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[ ABSTRACT ] Aim  To explore the relationship between the lipoprotein lipase (LPL) -447C/G gene polymor-
phism and cerebral infarction in the elderly. Methods This was a case-control study, which enrolled 206 cases with
cerebral infarction in the elderly and 203 elderly incerebrovascular disease controls.  The genotype and allele frequencies
of lipoprotein lipase —447C/G gene polymorphism were assayed by polymerase chain reaction-restricted fragment length pol-
ymorphism (PCR-RFLP). The cerebral infarction patients were strictly diagnosed according to revise conference in the
national fourth session of cerebrovascular disease.  The basic document object of study was collection through questionnaire
interview. Results The LPL - 447C/G genotype and allele distribution in the cerebral infarction group was CC
83.98% , CG + GG 16.02% and C 91.75% , G 8.25% respectively.  The distribution in control group was CC
81.77% , CG + GG 18.23% and C 90.89% , G 9.11% respectively. ~ There was no significant difference in LPL
—447C/G allele and genotype distribution between the cerebral infarction group and the control group (P >0.05). There
was no significant difference detected in blood pressure level and blood lipids level between various genotypes (P >0.05).
Cerebral infarction multi-factor regression equation indicated primary hazard factors included smoking history, diabetes his-
tory and family history. Conclusions (1)LPL -447C/G gene polymorphism is not significantly associated with cere-
bral infarction in elderly.  (2) LPL - 447C/G gene polymorphism is not significantly associated with blood lipids level,

blood pressure level in elderly.
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AR AN B B 4 A 2 4 DNA, B £ R B A R B -
IR % 4 F K % A % (polymerase chain reaction-re-
stricted fragment length polymorphism , PCR-RFLP) |
FE —447C/G HH % S, % R B R M (polymer-
ase chain reaction, PCR) 1A & 25 wL, L JF 2 T 7 5l
Y14 %) % 10 pmol/L 1 plL, £ F 41 DNA 20 mg/L 1
wL, Taq B 5 x10° U/L 0.5 pL, = ¥ 2 T 31 ( dimeth-
yl sulfoxide, DMSO) 2.5 wL, A K B R % 7K ( distil-
lation-distillation H,0,dd-H,0) % 25 pL, & % & 4 ,
Bl 4 5 7. b Bl 4 5'-TACACTAGCAATGTCTAG-
GTGA-3', T 5l #1 5'-TCAGCTITAGCCCAGAATGC-
3, WA .94CTHZ M S min, R N AEIF.94 C &
P 1 min 56°C 3 K 1 min 72°C Z# 1 min, & 2 30
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Figure 1. Digestion products electrophoresis
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Table 1. Comparison of the clinical data

(P>0.05;%3),
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(n=203) (n=206) —447C/ G He DR RIS A, % B R o v o T A5 AR
iﬁﬁgzi - 66'13150;' b 66'17;;873' . ig gz ML LPL - 447C/G SERT A3 AL, 22 570 1 3%
SBP(mmHg)  135(25) 160(20) <0.01 PECP>0.05:34)
DBP( mmHg) 80(15) 90(10) <0.01
BMI(kg/m®)  23.60+3.39  23.63 +3.28 >0.05 F2. WMAMBEISIREEE (x +5)
R AR 5 38.9% 51.0% <0.05 Table 2. Comparison of the lipid data
(SR 21.8% 27.6% >0.05 . % RE 4] Wi AE 4] R
5L 50 39. 4% 75.0% <0.01 R (n=203) (n=206)
R s s 4.7% 26.5% <0.01 TG ( mmol/L) 1.22 +0.36 1.48+0.79  <0.01
I H 6.9% 23.7% <0.01
TC( mmol/L) 4.72+0.88  4.82+1.07 >0.05
2.2 THMAIMASHSHREE B HDLC(mmol/L)  1.44 £0.37 1.28 £0.38  <0.01
Fiki A5 HE2A 5 X6 B8 2H 7F S [5] B (total cholester- LDLC(mmol/L) 2.73+0.73  2.87+0.86 >0.05
ol ,TC) K% B2 5 2 71 JIH [ 5% (low density lipoprotein ALT(U/L) 30.23 +40.66 28.88+24.12 >0.05
cholesterol, LDLC)) | 4% P4 % % [ (alanine transami-  ¢r(mol/1) 91.50 £30.46 101.15£30.12 <00l
(:‘ . = A =Y
nase, ALT) JRF A (blood urea “‘troge“’BUN)“ﬁgE' BUN (mg/L) 6.20£3.37  5.56+6.35 >0.05
fHH A 1 (apolipoprotein A I , ApoA I ) Ay L% 22
. o ] ApoA I (g/L) 1.34 0. 31 1.35£0.28  >0.05
FIEEM (P >0.05), H il =M (triglyceride,
TG) WUBF( creatinine , Cr) ApoB 7K P I8 9E 401 1 2 ApoB(g/L) 0.82£0.27  0.91%0.32 <0.01
XA, 2 A BEME(P <0.01) ;&% EAR .
_ 1) Y5 =AY
5 H AH [ B ( high density lipoprotein cholesterol , 3. LPL-447C/C BRI MARRIRM (x =)
HDLC) WA AE 41 5 (T MR 25 A I (P Table 3. The effect of LPL. —447C/G genotype on blood lipid
<0.01;%2) ’ e g CCHI(n=337) CG+GGHEI(n=72) P
2.3 HEEEHEHEE&“"“jC/G gﬂxtj.mlﬂsﬁqullm TG ( mmol/L) 1.39 £0. 80 1.37(0.76) 0.902
Xj.z:lgj LPL —447C/G %ﬁ%%%ﬂ@[ﬂlﬂgﬂ( TC( mmol/L) 4.75 £0.97 4.88 +1.07 0. 350
AT B, B CG + GG B TG K T CC B, T LDLC(mmol/L)  2.77 £0.77 2.94 +0. 94 0.128
HDLC }ﬂﬁ%%?}ﬁ%,@%ﬁi@%i%ﬁ(P > HDLC ( mmol/L) 1.35 +£0. 39 1.36 £0. 37 0.936
0.05) ;LDLC 7E CG + GG BE5F CC %, 2 S i ApoAl (g/L) 1.35 £0.30 1.34£0.27 0.855
%‘lﬁ(P>O. 05)0 ,ﬂ\:HEJ]jIEE' E‘T/ﬁ‘@ﬂjﬂﬁﬂﬂﬁﬁﬁi ApoB(g/L) 0.87 £0.31 0.85 +0.29 0. 627
F 4. LPL -447C/C EF B3 M E R 0E ( 51)
Table 4. The effect of LPL —447C/G genotype on blood pressure
Xif A 20 iR BE2H
cC CG +GG cC CG + GG
[0S 124(82.03% ) 26(17.97% ) 65(80.26% ) 17(19.38% )
5 I 47(91.46% ) 6(8.54% ) 103(85.42% ) 21(14.58% )
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9. 11% ,206 i i FEFEA H1 CC . CG + GG FH K B AN

C .G S50 Hk DA A 430 3 73 Ji1) /2 83.98% ,16. 02% FI
91.75% .8.25% , 1554 Hardy-Weinberg “F-ffif (P >
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Table 5. Comparison of LPL genotype and allele in infarction group and the control group

FER T (5] SV FE PR B (5]
) ke
cC CG +GG C G
IR A AE2H 206 173(83.98% ) 33(16.02% ) 378(91.75% ) 34(8.25%)
X B 4 203 166(81.77% ) 37(18.23%) 369 (90.89% ) 37(9.11%)
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7N CG + GG K& R AR Sy b 7 A 47 R 3R R Gk I 35 Pk
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AT dacJa EEL ST fE B P R A FE W L R %
s BRI

3 4t i
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W ASBRIB G F L B R ] g2
F UG K22 K 5 R R R Ak, AT G i A
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ARG ZYNG IR § - O A N N 4 ]
(RIS AR IR B 55 WA AT ™ 4% DL, vT B 2 %
WFIE 45 5 s

Sass 258 Ml LP1LA4T Ter XH4T 8K F S S 45 & 1)
WD KB (P <0.05) . [N EZ WA RS
K LPL —447C/G Xt I 7= A= B A 255,
I LPL 7 B2 DU R & M e i i) 22 55 4% [
T I, LPL - 447C/G 78 S W] BE 5 i s 1
P, HERATH TR B R , 7E & I0UE 5 3R & i
FEERFH, -447C/C HHBAMAEA LR, X5

AR A A S E A
G R—8 ¥R K LPL - 447C/G X} Il & A 5
M), R0 45 SR 0T BE 5 1) e | M ek 22 S AR
IR GRET AKX, A, B NRE TAENRN
FH A BE A 3N A% B B s il e 19 & AR AT A
PR R 2 (WM it 200 Eh B AR 73 Bl
D) R 2, B AR — € R L HISS 1 LPL -
447C/G e PR 22 25 X v I A AR Ok {H &= b 7
ARHFGE A MEER] - 447C/G A X I KA
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PEHE 20% ~30% B Wi A o2 B T 20080 kopk
AR AR AT IR R T . Guan 250 45 R
WoRGIHN S BRI B A AP R, G
SRR AR (P <0.01) , leASE IF80 4 3 ik
AN EE G FA 3 F R (0.077) 8 E
i, BB - 447C/ G X 25 v B AR 4P A 8 43 7T g U5
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PE | TR 2 p 31 [ e R PR B 1R 3R A9 52 1 i
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