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[Abstract |
(Lp-PLA2)with coronary heart disease (CHD) in the Chinese Han population. Methods; Totally 173 CHD patients and 101 normal

Objective: To investigate the association of 1198T and R92H point mutations in lipoprotein-associated phospholipaseA2

controls were genotyped by DNA sequencing instrument. Results:There was no significant difference between the CHD group and the
control group in the frequencies of 1198T genotypes and allele,but the frequencies of the R92H genotypes and allele were
significantly higher in CHD patients than those in normal controls (P < 0.05). The levels of total cholesterol (TC)and low density
lipoprotein cholesterol (LDL-C)were significantly higher in the RH+HH genotype group than in the RR genotype group(P < 0.01). The
distributions of haplotype IH and IR had a significant difference (P < 0.01)between CHD patients and normal controls. Binary logistic
regression analysis demonstrated that polymorphism of R92H was an independent risk factor for CHD. Conclusion:The 1198T
polymorphism of Lp-PLA2 gene has no significant correlation with coronary heart disease,while the polymorphism of R92H could be
associated with risk of CHD in Chinese Han population.

lipoprotein-associated phospholipase A2 ;gene ;polymorphism;coronary heart disease

[Acta Univ Med Nanjing, 2013, 33(1): 073-077]

[Key words |

L0395 (coronary heart disease, CHD)E B~ 24
A A NS 5 AT A T o e AL
O AR 22— , R B 22 IR 48 6 W R JE 7E 2 ik

[(E£TB] 1L AAR#E4 (BK2009450) ; LR 14
K JEH 4 (BE2011804)
SEAEVEE ( Corresponding author) , E-mail ; meihong@njmu.edu.cn

Ak S T A 9 At RN A S v o AR, 2
FRIE T HUESE S T Sk RERE AL AT B &
o s B A W IR B¥ A2 (lipoprotein-associated
phospholipase A2, Lp-PLA2)JE&VT4F A 57 B A) B
RIRAEH -, G 5 CHD 2 UIHC, N AMIF5T iR
HEH 5K Lp-PLA2 1) V279F A379V Il R92H A
2515 CHD Byt L 5 A — 2 B AH G



-74 - Mo BE OB Ok o

5533 B4 1 3]
20134E 1 A

2 HXTT 1198T HYRIFSE E AMA i, (5 = N iF5EE
2 L B-5) AR SR FR 96 BEAIF 5T i v DU A
T Lp2PLA2 F [H 1198T Al R29H £ & fi 5
CHD 38t4% 5 P E R A A TR AR

1 X&MFTE

1.1 s%

2010 4FE 6 H ~2012 4F 2 A fF B CHD H 3
173 1], HoH 53 98 ], % 75 il ; % R4 101 f3i], Horp
551 6,4 50 7], AN RIITTRER S K A
£, CHD MiZWi 54 WHO BiZWibsuE, DIZERTRE
3 2 PSR Bk S E Ay S rh = A
1 2RSS = 509% M 2 W28 . A B
PIHERR I | N RS 8 S IR 2 5E R
GEMEBEA
12 Fik
1.2.1 MEIEAR

— PR R s AR R s SRR A
&, Ba. ME, TFEEBFEEC (body massindex,
BMI) 2518 12 h Bk 2 ml, & E ROCHE 2
H] P800 4= [ a4 AL/ Hr SR H v =R (triglyce-
ride, TG) A JH [E EE (total cholesterol, TC) 15 % J&
fIg & HAH[E EE  (high density lipoproein-cholesterol ,
HDL-C), ik % F£ 5 &8 1 JH [ B (low density
lipoproein-cholesterol , LDL-C) W AE R
122 MG mie DNA 44 &

HUEDTA HTEt ki 200 pl, H3EE Invitro-
gen 23 A LAY L 20 DNA H2BUR ) & HE UL
2 DNA, {47 F-20°COKF .,

1.2.3  Lp-PLA2 % B 1198T #= R29H /1 % 649 K B A
Ao

Platinum® Tag DNA R4 & 65193 & E
Invitrogen 2~ Al $2 4t 1198T A5 19 7 5 4 §6 L5 |
#).5'-CCGGGATTTGATTCCTGAGA-3' , FiiF5 4 5'-
GAGCATAACTTGCCAGGTGT-3' ;R92H 514 ¢ 414,
15 BS54 .5 -CAATCACCACAGCAGCCTAA-3" | F
5149 5'-TCCCATCCAACTCAGAATGG-3' . Tk
air PCR 5858 | 1.5% M BB e 45 5, i 3730XL
I DNA P FFASGHA TN
1.3 “%itFriE

Vi 1 SPSS16.0 Zeit ikt , it skt LAY %L «
PRifEZE (3 + s)F0R, IHESER LU 8GR R R
R R OTRE IR 5 7 KB K N o = 0.05,P <
0.05 5 BEA% == X, RH SHEsis 84

M7 2 4019 Hardy-Weinberg -7 , 2H ] 3 PR 74 0 46
AL Fisher”s KB AAGE . SRIARSAF
Logistic %25 AL 3 A s O a2, DALE
{H I (odds ratio, OR) K H: 95% Al {5 [X 8] (95%C1) &
ARG

2 & R
2.1 — A&
CHD 41 5% RZHAH L, 2 2H 1% BMI A W 2 4t it

IS (P < 0.05), MAERI LB AR He ) 5 A AE HE
BILL e HDL-C Z M I A A8 b 55 07 T A9 LU AR
RIS FEXLGER),

F1 HRMNRERFH

Table 1  Characteristics of the patients with CHD and
controls
iH CHD 4 XTREH PE
R (F) 63.15 +7.64 6344 =641  0.741
BE(n(%)] 98(56.6) 51(50.5) 0.379
BMI 2436 £ 1.48 2394 +£1.71 0.037
AR [ n(%) ] 27(15.6) 14(13.9) 0.729
HIME[ (%) ] 108(62.4) 56(55.4) 0.307
BRI [n(%) ] 49(28.3) 18(17.8) 0.059
TC(mmol/L) 4.53 £ 1.18 449 +£1.02 0.704
TG (mmol/L) 1.57 £ 1.15 142 +0.80 0.285
HDL-C (mmol/L) 1.12 £ 0.30 1.19 £ 0.28  0.048
LDL-C(mmol/L) 2.66 + 0.96 248 +0.83 0.114

2.2 1198T #= R92H & B A oA A 545 JL B 697 5
Lp-PLA2 A 1198T Z228M:A7 547 11 A4 1T #Y
A1 TT &Y 3 R LN A R29H WA RR AY RH AU A
HH %I 3 FpIE[A A 1198T £E CHD 2H ATX} HE 40 2 7]
OpAiTr A Hardy-Weinberg A7 (FAEST 3R 0.375
H10.336,P > 0.05),R92H £ CHD ZH Fxt iE2H 22 [a]
B 475 Hardy-Weinberg ~F-fif (F {H43 514 0.226
F10.922,P > 0.05), T198T H& K A7 Wi 2H 2 [6] 43 Aii
ZRTGHFE X (x* = 0.53,P > 0.05),1198T i/
S I P TR AE 2 2 (B 3 A 2 R IR R T4
X (x* = 0.51,P > 0.05,5 2);1fi CHD 41 R92H 1)
RH HH JE K AU ] & & T X B4 (x* = 8.37,P <
0.05), H. 92H 453 A 1y 4347 A 58t B ik e %o i
H (% =1761,P < 0.01),92H %57 5 K #4H7 4 H
CHD JRU: & 92R 547 5& R #5717 19 2.07 1% (95%
CI1.1.22~3.50,% 3).
23 REABEAEF IS BRI LA
BT A AL B 2 B8 1198T 1 RO2H FE [K %143
BIHEAT oA, T TT 2R AU HH S AL N
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Table 2 Genotype distribution and allele frequencies of 1198T [n(%) ]
FE R AY EYivE- 15|
2151 m T T | T
CHD 41 147(85.0) 24(13.9) 2(1.2) 318(91.9) 28(8.1)
papiict::] 89(88.1) 11(10.9) 1(1.0) 189(93.6) 13(6.4)
#£3 R2H EREHHHREMERRZE
Table 3 Genotype distribution and allele frequencies of R92H [n(%)]
SR Y GV
205 RR RH HH R H
CHD 4 110(63.6) 59(34.1)* 4(2.3)* 279(80.6) 67(19.4)""
XJ 2 74(73.3) 26(25.7) 1(1.0) 174(86.1) 28(13.9)

LixTR4AARL, *P < 0.05, **P < 0.01,

TT MIT &35 HH Fl RH & 95315, 11 B
5 IT+TT 5K AU B — Ok} e e o v 22
S RH+HH £ [H A3 TC il LDL-C /KT RR 3
AL (P < 0.01), AF 1% P51 BMI, WA | e 1 Hs
BRI S 2 I T 25 57 (R 4),

#*4 RREFEELS RH+HH EFEEE—EH
Table 4 Characteristics of RR and RH+HH genotype

Wi H RR K 7Y RH+HH H:[K 5
(L) 63.33 + 7.05 63.08 + 7.59
BEEn(%)] 87(45.55) 46(55.42)
BMI 2427 £ 1.52 24.04 + 1.71
W [ n (%) ] 28(14.66) 13(15.66)
EIME (%) ] 115(60.21) 49(59.04)
BEIRIG [ n(%) ] 45(23.56) 22(26.51)
TC(mmol/L) 4.37 £ 1.06 490 = 1.16*
TG(mmol/L) 1.44 + 0.79 1.66 + 1.46
HDL-C(mmol/L) 1.15 £ 0.30 1.13 £ 0.28
LDL-C(mmol/L) 2.46 £ 0.85 2.92 £ 0.94*

55 RR SR B AL, *P < 0.01,

2.4 HAFR M

PAASI AR HT B CHD 4 A% FRZH TH Baf
I ARAT WS S (P < 0.01) , [R] I T198T {37 45
1981 A5 37 F KA RO2H v o, 92H 45 4v 3 [H 5 ek
ORI XS (OR=2.205,95%C1;1.264~3.849) ,
PALERY IR 7E CHD A B A 22 RN Geit2#
BL(P < 0.01), BU[E] B #H7 1198T {3 55 1981 %543
FERFN RO2H 3 5 92R 45 v F PR 3 T A B A1 1) AR
S XU (OR=0.504,95%C1:0.315~0.805) , HiAth
PYERAERITE 2 oM 2 R gt L (3R 5),
25 CHD 55X R B GG EE4 Logistic BANHT

DUZT A CHD fER AR R ARy M5 BMI
FH = s PRI (TC TG \HDL-C \LDL-C 2y A 784,
AT Logistic MIHAT , REITEAL IEAA GBS R R G
RO2H (2K 92H /502 CHD AYAl ST fa e H 2 |, #E
i 92H LA S A R R CHD KU 38 (P <
0.01,0R=0.418,95%C1.0.228~0.766,%% 6)

&5 I198T 1 R92H HYE(ERI 534
Table 5 Haplotype analysis of I1198T and R92H gene

oy BE (%)
Has X} HE2H CHD 4 OR(95%CI)
H 8.9 17.8* 2.205 (1.264~3.849)
IR 84.6 74.2* 0.504 (0.315~0.805)
TH 1.5 1.6 -
TR 57.8 6.5 1.323 (0.616~2.844)

x4, P < 0.01,

& 6 % IT Logistic @347

Table 6 Binary Logistic regression analysis

H&R B S.E. Wald df PH OR (95%CI)

el 1.018 0.274 13.800 1 < 0.001 2.768(1.618~4.736)
92H -0.871 0.309 7.961 1 0.005 0.418(0.228~0.766)
BMI -0.253 0.087 8.485 1 0.004 0.777(0.655~0.921)
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RIS & .

CHD &£ 45 7 55 Flst 44 PR 2 2 [W] /R Y — A
P, FL B LAl et R B ks AR A AL AR SR 1Y
WF5T % B0, 76 50 ko A BEHTE A | a2 e DL B5OR: 24 1)
AR RIERNA BTN S5 | R ARV IA N
i EEE SR FERE LN R . Lp-PLA2 J& T8%
PR Z 5 1) — G, PR IS AR R - 2 1k
K, BT B BAR o kol R RE AL I E R, S
CHD &R JRBEVIADG, A2 CHD M7
fERE I ZE ™7 Lp-PLA2 325y s 05 20 it A
IR CL AR B A0 , DA Z2 T B A1 T 240 B P R 24
Jaah , NIRAGEER G Lp-PLA2 38 5 8 55 (1 Bk 4h
HAFETE, 80%~85% GRS Rt 456, 15%~20%
B BN MR R E A S Hm S
JUFL [T P o 8 VDA OGS it AR 2 i 58 3R W Lp-PLA2
Tk 62% 52 FE R 76 CHD B 55 5 T % %
K UVFILA RN 2804, 4 S 87 -
R92H,7 54h & 1198T,9 S 4 F | V279F }
11 SAMNEF /) A379V, 17 H. PLA2G7 FFEK 2848
PRIAP G 5. HASHIESE S 4liE V279F 7228 5 2
CHD Wyfals N2, 209 kI V279F HAELET
WA FERAE R IR A E R A, HUF R 458
WA L [FREZEXT R AR 78 R B T A379V
P JE R 52 AR X CHD HA PR3 3 10 (B AE v I
JRNFERFFTHR iR B S8R BRI T Lp-PLA2 JH Pk,
Jor B R B A8 KUR: , XS T A O WL SE (B 2
B Kruse ZEPHF5E KB T 198T F1 379V Z5:4vf
F A REAIK Lp-PLA2 5IEYIE AT FEm R Aad
HCRE A 1 & A= P AT e 4GB E AT . Ninio S5
WA T 92H S5 HE AR CHD ZH 9 43 i T %F
WRH ISR LN S CHD A5G (HASR IR Lp-PLA2
TWEPE, K2R EE L TERT Lp-PLA2 FE N Y
CHD [HF5EH &30, 1198T, A379V H1 R92H KL [H J&
TR X548 , 47 330 Lp-PLA2 SR E A1)
F6AG, 5 T198T Z 4 M40 H , RO2H 1 A379V %78
5 CHD ¥ HAMHeE {2 92H A1 379V 7£ CHD 4
oA SR FEAR AT

AMIFFE B T198T 11435 R 70 53415 S 24 32 PR A
FAE CHD 45X R -0 @ 2% 5%, i CHD 41
R92H 11 RH HH B B HT H A543 5 P A% 451 3 ]
X HELE 0 RO2H JEH 24838 i T CHD %
o AU, TERE T AL G4 IR 1198T 1 R92H
PRI o3 il A T 53 20 3 it e 30, 11 B PR 5 IT+TT

SR B TR bR G B 40112425 5%, I RH+HH
FERIAH ) TC A1 LDL-C 7KSF-BH & 5 F RR JE A Y
4, XA RO2H 2350 SR B G RLEA e
P, g B ALt IR CHD Mfa Nz —,
fE R0 oA FE I HEAF 1981 1 92H 25 K&K % H CHD
XU 1455 (P < 0.01,0R=2.205) , {H [A] 4877 1198T
A7 1981 25 LD RN RO2H 157 45, 92R v JE Pkl 2 |
FEARAY . CHD B (P < 0.01,0R=0.504) , T fig
HA—EM CHD P9 YER , Logistic [FIH/HTERIE
151G 25 368 RO2H 1% LK 92H J& CHD
P fER 2, MIFAR & 1198T 5 CHD myAHG
P, Hou 5403 EDUR BT &30 1198T S5
FEFA Al Lp-PLA2 1§ PE T, {HIFAKE N CHD
B RS, ISR B IESE T RO2H K £ 45
5 CHD Wy K& ARG, #5417 92H S5 KL [ #
CHD A& AU B e Jios 28 8 B %) ™ Ei PR 2y 2 14
X H AN ORFFEH  Miwa S5 BESE T 198T 25437
LR H AR R IR £ 35 200 30 Ok A A %) 2k 37 6 A
UL 198T v EE R 5 WA Y sh kil R4k
A —ERRN AR IR BEIESE 198T S5 5
PR 55 560k Sl ks RERE AL s AR 1, B B SRR
IR/, TR RIG R IR 1 22 Sk A A I 2
—EMRR, AUFRGER S EDUE AR Lp-PLA2
B 28R —LE SR 25 A — 3, T ARXT Lp-
PLA2 3G PEE AT 50, A HE EOW R B 1198T #11
R92H K25 5 Lp-PLA2 THTERC R, (EMBFIRS:
SRHE , AEDUBR N BESEAT 92H S50 LR E 1Y Lp-PLA2
TEVERT BRI SR, BUTIZRE K i A LI AR RE
i, A U 2RI TR R AT 5T, 4 55 90E R AH
HAEFIE S S Pk RERE AL AR, OO AR
W KRR

B2 ARFTE A RE T Lp-PLA2 L 225
UG NRE CHD B & A BAT A M | A FE RIKFIE
ST RAEAE CHD B4R BT AIFEA, {H Lp-PLA2
25 B PR RN A0 L DR B sl ok oA s Ak ) i DL
WD B B B, Lp-PLA2 B:PH £ 25 M 52
CHD 27 B 67 S i JE B, T i L ot 1= s
NBE, FERXT Lp-PLA2 HEATHHSCIRYT , 1E S i it
JE, BE#E Lp-PLA2 JERZ MM KIRA , Lp-
PLA2 5 B4E R AL IAY T LA, 7E CHD B ARG
7 05 T R AEAS T BRI VEH
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