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Low Density Lipoprotein Particle Size in Patients with CETP Gene Mutation Increases
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Aim  To study the relation between cholesterol ester transfer protein ( CETP) gene mutation and size of low
Methods  Exon 15 missense mutation (442D: G) in CETP was determined using PCR
— RFLP method in 200 patients with coronary artery disease (CHD) .

LDL particle size was analyzed by non— denaturing poly-

Results 6 heterozygotes and 1 homozygote were found to had the 442D: G mutation among 200

The patients with gene mutation ( n= 7) had significantly larger parti-

cle diameters than those without the mutation ( n= 40) (26.92 £0.79 nm vs. 25.71 0. 66 nm, respectively; P< 0.01).

LDL subfraction pattern in all the patients with gene mutation is pattern A.

nificantly difference between two groups.
el of HDLC and apoA iv compared with control.
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Conclusion

The distribution of LDL subfraction pattern was sig-

The patients with gene mutation had decreased plasma CETP level, while elevated lev-

LDL particle size m patients with CETP gene mutation in-
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1.1 fARNR

HERHFEH 200 61, 5 AN CHMAERFEH,
£ 50~ 75 &, A F M 145 B, L% 55 6. BE
J& 12 h # i i, EDTA (1 g/ L) # k.
1.2 PEEEAES EEEERE 15 /M F D442G 58X
R R
1.2.1 314  Pl: 5° = AGCAAGGCGTGAGC-
CICICCG - 3°, P2 5’ - GAGGGAGC-
CAAGCTGGTAGA- 3,
1.2.2 PCR 43§ RXAS #8958 BAER
DNA!® . R RIK 2 500 UL, o4 1 x ¥ 3 4% v i A
dNTPs 4 200 ML, 5|47 P1 1 P2 & 50 pmol, #
DNA 200 ng. & # 78 7L U ( PE2400 &, Perkin Elmer
Cetur) F 95 CT4 £ 5 min /&, fm A\ Taq DNA % 4B
2 u, SR EH#% 94°CA M 1 min, 60 CiE K 1 min, 74 CZE
f# 1 min, 963 35 X Jg & 74 CZE # 7 min.
1.2.3 ¥ =40 s ikt PCR ¥ 3 =4 17
UL, 10 x B 47 4% ¥ 7% 2 VL, Mspl B 1 UL( 10 u/HL),
37 CHMAT R, R A 1EJE =94 10% R A i B %
BRI v, ML L B 35 min, UL DNA B K &
WM S E, RIMNT TNEER.
1.3 ERAKELZRK

MR E A B AR BLDL (1. 025~ 1. 060
ke/ L), HEAT WK YE, 4 CF % (4 EDTA- Nay 1 g/L)17 .
2% ~ 16% B T 4% BE iz b6 J5 %k B . ik 4 % LDL L4
AU R E R A pH 8.3 Tris— H & B. 150 V
T 2h A, WA LDL B ZF|AFER 15 WL(4&
B 0.5g/L A0 FEHE200g/L), KT 80V Hik 2hy
150 V B3k 12 h & 220 V H#E5 12 h, Bk iEE 4C.
Bk EAEL R Re, FEIH NI H(633
nm) , W& EEHKIES .,

SERAELSH A IRBA(E A 38.0 mm) | F
R EE(EZ17.0mm) 4 & & ( EEZ 12.20 nm)
M ENEATE(HZ 10.4mm) . UEF GWk I E
BN B AT, Bk B AR B AR FI AR
w4, it & LDL R EZ.
1.4 EEEERERTASEFEHEE

REEREGLH,EF 2 H A BB A A
AUFRERATRET 25.5 im 8 LDL £ 14
PAR B2 /INFAL B LDL O 9k B & 38 DUk B & /D
T 25.5 nm ¥ LDL ¥ = & DR 3 A BUR B LDL 9k
i

1.5 MBEFABEIEAE4E T & RN E

B i 2 i 2% % FE B B (total cholesterol, TC)
o = B8 (triglyceride, TG) WK E, BXERE G
@?—(HDL cholesterol, HDLC) & A B zh b2 47 —
FHBENZ k. KE E A& &G B E 8 (LDL choles
terol, LDLC) Al Friedewald ~ X it &. #E & & Al
FB A RELBENE. Lowry FMEE G F A
2, REAFNFEEESE. RAEZ LA ELSA &
% CETP ik g™ .
L6 ZitFERE

BEUAE IR EZRT, BELEXR 7 £
G, FESS AN EEERE ST Eg St K ER.

2 # R

2.1 PEEIERERS EEBERE 15 B F D442G R
THYSIE

HE 4 Mspl B 1) PCR 7245 1) PAGE B3t (] 1,
Figure 1) W HE 179 bp — & NEAR, &
158 bp A1 179 bp Wy 25 # N8 &1, RA 158 bp —
S R . 200 1655 0 B 3 R B 6 191 2
EF, 1 BlaibF, RAEE3.5%, SR EEEEN E W
fa B NFE 4% (5728 RARIE

M 2 5

1 BEEEIEER Fxon 15 D442G R3F PAGE Eig
Figure 1 PAGE analysis of Exon 15 missense mutation
(442D: G) in CETP. M: PBR322/Hae G@Makers; lane 1: nomal
(179 bp) ; lane 2: heterozygote (179 bp, and 158 bp) ; lane 3: homozygote
(158 bp)
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REEKTIERAHHE(26.92£0.79 nm L 25. 71
10.66 nm, P< 0.01) . ZAF4 LDL W41 5 )
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*1 BEREXEZEOEERRTEEZREEEEZEATNANRMETK
Table 1 LDL particle size and plasma lipids level in patients with CETP gene mutation(x *s)

CETP deficiency

CETP non- deficiency

fnder Pattern A( n=7) Pattern A( n= 21) (Pin:cn]lg? Pa(u:lll i(;: B
LDL Diameter (nm) ¢ 26.92 £0. 79 26. 20 £0. 53 25.19 0. 26" 25.71 £0. 66
CETP (mg/L)° 0.53+0.29 1.79 f0. 46 1.51 £0. 45¢ 1.65 £0. 44
TC (mmol/ L) 6.08 12.92 5.2410.90 5.32%1.01 5.28 £0.94
TG (mmol/ L) 2.06%£1.82 1.62%0.79 2.12%£1.16 1.86 1. 00
HDLC ( mmol/L)* 1.76 £0. 56 1.29 £0. 24 1. 18 £0. 22° 1.24 £0. 24°
LDLC ( mmol/L) 3.37%1.64 3.2110.92 3.16 £1. 10 3.19£1. 00
ApoA iv (g/1)¢ 1. 65 0. 51 1.30%0. 15" 1.25 %0. 16" 1.28 0. 16
ApoB (g/L) 1. 18 %0.35 1.07 %0. 19 1.15%0.27 1. 11 £0.23

Significant difference between the groups, ¢: P< 0.05, d: P< 0.01; Compared with CETP deficiency group, a: P< 0.05; b: P< 0.01.
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