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(CETP) TaqlB and the stability of carotid atherosclerosis of cerebral infarction patients.

Cholesterol Ester Transfer Protein;  Gene Polymorphism; Cerebral Infarction;  Atherosclerosis

Aim To explore the relation between the genetic polymorphism cholesterol ester transfer protein
Methods 135 cases of cere-
bral infarction with vulnerable plaques and 158 cases of cerebral infarction with stable plaques were studied.  Polymerase
chain reaction - restriction fragment length polymorphism ( PCR-RFLP) method was adopted to determine CETP TaqIB gene
polymorphism for all specimens, comparing CETP TaqlB gene polymorphism in the vulnerable plaque group with the stable
plaque group, which were statistically analysed. Results The proportions of BIB1, BIB2, B2B2 genotype in the vul-
nerable plaque group were 56.30% , 33.33% and 10. 37% respectively, and were 53. 80% , 36. 07% and 10. 13% in the
stable plaque group, the difference has no statistical significance.  The frequencies of B1, B2 allele in the vulnerable
plaque group were 72.96% and 27. 04% respectively, and were 71. 84% and 28. 16% in the stable plaque group, the
Conclusions

difference also has no statistical significance in comparison. CETP TaqlB genetic polymorphism may

have no definite relationship with the stability of carotid atherosclerosis of cerebral infarction patients.

SHIKHFEREAL (As) ZMYERAEMESR . 7F As
SERh b, BTSN K e B 451 B P 1] T b 5 AR 45
(MR EBHZ T ) /IR | i T2 B2 I A
SENY BB A ML 2 — . JIE T B g A G2

[WimBH] 20110827
[(E£WmB] H&MNATRHETHRIE (100KY06)
[1EHEE]

(CETP) 22 5 % 5 8 F1 (HDL) 4 T f) Il [ et
WA R EE A CETP X As A & I
SZBIME . T CETP FHE R 2 38 X lig I 4 18 1%
R RPIRE H R ALSCA & e e, H A +

JRRIT LA, FIREIN  WFSE T W) A B4R BE 2, E-mail SN 56282908 @ qq. com,, VLA, Wi+, EVEBE I, BT

GEH5 ) A ER 2, E-mail N jlang-yq@ 163. com, iyadEs] B AR BN W5 0] SR EE 2% E-mail 4 chencg@ izhospital. com,,



724

ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 8,2012

JUA R Bl 22 285 P 0 5 PR 98 722 5 | 5 1) 3 1) 66 PR R
Bhge kB Hir TaqIB 22 £ 8400 H B A %
ik HE T R Lk B 2 A S 3B kR R
AL BB AR e M OC R 7 T Sk, A SCRHTR G
it e s 17 - B )P e B B 22 25 ( PCR-RFLP) 77 1%
XF 135 {61 ph S50 8 kR €68 7 s A B A e 08 ik
FBE S ) A AT £ % 1 158 451 3515 kR s e e 4
FESE R TR, LA ZH ] CETP TaqlB JE[H £
Atk 5T CETP TaqlB FE R 22250 55 351 5 fik ok i i
TEBEHRE P Z R R

1 X&5AF%

1.1 HRHR

2006 £ 8 A £2009 4£5 A HE AR KR MERN
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MEFATH M ER B Emd, 5B UH[S5]
T By B AT F o0 BB B R AT B F B Bk BE SR
EMEANEFANG BBk a, £ 135 6,5 78
7,4 57 i, 4E 5 44 ~89(67.94 £10.15) ¥ ; 5 5
JRBESR B B B B N R4, FE 158 7,
288 1,4 70 i, 415 43 ~90(69.88 +9.25) ¥ |
F A 3L H B A A 2 B R R R 2 BT I
h ik o R AE Ak M o e M AR B B0 BT ARED & K
AR CT A0 ( 20) MRI # ¥, B 4b T AE Wk 1 A% 30 A% 30
Ja WA g o, 434 R B Bk R LB E L U,
T oh ks L g Y, KRB R R IR R OR
TR e R 2 R ARAE , Tl TR M R B TR M AR
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B AR SR K 7.5 MHz, 4 5 4 0 % 0 370 % 35 ik
(CCA) \CCA 2~ X4 B 30 ik A1 4 B Hh 4k 4 5K
ZHEG, KRN E CCA 2 XA 1 em,
CCA 2 XA LA B BN 30 fk R 46 B 1 em 5 BE B 9
FREEE (IMT) B A& 3 Kk, AL FHE,
FEEH E LA IMT=1. 2 mm,
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Taq DNA % 4B ANTP .DNA Marker | A 4 i 3£
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# . EDTA f0, R AR A & (BHOAEE) Z N Eaa
MR L E 4 DNA, & B R & KA, BB
UM # DNA ¥ &, - 80°C % 7, PCR 3| 4 t % 5|
#7.5'-CTG AGC CCA GCC GCA CAC TAA C-3', T
# 3] 4 5'-CAC TAG CCC AGA GAG AGG AGT GCC-
3’ PCR R PR % A 25 pL:DNA 1 pg,10 x & u il
2.5 pL,dNTPs( 4 10 mmol/L) 0.5 pL,25 mmol/L
# MgCl, 1 pL, Ei#5140 0.5 wL, T# 547 0.5 pl,
Taq % %8 0.25 pL, % & 47 ddH,0 %} 2 £ 25 plL,
Thermo PX2 A PCR L # 474 3, PCR X M % 1F.
95C A 5 min;95°C % # 45 5;64°C 3 Kk 45 s;
T2°CHE1H 45 s, 3£ 28 MBI ; & 5 72°CFE{# 5 min,
B ) KR . PCR 38 =4 Lt dift g, A Taq T AW
B 65°C KB 8 h, BEYIK £ 20 pL:Buffer R 2
pwL,PCR =4 8 wg,Taq I WY1 8 1.5 wL, & & /v
ddH,0 #ME Z 25 L, 7 4 VA 2% 37 8 0 5 e L ik,
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Table 1. General clinical data comparison of study objects

% A S BT FasE Bl
(n=135) (n=158)
T/ () 78/57 88/70
FE(S) 67.94 +10. 15 69. 88 +9.25
BMI(kg/m?) 23.26 +2. 83 23.11 2. 82
MR/ 2 (1) 82/53 96/62
WA 75/ 52 (1) 103/32 123/35
Ao IR S A5/ 2 (A1) 127/8 150/8
FBG (mmol/L) 6.21 £2.53 6. 06 +2. 34
TG (mmol/1) 1.69 +1.16 1.59 +1.03
TC( mmol/L) 4.67 +1.06 4.78 +1.03
HDLC ( mmol/L) 1.27 +0.27 1.31 20.33
LDLC ( mmol/L) 2.95 0. 86 2.92 0. 86
Lp(a) (mg/L) 234.32 +129. 64 233.92 +159. 72
SBP( mmHg) 144. 38 +23. 00 147. 11 £22. 08
DBP( mmHg) 83.96 +12. 82 84.59 +11.59
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2.3 WALHIE CETP TaqlB BEREEFIEMEREARS T

CETP TaqIB JEFI AU ( BIB1 \B1B2 B2B2) 15}
BEHRLE 433k 56. 30% 33.33% Fi110. 37% fEFaE
BKEHLH 435010 53. 80% 36. 07% F110. 13% , PiZH A%
SIGFE X, HEHg Bl B2 S0 LIRS
HR 72.96% Fl 27. 04% ,FesE BEHRAL B1 B2 453 3L A
RSN A 71, 84% F 28. 16% , i L ICSE 1127 3
X(£2),

Bl 1. TaqIB BEg¥7=4y Fa ik 1 4 Marker, 2.6 4 BIB1 £
A1, 35,7 F19 2y BIB2 FEFAL, 4 810 #1111 2y B2B2 HEH AL,
Figure 1. TaqIB digestion products by electrophoresis

Table 2. CETP TaqIB genotype and allele frequencies distribution in the two groups

o n B1BI B1B2 B2B2 BI B2

Fy B 135 76(56.30% ) 45(33.33%) 14(10.37% ) 197(72.96% ) 73(27.04% )
FooE BEH A 158 85(53.80% ) 57(36.07% ) 16(10.13% ) 227(71.84% ) 89(28.16% )
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I 25 B2 g 5 1 JIEL 6 P ( VIDL) G %% 32 1% 4 11 E [
fi (LDLC) B R 2 11 2 6] I E s ( CE) 5 H vk = R
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MM AR CETP BA Bt As fE, CETP B
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T AR IR VA A & e MEAEH . CETP 3
& 16 MMNE T, 29 25 000 MEE , fETE B B £ 3k
W2, P AL T8 — N & 1 277 Sk n) 2850
B Taql NEIREEIR, TE AL B1 A1 B2 207 KL 7, 44
A% BIB1 B1B2 Al B2B2 FEH A H. L 254 & HDLC
AOFBYSZ M P 2R, &6 70 5 458 CETP Sl fé 19 245 #4) 5L
HZ€ 45 fiff HDLC 3% =, 03 A Bl 5 i 3%
CETP 7K FF i35 B i 1 3 5 A 25 V) S 1, ik PR A8
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i, HDLC ¥ B2 REAIG, $2 7R 5547 2 5 B1 54X HDLC
IKEARDE, 52 A, B2 85 & I A- 7E A B
() CETP 75 P AR . TaqIB 3 K ] 4 57 b 5% i
HDLC 7K CETP i M Fg & (A WUk KN, B2 4543
FLHEA P As BP0, {2 H |G M JC CETP
FALIER Z2 251 5 390 30 Jok o A s Ak B B A e 1 G
RIWFFE . ARWFFEEER KL, CETP TaqlB 3 K Y55
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# (B1B1,BI1B2, B2B2) 7£ & 4t B Yo 41 rfr 4353l Ry
56.30% 33.33% 1 10. 37% , i 15 Fe & Bt He 20 43 5]
} 53.80% ,36.07% 1 10.13% , N4 52 5 1 BEHR
Ak R FE E BEH A, BIB1 AU T (5 H 3 A v
B1B2 JEPR IR, B2B2 3 IR AIG , (H B4 Lo 55 22
SWAGIFRE L, Bl B1 B2 &7 5K
WERAY R 72. 96% F1 27. 04% ,FaE BEHL4H B1 B2
SEA3F BEPRUR R AT 50k 71, 84% F1 28. 16% , Wi 2H 3%
ZRINEA G E X, FI, AR R CETP
TaqIB JEFBILL Je Bl (B2 v 5L R 5 kA 48 J 34 1)
B ko A A R RS AT R R

M2 RIS, CETP TaqIB By 4% 3k P &Y
TE S I BEH 4 T fe e BE B4 LA 22 S A e it 27
B X, Ik, CETP TaqIB J[F 22 25 1 55 Wi Ag 41 5
V1R S50 517 Jik 585 A e Ak BE B B e R A B I R
CETP TaqIB BRI Z 8N SRS As CRA
frit—2oe,
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