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[ABSTRACT] Am To mvestigate the association between the lipid-regulating effect of statins w ith the CETP -
69G /A, — 629C /A, — 971G /A and — 1337C /T polymorphisn s M ethods The target DNA fragments of CETP gene
were an plified and analyzed by PCR-RFLP technique n 207 dyslipidem ia patients treated w ith statins The relationship be-
ween each SNP and each blood-fat ndex was analyzed by SPSS statistic softw are Results TheA allele was not found

in the — 69G /A polymormphism; A fier the treamentw ith sinvastatin the TC and LDLC decreasing extentwere sign ificantly

different(P=Q 025 P = Q 000) bewween — 629C /A genotypes respectively ~ The — 629AA individuals were Q 495
mmol/L(P = Q 020) higher than CC ndividuals n TC decreasing extent The LDLC decreasing extentwere Q 577 mmol/L
and Q 352 mmol/L (P=0Q 00Q P=Q 012) higher n — 629AA and CA mdividuals than CC mdividuals the - 1337C /T
polymorph ism s was associated w ith the rising extent of HDLC level(F = 3 064 P=Q 044). TheHDLC rising extentw as
gradually increased anong — 1337TT, TA and AA genotypes  There was no significant difference in the change of blood-
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fat level between the — 971G /A genotypes after the treament w ith smvastatin

Conclusion The - 629C/A and

— 1337C /T polymorphisns were associated w ith the lipid-regulating effect of statins

JH [ B B 7% 32 85 [ ( cholesteryl ester transfer
protein CETP) I8 /-3 H[H BEEE ( cholesteryl esters
CE)TEE % FEREE A (high density lipoprotein HDL)
Mg SHMRE B BRINEE B A B 22 #, 7608 [E B
Wmigis R RECEMNEN. CETPERA 7
FIHE CETP 35 1 630 43 5 A 3k 2k, 2 3 o0 7 1f
I v 95 g 2K A RE [E B (HDLC) i 7K °F & HDL i
R/, CETPREN B HIRE & 5ihiT R4
VA AR R S R E A ER R iR IE, (H 2 TR
TaqB 23074, B RMA—8" . FATIHR F 0
AERCEEHA, T B FXE - 696 /A,
- 629C /A, — 971G /A F1 — 1337C /T 42 &AL
5 i 2 g & AR AP A DR ER, oA - 629C /A 235
MAEINNR CETP A P [ h Rt fr 1, X sedf
N CETPE R & 3 7 X N A BEAZE 52 M Al 7T 28 259
W AR RO 1 2 AL S . AWF R Mg 7 B
CETPERJEB)FIX — 69G /A, — 629C /A, - 971G /A
F = 1337C /T 442 47 kAT TR &, HRIT T
B2 5T I 2501 e RO DGk

1 NR5HE

L1 X%

WS REFRMBEERT & X R 2074
fAE ¥ B, BREEE (TC) 26 22 mmol/LH 1K
HEMEEGBERS (LDLC) 24 14 mmol/L, ¥ & i
JERERKRTEE, AL TmE L (FE K
AMLAE % 5645 ™ (200748 ) % B 1044, & 103
BlLAREFRBHRRRXEA, FHER Y 66 26
11.875 , EF RAMEME 1K EH 46 A, £
H—ARNKRALEREL G Y, EREX HREF 4
FRFSERART (R A HA 1 & i B & A i fg . i
BERBTHEEANGSERAN LG WELE), HA
fei6T7 4B (20 mg/d). FTE EFHABGIMAER
TR TR TERERFAERE
FABMEEH. MEREEEFRMITETNE
BERERERTE L
L 2 MEFFARE K& DNA $2HL

NEREHTHETHES AR ABEESL 12h
JE RIS R B kL S ml, AT MEER AN LB, 4CUk AR
o F¥MAEXD 1 ARUE G K#EMAEREL
AT EAR BN A ML & 4 B DNA. DL b 3k A7 A&

XEHEANTEEE.

® L MESREEFERMTATIRMIERER (« )
Table 1 Clinical data of patients before and after sin vasta-
tin therapy (x TLs)

T H HIT R BT R
WA (B Ho) 104 /103 104 /103
FH (%) 66 26 *11. 87 66 26 11 87
KR35 %K (kg/m?) 26 87 12 03 26 87 2 03
BE (2 /F) 161 /46 161 /46
R (= 1) 143 /64 143 /64
TG (mmol/L) 1. 54 %0 77 1. 3230 99
TC(mmol/L) 6 52%1 12 4 69 +q 91
HDLC (mmol/L) 1 52+q 43 1 64 20 41
LDLC (mmol/L) 4 3740 91 3 0420 71
VLDLC (mmol/L) a 71 *a 46 Q 62 37
TC HDLC 4 46 1q 93 2981 76

L 3 KPP

i MR AR G REFRWEERARR
f# | Beckman Coul Ter/a & & 7| & 7+ & Beckman
CoulTer Synchron Lx20 A& 446 WAL £ ] =, 2 5 4
NEp EHERETHERENEE EER: B
FEE B (TC) H =8 (TC) R T E & & BB &
(LDLC) R IKZEE fE & G JEE B (VLDLC). & & &
A6 & & RE B B (HDLC) UL & TC HDLG.
L 4 CETPZ:RH 5 315 X DA 2 25 AL s i JE ] 7Y
ORIl
L4 1 PCR¥#¥EB®HK PCR 4 3% 5| 4 1% #&
GeneBank 1 AF027656751 M 32992 #] J¥ 7 7+ % F&
Bh[3~ 5%, & L& T A4 T4\ 8 (Sangon)
A . - 69G/A % A& LB 4 5-AAA ATG GTG
CAG ATG GTG GAG GG-3, T#5|#1: 5'-GAT GCT
ACT GAT ACT TAC ACA ACC AG-3" -629C /A £ &
F# B4 5-TTC TTG GCC CCA GCT GTA GG-3
T 5 4 5-GAA ACA GTC CTC TAT GTA GAC
TTT CCT TGA TAT GCA TAA AAT ACC ACT GG-
3% 971G /A £ & L 31 4: 5'-CCC AGT CTG CAC
TAG AGG AT-3, T i3 4: 5-GGC ATT TCA ATT
CTG AGT TGT GTG AAC -3% -1337C /T % % L it 3]
#1: 5"-AGT CTG CAC TAG AGG ATG GGG CCC A-
3, T#BI4: 5'“TCA CTG AGT GAG CAT GTA CCA
TCG G-3. PCR R B A 50 UL, £ % 4 % &£ 4
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T (K#E)HRANE AEFW Prine STARIMHS
Prem i ] & (P 4 DNA Polmerase. Buffex dNTP
M xture Mg" )25 L, kT #5|4 25 lmol/LL4Q 5
UL(Z4 % Z Q 25 Bmol/L) K DNA 70~ 100 ng 2
ULLRE A 22 B, PCRY RN SHK HN: A B3,
9U4CHIEZ M Smin 98CHE I 10 s 60CE k 15
T2°CHAF 30 5 30MNEF, &5 T2CHEMAF 10m ine
L 42 MREHEAEKESSME (RFLP) 547
- 69G /A, — 629C /A. — 971G /A F1 — 1337C /T 44>
S5 EWM PCRY %4 A H Msp L Van9lL
Eco881F1 Ecol 141FR %M W 47 % 37CEELT 4 he FFT
BB =Y 10~ 15 ULE L BB K S
%, Bl DL-2000 DNA marker £ 4 ¥ & % B, 0 it
B 40 min A UV -2100%E i 447 & 98 9L &L s ok 46 R
FHAf e A A,
L5 @RirZEnth

Jl HardyW enberg F # & £ # I # A& 89 K &
Mo SPSS 15 OB i M fig % B & FRMITEIT
WAL MR AT RGN AR TELNE
Ve B H % 77 £ 447 PostHoc % F 3%, W3R 2
ZRAWH EZMN. &% B ENEG R THEL A
LDA#tF. P<Q OSHEFHRITFEX.

2 & B

21 BREMEFBRKEZSES LR

- 69G /A ZX MBI =MEAR LR RE GG
FERAY, Bk 4 232 bp A 139 bp 1 GA FE (A5
(371 232 bpAl 139 bp) Al AA FEEI B! (371 bp) Ak
H(E 1). - 629C/A ZERIBYI =Y ke £
AAFER TN 175 bp M 47 bp(F B/ H B
R EIR ); CAZEFALR 222, 175 bp i 47 bp(Fr B
/N BRI PR R ); CCRFBLRAE 222 bp
(Bl 2). - 971G /A Z & W B V) 7 Wy FL Ik &5 R :
GG KA 453, 185 bp Al 72 bp(J Bt/ H e
MBI R R B IR ); GA BRI LA 525, 453, 185F1 72 bp
(Fr B/ H B i B R B ) AA BERIBLR 525
A1 185 bp(E 3). - 1337C /T Z 2K EE V) 74 Ha vk
S5 9: CCEEB KA 19741 105 bp CT %
RAA 197, 105, 82 bp il 23 bp(Fr BL/N i H B IR i
B RE 7R ); TTEEK AL 197 bp. 82 bp A1 23 bp
(FBUNEFRRER, B 4),
2 2 REDR AP AR 5 SR FE R AR 43 K

£ 2079 i i e HE R E h, - 629C/A 23 C
SRR N S &, H - 629CC (5711 ). CA

(10145 ) A AA (49451 ) PR BUARZ 53 N 27 Fo
48 6 Fl 23 oy — 971G /A 235 G S R FFHZE
N 68 &%, H — 971GG (10441 ). GA (7761 ) F1 AA
(261 ) & R B2 4y Bl o8 50 20 37 2% Al
12 &% — 1337C T 235 CEEAFER AN 8L 20,
H -~ 1337CC( 140 ) CT (5341 )A0 TT (11451 )= A
RUR N 67 6o~ 27 1% A1 3 3o o

232bp
139bp

B1. -69C/A A4S/ PCR-RFLP BBk R M %
DL-2000 4r-f kbR, 1 2 #13 HEEK GG
Fig 1. The gel picture of CETP gene - 69G/A polymor-

phism

2000bp

1000bp
750bp

500bp

250bp

222bp
175bp

100bp

B 2. -629C/A &4 A/ PCR-RFLP Bk & R MW
DL-2000 7FHkbrdE, 1 IEE K CA 2 IR CC 3 HIEHEA AA
Fig 2. The gel picture of CETP gene -629C/A polymor-

phism

B3 -971G/A AR PCR-RFLP Bk & R M %

DL-2000 73-FHtbrdE, 1 BIEHER GG, 2 ALK CGA, 3 BHIEHK AA

Fig 3. The gel picture of CETP gene -971G/A polymor-

phism
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4 - 1337C/TSAHLAM PCRRFLPEKER MKy
DL-20004F &EArE, 193EEA CT, 2 9FF B TT, 3EEFET CC
Figure 4 The gel picture of CETP gene — 1337C /T poly-

m orphisn

2 3 HardyW einbergi#i /%1 i 16

Gt A B IR - 629C/A. - 971G /A Al -
1337C /T 225 67 5 1 252 IR B 000 2R 73 A #F & H andy-
W enbergi#ft /£ V4 (X'=0 109 P>0Q 5 X =
3657 P>003 X=2756 P>0 05 di=1).
2 4 EARABIT IR T AT & DI g A 2R K P TR -
629C /A — 971G /A Al — 1337C /T £ &% FH B4
() ) L

TE YR BE T 190 08 IR S5 TR A DR 35 i sz el 1
G, TCHL/KTFAE - 629C /A 2 S AN[F L R A 2
HEREEZER (F=3 326 P=0038),#—2%
LRSS R L - 629AA F R AR TC K5
Z CCHER AR B3 S 7 Q 558 mmol/L(P =
Q 038 & 2). & WU g E L K-F1E - 971G /A HlI
- 1337C /M &K WM AW % 7 L4 i %

2 -6C/ASEEEFERAEMAREZEKTE (» s
mmol/L)

Table 2 Baseline lipid profile in 3 genotypes of — 629C /A
(x L5 mmol/L)

Mg, FRAMITIRYT 45 TCH LDLC K781k
BIE - 629C /A Z 345 1 & R BY 20 51 [|] 1 22 = 4
H¥EN (F=3 767 P=0 023 F= 8 533 P=
0.000), # — 5 Post Hoc £ 5 b % 45 B % B,
— 620AAZE R U AMA R TC/AKF FRHERERZ CC
EEBAEKLZH T Q 495 mmol/L(P = Q 020), Bf
— 620AAZE K YA K TC /KT F BRI B K. 7E
— 629AAM CA JE A BN HT ) LDLC ZKF K P i@
FERiZ CCHFBAMET M ZH T Q 57Tmmol/L Al
Q 352mmol/L(P = Q 00Q P = Q 012), El — 629AA
A CA LR FAMA LDLC K F F R ER, ILE 3
HDLC /K FARL B AE — 1337C /T % 75 5% F K 7 40 )
A SEEZER (F= 3 064 P=Q 044), X% R
WERIBEERLWAHAHE, ZELEBRERE
N, BARM — 1337TT. CT %] CC, HDLC FF & K e &£
AR AR, (0 AT 3 Fh 2 DR 2L 41 59 7] 1) 22 57 0
Gt E (R 4). & IR 8BS0 B 4L B A
- 971G /AL SRR BAR B LR EEZET .
25 BB ST

KA LDA B A4 &3 — 629C /A Fil - 1337C /
THRBMBTREZENAGFEEYATHEHKXR (7 =
Q 001, D'=Q 050).

® 3 BUMASKFEENLETE - 629C/A BT EERR A
B4 Eb 458 (;c =+ mmol/L)

Table 3 Change values of lipid profile in 3 genotypes of
- 629C /A (x 5 mmol/L)

W H cC CA AA P
TG -026108 -023%088 -0 1610 88 O 846
TC -160%092 - 1.83%091 -209+0 92 0 025
HDLC Q11030 012F030 Q09+ 30 Q838
LDLC -102+072 - 1370 72 - 1. 60X0 72 Q 000
VLDLC -009%024 -0 08%0 24 —Q 1130 26 Q 759
TCHDLC - 1413098 - 1523097 - 14830 98 @ 811

W H cc CA AA P
TG L49%079 1563077 155*078 Q857
TC 628%1L 11 a49%1L 11 a84+xl 11 Q038
HDLC L44%043 1533042 161Fa43 Q101
LDLC 4172092 439F091 458*092 Q083
VLDLC 063046 Q72F046 080046 Q168
TCHDLC 4553094 4453093 439%094 Q 668

x4 BUMMASKFETHEE - 1337C/THBEEEFBA
B9ELER (x £5 mmol/L)

Table 4 Change values of lipid profile in 3 genotypes of
- 1337C/T (x s mmol/L)

25 FARMITIRIT 5 & DU AR K P2 &2 1
— 629C /A — 971G /A F1 — 1337C /T £ 2 & 3 K 1Y
S B b

TEVREE 70 AR08 RO A5 VR 2% R 3% 1 s e

moH cc CA AA P
TG -022%08 -017%X09 -0 45%0 89 Q 629
TC - 182093 -174%095 -2 1220 93 Q 479
HDLC 014%t030 0o08*a 31 -007F030 Q044
LDLC 1322075 -1312076 - 154075 Q632
VLDLC -008*024 -0 12%0 25 -0 1020 24 Q 555
TCHDLC - 1552097 - 1352099 - 1. 13%0 98 Q 221
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3 % w

T 2 25 AE 6T I PR I G 57 8 2
Wi, BN 2 — 5t A2 8 3 40 ) L I A 1
PFROERE B2 B BE4HEF A ( HMG- CaA) &
JER T D5 A, AR AR I 7 e REL TS B (TC) AR %5 2 i 2R
1 JH [ REAH 0 =B AR SR R 2 IR SE R
B, BT AR R S S AR, AT 2R 250
Fe R B B AMEZ R4 . CETPAE A4
P IR [ AR AR A — AN G BRI, R AT RE R R
W VTR MR SR EE N T2 —.

CETPERTEZ M & L REE 2 &M, &%
WAAET ABEFEEER., AKX CETPEFEZE
Ejfth T 25018 fig SR B R MR TE A TaqIB 245
BN, HERIEA—B. WA Fiegenbaum' " Hf
Fugh Fh, B2B2 B R RN H I A TT R4 5
A I G RCR, oo Mg A kAR B T,
M Regiell 145 BRI, BIR B2IERA 55K
() HDLC A CIBE, B 2EAth T 38 25 98 g 2801 178
WAz 235 RN BIB1 & A A Taq B £ &0 T
CETPEFTLIIREX I & F 1+, BT LI X Le 45
WESIERR BRimAERL ",

FER| CETPER B 37X MK CETP & K&
R AR A B, A St CETP RS 35 T X /)
- 69G /A. — 629C /A, — 971G /A #1 — 1337C /T P44
Z AL 5 TT A5 R R R B AT TR
e -69G /A 752 CETPR:K B 81X _LiiF PEA3/
ETSZ5 447 5 (CGCAA) B MBI R AR G~ A
KA EH A, NaganoXf 196 4 LR K AN a
JI6 8 1 IfLAE ( hyperalphalipoproteinem ia HALP) &%
HAT TS, A AN H 2 - 69CA AT, HR
BERMEN 1L 0. 5 - 696G 4 A T L,
- 69GAZE T B Y CETP /K FE3E TR, H
HDLC /KB B . H epG24H I I 5% Yu ik B
B AR B TR A Bl T I 3 S is 1t R A B AR B RR R
o o 1E5 NI — 69A AL HE R T H AN HEAR,
FERRSE FRD N B b it R A 1RE .

FEARW FLH, B PR N B R S 3E 2074 iR
FRHEBEZPTRKI - 696 /A L1 GA 3£ [ A0
AA SRR R IZ 2 75 B VG DU B o A 35
X, FTREAS AT 2591 B U R AR 22 1 £
BN &

- 629C /A Z &2 CETPEKFH —AIhfetE £
B, EZ PR E 08, £ A S5 475 K [ 45

N S0 0, B TRRM AR AR 48 o '
H epG 241 3% G4 36 2 B, %% 5k A7 Spl/Sp3 fe
5 — 629A 7 2 R R 7 &5 A AT # ) CETP 2%
IRLJE B 7 B85 im v, IR — 620A 25 7 8 [R 45 7 o
MK CETP B3 B A VE 1 2 2 T B, HDLC /K *F
JUTBA B

TEAT T, EPEDUR NFEAE — 629A SEAr L[]
IR 48 o, AR W RPN o 72X I 5
BB AR VA T AT I G 3 LR KT i te R R B, -
629AA FE R B /MAT TC L /KPR 2 CCHFHY
AMETHRE T Q 558 mmol/L(P = Q 038), i% 4% F
N, FEDCR MG 5 0 BE AR R, — 620A S50 B2 R 5 1L
Hm TCAKTA KRB, FIbH A 4072 H 45 77
HRAEOIE BRI MR e B KT CCREREL,
XE5EAKZHARE (A S EF 55 HDLC K
FHIREK ) ) G5 R AN [R], 1A% 15 5 32 B4 1) 22 57
ARG FEFIER . A E AR St A = Y 1]
— MR A S e, AR KB - 629C /A 235
HDLC [FJAH 1% .

XIT - 629C /A 235 5T 2K 2501 JIg FOR 1
K2, Blankenberg "' Venmoif ™ T 5t 45 B B
— 629CC = [K] B %o Bl +E 4% Ath VT 18 fig 2% 2R ZE 4L T
— 620AARE[R BY . FAf FE AR A VT B B B 6 AL [A] B B
(CE)TE HDL[F] VLDL  [H] {58 #e, I el i & me
Wiz 454 8 (SREBP) [ T-#i& 42 N i CETP
B IE, (15 CETP IR EEFEYE T %, 2 5
2 LDLC /K7 1y B & FE AR, CC 4l & ¥ Ifi 28 H 1
CETPAb T &R IEKF, AN T CETP JF A5t Ak
TARIRFERIVE G AA 4051, &t Btk hyT ia
F— B A, CCalig T Mk d ) LDLC R FEIK
T EE T P,

KAWL R, BAR — 620A 2575 K 5 i 32 4%
EFELE TCAKFAHCER, (HEFE L RIREITIE, -
629A 25 B R ¥ 7 & A X T — 629CC 3 [R5t Ak
TTRZW B i IR 8RB oAU . 72 AR X MR JE (1)
SRR B T B R R A2 iR B = A RSN, HE
RIS AR TT 2590 380N 30 7 % 1) HM G -CoA ik J5 g 2k
A ES EEFE 2 AE - 629C/
A ZBEHAFHEB TR FELERAR, E2MHE
X & o

- 971G /A Z351 A S5A0 5 IR0 26 75 BR 36 [
NBER B> Al 49 19, i & T D0 N B 4K )
31 0. WEEAIIER S B2 FRRE) CETPIR FEFI B
EF = HDLC /KFAH G BK.  H epG2 4H Ml 1 %5 &
HYeseib R, - 971G /A B T2 & IFA R
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CETP A 3T s id%, B 5 - 629 C/A A,
- 971G /A Z & 1] Be A& — A 4E Ih 58 M 1Y 8 A% A
e A T 4h SR rh 3 R R B I B K AR AR
BIE - 97IG/AZE = MERMARMESR. K
- 971G /A 23 AT BEAS 2 52 1A S A A VT i g R R
SRR FEEEWEE.

- 1337C T 2352 N CETP &K 1 ThRg AL
FHBI ML EL, HepG2 A i YR Bon e ft 5
- 629C /A Thiett Z &M HAE A k2 CETP 3 A
M SEE Y . FEASLIG b, G 5 BB & AT
KUWEIT G, HDLC K F- S MR EELE — 1337TT,
TCH CCH:[A BY 4H 7] 3 K& 3, $27 - 1337C
SRR E B TT RN B, ST K24
o 6 I G 295 R R R K o (B HE— B B TP T )
M REIR - 629C/A 5 - 1337C /T 2 &4 s I
RAEAEEBUR P41, 178 CETPRE B3 7 IX 21
EHHARKI RO MZEY CETPE] HDLC K
SPAHSRERI Th e 2 AL Ao

i LRTIR, CETP R 2 8 57T K259
RE R A B, 18 B AK 52 ma L) A A 3 — 20 0t 7.
FANE A — R HIR, ik CETP A H
DNREMEAL s /b, B A A 2 A KAl 2 %) &5 SRt il —
SE MR, PR A 7 45 S 19 R IV 78 0 26 R IR
K.
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