI5
W, dE 451 2 & Logistic [8] 19 4 #T 45 R 2R
PON 1 55V %5 o7 5 [P 2 57 818 Y00 e v I s 3590 ) ik ke A
AR A MO B T X5 Ronw '™ i 5
WESE PON1 5SM A R # 5 LL4i& 1
A sTHRRR, MM 55 BRI 28 (1) i i 2% S0 AR LL R 1A
RUB B 25 R — 2. EthA MRS, Maln
2 VOB YN LLALA T 5 S50 ke R A Ak 1) H
BURD ™ 5 R B SR %, SSL S ] 2 2 B ik s
FEREAL OB ST GG I & LL4EA T EE IM 2+ &7/
MM 2i4 755 5 BB Bk AR B AL BE B . T M ack-
nessZ ' FEE 1 000 B &R B KR (CAD) &
# LA Hong% " X85 [H 1914 CAD B W 9T,
BIAREH PON1LSM Z28MHS AsA XML R, H
LS A A RA — BN AT e R R A SEEe T )
AN ) S or B D] HE B AT 2 1) o e 22 e L BE R S5 B B5E 1)
FH LA AR R 22 25 P 18] R B A 1 55

AT T3 J A 58 Hb (X PO R i e N B4
PON 1 55 &5z B R % &8 LLJE R B ¥ LDL Jt .
[E Ah g — 24 38 P A PON 1/ PON2 3 P %2 25 1
A g2 I B2 i 2 G 2 KSR, R & PON2 A 148
S E A A T AR MK TC. LDLC 1 A poB 7K *F
3 T AR PR R R AMA . AR 7SR B
PON 1L5SM 2 F 2 & M5 Mg KF 6 2%, (EAR R
I ZE RANE, v Re 5 R ZE 7B A S & R4
EEEE

PON 1 fEiH I Z Flg 2 4MH] A s RAE R E, H
EHERZEMHE AsPIRARMAEE, HAlZ AsfFEik

Bt PON 1R 226V 509 A sHIRALfE RS D 3K
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