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HE . BW TR & ik AR E R RIS A5 (ApoA5) —1131T/C F» 553G/T 2 42,549
X %o ik BAAURI 2015 4 1 A—2017 4 1 A A AR ERNE 09 iR st &4 120 Bl 34706 R R . PT A
& fgéé\%é;ﬁ ik F R FEAS . A DNA RIRE A IEAE X IEATE L, IR —1131T/C 4% Ef= 553G/ T 45, & 7] 64

BHRARE — P EEE (CCA-IMT) NS AME — F 2B E (ICA-IMT ) ZEw £ 5+, ik —1131T/

C ﬂﬁﬁu 553G/T AL AR AR A Z A2 B (TC), ¥ =8 (TG), HFEKEGZEE (HDL-C), 1k
FEREGEER (LDL-C) KF, WEF LA fsta i) CCA-IMT #= ICA-IMT K-F, &HR -1131T/C
I EABA N CCHBLELEARAA TTHTC ¢ B CCA-IMT Wi £ F A4 FEL (P >0.05), —1131T/C
A ERRA A CCHBEFEARNA A TT+TC 89 & ICA-IMT W £ FA %5 E L (P<0.05), CC# ICA-
IMT & T TT+TC ; 553G/T 42 2 A AR GG 5 TT+GT AR A 9 CCA-IMT 5 ICA-IMT & £ F R4 it F &
L (P>0.05);—1131T/C 42,5 A B A CC 5 TT+TC 42,6 TC.HDL—C.LDL-C #K-F b4k £ F Rhit &L (P>
0.05), —1131T/C 12 & A B A CC 5 TT+TC 124 TG K-FE £ FA it F &L (P<0.05), CC1LE TG K-F
& T TT+TC K-F ; 553G/T A2 A A A GG 5 TT+GT 4%.8 %% TC. TG, HDL-C & LDL-C K- b& £ 7
it FEL (P>0.05), TG-TG,. TG-CG. TG-CT.CG—CG # CCA-IMT 4k £ F L4t FEL (P>0.05),
@1 ICA-IMT Wi £ F A%t EL (P<0.05), £F CG-CG AR F, TG-CG B ZAK, 4t iz B H A5
FE A5 KRB —1131T/C 1555 ICA-IMT. TG #9K-F £ FAMX, REEASABT6) B4 ICA-IMT K-FRF.
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Correlation analysis of atherosclerosis and apolipoprotein AS-
1131T/C and 553G/T in patients with cerebral infarction*
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Abstract: Objective To observe the relationship between the degree of atherosclerosis and apolipoprotein A5
(ApoAS) - 1131T/C and 553G/T in patients with cerebral infarction. Methods A total of 120 patients with cerebral
infarction who were admitted in our hospital from January 2015 to January 2017 were involved in this study. Carotid
artery ultrasound, gene DNA extraction and blood lipid related indicators were recorded. The difference of CCA-
IMT and ICA-IMT between - 1131T/C and 553G/T loci were observed. The levels of TC, TG, HDL-C and LDL-C
of different genotypes at - 1131T/C and 553G/T loci were obtained. CCA-IMT and ICA-IMT levels were compared
between common haplotype pairs. Results There was no significant difference in CCA- IMT (carotid intima-
media thickness) between patients with CC genotype and TT+TC genotype at -1131T/C locus (P > 0.05). However,
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ICA-IMT was higher in CC type at -1131T/C locus when compared with that in TT+TC (P < 0.05). There was
no significant difference in CCA-IMT and ICA-IMT of GG and TT+GT genotype at 553G/T locus (P > 0.05).
No obvious difference in levels of TC, HDL-C, LDL-C and TG was observed between CC genotype and TT+TC
genotype at -1131T/C locus (P > 0.05), while the levels of TG at CC locus were higher than that at TT+TC locus
(P < 0.05). The levels of TC, HDL-C, LDL-C and TG at 553G/T locus were comparably similar between CC
genotype and TT+GT genotype at -1131T/C locus locus (P > 0.05). There were no statistical differences in CCA-
IMT between TC, HDL-C, LDL-C, TG-CG, TG-CT, and CG-CG (P > 0.05), while ICA-IMT was the highest in
CG-CG type while the lowest in TG-CG type. Conclusion Apolipoprotein AS gene-1131T/C locus is correlated to

levels of ICA-IMT and TG in patients with cerebral infarction, which may interfere the atherosclerosis degree.
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HId A5 BE 2 N DR 5 DL %) i 10 452, 2 P 22 i i
PRI B0 Jey 38 0 28 20 IX I 2 i W D A, 1k
G LH AL . BRAEPERGE,  DNTTTP A B — FR A ik ARAE
AR, SR ARG ER IR BRI . Shkhd
AR R B FE R BN Rz —, 1 H I =
(Triglycerides, TG ) f T+ C £ 0IE S22 S BN Tk ok i
ERA ST e 2 . BRI — PR, #illR
A5 (ApoAS) SEflkbEfb  BA —E LR,
ARG PE A4 N R BEA AR AT 3 1) Bl ks e
AERREEFN ApoAS—1131T/C, 553G/T2 M AEER, T
BT,

1 RS

— R R
BEMLIZEEL 2015 4F 1 H—2017 4 1 ABEiiA AR
P B AL R 120 1A TImIRBESE . BT BERT S
SRS 4 J@ AN R AR S TR 2 Wi, &
3k CT MRS 212 W, i, Bk 77 61, Lotk
43 5] 5 S 58 ~ 79 4, P (7233+5.14) . WF
FEAARBE PR A HIZ: B 24t
1.2 WANSHERIRE

PIAFRHE" . OWFEHR 72 h N 5 QIR AEFRAAL R
FHN S kAL Xk 3 GREFETC R L 3 D~ E T
HRARERABS NG R HEBRbRE Y . OFIFH
MRS, 2 ORISR ; QBREA G
M AEFERR s 0 B 5 @G IR ks HEE AL
YRR, OB, ONUESE. I BB
DE IRk RFEN KR GBIRNEE ; OFKIZHT 1
A A SRS 25 P B e 2 30 1500 0 H s R 3
©F H B s RGP L iR .
1.3 WRAZE
131 HHBRAFHRDT

1.1

JITAT B85 45T S Sl K i A R

A, BEBUNEML . SRR, W AR
HHOSM SR SRR . SEhkor SRR . SN Sk, Hok
Bk FE AT RE L SEHOIE RO R/ R
A PRAE R L I SUE Bl K N — 2 TR EEC common
carotid artery intima—media thickness, CCA-IMT ) 0 £
NS KNI — FRRJESE (internal carotid artery intima—
media thickness, ICA-IMT )

132 JRP DNA #23 ] EDTA-K2 $sEE B
AR 1 ml, SRIGENA DNA, EA -20°CUKAI
BRI

133 BABsER N — RAIEREKE S S
(PCR-RFLP)  Trizol 14 H 3¢ [ Gibco BRL /A ], Taq

i A KEFE A A E], Bl RNA 2 pg, M-MLV i
B SEEREI [ 5% [ Promega A F], 5141 B4 T A
TAEA R T A, UVipro BEE KR 43T R 50 A
% [E KODAK A Wl A5 A% 3 4 Trizol J5 v $2 U ZH 21
&L RNA, PCR RN 25« O -1131T/C 7 £, 96 °C il
ASPE 2 min, 95°CZRE 30 s, 56°CIE & 30 s, 72°CHEAd
30s, EIEER 30 K, 72°CHRLEIEH 5 min, 2 553G/T
A7, 95°CHIZEE 5 min, 95°C78ME 30 s, 65°CIE K 40,
T2CHEAH 50 s, FEAGER 354>, 72°CHELEFE 1 7 min,
PCR #3474 10LL 1E —1131T/C A7 £ A BRHI7E N 2
fifi Msel 5 u, 553G/T HLsS /A Mspl 5 u, 37°CiH4k 4 h
PCR W =283t 1.5% SRR BB HLTK 60 min, fHiH]
UVIpro BERE UGS T RGEHATHAR . 4. 737
134 migEIEAAe S BEBEE RS EEK
M3 ml, &9 H TG, K% B E & [ (low—density
% B E & 11 (high—density
lipoprotein, HDL ). Il ¥E & BE [E B2 (total cholesterol,
TC Ko LIRFTAFaFR t AR Be 2B Ab S50 2 HEA T ARSI
10284 7060 4 H i A ( HARKHSLAR] ), 4%
Foe REAER UL I BRI THRAE

lipoprotein, LDL ),
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1.4 SHTiERR

WEL —1131T/C A 5, A1 553G/T {7 15 [6] (1Y) CCA-IMT
FITICA-IMT [A] 25 5%, MEE —1131T/C {3 5 F1 553G/T
{7 S AR LRI AL RS TC. TG, HDL-C., LDL-C /K,
A H DL BRI BC X ] Y CCA—IMT Il ICA-IMT 7KF- .

15 Gtk
HCHRAPBT R SPSS 10.0 SE3FACPE. T HEVERILL
SO BRI (Res) 405, ORI 1 sy

Gr#T, P <0.05 RZERA G EX
&R

2.1 -1131T/C EFBX+EILEEH) CCA-IMT #a
ICA-IMT Eb3&%

—1131T/C A3 3. FE F LR CC W R 5L AL R
TT+TC HE#H CCA-IMT AL, 25 G =2 X (P >
0.05) ; —1131T/C {i S EEF ARy CC 1 B3 5 L RNy
TT+TC B ICA-IMT R, ZREZITFE L (P<
0.05), CC LKA ICA-IMT &=F TT+TC FEH AL, U
% 1,

2.2 553G/T & A Y fix 48 3t & K CCA-IMT #a
ICA-IMT b3

553G/T v 5 3 A A Ry GG 5 TT+GT & A Y 1
CCA-IMT Fl ICA-IMT H#2, =5 TG T2 E (P>
0.05). L3k 2.

2

F1 -1131T/C EEEET BEH CCA-IMT
FICA-IMT tb%  (mm, x+s)
FER Y n CCA-IMT ICA-IMT
cC 13 1.10£0.27 1.06 £0.13
TT+TC 107 1.06 £0.33 0.91+0.14
{4 0.420 3.678
P 0.675 0.000
%2 553G/T EFBNIEILEEM CCA-IMT
FICA-IMT tb%  (mm, x+s)
FER Y n CCA-IMT ICA-IMT
GG 102 1.09£0.22 0.95+0.14
TT+GT 18 1.12£0.27 1.01 £0.18
{4 0.515 1.603
P 0.608 0.112

2.3
Ay
~1131T/C i 5 £ ] B CC 5 TT+TC 7 5 B &
TC .HDL-C.LDL-C /K- LbAL, 22 R4t a L (P>
0.05), —1131T/C fi s5FEH A CC 5 TT+TC £ 45 TG /K
i, ZRA%EE X (P <0.05), CCAHis TG
KT TT+TC K. WL 3.
2.4 553G/T L mAEEREE BHAMASAKTE LR
553G/T v S IE IR GG 5 TT+GT 7 15 & TC,
TG. HDL-C & LDL-C K FH#e, 2R git24e
X (P>0.05), W4,
25 HIBAERETER CCA-IMT # ICA-IMT
KELEER
TG-TG. TG-CG. TG-CT, CG-CG ) CCA-IMT
KPR, 225Gt it L (P >0.05), 1 ICA-IMT
AP ZERA G FE X (P <0.05), Hf CG-CG
Al i, TG-CG Blifk. W& 5.

-1131T/C i /A~ &) & FH 2! 55 50 M A5 7k

#3 -1131T/C LR ARAEFEE BEMWMASKTEEE
(mmol/L., x+s)
LAY n TC TG HDL-C LDL-C
(oo 13 4.15+022 22020.19 1.07+0.18 225+0.15
TT+TC 107 420+0.18 1.77+023 1.0420.13 227+0.12
18 0.923 6.471 0.751 0.552
P1g 0.358 0.000 0.454 0.582
F 4 553G/T LR AEEREE £EK MASK T L
(mmol/L., x+s)
- 355k n TC TG HDL-C LDL-C
GG 102 4.13+0.15 1.71+£025 1.15£0.06 2.47=+0.18
TT+GT 18  420+020 159+0.62 1.12+0.12 242+0.16
il 1.731 1.432 1.634 1.103
P1E 0.086 0.158 0.105 0.272
*5 EERFZEEER CCA-IMT # ICA-IMT
KFEEEE  (mm, X+s)
FAAETI LT n CCA-IMT ICA-IMT
TG-TG 52 1.03£0.18 0.99 +0.13
TG-CG 41 1.02 + 0.04 0.96 +0.18
TG-CT 10 1.04+0.10 1.07 +£0.10
CG-CG 17 1.08 +0.08 1.14 + 0.06
F1E 1.106 3.447
P1d 0.092 0.018
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17 A, % AL S KRR AR R AR AS-1131T/C, 553G/T 2 {3 i HIER
3 itig RO FE R BIAMER , Wt sl kst kEaE{b

e E R MRS PR A BT, AR
Sl MRES SIS BIWUARS A LUh T, L
MATER AR . KEMT & R & A3 &
AR, TE AR SEA LR 238, AN R ZR7 1 2
B HE 0T AR A AR 23 2 A R TRIsE e, Tt
PBUART=A=520m, XHR = AR INE . Sk FEREfL . O
i 1t A5 A 1 & AR AR R B — e EH . HRTRIFSRY
Ih, #IREAEARIEREISS . AERETE . [F
AR AEER, B —AEThe AR G BRAY I
Vi A

HIBEAFEE SN A B, C. D, ES5/FRE,
TERFERVNG G G Hh IR AfE it s
PEAMCI L R 2350, 7F HDL PR, &
F LMK HDL By 220 Wi 4, HATEBRA LU i
LSk RERE AL A7

ApoA5 &R B S BT U, SR TE 2001
AR 2 DNAFIRBFSNLSE IS THIRE H AL, iR
HEH C3. BIREMA A4 LR Tk, mH
W55 K A 2R IR 11 AS (938 R 5 /N R 28
FAS SEPR W R M ARSI B 71%, (HJ&5 A5
B A4 R RNE AR 279%™, TR 2L o
R, RAEIRBERAL, FRXFEINNK TC A &
BEE S, TRIAHF ST R B IO R DA 2 A A ) 2 A
KIBAAEYILR " NFM ApoAS & H 343 1~&
SERRBRILFT AL, Z5H T B 23R A- IR eSS
¥, FEH S A B TS B ML ", A- 18
SEFJE ApoAS FTEMELC, FEBUKPERICE [ R
WRAZE ST, (IR IE C BEE e 2 W B A T
J5 R IR ApoAS5 1EM, LDL . HDL . FLEE Ok ¥4 1778,
RN eI & & TG Ig & S A rh A &
SRR, IR AT REAAAE—DHLE], MEEAEER A,
T HREN ApoAS ZEAM G IR H B F 5 AN 2 1 1)
TR

—1131T/C 57 5 A0 553G/T i s RS2 50 TICA-
IMT JE ALY LRI AL, X —HLHI AT e S -1131CC %
KA BAT 5 S BN Sk IR AR IR, 553GG SEH
XF CCA-IMT A —E s m, X —HL a) 58 5 B
RIRIAE H AN EA P CHk . —1131CC JEHARIT R A
A AR 1 0T ELAT I 25T P8 2l Bk 7 P B P R A
MM 553TT+GT JE A A pir 38 ) & 1 HA (2 2 i s 7
HUR SRR MR " ansR R R RIS TEA

(FEPRIA YT SRt 1T Y S

ARG RE, —1131T/C (i SR E T cc 5
TT+TC FEH A CCA-IMT Jo25 5, —1131T/C {3 155
RS CC 5 TT+TC FEF AL ICA-IMT A 2 5%, CC
B ICA-IMT & F TT+TC, Vi B -1131CC H A {2 ff
ICA-IMT 34 APERT , 20 E R PT RESE L 175 S IR 7R 35
BN Ik N B FRCRR AR o T 553G/T A i BE PR A v
GG 5 TT+GT F A CCA-IMT 5 ICA-IMT JE25 5%,
Vi B 553G/T 37y, 3 K B X CCA-IMT, ICA-IMT f
JEE RN JC I AR . —1131T/C A7 s 6 cc 5
TT+TC 7 £ TC. HDL-C. LDL-C /K F-TE2% 5, {H CC
11, TG K F TTHTC KA 255, Ui -1131T/C
o7 5 L R CC X TC. HDL-C. LDL-C 7K - TG54,
{HBERE M TG /KF T, X5 -1131CC BAT i
i ICA-IMT $4JEMVEFHAITE & o T S53G/T i s KL A 7Y
GG 5 TT+GT i /5 & # TC. TG, HDL-C, LDL-C /K
FIo2E 5, VLB 553G/T i ;5 LR 7R 2 CCA-IMT,
ICA-IMT FYEEERIVERT . 75+ DLEAAERIBC B] ) CCA-
IMT 1 ICA-IMT 7K °F- 5% Wi, TG-TG. TG-CG. TG-
CT. CG-CG A CCA-IMT Jo22 5, 1 ICA-IMT 7K-FA4

5, Hri C6-CG My, TG-CG AR, UiHIA
[i) () BAAE R BE X 2 500 ICA-IMT SR8, Xt il e il
Sk R R E R R,

25 LA, #AE A AS 2 -1131T/C 1 553G/T
AL 5 AL B 3 S kR AL R R R R R %,
B A i eSS kAN N Sh bk b A LT, AT
SfkEfe R A . KR, R R AT A T RE
SKREAL T 56 T AR R SR, (AR 2D
AWFFE, T ApoAS VE R & BRI R B B 5 Y AR
O, AR R Y TAET BT, DA WA
IAAE B Sk RERE AL &R | R R R VR .
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