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(1. &4 FTARKERALEA, o e4 32100052, EAERBRFEFKEALE Z . EF 200025;
3. & AR RO, A e 321000)

B E. B ®RHFEBEMHDAREFF —250G/A,—514C/T,—710T/C,—763A/G $ AR AW T L& LW R M5 &
SmEARMFMeI X R, Fik RARGHARE-TRAEFBEKRESIEEREN FE & FLWX 355 #l 4Rk FEey HL AR B
FHF —250G/A,—514C/T.—710T/C A —T63A/G #5 $ A . F T LB S AL L EI5/F MM £ R, 355 PIATR X L4 58
A, 6~T7 F M T4 B ,18~<T20 F 4 109 4 ,20~<T40 % 40 67 4] ,40~73 H 20 105 6], LR 4018 HL XA W B3 F —250G/A
MERB S FELERARELZFYAARTFEL(P>0.05), HL—514C/T $ A B LA AR M ESHF R F,18~<20 ¥4 L5
6~7 $ MR A0~T3 F MM £ F A %t FEL(P<0.05), HL—710T/C,—763A/G 3 AW A B A S5 L B £ 5 4
BRA0~T3 H MY 6~7 FMA 18~<20 FMMth £ F ARG FEL(P<0.05), HLAB S 5H- 5 wizgAHBtA %, HL
—250G/A,—514C/T,—710T/C #e —763A/G 1A & f£ 3% & 40 & F 4, %518 HL—250G/A,—514C/T,—710T/C # —763A/G
R GERBEHRAFH HLARN BT L ARTREBEGORHA X,
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Polymorphism of hepatic lipase gene in male of Jinhua district”
Shi Jingiao' s Ni Peihua® , Zheng Shougui® ,Yu Beiwei' ,Ying Yayun®,Zhou Yigin',
Guo Hui' , Xu Jiaojun' \Wang Huijiao' s Zhou Yanxia' sWang Wengin'
(1. Department o f Medical Laboratory s Jinhua People’s Hospital , ] inhua s Zhejiang 321000, China ;2. Department o f
Laboratory Science , Shanghai Jiaotong University School of Medicine ,Shanghai 200025
3. Center for Disease Control and Prevention of Jindong District , Jinhua,Zhejiang 321000, China)

Abstract: Objective  To investigate the correlation of polymorphism of hepatic lipase(HL) gene promoter —250G/A,—514C/
T,—710T/C and —763A/G with lipid metabolisms in people of Jinhua district, Zhejiang province. Methods Genotypes of hepatic
lipase gene promoter — 250G/A, —514C/T, —710T/C and —763A/G were determined by polymerase chain reaction-restriction
fragment length polymorphism in 355 healthy males of different age groups:6—7 years dd 74 cases,18—19 years dd 109 cases, 20
—39 years dd 67 cases,and 40— 73 years dd 105 cases. The correlation of this polymorphism with serum lipid level was analyzed.
Results No significant difference was found in genotype distribution and allelic frequency of HLL—250G/A(P>0. 05). Genotype
distribution and allelic frequency of HL—514C/T differed significantly(P<C0. 05) between 18 —<20 years old group.,differed sig-
nificantly (P<Z0.05) 6—7 years old group and 40— 73 years old group. Genotype distribution and allelic frequency of HL—710T/
C and —763A/G in 40— 73 years group were significantly different (P<C0. 05) with that of 6—7 years group and 18— <C20 years
group. HL. polymorphism was correlated with lipid metabolism,and a strong linkage disequilibrium was found on HL—250G/A, —
514C/T,—710T/C and —763A/G. Conclusion Correlation is found between HL polymorphism and lipid metabolism,and a strong
linkage disequilibrium occurs on HL—250G/A,—514C/T,—710T/C and —763A/G.

Key words: hepatic lipase; alleles; polymorphism,restriction fragment length

JITF g Wt 5 5 Chepatic lipase, HL) & fy JIF 52 5 40 it & 1% 19 R F  BAE RS AR 3 OF % B9 DU 5B 1k 355 0, # 4E Wk 4y b 4
—F LA WA A AT R0 =Rl K A TS L X am 2R AR R A ZH, B 6~7 %4 (74 i) ;18 ~<CT20 % 4H (109 ) ; 20 ~ <40
EAEEEHAMBEAEA HLERNEAHENERNZS 24 (67 ) ,40~73 2 (105 fi]) .,

BEO L LY L EDR 2 TS AT ALy e itAl POR 54 (Bio-Rad 1000 %) 18 F 1 3k
A5k —250G/A . —514C/T.—710T/C f1—763A/G, i T4 o K I 6 I B % 2 S5 . Taq DNA 5 4 i . ANTP 15 [
SEE A FESI Y 5 v . LR A e AR A R . HL A% Promega 2 7. UNIQ-10 K s 16 B BE 5 38 [ 4140 4 54 71 45 19
B R 22 250k 5 I 3K v 2 BE IS 4K (B R W 0 HL 35 R Ay B LA T A Dra T .Nla [ FH 60 B80S B New Eng.
K. AR PCR-RFLP $ AR AW 42 4 10 X 3 1 HL % _ ) . ‘ \
WA AR TR B £ A A B e e g ond Biolabs Al Ava I Sph T A DVRENS A LA L 20 ).

fE— 4Rt 1Yy LR N R A . HAR O BE 02
1 BREFE L3 ik

1.1 — R WedkE 2009 48 7 H & 2010 4F 7 H 3 A B fit B 1.3.1 FRAREE BN R RS R F Ik 5 mL, B

* JEGWUH LA ST AT R BH (200703012) . AEH RN SEEAH - 4 BELIN . NSRRI
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RAE A 12 h, HAd M EME 2 mL, HE DNA &5 4: 1k
% 3 mL OGN RE L AL 3% B IE E AR (TO) R % B I & (1 iE [#
i (HDL-C) K% B2 A5 8 1 0 & i (LDL-C) L =k H i (TG .
#H 85 H (Apo) Al #11 ApoB100,

1.3.2 JE[AZ0 DNA (942 B BT EE 4 1 200 pl, 3% BE 7

UL TR SRR N 41 DNA,

1.3.3 P55 Y8R 3L 7 51 5 M35425 H AT Y1
HL 538 ¥ —250G/A, —541C/T., —710T/C #l — 763A/G 1
519, 0LFR 1,

x1 ¥ 1 HL B3hF 250 £i7.541 {57,710 2 FA 763 HL 95| 91 5 51

EZ AV 514G'—>3H Fr BRI bp) DTG SR BIRREYI IS A BRI (bp)
—250G/ Al 14 F:AGG CAG CAT CCC CCT TGC AG 215 Dra | GG # 215
R:GGT CGA TTT ACA GAA GTG CTT C GA 4 215,108,107
AA 1 108,107
—514C/ TH+15) F.TCT AGG ATC ACC TCT CAA TGG GTC A 285 Nla [l CC 4 258
R:GGT GGC TTC CAC GTG GCT GCC TAA G CT 7 285.215.50
TT #1 215,70
—710T/CH1-16] F.TGT CTA CTG TCC GTT ATC CA 333 Ava || TT %1 175,158
R:GAA GCA AAG ATG CCC TTG CC TC #4 333,175,158
CC 1 333
—763A/GL1-1718] F:TGT CTA CTG TCC GTT ATC CA 333 Sph T AA T 333

R:GAA GCA AAG ATG CCC TTG CC

TC #4 333,228,105

GG #Y 228,105

1.3.4 PCR Y3 K g U1 7= 9y dg R D0 7™ 4% 4 32850 48 48 16 W)
BT IHEHRY B L 35 MER, 5 72 C K E 5 min,
PCR 7= W17 5t B B v Ok, Tl V10 23 98, 7 U 90 7= 0 47 8 %
A A5 1 3R P 94 T e B8 M LUK e S R R R AR U (0 A IR AR AE

1.3.5 PCR YT ®RFHME LR PCR =945 2
B ALFG AR e F VRAR LA T AR 4T

1.4 Siib2eab ¥ S EEBEITE S WocEk[13]. RA
SAS 8e Gt I R BT L AR FH ¢ 4 36, 25 DR 780 R 46 o
PRI A3 43 A1 A BR300 s AL ) LR B 5 3% B 4 R 8
(D) T 68 3 A - A A B0 3 57 5 B0 £ TR0 A0 3 P o KB B 4 3k
flg,

2 % ES

2.1 AT Gxd LAY BRI N D N ik PCR & 44
W] 7 AR [R) B IR B R B, 43 ) HL—250G/A -GG B 1
MRBLGA T 2 SR B AA R 1L A A B HL—514C/T . CC
BIARFBLCTR 3 AR ELTT B 2 A~/ B, HL—710T/C:
CCRIANFBL.TCR 3ANFELTT B 247 B s HL—763A/
G: AABI I ANFE. AGERI3ARFEL.GGR 2 N EL,

2.2 RAMIMABHE bR LES 4 400 & 5200 % 45 bR E AT LU &R
TC.ApoAl.ApoBl00 3 Wif§F5 20~<C40 % 4 . 40~73 H 45
6~7 F 4. 18~<20 % A1 2 7 A Gi it 2 3 L (P<C0. 05)
40~73 B AW TG K #Fm FH A 3 4 (P<T0. 05); 1
HDL-C W8] WA T 6~7 % 41 (P<<0. 05) ; LDL-C 7K F JU & 41
i) 25 5 ¥H Gt 2 8 X (P<<0.05),

2.3 A5 IA] I ik PR TR AT 25 R A5 7 e R AR 28 L 85

2.3.1  BWFSTA A R R A S AL R R A KA OF
FRAGIH N BV RA, X H 2B M 17 A —250G/A
T GG 38.31%.GA 47.32% AA 14. 37%; % #H G
61.97% . A 38. 03%; HWEy®> = 0. 005 7, P=10. 939 3, —
514C/T 3 CC 36.34% .CT 48.45% JTT 15. 21 % ; 2 {1 %
T 60.56% .C 39.44% ; HWEy*=0.072 4,P=0.787 8, —

710T/C 2 MM TT 37.18% . TC 44. 51% .CC 18. 31 % ; 2 {ui J&
T 59.44% .C 40.56 % ; HWEy’ =2.103 8,P=0.146 9, —
T63A/G HEF T AA 37.76% AG 46.48% GG 15. 76 % 5 5 fir
A A 60.99% .G 39.01% ; HWEy® =0.1923,P=0.661 1, %
A5 SNP i s 19 2 S PERRAT & HWE Z #t (P>0. 05) , 35 B ##
£ JEPSYL PN N

2.3.2 ASLLIA] ) FE KR A AR 04 A R DR AR Ay A 4 4L
HL—250G/A Z 45k 3 B 43 Aii (y* = 7. 351 1, P=0. 289
6 045 fi Ak R A 22 S B TE e i # (" = 2. 866 8, P=
0.412 6), HL—514C/T 2 45 1k i) 2 B LB 53 A 23 #r e A
18~<C20 %41 540~T73 & 4 i) 22 5 A5 et 24 08 L (yf = 8. 236
3,P=0.016 3) ,{H £ 4 0] 55 fi B R A % 22 S TE e 12 B L (3
=4.097 2,P=0.251 2); HL—710T/C £ Z ¥k iy 3 K % 3 fii
TR A0~T73 B A5 18~<20 A EFALITFEX
(%" =19.325 6,P=0.009 4), Z ] 55 {3 K& K 470 4 5 A 2 5 A5
Giiteg 8 L (y* =5.984 9, P=0. 014 45y =10. 050 3,P=
0.001 5)HYE 10~73 Z A3l 5 6~7 H A 18~<20 £ 4]
PR LB 40~T3 25 6~7 2 41.18~19 ¥ 411y CC Bl %
B H L EE COR)Y #1956 A1 5 X (] (CD) 43 51 g 2. 456 9 (1.
255 0~4.925 9).3.314 3(1.513 0~7. 260 3), T b M C %
fir 3P, OR A1 95% CI 43 %19 1. 591 2(1. 116 8~ 2. 267
3),1.870 7(1.267 9~2.760 00, HL—763A/G F&H M43 ffi 2
TG T X (4F =9.805 2,P=0.007 4;y* =8.954 8, P=
0.011 AR 40~73 HLASHE 6~7 % M 18~<20 % 4
PO s 24 () 45 07 SR DR 73 Al 40~73 45 6~7 54118~
<20 ZMN 20~39 % AL = 7 A Gt L ( =9.028 2,
P=0.002 7;5*=9.442 3,P=0.002 1;3*=4.561 0,P=0. 032
DB 40~T73 B 6~7 Z U K 18~19 ¥ 4 GG ALK I,
H ORAH(95%CD 43 2. 456 9(1. 255 7~4. 924 9).3. 314
3(1.513 0~7.260 3); l# G %ML H ] ORfi1(95% CD 4y
B 1,818 3(1.272 1~2.598 9) 1. 835 4(1. 244 0~2. 708
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0).1.617 2(1.039 0~2.517 2),

*®2 4 A 1E B HL—250G/A —514C/ T —710T/C,—763A/G BEBME M B EME L K[#( )]

SNPs {ii FEm R e

—250G/A GG GA AA G A
6~7 %4 32(43.24) 32(43.24) 10(13.51) 96(64. 86) 52(35. 14)
18~<C20 # 4 36(33.03) 60(55.05) 13(11.93) 132(60. 55) 86(39. 45)
20~<C40 B4 29(43.28) 31(46.27) 7(10. 45) 89(66.42) 45(33.58)
40~73 %4 39(37.14) 45(42.86) 21(20.00) 123(58.57) 87(41.43)

—514C/T CcC CT TT C T
6~7 %4l 31(41.89) 32(43.24) 11(14. 86) 94(63.51) 54(36.49)
18~<C20 4 34(31.19) 61(55.96) 14(12. 84) 129(59.17) 89(40. 83)
20~<C40 4] 29(43.28) 31(46.27) 7(10. 45) 89(66. 42) 45(33.58)
40~73 B4 35(33.33) 48(45.71) 22(20.95) 118(56.19) 92(43.81)

—710T/C TT TC cc T C
6~7 %4l 31(41.89) 32(43.24) 11(14. 86) 94(63.51) 54(36.49)
18~<C20 4 48(44. 04) 47(43.12) 14(12. 84) 143(65. 60) 75(34. 40)
20~<C40 $4 23(34.33) 33(49. 25) 11(16. 42) 79(58. 96) 55(41. 04)
40~73 H 30(28.57) 46(43.81) 29(27.62) 106(50. 48) 104(49.52)

—T763A/G AA AG GG A G
6~7 %4 31(41.89) 37(50. 00) 6(8.11) 99(66. 89) 49(33.11)
18~<C20 #4H 48(44.04) 47(43.12) 14(12. 84) 143(65. 60) 75(34.40)
20~<T40 B4 27(40. 30) 30(44.78) 10(14. 93 84(62.69) 50(37.31)
40~73 H 4 28(26.67) 51(48.57) 26(24.76) 107(50. 95) 103(49. 05)

2.4 HL—250G/AZEHZEZMAMSMERRMLER N
¢ 3CULQCE BRAG B8 25 2 2 75 ) R il =35 0“9 SCRHE D AT I L 22
AR XM GG.GA JEFH A K ) TC.LDL-C. ApoAl,
ApoBl100 % M IR 6 45 . 20~ <40 % (40~73 B EF 6~7
. 18~<C20 Z 4 GA FEF A 40~73 %2419 TG, HDL-
CARF-EF 6~7 A% ; AAFEF ALY TC.LDL-C,ApoAl #
BT 6~7 U 18~19 B LT 18~19 H 41 .20~<40 H 4,
M 40~T73 ZHN TGKF&E T 6~7 FH . 2R HAFRITHE
X (P<<0.05),

2.5 HL—514C/T REZE WA M HMARHERN LR IR
AL R B A 360 2 2 2 35 ) R 3y 6 T “98 SCRHED spar L, 22 57
BT 5 L(P<C0. 05) iy & CC FEH M E K TC,LDL-C,
ApoAl.,ApoBl00 % [ JEFE 120~ <40 B 41 . 40~T73 % 4 &5
F6~7 24 .18~<20 Z4;CT HHWEEZ M TC, ApoAl,
ApoBl100 ¢ 3 Wif§FR20~<T40 B4 40~T73 Z ¥ T 6~7 %
2 18~<C20 B4 .M 40~73 B4 ) TG.HDL-C & F 6~7
A, LDL-C W 4 344 2 7 TT B & ) LDL-C, ApoAl
WET 6~7 %4 K 18~19 B4, 1M 40~73 F 4K TG & T 6
~7T %N,

2.6 HL—710T/CHBEZEBMSM SMIEHRRMER MR
5 CULG ] B ARG 56 15 2 2 760 0l 36 0“8 SCIH D) T L, 2 7
Bt L (P<<0.05) & TT f1 TC 3™ i TC,
LDL-C.ApoAl,ApoB100 %5 Ifil & 4 #7: 20 ~ <C40 % 41 .40 ~73
SHBET 6~7 FH . 18~<20 F4; TC B EHH TG,
HDL-C 7K 40~73 B 410 & F 6~7 2 41,CC B ) ApoAl
Yim T 6~7HP K& 18~<20 ZH,ifi TG.TC KF@&mT 6~7
% ;20~<40 ¥4 CC B LDL-C KF & T 18~<C20 ¥
2,

2.7 HL—T763A/GHHEZEWUIME MG XERE N
e 6 COLQ [ PRk 56 1% 2 2% 75 ) R 3 38 0“8 SCIH) pmT L, 22

SA G FE L (P<<0.05) & AA L B () TC. ApoAl
IR 20~<T40 B4 40~T73 BB E T 6~7 £ 41 .18~<20
BTG KFEN 40~73 Z A& F 6~7 % 41,1 ApoB100 /K
TAE 4 AR B H G F R AG HEFE T E Y TC.ApoAl 7K
20~<<40 B 40~T3 BHUABE T 6~7 B4 . 18~<20 &
2H:40~73 B4 TG, HDL-C /K V-5 F 6~7 % 4, ApoB100
KB T HAM 3 40;4 4007 LDL-C K2 R WA %53
SL(P<C0.05) ;GG B F ) LDL-C 7K 20 ~<C40 % 41 ,40~73
B E T 6~7 Z . 18~<T20 B 4L, 20~ <40 % 4
HDL-C KFm T 6~7 4,
2.8 SNP i s [0 B35 B o0 A fe X 3 4 HE
HL 35 8 F—250G/A 5—514C/T.—710T/C.—763A/G
I D' 43 #i 7 0. 899.0. 588.,0. 757 . 48 /7% 1 15 3 & 91 A 5 7 5 17
—514C/T 5—710T/C.—763A/G Iy D' 435k 0.552.0. 715,
PERTE 1 5 3% BN S 5. — 710T/C 5 — 763A/G #) D' Ny
0. 788, 4 7 7 7€ 1 3% BN P4y .
3 it it

HL B F AT A {k 15921, 3 DNA J7 51 & 4 36 4 g
B, el 9NN R TR S AN AR KEY 35 kb, B
JHF U200 Jf 5 B P — o B L 02 2 P e A 1 R L BE Ok 8%
W% W BRI B R AR D A R OGS S 2 S
PR D 5 A8 0T 5 T A I T

AP IR B A IR K HL—710T/C Z28MW
CC R T AN C A B Z . —763A/G Z8MEH GG AR
TURN G 45 o7 Bk DR A3 25 528 57 18 1= o T L 7 4 % g 288 A 10 5% i)
O TN . 3 F 5T AR A X P P A TR AR R B HIL R
JB BT 22 A 1 B R AR % S v ik T I AR 43 A R R 3T R L
fE5 HL E RS FE2AHNXR . RN L 4 Mash 17—
250G/A.,—514C/T.—710T/C.—763A/G [8] 17 1 3 3% 4 A~ S
5 Sk B 5 5 B 2 AR S B e 0 T LA T AR T R
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