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HE HM:3K % CETP TagIB £ B % A4 5 B AR s (CHD) K A48 £ M. Fik: it R E TN ERAERBA 430
], 5% CHD 41 322 4], %+ B840 108 1) . A gl 52 A2 B BE (CHO) . H i = B85 (TG). v 25 JE 5 & & (HDL-C) MK % E IR & @
(LDL-C).# 8 %& & Al(Apo-Al), &5 & & B(Apo-B)K-F., KA PCR-RFLP 7 3% M & #F 74 & CETP TaqIB A& B &, 547
CETP TaqIB JA B % 25255 o fig /K- & A i & L 0948 % o 855 : (1) 42 CHD 48, CETP TaqlB S B A B1B2.B2B2 #) HDL-C &
F[(1.29+0.35) mmol/L. (1.16+0.36) mmol/L]4x 2 B A B1B1[(1.09+0.22) mmol/L|A8 Yo 7 38 & 69 A H 12 | B %64 463t 5 £ /(P>
0.05),CHO.TG.LDL~-C.Apo—Al.Apo-B /K-F 3 . 2 % £ F (P>0.05) ; x 205 B A Ja] o i5 K -F- 2 2% 2 F. (2)BIB1.BIB2,

B2B2 AW A& CHD 414 35.1%.45.0%.19.9% , FE5F B4 A 37.0%.43.5%.19.5%;B1 B2 545 A B3R 5 /2 CHD 20 % * FE 21

5 A 57.6%.58.6%F 42.4% .41.2% ., #3¢ CETP TaqlB A B A R F 154 B 5 £ R H %t 3 £ F(P>0.05), Hig: R ZHEA
B CETP TaqlB 425 B B2 A FE 5 A 5 B A Fpbi R ABEAS—20; R 2 AE CETP TaglB A B % A5 B ym A a4 41

XA AUy CETP; R AW % &M
hESES R5414 XHERFRERD A

Studies on the correlation between CETP TaqIB gene polymorphism and blood lipid and coronary heart

disease

LIU Rui', LIU Yu-jie?, HE Le?

(1.Graduate School, Tianjin Medical University, Tianjin 300070, China;2.Department of Cardiology,Chest Hospital of Tianjin, Tianjin
300222 , China )

Abstract Objective: To investigate the correlation between CETP TaqlB gene polymorphism and lipid metabolism and coronary heart
disease (CHD). Methods: A total of 430 patients in Tianjin Chest Hospital were selected in the analysis. All the enrolled patients were
divided into CHD group (n=322) and the control group (n=108). After admission total cholesterol (CHO), triglyceride (TG), high density
lipoprotein (HDL~C), low density lipoprotein (LDL~C), apolipoprotein A1 (ApoATl), apolipoprotein B (ApoB) were tested. PCR-RELP was
executed to determine the genotypes of CETP TaqIB. Results: (1) In the CHD group, the CETP TaqIB genotype B1B2,B2B2 levels of HDL-
C [(1.29£0.35) mmol/L, (1.16+0.36) mmol/L)] were higher than genotype B1B1 level of HDL-C [(1.09+0.22) mmol/L], but no statistically
significant difference (P>0.05) was found. The levels of CHO,TG,LDL-C,Apo—A1l,Apo-B were statistically significant. No significant
difference was found in the level of lipid in the control group genotype. (2) The frequencies of genotype B1B1, B1B2 and B2B2 were 35.1%,
45.0%, 19.9% in CHD group, and 37.0%, 43.5%, 19.5% in the control group. The frequencies of B1, B2 allele were 57.6%, 58.6% in CHD
group, and 42.4%, 41.2% in the control group. No statistical significance in genotype and allele frequency was found between CHD group
and the control group (P>0.05). Conclusion: CETP TaqIB gene B2 people in Tianjin area is consistent with other parts of the country. The
existence of correlation between CETP TaqlIB gene polymorphism and coronary heart disease needs further evidence.

Key words coronary heart disease; CETP; lipid; gene polymorphism

e O (CHD) B AR AL 20 52 2%, DR AR 5+
HoOEHFELRIRZ—, KRaEmfrmesitak
AH, i % B i 2R (1 (HDL—C ) S5l [ %32 1 Y 5P
[l e , HC R SR 2 BT R Pl ORI A P B
TREAFEN, FEMT R o i A A= 5 IH [ B i e i
H=HH (cholesteryl ester transfer protein, CETP) 2 JIH
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Pt 338 ) 4 R DG BB 1, A O 9 P R vl —
(TG)TE = % B &R I A & 28 82 11 B(Apo-B) A%
% REHE 1 (LDL-C) R IG5 B BE 25 11 IR A iz, H:
FEUEK HDL-C Hh B [ EElR 4% i 2 s & H b =l
i) [t e S AN S & i R ) g e R B A il SN A AT
— L 3E A S b RS2 AR A S AR, AT 25
4%, TSI 101375 P HDL Ao BE R RN A 70
TaqIB J& CETP LLHHE UL 3L A7 i, N EATE
HMIFFE R, S TS S 2 S SR R A
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TCMIFEME A A o ARBIFFE R R X o0 AR
CETP TaqlB # N Z & #1700 M1, R CETP
TaqIB & H 2850 SRR B0 & 2 A JCHH G
(NS ) el L i oL SR G U N C e T

1 #EMFFE

1.1 AR R AW X4 R 2013 4F 8
H-2014 4 4 AR B R B 52 A Beih T ot
TrabtR sl bkt 52 () 8, 3 430 i, AR : 01
1 ARG 259, #e3zidhkig s B . HEBRbR
T JHFE AR HOR BRI A e R e
T HA R A A5 | SR R B A IR
1.2 s AR REIR S IKiE s 45 R o - iRk s ik
TR A R e K LA AR B AE = 50% % A & X
A TIH S CHD 41, Seffik il 45 1E 5 sipk 28 <50%
G T HERR T O hxt B2 o e BRI A R 43y
B1B1 41 .B1B2 41 .B2B2 4.,

13 AAFHKER ARG E  ICFEHR
XTGP  AFI R s OB PRI sk B e I He s
. SRAEZASIE 12 h 5 MK 5 mL, B H HAS
OLYMPUS 4= { gh A A4 Fr {0 SR E EE(CHO ) |
TG .HDL-C.LDL-C.Zlf & 1 A1 (Apo-Al) .
EH B(Apo-B)/KF-,

1.4 CETP TaqlB A& B % &M &

1.4.1 DNA 20 RESEFKIL 5 mL,EDTA $t
&, ARSI MR 2N A 1 40 DNA, & F-20 °C
UKFETRAE

142 St BT 5 -CACTAGC-
CCAGAGAGAGGAGTGCC-3"; FilFsI#Fs .5 -

&1 CHD AMxRANKEREZRLE

CTGAGCCCAGCCGCACACTAAG-3,
1.43 PCRYHY PCR ¥ IGARRIL 25 pl, @G5
Y 1L, S50 5 WL, dNTP 0.5 wL, Taq B4 0.3
pL,H,0 17.2 wL, DNA B4R 1 pl. S350 GB K
TEMR = 2B0EFR . § AR 1.5 he PCR P204T 1%
BrNEHEEEC TR 40 min, SANT R o] WLy B0 Bt .
PCR 7=#) 12 pL, BRI VIS Tagl B1 L, 28 0
1.8 pL,H,0 3.2 uL, IRA) 5 B0, BUE AT 37 CHL#k
TEACRAFE AR, KB 01T 2% W) Bl W e
JREHL UK 3BT , WGV 40) , B AT S o L R A
1.5 %it5 A3 K SPSS19.0 #FAb B &%
Wi o THEGORI xxs Fom, AL FLRCR H ¢ K25
THECTERE LR FH x® 6 56 5 T 20 (1] 5 PR 28 5 8457
AR R T 2 K565 P<0.05 N2ERA G373 X,
2 #R
2.1 ERIHRA R kS A A S CHD
2H 322 {3, %t HEZH 108 45, CHD 21 5% R ZH A L 5%«
AR MRS | IR BB PRI R K I B 7K S A A
TEGT2E 2257 (P<0.05)(# 1),
2.2 CHD 85 2} 20 R ) Ak B AL 5 ofn i /K -F pL 4%
CHD 21 322 fi], A% BIB1 113 i, H:H A
B1B2 145 7], LK% B2B2 64 {4, F:K % B1B2,
B2B2 () HDL-C /K- A5 A B1B1 A Lb A 14
A RIRE 2225 (P>0.05) ; AL G 7K -4
TeZE R (P>0.05), XF BEZSE N Y B1B1 40 5] 3[R Y
B1B2 47 4] KEH % B2B2 21 4], 5L (K1) B1B2 . B2B2
MLAB/KFAEFE R R BIB1 AH L T & 22 5% (P>0.05)
(£2),

Tab1 Comparison of the basic clinical data between CHD group and the control group

o . AR/ PER mi BER S W CHO/ TG/ HDL~C/ LDL-C/  Apo-Al/  Apo-B/
% Byw k1% Wil% 1% (mmol/L) (mmol/L) (mmol/L) (mmol/L) (g/L) (g/L)
CHD # 322 61.05+8.59 655 58.1 35.1 264 4.99+1.22  2.01x1.11 1.17¢0.32 3.09+0.95 1.07£0.26  1.1320.35
X B0 108 58.31+8.68 342 42.6 139 389 471095 1.75+0.99 1.25+0.35 2.82+0.77 1.21£0.27 1.02+0.82
Xt 2.838 32390 7.809 17.393 —-6.317 2.513 2.197 -2.375 2.734 -4.689 2.734
2 TaqlB A[EEEZAHMASKFERELE
Tab 2 Comparison of gene TaqIB lipid levels in different genotype groups
e HE PR R n TG/(mmol/L) CHO/(mmol/L) HDL-C/(mmol/L)  LDL-C/(mmol/L)  Apo-Al/(g/lL)  Apo-B/(g/L)
CHD 4 BIBI 113 2.05+0.71 4.660+0.34 1.09+0.22 2.84+0.52 1.04+0.13 0.99+0.15
B1B2 145 1.85+0.79 3.89+1.68 1.29+0.35 3.18+0.59 1.10+0.31 1.03+0.41
B2B2 64 2.02+1.09 5.00+1.38 1.16+0.36 3.16x1.17 1.03+0.24 1.21+0.39
X R 2 BIBI 40 1.53+0.64 4.52+0.80 1.19+0.35 2.73+0.68 1.15+0.27 0.88+0.20
BIB2 47 1.75+1.33 4.79+1.16 1.18+0.37 2.60+0.68 1.14+0.30 0.92+0.37
B2B2 21 2.05+1.22 4.76+0.83 1.23+0.33 2.84+0.72 1.20+0.28 0.95+0.28
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X Eii , 4. CETP TaqIB 3% K 22 250 5 1 5 A 76 -0 HH S PR 5 119

23 CETPTaqlB ¥4z A K. RAASH AL ZC
FaXk % KL BIB1 #F CHD 41 FUGt REZH v g
AR 43 5 R 35.19% F1 37.0% , F:PH A B1B2 7¢
CHD ZH 1 %) B 20 rf (1) 43 A B 28 43 53] R 45.0% il
43.5%, JHL[RRI B2B2 7F CHD 2 FIX} IR 2H Fh i 53 A
WA R 19.9%F1 19.5% ., %P4 ARE TaqlB
FERIARL I A AT xRy , 4% 25 PRI AE 9 28 1] 347 T
BEFF(P>0.05). Bl SO LR LE CHD 415
Xt HBZH 539K 57.6% K 58.8% 5 B2 45 Av; Ke A AR
WIZH ] 209K 42.4% N 41.2% , Wi HLEIRIC4eit
¥ 225 (P>0.05) . WFFERTGErh B B2 BYSEA HE A 4t
R 0.58.0.42(% 3).

3 TaqlB EREREMERSNES (% )]
Tab 3 The genotype and allele frequency of gene TaqIB in two
groups[n( % )]

e ST R R
B1B1 B1B2 B2B2 Bl B2
CHD#H 322 113(35.1) 145(45.0) 64(19.9) 371(57.6)273(42.4)

! n

XTHRZH 108 40(37.0) 47(43.5)  21(19.5) 127(58.8) 89(41.2)
X - 0.135 0.020
P - 0.935 0.967

3 g

6L o A2 Fi T BR B fk o A B A {4 s e 4
FHZE , 200 UL ST 5 R A ORS00
S AN BET R b i (B 2 — , A A RS
6 AEREEAR O LA ALY 1700 7N, TERRSE S
KR FEZ, O AL TR E M I T R AE BT R 1
SR, R S — L FET A L [ A R R
FET LA B b TR BT, O I Kk A
BU i 4%, A ZFh 20 DS [R] AR R i
ALHE N 7R 2 106 L/ INHR 2R S AR B B 2 10 A
V- LA e P2t e TR gt A% PR 3 A Sl o 11
KR Sl o 25 B A LA B AR A
A S J2 , b0 G 3 PRUAIL ot S fe b2 21 AATT Y
KV, HLR AR A G SE R P B RAE IV R 45 I 3]
ARG M SNESACHH T R, CETP 5
SR IO 5 I R 21, CETP & 43
T R (70~74)x10° B BGE & B KR 2R 1, F RFAE
e K B i AL 23 E BT A I B, S5
CETP i#it 45 HDL-C 5 VLDL X LDL Z[H]l§ &
H5 H i =ER iz, K s HDL-C Rk
SRR /N | A AR 2 [ e ) 3 1) e i R
HEMIERD, 740 58 &I CETP 3 280 n]
SZMA CETP (104 ok B S L& M, CETP K FH s,
TGRS SR, ATANER CE 1§51 %, 53 HDL-C /K-

RS, 1% HDL-C k2 A2 i 35 A4 R 3 Fnasi A% [
FALFE e Y, BT R R 23%~84%, WFFE R
A HDL e B 5 5600055 1) & A kR G, 5 Ui
AIPRAP R R0, K5 i CETP JE 1 TaqIBAE
K 50 A M 1 . TaqIB FEDR 527 T4 —
W& 15 277 (iR, PCR-RFLP 5 7w,
PCR 7710 526 bp F B MR BV A= A AE
g 3 FhIENAL:BIB1 . B1B2 . B2B2, AHWFFTIN E Jm 45
5 PCR-RFLP 45—,

VLAEAR CETP TaqlB &K 22504 50 145 5%
KRB AL TR Bt . N H BTG AT A
CETP TaqlB J& X 22 251 5 a0 5 & A 1 6 38 v oA
KBS —F UL, Ordewas 251N} Framingham 28 &R
AR B2 AR 510K CETP & PEREAK i
K HDL-C 7K-F-Fhm Al o, DRI O 14 A A=
. Borggreve AENATS AR 2 8 289 44 NBESEITIIST , 45
FLH R B2 25 Ll HDL-C ¥k /K- THEs , R
LA BRI HEAHT  6E Cos 1) SR R R T v T
DK LA T TaqIB 22 2851 1 A S DAAE by 50 9 1) T30
R0 ARG o 280 3 PR ARDI o K5 il 7K S 43
Mr 7R : CHD 4 Fp £ K A B1B2 (1) HDL-C 7K 4%
FENAY BIB1 #4w, JE KR B2B2 A9 HDL-C 7K-F4¢
FA BIB1 5, BRI RIA B G225 (HAH
oA bR S B X IR L AL B1B1.B1B2,
B2B2 () HDL-C /K- Jo i E 22 5 . TR 5L
oA, BRAEBFSY o R [ m O ARERY B2 S50 5L
PRI 0.4619, 3% A6 T AR B2 4540 FE PR AT 5
M 0.437M, ARHFSE CETPTaqIB B2 2557 3 K45 %
0.42 , FNF [E1HAh by DN TR S5 37 J56 PR AT 32 LA AR o
A S hE 1 1161 44 CHD HE AT 1 149 £4%F
HE DA Meta AT -4 TG0 1100 #T , F9E K B TaqIB
T UI07 55 2225 5 v [ e 0o 2 SRR AT O, 3R
B1 S50 K ] B2 et ol i st B fa R R &R . AR
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SO JE I AR S . ARFAY R CHD 4155 8
2R 5 LR o A B AR B et 2 S, Rtk
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ANE 5 5o R AEAFTEAR DG o ASBFFEAEAS (5145 i
b, HEERAETRIESE CETP TaqIB £ K £ 51 515
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R E—UESE
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