EFRAR I E ¥ 427 2016 45 2 A % 37 %% 33 Int ] Lab Med,February 2016, Vol. 37,No. 3 369 -

xEBEE | EEZEESRFREE S BRENHTRER

F R
(FEAEFAARERERA, - &N 543001)

EE TR L RE S AN, SRR
DOI:10. 3969/j. issn. 1673-4130. 2016. 03. 034

Xof S 1 W (POND Sy — 7l Rl 2 1 Ak 7K A 0 198 Tk 2 1) 0 0% TR
Wit . K BT A AL 0 AR AL PONL J& PON 8 % AL 5L 2
— ,PONI J" 2 43 A 76 0 7L 3h 4 I B L o B L g <5 41 20 p, 3
TR AHE A o0 A A 22 R R, AR SCEE PONT W 4544 . 3
e EE 2S5 B MR RGN,
1 PONI1 Hj&#H51h8E
1.1 PONI f45%  PON MIXtor F Bl 44 X 10°, 55 AL 5,
(PDAy 5. 1, J—Fh 3 B AE S 4 IFWE N & ) H: 43 3 31 i 92 v 1
85 B A0 M B R TR B P N R ER Y Ca™t B A 0 8 BRIk
PRI B AR S0 5T 4R 467 45 B - 4 7 A R R BV T . PON ZE
F AL : PON1,PON2,PON3, = F #8E i 76 7 5 Y fa k&
B 21~22 X, PONI iy 355 R SEMR AL, 15 = 2 b5t & —
FPAHXS 2 F R B 4.3 X 10" ~4.5 X 10" (B EA . &H 3
BRI, A 284 NIRRT A AR AmEL. B AR
ME— 554 9 I 2 B (LDL) 45 4 19 il A i 3% o ol — 4 &k B
I 1t
1.2 PONI1 [yZfie  PONI FE i b B e — IR 5 19 /K M 5 BE %
T HLBR R 5 7 e S R G 03 P R IR » XA ML B 3% ) A el
ZRRME S M B I R R R EAE R
SER 1Y AR A R AR A R % 452 T 3T (V) B3k, B P-CNL P~
F.P-O g Btk % P-S #EIC/E ™ . Shih 2 BTN R &
RS E 1 (HDL) #5 28 22 PON1 i, M L H AL g, A
L3 PONL i ¥ 5 HDL % 40k i 7 A &2 67 A 2¢ . im A PON1
AEZE I HDL S0 Y SR B A HDL o S04k 9 1 4 A, T 48
S A B HDL, I g B I8 5 B s DL R 806 2 11 (Apo) Al
S M WO S B AR — FR A AL M S A 0 L il HDL 228 7 JR A
FLA WP B kS A T8 Ak (4 BE 7 BT LA B 553 ik o A R Ak 1 1R
Fi. PONI1 A {47 LDL % 32 %Ak & 4 (4 /E A 7T 3 A% 14 9 41
FEPEAR %5 BE Bg 85 11 (OX-LDL) ¥k B2 . HDL - 1 1fiL /I R 3 Ak A
T Z W K f% B (PAF-AH) | 59 B IR 0[5 A% Bt 3% 4% % B
(LCAT) . Apo] 5 PONI Hp [l % 4 41 il 42 4k A& 1 1) £F - Bi7 1k
SALFE I AE LDL iR, 53 4 PONT A] i 35 1 4 Al LDL 7
Sk A8 o R P i 7 A LA A A A G Tk S R s
LB g o ol AR Sl S AR TG P R
2 PONI MBRHEBRSSHESSN

AN PONI BN E MRS 7 5 Y @R KB (7921, 3-22. 1)
K2 259 kb, &H 8 MNET M9 M BT HNE T4
HAT MR ¢ 2. HAr & W6 A rs662 (QLI2R) .
rs854560 (L55M) . rs757158, rs854573, rs854572, rs854571
rs705379, 15705380, rs705381, rs705382 ., rs854552 4, TF 5% fik
2 1907 5 & rs662(Q192R) \rs854560(L55M)
3 PON1 BZHBRESESRFREEEBENXR

PR TS - EWEN 55 A o 32 BN I R A SR BT 5%

XHEkERIRAD A

NEHE.1673-4130(2016)03-0369-03

BRI E & 3 PONL B H iR 2 8 50 8 50 N
SRR | B G VR P I R S LA A Sk
3.1 PONI1 BZ MR LA 5.0 (CHD) L 5 e it
R R 7E CHD k4 | &k J8 bl 25 8 21 2k 57 09 48 A . B P9 4
W7EiAh CHD 5 PON1 #[FH £ 354 A 3¢ . B B 3T 4F 3k 1
FE . OF ZWHFRIES PON1 E K 192(rs662) {7 B(G) 4
P EED JE CHD sz (7 BE fa i N &Y. Plohl %M B 9% &
P PONIT B 192 7 (rs662) BCG) %5 {3 5 B 2 T B8 IR 95 &
H CHD 1 fa B IR 2, H AN I T BB IR A 300 WILAE 26 14 FE [
W, EPMBRATFETP5IA R, CHD B4 M3 & PON1 i
P 1 8 A AR 5 A (T-SOD) B & B A% 5 1l 3% 8 — 8 (MDA)
e JE J¢ PONIL55MM S50 36 5 RN LM S5k PR 780 B 52 1860 5 bb 488
PONI-55LL % % i 3%, PONLI-55MM 3k [ 78 55 3% 135 v (1
PON 3% #: . T-SOD 3% ¥ % i ; PONI-L55M 3 B % F1 M %5 {7
A& CHD Bl 57 /& e PR R . 5 At 36 P B A B i 2% PON
TEVETE DL B SE DA R R R R A . R REAR T 3 B CHD R
256 B AN TG CHD [ fg Je 4f BEE 155 4 o4 WF 55 6 42 &0 77 il
i PONLIEE . 45 5 & B CHD 3 P (9 B %5 {37 35 K 16 951 R 1]
S T IR %, B CHD i35 *F A9 PONL {8 1 4% T falt B i
MR P, WA S PONL B 25 (06 P X 5 CHD & 9%
A
3.2 PONI1 Bz BR £ 51 5 0 RO 1 35t 1% 5 & ¥ Kalmar
SEDVRE Y R B . TG AR PR i CLPL) T 4 O 6 PON & 4
TREATI B HDL 4549 % %1, 5 3 HDL $i A Ak 68 1 1Y %
18 B PR 95 I 300 28 5 13 R PON Y6 i b 7 0] 28 25 F B i i o
HI &, LPL 5 PON & 5 1 AH 3¢, 107 24 0 R s 4 9 15 05 0 k9
ARG AE L JE] At 2896 A8 4 O J A B, LIl 7 PONT 75 1 F B 15
B Kao 0@ s X 372 41 1 UM SR G R CE A OF
FELEE R R Lo6M N 5 L 45 0 5 B2 T AR IR 2B % & A4
L T 505 78 1 e 7 fE B IR 2. Flekac 25 1 B 0k R B K 3 £
AP (RELP) Jr kI 86 ) 1 BUHE Jk s F1 246 (] 2 THE Ik A
ARAER 110 ) e B . R IR LSOM i b 1 BORE B L 2
TR PR 5 il B TR 2 W B AR ) (FE 1 RUHE SRR L2 BB IR
9 ML S o7 5 DR A SR I 1 X R 4D L AR Q192 (rs662) 7 45,
o1 TUOBE PR 2 OB PR 00 R SE AL AL R B W T AT R
MM F1 QQ J: B # ) PONT #& £ [ LL #l RR 3t 5 B L (P<<
0.05) , LL 3 P A ) bk i s /B 3% WS f + MM 3L A A, RR 3
PRI TR ) i D6 BB 3 T 1 T QQ 2 1A 8 (P<C0. 05)™°7, Dalia
LU RS Ak, PONT 192R and 55 L 2547 5L 5 2 70 % bR
LIESS
3.3 PONI 7 MR £ &5 7L 193848 2 %t Naidu
(R IE) | Yousri(38 B 45 W 5% & 1A PON1 3£ [H L55M f{if



« 370 -

Frfede E ¥ 4075 2016 48 2 A % 37 %% 3 #1 Int ] Lab Med,February 2016, Vol. 37,No. 3

S M S 7 B DR R R TS 8 A AR R |
PBEZ 0 L55M B FF RS I Z 8t g L& W M %
A7 35 PR R HE A R 5 3L R R R U B IE A 26 (=0, 741,
P<C0.05) ;M AF QL92R 43 H7 45 R 2R B R 55 47 2k 5 119 s 0430
55 7L IR R % UL & FURH 06 (r= — 0. 623, P<C0. 05) , 4§
FHIXTF PON 1 36, M F1 Q %5 {7 J 19 H 30 451 2 Fn 2L B o
R RS B IE AR O, [A) B R B MM BT QQ Y3 A A A 1R
W5 & FLIE . Fang 577 3t Meta 43 #1 Ik , PON1-55M
A7 e PRS2 L 88 14 XUR: R F- . Deroo 2659054 )y PONT i A
rs757158 {vi 5 15 LRI AH G 17 1 F S6 Ak 5 LRI A A G .
3.4 PONI BB B2 2 25 T 55 6 5 B 1) 4% 50 e i 471l
g 5 R 5 0 AL D AT R OR B A T RE 5 a4 R IE LK
OB MR A O A A0 A BRI S R R e
FERMDRER B R ERETIRN L LR hRESE
EHVEM . Victoria P 53 QI29R J L55M FEH £ 4
5 1 B B g 4 2 TR G

3.5 PONI B 2250 500 §Um 1 5t 1% ) Bt o0 #m
SRR ERREMR ) EBERE Z — YR RS R
TR R D RS P B R A R R, AR
AT 6 VST St X A A7 AE A5 F L PONT RE R #5084 B 1) T 2
YEH] . Galina 2512075 B g 35 (2008 48) # il 73 G Fh AL H
KA AT LR rs662, rs854560 7 5 By P £ A kL B
%A PON1 3£ rs662.rs854560 5 I iz 1 B 51 9 & 9% KL
A 1854560 ) T Lz L K Al rs662 1Y A ZE i FE K 5 P Hi
FERBR P KA 56 . Aytac ZE00 (L HHO 40 1 51 41 99 595 &
N 54 {5 g B R IR PON1 K2 rs662.rs854560 i 5 . BF 5%
KB PONL 192 AA BN BUE IR EZERRE F.A 5 L
S5 B IR 5 00 LI 0 R R A G

3.6  PONI % HF MR 2 745 1M 5 Wi 38t f% 5 &tk Elkiran
SOV e B TR FE 3 I P PONT 35 1 46 fele JE o) F o
B S AR AV, (PTG X 2 dr A 5 A% JCAH G . Balei 5554 R B,
B 45 W 9 i L FLIR I BB PONL 5 05 JE TG A 0 HE 4 1
WA . L P B M 45 M0 S8 PONL 3% 15 5% 0 G 1 075 1 22 1
FE A, HCHE R PY KK T 9 PONT 3 M L% 356 188 1 05 1 DA
T e 7V 19 i B Ak ™ T e B Bom R L T S R T m AL
R IW WA, Wang UV BF 58 T 26 F o H 00K A B
PONI 1) Q192R 3t £ &4, & IAEE /N 40 i il 9 2 & s
QR 1 RR 5 [ 70 H 3004 450 ¢ B 2 8+ QQ R &Y, i HL QR
A RR EE R 7 5 g (1 TNM 43 81 Lk A= ik 0 45 i B I 98 i 1)
WG A % BT BoR . #57 QR RN RR IR Y AR /) 40 g
it 98 A 2 5 A QQ B B AL A S /N 4N A i 98 A L TE 98 AR AE R
TG T 155 SR £ 2 R A Al /D A0 A Al g AN fg N o E i B
Z2 5, Samra S RFIT RN R L LR KR SR R M 2
PONT & PEREAR , 2 504 S AL i 5 Ve SR 7R 9 B Hy Sk iR
F A HDL REAR A B B =Bk 1 ih R i kA& s im . 531
B A Ak S I 1 R AU . Aksoy 2N Bl B
# PONI FLH 192R 5 F 7 BH & w5 4l e X B 41, X Fp 22 53 0
AR DA i B/ M g S P PONTI92R SR 2 381k
il 8 £B 5 0 PR IR A AR 96 M, 192R T 4 g /I 40 it il 938 J% 6%
I BB A BN AR

3.7 PONI BEHBREZEMN S Fmmsf s &E B
PONI 3% 5 22 25 1 15 1 o 3 15 5 R MBI 9T AR 2> . Hikmet %50
WAl . £ HH A PONL £ QL92R K L55 {7 & 5 Fif s 1%
A 15 2 A 36 M . Hikmet 0% {03 LT PONT % [/ )5

HFIX rs705382 Fl rs662 B 4~ SNP {7 5 , {H PON1 2 B H fib
PR A S PRI R M2 Bl FIRHE S HAE
M RS 25 R AR EE X PONT Sk (A £ 25 1 5 P98 10 3 4% 5
TR R IR VT2 BB ST

25 1Tk, PONL 2 [ 2 25 M 78 55 20 1R 1 PR 2 0 L0 M b
Je S T R I ST AR T K A HE R L el T A R LB Y
Fik HAREEZMEAZNES THRBTHREGRNA—
B, B E AR, A T BT R O (R R L AS W) b s 5 R A
A VHIRA )T IZ MBS K #E — 25 K BURI B IE PONT JE [H £
A5 EMEMR IR

&% ik

[1] Blatter MC, Abbott C, Messmer S, et al. Quantitation of human
paraoxonase by enzyme-linked immunoassay: population deffer-
ence in protein concentrations[ J ]. Biochem J,1994,304(5);549-
554.

(2] THLH, EERE, EH &, 5. ML AT A 0BG 0998 2 26 1k T A 2
BOWLLT. i B 25 3 5 1 A 4 K, 2002, 16 (1) 1 60-65.

[3] Shih DM,Gu L,Xia YR, et al. Mice laking serum paraoxonase are
susceptible to organophosphate toxicity and atherosclerosis[J].
Nature,1998,394(2) :284-287.

[4] Watson AD, Berliner JA, Hama SY, et al. Protective effect of
HDL associated paraoxonase inhibition of the biological activity of
minimally oxidized low density lipoprotein [J]. ] Clin Invest,
1995,96(10) :2882-2891.

[5] Sanghera DK,Saha N, Aston CF,et al. Genetic polymorphism of
paraoxonase and the risk of coronary heart disease[]]. Arterio-
scler Thromb Vase Biol,1997,17(6):1067-1073.

[6] Mackness B, Mackness MI, Arrol S,et al. Effect of the molecular
polymorphisms of human paraoxonase (PONI) on the rate of hy-
drolysis of paraoxon[J]. Br J Pharmacol,1997,112(2) :265-268.

[7] Tward A,Xia YR, Wang XP,et al. Decreased atherosclerotic le-
sion formation in human serum paraoxonase transgenic mice[ J].
Circulation,2002,106(4) :484-490.

[8] Mackness B,Mackness MI, Durrington PN, et al. Paraoxonase ac-
tivity in two healthy populations with differing rates of coronary
heart disease[J]. Eur J Clin Invest,2000,30(1) :4-10.

[9] Aubo C,Senti M, Marrugat J,et al. Risk of myocardial infarction
associated with Gln/Arg 1 92 polymorphism in the human paraox-
onase gene and diabetes mellitus[J]. Eur Heart J,2000,21(1) :33-
38.

[10] Chen Q. Reis SE, Kammerer CM, et al. Association between the
severity of angiographic coronary artery disease and paraoxonase
gene polymorphisms in the national heart,lung,and blood[J]. Am
J Hum Genet,2003,72(1) . 13-22.

[11] Senti M, Tomas M, Vila J,et al. Relationship of age-related myo-
cardial infarction risk and Gln/Arg 1 92 variants of the human
paraoxonase | gene: the REGICOR study[]]. Atherosclerosis,
2001,156(2) :443-449.

[12] Pfohl M, Koch M, Enderle MD, et al. Paraoxonase 192 Gln/Arg
gene polymorphism, coronary artery disease, and myocardial in-
farction in type 2 diabetes[J]. Diabetes,1999,48(3) :623-627.

L1831 iRZRF, e 3c e, Tl 55 X A B 1 55 Met/Leu, X 4 # {2
148 Ala/Gly 5[ £ 35 11 5 56 R 3l Jok ot 5 B AL 1 0 JUE 55 19 5C &R
[T, thAR R 25 {5 2 2 35, 2006, 23(3) : 289-293.

C14] XU RRAR » 06 g W, 00 450 L 45, [ NI 3% X A B 8 192GIn/Arg £
A B T M 5 RO o RO B 0GR LT L RO I 2R R



E b E ¥ 207 2016 42 2 F % 37 %% 3 # Int ] Lab Med,February 2016, Vol. 37,No. 3 e 371 »
2000,16(4) :148-150. 338.

[15] Kalmar T, Seres I,Balogh Z.et al. Correlation between the activi-
ties of lipoprotein lipase and paraoxonase in type 2 diabetes melli-
tus [J]. Diabetes Metab,2005,31(6) :574-580.

I 2 PR A L R N M DR g AR A LTS PON I i % Ll PR
LT AR B AR . 2003,19(2) :183-185.

T R R M AR X AR IR -1 5B AR N 2 BB SR 5 AL
P B 22 119 06 R [T ], o [ S 4 2 2% 35, 2005, 25(1) - 21-23.
PGB 0 ], SRR XA TR 1 5 oA 2 BN IR A R A I A
I %2 1 5 R BFFELI]. v B 2R 2%, 2005 ,8(20) : 1669-1670.

Kao Y,Donaghue KC,Chan A.,et al. Paraoxonase gene cluster is a

[16]

[17]

[18]

[19]
genetic marker for early microvascular complications in type 1 di-
abetes [J]. Diabet Med,2002,19(4);212-215.

[20] Flekac M, Skrha J,Zidkova K, et al. Paraoxonase 1 gene polymor-

phisms and enzyme activities in diabetes mellitus[ J]. Physiol Res,

2008,57(5):717-726.

[21] Dalia AH, Alshaymaa I, Eman A, et al. Paraoxonase-1 gene
Q192R and L55M polymorphisms and risk of cardiovascular dis-
ease in Egyptian patients with type 2 diabetes mellitus[J]. ] Dia-
betes Metab Disord,2014,13(1) :124.

[22] Naidu R, Har YC, Taib NAM, et al. Genetic polymorphisms of
paraoxonase 1 (PONI1) gene: association between L55M or
Q192R with breast cancer risk and clinico-pathological parameters
[J]. Pathol Oncol Res.,2010,16(4) :533-540.

[23] Yousri M, Hussein, Amal F, et al. Association of L55M and

Q192R polymorphisms in paraoxonase 1 (PON1) gene with

breast cancer risk and their clinical significance[ J]. Mol Cell Bio-

chem,2011,351(1).117-123.

Wiz PON1 [ 25 25 o LR XU AR 2R P 1) Meta 23 A7),

BRI A 2, 2012, 24(10) : 1123-1124.

Fang DH,Fan CH,Ji Q,et al. Differential effects of paraoxonase

[24]

1 (PON1) polymorphisms on cancer risk: evidence from 25 pub-
lished studies[J]. Mol Biol Rep»2012,39(6) ;6801-6809.
[26] Deroo LA, Bolick SC,Xu Z, et al. Global DNA methylation and
one-carbon metabolism gene polymorphisms and the risk of breast
cancer in the sister study[]]. Carcinogenesis, 2014,35(2) : 333-

. 42

=R J‘?E'

[27] Victoria L, Stevens,Carmen R, et al. Paraoxonasel (PON1) poly-
morphisms and prostate cancer in the CPS-I INutrition Cohort
[J]. Prostate,2008(68) : 1336-1340.

[28] Levine DA, Boyd J. The androgen receptor and genetic suscepti-
bility to ovarian cancer;results from a case series[ ] ]. Cancer Res,
2001,61(3):908-911.

[29] Galina L., Wilkens LR, Pamela J,et al. Genetic polymorphisms in
the paraoxonase 1 gene and risk of ovarian epithelial carcinoma
[J7]. Cancer Epidem Biomar,2008,17(8):2070-2077.

[30] Aytac A,Uzay G,Burka D, et al. Investigation of PON1 192 and
PONI1 55 polymorphisms in ovarian cancer patients in turkish
population[J]. . In Vivo,2009,23(3) ;421-424.

[31] Elkiran ET, Mar N, Aygen B, et al. Serum paraoxonase and
arylesterase activities in patients with lung cancer in a T urkish
population[ J]. BMC Cancer,2007,7(1) :48.

[32] Balci H,Genc H,Papila C,et al. Serum lipid hydroperoxide levels
and paraoxonase activity in patients with lung, breast, and color-
ectal cancer[]J].] Clin Lab Anal,2012,26(3):155-160.

[33] Wang H, Li L, Ding L, et al. Association of genetic polymor-
phisms in the paraoxonase 1 gene with the risk and prognosis of
non - small celllung cancer in Chinese Han population[]]. ] In-
vestig Med.2012,60(3):592-597.

[34] Samra ZQ, Pervaiz S, Shaheen S, et al. Determination of oxygen

derived { ree radicals producer ( xanthine oxidase) and scavenger

(paraoxonasel) enzymes and lipid parameters in dif ferent cancer

patients[J]. Clin Lab.2011.57(9/10) ; 741-747.

[35] Aksoy SP,Cakmakoglu B,Isbir T,et al. Paraoxonase - 1 192/55

polymorphisms and the risk of lung cancer in a Turkish popula-

tion[J]. Anticancer Res,2011,31(6):2225-2229.

[36] Hikmet A,Sedef K,Ersin A,et al. Effect of PON1 gene polymor-

phisms in Turkish patients with hepatocellular carcinomal J]. Me-

ta Gene,2013,38(1):93-101.

(e H 31 .2015-08-25)

DEMEZERFRIERLIRHR

¥ ALEBEBR BREWB TR
(1B PEBRFYPEELE.LHHE 330004;2. TREAKFP R 2L, F K 400016,
S.EREMKRFREARFHNE, F K 400016)

KER . CHAB AT, RiE; Aok SR FomE; SETFM
DOI;10. 3969/j. issn. 1673-4130. 2016. 03. 035 X EkFRIRAD : A X EHS:1673-4130(2016)03-0371-04

S At 28 4 58 2 5 2 A 45 e B U A 22 L PN 40 T R A
RG] A AR R R 0 BB N R ER R . 1964
4 Solomon #& H “ 0 H A 227 HE &, 1975 4 Ader Fil Cohen
PR 0 AT 22 S A O B T SR TR S A & RGN e
FERG I, 1981 4F, Ader, Cohen } Felten = A JT 1f % 1%
GO BRI 28 R RE ) BEE T B R S 98 R G AR — AN ST B LAY
Bl R Ge i AL il . 1985 4, Cannon %5 B 5% & B . fili R f 5 &
G5 240 0 IS 1Y) 5 A T FE TR R A T Bl 8 B SZ AR 1 s 4 U e

FEZ RN B 20 REFEAPIE B, 322 0 B 28 G B 2 F 5

JRA] B AR TR RS . WA PR RIS A L
o U B - G R S S A v EE R L R A R S B L T B BE RN 43 B AR
GE 32 B A48 I 7E N P XA 22 R S8 (CNS) R .
1 LEMEZEEFNERNE

AR L G 5 20 ML 3 i 2 b b 2 0 5 A2 A AT I R 2 A
M- PN 20 WA AR BT 7 A 1A £ 33 T R 9 3R AT A T S R A
XS R G R IE ORI, MR N RS N
FE 22 32 A [7) 200 DX 9 32 4 » S 8 400 i 7 2 % 40 e EAL 5 T 4 7

A SEIRME# s E-mail : 643163877 @ qq. com,



