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sity lipoprotein, LDL) , ¥ ¥ Ifil 3% v % J% i & (71 1EL [ B ( HDL
cholesterol, HDLC) 7K, [F] I 2: 5 HDL ik 5 %, [X It CETP
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A CETP K £ 25 kb, &6 16 MR TR 15 MHE T,
BT 16 5 Qe AR (KB (169" ™), 524 50 i g fH 28] 7 gk
L FE FE I (lecithin cholesterol acyltransferase, LCAT) & [K. 7E
CETP £:[H (0 # B:2 4h 1A — 4> TATA box Al —A~ SP-1 [
SiE 0, 7 — AN SR F —H 98 ¥ 454 5 A (enhancer
binding protein, EBP) £5& HJFF 51 CCAAT 47 T-J3 317, b
HMZJE BT X IE & H =AM R A R AZ AR B i 4 A b s
A CETP mRNA #] 1.9 kb, 7 3" poly(A) B EiF A —NEERM
poly( A) 15 5 ATTAAA™ .

CETP FATE [T H 476 MR E R A K, B & Bk & 51X,
JE— R K AR B E A . CETP UL iR RAFLE, 4
TH 74 Cys hEDH —NRIFEI, AT 3 CETP 4
R Mb Y o N CETP fE4R N M RIE KT 12, FEBAE
JHFBANRE G Ak Rk, 72/ B BRRE RO I B
KPR . B LR E 7/ R KR IR A&
CETP. HEIDZ&wE T A S . & R MM RIH CETP D
NA. CETP E:RFH 5#MEE O RFEMHRIE, 5k
B A1 ( plasma phospholipid transfer protein, PLTP) & X 7 [5] 5 14
N 20% " . EAIRIAG £ 8 45 A & A (lipopolysaccharide binding
protein, LBP) A 4H B 14 /i1 i 5% 14 25 [ ( bactericidal/ permeabili-
ty-increasing protein, BPI) [A]J& T~ 5 2 ¥ 45 & &5 A B K K Ik .
R PIAN B 51 % B B A AN A B EE, = e £k
PR RAR L, 35T LAS A G 2 0 MR R L e TR 2K
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CETP ) C- A3 T% 0 a 08 e, B30 2 T BT 22 K i &
T I 45 HP L A 2 T, T -5 L ] 2 6 4 3 T AR O 1 S
ITEIERR LR . BF9T 5 7R, His 466 Fl Leu 475 2 8] 35 Hy
il 12 B R, TR 3L 2 ) Ik o FE B 4L p 460 AR (¥) CETP, %%
I BH [ B e s R IR B, (AR AR 5 B gs A XA X I )
ikt & R, JH & Phe 454.Phe 461.Leu 468 Phe 471 Al
Leu 475 78 0] 51 2 IR ] 2 6 % 32 3 1 B, R P 5 3 3
P& &, PR C AR U o MR E A B /K 1 3R 1H 2 5 8 [ 7 4%
&, BP0 TP2 o1 F A R F6 A7 BE AL i 1T #0 ) CETP 3% M.
CETP ) - 3% T & & Phe Al Leu FT T 13 A &1 5 7K 5 1 %
JIFL ] i i P A B AR DG B, U H A2 B 454~ 457 K111 Phe Lewr
Leuw Leu A& 5 I8 2 1F 8 45 & K AT 305 iz H i = 5 A1 JH & 52
18 BT 06 75 19 o

NCETP FEAFEH 4 > N-BEEAL AL 25 (Asn 88, 240,
341,396) o« B IR TIGIEH, A CETP 1) 88 Asn: Gln 1 396
Asn: Gln A 1% B CETP /S B8 43 ¥4, T 341Asn: Gln RAZA
{HT] PAIE & 4336 CETP, i B A5 L BF A= B CETP B2 /55 (1 fH [ fi
B i iE e .
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R T ECH i = 15 0 JE [ B2 4 44 Y CETP mRNA & R 38
B (i3 CETP & & FEME T o 8 2 R Bl g B S 3 2 . ik
KEL TR B - 370~ — 138 117232 bp Fr BLi& AL CETP X4
U IEL T 1 8225V 2R, s XA DX 3 A I I 1 L T
( cholesterok responsive element, CRE)'" . 5 CEIP — £ 4M

B[ B 8 5 10 HMG- CoA I JREE M BB F X At KB T
CRE [F77E o PA Y5 M 11 AR I B AT ff CETP 235 34 fm, #L#1
LN T A1 U5 14 AR ] e ) U S A R . Ak, CETP B3R IA 16 %2
LR T WO R0 R 2 B R 5 e, B AT BT B AR A B CETP
mRNA FI7K T, 5 _E B DI BRI AT B 1 CETP mRNA f T F% .

A CETP mRNA H W Fh 55 44 44, — M2 4K [ CETP, 7
— R B SLI BT e AR AL 5 A (5L CETP) o X4
CETP mRNA & CETP J& PX A8 17 89 #5 (89 7= ¥, A % CETP
B R B AE SR . A4 N4 65% (1) CETP mRNA ] g i 2
55 UAME T4 CETP. 46 CETP /#8233, BRI I 3% v AS g
Tt HARTE . RSMRIE N T A B CETP R4k 45 R R,
fH CETP & A 52 RH [ B FE /52 . K 75 CETP ¢DNA
Y. F COS 40 M, WA X AR AN ar i BB E
CETP; #4464 CETP 542K CETP 3:45 3 COS ARt , 4 3%
M4 CETP 2y i 3m sl . R ik, 58 CETP A5
Mg & [ KF™ . /R4 CETP 7T RE Xt 45 K CETP f) % i&
A AEAE F, CETP % [ (0748 A7 89 42 7T R A v % 3¢ )5 K1
I —Fh T AL 38 5 CETP [IERIA .
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Quinet 25! FH3E B (1355 A 3 Jik 9 A B A4 K £ MR ) i ]
W5 4EfE, RO M 3 CETP /K7 5 I8 i iz 48 )5 /R BE 2
BEAER, $E78 CETP B A 12 3l ik 35 4% 5 44, ( atherosclerosis,
As) RAWIMER . 7 oh, M8 A EE N JEFEFE 5 2% LDL /K1
AT W AR SS M, i H L 5 CETP ()48 5% 1t 58 & 4, (A itk
CETP 7K~F-Jt = 7T % & LDL 5| 2 () 4k 2 I B2, %o 2 ik 6 A5 1
AR R A BT S B AF F, AT B8 2 LA IR — B AR 4 1 I
AVARS

FH T /N BRI 23 AR A5 CETP, TR LA 90 i FE 3R 78 CETP 2
K] 0% 6 IR B i AR G M #8 7~ CETP B A= #E/E A . i
] T A MR ) 9 o R 2B /N R R i BB 4L/ R 28 A S, B A
/NBR AL A7 (VIDL+ LDL)/HDL 3% i 1= 0 W4, 7] I 4 i
3 UK AR A B R 1 T LT R R A . B
IR/ SRR P9 CETP 35 14 2 38 7 /& i HDL /K~F 9 & F B Ut
B] CETP 4 5L IR B3 % 3l ok i B A5 44 1 5 S 39 m, $2 1% CETP
BB B AE o B CETP 2 2 % BR 31 41
CETP ¥5 1%, BL4)i CETP 4= PR R B IR 3 K BE, f 1L 3¢ HDLC &
FEF T, F 3 ik 3 ik o e A8 Ak % A AR R s Y, B CETP
TP T B AT DA BTG B0 Jok S AR A ) fE G 12

Okamoto 2™ Hff 5t & 7%, CETP # #1%1| J5, Ifi. 2% HDLC 7K
SEFE T, M9 HDLC 7K~ 0 A6, [5] B 400 /1) 2K G 4 P 2 ik ks
FERE AL 1Y) R R, $27R CETP 78 4 4 1] 88 B AT 2503 Jhk o8 #F B 4k
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FIFFAE . BT Bl ik ok B R A0 5 A 4 19 5 105 40 Al 7T LA 43
CETP, "B 7] 55k ML P9 B2 4 9 A Ak ¥ R[] st T 45 Bk O % 12
BUMG & [, AT 2P0 3h bk FERE AL /E o Sakai 251 %
I — 4 CETP Sk B3 19 LDL 32 4k %) LDL (K38 Al )y 8 3
T, I LDL 2 4& AT A5 7E CETP Sk B I 4F b 22 B 41 T L
W, AR LA BEFE N BB AR ST LDL T390 7 28 5 bk sl AL g4k
MfE Rtk 534k, CETP 3@ i {8 fIH ] B B 72 IR 25 1 1R =658 4
A7, e H M HDL #5328 3] LDL H, T & 2 JH [ B2 B 1 LDL 5
JIF LDL 52 B AT S5 A (15 A0 A7, WA A 2803735 o 1f 252 M ] e
HIER

A& HDL A # #1138 K HDL(HDL,) 1/ HDL(HDL;) ,
/N HIDL A A7 B3 200 At A 0 R[] 197 5, HL 7 030 Bk ks A
AL AERL, oK HDL G ML Ih RS . CETP Sk B 8 35 A Be A 2R
W1 OK HDL, & B3 X HDL ¥R B2 38 0, 57 o0k E 5] B2 1 3 B
it IBEAK. Collet Z5' ™1 4 CETP 0 A K5 J7 O 41 i 7, I A 44
Jugn f s HDL JE [ B Eg 0 3 0. (HA0 ML 5 CETP Al & H
=8B B LR By IR, 40 HDL o ) Houh =
T, FARF RE B AL 22 5, 40 i X FIDL JH [ B2 s %) 45 BOm K oK
B, i3 CETP Xt HDL A9 5 830 F2 5 8 K24k B 2K 1

B3 (X HDL fIH (8] B 8 00 £5 B3 o, AN 17T R4 KK afi 2% R [
P i 7K T

CETP B3I Bk R HERE AL AE F I H 5 HDLC R B 2 R %
A MWGE T R F T R I xF 202 1) 1 T e B eT
FRFEMW, M5 5% B CETP ¥Rk B B B K T 8 i % 2% &
&, Fean CETP 15 ML B T 8 2 1) M08 2 0 A ] Bl 5 AR 4
fEF, JLHAST T HDLC IE E W m T EW N EE.
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21 1 A AL — AN CETP % 14 W& T80 4%
ﬂﬁammEElﬁﬁﬂ’Jﬁﬁﬁi@Hﬂ K5 a g B e
IML3% HDLC 7K BEA, S 30 bk ol £ B 40 1% 55 B 48 oo 1 A
CETP FBHu#) il & B CETP 1% 14, H ifi 3 HDLC #1 HDL AH [#
M fa ik B 2 %% 7t v, K HDL 19 EE ) FF & . Tall 540K
CETP N if§ i JI¥ LDL 5% A1 HMG- CoA i& FLiff i) R IE, — 7
LDL 2 4438/ {8 1fi. % LDL Ft &1, R 2 20 Fik 586 6 B8 4 1) A
55— 77 TH HMG-CoA & J& B 1 & R ek 2> 155 JIH [ B 141 5 B R
F%, 3% VLDL #1 LDL B 2 FEAK, SCEAG $0 1 30 Rk o6 L B 1k
EM .

BT (1 — LB 5T R 0, 3% HDLC /KFFh & A B = Hizh
ko RERE AL ' S8 R A B 2K T B ( scavenger receptor
class B type 1, SR-BI) 2 [l it Bk /) B ) 1L 3% HDLC BH & 7 =,
HDL AR K, 15 81 F SR-BI 2K 2% 6L 1 51 & 3= 30 Bk AR 3 A0
O BB AL . 3RO RE HDLC T, (HH T2
5 RCT i F2 1 SR-BI 3R i& [k, RCT 42 M 3R, 475 7T B2 {2 A
BBk AL 0 & A . CETP 3K B b 28 2 i 3% A5 28 A A
R SR-BI Z [ il B /0> AR ABL, R0 S0k 6 0l 47T 4 Py B 4 T
RCT it PR IR (IR A, 40 T oF 50 Tk o4 5 8 A 1) 5 JRe e o

CETP 5 ik s BETE Ak 1) 28 R0 0, EHORAE A,
Rtk B T @ . BT 3l bk R 40 16 22 R 3%k
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