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[Abstract] Objective To study the Pvull locus polymorphism of low density lipoprotein receptor (LDLR) gene among the

Li people in Hainan area,and to evaluate its impact on serum apolipoproteins and blood lipids. Methods 694 samples(observation

group:302 cases of Li people,the control group:392 cases of Han people) were selected by using the stratified random cluster sam-

pling method. Fasting venous blood was collected for detecting serum lipid level, the polymerase chain reaction and restriction frag-
ment length polymorphism(PCR-RFLP) method was employed to detect Pvu [l polymorphism in LDLR gene. Results The frequen-
cies of genotype P1P1, P1P2 and P2P2 of LDLR gene Pvu [[ in the observation group and the control group were 66. 89% ws.
76.53%,27.81% wvs. 20.41% ,5.30% wvs. 3. 06 % respectively, the differences were statistically significant(P<C0. 05) ; the frequency
of allele P2 in the observation group was significantly higher than that in the control group(19. 20 % wvs. 13. 26 % , P<0. 01). The Lp

(a) and apoB levels in the observation group were significantly lower than those in the control group (P<C0. 01). However, the

HDL-C,apoAl levels and apoAl/apoB ratio in the observation group were significantly higher than those in the control group(P<C

0. 01). The various genotypes of LDLRgene Pvu II and clinical blood lipid levels[ such as TC, TG, HDL-C,LDL-C,apoAl.apoB,Lp

(a) ] had no statistical differences between the two groups(P>>0. 05). Conclusion Pvull polymorphism exists in LDLR gene a-

mong Li people in Hainan area. The LDLR gene Pvull polymorphism has no correlation with the levels of various blood lipid indi-

cators. P2 allele does not affect the lipid metabolism.
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PR35 A% TR L O T % B R MR LA 19 R s AL A
— 0 5T B A BE 5 1R B IUAE AR SC BRI 4T AR .
1 BREHE
L1 ¥R A 2009 4F 10 J & 2012 4 6 J] . R AI4r 2B
HILAAE (9 T 125 8 BB AR 0 TR W e B K L B J = T 3 X B R 2R
SR B0 B T B C= A A P ACRE ST 389 2 B 1 i e G I 2% 5%
FIE RO 302 A/ LA, H b 5 134 4,40 168 £, 4F i
(43,4818, 24) % 5 [ I, 5% FH Tl A 19 il A5 Dy 10k 328 B 244 3l 1999 7L
T 3R A I DU 3k 392 4 MRSk B AL Job I 192 4. %
200 44 AR HE (44,4018, 00) %, A BEARHE - ML 4 5 A 46 4K
(BMD O3 LEE R G L O m B A A COHETZ Y IER &,
HEBRAR e . ETR IR AL DA 28 R G0 i o B s BB
S LI 7K S 8 220 A8 5 05 R R A T 0 AR CRnARE PR | 2
PRI BE S5 L FR IR B A PEO LB T RE R 4 K
W ERREE) . A U G 1E AL AT 45 58 15 1 501 7]
BAT S B0 g B A R B B T S IR,
1.2 ik
1.2.1 BGHERBE — RGN k4 M FE .
RO VRO o JE A1 B0 IR AR 0 CAN W 5 /b 2 WM L <220 32/ R 5
B L 2=>20 32/ KD VR B CR R 20 & 01, <250 g/d;
KERIE, =>250 g/d) R SCALFR 55, Rig i & B Q. &
o R L o R AN e R AR HR R T i (k) / B
(m*) 1% BMI,
1.2.2 #RARIESRAE A AEH R IMAT 2 J R 357 1k
B2 24 b PO BB v R E A OROR O AR A MR 2B 3
TR 19 KU A IR R AR R Bk L 10 mL, P R BT I
6 mL,Zr B VE T 005 5. 4 mL JPZ b 2R — 4
(K2EDTA) i &, B T vk 48 — 80 °C LR A7, I T #2& WU J: [Hl 41
DNA,
1.2.3  MflgiE ool sE b =i B BE B PR AS: 36 o0
SERN AL G VAT I B - H [ FE (total cholesterol, TC) . = Ft H
il Ctriglyceride, TG) \LDL-C. 15 % B ig 2 (4 i1 [& #% Chigh den-
sity lipoprotein-cholesterol, HDL-C) . #k if & 4 Al(apolipopro-
tein Al,apoAD % I§ & 1 B(apolipoprotein B, apoB) . I§ & 1
(a)[lipoprotein(a) ,Lp(a) |,
1.2.4 DNA R RABEN M2 AR A RA A\ ALY
I8 5k PR 2 /) a5 5 Bt ) 4 U B 4R L DNA,
1.2.5 EAEHE N (PCR) 51475 & BBacHk[ 7], h L
Y TREARMSARAFE R WE K. 51975 Bl
5'“TCC CCT TCA AAA TGC CCT CTT-3', FiiEHh 5 -TGG
GCT TCT TCT CAT TTC CTC-3', ¥4 )z i & % : DNA 2
By 3 pl, BT 1wl FHF5I9 1 uL. 2 X EcoTaqg PCR
SuperMix 12. 5 pl, RNase-Free Water 7.5 pL, B A&FL 25 uL
IB5] .4 4 000 r/min BEW B .0 5. A PCR XN #1741,
S 494 CHIASPE 3 min, 94 ‘CAS Pk 30 5,55 ‘CIB 2k 30 s,
72 °C 4E# 1 min, 3L 35 MEIF,72 C T 7 min,2 % 55 4
T FL UK BRI B I AR TR g R AL
1.2.6 FREIMER BEKEZE5M (RELP) 4040 BEY) OB K &
B Atk :PCR 74 10. 0 1,10 X NEB Buffer 2. 0 uL,Pvull-
HF R AIEE 1 pL, ddH, O 17 pL, SR 30 pL, B2,
3000 r/min BEESES LG, BT 37 CHEIR KB T EEY) 8 h,
2 %6 B N W V5 s Pl Y 3 AT
1.3 Siit#ab B SR SPSS17. 0 e bt 84 itk 47 43 #r B A
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AR L R T 80 F Hardy-Weinberg S 5 A 46 0 # 4%
BOREORAR Rk . BV AN DU IR Y % 25 37 58 DR AR LA o
58 5 3 R R I A K T B AR O 2243 B, L P<C0. 05 2
A SR X
2 % R
2.1 WX G — Mo s B Sk B AR i L BMIL I
G Bk K R F IR AR R, 2 R R HE ¥R X (P>
0.05), WLELLH 19 B = A BT AR T % B4 (P<T0. 01) 5 W2 S|
BRI R & TR A (P<<0. 0D, LFE 1,

1 FAMNSG—HRBEILR

- MR X HRZL v P
(n=302) (n=392)

PR/ 20 134/168 192/200 1.46 0.23
ARy Tt ) 43.48418.24 44.40418.04  —0.67 0.51
HE@ts.m) 1.53+0.08  1.58+0.10  —7.05 0.00
AR (s k) 50.5847.49  53.98+£7.49  —5.90 0. 00
BMI(Z+s,kg/m?) 21.384+1.38  21.48+1.49  —0.86 0.39
JE (£ 5, cm) 70.7845.06  70.9945.78  —0.50 0.62

Y46 (Z4s,mm Hg)  116.85+12.47 118.024+11.28 —1.27 0.20

&Pk @+ s,mm Hg) 73.5046.66  73.45+6.87 0.08 0.94
JikIE (=45, mm Hg) 43.3+12.28  44.57+8.92 —1.50 0.13
WA (9] 12. 46 0. 00
PN 220(72.85)  323(82.40)
b W 44(14.57)  57(14.54)
U 38(12.58)  12(3.06)
YA Y0 ] 26.73 0. 00
N 176(58.28) 30076, 53)
e} 80(26.49)  62(15.82)
K kil 46(15.23)  30(7.65)

2.2 PIHIXT4 LDLR B H Pvull BEUISE R A5 5 LD-
LR K Pvull B§YI 5 Be (B DA 3 Bl WfE 1148 bp kb3 —
U PEIGHTE) PIP1 B4 & F 3L AL, 76 1 148 bp &b B — 4%
PG AE 951 bp Je 197 bp L H BB A0 L 3t 3 Skl
h P1P2 BUZ% 4 F 3L A, i S 4 951 bp f 197 bp H B 4%
etk P2P2 B4l & F R H A,
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AT I SRR ARAE A0 A W AR G2 B TR 70 J% 45 A7 ik B8040 22 1)
GO, W3R 2. WA PIP2 [ P2P2 3 [N 78 47 3 L X HH 21
BLCERA S E X (P<0.05), W H %A 5L K P2 #HiR
H19.20% KR R 13. 26 %, BN L B =2 R A G it B X
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B ESTGI S E L (P>0.05), 1% 5.6,
%3 WA E LDLR £E Pvull £ EE 4% Hardy-
Weinberg E & E M n(%)]

W5 21 Xt e 4]
(P<C0.01), WLEL4H KL R /45 % 4 #) Hardy-Weinberg - ffif B P A i - o e
o AR I A L o & fI SRR EIS UK SRR EIB UK
FE ARG 25 A G 2R 2 RN XoF BE A ) 3 DR RS S B AT A PG
N ) o o B} P1P1 202(66.89) 197(65.23)  300(76.53) 295(75.26)
WEE L ZF LRI E L ( =1.55,1. 95, P=0. 46,
0.38), 3 3. P1P2 84(27.81)  94(31.13) 80(20.41)  90(22.96)
%2 FWAWMSE LDLREFE Pl EEE B EZ L ER P2P2 16(5. 30) 11¢3. 64) 12(3.06) 7(1.79)
SRBIE B %) ]
DR A (37 3 PR AU x4 AR MBEKFILE (TLs)
A n
P1P1 P1P2 P2P2 Pl P2 W EE 4 X 18 4]
W5 3 o t/Z P
LA 302 202(66.89) 84(27.81)  16(5.30)  408(67.55) 116(19.20) (n=302) (n=392)
SHREZE 302 300(76.53)  80(20.41)  12(3.06)  680(86.73) 104(13.26) TC(mmol/L) 4.63%+1.07 4.7540.91  —1.542 0.123
7 8. 268 9.025 TG (mmol/L) 1.2340.79 1.32+0.88  —1.363 0.173
P 0.016 0.003 HDL-C(mmol/L)  1.53=0. 30 1.3740.40  —6.225 0.000
LDL-C(mmol/L)  2.3340.83 2.4340.74  —1.695 0.091
2.4 WHAXZIMAEKF L WEH Lpa) .apoB /K 3% apoAl(g/L) 1.42+0.17 1.2240.24 —12.950 0.000
RT3 AL (P<<0. 01) . W46 4L HDL-C.apoAl K F-#1 apoAl/ e/ 0.5840.17 0.7740.23 —12.569 0.000
LA 5 5 T 0 I 0D, BEFY £ 1
apoB HL {0 8 T XF MAL (P<0. 01) o B R DURR A B 1 5 apoAl/apoB 2.6040. 67 1.95+1.49  13.813 0.000
A B B 4 Lpa(mg/L) 42 88, 82422 8
) N _pa(mg/L 306. 49233, 40 388.824223.05 —4.086 0.000
2.5 WX 4 LDLR £ H Pvull 7~ [R5 B i B 7K SF H s
W4 X4 LDLR ZE B Pyu Il 4% 3 B 8 5 0 IR il B 7K 7 48 4% L
x5 WEH LDLR EE Pvull AEEFB MASKFELE (T L)
TC TG HDL-C LDL-C apoAl apoB LpCa)
F R A n
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (g/L) (g/L) (mg/L)
P1P1 202 4.63+1.12 1.17+0. 82 1.5140. 30 2.3740. 86 1.41+0.17 0.58+0.18  320.18+230. 29
P1P2 84 4.64740.97 1.19+0. 65 1.58=40. 29 2.2840.75 1.45+0.18 0.58+0.15  278.89+242.89
P2P2 16 4.64+0.97 1.28-+0. 77 1.5740. 35 2.03+0. 86 1.43-+0.12 0.58+0.13  278.50+205.51
F 0.001 0. 142 1.619 0.461 0.325 0.037 1.050
P 0.999 0.868 0. 200 0.234 0. 267 0.964 0. 351
x6 FEA LDLR EE Pvull AEEFB MAS K FEL (T L)
TC TG HDL-C LDL-C apoAl apoB Lp(a)
3 A Ay n
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (g/L) (g/L) (mg/1)
P1P1 300 4.7740.0.91  1.3040.95 1.36-+0. 38 2.474+0.72 1.23+0. 23 0.7940.19  388.89+224. 47
P1P2 80  4.68=0.89 1.39-+0. 54 1.3540. 43 2.3140.74 1.18+0. 29 0.7740.26  381.50+192. 92
P2P2 12 4.75+1.09 1.33+0. 74 1. 60=+0. 64 2.341.12 1.2140. 25 0.76-40.25  489.834371.11
F 0.310 0.288 2.045 0. 966 0. 255 0.231 1.252
o 0.734 0. 750 0.131 0.141 0. 286 0.794 0.287
309 i #T, Pedersen SN H e & BLAR B A B Pyu 11 g B 47 5 R

LDLR B 7E AN 23 A7 T 25 19 5 e £0 0 J B oK o
(19p13. 1~13.3)  FEFE R A K KT 45 kb, &4 18 4~4t
B8 17 AW E T4 WRIF. LDLR 28 Pyvull 7 £19 RFLP
B2 F 15 W& F 10 3/ K 3, V) 47 4 (CAGCTG) & 1 T4 i
T 16 E S 5 MA 600 LA (CAGCCG) A K4 5 4
B C>T RAEF =4S, HF5E A& LDLR 2K Pyu Il {3 &
LB R ARG AR A E R L R EAC
APESEAREN LDL-C Hl TC K J 44 4 I 107 240 27 1) HE FR

RKF MG TC K-8 & & F 5 778 # (P<C0. 05), Vourio
SFUEESE 15 T Pyall A7 05 2484 5 i3 i TC K74
K. IR WA & B BA b Ry B O RE A8 L Pya TT #2047
R PR B 58 m I TC KA 6

H#ij iz Fl PCR-RFLP J5 ¥ & il LDLR 3£ (A 15 W & F
Pvu [l 137 5 22 25k 247 25 (X 32 7 70 0% 2% . 2 — AR A I 5 R .
PN B R R A T O 1 B s T R0 A g I I
REI B I . ABF 9T o R A A B 41 LDLR 2 H Pvu
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117 5 A B U007 5 A 45 7 6 I P2 4SRN 19, 20%, A & T
X R4 13.26 % (P<C0. 01) . FWI WL A8 41 LDLR 3 & Pvu Il {3
SAFAE 2 7] LIAVE A it B A — AN st i 2 Anid . 5
G B RS AE 10 6 g ARE LDLR JE P [l 285 ER &
LT LU 0 6 1) — A~ 35t AT AR I 4 R AH L. WS 1 B
TR T FR AL (P<0. 01) , WE M 22 PR 2 1 F v BE 4l
(P<<0.01), 7] g 5 R i 38t 4% T U w0 R 1) B 58 B A 0 >0 A5 AH
Ko WEE Lp(a).apoB 7K F & F K T X B 41 (P<<C0. 01D,
HDL-C.apoAl 7K F-F1 apoAl/apoB L {H i 2 5 F %t B 41 (P<<
0.01), 555K 7= I 2600 75 g 15 Hb [X B2 A HE 1M1 /K F- 18 25 A 5T
iR -3

TEXT B DU AR LDLR SE [ Pyu Il AN [R] 3k BB 2 1 i 7K SF-
FHOGPE A Hr vh & B, B DUTE N B Pva Il 45 2 IR B 5 1 K 1l s
K2R TG L (P>0.05), % Pvull i 5285 S
L) 7K TG AR S P L P2 45 3 3 R AR 5% i ¥ 7 2R 8 B I g 1R
W B D ST B ABF LDLR 2 Avall £
PE 5 1B AR S PE R R B AL TC 5 Ava Il A [6) 5 R B AH G .
e HE R R AR LDLR 3% 8 2 25 1 5 5 % M w4 56 v
W78 % B LDLR 2K Asn591 Asn {37 5 (9 AS 7] 3 [ 5 1fi 5 7K
S 2 B G2 L (P>0. 05) 17 5 ARBEIT 45 R — 3L,

TR PR 5 AR i R a2 3 a0 A Y 22 AR R R (5D £
P 2R BT P 2 36 [ 1R B o, 3+ — A FE O FE — A
14 578 i 5 H At 198 137 A5 0% 5 A8 L [6) 47 A 3 (8] 5 o i A AR
T ) B A0 52 2R 5% A F A [R5 ok 1 B9 B 5K DL BT LA
TE X0 R 55 Il B 7K 089 AH 5GP 4 BT B 22 4 2 IR B R TR
L 3 85 R B 0 A AR PR e, A B FT AN AT X LDLR 3%
BRI — A~ 728 S S HEAT A3 BT % T3 A HE R AL 28 7R R B
AFAE R T PSP 19 10 808 T 3E— 25 AR I RN 53 T
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