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Dongguan Han patients with coronary artery PCSK9 gene SNP and its prognosis "
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(Department of Clinical Laboratory ,People’s Hospital of Dongguan City s Dongguan,Guangdong 523000 ,China)

Abstract: Objective
PCSK9 prognosis. Methods
patients for the study, patients taking blood, DNA was extracted and analyzed gene PCSK9 E670G SNP locus by PCR, using gene

To investigate the gene E670G SNP loci with coronary heart disease and its relationship Dongguan Han

In our hospital 100 patients with coronary heart disease and 100 cases of non-coronary heart disease

sequencing validation. Lipid levels in patients using enzymatic detection and follow-up of patients with coronary heart disease chan-
CAD group TC,LDL-C levels were sig-
nificantly higher than the healthy control group, HDL-C was significantly lower than the healthy control group.the difference was

ges in serum lipid levels after statin therapy,the incidence of cardiovascular events. Results

statistically significant (P<C0.05). AA genotype that was mainly 298 bp and 152 bp of homozygotes,{ollowed by AG that was 450
bp and 298 bp,152 bp heterozygotes, had not been detected 450 bp GG homozygous genotype,allele frequency distributions in Har-
dy-Weinberg equilibrium. LDL-C levels in patients with CAD patients was significantly lower than AA genotype AG genotype,
HDL-C levels were significantly higher in patients with AG genotype(P<C0. 05). Number of cardiovascular patients were followed
up six months totaled 27 cases, AA genotype accounted for 66. 7% , AG genotype accounted for 33. 3% , Gallele and the average
PCSK9 E670G
polymorphism and LDL-C, HDL-C levels and CAD severity gene-related, CAD patients carrying G allele may increase the risk of

number of cases of cardiovascular disease events count a statistically significant difference( P<Z0. 05). Conclusion

disease and the risk of again.
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E670G Z &M 5 CAD HUR 195 2 R b 7T 28 25 Y77 &L
B2 5 LU 48 78 PCSKY 2P E670G 2 ki si 5 CAD

FEFR I N L PCSKY % [H i 58 48 5| 2 B 3 & 2 755 JH [ 2
1ML E B AR IH & B 1 5E . E670G i 5 J& PCSK9 2L [H 4 F 12,
B 1A 5 A8 T 5 B0l v K% B A AR 11 IR [ EE (LDL-C) /K F 11 I
1 o 1 LARENR b B A4 F A yT 28 25 i, PCSK9 22 vk J7 4% it 1 3¢
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BUiE S b B AR sl Bk . EAA — SO E AR TERET
5096 o filt B X 2 22 ) [ s L (A B FL L LB X R
S A R L B S 5 TE W PR T e L G A A
O UL SEE BRI o SRR I O 7 S 58 3 A R OR BE T A B 2
B R By

L2 A 53R DNA 2L & TaaDNA R 5 B .
ANTP USRS T AU B B oy £ YR A BRA 7 . BRI
LKA B8 IS A% 23 A7 A . PCR 4347 ¥ (Bio-Rad 24 7)) s AU400

4 [ 3l A A A A CBOBR L I 4 71D 5 B0 L AEDR K VA 3 58 R
.,

1.3 H:

13,1 ARACREE SRAE CHD 835 I (g BE XS 1 21 25 1 A i

Jik it B0 43 B9 L WO 40 B 500 p L I3 1 000 pl F EP 4,
F—80 CHRAFE. CAD fB 34 M A4S F 3eb AR ) ik 1 52 24 R4k
e BRI AR A T R A6 24 Rk

1.3.2 AAbdEmilE  SREMEA Y K58 U, M ik 45 5 H
DUSE o I35 A HE [ CT O il = B H o (TGO L 2% B g &
M IH [ g (HDL-C) \LDL-C > F B i 46 U 52 br

1.3.3  ShJAE L DNA 2 Bl B A5 A, FH A 5637 & k47
A JE I B A% 41 i 3 PR 40 DNA S B, Byt g B 68 e Fi K 1 i DNA
We B L IEARAL DNA YRBEE 2 0,05 pg/pl, —4 C KIS IRAER T .
1.3.4 51iEit x50 4 E670G FrfE 12 Sh & FF
SIHEI Y. 5l Tm (R ETE 57~65 C. ¥ 8 R
300~800 bp, FIYH LIGFRBREER L GER ARG M. 519
4 E M (5'>3")GAG ATA CAC GGT TGT GTC CCA A,
K1 (3'>5)TGA GAG AGG GAC AAG TCG GAA,

1.3.5 PCR¥"#4 Jeiyk PCR KW EEBUY 30 pl, Hodr
M3 ],LI‘,EX Taqlb }AI47J:‘0]?%I% 3 ]114,T0f?§|% 3 HL,XXZE“ﬂ(
6 uL. PCR ¥ 84544 K . #4573, 94 “C WA M 5 min, LI TR
B RS A ER 35 .94 °C AB Pk 30 5,57 ~65 CiB Kk 30 5,72
CHEM 45 s, RRFER)GHF 72 ‘CIEM 5 min, 4 CHRAF. B
5 uL =Y A1 1 pL 10 X Loading Buffer F 0.5 mg/L & 1{k
ZAEEM 1.5 X BENEREBEIR H 100 V Pk , GD-1000 % 15 A A% A
g DNA &4 A8 G5,

1.3.6 RFLP ¥ KJ¥FF e Y btk &R & PCR 7=
10 xL.0. 2 U PRl ¥ 4% BR N YT Ear 1,2.5 pL 10 X G ihig . K
WABFK 7.3 pl,37 TRk, BEEY ™9 10 oL F
1. 5 Y0 G W 8 B s B .90 V HLIK 20 min, B8 BLAR 3 HT AR 5%
MR, JEE R S Y E 15 8] 152~450 bp Y] = 4 . 47
TEWFI £ 75:298 bp Fl 152 bpDNA F B (A 2 i 3 F)D , 450
bpDNA H B (G i 3K, PCR ¥ & faiib)s . % & [
Y BE L 51 5 A WA B BEAT ORLI) I g . R AR AL I I
1Eﬁf}],u

1.3.7 WiBtJGRETE4E  JBERRETT CAD B EMIT K259
TEYTJE O I R & AR B, 30 S B AR S O I R R R
1.4 SEil2eab s A 38 R A SPSS17. 0 #5144 347 b B 43
WrotEWRRA R, L TEs B, HEERNRA ¢ &
55, CAD 20 4% 5 [H 20 1 Jig /K ¥ AR 0% 8 28 S8, B g o0 il 4
FF 22 500 0 R BRI Ry 223 0T, P<<0. 05 2 7B 4eit
2 &% ®

2.1 W mAE/KT CAD 4l TC.LDL-C 7k - i 2 & T fikt
XFHEA, HDL-C W (K T X Al 2 R B AR E X
(P<<0.05), L5 1.

*x1 7 48 Ifn A& 7k F bE %% (mmol/L)

215 n TC TG LDL-C HDL-C
CAD# 100 5.0340.91  1.0540.73  2.964-0.81  1.3540.46
(EEEXTRRZ] 100 4.62+1.03* 1.1440.87 1.65+0.79* 2.1140.71*

*,P<0.05,5 CAD 4 lh#¢.

2.2 PCSK9 P H E670G %5 {7 Jk PR AR I 36 I RIS & il
VI J5 5 43 B A7 76 WG Fh 2 25 : 298 bp #1152 bpDNA F Bf (A
GALIEHD 450 bpDNA R B (G S 5D FER B 3258 AA
Bl 298 bp #1 152 bp M2 & 7. H ik A AG Bl 450 bp il 298
bp.152 bp ML= & T, M R KM 2] 450 bpGG 4 & 7 3k [ A,
HWE 3 ¢4F 347 W) & B K 56 . 55 v 3 BB 26 43 7 7 & Hardy-
Weinberg V-, W3 2.
*2 PCSK9 EE#1 E670G & i B B 57 2 fn & B B 57 %

A o7 e PR (00 FE PR R (20)

215 n
A G AA AG
CAD 41 100 92.81 7.19 87.12 12. 88
fele e Xt BR 4 100 95.12 4.88 91.53 8. 47

2.3 PCSK9 # [ E670G i S FFWIE  PCR ¥ 84 7= 4 2 i
4L 5 7, 45 R 5 GeeneBank H dbSNP 48 5 % EL . 4 5] 1
B 7R LG o A 6 B 2 % i ) I i =6 0“9 SCRHAE ™) 5 Sk B oy
A—>G ZEN B,

2.4 CAD 4 PCSK9 3 E670G 3% A %I g jg 7k = CAD 41
BHE AA S AGEEM TC. TG K HEKERE LTI %35 X
(P>>0.05), AA ZEF B % LDL-C /K F B E LT AG RH
%1, HDL-C /K2 % /T AG ZER B 8 & (P<<0.05), I
3,

x3 CAD £ PCSK9 & H E670G % & 2 if fg
7K 3 bk 82 (mmol/L)

I IR Y TC TG LDL-C HDL-C

AA 4.4840.81  0.9740.58  2.1240.72  1.49740.47

AG 4.5640.97  1.0540.89  3.0140.83* 0.9740.73*
L P<<0.05,5 AA SEFEB .

2.5 PCSK9 #:[H E670G ¥ HN A5 CAD #ijg X % B

CAD BEFEMIT R iR Y7 I 0 I8 31 & AR R 00, 4R
KA ML W B RO SR 27 B, AA FER R Y 66, 700, AG S
H ALY 33,30, K kA0 M EF I G ILFHEWIME R 17.8%,
W4 L2 A g & L (P<<0.05), i Logistic [7 15 43 #7
X CAD 21 45 Jk [H B 1t fig 7K SF- L 48 8% L 48 S8, B o0 i 48
FHO R AEFRERIE G S35 5 7 4 O M55 =5 -9 B0UR
VIR LR E R A ST X (P<<0.05), L3 4,
x4 PCSK9 #E E670G EEE 5 CADWIEX &

S OIS TS FER PR R
- [n(%)] [n(%)] (%) (n)

AA 18(66.7) 60(82. 2) 65.348.9 1.8

AG 9(33.3) " 13(17.8) 64.7+7.4 2.3

L P<<0.05,5 AA SEFEB L,

3 3 it

CAD S Iif PR LA Ao L4 20 » L 22 A i 5 A 3 it A%
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B BT R RIAEA GBI R, & — P E 4400 1Lt
P » 1M 7K 5 CAD R R IR LR EZ R A0
U E PCSKY 3 B BV 25 11 4% A B Al SV 7 3% 9 L 1R M 53¢ o
I IR 2K S, PCSKY Jk B 1 28 48 515 55 2 & 2k 5 0 &
I B A I [ i Y, PCSKO IR [R] 38 47 B ik 28 A8 B =0 &
B, LR EF IR 2 A4 (SNP)YP L E670G 4 12 PCSK9 % [ 41
B 12, W48 0] S 3 i 3 LDL-C /K F 1 71 &5, 3¢ F st bk
Sl Ik o8 A B Ak 1 " R B 4 U0 AH G, 02 LDL-C JK V- F s AR 3
Ik s A A 7 B R I S R AR AR . T AR AR S B R £ A b
T2t , PCSKY & FE AR ik #2 38 B, PCSK9 E i N
CAD BF5E iy e 3L B, % I 3R CAD 1Y & A2 & B 42 41 5 iy
W, AU HRE . A o PCSKY ¥k 7F 33~2 988 ng/
mL, ¥ K78 487 ng/mL™ T 25 ¥ H Al I AR B
R TIZ R —ENE 25500, AR R LA S 300 oA A A A
) HMG-CoA i JE & ¥ . 8 3 P LDL-C R FEAR1E .
T 225 A BRI 32 B2 LS AT I 55 . R B P9 2
HIT 4R WF 58 PCSK9 2 K, 45 56 PCSKO 3 [ SNP {45 i 2
PCSK9 St SNP 5 CAD J H 15 3¢ R (0 5% 8 98 A A G4
SR (S R SR o

AN R SEDUE AN PCSK9 3 A E670G £ 455 CAD
R H UG B 2% R HEATHFSE . 43 07 -t PCSK9 2 [ E670G £
AL AE CAD o ffd et B8 A BErP A fi o, i 5
PCSKY I 7 25K W ML /K - CAD % 4 R AR EM X R,
S50 & UEGY) 5 3 B 3y BUAE A W Rl 2 45 : 298 bp #1152 bpD-
NA H Bt (A ZEf03E[R)D ,450 bpDNA H Bt (G AR , FE K
B AA B 298 bp F1 152 bp 9454 F . FHUCH AG Bl 450
bp 1 298 bp.152 bp M4 T i AR 5] 450 bpGG 4 & F
FER . ZREEH X LR N CAD B 3 5 DR 0 451 % A 2 o7 3 IR 9t
B PE,CAD 4% & TC.LDL-C 7K 5 3 5 F i JE xf
M4 L.HDL-C B # L FBETRA. 2R L% i%8 X
(P<C0.05) ,{H AA ZLF A CAD 8% LDL-C /K Vi Z (% F
AG B, HDL-C KV R EF® T AG HEE B & H (P<
0.05), TC. TG /KAt 2= RIS % L (P>0.05), Al
PCSK9 £ E670G £ &5 HDL-C fil LDL-C 7k F 3¢ & %
Y, 5 CAD i As 2 % BT — @ M k. I A Thos il G 4%
P73 R 4% A Ik LDL-C /K 3 fa #1007, H ML #1 l g &
E670G 5 PCSK9 A 5 4B I X 38 A %1 2l 8 w0 A2 1) K S iy i
B T R SN AR R B R HA R R s e . Rl
CAD B EFEMIT 2 IR Y7 J5 O 3 F 0 R AR, EEN
KO L B BRI 27 B, AA SEE R 66, 700, AG Sk

PR (33, 3 %4 0 I A 25 12 0610 50 R S 249 99 7 2 B 5 B Gt
22 Y (P<<0.05),

g5 b TR L AR SE M X DU A PCSK9 2 H E670G £ &4k
& CAD R BHEIK N EZ— . CAD B G AR Wi
R BE N & M R N T e AU 3 T Ok BB AR R 4y 2
il A2 G TT O i S LI K S,
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